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iiLis HBV RNA KA e 2 3 Be T idi bk e

IW4E FRAE

(8 E] RN E (HBV) AN =4 ZFAS R ZE 8 RNA , Hor i 3L 41 RNA (pgRNA)
FHS 5GBS R . HBV RNA B & PFA HBV R YL A 2N 40 4 A PRk DNA
(cccDNA) 1 5% S35 P AP AE KT BB 2% AL IFR G W) . cocDNA 15 52 YL AN 1 20 A A% h R SR A7 7, B
FHHBV R TIE M MICIA AL, JTAF HBV RNA K I A1 PR 25 SRR M | K243 A, AR S0 gg it
T HBV RNA il ity il R 72 8% H B HBV RNA Kl 77 vk, 9F 047 7 8.

[X%Ei7] 1fij% HBV RNA; cccDNA; CHB; PCR K

Clinical detection of HBV RNA in serum

WANG Lijuan, XU Hongtao*

(Department of Laboratory Medicine, Beijing Hospital/National Center of Gerontology/Institute of Geriatric
Medicine,, Chinese Academy of Medical Sciences, Beijing, China, 100730 )

[ABSTRACT]

pregenomic RNA (pgRNA) is mainly involved in the reverse transcription and translation of viruses. HBV RNA

Hepatitis B virus (HBV) produces many different types of RNA in cells, among which

has been considered as an emerging biomarker to evaluate the transcriptional activity and presence level of cova-
lently closed circular DNA (cccDNA) in liver tissue of HBV infected patients, which persists in the nucleus of
infected cells and ultimately leads to HBV infection that cannot be completely cured. In recent years, the clinical
significance of HBV RNA detection has been recognized by many scholars. This article reviews the clinical sig-

nificance of HBV RNA detection and the commonly used HBV RNA detection methods, and gives the prospect.

[KEY WORDS]

L RIRF R 95 B (hepatitis B virus, HBV ) Ji& 4L 5|
HSF L 4Ef AL 2 H9E (Hepatocellular car-
cinoma, HCC) . 1€ 1 Z BYJiF 4 (chronic hepatitis B,
CHB) i S8 RS o 4l WHO 4iit, 22 3k%Y
A 2571 NG HBY , #:4E 247 88 71 AL T CHB
AT R AT, B A AR X R b i R
SR Z BT HBY 259 1 £ P90, {H CHB Joik bk
WA, 7 ERK WP HBV 2497677 , A T8
BETREXTHL HBV 254 7= A= i 2451

1 HBV RNAHWAEGRBERIGEKRENX

HBV J& — P W 4% DNA %5 88 , | 5 HBV 5 1

Serum HBV RNA; cccDNA; CHB; PCR technology

TRe 52 A (A fif B R Bl B [ 5% i 22 k) 455 O
WA A e A, SR 5 B85 A A sth 24K DNA
(relaxed circular DNA , rcDNA ) F 4% 4 5¢ 2 41 Jifd Joit
H, B J5 B 43 reDNA S 3 % L2 A 1K i A 20 g
¥, recDNA #1852 0 15 % 19 3L 4 7] 45 36 Ik DNA
(covalently closed circular DNA , cccDNA ) , cccDNA
DI R AFE . cccDNA KIHAF7E T HBV
RACI TN , 32 CHB & 1524 J5 9 1 &
CHB H1& PEAL , IR XEMI IS R HBV L 528l CHB (Y
UIRETEIR AL o cccDNA #% 5% ) 3.5 kb B9 1if 3 (A 41
RNA (pgRNA) & 3.5 kb [T #% 0> RNA (pcRNA) |
2.4 kb F1 2.1 kb 1 & i 2% i T it (HBsAg) RNA |

EATB .+ = A F EH L% (2018YFC2000505) 5 4k 7 B [ 3841 (BJ-2020-025 ) ; & 47 I R 4% & 52 A #F % (Z181100001718172)
s, AR ERARA/BARESFES P/ PEEFHFREFEFFALR, LT 100730

*iBAZVE A £ %, E-mial : taotao200703@sina.com
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0.7 kb [ % 8¢ X 2 1 (HBx )RNA, pcRNA #
BIPE L 2 TF e 05 (HBeAg) , pgRNA % B35 18 4%
O ARG TE R G0, 2.4 kb st 7 A K mi ik
F1,0.7 kb 5 591 7= 4 HBx, 2.1 kb 5 5t 7= 4
INRTEAY, EAMEE D, pgRNA AR &R &
fifi — R S5O E AL AR AR, EREEAK
5% N HEAT 00 8% S 77 42 reDNA, &5 A reDNA P a3k
A FE A8 WA A FE TR 28 — o2 Bl [ 40 i % 72
Ji cccDNA , 75 — P e 5 200 il 22 0 (R A 174 5 B 40 5
ERE s SUUY L AWSESs2 U AR

1.1 174 HBV RNA Wil cccDNA 1% %% 5 3% P )
FEM BT HBV 258 97 5%

FLTE 1996 4E LA 7 # & 9 CHB 835 1L
F£7E HBV RNA ,HBV RNA 1] {£ Jy CHB % 1E#%
H (1R ) 22l %) (nucleos (t)ide analogues , NAs ) Fl 5
L T4 E o (pegylated interferon, PEG-IFN-a )
TRIT BRI AE I A DA AR 2 W L W RN
s b B H R s K & L . HBV RNA
HBV cccDNA #5377 45 R4 i ) HBV RNA
%) 268 1 B A 0 1 S It 4 cccDNA 1 786 S5 376 e R 52
HPIRZS . T NAs 8 PEG-IFN-o il 53 411 ] HBV 3
B SETEINH HBV pgRNA (1) 52 55 s 72, AT NAs
% PEG-IFN-« H] LIAT 2 F# AR CHB £ 2 I3 Y
HBV DNA 7K-F-,NAs 8% PEG-IFN-a J{- A 540 cceD-
NA #| HBV RNA %5 iyt f2 . A B985 136 44
CHB H# % PEG-IFN-a ) 130 4 CHB & #:5%
PEG-IFN-a FIH K KA 167 4R 0,12 .24 F1 52 JH
PEATHF 9T K B, BT AT B35 1Y) HBV RNA KSE-FE 1R TT
1A #R & W B W, 5 PEG-IFN-a JA 23897 M I,
NAs Fl Peg-IFN Bt 47777 HBV RNA TR &,
1.2 Iil{§ HBV RNA 1§ 5 CHB & %2 H 2y

HBYV DNA I T4l & PR (Lower Limit of De-
tection , LLD ) X 15 B 35 386 % ok 52 21, ASBEAE
ol R 245 1996 k5 . CHB 3% K 14552 NAs 1497
J5i . L7 A6 0 A4S 3] HBV DNA, i & 1 1fiL 75 HBV
RNA, # CHB /&3 IfiL % ik U 2] HBV RNA, il
FH PEG-IFN - «; # & £ ] #) HBV RNA, I 1 ¢
NAs JAJ7# }) PEG-IFN-a J&J7 7 . 7641 HBV 244
BRI FE T, HBV RNA (A5 1k 52 et H 2 ik A2
T2 ,HBV RNA X CHB & %45 254 15 Sk
B TSR A ORI i AN — 5 A [
6], F9E bR A/, HBV RNA & 7 7] LLVE 15 4t
TR PR, B RTE T R AR AR SE

1.3 Il HBV RNA Tl 5= 24 Ji5 55 2 5 5 1) KU
NAs AN RE H #2201 cccDNA , S50/l £ CHB
H1=25)5 5 % . HBV RNA /K212 11 NAs A YT
J& , T HBV FEZARK - Hil i 4845 . Xie Y
AT R A & 1, HBV RNA 28 8 1% T 46 0 26 1
CHB fH 34 15 H NAs J& 9% 8 % &2 &k KU 8K .
Fan R 55" X} NAs JA 97 45 1) CHB % 7r Hr &
i1, HBV RNA BAE) CHB H 15224 2 s XU A i
HBV RNA [H 48 CHB i # /e 3RS & . Xia M
ALk || NAs {37 19 HBV 4L # 098 & 9L, 1A
T 45 SR B HBV RNA /K 3F-=20 000 #5 D1 /mL )
HLH 6 W kAR &, HBV RNA /K
F- <1 000 45 Dl/mL B 8 HAUA 23.8% 89 N &4
HALE K, HBV RNA JKF 1] Fi 422 1F NAs 3697 )5
14 4k 5 % (HBV DNA>2 000 TU/mL F1 8 2 i i
AMF>IEH LR 2/5) o
1.4 HBV RNA J& HBeAg Il 7 2# 55 40 1 TN 6 b
R EE IR T W], HBV RNA 1 5 245725 1k, 7 7
Il HBeAg Ifil % 24 % ¥ , A7 58 # 4% 30 45 HBeAg [H
AR AL Y CHB 3 70 W 4H - SR 41 (i 3
HBeAg Ifil {5 #% #e (/) i 35 , n=9) , NSR 4 (& i1} B
HBeAg IV e iy 3 n=21) , T4 R EAEIRYT
48 JEH11E] , HBA RNA #5280 H B T [ ) i 34
{H SR 41 ) HBV RNA 7Kt NSR 41 1 [ 114 1 J&
K, FE 5 48 JE IF, SR 41 A9 1l 7% HBV RNA /K- i
ZAK T NSR 441, Yu XQ 25503 K 5 47 it
HBV 477 i 178 4] CHB H % (122 4 # % Bk
FIAIT , 56 1452 PEG-IFN-o 1697 ) BF 9% & R, 5L
£ I 2% 5 19 HBV RNA 5 HBeAg IfiL 35 27 55 # AH
%, HBeAg [ B 4L 19111 HBV RNA /KF i #I%
T HBeAg FHMERY R /K T, BERFHIRITH R
7R, 5 4 JE ) HBV RNA 7K -2 T 1L 375 27 5% 49 1)
B AEFE AR, M PEG-IEN-o 1897 4 R, 55 24 JA Y
HBV RNA /K- f BE TN HBeAg Ifil 1 2- 54 . F
ZR I Y HBV RNA #832 0] LAT AS [Rl BT HBV 2454
TBYT W1 HBeAg LI 2= 19746

2 HBV RNA HI#ill 75 %

WL 7% 24 460 HBV RNA A% 40 i A5 HBV
cceDNA HA H K Lo cccDNA K il 75 8 a5k i
HAUHER5E N, I HLUE K8 T A QIR £, 4R
S e JHT 2 e 2 A, IR R AN B RN S SR
FHOG, FRAS B 6 AR, 145 JRE T R Z2 R XU, 4
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PR L T L G I HBY RNA 42 43 78
AN TR RAT AT E S VERIN T JLAE VE
HBV RNA BAGI 75 v 2 45 3 = N AM I R A 55
I5GTE . HBV RNA A&l J7 2 3 540 4F cDNA K iy
344 (rapid amplification of eDNA ends, RACE) 7%
Y6 R 15 5 P 1 4 55 (simultaneous amplification
testing, SAT) i f I % 5 - B 45 5% 5 )V (quantita-
tive reverse transcription-polymerase chain reaction,
qRT-PCR) | ¥ % 55 1% H5 7 5R & Wig % S 1 (re-
verse transcriptase droplet digital Polymerase Chain
Reaction, RT-ddPCR ) )% QuantiGene il 5€ 7 K .
2.1 RACEH A

1988 4F-, 4 #H LT PCR 4 4 B M 1R A5 58 2K
BER B 7k, e Wl — It oy B R TR R L E i 4
“RACE”, {345 3'RACE #1 5'RACE Wi~ 4r. H
A , & A 2 193858 ) SMARTTM RACE.
F AR 3'RACE £ AR F| I A RNA A7 poly A il
DNA % A7 poly A J& 173 LBk T HBV DNA X ki
W25 0 T3, (HE RACE $ AR R 2 A
poly A FEf) HBV RNA, 1A~ HA poly A FEf) HBV
RNA W20 . A7 0F5EE A BT TR AF 7 R
poly A FEHJS ) HBV RNA, i ] RACE A, It
I3RS poly A B HBV RNA A ] fig B4 7,
22 SATH A

SAT &K 4% B T 37 1 0 S I 2 S A I AR 25
B B — R By TR I R | s B E MR A
A HAEAE B S HBV RNA F B %4 AR Y
i LR B RN AR P AR TR, HLA PR (30
3BTRS 29 100 ACA$5 D) RO e R S
5 AR5 G A DR, AT A Al PRAGL I S 5 B HBV
(2R " . 2021 4F 3 H 15 H , REAG A9 A
A HE Y —Fh DL RNA il 3R 4R 5115 0 3 B HBY
RNA K5I 3050) &, 1 4 A S A% R A I 73 B R 452
(AutoSAT) 3 #L T )L HBV DNA %] HBV RNA #:l]
FEBR BB , B4 00 M & R T 29T R
RNA $2H 1RG0 42 78 7E AutoSAT R 4¢ | ik
1T, HBV-SAT i £l HBV RNA (K5l B (Lim-
it of Detection, LOD) {H & 100 copies/mL., Liu Y
SR R SAT ¥ 4545 H 3K Auto SAT R 4¢
Xt 201 £ 4% 32 3697 B9 HBV B #4647 T HBV
RNA JE # A, 25 R R B, HBV Ji5 #7518 £ HBV
YL A SRR R B A [R] A S K v
H HBV RNA F£1E 7K P-4 il PR K T HBV &

R RGN B R TR
2.3 qRT-PCRH A

qRT-PCR # A J 41 % HBV RNA #[i1] X [X i%
TR S PE S 14 Al — 4% TagqMan 18 5145 4 S i i
1T HBV RNA 1 SR, o T k50 DNA V5 4%, 75
BT ML TP PRI A% R E 1T DNase Zb B>, A
WF5E45 i, gRT-PCR J5 % 2Kl HBV RNA 11 H]
Jr, Xiang Y '™ 4 FI| FH qRT-PCR # AR X} 149
i HBsAg Fl HBsAb 2L fH 4 £ # ) HBV RNA #E47
R, SEEL T X R EAEA PR E JE T, X T
A ARG B U R AR, QRT-PCR 55 SAT H AR
Kl HBV RNA BA — € (1 22 51, YA i 1
/D EE, SAT Hi R K H RNA 9 FHAE 20T BE &
qRT-PCR AR, HEA i B gk i 22 1), Iz )
AR B BI1—EE>

2021 4F 3 H , B WA 2 \lE S DL PCR-2EGHR
BN REEER HBV RNA Kl & il &n
LLD {5/ 50 copies /mL, £ F 4 10°~10°TU/mL,
WARFIFEAR — 2 2 5ROy 1, i R E AT
T ERA AT {5 . QRT-PCR A S —Fhaj o
Pk | R R R SRR AR AR RN ik, (L
PO E T =
2.4 RT-ddPCR $i A&

RT-ddPCR J& — Ffr 4 %f 5 & 10 30 % 55 7
PCR AR, 1 558 A it 43 BB T4 9 A e, —
TR A S HBV RNA 401, HoAl g0 A0 5 — 4
i\ Z > HBV RNA 73 F . ifiif RT-PCR ¥ #4 &4
Wi ARIEIA AN o3 A h 2O6IX 5 RSO 7 XY L
], #5 HAE B HBV RNA B JRIRWR I . AT
BB — A4 A 10 R X, AT B Lk A S B 2
B 132 3594 . T ddPCR A 2B F 45 46 42 2
J& o — Fh K BH fE %07 PCR A I 2% g n] i, T
o Xof E B A I 1LY P A HBV RNA 5 485 5 ek
G N 5325 S 3 G T v ke B 57 G T A 45
— . RT-ddPCR B9 48X i 1 A5 2t 4, 7
I 7 1 i 1) HBeAg B #4435 i1, RT-ddPCR
F AR AT LAR B L7 HBV RNA K6 I 114 53 6550 s
5, RT-ddPCR 1, T qRT-PCR £ K>/, F bff
5% & F FH X Fh 5 2 7F preC/C F1 3R A Tt 2 5 [X Jak
NP1 5] Y7 K I HBV RNA , RT-ddPCR 7 & A I
Dz 32 B A6 97 10 I 9 R g 2 48 ik — AP AR A5 1l
SR IT I A B A i AR S 5 = v s R ) A T
=
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2.5 QuantiGene I 5E

QuantiGene Ml &2 /2 —Fh A% TR TR 55 7 il KA
WA, To5 cDNA G s PCR 971, FLHE AR U
At HBV RNA B & & o ¥ FEA 2% 5, i
HBV RNA X [X 7% 52 19 5 K 54 D F5 5 R £ (Af-
fymetrix) , # & #R 4 2% 52 517 % i K45 3 HBV
RNA 1 BA& S & . QuantiGene®Plex 2.0 3 5 %4 32
% DNA (branched DNA bDNA) 5 ¥ & it5 A (Lu-
minex/xMAP) # R IR ARABZE A | g [ 5 2
ik 80 AL T, T TR XA AR S AU SRAR,
YA | MR HZAT3K

3 RE

M, T YUR BRI SO B R
I 1fL 7% HBV DNA ,{H HBV J& Y34 () HBV DNA 1%
F LLD, [ B HBV i3 5% 5% 52 2 W il , S BEAE N
It R IZ W 515 25 94545 . HBV RNA fil HBV DNA
[ei] I5F A7 BA 1 AT BEAE Sy CHB HR 3 128 2 5 2 300
AT B AR G PRFEAS SR BRI

JFANME N cccDNA FFLE/77E & HBV R A
AAANELEE KW R . BA A I 7E HBV
DNA .HBV RNA  HBeAg . HBsAg /K rJ g J& i il
CHB . # 15 1I- NAs 5{ PEG-IFN-a J&J7 5 HBV fiEf:
PRV P Sk o (2 B AT E N AMA A s
HBV RNA Kl A5 1A 7 3 BAR R AR E S o
T L3 HBV RNA 43 1 45 14 5 B2 52 4%, I i A DU
HBV RNA 7B IZ W FAYTT v 0 3 SGA T 2tk —
ST, RIS B g A ER P SERY 107 HBV RNA
RGN 592 fHANTR] S 862 HBV RNA K4 5 B
A PR & HBV RNA R BEAS L IEE AR SC 0 =
FYELRN, 17 HBV RNA X} NAs 1 PEG-IFN-a 1]
TRIT AR B A5 25 1R TR0 BT B s 5 A )4
KPR HEAY I K B AEEE L, HBV 33
HCC WHLHMAIA TR  IEFERA MR, A 5T 3R
B, A HCC M B L Ll 5:1 8] 7:1, v g5 B4k
BRI A G PEBER TE HCC Hr i E LA
RpogsE . RRTTEX HBV #0Pi5 (HBerAg) HB-
sAg Fililll HCC & & BB E FRs Sttt — 209

&% 3k
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CD4" .CD8"fll CD4*/CD8 K 1 &5 4% 9% & FF HIV
s MR N 97 =

FMET REF KA

[# ZE] HHE 43H7 CD4" .CD8' .CD4/CDS 1l 7E 25 7 9 5 FF N S e B g g 2 (HIV) & h
BIZEAE B R S Faik MRS T 5 N N RS BE 2017 4F 12 H & 2020 4F 12 H TR I 559 Bl 45 800%
SBE IR R GORE, A5 B 2 5 I HIV IR YL 7 6 IR 40 (45420 6 JF HIV, n=48) 5 R & I 240 CR & F
HIV,n=511) , AR4EA ] HIV g2k 2 X0 5 IR H i 74340 : 1 ZH<10°copies/mL; Il £H 40~10°copies/mL; Il
>10° copies/mL.  FLEZPILL KA [A] HIV i 2 4 ik 8 ¥ CD4".CD8" CDA"/CD8 /K-F A AL 5 L 5 Pearson 15
Br B3R 5 HIV 5 8¢ 2 i AHOC M o 23 520 CARRRIE 26 (ROC) , 43 HF CD4" . CD8' . CD4"/CD8"
SR I HIV IS . R 414 CD4' .CD4'/CD8 /K- WA T A5 IF 40 , CD8 /K - i 3%
BTREIH, 2ZRWAG %5 X (P<0.05), CD4" .CDA'/CD8 K¥: T H>TMH>M4;CD8": T4H
<L A<, 22 7 HH LI L (P<0.05) . FHIEHES TS5 IR, CDA .CD4'/CD8" 5 HIV ik 5 1 it &
53 R DG (P<0.05) , CD8™ 5 HIV ik 8 3 i &2 IEAH COC R (P<0.05) » ROC 445 M k7R, CD4* .CD8"
CD4'/CD8 Bk A fa 12 Wi 45 4% 0% 5 01 HIV i I 4T TH AR (AUC) 2 0.815, W1 & = T B2 7 (P<0.05) .
£t CD4'.CD8'.CD4'/CD8' TE45 10 45 IF HIV 2 574 ik, H5 HIV R 3w 2 — Mok, i@ ad
il £ 45 CD4".CD8' . CDA'/CD8 /KA F T 45 4% 9 5 I HIV JE s 2T

[X$iA] CD4"; CD8'; CD4/CD8"; 454%9 ; N B[R 7

Changes and clinical significance of CD4*, CD8", CD4"/CD8" detection in tuberculosis pa-
tients with HIV

LI Jiejun*, SONG Jijun, CHEN Chunguang

(The Sixth People’s Hospital of Zhengzhou City, Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To analyze the Changes and clinical significance of CD4", CD8", CD4"/
CD8" detection in tuberculosis patients with human immunodeficiency virus (HIV). Methods The clinical
data of 559 tuberculosis patients admitted to Zhengzhou Sixth People * s Hospital from December 2017 to
December 2020 were collected. According to whether the patients are combined with HIV infection, they are
divided into the combined group (tuberculosis combined with HIV, n=48) and the non-combined group (non-
merged HIV, n=511), The level changes of CD4", CD8", CD4"/CD8" in the two groups and those patients with
different HIV viral loads were compared; Pearson’s method was used to analyze the correlation between above
factors and HIV viral load. The receiver operating characteristic curve (ROC) was drew to analyze the
diagnostic value of CD4", CD8", CD4"/CD8" to tuberculosis with HIV. Results The CD4" and CD4"/CD8"
levels in the combined group were significantly lower than those in the non-combined group, and the CD8" level
was significantly higher than that in the non-combined group, and the differences were statistically significant
(P<0.05). CD4", CD4"/CD8" levels: group I > group Il > group Il ; CD8" level: group I <group II <group
Il the difference was statistically significant (P<0.05). The results of correlation analysis showed that CD4",
CD4*/CD8" and HIV viral load were significantly negatively correlated (P<0.05), and CD8" and HIV viral load
were positively correlated (P<0.05). The ROC curve results showed that the area under curve (AUC) of the

H AR B LA K E A R R B (2019020836)
Ve S fa RN T S ARER, 7, #8910 450000
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combined detection of CD4", CD8", CD4*/CD8" in the diagnosis of tuberculosis with HIV was 0.815, which
was significantly higher than that of the single diagnosis (P<0.05). Conclusion CD4", CD8*, CD4*/CD8" are
abnormally expressed in tuberculosis complicated with HIV, and have a certain correlation with HIV viral load.

Detection of the patient’s CD4", CD8", CD4"/CD8" levels is beneficial to the early diagnosis of tuberculosis

complicated with HIV infection.
[KEY WORDS]

R E B r a5 R g 5 ™, 4 E 2 450
TNAEEA TE SR ZS " . W 20 B R AT
A= 5 D7 2 AR NS e S B 97 7 (Human im-
munodeficiency virus, HIV ) B YL & A= KA W8 in
SRS HIV B B (1) R R 2 BT,
XoF N A R ™ UM o (H H R RS A
It HIV 1Y L HLR] G A 53 BT, — O 45 A%
BE YL HIV J5 , LR CDAT $at jdi /b, 4 i ey
IREZ M. A HGE N A CDS'T 4 -4t 25 146 1k
TR B R MR A &1k e R Ge , o i 45
DIRES RN e = R 177 NG SR S i PU N el W N ik
20 0 TV A S BRATLAR S BE DI R L, EORT T 74k B2 4
IR STV A A T A B TR 45 A% 5 0T HIV B
PERML . AWFFFEHE CDAT . CD8* . CDA4*/CD8* 5 Il]
FESAZR AT HIV B 2 Wi (8 & 5 HIV 5
BEE I AR DS T 20T, R R

1 ABSHE

1.1 — ek

BEROR M 2575 AR EEBE 2017 4F 12 H % 2020
412 HUGA T 559 BiIZ5%55 B8 G IR R, A
bR : QBTG L5 2 Wb ifE ™ s @4 18~
70 % ;KA , HEA SR B R TOR @R
PR AR A e o HEBRARIE : OA HHALAE
AR B LM R G E N s @0 IV AERERR )
A H AN B4 KSR SRR ARE . 166 fi 58
Hh, A IFHIV & 48 Bl (G IF4) , KRG JF HIV &
S11 B CRGIFA) . SFF4LT 3241, % 16 41, F-1
AR (40.87£11.25) % . KREIFAT 341 1], % 170
3], AR RS (41.63£12.14) % . LR LA 22 57
TG FE L (P>0.05) . ARWFITLad B R AEBEZ:
B, iR G OB AERE .
1.2 Jrik

T A B 4 R 3 2 mL s 8 A ML,
ABUEEE 24 h W T YL AL B, 75 ) — P
HIA 20 wL T 9k EL 40 MR AR 5 50 L Boké 4
I, FE43 R4, & 15 min, LA 10 /575 B FACS ¥

CD4"; CD8"; CD4'/CD8"; Tuberculosis; Human immunodeficiency virus

12 450 pL, i % W AL ##E SN 15 mine 1 h 2R
FH 2 E BD 2wl A = i it X A A T A T 40 i
MR #E CD4" .CD8' I8 CD4'/CD8' A, 177
IR, AR AR R IR BT P T
1.3 JR Bk R 2 o4l

K F 4 A 3 2 800 AR T Il S v o 5 4R
i, JEXT G IR A AT 43 4 1 41<10° copies/mL ;
II 4 40-10°copies/mL ; Il £1>10° copies/mL'",
1.4 GiteFrik

K HH SPSS 22.0 GeiH R T 51t , i 9%
BHL (e £9) Fom , ALIE] LA T ¢ 450, 241 [B] HLERAT F
K 56) 5 4% 2 800 0) A S 73 BT >R H Pearson 2 ; 2R
ROC 1/ CD4" .CD8' .CD4'/CD8 W45k & I
HIV BRI ; L P<0.05 M 2R BB G HF o

2 R

2.1 P4l CD4' .CD8' .CD4/CD8 /K L %
47141 CD4" .CDA/CD8 7K - B A TR & 9F
H,CD8KY-BEm TAREIHH, ERIALITHY
X (P<0.05), WFE1,
%1 WL CD4 .CD8'.CD4/CD8 7K FEL AL (x+s)
Table 1 Comparison of CD4", CD8", CD4"/CD8" levels

between the two groups (x+s)

205 n CD4" (%) CD8 (%) CD4'/CD8 (%)
GBI 48 22.54#5.62  62.67+6.76 0.34+0.03
REIFH 511 31.84+824  41.36%5.62 1.560.13
A 7.651 24.657 64.807
PAE <0.001 <0.001 <0.001

2.2 N[ HIV j5§ 5 4k &t 2 35 CD4' .CD8’ .CD4"/
CD8' /K L

CD4" . CD4"/CD8* /K- T >0 4> 4 5
CD8": | <l i<l 4, Z=FHAGIFE X (P<
0.05), W2,
2.3 CD4'.CD8'.CD4/CD8" 5 HIV %5 5 4% A ¢
P AT

CD4".CD4'/CD8" 5 HIV J& #4535 & & i & 11 A
X (r=-0.542, - 0.634, P=0.021. 0.012) , CD8* 5
HIV g 15 i 52 IEAHOCOE &R (r=0.521, P=0.029) .
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*®2 AFEHIVFEEHEEE CDA'.CD8 CD4'/CD8 7K F
Pb3 (v+s)
Table 2 Comparison of CD4", CD8", CD4"/CD8" levels in
patients with different HIV viral loads (x+s)

251 n CD4" (%) CD8 (%) CD4"/CD8" (% )
T4 19 30.64+6.57 53.64+6.24 0.58+0.16
I 13 24.63+4.26" 64.24+7.72" 0.25+0.05"
m# 16 11.22+1.62°  72.11+8.96® 0.140.03*
FAE 72.970 25.820 82.050
P <0.001 <0.001 <0.001

H 5 Ak, 5 T4, P<0.05,

2.4 CD4",CD8",CD4"/CD8 %} 459 &I HIV 1)
LW E

ROC 225 3 .78, CD4" ,CD8* . CD4"/CD8*
B G A DU 12 8 45 A% 0 6 OF HIV 19 T itf 2k i R
(AUC) 2} 0.815, W1 i & T Fphiz i (P<0.05) . WL
T3 LE 1,

%3 CD4'.CD8 .CD4'/CD8 ¥ & #%m & F HIV 1Y
BHTINE
Table 3 The diagnostic value of CD4", CD8", CD4"/CD8"

on tuberculosis with HIV

WMHET  AUC 95%CI WURE RRE PE
CD4* 0.783  0.679~0.887  0.732  0.766  <0.001
CD8* 0.703  0.582~0.823  0.682  0.712  0.001
CD4'/CD8"  0.805  0.709~0.900  0.745  0.781  <0.001
=FB4A 0815 0.720~0910  0.876 0902  <0.001
1.0
[
0.8 — CD4'
—CD8'
:{TDE 0.6 CD4'/CD8"

— SIS

F 04 BHL

0.2

I
0 02 04 06 08 L0
1554

El1 CD4'.CD8'.CD4/CD8 BT K Bk & 12 ROC fh £ =]
Figure 1 The ROC curve of CD4", CD8", CD4"/CD8" single

and combined diagnosis
3 it

BEAZ I e SLE R H DL AR T P L PR 1%
IR VRN B BAAZ 2 ML HIV AT B S8 58 M ), )
AN I S MR T T fie 1k HIV 15 5
S, i HIV (e LA 2 [ 4% 0 ik
B NATAEE 7 s L UE A B R i, 45 4%
TRIT HIV B R A ST T, of i B A
B AR T ST S AT LR IR IR R
Tl B B R B SRR DL, HEA T AT, b
SETHIE HATIR RBF I E R 2 —

CDA" 4t it J2 T bk L2 40 2 A 2 — |, [A] Asf l 2
HIV B Y A A 35 S0 20 i, ] 3 2k 7 42 o 40
Jih 98 SR B8 IR L 4 2% 45 AN M R 0 DS R R
il ML & A G e BE AR R, CDA 4 4
o B> AT REZ B . BLIR S e ek
A FIAE CDS 4 Ml 2 ih 4 5 . CD8" 4 il B
HARGF M AR DI RE . Nasi 587 & 8, ¢
HIV B L, o CD8" Rk & TIER A, Hfe
PEUIREIR 2 L% . CD4Y/ CD8' LU (B ) J2 & %
() o e RS M6 A5, #E IE # A #F h CD4/ CD8”
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TGF-B1 509 & R e 585 R ERE AR Jivi B 2E 1% 5yl ke
ISE QIS N

WE xmAE’ BERAD FR OZKRE FEHET

[ ZE] B HIHERKEALE T (TGF-BI 509) 5 5 3 ko RERE LM IR 22 1A 61k . F7 3%
PEHL 2018 4F 6 J1 22 2019 4 12 JAE ) JH v = 25 K 2 58 — Bt 1= 52 P RHEE BE 1 96 151 297 ik ot A A8 A 1 ki
15 S5 A8 A D 2l Wk ok R A Ak e A E 20 5 110 48] e BRE AR 0 7 A Ay e ek B 4H . R ] PCR-RFLP (23R 4 il
5% 2 g - BRI A B BE 22 250 ) 7 VI TGF-BI 509 FE ) K S oy J R, 0322 o7 i 25 PR 80 1 8 o7 o R
TE Sl ks R Ak P A 28 R 5 SR FRAL B A A A5R L 2 FH 2 K6 FL 4541 TGF- Bl FE R 3 C-509T
LRI T G I IR 2 R G L, R TGF-B1 FE R 3 T--509 a7 5, 7] UL =l 3 R A4

CC B4, 43314 229 bp . 190 bp, TT BUUH — 4577 , 2 419 bp, 1fil CT HIWI AT UL 229 bp . 190 bp 419 bp
TR o B TKOR AR A A i A S 2 1% 5 3R R R 3 R RUSUR 14 3 A1 AN AT 4 Hardy-Weinberg -1 ; {8
RFE X R 24 1149 547 5k PRI T 3 R 35 PR BB (1) 437 45 & Hardy-Weinberg -1 . sl likiks B8 A5 £k 24 i 45 SE 2 1)
TGF-Bl1 3L R 31 C-509 FE B A i TT 1% 58% TC 1K 27% . CC K 15% ; fg FEXT R iR FEp 1
HFR AT IR 45% 44% 15% o WILHFE IR LA, 2% 5778 Goit2# 2 L (P<0.05) o oh ok ik 1 i 19 2 41
TT #35 PR3 13 (R o HR 2L, TC #8935k PR S5 R HEAHL, TT AU A P AL R R AR v A3 A A L 4
250 G2 L (P<0.05) , TC BUHT CC BUAE P AL FhAEREAS h 3 AR 338 L3, 28 S B4 it 2 L (P>
0.05) 5 B koK FERE A0 P ik A S 4H RN E 6 BR2H TGF-B1 509T 2540 1 RT3 43 591 Ry 71.88% F1 64.55% , Wi
Wi, 2R TG4 L (P>0.05) . SEi&  TGF-BI1 509 5P 5 3 K LR Ak P IR 52 1) By B AH SCTE

[KBIA] TGF-pI 509 3N ; BhkAEAL ; fnifs 28

Study on transforming growth factor-31 promoter Polymorphism C-509T in atherothrom-
botic cerebral infarction

XIE Si', LIU Liyan®, SHI Yuling®, LI Cui', LIANG Shuhui', DENG Rihui'*

(1. Department of Clinical Laboratory, The First Affiliated Hospital of Guangzhou University of Chinese
Medicine, Guangzhou, Guangdong, China, 510405; 2. Department of Clinical Laboratory, Southern Theater
General Hospital of the Chinese People’s Liberation Army , Guangzhou, Guangdong, China, 510010 ;
3. Shanghai xinchao Medical Laboratory, Shanghai, China, 201321)

[ABSTRACT] Objective To investigate the correlations of transforming growth factor (TGF) - B1
promoter C-509T phenotype and the mechanism of atherothrombotic cerebral infarction, and the relationship
between TGF-1 gene promoter polymorphism C-509T and the atherothrombotic cerebral infarction. Methods
A total of 96 patients with atherosclerotic cerebral infarction who were hospitalized in the Department of Internal
Medicine of the First Affiliated Hospital of Guangzhou University of Traditional Chinese Medicine from June
2018 to December 2019 were selected as the atherosclerotic cerebral infarction group and 110 healthy blood
donors as healthy controls Group. PCR - RFLP (polymerase chain reaction - restriction fragment length
polymorphism) method was used to detect the genotype and allele of TGF-f1 509, and to calculate the genotype

and allele of this locus in atherosclerotic cerebral infarction For the distribution frequency of patients and healthy
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control groups, the chi-square y° test was used to compare whether there was a statistically significant difference
in the genotype frequency and allele frequency of the TGF - 1 gene promoter C-509T among the groups.
Results
bands, 229 bp, 190 bp respectively, TT type has only one band, which is 419 bp, and CT type has 229 bp,
190 bp, and 419 bp. three bands. The distribution of allele frequencies and genotype frequencies in the

Three genotypes can be seen at the - 509 position of the TGF - 1 gene promoter: CC type has two

atherosclerotic cerebral infarction group did not meet the Hardy - Weinberg balance; the distribution of allele
frequencies and genotype frequencies in the healthy control group meets Hardy - Weinberg balance. In the
atherosclerotic cerebral infarction group, the frequency of the C-509 genotype of the TGF-[1 gene promoter
was 58% for the TT type, 27% for the TC type, and 15% for the CC type; the frequency of the above -
mentioned genotypes in the healthy control group was 45% , 44% , 15%. There was a statistically significant
difference in the frequency of genotype between the two groups (P<0.05). The frequency of TT type gene in the
atherosclerotic cerebral infarction group was higher than that in the healthy control group, and the frequency of
TC type gene was lower than that in the healthy control group. There was a statistically significant difference in
the distribution frequency of TT type in the two sampling samples (P<0.05). There was no significant difference
in the distribution frequencies of TC type and CC type in the two groups of sampling samples (P>0.05). The
allele frequencies of TGF-[1 509T in the atherosclerotic cerebral infarction group and the healthy control group
were 71.88% and 64.55% , respectively, and there was no significant difference between the two groups (P>
0.05). Conclusions This study indicates that the TGF- 31 promoter polymorphism C-509T is associated with

the mechanism of atherothrombotic cerebral infarction.
[KEY WORDS ]
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Table 4 Comparison of allele frequencies between 2 groups
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WEFEAIA YT R >0F 58 LR IT R > IR, 2 F R Gt 8 L (P<0.05) o S5 NG B 3 1R 97 /i FVCL
PEF .FEV1I/FVC Bl B AR FRI7 )5 , 22 B A S48 L (P<0.05) . SRS BG4 BNP PCT J IL-6
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[REIM] CAEENG; BNP; PCT; IL-6

Clinical significance of detection of BNP, PCT and IL-6 before and after treatment in chil-
dren with bronchial asthma

ZHANG Xiang, LI Lixue, CHEN Yagi, WANG Pingkang*

(Department of Pediatrics, Jianyang People’s Hospital , Jianyang, Sichuan, China, 641400)

[ABSTRACT] Objective To investigate the clinical significance of plasma B -type brain natriuretic
peptide (BNP) , procalcitonin (PCT) and interleukin-6 (IL-6) test before and after treatment in children with
bronchial asthma. Methods A total of 152 pediatric bronchial asthma patients admitted to Jianyang People’s
Hospital from February 2019 to January 2021 were selected as the study group; 139 healthy children during the
same time period were selected as the control group. Compared the levels of BNP, PCT and IL-6 in the study
group before and after treatment with those in the control group; compared lung function in patients with
bronchial asthma before and after treatment, including forced expiratory volume in one second (FEV1), peak
expiratory flow rate as a percentage of expected value (PEF), the percentage of forced vital capacity occupied by
the forced expiratory volume in 1 second (FEV1/FVC) ; analyzed the correlation between BNP, PCT and IL-6
levels and lung function indexes in patients with bronchial asthma. Results BNP, PCT and IL-6 levels: before
treatment in the study group> after treatment in the study group and the control group, the difference was
statistically significant (P<0.05). FVC1, PEF, FEV1/FVC before treatment in patients with bronchial asthma
were significantly lower than after treatment, and the difference was statistically significant (P<0.05). The levels
of BNP, PCT and IL-6 in patients with bronchial asthma were negatively correlated with the values of FVCI1,
PEF, FEV1/FVC (P<0.05). Conclusion Clinically, the changes in BNP, PCT and IL-6 levels in patients with
bronchial asthma can be used to understand the changes in the patient’s condition and judge the prognosis.

[KEY WORDS] Bronchial asthma; BNP; PCT; IL-6
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= BEMCIA 1A 152 /I8 L SRS 1 i FB 3 VR A BIF S
M, Hp B o7 4, 4 55 6, SE AR (6.71+1.42)
&, UNABRIE B P AR R 2 S LR 2 L
ARG ENIZW S B RS R ) o T R A
Wi (R BRAE ", 25 G S =R A R R A B A
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Table 1 Comparison of BNP, PCT and IL-6 levels between
the study group and the control group before and after
treatment (x +s)

21531 n  BNP(pg/mL) PCT(wg/mL) IL-6(pg/mL)

X RE 2 139 29.64+5.33"  0.39+0.12°  99.46+21.33"
PR ALARITHT 152 61.22+19.63 1.25+0.37  195.42+51.33
R 4RITIE 152 31.74+6.72 0.43+0.13*  102.74+19.38"

FAH 297.16 614.49 377.47

P1E <0.001 <0.001 <0.001

ST ALIRYT AT LR, *P<0.05,

2.2 RSN A IRYTHT G FVCL PEF .FEV1/
FVC i

RE W W B 5 YR 97 R FVCL ., PEF . FEV1/
FVC IR AT G, ZR B EAS =R X (P<
0.05), W2,

*2 ZREEmEEEITRHIEFVCLPEF.FEVI/FVC
Pb3 (v xs)
Table 2 Comparison of FVC1, PEF, FEV1/FVC before

and after treatment in patients with bronchial asthma (x +s)

2H 51 n FEV1(L) PEF(L) FEV1/FVC (%)
RITHT 152 1.28+0.33 3.07+0.31 71.43%11.52
WIFE 152 1.84+0.56 3.88+0.35 84.27+9.65

A 10.622 21.359 10.534

P1E <0.001 <0.001 <0.001
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Table 3  Analysis of the correlation between BNP, PCT and
IL-6 levels and lung function indicators in

patients with bronchial asthma
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Figure 1 Correlation analysis of BNP, PCT and IL-6 levels and lung function indexes in patients with bronchial asthma
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1 H % 2021 4F 8 A UIA 1 £ 49 75 3= PR BHPEREAR 30 4] LI & HCV RNA BHYEREAS 30 4],
i i PCR-ZEIEHEET VL N H Taq fiff 28 748 (R 5 BF A BUSEA T PEREAG N . £5 3R 72 W55 PCREMFREL T, Taq
5 AR VR CT (AR T B AE 7Y, RIS AR PR (47 1 808 o T3 26 s X RAE AR AT 3 IRE A, 28 A8 Ak
i R R 19 HH 5 R B0 0.99 56 Taq it 28 A5 (A HE 47 25 2 RGI , H10 P B2 Ak i) Ay 16 00 v 3 %o 45 1 ) 28 5 2R 8K
(CVP)HNT 5% . 851 N[F DNA FEE 14 58 A48 1A 5 05 25 R L ELAT 0 (A 1 B 0 1k e B 3%
RE R R R B B . X Rt i R R P ROR T S Y DNA R0, Hesh 3
ARG A= A 2 ARl B £ 0 B TR 96 25 10 AR AG D0 #) 2 JE 4T S
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Comparative analysis of different DNA polymerase mutants and wild - type detection

performance

SUN Mei', GE Lina’, XIE Long’, SONG Yu', LIN Ziyu', CONG Haiyan', LIU Peng', ZHANG Huanhu',
CHI Xiangyu', WANG Mingyi'*

(1. Weihai Municipal Hospital Central Laboratory, Weihai, Shandong, China, 264200; 2. School of Laboratory
Medicine, Dalian Medical University, Dalian, Liaoning, China, 116044; 3. Research Center of Medical and Phar-
maceutical Bioengineering, Minstry of Health, National and Regional Joint Engineering Laboratory for Clinical
Medical Molecular Diagnostics, Guangdong Province Nucleic Acid Molecular Diagnostics Engineering Technolo-
gy Research Center, Guangdong Provincial Clinical Medical Molecular Diagnostics Engineering Technology Cen-
ter, DAAN Gene Co., Ltd., Guangzhou, Guangdong, 510665; 4. Weihai Weigao Biotechnology Co., LTD., Wei-
hai, Shandong, China, 264200)

[ABSTRACT] Objective To compare different mutants of Taq DNA polymerase (Taq enzyme) with
their wild type, and analyze the differences in amplification and polymerization performance between them, to
explore the advantages of mutant Taq enzyme in clinical detection of hepatitis B and C virus patients. Methods
DNA was extracted to construct a mutation library, and the mutants with higher thermal stability and
amplification efficiency were gradually screened. Thirty hepatitis B virus surface antigen positive samples and
30 hepatitis C HCVRNA positive samples were selected from Weihai Municipal Hospital from January 2020 to
August 2021. The performance of Taq mutant and the wild type were detected by PCR - fluorescence probe
method. Results Under the same NUMBER of PCR cycles, CT values of Taq mutants were lower than those
of the wild type, that is, the amplification efficiency of Taq mutants was higher than that of the wild type. The
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correlation coefficient of the mutant standard curve was 0.99 after repeated testing of clinical samples for three

times. The coefficient of variation (CV% ) of Taq mutants was less than 5%. Conclusion Compared with the

wild type, the mutants of different DNA polymerases have higher amplification activity and amplification

efficiency, and the advantages of sensitivity and specificity are also more significant. This feature lays the

foundation for further research and development of DNA polymerases with higher amplification efficiency,

and to promote the development of modern molecular biological detection technology and auxiliary clinical

detection of hepatitis B and C viruses.
[KEY WORDS]
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oA 2 AT A DU A A A, R S I T
PRkl s AR E J5 1) Taq DNA R4 52
AR AARAE R B A PCR Rl B, 3898 HAE Y 33005
R R S8 7 T 5 B A AR TR R 25 57

1 HESHE

1.1 Taq DNA RARHGIEASR KT A T g K i ik
111 SR 5k

PCR [ Wi & & (10*Titanium Tagq buffer ,dGTP,
50*Diversify dNTP Mix . TMu-F 5|4  Titanium Taq
ddH20,dNTPS . ZZ tpif FEHLE 14 liK) (il K
IR B A A BR S | ) 5 M3 A (XH-B e iR &
v VLR Y7 FH A A | L B350 171006) ; ABI7300
P it PCRAL (g SCAE R A R A FDD o
1.1.2 DNA #2Ht

A 1 mL 2 s, A 1 mL AE 3
EROKRPIRS) . B B 1 4 i RS W AR 02

DNA polymerase ; Mutant; Wild type; Amplification efficiency

A Z T A IR A A 53 B A A 5 2 000 rpm/min
B0 AR 42,5 mm 0 20 min; WHCE 408 )Z , 0
A 1.5 mL B0, 12 000 rpm B0 5 min; 25 F i,
PLUE A 50 L DNA $EHUR 7843121, 100CTH
HEALFE 10 min; 12 000 rpm 5.0 5 min 75 .
1.1.3  Taq il 57 A= 700 (1) 4y

K FIAS X FK PCR 144 £ Taq B 5 284K, A
g AR IR 519 5 BRI VE S | Y317 PCR P73
PR K Y 5% DNA (ssDNA) o 18 i 58 i L 1k 20
B Al AL Y kR DNA FBE, %77 W BN Tag
il iy A= UL R 41
1.1.4  Taq [ifF 53 25 A 1 b 8 B o 3 £ i o2

TEHY 4 8 DNA R & B 5Ll b k47 o8 48 (5848
O i ULZR 1) 45 2 7= Y K Taq fig 28 281K o Taq
it 5 22 (R #E 47 PCR §7 3% , B2 % W1 °F : 95C 5 min,
20 AEHR X (95 30 5,627 30 5.72°C 2 min) 72C
5 min.4C., PCR =4 F] DNA 7= 4 4li {k [\ U3 57
& alifl, SR 5 B B pET28a A E A, f#45 b
AR [R] S A5 1 R4 T A e TR IR 5 L B BT A5 1 Taq i
GRAFRILAL A HE A 53 T

Rl BETBRTEREMS

Table 1 Mutant sites of various types of Taq enzyme mutants

TRAF R 5 RAF IR
Taq 48 1 E507A \K508L E734E \F749K

Taq 273514 2 K508L . V453A .R737K
Taq 22754 3 E734G

Taq 28751k 4 F749G ,K508L ,L764K
Taq 28751k 5 E507Q . T757S

Taq 2751k 6 H785G

Taq AR 7 S624T \F749V

Taq 227514 8 E734F .F749V

Taq 2878k 9 K508L .R737W . Y672R

1.1.5  Taq BEET A= 78 K 58 A8 RUTR A i A0 il 45

B b i % B9 Taq B 28 48 1K 55 B A4 7l Taq
iff #e 1% € Lo, RS TR Bl VR 3 O 10 U/
L, WL 2, Fel iR &l 5 IR A B ik
BE¥I R 10 U/pL o $PUARTE J) : Taq BgiG=1:1 1
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®2 KEBAMEELLH
Table 2 Proportion of various types of mixed enzymes
20 Taq 28 8 R (U/WL)  BAEHR Taq il (U/uwL)
A 1 1
R 2
TRAT3
TRA 4
RS
RAETH 6
TRA 7
RAEES
RGO
Lb 1 A Bt Taq B Ho AR CRINFEMS £ Dy B R
FRZAF,MDO010) , 37CH## F 30 min, —20°CLR 17 .
1.1.6  TagMan R ¥ 2 5t 22 5 il 5k S W 43 AR K
HE A B S AR

{8 FH TagMan #R £ (%) 52 B 256 S 0 1t 22 5 il ik
JZ ¥ (FQ-PCR) $ A, £ X I+ 34 B A= B Taq fif§ 28 45
B A RS 5 1 AR 3 51 91T FQ-PCR
Rz, 38 35 P RS Ce A R /N L S R 3 251
AG RN, FIWHZ AR mi R B A R4l G R
BRI G T MBREGT =HZ—.

1.1.7 AR W

P A RSN It S J5 4 i T 29 A8 R Il 5 ot
5 it 25 43 RS N Ay B AR R 2l o8 AR AL Al
F s X — A, H PCR KW A FIT PCR SO i B
[F] B 3#E 4T FQ-PCR Al , W5 & Ct {BLAH k75 2] ACt,
ACt X HE R T Tai s FRESVN T T45
F (B R R KRR S PRI A A%, A7 NTE iR
B, 50 B R AR ot P R DN IS &4
1.2 I RARA 1 %

PEPR U T S BE BE 2020 4E 1 F & 2021 4E 8 H
WG 1) O U 98 95 B 2 P PHPERE A 30 1 LA
HUIF % HCVRNA BHEEEA 30 ).

1.2.1  FpAkb3

AL 2 FH— VR TG TR T S A Sz A o K
I 2 mL, 7 A% EDTA (Z -}V £, 1% — 1) 5l 4
FE TR B DL B R ) B 5 A, 7 RV A e ) 3 I A TR
B 5~10 K, P EE R 5 # kan 78 0 IR A, %5 Ak
Ko I3 4 0 B0 Je B RS, BrAS S7 BV R
AR T -20CH
1.2.2  pRAck

i & (M 38 22 56 DR IRe A A7 BR A W), I
1 20173404069 ) R B A7) 65 (PCR-2¢
TCHREE) M B2 JE PR B A7 FR 2 7] B b o
20153402100) , F VA 1 £ B & il 45 5 U 20

— N W s Ut 0O
O 0 -1 O Ut B W N

BRSOV B, LA A AU K 8 N 1) Taq i 5E 42 14
S BIPERT RRAL, X 1 3R MR A AT ARG

2 #R

P2 B = iRl
W4 3F 24 AU Taq [ TR 5 1 . Taq BEZEAE 1453501 1
HF _LIRIGREEA ST PCR A . Y4 Taq 5728 {4
55 A= 7 Taq f§FE A A HLBR A G  CoE AR BT
Wit , oA ZH CofE S ni A g m . WLk 3 P 1,
R3 TaqEERTIKESEF LR TaqBEE BREE ct &

Table 3 Ct value distribution of Taq enzyme mutant and
wild-type Taq enzyme and mixed enzyme

450 CT{i @B CT{H 45 CT
FpA: I Taq il 1 37.56 TRAME1 37.12 TaqE5RAK1 3559
R Taq 2 37.85 IROM 2 36.89 Taq 5K 2 35.66
WP Taq 3 37.86 IRAHF3 36.01 TaqfiZR7E{k3 36.72
BT Taq 4 37.88 TRAM4 35.56 TaqMiseEiAk 4 3543
FpA R Taq il 5 37.89 TRAMES 37.03 Taq AR5 36.24
PR Taq B 6 37.37 TRAW6 37.22 TaqB%EAEM 6 36.02
WP Taq 7 37.56 IRAHET 37.32 TaqER7ER7 36.49
BT Taq i 8 37.56 TRATMS 37.22 Taq %K 8 36.11
PR Taq 9 37.95 JRAM O 37.24 Taq M99 36.05

38, — WL Taq
as| = SN -

270 A
=365 — Taq 55K
S 360

35.5

12 3 4 5 6 7 8 9
FEA 2L

f

TE : B AR BR RN AL ), PR FR IR CLER Do
Bl TaqBREGESHER T REBCEST
Figure 1  Ct value distribution of Taq enzyme mutant and

wild-type Taq enzyme and mixed enzyme

2.2 RPN AR R e B

SR R BE R BRI 7 0, Xl R AS 54T 3 IR
SR, LAKS: R 100 % A Ry S AR A H B 5 A 7
ML PAOC R ECN 0.99, TLIE 2,

1.2
1.0

— Tagq i} % ¢
= B} /: % Taq R
e LRV (Taq EZEE KL )

0.8

0.6
0.4
0.2

0 0.05 0.1 015 02 025 03 035 04 045 0.5

E2 RARN S
Figure 2 Sample detection curve
2.3 KA
B b3 JUR Taq B ASARSEATH IS AG I, LN
S A T A 00 e 36T 51 F 78 S R K (CV % ) 1
INF5%. W4,
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R4 TaqBBREEEEWRN CE

Table 4 Taq enzyme mutant repeated detection Ct value

2H 51 Ctfii1 CtfH 2 CtfH 3
Taq 548 7K 1 35.59 35.43 35.56
Taq i 78 25 {4 2 35.66 35.58 35.66
Taq 2872514 3 36.72 35.62 36.74
Taq i 5 A8 {4 4 35.43 35.50 36.46
Taq 575k 5 36.24 36.20 36.21
Taq #7224 6 35.41 35.42 35.42
Taq 28725k 7 36.21 36.20 36.23
Taq fF5 L4k 8 36.70 36.72 36.70
Taq fF5 754k 9 35.62 35.59 36.60

2.4 I RRE SRS B

)i FH Taq BFAR A S BT HE R Taq BT 7550 10435
TR AR ) sl B RAR U955 5 5 K HBV
HCV [P RE A 1% A 5 B - N2 00 928 Bl 6% 5 7
(Human Immunodeficiency Virus, HIV) . T B4
7 (Hepatitis D Virus, HDV) T 4% 2 (Hepatitis
E Virus, HEV) .EB %% % (Epstein-Barr Virus, EBV) |
A 41 i1 3 (Human Cytomegalovirus, HCMV) |
MFRRIZTEAR (Treponema Pallidum, TP) FRALIEIZR
1 % (Herpes Simplex Virus type-1,HSV-1)  F4[IJE 2
J5 7 2 7 (Herpes Simplex Virus type-2, HSV-2) |
iR %5 2 (Adenovirus, ADV) | I 7Y {48 9% 7% (Hepati-
tis A Virus, HAV)HEF TGN , Z5 R BATE .

3 it

VLAFR , LR BF 98 B A R BT 46 8 T Wi A e
38 1 A% e, 7 fE A AT R . B T
T A LT 2 bR AR A I 5, SR 2 i PCR 7
I BRI 80 6T B e W I 451G R 40k
CZi) 2", B PCR AR AW & &, % R
HORE RS 0 3 R R S B T ) SRR B g |,
il PCR © JG ¥ 58 42 1l 2 1 DR B A 4G I 11 552 B 7
SR PRI, WS A T AR AR, DA BRI ZE AR PR
Hh i 1 X Taq RS 1 EL A 1 B AH DG i A R o7
B AR Ty 5 B I v EL A B IR0 1) 98 AR A
S, B B A I BT U N T SRR O P PR AR AR
i T A5 58 A8 PR H5 it 38 B a5 28 A8 1 10743, il 3 %
T AR B A AR AR Y B AR ARBIFSE i
45 n] L, R E (28 28 1 DNA I A fiff 5 87 A= 700
DNA R4l AH L, PCR KN 225 2 Cefi T %,
HE R 5 PCR & B9 R0R  B7 A4E 8 DNA 4 il
FRE 2 288 B DNA RABHE A, BRI 2
PRI R AR5 Hp P FPAS [R] 2 AU Taq B

B R[] A 9 38 0% 4 R PCR M BB AR TE I T 3% —
Mo TR WFFE L] Taq BEFEARAAT L (N 2
FEASDEAT EE A AG I , T A0 6 R 2 SR AT A ) 22
2R 5 HLZE L m] A S AR H R A s BH A , 273 2
SRR HH BRBESK , 1A Taq B9 A8 (A 0 A A %5 B
T RABE W) i TR AE Y Taq B8

L5 LRTIR  XET 2  R N R RE PRSI
E B PCR BJ7 0BT ARAS I , A 5 f 25 1Y
ME L5 R [ 42 5 Taq MY DNA SG 6 1k &4
SEAEARRE ST, SRR i T PCR Ilfe ARAS: I 4™ 14 255
R, n] 4 Taq BERYPEREACIESS BB J5 18], HE A
el ) ISP R E Sl Pt IR TR
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HMGB-1.S100B 5 RAGE % 8145 M i i 545 A s i
GRS W EL

Lk Fai A= AEE AR

[ ZE] BHH HTEITIHERENA-1(HMGB-1) .S100B . ML= Z /K (RAGE) X 8151k
PR A% (TBI) FRE A & MR G IS W (. F7ik BEHL2014.4F 9 A 5 202045 9 H# & iihiBE b
A 208 41 TBI A MR ARG A JCEYL A3 M B4 49 5] AL 159 6], S W JB YL 20 o I o A 1
B0 SAR ILY , GEit A~ BV R T R 245 TR 24 5365 A AT FR B AR S R A pl N R A s A DG IR R, I
ili#t& HMGB-1.S100B . RAGE WiZWiM . Z5FR  BUL2H 49 (il i 3k s B o, JHL v o 22 BRI TR 42 Bk
(85.71%) 2= VLR 74K (14.29% ) o 3R B A4 BRIADNT 5 85 28 R PU AR 11 K285 RIS i 25 W 25055
¥1>50.00% ; 42 H O AR B Sk A AT BR A 7 8 R k02 E P 25t 250 5, 24>50.00% . BG40
HMGB-1.S100B .RAGE /K- T A A, 25 58 Ge 2438 L (P<0.05) . F-ARIF[H=4 h A5 DI O i v
s AT GCS 14328 4+ HMGB-1 55 FH 1 .S100B 5% F1# RAGE S8 Tt 4 TBI & A5 S A= i P Jk
YL 1 K 1 2 (P<0.05) . = # B4 (HMGB-1+S100B+RAGE ) 46l U (0.911) 45 5713 (0.985) . AUC
(0.988) , ¥4 1. 3 5 T PR —FEFRAEIN (P<0.05) , 208 Hil 234 1 55 4l (26.44% ) TG AN K, 153 61 (73.56% ) TG
KA, )5 R i-41 HMGB-1,S100B \RAGE K FHMEF UG A R AL, 25 58 Guit2# 38 L (P<0.05) . 4518
Il R AT % TBI £ %317 HMGB-1.S100B .RAGE A4, AT /i P ek S5 T o

[k ] TBL; BN EYy; iy 254 ; HMGB-1; S100B; RAGE

Diagnostic value of HMGB-1, S100B and RAGE for intracranial infection after traumatic
brain injury

MA Huanhuan, LI Yuanlei, FU Yun, LIU Guowei, HE Wenlong*

[ Department of Critical Care, Xinxiang Central Hospital (The Fourth Clinical College of Xinxiang Medical
College), Xinxiang, Henan, China, 453000 |

[ABSTRACT] Objective To investigate the diagnostic value of high mobility protein-1 (HMGB-1),
S100B and receptor for advanced glycation end products (RAGE) in postoperative intracranial infection in
patients with traumatic brain injury (TBI). Methods A total of 208 TBI patients admitted to Xinxiang Central
Hospital from September 2014 to September 2020 were selected and divided into an infection group of 49 cases
and a non-infection group of 159 cases according to the presence or absence of postoperative infection. The
distribution and composition ratio of the original bacteria in the infection group were analyzed, and the
resistance rate of major Gram-positive bacteria to antibiotics was calculated. The risk factors of postoperative
intracranial infection were analyzed, and the diagnostic value of combined HMGB-1, S100B and RAGE was
evaluated. Results Pathogenic bacteria were detected in all 49 patients in the infection group, including 42
gram - positive bacteria (85.71% ) and 7 gram - negative bacteria (14.29% ). Staphylococcus epidermidis was
highly resistant to common antibiotics such as penicillin and oxacillin oral cephalosporins, all >50.00% .

Staphylococcus aureus and Staphylococcus cephalococcus were highly resistance to penicillin and

L AT B AR E AL AR R 8 (LHGJ20200954)
bt H o TROCER(TSEFHRFWOERAFR)EEALR, Td, 4 % 453000
*AAZAEHE AT XK, E-mail : hwl19992@163.com
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cephalosporins, both >50.00%. The levels of HMGB-1, S100B, RAGE in the infected group were higher than
those in the uninfected group, and the difference was statistically significant (P<0.05). Operation time = 4 h,
incision cerebrospinal fluid leakage, preoperative GCS score = 8 points, abnormal increase of HMGB -1,
S100B and RAGE were the risk factors for postoperative intracranial infection in patients with severe traumatic
brain injury (P<0.05). The three combined (HMGB -1 + S100B + RAGE) detection sensitivity (0.911) ,
specificity (0.985) , AUC (0.983) were significantly higher than the single indicator detection (P<0.05).
Among the 208 patients, 55 (26.44% ) had poor prognosis and 153 (73.56% ) had good prognosis. The levels of
HMGB-1, S100B and RAGE in the good prognosis group were lower than those in the poor prognosis group,
and the difference was statistically significant (P<0.05). Conclusion The combined detection of HMGB-1,

S100B and RAGE can be performed in TBI patients to predict intracranial infection and evaluate prognosis.
[KEY WORDS] TBI; Intracranial infection; Drug resistance; HMGB-1; S100B; RAGE

REREHAE R 5 000 71 N KA A 1 ik 45
153 (traumatic brain injury, TBI) ", FF /i - R J2: 1 %
BEAA EETWTB . ARG WG I
1) IF R AE , WA 5 1A R R L B R G A
B PR 2R R L TR TR X A TBT AR B AR S
Fili NG B R . R iR % -1 (High-mobil-
ity group box-1, HMGB-1) & H.A% Fi I 21 i b (14 4%
B, Z 500G RGP KA R R
. S100B & —Fh EERIL T ARG EN,
FE B R B A7 45 T E A . AR
23l , 75 TBI 2 1, S100B KV 2 Rl Fh i o o
AR RT T ST TS Y B R SR A 27 W) 52 A (recep-
tor for advanced glycation end product, RAGE) X fifi
IR Bz Wi B . A9 B FE o ik
4 HMGB-1.,S100B 5 RAGE il 75 f A J& & A i
R v g TN A, RS AT o

1 ARSI

1.1 — gk

WAE 2014 4F 9 A 2 2020 4E 9 H i £ ditpuo &
B 37 1 208 5] TBI fE % o 40 AbRfE : DIl K 5
B AR TR T BN ; @35 & TBLIZWibn e
@R B# ARG BITE 202 F AR ZE AT FAR
TBIT o HEBRAR UE : ORE bl e B 25 | B 2R 2% BT
H; QIO N VEEEBESECEENA ; O
I ) e A R 25 W 3 B0 s DI R e
ABERTC G IR s OB I i 7 I S
W . ARAEAR G A TR o kYL 4 49 ] | A SR
YeH 159 ), YL . 5 33 19, 4 16 19 s SR AR
(52.11£3.19) % ; G4 405 31 1], #1515 14 4], BA 7%
i a ], KRG . 5B 107 B, L 52 1] 5 SF 4RI
(50.16+3.22) % ; 40475 106 1, F1 o545 36 ], BA Y&

17 B, WALERE MRt A, 2 R EGit 2
H(P>0.05)  AWFGE 2B s 24 A0 PR G 24
i, ZiXE FECEE M FE .
12 ik
1.2 R I A K 24544 2 A

JERYL 2 FR AT HEAE 2800, BRI 3 mL i 5 VR A
AT A D 5 SR LS IR e 2 55 T TR 43 AT KA
Fb, 9 X8 i 6 VR 1 1499 DL A 2R AT 24 O T 24 1)
R g Jir 2 45 % M TR AR A3 1 5 o K IR AR e A
BHH AL AT .
1.2.2 BRI

TESRAF TN G — M BT R FE AR 08 P T
AREFR] S U TEHLAGE A BE s 07 BF Bk e 5k
(Glasgow Coma scale, GCS ) 1434,
1.2.3 MGB-1.,S100B 5 RAGE

Wi F A BEJa Y H 8100 25 15 il B ik 1. 3
mL, A 4 000 r/min (=10 cm) &> 10 min, 53 2 Ifil
T, LA IR 3E BT EE AR A, 74 T - 70 CHY UK A
Vo Ok RE I o R T EK G g W B D I
HMGB-1.S100B 5 RAGE /K, i 5 & W [ 11 7
B PEIRRERT 55 (T ED A RA R, BAREREL B S
WA F & . MGB-1>187 ng/mL # Jy 5% TF
75 S100B>0.89 ng/m; MM S+ T ™ sRAGE>127
ng/mL ML 58 s
1.3 BV

XTI R Rl 6 N Rl s R A
172k B¢ 52 A ol FL T B 7, Bl 1 A LR B[] 2021 4F 3
A WiJa BiFFriE" : GCS W4r=12 43 M Til)E B
I, GCS W4r<12 70 MR A .
1.4 Git2#or T

K HI SPSS 22.0 Geit A #E AT ST B, T i
BORER T (2 +5) R, R e K 50 5 THECHERER
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n(%) R, K] K3 ; 5k H] Logistic [m]H 4 #Y 7y
Brfe i B 3R R F A2 1038 TAE R AE i 2k (receiver
operating characteristic curve, ROC) ¥ i 12 W it
{8 ; LA P<0.05 A2 5 HA G R L

2 ZR

ik VR 55 9 DAL R 3 A7 1 490 B R B
JERYLH 49 {51 B YR I T BT, e 22 BB
42 ¥R(85.71%) F =B 748 (14.29%) . WA 1.

Rl WEREFBREESGELRMEBRLL

Table 1 Distribution and composition ratio of pathogenic

2.1

bacteria in cerebrospinal fluid culture

93 I B REL MR (%)
L P 42 85.71
% e A A R 19 38.79
SV O A BR 10 20.41
S 4] 4 BR TR 7 14.29
PRI ER 4 8.16
5 351t B P A R R 2 4.08
PR 7 14.29
LIS PE S| 5 10.20
LU PR AT T 2 4.08
jSan 49 100.00

2.2 T PR XU 25 9 Y i 25 5%

R A BRI X B R R PR AR O Sk 2k
BP0 25 W i 245 7 &, 329>50.00% ; 4 8 657 4
BRTA Sk i 4 3K TR 0 R R MGk R BT 2
Y 250 L 19>50.00% ., WL 2,

2.3 YL K AR YL 4 HMGB-1.S100B . RAGE 7K
g

JE YL 2 HMGB-1 ., S100B ,RAGE /K -5 T &
YL R A SR L (P<0.05) . W3 3,
2.4 51k TBLEA ARG KA o N IR G (1) I 3R 43 A

FARBS =4 h A YT H G AT GCS

K2 FEEZMAMEXNNEAMBME R
Table 2 Resistance rate of major gram-positive bacteria to

antibacterial drugs

REWEHRE  SWROWHKE  RRE

N (n=19) (n=10) (n=7)
PRI~ TRy WEE L A%
BEC Ty WEC Ty BRECT(g)
HEE 15  78.95 7 70.00 6 8571
HMEFEA 14 73.68 3 30.00 3 4286
& #E 0 0.00 0 0.00 1 1429
DA 2 10.53 1 10.00 0 0.00
Sk A s 12 63.16 6 60.00 5 7143
Sk 11 57.80 5 50.00 6 8571
AR 10 52.63 4 21.05 5 7143

-53r=8 4+ .HMGB-1 (5% T ) .S100B (5% T
1) \RAGE (5% Fh i ) o "™ 8 TBI 4 AR5 & 4
PR G I G IS A 2R (P<0.05) 0 L3R 4.
2.5 kA HMGB-1,S100B .RAGE £ il %1 TBI
TS R N S 1 T AN (B
= # B4 (HMGB-1+S100B+RAGE ) £ 1l 7
J(0.911) 4751 (0.985) .AUC(0.988) , ¥ 1t 3 =
T B R AR (P<0.05) , W35 K 1,
5 A HMGB-1.S100B.RAGE #&ill%f TBI & KfE
& 5 AN B R BN M E
Table 5 Predictive Value of HMGB-1.S100B .RAGE
combined detection of intracranial infection after surgery

with TBI patients

AetE R SR AUC  95%CI  #0558% PAE
HMGB-1 0.775  0.866 0.961 0.924~0.910 0.641 <0.05
S100B 0.784  0.793 0.925 0.681~0.902 0.577 <0.05
RAGE 0.884 0.865 0.824 0.713~0.935 0.749 <0.05

— AN

*'H%E}tm 0911 0.985 0.988 0.001~1.000 0.896 <0.05
SRl

2.6 A[i HMGB-1.S100B .RAGE /K - 1% B 3 i

Je T 4
R 17 45 B W oon 208 i B #F A 55 )

®4 SR TBIBERBEREMMBENHEXERSH

Table 4 Analysis of related factors of intracranial infection in patients with TBI brain injury after surgery

- K ZE b ZIHE 5B

OR i 95%CI Py OR i 95%CI P
AR () (265 vs <65) 1.304 1.315~1.589 0.009 1.425 0.488~1.774 0.625

P50 (55 vs %) 1.358 0.392~1.581 0.664 - - -
FABE(h) (24 vs <4) 1.354 1.124~1.887 0.014 1.239 1.198~1.883 0.028
I i 5 Y s (7 vs E) 1.254 1.016~1.774 0.027 1.362 1.304~1.744 0.035
KAEYVIFHIMGE SR vs TT) 1.344 1.285~1.837 0.021 1.480 0.571~1.569 0.421
AHT GCS W43 (43) (=8 vs <8) 1.321 1.290~1.943 0.031 1.362 1.249~1.774 0.022
HMGB-1 (ng/mL) (55 T & vs IEH) 1.281 1.147 ~1.894 0.028 1.358 1.124~1.785 0.039
S100B (ng/mL) (5% 75 vs IEH ) 1.308 1.145~1.794 0.018 1.324 1.395~1.741 0.025
RAGE (ng/mL) (58 F+ & vs IE#) 1.441 1.138~1.893 0.013 1.307 1.214~1.758 0.022
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Figure 1 ROC curve

(26.44% ) T JG A K, 153 1 (73.56% ) il 5 R4, T
J& B -4 HMGB-1.S100B . RAGE /K 1K T i )5
ARH, 2ZRA50E L (P<0.05), &6,

%6 ZAEHMGB-1.S100B.RAGE KFHBETUSTHH (x+s)
Table 6  Analysis of the prognosis of patients with different
levels of HMGB-1, S100B and RAGE (x+s)

13 R HMGB-1 S100B RAGE
(ng/mL) (ng/mL) (ng/mL)
TG BAF4H 153 150.42+29.77  0.55+0.14  104.25+40.33
WG AR 55 232.67+59.72  1.42+047  190.81+27.46
V! 13.125 20.570 14.726
P <0.001 <0.001 <0.001
3 iTfig

TBL B H TR T&fERmEER, HERE
KA PR R F T RE TS . AWFIEE S5
BT TBI S5 38 A Fii P B ) I PR ARe R fs e PR 2%
S I PRI SR B A I 2205 R, LAk fii
JERYL ) AR B R AR RS TS

AHF5E & IR TBI B34 AR 5 i P sk e d5c A 1l B
TR B0 R T N 22 BHE B L o5 85.71% , HiROh ¥
B, 5 14.29% . X R B 2 THE BT
2 Wi 24 R AT RN, e B B A A R R N R
BRI P AR 1 Sk A0 28R T B B 2 W 2P
X —WF5E 45 4 5 Brennan 55 AT A5 25 SR AH AT o
P I A R A o e A ) %o ) 268 BR B A 000 ) 1
A ZIRYT R YL TBL R

REA ST AR IE , AT 3 1ot %F TBI H 3% BEA T A € 1ML
T AEFR PRI, LL2 W s py J gL . HMGB-1
S RAE IR S N Y s AR B A
FEUESE , HAE IR IGO0 T AAE T Az b, 2 rp bk
7 20 M B/ W A4 A 2 1) S50 A i PR R
i, HMGB-1 7KV 205, 43 = A A1, & 42
RIEH™ . S100B EEFRKE T HRMERGE T
B2 5% 24 BB P, 30 A AH CF 5 i 7R, STOOB 7 /il
G A3 L P i AR v R 28 R G R A 1Y

KA R R R AR EZAE R, S100B AT AR il
2H 2451 1 I ik B B B SR 1 AR i o . RAGE
J& HMGB-1 () EZ L& , HMGB-1 /K F LRI,
RAGE /KB 2 Fie , IF-23 5 2 i S g s s ™
AU 5T 455 R, JB Y2l HMGB-1.S100B .RAGE
IO ARG, 0 HMGB-1.S100B .RAGE A
REXT TBI S NG BATIZWNMEL

ARG R I, FARW =4 h A Y] SR
M AR GCS W-43=8 4 .HMGB-1 (5 # T+ &) .
S100B (5% FHE) .RAGE (5% THiEr ) N TBLEEZ AR
J& K R G 1 fE S R HIE 5 HMGB - 1,
S100B .RAGE ik 5 23 4 hin TBI £ 35 & A= /il
YL ) XU . ROC 4k 7 : — 3% (HMGB-1+
S100B+RAGE ) A 6 2 #8555 BE L AUC #4 k
FE TR — bR I, 150 B 0T 3 5 WS TBI AR A
HMGB-1.S100B .RAGE 7K-F-284k , X He i Py SR G
DUIEATF , = & AT A TBI 835 e A i o9 SR e (1)
TELETRINAE bR

X eI 252 0 oE L B, A R4S () TBI i
# RAGE /K V- R T 15 A R, I RAGE
K5 R B E TS AR R EF R R . AR5
Mr, B5 B 440 HMGB-1.S100B .RAGE /K -3 T
e AR, 5 FREREARMGT. TLLEH,
HMGB-1.S100B .RAGE 5 TBI & # il J5 & & % VI
K FR R IR AR B2 T % TBI R AR i I e L) ik
A7 WET Y 0 8, -2 ) HMGB-1,S100B ,RAGE 7K
-, SRR A RPTRYLSRTT, DM A TS

25 F TR TBI A i N B G g Jt o 5 22 DA
== BEPE A R 3 I PR AT A A1 32 g i T 0T A8 A i
TTEE X BB GG YT , JF i HMGB-1,S100B |
RAGE AR, LA BN U -

S 3k

(1] Py, PeAEdE, 2ok, 55 ROME T BULE S AR 405 P
Ji 54 40 B ok BB T R R [T]. AR 2 AR, 2020, 55
(2):228-231.

(2] HWI, A, B4 . M HMGB1,IGF-1, ficolin-3 £
HAE R 17 R SRR U ALY ], il S
IR, 2020, 12(1):101-106.

[3] Zhang C, Gu X, Zhao G, et al. Extracellular HMGB-1 acti-
vates inflammatory signaling in tendon cells and tissues [J ].
Ther Adv Chronicis, 2020, 11(4):20-27.

(4]  EARE, S5, W, 55 Qs RS 2
P fE R AT, W IRIREE S, 2020,22(2):217-218.
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mSEPTO 1 CEA 145 Bl 2 W SR T VEAL e B2 Kk
RS ST i (e

HR4R ' A EoRaR B FET ORgE*

o

(# ZE] BB BT Sepring 3 K H 34k (mSEPT9) F1 % I Bt B (CEA) 46 I % &5 B % 8
(CRC) S E 2 Wi \ FARIATT RO VEAN B e &2 % W I B PR, AN (B . F73% DL 2017 4F 6 H £ 2020
AR H TE T A8 K S — S BE BE 012 9 CRC 1Y 243 {4 3% A 46, Hoh CRC MR 534 )T AR AT Y
119 B AR FT4L , HRBRIGIT AG 19 99 61 R A5 4, MRBRIA T ARG & & 1 25 B AR 5 2 & 41, LAIRI Y 81
BEE AR N SO X IR A . E A AGL N B34 R 36 g i PCR 4G 1 3% mSEPTO, SR H L1k 24 %ok
PRI CEA . i HL 42 DU 420 mSEPTO 5 CEA K il 25 52 (4 22 5, P Hofe CRC 5 A B9 1fe PR B FH A
. &8 15 CRC ARG, B M /3 11 1Y 2 mSEPTO BHE AR, 2% 58 Giit 2475 L (P<0.05) 3 5
o A T ek B A, 5t 9 TR RIS Vi 2R R mSEPTO (1) B %48 5 L 25 28 Bt L (P<0.05) o S {@EE xS
T2 L% , mSEPTO Hll CEA 7£ CRC A2 1% BH 4 2 i 2 T i, 22 55 A S 12 2 L (P<0.001) . mSEPT9
FE AR T ZH A AG DU BH P 38 15 F CEA, 22 33 4t 112 3 L (P<0.05) s mSEPTO 78 A J& 21 A 46 3 BF M 3 v 1
CEA, 2 %A 511 2% 3 X (P<0.05) ; mSEPTO 76 A J5 & & 41 1 £ I B % % &5 T CEA, 22 R R Ge 24 8 L
(P>0.05) . CRC AR 5% %20 mSEPT9 Fl CEA &l i) AUC 435124 0.955 F1 0.857 , T LBk A I %) 72 0
Ak 100%. #1& mSEPTO {E} CRCIZWr . F RIGITRURIT AL K M & & W 73 Fi2 Widg b L T
CEA, mSEPT9 5 CEA 35 BC-G A0, AT H2 i s 42 2% Wl iy 2 %

(ki) Z5H M ; mSEPTO; CEA; HiBhi2Wr; & & Wil

Value of mSEPTY9 and CEA in diagnosis, postoperative evaluation and recurrence moni-
toring of colorectal cancer

GAO Juanjuan', LI Yang®, WANG Zhonglin’, FENG Ai’, LI Na’, HUI Lingyun**

(1. Biobank, The First Affiliated Hospital of Xi’an Jiaotong University, Xi’an, Shanxi, China, 710061; 2. De-
partment of Clinical Laboratory, Xi’an Central Hospital, Xi’an, Shanxi, China, 710004; 3. Department of Clin-
ical Laboratory, The First Affiliated Hospital of Xi’an Jiaotong University, Xi’an, Shanxi, China, 710061)

[ABSTRACT] Objective To evaluate the clinical application of plasma methylated Septin9
(mSEPT9) and carcinoembryonic antigen (CEA) in diagnosis, postoperative evaluation and recurrence
monitoring of colorectal cancer (CRC). Methods The 243 patients diagnosed with CRC in the First Affiliated
Hospital of Xi’an Jiaotong University from June 2017 to January 2020 were selected as the case group. Of which
119 patients who did not receive CRC eradication treatment were the preoperative group, 99 cases who
underwent eradication treatment were the postoperative group, and 25 cases who had recurrence after
eradication treatment were the postoperative recurrence group. And 81 healthy physical examiners during the
same period were the control group. All participants were tested for mSEPT9 and CEA. By comparing the results
of mSEPT9 and CEA test among CRC cases and healthy controls, the clinical value of the two makers in CRC

patients was evaluated. Results In the preoperative group of CRC, the positive rate of mSEPT9 increased
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significantly with the progress of tumor stage (P<0.05). And the positive rates of mSEPTO in ulcerative and

invasive tumors were higher than that of protruded-type tumors (P<0.05). Compared with the healthy control

group, the positive rates of mSEPT9 and CEA in the preoperative - CRC group significantly increased (P<

0.001). Moreover, the positive rate of mSEPTO in the preoperative group was higher than that of CEA (P<

0.05) ; the negative rate of mSEPT9 among postoperative cases was significantly higher than that of CEA (P<

0.05) ; the positive rate of mSEPT9 in the postoperative recurrence group was higher than that of CEA, but the

difference was not statistically significant (P>0.05). In addition, in the postoperative recurrence group, the
AUC of mSEPT9 and CEA were 0.955 and 0.857, respectively, and the sensitivity of the two combined

detection was up to 100% . Conclusion mSEPT9 is better than CEA as a molecular diagnostic indicator for

CRC diagnosis, surgical treatment effect evaluation and tumor recurrence monitoring. The combined detection

of mSEPT9 and CEA can improve the sensitivity of tumor recurrence monitoring.

[KEY WORDS]

25 F 9 (Colorectal cancer, CRC) 2 5 i UL
THALIEEE IR 2 — . 2020 4E 3R [ CRC & HE
BRSSO SET TR R LA . 30%~
50% 1 CRC B FHAEIRIT G th G & MG X2
CRC B # I RE ST IR AP, CRC H H L5
AT AL 2 G g b 2% S I Y 98 R R
(Carcinoembryonic antigen, CEA) #; M , H: {E &
CRC - 1 i A F1 52 % Wi I 48 A 289 17 78 REUE AR
RSN P B ', DNA HIEE 52
Tl i 38 5905 1) 2 HE B VITAH G o Septin 55 H H 34
(Methylated Septin9, mSEPTO) 777 T 90% LA I )
CRC Jifig gl 23 b | 388 5o A6 00 A1 JE] 1L Septing F A
JE S A B BEAL AT AW CRC Y & AR XU, H
i, mSEPTO /£ 5 CRC 12 Wi f8 #1528 T —F0A T,
M FARIA 7 B CRC 3 RS 15 1Y i — 43
3, AMBFF AR KT Al g Mg R TS o SR,
i A7 SRR AR AE K mSEPTO 1 A F ARG 7 R 3T
W48 45 ; CRC & & 14 B8 7™ 5 Wi W) 58 & 1) A A B[]
R L, VR = RN L0 % 2 R IR bR 2 ¢
B Re A L BRA IS W SR SR R RE A
B FEIZE L E I BRAT
1 FHik
1.1 RS

L2017 4F 6 H 5 2020 4F 1 H P44 5838 K 2F4H
— [l = BE A 12 1Y) 243 5] CRC [ N5 4
G AARUE AR 5 [ g R 1K 7 22 03 2/ 1 B e 9 16
9 (AJCC/UICC) &5 H ¥ TNM 43 2% R 42 (2017 4%
H8 MU, 24 I N w B A SR AR 2
CRC, [m] B 75 % 55 AN [A] s 99 [+] 20 46 P mSEPTO Fl
CEA ; HEBR bR « FR A LAl 0 g, sl s A LA
JHE R A B HLRE 1Y RPN CRC %

Colorectal cancer; mSEPT9; CEA; Auxiliary diagnosis; Recurrence monitoring

A5 : 119 B A AT F- AR ST IR vA 7 I AR i i
HORATA) ;99 BIAR G & (K54 . I TFAR)E
14~21 K WKz A B 5858 B 5 25 IR 5 2 & B &
(RIFERM) , HL G 2=WL Wi E ki
B o JFDARI 75 B2 BE AR 19 81 44 fit e A B3 ( Br fAk
At J3E TG i 988 45 R OGP ) 1R A {3 X IR 4
g A9 243 B, 4F % (59.95+11.56) %, Hi 53
P 140 24, 2o M 103 44 5 fd B X IR 2 45 9% (55.09+
10.53) %, b Bk 52 4, et 20 4 . RIS
it S X R AL PRI H A, 22 S RS TR R L (P>
0.05) . PIALAFIY #8225 %A G it % 3 X (P<
0.05), W3 1., AAFIT L Be 5 2410 P B A5t
Ji A BE R
=1 WARWEWERSFE (2(%) ]

Table 1 Basic characteristics of research objects [1(%) |

" 9 151 441 fHE X HR 21 )
AL (n=243) (n=81) ZH P
R (X)) <60 107(44.0) 57(70.4) 16859 <0.001
=60 136(56.0) 24.(29.6)
Ll % 140(57.6) 52(64.2) Lool  0.596
0 103(424) 29(35.8)

1.2 W55k
1.2.1 Rl 51

mSEPTO A5« SR /R 38 (A6 50 ) BHE A PR
F)AE 7 1Y) Septin9 F& R BE AL A6 771 &2 (PCR %%
SRR, 30 AN/ AL /R 1Ak il 2% Ak 3815
&A1 PCR 7 & F H 38 B ABL 2 /1A= 77 19 7500
RS2 56 ' R i PCR AXHEAT R

CEA il : >k FHE T2 Wi A ) (B 1) A= 77 1) 9
WP Sl e A7) & (HL A2 & 561 | Elecsys CEA,
300 WA/ &) s AL G2 A () A2 77 19 cobas
8000 e 801 4= [ sl b K AP /3 A 3G AT AN
S X [A]h 0~5 ng/L, KA >5 ng/L R FHAEZE SR .
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1.2.2 [MFERESH&

T RS RS RS ME RN 2 32, —32 3 mL
RPTEEAL I, 43 85 103 1 T 24 H &2 CEA; 55 —3%
10 mL { A EDTA $r &k o, 78Rl 4 h P9 250
10 min (2 150%g) 73K, 2 K ELC 3745 3.5 mL
M2 & —80°C VAR, I-T I JE N 7E L mSEPTO Kl
1.2.3 mSEPTO £l

F A AL B L K DNA $2 0B R $h
1k . WV Bt B2 £k %% 1k () DNA (Bis DNA) 45 4 | Bis
DNA VR AT PCR 4748 . DL A RAF ALK ACTB
(B-actin)VEN NS IR, PEAL AN o DNA 275 212,
Tt U 0 (] 2 [P R BE P o R AR R
HATEFREL (Cycle threshold,, Ct) /A4

25 JEH 15+ [R) 20 A I Joi 42 5 45 SR B R AR 1
AR Ct{H<41.0, ACTB i Ct {<<32.1 Jy[H
PEGEF s FEA KN Ct {>41.0 B¢ JC Ct i, ACTB 1
Ctfi<32.1 HBAPELS R ; ACTB 19 CtfE>32.1 4 TG
BRI o H PG 28 A2 3 R A o — i = e A S ) o
ARSI
1.2.4  Gil2=or

K HI SPSS 21.0 e it A4 A T 5 3 i . it
BOFRER ] n(%) 3R, R ¢ K95 5X Fisher’s exact
testo R HSZIAH TAERHE(ROC) fh 4 FIih 8 1fif
FUAUC) E PRSI 5 v X B A SE I RE 1 o o
BRI R UG I, P<0.05 25 S A Gt L.

2 HFR

2.1 mSEPTO K&l (1) 5% i R

FEAS R 1) A0 BE e 43 AR 0 i ged o7
B ) CRC AR A2 .3 ' , mSEPTO #6145 5L e 4%,
ZREGI ¥ E X (P>0.05), 5 1~ 11
B, M~V I g mSEPTO K610 A BH A 248 i1, 2 57
B G L (P<0.05) 5 {5t 97 AR 1 7Y e 1)
mSEPTO [HE 8 TR e, 22 78 Gk #
X (P<0.05), W3 2, Rk A g L, 15t 9 Al
i geg v T~ IV 3 19 L AR5 o5, 25 R JE e b2 3 L
(P>0.05) o AN[w] g 2 RO il v, FifvIg 43+ 303 0 A g
AR EE TP LR, 22 SRS T L (P>0.05) ,
W23,
2.2 mSEPTO 1 CEA ¥l 45 . 7E CRC R4l
ik B HEZH ) H g

CRC AL S8BT IE4 Y mSEPTO il CEA £
MZER AL, 22 B G243 L (P<0.05) . L4 4.

%2 CRCARAIEH mSEPTO Rl HME R [n(%) ]
Table 2  Influencing factors of mSEPT9 among preoperative
CRC patients [1(%) ]

mSEPT9
FFE B BigE ol PHE
(n=92) (n=27)
51 B 56(609) 12 (44.4) .
& 36 (39.1) 15 (55.6) 23000129
FR (3 <60 38(413)  1LM0.T) o
=60 54 (58.7) 16 (59.3)
Moy T~T 44 (47.8) 19 (73.1) .
M~V 48 (522) 7(26.9) o194 0023
Bl R R Sk 10 (109)  5(18.5)
R4k 67 (72.8) 16 (59.3) 0.359"
&4 15 (163) 6 (22.2)
Ji i 25 A1 ek 9(9.8) 8(29.6)
WM 66 (71.7) 17 (63.0) 0.034°
A 17 (18.5) 2(7.4)
iR FM 40 (435)  15(556) L o0 o
= 52 (56.5) 12 (44.4)

V2 K5 5 "Fisher’s exact test.

&3 CRCAAAMBEEESMESARMESHEEN
X& [n(%)]
Table 3 The relationship between tumor type and tumor

stage and tumor differentiation in preoperative group of CRC

[n(%)]
o IEESE
P T T
i I~IH 11(64.7) 40(48.8) 12(63.2) 0316
M~V 6(35.3) 42(51.2) 7(36.8)
e E mark 3(17.6)  9(108)  3(15.8)

ok 11(64.7) 61(73.5) 11(57.9) 0.582°
&4k 3(17.6) 13(15.7) 5(26.3)

TE " K35 ; " Fisher’s exact test.

#& 4 mSEPTI # CEA #&:ill 45 R7E CRC RuT 5 Xt IR
AL [n(%) ]
Table 2 Distribution of mSEPT9 and CEA among
preoperative CRC patients and healthy subjects [ (%) ]

g1 mSEPT9 CEA
FHAE ¥ FH B
REGH  92(77.3) 27 (22.7) 60 (50.4) 59 (49.6)
X HE 2] 4 (4.9) 77 (95.1) 7 (8.6) 74 (91.4)
P! 101.136 37.760
Py <0.001 <0.001

2.3 mSEPT9 fil CEA kil 25 5 #E CRC AR A JG
KMAJG B I A H s

CRC ARHI ARG LA G & K& 20 mSEPTO 1Y FH
PERII 5K 77.3% .26.3% F1 96.0% ; CEA [ BHE %
43 512K 50.4% . 33.3%F180.0% . mSEPTO 1£ AR Hij £H
FR G I BH M R 25 T CEA, 2 A Gi it 2% 75 L (P<
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0.05) ; mSEPTO 7E A J& 41 i) 46 0 FH P 2% 5 T CEA,
XS H/ G2 X (P<0.05) ;mSEPTO TEARJG B %

Y RTIN BH A 2R 5 CEA , 2 R e 4t 1243 L (P>

0.05), W5 K1,

&5 mSEPTI 1 CEA #ll%5 R CRC BERA . KRER
REERABLLE [n(%)]
Table5 Distribution of mSEPT9 and CEA among preoperative,

postoperative, and recurrent CRC patients [7n(%) ]

’ mSEPT9 CEA )
A T A

ARurdl  92(77.3) 27(22.7) 60(50.4) 59(49.6) 4.079 0.043°

RIGH  26(26.3) 73(73.7) 33(33.3) 66(66.7) 4.408 0.036°

RIGE KM 24(96.0) 1(4.0) 20(80.0) 5(20.0) >0.999"
Paic 74.171 18.912
P1a <0.001° <0.001*

' K56 ; " Fisher’s exact test,
100

80 = mSEPT9
60 = CEA

40

FRTEHR (%)

20
0
AT ARl KI5 A
1 mSEPTY9 5 CEA £ CRC FARAI.ERAREEX A
F Y BR 2
Figure 1 The positive rates of mSEPT9 and CEA in

preoperative, postoperative, and recurrent CRC patients

2.4 mSEPT9.CEA KK G2 WifE CRC RJ5 5 &
rH I A% BB T AN
CRC A J& & & 20 mSEPTO ¥l 5 # )% 4 96%
CEA } 80% , BB A A4 100% . 7E CRC & &
20 v, mSEPTO A I0i ) AUC ik 0.955, CEA M| iy
0.857, IS HI A AUC 2 0.932, W55 6. & 2,
%6 CRCAREE%E mSEPT,CEA K M TEE & 46 i
IR R AE
Table 6 The efficacy of mSEPT9, CEA and the combined

tests for CRC recurrence monitoring

LSRR HURPE  FESPE AUC 95%CI P1H
mSEPT9 096 095 0955 0.903~1.008 <0.001
CEA 0.80 091 0.857 0.758~0.955 <0.001

mSEPT9+CEA 1.00 0.86  0.932 0.885~0.979 <0.001

CRC AJ B H B W 52 R R 2 S BULAE
TR A BN R, faT B R BE | REUE
Y 52 56 =S A 5 3%, A B T B2 W CRC A it
KR e i AR IR

- CEA
— mSEPT9
--- Reference Line

0 02 04 06 08 10
15 54

B2 ROC %k
Figure 2 ROC curve
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CRC M B RS 0 8 45018 vy 7 10, o g a0
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mSEPTO 6 25 5L | Jifr9ed 28 78 2 Jofoed 4 301 ) o A1
AT BAE BT AT IR TT R

RE A F 95 & B, CRC 4% K J5 mSEPT9 H [H
PEFG PR TE " R IAR G A5 AR FTAL i
KB, ARG 41 CEA FHME R M 50.4%[# 1K 2 33.3% ,
1M mSEPT9 A4 BH M R N 77.3% % 5 22.7% , 8 F
A A 5249 5, mSEPTO [+, CEA ¥ .46, H
mSEPTO 7E AR J5 & % 41 1 FH % 23k 96% . L,
mSEPTO 1 K 431 7K -1 i fed b s 7, HAG DN 25
55 R kA TR R DL K R 42 28 5 R AR Ak
AT R ) — B R T CEAL A
R R, RS 12 mSEPTO #7242 fH 5 B & 24
MR kB (LEN) SmEMX ., XRE
mSEPTO £ Il -5 4% BH 14 £ 35 R Lk i85 f N R 47
AR, RO BE U7 A Ak, DR R R R
RGBT —LIRIr %,

AR5 CEA FrZe i — M R U A R, 2k
BEA AR KR, AT R, 78 CRC
2R, CEA FH % K 80% , AUC A 0.855; 1M
mSEPT9 [¥) BH 4 K i5 96.0% , AUC {H ik 0.955.
mSEPTO {E iy CRC & & Tl 48 4 A% 56 24 6 fE T
CEA. F W3 & K, 2 808 rT 35 100% . it
AJ W, , mSEPTO Fl CEA 15 & 46 I v $i2 =5 Jib 98 &2 &
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[ E] BH R Ki-67 MR H LA 23 (nm23) RS 10 5 Y @ 1 5] 5 26 M m R - 1%
FIEE IS (PTEN) 78 % R S 6 2098 (CMM) I 68 O SR ELZE 6 RS I E R . ik 2EHR 2017 4F 1
H Z 2020 4F 1 H ¥ 5 44 5F 5 )% 1 w0 BE BEWOA B 207 5] CMM R K kAR A5 R 9T 4, I PR R
BE o 20 20 3 cm Kb 19 55 20 SUFE S X IR AL . L #R  4H Ki-67 .nm23 Fl PTEN [ 3% 35 /K °F , 43 #7 5% il
CMM B EMNRD BN AN E LHK. &R HRAKi-67 WHMERES T3 B4, nm23 \PTEN
FH P 32 3416 T X BRZH L 22 B VH S8 3T 5 L (P<0.05) . #5754 Ki-673 .nm2 . PTEN [HVE A% T A 4%
Bdl, 2 5 A G F R L (P<0.05) o AFH 5 W0 55 Sy AF 52 ) 55 Ik B 25 5 RS 1 B3R (P>0.05) , e
PR3 (Ki-67 .nm23 J PTEN hy 5% Wi £ 35 9k L 25 4% B 1 B R 2% (P<0.05) o 22 [ & Logistic R 3
Br 25 3 7R, I R 43 91 L Ki-67 . nm23 1 PTEN S 5% M f8 25 Ik L 25 7% B8 1% il 57 g e PR R (P<0.05) 6
% Ki-67.nm23 fil PTEN 7 CMM & & T ) R A /K A AE 22 57, 38 b A K PR il IR U5 236
7 BRI H ) JE s SR
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The relationship between the expression of Ki-67, nm23 and PTEN in CMM and lymph
node metastasis

YAO Ming*, YANG Can, LIN Yongli

(Department of Dermatology, Zhumadian Central Hospital, Zhumadian, Henan, China, 463000)

[ABSTRACT] Objective To investigate the relationship between the expression of Ki-67, tumor non-
metastasis23 (nm23) antigen and phosphate and tension homology deleted on chromsome ten (PTEN) in
cutaneous malignant melanoma (CMM) and lymph node metastasis. Methods The clinical data of 207 CMM
patients admitted to Zhumadian Central Hospital in Henan Province from January 2017 to January 2020 were
selected. And the lesion specimens were set as the study group, and normal tissues 3 cm away from the cancer
tissue were selected as the control group. The expression levels of Ki-67, nm23 and PTEN were compared
between the two groups, and the single and multiple factors affecting lymph node metastasis of CMM patients
were analyzed. Results The positive expression of Ki-67 in the study group was higher than that in the control
group, but the positive expressions of nm23 and PTEN in the study group was lower than those in the control
group, and the difference was statistically significant (P<0.05). The positive expressions of Ki-67, nm2, PTEN
in the metastasis group were lower than those in the non- metastasis group, and the difference was statistically
significant (P<0.05). Age, gender, smoking, etc. were non-influencing factors of lymph node metastasis (P>
0.05), while clinical stage, Ki-67, nm23 and PTEN were the single factors affecting lymph node metastasis (P<

0.05). Multivariate Logistic regression model analysis showed that clinical stage, Ki-67, nm23 and PTEN were

EARA T EFAE LRI B (2017 T12103)
Ve 4 7y B 3R B JE W P s BB BURAE, 7T i, 32 B B 463000
*BAZAEE BRI, E-mail : 34613083@qq.com



BT ST 4eaE 2022462 1 45144 #5241 1 Mol Diagn Ther, February 2022, Vol. 14 No. 2 - 211 -

independent risk factors for lymph node metastasis (P<0.05). Conclusion

There are differences in the

expression levels of Ki-67, nm23 and PTEN in CMM patients, and the detection of their levels can provide new

ideas and basis for clinical prognosis and treatment.

[KEY WORDS] Ki-67; nm23; PTEN; Skin melanoma; Lymph node metastasis
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%1 WAKi-67.nm23 ¥ PTEN HRIXERLE (2(%) ]
Table 1 Comparison of the expression of Ki-67, nm23 and PTEN between the two groups [1n(%) ]

Ki-67 nm23 PTEN
21 5] n
FH RS FH B FH A4 RS
WigTel 207 164(79.23) 43(20.77) 71(34.30) 136(65.70) 84(40.58) 123(59.42)
X 2 207 52(25.12) 155(74.88) 112(54.11) 95(45.89) 185(89.37) 22(10.63)
718 121.428 16.463 108.274
P1H <0.001 <0.001 <0.001

i S LU P Y R T

2.2 RS L) MR R 4 Ki-67 .nm23 il PTEN
(IR O LA

3 o) A T 1 R R B L FE RS 166
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(P<0.05), WL#E2,
2.3 SN CMM SB35 Ik LA A% 1Y SRR 3R 43
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B R AP
Bl 1 Ki-67.nm23.PTEN ZEREHLAFHEIRIE (SP, x400)
Figure 1 The expression of Ki-67, NM23, PTEN in different tissues (SP, x400)
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Table 2 Comparison of the expression of Ki-67, nm23 and PTEN between the two groups [n(%) |

Ki-67 nm23 PTEN
21 51 n
B B [iER s B [iERs BAPE
L 24| 41 38(92.68) 3(7.32) 6(14.63) 35(85.37) 4(9.76) 37(90.24)
KR 166 126(75.90) 40(24.10) 65(39.16) 101(60.84) 80(48.19) 86(51.81)
718 5.625 8.774 20.145
P1E 0.018 0.003 <0.001
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R3 ®CMM BEHBRBHARRSW (2(%) ]
Table 3 Analysis of single factors affecting the lymph node
metastasis of patients with CMM [ (% ) ]
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S B s
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Table 4 Analysis of multiple factors affecting the lymph

node metastasis of patients with CMM
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I AT IS - SIR AT, 22 A G832 2 L (P<0.05) . Pearson A1 56 M4 45 5 .78 , VEGF | IEN-y
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Expression of VEGF, IFN-y and S100A12 in patients with psoriasis vulgaris and their cor-
relation with disease activity

DONG Xiaolong'*, WANG Xiaoyang®, XU Hongjun’, YAO Xinyu"

(1. Department of Skin Laser Beauty Center, Aviation General Hospital, Beijing, China, 100012; 2. Depart-
ment of Dermatology and Venereology, Beijing Anzhen Hospital, Capital Medical University, Beijing, China,
100029; 3. Department of Dermatology and Venereology, Beijing Friendship Hospital, Capital Medical Univer-
sity, Beijing, China, 100095; 4. Department of Dermatology and Venereology, Peking University First Hospi-
tal, Beijing, China, 100034)

[ABSTRACT] Objective To analyze the expression of vascular endothelial growth factor (VEGF) ,
Interferon-y (IFN-y) and STO0A12 in patients with psoriasis vulgaris and their correlation with disease activity.
Methods The 88 patients with psoriasis vulgaris admitted to our hospital from August 2019 to August 2020
were selected as the observation group, of which 31 patients were in the progressive stage, 28 patients were in
the stationary stage, and 29 patients were in the degenerative stage. According to the disease activity of the
patients, the Psoriasis area and severity index (PASI) integration method, they were divided into: mild group
(<10 points) 36 cases, moderate-severe group (=10 points) 52 cases .The expression levels of VEGF, IFN-y
and S100A12 in different groups were compared, and the correlation between levels of VEGF, IFN-y and
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S100A12 and disease activity was analyzed. Results The expression levels of VEGF, IFN-y and S100A12 in
the observation group were significantly higher than those in the control group (P<0.05). The expression levels of
VEGF, IFN-y and S100A12 in the mild group were significantly lower than those in the moderate-severe group (P<
0.05). There were differences in the expression levels of VEGF, IFN-y and S100A12 in patients with psoriasis
vulgaris at different stage (P<0.05). The levels of VEGF, IFN-y and SI00A12 were the highest in patients at the
progressive stage, and were the lowest at the degenerative stage. The expression levels of VEGF, IFN-y and
S100A12 in patients with psoriasis vulgaris in different periods: progressive stage > stationary stage > degenerative
stage, the difference was statistically significant (P<0.05). Pearson correlation analysis results showed that VEGF,
IFN -y and S1I00A12 were positively correlated with PASI scores (r=0.511, r=0.675, r=0.431, all P<0.05).

Conclusion VEGF, IFN -y and S100A12 are closely related to the occurrence and development of psoriasis

vulgaris. Monitoring the changes in the three levels can evaluate the severity of the disease.
[KEY WORDS] Psoriasis vulgaris; VEGF; IFN-y; S100A12; Disease activity
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*1 AE ANEEH VEGF.IFN-y #1 S100A12 B R A 7K F
bbgg (x+s)
Table 1 Comparison of the expression levels of VEGF, IFN-y
and S100A12 in different populations (x +s)

0% n  VEGF(pg/mL) IFN-y(pg/mL) S100A12(ng/mL)

XTIRZL 85 180.23+£22.23 188.23x12.12 71.26x6.19

WL 88 275.57+22.16  251.47+12.47 171.61x10.42
tHH 28.246 18.735 76.673
P{H <0.001 <0.001 <0.001

22 AN [Al 5 1 R ¥ B H b VEGF. IFN -y Al
S100A12 [ EIKF- AL

% )% ¢4 *h VEGF . IFN-y 1 S100A12 ) % ik /K
P B THhEEHN, ZR A% E L (P<
0.05), WL#&E2,

*2 AEFIEEESRZE D VEGF.IFN-y #1 S100A12 B &
B (xxs)
Table 2 Comparison of the expression levels of
VEGF, IFN-y and S100A12 in patients with different disease
levels (x+s)

415  n  VEGF(pg/mL) IFN-y(pg/mL) S100A12(ng/mL)

BIEH 36 200.98+23.24  199.44+10.63  156.23+10.87
I 52 327.21+23.16 287.49+10.88  182.26+10.77
2N 25.102 37.675 11.105
P{H <0.001 <0.001 <0.001
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SAGIEE X (P<0.05), W3,

R3 FEEAEREEE VEGF,IFN-y #1 S100A12 #95K 1%
KFELLE (x+s)
Table 3 Comparison of the expression levels of VEGF,
IFN-y and S100A12 in patients at different stages of the

disease (x+s)

4% n  VEGF(pg/mL) IFN-y(pg/mL) S100A12(ng/mL)
PEATHE 31 381.56+24.20  287.25%12.66 201.32+13.51
HE 28 23520423470 241.26+1047°  179.56%12.57°
BAF 20 201.26+£20.88°  223.11+10.22°  132.20£10.42°
FAH 527.35 262.05 246.72
P <0.001 <0.001 <0.001
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Figure 1  Scatter plot of the correlation between VEGF ,

IFN-y and S100A12 and PASI score
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Effects of different anesthesia methods on the levels of IMA, IL-2 and IL-6 in the cord
blood of mothers with cesarean section

WANG Tao'*, ZHAO Cuiying®, TIAN Yongfeng'

(1. Department of Anesthesiology, Maternal and Child Health Hospital of Wolong District, Nanyang, Henan,
China, 4730005 2. Departmentof Anesthesiology, Nanyang Orthopedic Hospital, Nanyang, Henan, China, 473000)

[ABSTRACT] Objective To study the effects of different anesthesia methods on ischemia modified
albumin (IMA), interleukin-2 (IL-2) and interleukin-6 (IL-6) in maternal cord blood of cesarean section women.
Methods A total of 113 puerperae who underwent cesarean section at the Maternal and Child Health Hospital of
Wolong District, Nanyang City from April 2019 to April 2021 were selected. According to different anesthesia
methods, they were divided into the study group (n=63, Combined spinal-epidural anesthesia) and the control
group (n=50, general anesthesia) , anesthesia effect, anesthesia - related indicators [including anesthesia onset
time, total anesthetic dose, awake time |, IMA, IL-2, IL-6 levels in maternal cord blood and adverse reactions of
the two groups were compared. Results The excellent and good rate in the study group (93.65% ) was
significantly higher than that in the control group (78.00% ) , the onset time of anesthesia, and the total dose of
anesthesia drugs were all lower than those in the control group, and the difference was statistically significant (P<
0.05). There was no statistically significant difference in the awake time between the two groups (P>0.05).

Comparison of maternal blood IMA, IL-2, and IL-6 between the two groups: IMA and IL-6 increased in the 30
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min intraoperative patients, and the general anesthesia group was higher than the epidural anesthesia group, IL-2

decreased, and the general anesthesia group was lower. In the epidural anesthesia group, the difference was

statistically significant (P<0.05). The adverse reaction rate in the epidural anesthesia group (4.76% ) was lower

than that in the general anesthesia group (16.00% ), and the difference was statistically significant (P<0.05).

Conclusion There are certain differences in the effects of different anesthesia methods on IMA, IL-2, and IL-6

in maternal cord blood of cesarean section women, compared with general anesthesia, the combined spinal -

epidural anesthesia is more obvious and the stress response to the body is less and higher security.
[KEY WORDS] Anesthesia; Cesarean section; Maternal cord blood; IMA ; IL-2; IL-6
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PALE 5.931
P1E 0.015

®2 THAMRBERIERILER (x=s5)
Table 2 Comparison of related indicators of maternal

anesthesia between the two groups (x+s)

JR B AL BRI 24 Th
B (min) B (mg) B[] (h)

415

TN R ZH 63 1.91+0.83 7.3621.63  2.35x1.01
4 B RR L 50 6.37x1.15 12.81+4.59  2.31+1.53
t1H 23.927 8.762 0.167
P{H <0.001 <0.001 0.868

2.3 W4 IMA IL-2 .IL-6 /K bR

A HT WG 2H B 1 IMA (IL-2 \IL-6 /K3 i 22 7
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#3-4,
2.4 WA ROV AE S
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e EE TR B AT I R, A2 29 30 min 2
A, PRI 2R B | R ROCR B D) | S R4

£3 FWABIM IMAIL-2.IL-6 KFEEE (v+s)
Table 3 Comparison of the levels of IMA, IL-2 and IL-6 in maternal blood between the two groups (x +s)

a1l . IMA (ng/mL) IL-2(pg/mL) IL-6(pg/mL)
AHT A1 30 min AR A A1 30 min PN A 30 min
TR IR 75 PR 21 63 3.88+0.75 4.11+0.54° 304.51+20.95 260.15+8.15" 398.48+45.15 609.87+82.51°
4 pRIEEZH 50 3.76+0.67 4.87+0.62° 299.89+21.47 224.65+7.48" 388.59+39.74 715.51+80.76"
HE 0.885 6.958 1.152 23.842 1.219 6.823
Py 0.378 <0.001 0.252 <0.001 0.226 <0.001

- SR4AYT A, P<0.05,
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F4 WA IMAIL-2.1L-6 KFLLE (x+s)
Table 4 Comparison of cord blood IMA, IL-2 and IL-6

levels between the two groups (x+s)

15 ; IMA IL-2 IL-6
B (ng/mL) (pg/mL) (pg/mL)
RHIEIE G REETZH 63 3.21+0.69  357.3629.63  412.35+45.01

SHMEEA 50 3.98x0.77  326.8129.59  538.31+48.53
tHH 5.597 16.780 14.272
PiE <0.001 <0.001 <0.001

X5 MAFRRRIERLER [n(%) ]

Table 5 Comparison of adverse reactions between 2 groups

(n(%) ]
asl o0 mE L s Syl R

Tf IR A REEZH 63 1(1.59) 1(1.59) 0(0.00) 1(1.59) 3(4.76)
L BREEEA 50 3(6.00) 2(4.00) 1(2.00) 3(6.00) 8(16.00)
el 4.007
P{H 0.045
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MiR-206 i1 DDX3X P E IR AN K Pl i e LI
5Bt

B MR KEE' Laa' A OWMERE RAWE KBE? RHE™

(8 E] B® W5 miR-206 TR (PAAD) Ho 23k Rl & S0 3 IR T30 , 43 #0 2L K] DDX3X 7E
PAAD W5k K A8 S5 UG 6 2, P98 HAE PAAD SRR R 3 AL . ik A TCGA A 3%
P AT A s B 20T, B miR-206 1F PAAD FEZK FIIE B FEA B9 35 22 & . i 1 starBase .
TargetScan 1 miRDB 7£ 4 504 )2 X PAAD ' miR-206 ({48 KR HEA7 F0M , ) FH 5 BRI 4 T HRSHENH
PP /AT 3R AP0 e R B A SE TR, 2 S e e ¥ R, R -R O ARS8 /00 DDX3X 5 i3 e i b 645
M Z . #id Kaplan-Meier 327081 DDX3X 76 PAAD FR 5 (8 . 1] KEGG Hl GO 43 H1i% R DDX3X
50T, EROSIEWFHS R, miR-206 15 PAAD A EKE T M, 254 515 X (P<0.05);
i1 4 369 A~ FE KA H miR-206 AT AEHIAR ; PPL Y43 fi A v i) 14 SR BE RISl miR-206 1£ PAAD i
SR A5 4 FH A 8 L PR 5 B0 3 PR DDX3X 7E PAAD B2 A8 38 1.1% , 5 HUE A BT 1Y =5 KU A G o
DDX3X 7E PAAD AU Rk 3 L, 22 7 A et 42 L (P<0.05) , H DDX3X 3215 5 PAAD 85 211
RURAAFFASE (HR=1.6, P<0.05) ; DDX3X SimAbF# B HH56 (P<0.05) ; DDX3X i #5521 OS A
K (HR=1.61,95% CI:1.05~2.48, Logrank P<0.05) ., #J:[X DDX3X 1) GO 43 A1 & B H AT fig 76 & 1 ki 1k
A2 BRE 551 VP S s PR 35 P 4 v R T BEVE 5 7F KEGG Bidis 4 b, X3 [ DDXBX i & & £ fH 5
T FE AT, S BEA T AR SR AT T AN Z B  TGF-B .FoxO .MAPK %5 {553 i (1)
2, KL 5 IMR A G5 S A X (P<0.05) . 518 MiR-206 (157K F-di DDX3X7E PAAD i 3% I
A, AT 2 450l RS PAAD 1R AR LR, DDX3X ATYE R PAAD TR R B AR R o

(&1 WEIRIE; MiR-206; TCGA; )5 ; DDX3X

MiR-206 regulates DDX3X to promote poor prognosis of pancreatic cancer

DUAN Yiping', CHEN Liangyue', ZHU Cuiwen', MA Tiantian', LI Dongxu', LIU Jiacui', ZHAO Yunchang®,
ZHU Guangting®, YU Mingxia'*

(1. Department of Laboratory Medicine, Zhongnan Hospital of Wuhan University, Wuhan, Hubei, China,
4300715 2. Second Clinical College, Wuhan University, Wuhan, Hubei, China, 430071)

[ABSTRACT] Objective To study the expression of miR-206 and the prediction of the target genes in
pancreatic carcinoma (PAAD) , analyze the relationship between the expression and mutation of target gene

DDX3X in PAAD and prognosis, and study the molecular mechanism of miR-206 in the malignant progression
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of PAAD. Methods Bioinformatics analysis was performed using the TCGA public data set to compare the
expression differences of miR-206 in PAAD samples and normal samples. Target genes of miR-206 in PAAD
were predicted by starBase, TargetScan and miRDB online databases, and overlapping genes were integrated
with the Venn diagram. PPI analysis was performed to obtain the genes with the highest scoring modules and
identify key candidate target genes. The Chi-square test was used to analyze the relationship between DDX3X
and distant metastasis. The prognosis value of DDX3X in PAAD was analyzed by the Kaplan-Meier method.
Molecular pathways involved in DDX3X were explored using KEGG and GO analysis. Results Compared
with normal tissues, the expression of miR-206 was down-regulated in PAAD tissues, and the difference was
statistically significant (P<0.05). 369 genes were screened as potential targets of miR-206. 14 target genes in the
module with the highest PPI score were selected as candidate genes for miR-206 to play a regulatory role in
PAAD. The mutation rate of the target gene DDX3X in PAAD was 1.1%, which was associated with a high risk
of poor outcome. The expression level in PAAD samples was significantly increased (P<0.05) and correlated
with poor overall survival (OS) (HR=1.6, P<0.05) and distant metastasis (P<0.05) , which can be used as a
miR- 206 novel targets with regulatory roles in PAAD. The GO analysis of the target gene DDX3X revealed that
it may play an important role in protein phosphorylation, nuclear speckle and transcriptional coactivator activity.
The results of KEGG analysis suggest that DDX3X may be involved in cell cycle, pancreatic cancer, regulation
of stem cell pluripotency, TGF-, FoxO, MAPK, and other signaling pathways, and affect the progression of
PAAD patients. Conclusion The low expression of miR - 206 significantly up - regulated DDX3X level in
PAAD, which can regulate the occurrence and development of PAAD through multiple molecular pathways,
and DDX3X can be used as a potential novel marker of PAAD.
[KEY WORDS] PAAD; MiR-206; TCGA ; Prognosis; DDX3X
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Figure 1 The expression of miR-206 in human tumors
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Figure 3 Protein-protein interaction (PPI) network analysis

of overlapping target genes
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Figure 5 The expression and prognosis of the key target
gene DDX3X of miR-206 in PAAD
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F1 #ERE DDX3X £ PAAD i) GO 53 #ff
Table 1 GO analysis of target gene DDX3X in PAAD
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Figure 6 Signal pathway enrichment analysis of target
gene DDX3X in PAAD
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The value of preoperative LSR, NLR and PLR detection in evaluating the prognosis of
colorectal cancer

ZHAO He'™, WANG Chong', ZHANG Wenjing', SHAO Silun®

(1. Department of Colorectal Oncology, Beijing Shijitan Hospital, Capital Medical University, Beijing, China,
100038; 2. Department of Outpatient Blood Collection Room, Beijing Shijitan Hospital, Capital Medical
University, Beijing, China, 100038)

[ABSTRACT] Objective To explore the application value of preoperative alanine transaminase
(ALT)/aspartate transaminase (AST) ratio ( LSR) , neutrophil (NEU)/lymphocyte count (LYM) ratio
(NLR) , platelet count (PLT) to lymphocyte (LYM) ratio (PLR) detection in evaluating the prognosis of
colorectal cancer. Methods 92 patients with colorectal cancer admitted to Beijing Shijitan Hospital, Capital
Medical University from March 2015 to February 2018 were selected as the observation group, and 97 healthy
patients in the hospital during the same period were selected as the control group. The LSR, NLR, and PLR
levels of the two groups were compared, and the receiver operating characteristic curve (ROC) was used to
determine the optimal cut-off value of the three indicators for the prognosis of patients with colorectal cancer. .

The relationship between the three and the pathological parameters and prognosis of colorectal cancer patients
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was analyzed. Results The levels of LSR, NLR, and PLR in the observation group were higher than those in
the control group, and the difference was statistically significant (P<0.05). Taking the overall survival time
(OS) as the end point, the cut-off values of LSR, NLR and PLR calculated by ROC curve were 2.49, 3.31 and
139.22, respectively. The sensitivity were 0.815, 0.855, and 0.797; the specificity were 0.787, 0.823, 0.785,
respectively. The AUCs were 0.791, 0.865, 0.745, respectively. The AUCs were 0.791, 0.865, and 0.745,
respectively. The proportion of patients with LSR=2.49, NLR=3.31, and PLR=139.22 was higher than that of
patients with LSR<2.49, NLR<3.31, and PLR<139.22. The proportion of patients with moderate to poorly
differentiated, stage Il ~VI, and tumor diameter>3 cm was higher than that of patients with LSR<2.49, NLR<
3.31, and PLR<139.22. The difference was statistically significant. Academic significance (P<0.05). Among 92
patients with colorectal cancer, 38 died during the follow-up period, and the survival rate was 58.70% (54/92).
The mortality of patients with LSR=2.49, NLR=3.31, PLR=139.22 was higher than that of patients with LSR<
2.49, NLR<3.31, PLR<139.22, and the difference was statistically significant (P<0.05). Conclusion LSR,
NLR, and PLR are effective reference indicators for evaluating the prognosis of patients with colorectal cancer.
The combination of the three can be used to assist clinical diagnosis and treatment.
[KEY WORDS] LSR; NLR; PLR; Colorectal cancer
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Table 1 Comparison of general information between the two groups [ (x+s),n(%) ]

g1l . PE 5 YA IS i ge 43 1 AR

i B s (%) I~ I~ VI F ok {4k
WMEELH 92 67(72.83) 25(27.17) 41.74+4.52 45(48.91) 47(51.09) 39(42.39) 53(57.61)
X HRZH 97 69(71.13) 28(28.87) 42.09+4.76
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Table 2 Comparison of LSR, NLR and PLR levels between

the two groups (x#s)
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Figure 1 ROC curve of LSR, NLR, PLR
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Table 3 The relationship between LSR, NLR, PLR levels and pathological parameters [1n( %) ]
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®4 BEHERSHRARELSRNLR.PLR K FHEEFFER [n(%) ]
Table 4  Analysis of follow-up results and prognosis of patients with different levels of LSR, NLR, and PLR [n(%) ]

_ LSR NLR PLR
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Figure 2 Analysis of survival curve of patients with different
LSR, NLR and PLR levels
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CLECA4G 5 CD34 J 4Ry = 25 # 2 M=% &

B R MM MK MEKS FERRS A

(# ZE] BH Wi CBBEE RGN 4 5T G(CLECAG) 5 b 1M 48 A= sibR it CD34 Z i)
Y2 TR AR DG ML 5 A i (HCO)RZEFH BRI R . Ak WUE 20194 1 A % 201948 12 A 7ERRN
i BE BE 2 MEFFARDIBR I 40 61 HCC FRAS K AR A FT MG FRAS 73 AR A REAE R AL, W]l 8E 30 4]
faFRAARARG 2 T AR AR, SE 9GR8 e T A Bt 20 17 (QRT-PCR) A& CLEC4G . CD34: ) mRNA 7K -, G f3t
A2k 22k (IHC) Rl CLECAG .CD34 #5 F17KF- o BIBE SRz g 05 (ELISA) R I 7 CLECAG 1) & i
KA ROC £ T iliL i CLECAG X HCC %8 By B 8 5 78 S iss FRMEAKT Ry w35k AR T EK
IRk, RH ¢ K553 HT CLECAG /K F 5 BE IR R PR Z M A M . 455 qRT-PCRIHC kil 45 51y
7Rk CLECAG 5 CD34 Z FIAF7E W] i kI 5456 25 (R=-0.89, P<0.001;R=—0.817,P<0.05) ; ftl FE Xt B4 1l 75
CLEC4G 1 4 (479.4£30.7) pg/mL,HCC 44540 4 (303.0222.1) pg/mL, #8541k 260.3£26.6 pg/mL, 5%
Fo2H S He Xt WRAH LA, 22 S Goit 2505 L (P<0.05) , B 4 SAERE RS 20 1LY, 2 S A Bo i 8 L (P<
0.05) ; IfiL i CLECAG X #itill HCC %% %% HAG % = i 4 {8, AUC {H R 0.833 (4 7% : 0.938 5 R : 0.667) 5
M3 CLEC4G ¥ &5 HCC BP0 AR (HBV SRS T SCE | 5 55 M K/ (P=0.023 ) | Jifs 73 1
(P=0.046) fZ 2857 (P=0.008)H %, £ CLECAG 5 CD34 (3 ik7E HCC BB AL L &,
CLECAG fik 635 5 HCC 1R 28545 % UIA G , X F HCC #4857 5 i e AL FH A 18

(&R Ja; T4 FSE 24 ; CLECAG; CD34

Relationship between CLEC4G and CD34 and metastasis in patients with hepatocellular
carcinoma

TANG Manling', JIANG Zuiming', GUMin', YANG Yaoyong', XIE Zhiqin’, HUANG Meiyuan’, CHEN Xiang"™
(1. Laboratory Medicine Centre, Zhuzhou Central Hospital, Zhuzhou, Hunan, China, 412007; 2. Department
of Hepatobiliary Surgery, Zhuzhou Central Hospital, Zhuzhou, Hunan, China, 412007; 3. Department of
Pathology, Zhuzhou Central Hospital, Zhuzhou, Hunan, China, 412007)

[ABSTRACT] Objective To investigate the relationship between the expression of CLEC4G - a
member of the C-type lectin domain family, and CD34- a tumor angiogenesis marker, and its relationship with
the invasion and metastasis of hepatocellular carcinoma (HCC). Methods 40 patients with HCC were
collected from January 2019 to December 2019 in Zhuzhou Central Hospital and divided into the metastasis
group and the non - metastasis group. Serum samples of 30 healthy subjects were collected during the same
period. The mRNA levels of CLEC4G and CD34 were detected by real - time fluorescence quantitative
polymerase chain reaction (qRT-PCR). Besides, the protein levels of CLEC4G and CD34 were detected by
immunohistochemistry (IHC). The content of CLEC4G in serum was detected by enzyme - linked
immunosorbent assay (ELISA). In addition, the predictive value of serum CLEC4G in HCC metastasis was
analyzed by ROC curve. The level above the mean was defined as high expression, and the level below the

mean was defined as low expression, and the y* test was used to analyze the correlation between the level of
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CLEC4G and the clinical data of patients. Results The results of QRT-PCR and IHC showed that there was a
significant negative correlation between CLEC4G and CD34 (R=0.89, P<0.05; R=—0.817, P<0.05). Especially in
the tissues with higher expression of CD34, there was lower expression of CLEC4G. The content of serum
CLEC4G was (260.3+26.6) pg/mL in the HCC metastasis group and (303.0£22.1) pg/mL in the non-metastasis
group. The difference between the metastasis group and the healthy control group was statistically significant
(P<0.05). The difference between the metastasis group and the non-metastasis group was statistically significant
(P<0.05). Serum CLEC4G has a high value in predicting HCC metastasis, with an AUC value of 0.833
(specificity: 0.938; sensitivity: 0.667). Serum CLEC4G levels were not correlated with gender, age, and HBV
infection in HCC patients, but were correlated with tumor size (P=0.023) , tumor stage (P=0.046) , and
invasion and metastasis (P=0.008). Conclusion The expressions of CLEC4G and CD34 were negatively

correlated with the invasion and metastasis of HCC, and the low expression of CLEC4G was closely related to

the invasion and metastasis of HCC, and had a high clinical value in predicting the metastasis of HCC.

[KEY WORDS] Carcinoma; Hepatocellular; Liver sinusoidal endothelial cells; CLEC4G; CD34

JIF 52 N F2 40 g (Liver sinusoidal endothelial
cells, LSECs) 52T HEARRY i BERFAL A R , 2
JRE i = AR SE A . LSECs AMYUAEH5E B
R R, H AT 2 A B 2 D fig B AE g
b AT PR AR SE Y . LSECs B4
M4 AL BRI LSECs #UF HL sy BERRE Y SR AITH 2%, 41
AR T R A I PN R AR RS R
LSECs E401l &4k 5 M pik 2 4edb Bg D
YA  LSECs B AN LA A AE FF s #L i
B R ERE AR, 52 U kA K TR
s . CHIBERE KA B E 4 L G(C-type
lectin domain family 4 member G, CLEC4G) J&
LSECs 4l fist |- Ay — MR EEE R , 16/ T ey ]
PRI 90 1Ry T A E AR FERTI Y
o, 233 & B CLECAG Rl A0 R R 19 %
1k, Hie ik B A /b, CLECAG # R LAl fE 2 2 5
LSECs B4 i AL RE iy 5 ML 45707/ LSECs
B4 E 5 HCC RZ2H: 8 BB A, st iGbt
J& (Cluster of Differentiation 34, CD34) A —F I
FEHRICHY , B PR FRK AT e 2 2 b ik AE R 1
T, AR IR RS R ZEIG R E2 Bz
. ik, ABEE B 7E R 5E CLECAG 5 CD34
Z 8] 1) eIk A 26 | B CLEC4G 2 &5 HCC 17
R Z AIETERR 2R, IR 2k 2 e i £
SEAT PR B AR X LSECs MUREZE S S
TITRE LA e JF P9 i 1A AR B (AL () A5

1 RS

1.1 IGIRERE
AE 2019 4F 1 A 2 2019 4F 12 A LERRM T rpurs

B B AR AR I 1Y 40 141 HCC 41 2URIAH I Y
RETIMEPRA , A bR : Q409 HA TR 48
bt @ARBAZU AL SI6YT o HEBRARE : OO JH
BB E T E BN Q6 I A T E A
Pids 4 B IR B QTR T IR A . 1k
AR5 HCC AR AP SIAH 4 1Y 30 191 ft B 1A 4G 74 1
THARAS A9 i AR B e R0 B 2 B 25 ik o
JIT B GRS N B G R 1
1.2 Tl 3K B 32 W B X 35 (Enzyme-linked immuno-
sorbent assay , ELISA )

N C B R IR R 4 1 51 G ELISA K it
FEMW A A, 575 : JL48366-96T . 25
BEEARIE AL R AL 25 L A BR A
FVE 450 nm P ARSI A FL IR WO R, BiEARA
%M Rayto, 515 RT-6100, #4545 v il 2% 46253 e
BWRTE
1.3 ZHZ{RNA $2HU} qRT-PCR £l

ST WEER , UIELEE &K/ B e TR Y
M AR, K i B AIF S Bl 4k bk, A 1 mL
Trizol, WITIR 2], WA E B OB, #% TriZol i
P H OIS 21 B RNA , #AE 3 5% 3 13 000 rpm,
500 10 min, 0128 20 cmo 4 1 g RNA i
11 5%, L GAPDH i W 2 3£ [N 11T qRT-PCR
K, 24454 CLEC4G , CD34 1) #H % mRNA %
KK, MR,

1.4 %% 4 U4k * % (Immunohistochemistry ,
IHC) K4 3153

TR R EE A 7~10 wm B A 3V A, 60CHCE:
20 min, FEEP ZHOR T R 45 s, ZHIR TR 45 s,
SRIGTETCK CE T TEK S BE T 90% £ B . 80% £,
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Table 1 Primer sequence
A L5 (5'-3) 51 (5'-3)
CLEC4G ACAGTCCTTTGGGCTGTGAT TTTGTCCTCAGCAGGTCGT
CD34 ATGTAAGTAATAAATGTCCAGACAGAACA TAAGTAATGTCAACAGAATGATCAGAACA
GAPDH GGAGCGAGATCCCTCCAAAAT GGCTGTTGTCATACTTCTCATGG

fist R K 412 30 5o 0.3% Triton X-100 127
Y A 20 min, B iR £h 2% #h W (Phosphate Buffered
Saline , PBS ) 12 bR TEATIEIREME S W iz b Tt
JFAE S, 3%t SR Ak A Bt P I P i R AL &L . PBS
BUE3 K. B ERZBYIA 1 h, PBSRGED] A,
FH PBS 1:200 Fi B¢ CLECAG & HPULiK (Fik 4 5
ab181196) , 1: 100 Fi B CD34 & AP (BLik 5 5
ZA-0550) AT R ALY R i . BEEEIAFARY
THUERCE Y A, RS E 30 min, B A
XA (0 2 min, 7R K ZEE Y 2 min, H54141Y)
FiK, R AR . FH 4 B R AR 4 P
P40 43 HE (positive rate , PR) FlIHL {655 i (stain-
ing intensity, SDXIY) Fr #4750 B AT A3, PE 534
M2 BESCHR . PR IFAT R 0(<5% ) \1(6~25% ) .
2 (25~50% ) .3 (50~75% ) .4 (>75% ), SI 43+ M :
0 (CRGe() 1555 0) | 2GEREYL () | 3G3RYL() .
1.5 Giilerabs

K H SPSS 22.0 A T Ge 12703 Hr 5 T Bk
FH (2 +5) 27N, 2HIA] FLRECR A e R 56 5 AR
n(%)FR, IWBER ] K. W AR SCHR T R
IREAAIE T 3 P<0.05 NESA G5 X,

2 #R

2.1 CLEC4G 5 CD34 Z |a] (ke

qRT-PCR £l W7, ¥ CLEC4G 5 CD34
) mRNA 7KPAETE 3 A OO R (R=-0.89, P<
0.05) ; IHC Fzill {7 , e v — 35 B9 28 1 KA AE
HEMAE K ZR (R=-0.817, P<0.05), W& 1, THC
T CLECAG 5 CD34 19 ik fl 434, 45 R o,
CD34 ik I M 4L 418 p |, CLECAG ik i
Ewb . WE 2,
2.2 ELISA Kl ifil 7% o CLECAG 1) & &

fdt B %t BB 41 1l ¥ CLEC4G % & 4 (479.4+
30.7) pg/mL, #: ¥ 4 CLEC4G %} (260.3+26.6)
pg/mL, k% # 40 CLECAG & & 4 (303.0+22.1)
pe/mL, 55 4 1M 7 CLECAG & B3R R 4 W 2
Wb, ERA G E L(P<0.05), WWE 3,

w

1000 Speraman’s rank=—0.89
P<0.001
s00{ L&
Z o0

© 400

R:-0.817
P:<0.01

200

PR+SI of CLECAG
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CLEC4G PR+SI of CD34

Bl1 CLECAG 5 CD34 Rk Z ia] 8 % 14
Figure 1 Correlation between CLEC4G and CD34 expression

CD34(100x)

CLECA4G (100 )
2 CLECAG 5 CD34 g B R E
(e i L, x100)
Figure 2 Immunohistochemical expression of CLEC4G and
CD34 (Immunohistochemistry , X100 )
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Figure 3 Comparison of serum CLEC4G levels in 3 groups

2.3 I3 CLECAG /KF-5F HCC % %% ) F i A (e
CLECAG X ¥l illl HCC %% %% 4y AUC {& N
0.883, #% {3 Cut-off {5 & 264.34 pg/mL (45 5 1 .
93.8% ; HUENE :66.7%) . WK 4.
2.4 CLEC4G #£ik 5 HCC B E IR KK MBS H 2z
[i] 1 5C
FE S T IEIKOE i =ik AR T B E K F
SRR IR, KI5 K55 43 7 CLECAG 5 HCC £ 1If IR
SHZ B H DG, 85 5 B, 1L ¥E CLECAG & &
5 HCC B FH VY AEH HBV YL T AR 1 (P>
0.05) , IfiL i CLECAG 7 5t 5 Mg K/ o3 i 4E
1RZEH K (P<0.05), WFEK2,
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AUC=0.883
P<0.001

020 40 60 80 100
100-557: 4

B4 ImiE CLECAG X HCC ## g Bl &
Figure 4 Predictive value of serum CLEC4G for HCC

metastasis
#2 CLECAGKFEEHCC BEEIGKRSE <z B RIMHE X
[n(%)]
Table 2 Correlation between CLEC4G level and clinical
parameters of HCC patients [1n(%) ]

I A 32 8 proeli e lls
(%) <55 8(20.0)  6(15.0) 0.264 0,608
>55 17(42.5)  9(22.5) '
4 5] B 18(45.0) 10(25.0)
/g 7(175)  5(12.5) 0127 0.722
" <20ng/mL  10(25.0) 7(17.5)
QL >20 ng/mL  15(37.5)  8(20.0) 0-1710.680
LA 4 ;
e [ 11(27.5)  6(15.0) 0,061 0.80
FHE 14(35.0)  9(22.5)
Mo A <5 6(15.0)  9(225) .
(cm) 5.184 0.023
>5 19(47.5)  6(15.0)
iy %5 H 1 16(40.0)  10(25.0)
™) =2 9(22.5)  5(12.5) 00290864
B I~T% 12(30.0)  6(15.0)
M~1v &z 13(32.5)  9(22.5) 0242 0.622
11 7(17.5)  9(22.5)
Pz AN
I3 M-I 18(450) 6(150) 000 0040
T 6(15.0) 10(25.0)
V= o1
1 % 2 19(475) 5(125) L0008
3 1Tt

LSECs J& JHH I 55 1y 4 56 B 40 My, 5 4 i
B B MR 40 9 (Hepatic stellate cell, HSC) F1 /2 3%
4fi il ( Kupffercell, KC ) 2 [B]HS iy Hh #H .1 R 78 4k
FrF ek R S ik E EEZEMNY .
LSECs £ M R 1) i FLE5#8) , 75 5y TE 45 PPt IRV R
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T FLEE R, IF 18 Bl BN B T BB, LT
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55 AR VF 2 IR W 6 sh 315, it — b &
2 LSEC Yy Hg it 48 , 3= BRI R 43 Wb 22 Fh 2 48 24
JEL PR, A S B R RE S R i HSC L KC 45 48
Wi, 2 5048 B AR A Ah 5 B AR DL R R
JUE G B0 B 15, e & BUR 2R 4k 4L, 8 2 141 i

TR KA L BUR LSECs & A= 6 41 i 45 4k i AL
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CLECAG ik H5,
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B YIS, CD34 VEGF ., N iz % -1 24 N %
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2 P R S A R A o PR T AR S AR B I R
FEARR A IR, T KA — 2 58F CLECAG
5 A3 Cut-off (.,

g Lk, AR BESE W & UK A B B
LSECs & 4 il & 1k & B AL HE AN P 134 10 48 T RE
TG PR S 5 27 Ak Al i e A R R
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Application of PCT, IL-8 and FGF21 levels in the evaluation of condition and prognosis
of patients with community-acquired pneumonia

FU Huiwen'*, ZHAO Zhidong®, GUO An*, LIN Huaiyin®

(1. Department of Infectious Diseases, Hengshui Second people’s Hospital, Hengshui, Hebei, China, 053000;
2. Respiratory Medicine, Hengshui Second people’ s Hospital, Hengshui, Hebei, China, 053000; 3. ICU,
Hengshui Second people * s Hospital, Hengshui, Hebei, China, 053000; 4. Medical Neurology, Hengshui
Second people’s Hospital, Hengshui, Hebei, China, 053000)

[ABSTRACT] Objective To explore the application of procalcitonin (PCT) , interleukin-8 (IL-8)
and fibroblast growth factor 21 (FGF21) in evaluating the condition and prognosis of patients with community-
acquired pneumonia (CAP). Methods A total of 118 patients with community - acquired pneumonia from the
Department of Infectious Diseases of the Second People’s Hospital of Hengshui City, Hebei Province from
October 2018 to March 2021 were selected. According to the curb-65 score of pneumonia, they were divided
into low -risk (50 cases) , intermediate-risk (40 cases), and high-risk groups (28 cases). According to the
clinical situation after treatment, they were divided into the poor prognosis group and the good prognosis group,
35 cases and 83 cases respectively. The levels of PCT, IL-8 and FGF21 in patients with different conditions

before treatment and the levels of PCT, IL-8 and FGF21 in patients with different prognosis after treatment were
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compared, and the relationship between PCT, IL-8 and FGF21 and condition and prognosis was analyzed.
Results The levels of PCT, IL-8 and FGF21 in the low-risk group < the medium risk group < the high-risk

group, the difference was statistically significant (P<0.05). The levels of PCT, IL-8 and FGF21 were positively
correlated with the condition of CAP patients (r=0.889, 0.402, 0.874, P<0.05). The levels of PCT, IL-8 and
FGF21 in the poor prognosis group were significantly higher than those in the good prognosis group (P<0.05).
The sensitivity of PCT, IL-8 and FGF21 to predict poor prognosis alone was 85.7%, 54.3% and 85.7% , and the
sensitivity of combined prediction of poor prognosis was 97.1%. Conclusion The levels of PCT, IL-8, and
FGF21 can be used to evaluate the condition and prognosis of CAP patients. PCT, IL-8, and FGF21 are

positively correlated with the severity of the patient’s disease. The more severe the disease, the higher the levels

of PCT, IL-8, and FGF21. The combination of the above three is more accurate in predicting poor prognosis.
[KEY WORDS] PCT; IL-8; FGF21; Community acquired pneumonia
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Analysis of the changes of pathogenic bacteria, inflammatory factors and immune indica-
tors in patients with Gustilo type III open fractures after operation

WU Xingyuan', ZHANG Guoru', CHEN Wei', PAN Huilong', DU Xiupan®*

[ Osteoarthrosurgery,, Sanya Central Hospital (The Third People’s Hospital of Hainan) SanYa, HaiNan, China,
572000; 2. Sports Medicine, Hainan Provincial People’s Hospital, HaiKou, HaiNan, China, 570311 ]

[ABSTRACT] Objective To investigate the postoperative infection of pathogenic bacteria,
inflammatory factors and immune indicators in patients with Gustilo type Il open fracture. Methods A total of
92 patients with Gustilo type lll open fractures who were treated in the Orthopedics Department of Sanya Central
Hospital (The Third People’ s Hospital of Hainan) from February 2018 to March 2021 were selected as the
research objects. According to the incidence of postoperative infection of patients, postoperative infections were
included in the infection group (n=30) , and those without postoperative infection were included in the
uninfected group (n=62). The distribution of infectious pathogens in patients with Gustilo type Il open fractures
was observed, and the differences in inflammatory factors and immune indicators between the two groups were
compared. Results A total of 30 pathogenic bacteria were detected in 30 patients, among which gram-positive
bacteria accounted for the largest proportion of 60.00% , gram-negative bacteria accounted for 33.33% , and
fungi accounted for 6.67%; The levela of IL-4, IL-6, and TNF- « in the infection group were higher than those
in the uninfected group (P<0.05). The levels of CD3+, CD4+, CD4+/CD8+ in the infected group were lower

than those in the uninfected group, and the level of CD8+ was higher than that in the uninfected group, with
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statistical significance (P<0.05). The level of SAA in the infected group was higher than that in the uninfected

group, and the difference was statistically significant (P<0.05). Spearman correlation analysis showed that IL-4,
IL-6, TNF-a, CD8+, and SAA levels were negatively correlated with postoperative infection (P<0.05) , and
CD3+, CD4+, CD4+/CD8+ were positively correlated with postoperative infection (P<0.05). Conclusion

Postoperative infection in patients with Gustilo type Ill open fractures is dominated by Gram-positive bacteria,

which are closely related to inflammatory factors and T lymphocyte subsets.
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Predictive value of NLR and PLR for surgical site infection after radical resection of colon
cancer

ZHANG Wenjing'*, TIAN Hongmei*, WANG Chong', MA Ling'

(1. Department of Colorectal Oncology, Beijing Shijitan Hospital, Capital Medical University, Beijing,
China, 100038; 2. Department of Nursing, Beijing Shijitan Hospital, Capital Medical University, Beijing,
China, 100038)

[ABSTRACT] Objective To observe the predictive value of neutrophil lymphocyte ratio (NLR) and
platelet Iymphocyte ratio (PLR) for surgical site infection (SSI) after radical resection of colon cancer.
Methods 96 patients undergoing radical resection of colon cancer admitted to Beijing Shijitan Hospital,
Capital Medical University were selected from January 2018 to January 2021. 19 cases with postoperative SSI
were included in the infected group, and the remaining 77 cases were enrolled as the non - infected group.
Preoperative baseline laboratory examination data were observed in the two groups of patients, and the levels of
NLR and PLR were compared between the two groups. Logistics regression analysis was used to analyze the risk
factors affecting patients with SSI, and the ROC curve was applied to analyze the predictive value of
preoperative NLR and PLR on SSI after radical resection of colon cancer. Results The levels of NLR and PLR
in the infected group were higher than those in the non-infected group (P<0.05). There were no statistically
significant differences in the levels of neutrophil count (NEUT) , lymphocyte count (TLC) , platelet count
(PLT) and hemoglobin (HB) between the two groups (P>0.05). Logistics regression analysis showed that NLR
and PLR were the influencing factors for SSI after colon cancer surgery (P<0.05). ROC curve analysis showed

that the AUC values of preoperative NLR and PLR in assessing diagnostic value on SSI after radical resection of
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colon cancer were 0.722 and 0.681 respectively. Conclusion The levels of NLR and PLR are closely related to

the occurrence of SSI after radical resection of colon cancer. Preoperative attention to their levels has certain

predictive value on the occurrence of SSI after radical resection of colon cancer.
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ratio; Platelet lymphocyte ratio
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Table 2 Comparison of blood routine, NLR and PLR between infected group and non-infected group (x +s)
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Figure 1 ROC curves of preoperative NLR and PLR levels
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Table 4 Diagnostic value of preoperative NLR and PLR on SSI after colon cancer surgery

EiLs AUC BRI SE i 95%CT AR U TS P{H
NLR 0.722 >2.831 0.073 0.621~0.808 0.540 87.80 74.58 <0.001
PLR 0.681 >131.306 0.076 0.579~0.684 0.305 78.95 61.56 <0.001
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BE 0T NLR 5 CRP X2 i H il = i A P B iR 2 CAHTGP) i 175 7 52 72 JEE 114

WA, ik #2020 4F 1 7 & 2021 4F 9 J1 ig i B2 2= B - QAL B BE 202 N RHIGA 19 94 41) AHTGP &
H A I 1 ™ E TR 4y S MAP 21 47 1], MSAP 21 30 15, SAP 20 17 {5l . 43K AHTGP i3 9 175 /™ &
A2 [N R & NLR 5 CRP X H AU AN H . 4558 APACHE Il #¥4) \MCTSI if4 . TC . TG .CRP,
NLR ,PLR #4544 4 AHTGP 835955 15 7™ 8 19 16 56 R K (P<0.05) , 1L 7% 4554 =1 o8 AHTGP 8359 1% ™ 2 (1)
3 1 & (P<0.05) 5 ROC # 2R 73 BT 78 , NLR , CRP K 9 35 Bt 45 19 I 28 2% AHTGP B 2 9 1% ™ 5 72
AUC 4351124 0.865.0.872,0.904 , W] 1, W IFUHE A48 Hr 0000 A1 {8 = T BRI 4, FLHIUBEE R 5128 1.000
0.753, £5i€ NLR 5 CRP > AHTGP I /™ 22 P2 B (152 i (R 2%, % L BLAT — 8 04 {8
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The predictive value of NLR and CRP in the severity of acute hypertriglyceridemia pan-

creatitis

XUE Xiang, XIE Donghui*, HUANG Changbao, WANG Lizong

(Department of Emergency, Yijishan Hospital, Wannan Medical College, Wuhu, Anhui, China, 241000)

[ABSTRACT]
hypertriglycerid pancreatitis (AHTGP). Methods

Objective To explore the predictive value of NLR and CRP in the severity of acute
A total of 94 AHTGP patients admitted to the emergency

department of Yijishan Hospital, Wannan Medical College from January 2020 to September 2021 were selected
and divided into the MAP group (n=47) , the MSAP group (n=30) and the SAP group (n=17) according to

their severity. The influencing factors of disease severity in AHTGP patients and the predictive value of NLR

and CRP were analyzed. Results

APACHE 1II score, MCTSI score, increased TC, TG, CRP, NLR, and

PLR were all risk factors for severe disease in patients with AHTGP (P<0.05). Increased serum calcium was a
protective factor for severe disease in AHTGP patients (P<0.05). ROC curve analysis showed that the AUC of
NLR, CRP and the two combined to predict the severity of AHTGP patients were 0.865, 0.872, and 0.904,

respectively. The predictive value of the two combined indicators was higher than that of the single indicator,

and their sensitivity and specificity were 1.000 and 0.753. Conclusion

factors of the severity of AHTGP, and have certain predictive value.

NLR and CRP are the influencing

[KEY WORDS] NLR; CRP; Acute hypertriglyceridic pancreatitis ; Predictive value
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R1 AHTGP BERETERENZMEE (%), (xs) ]

Table 1 Influencing factors of the severity of AHTGP patients [1n(%), (x=s) ]
PUR ZE g7 MAP# (n=47)  MSAP#(n=30)  SAP#(n=17) 2*/F/Fisher i P1Y
3 5 25 18 1 0.795 0.672
& 22 12 6
() 50.49+7.13 52.38+7.52 52.19+7.89 0.795 0.373
BMI (kg/m?) 28.24+3.13 28.49+3.68 28.78+3.45 1.222 0.224
FERIPNR o I 18 12 8 0.401 0.818
WE G 11 9 7 1.961 0.375
Jig i 15 12 8 1.369 0.504
W2 S st 14 7 5 0.413 0.813
el 46 29 16 1.180° 0.758
APACHE Il #-43 (43) 2.48+0.34 9.56+2.37 15.85+3.19 341.703 <0.001
MCTSI ¥:43 (43) 2.12+0.62 4.29+1.17 8.39+2.08 178.257 <0.001
SIS E KA TC(mmol/L) 9.13+1.87 11.32+2.24 13.53+3.47 23.980 <0.001
TG (mmol/L) 20.12+5.57 21.96+6.34 29.45+7.85 13.923 <0.001
CRP(mmol/L) 8.53+1.71 18.78+5.19 22.09+4.68 114.938 <0.001
NLR 4.52+1.09 7.86£1.53 11.83+3.67 95.169 <0.001
PLR 117.15+20.83 132.47+22.85 151.33+36.24 12.471 <0.001
1fiL 7 4% (mmol/L.) 2.5620.62 2.11+0.58 2.01+0.23 9.110 <0.001

VE :a M Fisher {H .

R2 AHTGP BERFTERENSERS N
Table 2 Multivariate analysis of the severity of AHTGP

patients

%3 NLR.CRP Fiill AHTGP REE R I FHMNE
Table 3 NLR and CRP predict the value of AHTGP

medium-heavy and above

A4 B1E SEfH Wald {6 OR{E  95%CI P
[MAPZH] 2817 0.736 14.656 16.727 1.375~4.259 <0.001
[MSAP4H] 4.597 0.836 30.224 99.186 2.958~6.236 <0.001
APACHEII

P
MCTSI ¥4 6.157 4.549 15.794 472.009 3.121~9.194 <0.001

TC 0.515 0.097 28.087 1.674 0.325~0.706 <0.001
TG 0.128 0.031 16.737 1.137 0.067~0.190 <0.001

CRP 0.401 0.065 38.099 1.493 0.274~0.528 <0.001

NLR 1.029 0.166 38.506 2.798 0.704~1.354 <0.001

PLR 0.038 0.009 18967 1.039 0.021~0.055 <0.001

M¥EE -1.307 0.371 12413  0.271 —2.035-0.580 <0.001

2.052 0491 17493 7.783 1.090~3.013 <0.001

AHTGP 57 5 AHTGP &8 # 2 DL . >k H ROC
#2537 NLR .CRP Tl AHTGP "h 7 & DL |1
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0.961,CRP 4 1.000.,0.468 , HA7T—E Fill i .
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Wi #E—2 ROC #hk R , BCA AT T AUC
0.904., FEURE SR 1.000,0.753, W3 K 1,

3 itig

SRR R & Tl IR S B, R i A
T i 2 FRE TG T LRI I o FRT, S8 T 2k e

IR H AUC S.E.  95%CI USEE ¥ 5t 548450 Py
NLR  0.8650.070 0.728 1.000 0.765 0.961 <0.001 0.726
CRP 0.8720.037 0.801 0.944 1.000 0.468 <0.001 0.481

PIIEE S 0.904 0.044 0.818 0.990 1.000 0.753 <0.001 0.753
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Figure 1 NLR and CRP predict the value of AHTGP

medium-heavy and above
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The relationship between coagulation four indices, D-dimer level changes and infection,
thrombosis in postoperative patients with hip fracture

WANG Lei'*, WEI Yanan®, YANG Yushan', YAN Xiaohui®

(1. Department of Limb Orthopedics, General Hospital of Pingmei Shenma Medical Group, Pingdingshan,
Henan, China, 467000; 2. Zone 3, Department of Orthopedics of Limbs, General Hospital of Pingmei Shenma
Medical Group, Pingdingshan, Henan, China, 467000; 3. Department of Orthopedics of Limbs, General
Hospital of Pingmei Shenma Medical Group, Pingdingshan, Henan, China, 467000)

[ABSTRACT] Objective To investigate the changes of coagulation four indices and D-dimer levels in
patients with hip fracture, and their relationship with the incidence of infection and thrombosis. Methods A
total of 318 patients with hip fracture surgery in Pingmei Shenma Medical Group General Hospital from
December 2018 to January 2020 were collected, including 17 cases with postoperative infection (infection
group) and 301 cases without infection (non-infection group). During the same period, 60 healthy subjects

were collected as the control group. The levels of coagulation four items and D-dimer (DD) in the infection
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group were recorded at the end of surgery (TO), postoperative infection (T1), after infection control (T2),
and in the non-infected group at TO and in the control group. The incidence of thrombosis was analyzed, and the
differences in the levels of four coagulation items and D - dimer at TO between patients with and without
thrombosis were analyzed, and ROC curves were drawn to analyze the predictive value of relevant indicators for
thrombosis. Results There were statistically significant differences in TT, FIB and D-D levels between the
infected and uninfected groups and the control group (P<0.05) , and the above indicators in the infected and
uninfected groups were significantly higher than those in the control group (P<0.05). In the infection group, the
levels of TT, FIB, and DD at time points TO, T1, and T2 showed a trend of first increasing and then decreasing
(P<0.05) and those at T1 and T2 were significantly higher than those at TO, and those at T1 were significantly
higher than those at T2 (P<0.05). The incidence of thrombosis in the infected group was significantly higher
than that in the uninfected group (P<0.001). There were statistically significant differences in PT, APTT, TT,
FIB and D-D between patients with and without thrombosis at TO (P<0.05). Infection, FIB and D-D at TO were
independent significant influencing factors for thrombosis in patients with hip fracture (P<0.05). The AUC of
FIB and D-D predicted AUC of the combined detection was 0.820 (0.740-0.909) , which was significantly
higher than that of the single indicator (P<0.05). Conclusion Postoperative infection of hip fracture is closely
related to the state of coagulation function. In addition, infection, elevated FIB and D-D levels are independent
risk factors for thrombosis. Active prevention and control of postoperative infection may be of great significance

for maintaining the stability of the body’s coagulation function and preventing thrombosis. Strengthening the

monitoring of FIB and D-D levels is helpful for the early screening and diagnosis of thrombosis.
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Table 1 Comparison of baseline data among the three groups [n(%), (x+s) ]
miH TR (n=17) ARG (n=301) XT R4 (n=60) 1/F P
51 5 12(70.59) 203(67.44) 42(70.00) 0.206 0.902
E’8 5(29.41) 98(32.56) 18(30.00)
(L) 75.00+3.65 74.50%2.00 74.002.50 (1.897) 0.152
BMI (kg/m®) 21.50+1.20 21.14+1.10 21.40+1.85 (1.598) 0.204
Rl TR IR 3(17.65) 34(11.30) 7(11.67) 0.631 0.729
2 RUBE IR I 4(23.53) 45(14.95) 9(15.00) 0.918 0.632
W2 1A B 6(35.29) 78(25.91) 16(24.24) 0.729 0.695
FARB ] =2h 10(58.82) 177(58.80) 0.000 0.999
<2h 7(41.18) 124.(41.20)
R TT 1% 4 Lf PRI 15(88.24) 266(88.37) 0.138 0.710
FR AT AN IR e 2(11.76) 35(11.63)
(EYNG e KR 3(17.65) 52(17.28) 0.084 0.772
YA 14.(82.35) 249(82.72)
TIRIG BB (w) 6.20+1.10 6.14+1.15 [0.210] 0.834
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Table 2 Comparison of PT, APTT, TT, FIB and D-D levels between the infected group, the uninfected group at TO and the

control group

4151 n PT(s) APTT(s) TT(s) FIB (g/L) D-D(pg/L)
TR 17 11.76+1.31 29.27+5.09 17.23+1.94° 3.79+0.61° 570.45+37.68"
ERAT L 301 11.99+1.40 29.81£5.06 17.24+1.98° 3.72+0.48" 564.96+32.19"
popiliEil 60 12.12+1.29 29.40+5.01 15.27+1.44 2.93+0.42 164.68+27.96
F1E 0.492 0.235 27.019 69.928 3999.802
P1E 0.612 0.790 <0.001 <0.001 <0.001

S XA LA, "P<0.05 5

*®3 BPFATRERESPT.APTT.TT.FIB #1 D-D K FEZEK
Table 3 Changes of PT, APTT, TT, FIB and D-D levels at different time points in the infected group

st [1] PT(s) APTT(s) TT(s) FIB(g/L) D-D(pg/L)
TO 11.76+1.31 29.27+5.09 17.23+1.94 3.79+0.61 570.45+37.68
T1 11.42+0.68 29.05+4.97 27.15£2.10" 4.60+0.49" 875.26+54.01"
T2 11.75+1.07 29.34+5.05 21.18+1.98" 3.53+0.55" 618.27+41.38"
F1E 0.254 0.118 38.647 29.864 49.367
PH 0.741 0.879 <0.001 <0.001 <0.001

5 TO iR, *P<a’ s 5 T1 FLEL, "P<a’s o' 9 Bonferroni £ 1E 5 AR 46 /K #E=0.05/3=0.017 , 3 Sy I [a] 4 B A5 41 HL 3 VR



© 256 - NTEW SR ARG 202242 A

14t 2 I Mol Diagn Ther, February 2022, Vol. 14 No. 2

2.2 JERYL R YL AL AR AR R A

JEC YL o I M A 10 B, & AR ROl 58.82%
(1017) , AREBGL 4 il ¥ &4 4B, BAEFRR
1.33% (4/301) , JA e 20 1fn ¥ % A= S0 W v T R &
e, R A G FE X (=113.093,P<0.001)

2.3 A &AL ok KA R OE SR L Y I & D-D K
L

TE TO B [A] 5148 % A2 5 R & 4= /3 P
APTT.TT.FIB.D-D £ S ¥ H 4 it % & X (P<
0.05), W4,

R4 MEREBEREEMERRREEF NN D-D KFLLE

Table 4 Comparison of four coagulation items and D-D levels between the thrombosis group and the infected patients without

thrombosis
21531 n PT(s) APTT(s) TT(s) FIB(g/L) D-D(pg/L)
MR 14 11.72+1.60 290.13+5.18 24.12:3.40 4.47£0.17 863.1053.00
RS e 304 13.24+1.71 32.92+5.37 19.40£3.45 4.0520.14 637.57+43.73
i 3.260 2.586 5.008 10.870 18.638
P 0.001 0.010 <0.001 <0.001 <0.001
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Table 5 Logistic model of thrombosis indicators in patients

with postoperative infection of hip fracture surgery

P e gg E%g Wald OR{E  95%CI Pl
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Table 6 Efficacy parameters of FIB and D-D levels in

predicting thrombosis after hip fracture surgery
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Combined detection of uCr, Cys-C and uMA in the diagnosis of multiple myeloma compli-
cated with early renal damage

ZHANG Shuang', ZHU Xinxia', FENG Wanrong', XUE Nangian', CUI Guowang’, CUI Jinyan'*

(1. Department of Hematology and Nephrology, Baoding Second Central Hospital, Baoding, Hebei, China,
0727503 2. Department of Cardiology, Baoding Second Central Hospital, Baoding, Hebei, China, 072750)

[ABSTRACT] Objective To analyze the value of combined detection of urinary creatinine (uCr) ,
serum cystatin-C (Cys-C) and urinary microalbumin (uMA) in the diagnosis of multiple myeloma (MM)
combined with early renal damage. Methods The clinical data of 123 patients with MM admitted to Baoding
Second Central Hospital from January 2017 to January 2021 were collected, including 39 patients with renal
injury (combined kidney injury group, CCr<80 mL/min), and those without renal injury 84 cases (no kidney
injury group, CCr>80 mL/min).The changes in the levels of uCr, Cys-C and uMA were compared between the
two groups. The correlation between the above factors and the endogenous creatinine clear rate (CCr) was
analyzed. The receiver operating characteristic curve (ROC) was drawn to analyze the value of uCr, Cys-C and
uMA in the diagnosis of MM combined with early kidney injury. Results The level of uCr in the group with
kidney injury was significantly lower than that in the group without kidney injury, and the levels of Cys-C and
uMA were higher than those in the group without kidney injury. The difference was statistically significant (P<

0.05). Correlation analysis showed that uCr was positively correlated with CCr (P<0.05) , and both Cys-C and
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uMA were significantly negatively correlated with CCr (P<0.05). The correlation between Cys-C and CCr was

better than that of uCr and uMA when CCr was 50~80 mL/min. The ROC curve analysis results showed that the

area under curve (AUC), sensitivity, and specificity of the combined detection of uCr, Cys-C and uMA in the

diagnosis of MM combined with early kidney damage were significantly higher than those of single detection.

Conclusion uCr, Cys-C and uMA are closely related to the degree of renal function damage in patients with

MM combined with early renal injury. Comprehensive detection of various indicators can improve the diagnostic

value of early renal injury combined with MM.
[KEY WORDS]
injury
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Correlation of serum HIF-1oc, MMP-3, TNF -« with pain and edema in patients with
bone marrow edema caused by bone contusion around ankle joint

LOU Lei'*, XU Hegui’, SU Pan'

(1. Foot and Ankle Surgery Center of Henan Luoyang Orthopedic Hospital, Luoyang, Henan, China, 471000;
2. Department of Orthopedics, the First Affiliated Hospital of Guizhou University of Traditional Chinese
Medicine, Guiyang, Guizhou, China, 550002 )

[ABSTRACT] Objective To explore the correlation of serum hypoxia-inducible factor 1o (HIF-1at) ,
Matrix metalloproteinase 3 (MMP-3), tumor necrosis factor o (TNF-a) with pain and edema in patients with
bone marrow edema caused by bone contusion around ankle joint. Methods 50 patients with bone marrow
edema caused by bone contusion around ankle joint (bone marrow edema group) and soft tissue injury around
ankle joint (non- bone marrow edema group) , serum levels of HIF-1a, MMP-3 and TNF-a were detected,
visual analogue scale (VAS) was used to evaluate the pain. Results The serum levels of HIF-1a, MMP-3 and
TNF-a in the patients with bone marrow edema were higher than those in the group without bone marrow
edema, and the difference was statistically significant (P<0.05). The VAS score of the patients with bone
marrow edema was higher than that of the patients without bone marrow edema, and the difference was
statistically significant (P<0.05). Spearman correlation analysis showed that there was a positive correlation
between serum HIF-1oe, MMP-3, TNF-a levels and VAS score in bone marrow edema group and non- bone
marrow edema group (the bone marrow edema group: r=0.546, 0.623, 0.651, the non - bone marrow edema
group: r=0.476, 0.512, 0.534, P<0.05). There was no correlation between serum HIF-1a, MMP-3, TNF-a,
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VAS and ROIA in bone marrow edema group (P>0.05). Conclusion Patients with bone contusion around the

ankle joint with bone marrow edema showed increased levels of serum HIF-1ae, MMP-3, TNF-a, and increased

pain, but the degree of edema was closely related to the levels of serum HIF-1a, MMP-3, and TNF-«. The

degree of pain is irrelevant, and the pain may be related to the increase of serum HIF-1ae, MMP-3 and TNF-a.

[KEY WORDS]

lo; Matrix metalloproteinase 3; TNF-a
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20 5| n
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TNF-a 0.534 <0.05
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Table 5 Correlation between serum HIF-1ae, MMP-3, TNF-«t,
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RTS ¥4 . D-3LIE . DAO FEGI P T EH s it VT
i
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[ ZE] B8 SPrBIEIAE(RTS) P D-FLRR . M L (DAO) fE B itk B 3 Hk se
RITFAGE , Frik UERT e — AR EEBE 2018 4F 4 H & 2020 4F 12 H A HI 174 Gl HEH- 4
ot AR TE 93 B (BFFE A ) , R FF KR 81 il (X HR4L) . b W4l RTS W4 & D-FL#& .DAO /K
o Ay MM B TR 5 R TS RSO0, FEBOR R T f % RTS . APACHE 11 1143 & D-#L2 .DAO /K
-5 5k A Pearson 570 AT LR A7 5 APACHE 1115040 6 . il 223808 TAERHIE 2 (ROC) , 43 #T RTS
P4y D-FLIR .DAO ACE XA M B PR e B BUS I PEAG (. 4558 WFST4L RTS ¥4 1 D-FLiR .
DAO 7K V-3 35 T4 B4, 25 A Geit 2478 L (P<0.05) . 93 Bl ARk v g v, WS 46T 30 i (BB T
A, GEAAFE 63 B (44741 . HET-41 RTS .APACHE Il ¥£43 J% D-FL1% .DAO /K V-3 i 2 7 TAEAE4, 2%
A X (P<0.05) . FEMM S SR, RTS W43 . D-FLR . DAO /KF-5 APACHE II /3 ¥ S IEAH
KRR (P<0.05), ROC MR iR, = FHBRA TG AUC BUSE R 57 B 235128 0.893.0.889
0.912, ¥ 5 8 TR — K (P<0.05) . Z5i8 Qi E B I K 58 B3 RTS W4 W1 B 3 =, D-FLR \DAO
KO- R A, H5 APACHE 11 HAT — @ MG, AT VR I R PTAl FE R 1 U5 i Bh AR A

[KEIA] RTS #F45r; D-AIR; MeA LW ; Q5 E ST

The evaluation significance of RTS score, D-lactic acid and DAO in traumatic fracture
and shock

DING Ding*, ZHAO Zhijian, CHEN Kunfeng

(Department of Emergency Traumatology, the First People’s Hospital of Shangqiu City, Shangqiu, Henan,
China, 476100)

[ABSTRACT] Objective To analyze the evaluation significance of Revised trauma score (RTS)
score, D-lactic acid, and Diamine oxidase (DAO) in traumatic fracture and shock. Methods The clinical data
of 174 traumatic fracture patients admitted to the First People’s Hospital of Shangqiu City from April 2018 to
December 2020 were collected, including 93 patients with shock (study group) and 81 patients without shock
(control group). The RTS scores, D-lactic acid and DAO levels between the two groups were compared. The
prognosis of patients with traumatic fracture and shock was analyzed , and the RTS, APACHEIl score ,
D-lactic acid and DAO levels of patients with different prognosis were compared. Pearson method was used to
analyze the correlation between the above factors and APACHE Il score. The receiver operating characteristic
curve (ROC) was drawn to analyze the evaluation value of RTS score, D -lactic acid, and DAO level on
prognosis of patients with traumatic fracture and shock. Results The RTS score, D-lactic acid and DAO levels
of the study group were significantly higher than those of the control group, and the difference was statistically
significant (P<0.05). Among the 93 patients with shock, 30 died (death group) , and 63 survived (survival
group). The RTS, APACHE Il scores, D-lactic acid and DAO levels in the death group were significantly

L AT A AR EFAHE AR 8 (LHGJ20190912)
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*EAEEHE T T, E-mail: 11068196@qq.com
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higher than those in the survival group, and the difference was statistically significant (P<0.05). Correlation

analysis results showed that RTS score, D-lactic acid, DAO level were positively correlated with APACHE Il

score (P<0.05). The ROC curve analysis results showed that the area under curve (AUC) , sensitivity, and

specificity of the three combined examinations in assessing the prognosis of patients with traumatic fractures and

shock were significantly higher than those of a single test. Conclusion

The RTS score of patients with

traumatic fracture and shock significantly increases, and the levels of D -lactate and DAO are abnormally

expressed, and have some correlation with APACHE Il , which can be used as auxiliary indicators in clinical

evaluation of the patient’s condition and prognosis.

[KEY WORDS] RTS score; D-lactic acid; Diamine oxidase; Traumatic fracture
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Table 1 Comparison Xof two groups of data (x+s)
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P{H 0.769 0.271 0.114

APACHE II ) "/ £ 350 1 R A7 1A, , 35 71 43, 79
BOBR BRI 2
1.2.2 D-FLE2 .DAO £

23 WSO A R 5 mL Bk, B TC B 5
BLOE T I KR A8 A B B BT, 3 000 1/
min #5010 min, #0428 10 cm, 2B 5 B HUIT
TEY), BT -80CHURIRAE Rk . SR DG EE A
D-FL2 , >k H Fe A3 K DAO /K-,
1.2.3 RTS 4>

RTS V7 40« W B 10 A% $r B &F B 28 & %
(Glasgow Coma Scale, GCS) | W W 3% J2 U 45 1
ARG EEAR N, ROy, s e s
1.3 Wifasrd

BT ST AL TS 15 B0, I MR 4 e 45 R o ol
ARA RN PR EERTE) 5T 4
(FET-HH ), LB Wi 4l RTS . APACHE II ¥4 %
D-FLFR .DAO /K-,
1.4 GiteFrik

K SPSS 22.0 et 8 AF 217 40 B, 1 e KL
Ph(x+s) 3R AT t K50 5 45 S8R AH G 43 B R
Pearson 7% ; & | ROC {43 #71 RTS ¥4 .D-FLHR .
DAO 7K VXI5 P B 47 IR v 8 35 TS I 1EAS A
{5 DL P<0.05 AR BEAGIEE L,

2 H#R

2.1 PZH RTS ¥4 M D-#Li#Z .DAO 7K F- L5
WFFELH RTS 1145 K D-FLE DAO 7K1 I 25 =5
THIEA , 25 BT L (P<0.05), W2,



© 268 - NTEW SR ARG 202242 A

14t 2 I Mol Diagn Ther, February 2022, Vol. 14 No. 2

®2 WARTS 9K D-FLER.DAO KFLLE (x+s)
Table 2 Comparison of RTS scores and D-lactic acid and

DAO levels between the two groups (x+s)

A5 n RIS (4) D-AM(mgL) DAO(mg/mL)
XTHR4] 81 6.34+1.64 60.91+12.24 50.58+11.29
W4l 93 0.94+2.25 109.64+21.96  77.36x15.47

1l 11.905 37.180 12.87

P <0.001 <0.001 <0.001
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Table 3 RTS, APACHEII score and D-lactic acid and
DAO levels in patients with different prognosis

of traumatic fracture and shock (x+s)
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AR 63 7.98+1.23 17.34+3.12 88.72+21.96 61.22+15.47
A 15.135 11.557 11.153 13.334
P14 <0.001 <0.001 <0.001 <0.001
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Table 4 The evaluation value of RTS score, D-lactic acid
and DAO levels on the prognosis of patients

with traumatic fracture and shock
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Expression of CRP combined with serum immunoglobulin G in patients with psoriasis
and its therapeutic guidance value

GUO Ying', ZHANG Yuhong', WU Junyang', XU Xia', LI Wei*

(1. Department of Dermatology, The First People’s Hospital of Kunshan, Kunshan, Jiangsu, China, 215300;
2. Department of Dermatology, Children’s Hospital of Soochow University, Suzhou, Jiangsu, China, 215000)

[ABSTRACT] Objective To investigate the expression of C-reactive protein (CRP) combined with
serum immunoglobulin G in patients with psoriasis and its therapeutic guidance value. Methods From April
2018 to July 2021, 116 patients with psoriasis who were admitted to The First People’s Hospital of Kunshan
were selected as the observation group, and the patients were treated with compound glycyrrhizin combined
with narrow-band UVB (NB-UVB) regimen; 54 healthy subjects were selected as the control group. The levels
of CRP in the two groups were measured by immunoturbidimetry ; the levels of serum immunoglobulin G were
measured by automatic biochemical analyzer. Results The levels of CRP and serum immunoglobulin G in the
observation group were higher than those in the control group (P<0.05) ; the levels of CRP and serum
immunoglobulin G in patients with stable stage and drip type were lower than those in advanced stage and
plaque type (P<0.05). CRP and serum immunoglobulin G in patients with severe psoriasis were higher than
those in patients with mild and moderate psoriasis (P<0.05). Of the 116 patients with psoriasis, 92 had a good
prognosis and 24 had a poor prognosis after treatment. The CRP and serum immunoglobulin G levels in patients
with good prognosis were lower than those with poor prognosis (P<0.05). Conclusion CRP combined with

serum immunoglobulin G is highly expressed in patients with psoriasis, and there are differences in different
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clinical stages, types and severity of psoriasis.
[KEY WORDS]

Compound glycyrrhizin; Guiding value
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Table 1 Comparison of CRP and serum immunoglobulin G

between the two groups (x+s)
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Figure 1 Typical case picture

2.2 WMEHIANFEMRA N CRP. MG TSR E N G HAR

FeoE W R SR B R 3 CRP ML e e Bk R
H G K AR F 3 5 BEH A (P<0.05) 5 3 JE R
J 955 8. CRP . LG Bk E A G & TRIE S
B (P<0.05) ; HEE CRP .MU S s Bk E H G K F
mT R, 22 RA SR L (P<0.05), W2,
2.3 HJEEAE UG CRP ML S Bk 1 G K
- Heds

116 14 8 e B #1097 5 902 90 5 R 4f (3
o 5T, AR 31 ), AR 4 ), 24 1RSI
JF2%. Bin BRI CRP MG RBEERE I G K
SR F UG 22 (P<0.05) . WL 3.

*3 RBRARETUG CRPMLERZEIKER GKFLLE (vis)
Table 3 Comparison of CRP and serum immunoglobulin G

levels in different prognosis of psoriasis (x+s)
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Table 2 Comparison of CRP and serum immunoglobulin G under different conditions in the observation group (x +s)
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Analysis of the diagnostic value of serum PSGL-1, ANXA1 and PCT in acute COPD with
pulmonary infection

YAN Xiuwen*, ZHAO Yipu, LI Yajun, SHI Chang

(Department of respiratory and critical care medicine, Henan Provincial People s Hospital, Henan Key

Laboratory of nursing medicine, people’ s Hospital of Zhengzhou University, Zhengzhou, Henan, China,
450003 )

[ABSTRACT] Objective To explore the diagnostic value of serum P-selectin glycoprotein ligand 1
(PSGL-1), annexin A1 (ANXA1) and procalcitonin (PCT) in the diagnosis of acute COPD with pulmonary
infection. Methods A total of 102 patients with acute exacerbation of COPD who were admitted from
September 2018 to August 2021 were selected as the study group, and 30 healthy patients had physical check-
ups during the same period were selected as the control group. After admission, all patients in the study group
underwent chest CT scans to determine their lung infections. At the same time, in the study group, serum PSGL-1,
ANXA1, PCT levels, and clinical lung infection score (CPIS) were tested. The control group was also tested
for serum PSGL-1, ANXAL1, and PCT levels. The relationship between serum PSGL-1, ANXA1, PCT levels
in the study group with acute COPD with pulmonary infection and CPIS were analyzed, and the value of serum
PSGL-1, ANXAI, PCT levels in the diagnosis of acute COPD with pulmonary infection was analyzed. Results
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The levels of serum PSGL-1, ANXAI and PCT in the study group were higher than those in the control group,
and the difference was statistically significant (P<0.05). The incidence of pulmonary infection in the study group
was 28.43% (29/102). Compared with patients without pulmonary infection, the levels of serum PSGL -1,
ANXAI, PCT and CPIS in patients with pulmonary infection were higher, and the difference was statistically
significant(P<0.05). Logistic multiple regression analysis showed that serum PSGL-1, ANXA1, and PCT levels
were all risk factors for acute COPD with pulmonary infection (P<0.05). The results of Pearson linear correlation
analysis showed that the serum PSGL-1, ANXA1, PCT levels in the study group were positively correlated with
CPIS (P<0.05). The ROC curve analysis results showed that serum PSGL-1, ANXA1, PCT levels alone and in
combination had higher accuracy in diagnosing acute attack complicated with pulmonary infection. The
sensitivity, specificity and accuracy of infection were the highest (P<0.05). Conclusion The levels of serum
PSGL-1, ANXAI1 and PCT in patients with acute COPD are relatively high and related to the occurrence and
severity of lung infections. The combined detection of serum PSGL-1, ANXA1 and PCT levels can be used for

the diagnosis of acute exacerbation of COPD complicated by pulmonary infection.
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pulmonary disease; Acute exacerbation; Pulmonary infection
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Table 4  Effect of serum PSGL-1, ANXA1 and PCT levels
on pulmonary infection in patients with acute attack of COPD
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Table 5 Value of serum PSGL-1, ANXAI1 and PCT levels
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complicated with pulmonary infection
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PCT (pg/L) 15.29 0.86 0.90 0.89

“HBA 0.429 0.93 0.96 0.95

PSGL-1
ANXA1
S22 PCT
==+ PSGL-1+ANXA1+PCT
— s4n

0 0.2 04 0.6 0.8 1.0
14

1 ROC #h%
Figure 1 ROC curve

O A A ) o B (AR ARG SR R A ]
HIAAE , 2L S M LR D REAR AL , I 67 IR
MEFRFE ST RL Y . COPD H 2B ik 2,
HAR B B R 2 A 2% , FLI B JER G Je i IR AS BH i, b
by TSRS N T BUR A5 S B IR TP IR ], 5
MRS . ABF5E % COPD 2k B AR B
1, 28.43% 1) FRH IRAEAEN [V RE BE I Il s, ml i
AT RXER BE T2 Y AL, PR, SREBUA 5
Jifi Xt COPD f8 2 i YL A7 S B2 iR T Wb 2L
J38 CT %57 COPD £ 2 i i e 12 Wi v 1 o 4%
% (B T COPD & # Hh ¥l 3 AE7E WP I s vy 50> ]
Tty , H G AR JOrR B A IR R T

PCT J& 4 1 5 | & WF I 2R 48 56 UE B 0 B 35 4 1Y)
R R, LA G I 0 TR R G i L W T
WO Wi s v, R B AR A 2 &
B0 C 20 R o A S 0 R B A
I A [ A5, (E H XH B Y 32 I 10 R S B AR
PSGL-1 E 250 T H 40 Mi £ 1, oy P-2E £ i
i, 5 P-BE R 455 J5 nl I B /N - 14 40 2R 4
AT 0 5 E SN, LA P Bz 400 9 38 ) AR
I3 PN 22 TEAZ KL 40 M A P9 B2 B RS A T A5 P9 B2
B0, 2 S s A E R B T, ANXAL
FE AR Z B0 SN M 3635, A SR 40 i DR 40 i
SR B PR GA , S5 Mok 4N B/ PR AN I L RE
PRI =9 LA ML P 1 200 R %) s B o R, 2 e o
() 9 RE A A U e, COPD B34 H Bt 8
AAEM PCT . PSGL-1 . ANXA1 8] REFH &5, 11 PCT.

PSGL-1 ., ANXAT1 /K- (%) £l 7] G 1T COPD &%
Jili ¥R IR G (A2 W, 5 H AT A DG GE LD

BG4 B 7R COPD 21k & A 5 3 49
Jo7 B 5 i et 9 R G mT gk — 20 S 3Ol 3 PCT .
PSGL-1.ANXA1 /K P75, 1fi Logistic 2 Jt.ImlIH
A ArEs B R LTS PSGL-1 . ANXAL . PCT /K V-3
“J3 COPD 2Pk B AT B 38 I & Ml R e 1 fes s R 2%
Pearson 2k 14 AH 3G 43 1 45 S 4 52 T 1f. 7% PSGL-1,
ANXAL1 . PCT /K- 5 COPD 21 & 1 5 35 i 0
e iy A R HL ™ FE R A G, mT R R il 5 Uk
YLy 2 W, 39— 25 1% ROC #h 243 AT IE 2 T 1M
% PSGL-1,ANXAL1 .PCT /K V-2 Wt 2t & AR &
i B IR B T AT e, Herp = SF A R 2R AT COPD
S EEI LIRS W N AT &, TF
COPD 2 & A BeLl i is e s 3, J & & I 07
W U A TR AT R AR E R A s W i B AT
38 3o M R AT I PSGL-1 ., ANXAL \PCT 7K F- 4
()RS T S A7 il 08 % e 5 400 B9 40 25 S W 4 il 5
YRR, LAy A U -

Zi Bk, I3 PSGL-1 . ANXAL . PCT /K -7
COPD 2 ME KA B35 v i 7KK T v L 5 i 3 Jek
e IR DG, = A K I mT L1 ) e COPD &
PE %2 A BB 35 A0 i 30 e R O, S Tl ek e
R

5% STk

[1]  Seys LJIM, Widagdo W, Verhamme FM, et al. DPP4, the
Middle East Respiratory Syndrome Coronavirus Receptor, is
Upregulated in Lungs of Smokers and Chronic Obstructive
Pulmonary Disease Patients [J]. Clin Infect Dis, 2018, 66
(1):45-53.

(2] SR PR BRI, 55 . 2 i 3008 B Il 0 VE R R X & 41
COPD [ I FAE M S R e 1 U H A B T s [0 ].
A BRI Y 258, 2019,29(4) 1 531-534.

(3] JedBes, EIRVE, MAIN, 45 . PCT FIFLER AT A F0 LR
13 e 7 i £ 28 FAFTE R A TN A (8L (T ], oppg PR 2R A
Z4iki, 2019,47(6) : 601-605.

(4] XVEESC, Bk X R I, A5 . 18 e BEL e i o - i ek g
i PSGL-1 il IL-6 5 ANXAL B IA[1]. A B i e
2Rk, 2020,30(14) : 2148-2153.

[5]  ZRi#, 28 M. GOLD 2017 537 B fif i3 K HLxof o [ 1 vk
BHLZE PRI 52905 43 a2y 7 i e s (). R 2Rk E A, 2017,
20(18):2171-2175.

(6] KA, FEHME, 220, 55 WF8 X ZHEG CT A Xof fili 750 Jak
e G A5 (932 W SCLT ). AR R ek et 247K 2016,
26(13) :2963-2965. (T 4% 281 )



- 278 - NTEWi SR Tl 20224E2 4 45144 4524 T Mol Diagn Ther, February 2022, Vol. 14 No. 2

Gal-3.BNP Jz LVEF {£.0 J) 2 vl S 5 P g 28 4k e Il

EaiEr kb EE AL Dk MF

(8 E] HE OFrEILBigesE R-3(Gal-3) B BHH R IK (BNP) K 76 58 Bt L7250 (LVEE) 760> 11
WA TR RIGIRE o A BEH 2017 45 3 A 2 2020 4 3 A 650 Tolk = B GA 19 102 450
1 E B T AL, S B BRI 01 4T Th REAG 2 0 f B AACAG: B A A R A . ER AR A L) B AR T
NYHA I HESF 200 71 5538 52 % 1Y Gal-3 . BNP & LVEF /K, 4 Wi .o 1) il R S R % £
HE., &R R4 Gal-3 . BNP /K F-W] i & Tl fE4], LVEF L T4, 2 5 B A S5 8 L (p<
0.05), Gal-3 .BNP /K : T 94<Ml %<V ,LVEF {8 : T Z>M %>V 4, 22 7 H Gl L (P<0.05) . 4F
1 HERI ORI AE AR R L ) R B TS (R R R (P>0.05) O DB ST (Gal-3 .BNP 2 LVEF 4
SN 1 R B TS 1B 2 (P<0.05) . Z[H % Logistic WA R34 3 R, O I ARES> 2% . Gal-3 |
BNP . LVEF SN 5200 g 58 8 (8 35 TS (S /@ 6 &K (P<0.05) . 518 Gal-3 .BNPLVEF {E A1
OIS I B 3R AR A [ GO0 o) 3 vy oA 6 AN TR 223k I R A AR K ST AR AR S o0 ) 08 1)
SRS H W7 ) 2 25 A A

[EiA] PRMHEER-3; B RGRIK; 220 F Mm% O 52

Changes and clinical significance of galectin-3, B-type natriuretic peptide and left ventric-
ular ejection fraction in patients with heart failure

YUE Hongfeng*, ZHANG Zhanfang, DI Yuqing, LIU Chunling, MA Sulin, WEN Xue

(The Second Department of Internal Medicine, Beijing Nuclear Industry Hospital, Beijing, China, 102413)

[ABSTRACT ] Objective To analyze the changes and clinical significance of galectin-3 (Gal-3) ,
B - type natriuretic peptide (BNP) and left ventricular ejection fraction (LVEF) in patients with heart failure.
Methods The clinical data of 102 patients with heart failure treated in this hospital from March 2017 to March
2020 were collected and set as the study group. Another 91 patients who had a physical examination of cardiac
function at the same period were selected as the healthy group. The Gal-3, BNP and LVEF between the two
groups and the Gal-3, BNP and LVEF of patients with different grading in NYHA cardiac function were
compared. At the same time, single and multiple factors affecting the prognosis of patients with heart failure
were analyzed. Results The Gal-3 and BNP levels in the study group were significantly higher than those in
the healthy group, while the LVEF was lower than that in the healthy group. The difference was statistically
significant (P<0.05). The higher the level of cardiac function was, the higher the levels of Gal-3 and BNP
were, and the lower the LVEF value was, the difference is statistically significant (P<0.05). Age, gender,
heart rate, hypertension and other factors did not affect the prognosis of patients with heart failure (P>0.05),
while cardiac function class, Gal-3, BNP and LVEF were the single factors affecting the prognosis of patients
with heart failure (P<0.05). The results of multivariate logistic regression model analysis showed that the

classification of heart function, Gal-3, BNP and LVEF were independent risk factors affecting the prognosis of
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patients with heart failure (P<0.05). Conclusion Gal-3, BNP, and LVEF are factors that affect the prognosis

of heart failure, and they have different expressions in different grades of heart failure. Clinically, the changes

in their levels can be used as a reference for the diagnosis and prognosis of heart failure.
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&2 AEINYHA LIIEES Z-H) Gal-3.BNP K LVEF
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Table 2 Comparison of Gal-3, BNP and LVEEF of different

NYHA cardiac function classifications (x +s)

A n Gal-3(ng/L) BNP(ng/L) LVEF(%)
0% 34 148.56+25.79° 297.48+25.63"  52.44+6.62°
M% 31  176.58+28.36°  335.56%33.18°  43.46%5.35°
V%% 37  23541£3256  392.69+42.85 32.64+4.89
F1{4 82.300 66.990 108.220
P{a <0.001 <0.001 <0.001
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Table 3 Analysis of single factors affecting the prognosis of

patients with heart failure [ (x+s),n(%) ]
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Effect of UPPP on the treatment of OSAHS and its influence on ET-1, HIF-1«, IL-18,
and throat reflux symptoms

HAN Yong', ZHANG Qiang™*

(1. Department of Otorhinolaryngology , the People’s Hospital of Dazu , Chongqing , China, 402360 ;
2. Department of Respiratory and Critical Care Medicine, the People’s Hospital of Dazu, Chongqing, China,
402360)

[ABSTRACT] Objective To study the clinical effects of uvulopalatopharyngoplasty (UPPP) in the
treatment of obstructive sleep apnea-hyperpnoea syndrome (OSAHS), and its influence on endothelin-1 (ET-
1), hypoxia-inducible factor la polypeptide (HIF-1a) , interleukin 18 (IL-18), and throat reflux symptoms.
Methods A total of 98 patients with OSAHS who were treated in Dazu District People * s Hospital of
Chonggqing from January 2017 to January 2020 were selected and divided into ventilation group and UPPP group
with 49 cases in each group according to the difference in treatment plan. The levels of ET-1, HIF-1la, and IL-
18 at 1 week after operation, as well as the clinical efficacy, clinical symptoms [nasal resistance, visual
analogue (VAS) of nasal obstruction, and subjective score of daytime sleepiness Epworth Sleepiness Scale
(ESS) ], laryngopharyngeal reflux symptoms at 6 months after operation were compared between the two
groups. The postoperative complications were observed. Results One week after operation, ET-1, HIF-1a,
IL-18 levels in the two groups were significantly reduced, the UPPP group was significantly lower than the
venting group, and the difference was statistically significant (P<0.05). Six months after operation, the

effective rate in the UPPP group was significantly higher than that in the ventilation group, and the difference

Ve 4x .1, ERT R KARERI R4, £k 402360
2L ERTRERARER SRS & E7EFH, X 402360
*iBAEAE S KR, E-mail : 469033880@qq.com



NTEWERIrel 20224E2 4 5144 4528 T Mol Diagn Ther, February 2022, Vol. 14 No. 2 - 283 -

was statistically significant (P<0.05). The nasal resistance, VAS and ESS socre of the two groups were

significantly decreased, the UPPP group was significantly lower than the venting group, and the difference was

statistically significant (P<0.05). Six months after operation, the symptoms and signs of laryngopharyngeal

reflux in the UPPP group were significantly lower than those in the ventilation group, and the difference was

statistically significant (P<0.05). Conclusion UPPP treatment can improve serum inflammatory indicators and

laryngopharyngeal reflux symptoms in patients with OSAHS, and the clinical efficacy rate is high.
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Table 1 Comparison of patient data between the two groups (x+s)

251 B R ERERH(kgm®)  EAIEEHGRM) RREGE) AR (%) H R/ R ()
UPPP 41 29/20 40.33+6.72 28.41+2.53 32.10+11.26 4.13+2.24 75.31+3.58 26/23
WA 31/18 40.28+6.49 27.96%2.43 31.92+11.07 4.27+2.51 75.43+3.62 27/22
2ItE 0.172 0.037 0.898 0.080 0.291 0.165 0.041
PE 0.678 0.970 0.372 0.937 0.771 0.869 0.839
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Table 3 Comparison of efficacy between the two groups
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Table 2 Comparison of the levels of ET-1, HIF-1a and IL-18 between the two groups ( x+s)

ET-1(pg/mL)

HIF-1a(pg/mL) IL-18(pg/mL)

b " K RIE 1 K K 1A K K 1A
UPPP 41 49 49.16+6.33 22.32+5.31° 43.35+7.26 22.83+4.17" 60.16+8.21 42.34+4.31°
ﬁ/ﬁéﬂ 49 49.51+6.47 32.30+6.81" 44.09+7.22 30.54+5.26" 59.56+8.03 49.40+5.52°

t{ﬁ 0.271 8.090 0.506 8.040 0.366 7.057

P {E 0.787 <0.001 0.614 <0.001 0.715 <0.001

o SARWHE, P<0.05,
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F4 MAMRKERKILE (v+s)

Table 4 Comparison of clinical symptoms between the two groups (x+s)

sk . E5BH 7 (kPa-s/L) VAS(43) ESS(43)
A AJ5 64 H NIl AJ5 64 H A ARG 64 H
UPPP 41 49 0.7620.21 0.380.11* 5.34+1.26 2.031.06° 11.24+3.48 4.161.20°
WA H 49 0.75+0.19 0.45+0.12" 5.20+1.31 2.74+1.23" 11.57+3.42 5.23+1.54"
1l 0.247 3.010 0.193 4.306 0.473 3.836
PH 0.805 0.003 0.848 <0.001 0.637 <0.001

o SARM A, P<0.05,

x5 MABFWMERREER (x£5)

Table 5 Comparison of throat reflux between 2 groups (x+s)

FCRAE RT3 FORARAETT 2

Btr n — N —— N
Nl AKJg 64 H A H ARJF 64 H
UPPP4 49 1523345 4.20+1.32°  8.24%2.07 1.72+0.56"
WA 49 15.67+3.74 5.01+1.54°  8.33+2.09 2.43+0.71°
tH 0.605 2.795 0.214 5.496
P 0.546 0.006 0.831 <0.001

- SARM A, P<0.05,
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CTCs.LMR .HER-2 1 & s HUG Ty i gha
AFAE Bl AR 7 3

FURIR AW ERR ORI

[(# ZE] BH HEIEAMIEAAE(CTCs) k40 5 S 4 LU (LMR) \ AR B AE K 7
ZAR-2(HER-2) 7E B BB RIA BT T s S IGIRE L. FiE EBURE TR E R ARERE 2017
43 812020 4F 3 H 88 il e A VE RS & BATHYA TR , THRIGTEBOT A A 4 FITANT
B, 5y A S (n=60) 5 TC8UH (n=28) o HLEEPRAL ATV PR 43193 2B 38 O i YT 45 SR CTCs .LMR
HER-2 B {UAH UL, 7145 e bn R 2ZE SRR 7R KR R FHEPEN BT AT CTCs .LMR HER-2 XY 7401 15
WE., &R AT 4R B CTCs HER-2 K PARF T i, LMR K= T RO, 2 F 380 Gt
7 L(P<0.05) ; TEAEH BT TRT TR 745 RIS CTCs \HER-2 /K-8 TR , LMR K AR TB R0 , 7Sk
TR BAR PR MR T A3, 22 74 G2 L (P<0.05) s AN R4 8B 5 o745 3 CTCs \HER-2
AT HOT AT, LMR & THOTHT, 254 S48 X (P<0.05) , IV IR BT i 745 3 CTCs \JHER-2
T IS LMR /KT I BT RG-S 07 S5 R S 18 22 (I T U E R A SRR X
(P<0.05) ; TCIT H iTT 25 SR B CTCs (HER-2 516 IR I AF £ IEAH DG R, YR AE ARG G & |
LMR e 546 br 22 8 5 1 PR A3 B R A SR DG OG R L 597 850 R A7 A6 TEAH G 56 & (P<0.05) 5 JRUY7 1T CTCs
LMR , HER-2 T J7 4% (1) AUC #4>0.7, B A5 F (1 AUC f): K, 4 0.826 (P<0.05) , £5i& CTCs.LMR,
HER-2 5488 BB AR/ AA MO PR VARG , O il &8 e B0l 780y T A B s i

(iR ] EE,; MRIBPMERUT ; MG MR 400 ; Ik AP 5 PR A At L s AR AR IR 52
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Dynamic changes and clinical significance of CTCs, LMR and HER-2 in radical radio-
therapy for esophageal squamous cell carcinoma

HUANG Junjuan', XU Xiupeng®, TANG Pibin', ZHU Huaiping'*

(1. Department of Gastroenterology, Dongying District People * s Hospital, Dongying, Shandong, China,
257000; 2. Endoscopy Room, Dongying Hospital of Traditional Chinese Medicine, Dongying, Shandong,
China, 257000)

[ABSTRACT] Objective To explore the dynamic changes and clinical significance of circulating
tumor cells (CTCs) , lymphocyte to monocyte ratio (LMR) , and human epidermal growth factor receptor-2
(HER-2) in radical radiotherapy for esophageal squamous cell carcinoma. Methods A total of 88 patients with
esophageal squamous cell carcinoma from March 2017 to March 2020 in Dongying District People’s Hospital of
Dongying City were selected as the research subjects. All patients underwent radical radiotherapy, and the
curative effect was evaluated 4 weeks after the end of radical radiotherapy, and they were divided into an
effective group (n=60) and an ineffective group (n=28). The changes of CTCs, LMR and HER-2 before and

after radiotherapy were compared between the two groups and patients with different clinical stages, and the
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relationship between each index and the difference with clinical stage and efficacy was analyzed. The predictive
value of CTCs, LMR and HER-2 before radiotherapy on the efficacy was also evaluated. Results At the end
of radiotherapy, the levels of CTCs and HER - 2 in the effective group were lower than those before
radiotherapy, and the level of LMR was higher than that before radiotherapy, and the differences were
statistically significant (P<0.05). The levels of CTCs and HER-2 before and at the end of radiotherapy in the
ineffective group were higher than those in the effective group, and the LMR levels were lower than those in the
effective group. The difference was statistically significant (P<0.05). At the end of radiotherapy, the levels of
CTCs and HER-2 in patients with different clinical stages were lower than those before radiotherapy, and the
LMR was higher than that before radiotherapy (P<0.05). CTCs and HER-2 of stage IV patients were higher than
those of stage Ill before and at the end of radiotherapy, LMR was lower than that of stage Ill patients, and the
difference between the indicators before and at the end of radiotherapy was lower than that of stage Il patients
(P<0.05). Before radiotherapy and at the end of radiotherapy , CTCs and HER-2 have a positive correlation with
the clinical period, and a negative correlation with the curative effect. The difference of LMR and various
indicators has a negative correlation with the clinical period, and there is a positive correlation with the curative
effect (P<0.05). The AUCs of CTCs, LMR and HER-2 before radiotherapy to predict the efficacy were all >
0.7, and the AUC of the combined prediction was the largest, which was 0.826 (P<0.05). Conclusion
CTCs, LMR, HER-2 are closely related to the clinical staging of patients with esophageal cancer and the
curative effect of radical radiotherapy, and the difference between the indicators before and at the end of
radiotherapy has a high value in predicting the curative effect.
[KEY WORDS] Esophageal squamous cell carcinoma; Radical radiotherapy ; CTCs; LMR ; HER-2

BRI LB RER R VOR R 8 Sy
i 50% B 65 195 95 E 5 T I DR 0 2 i ol e - !

PR R BT ARG AAEROT Y 11 —RETR

MIRIT i (HER o3 B8 AR U7 AT, 0T 80R
B e IO AR A P WOT A8 3R AR 0 4 Ak
WA EEG R S  BE A gE e e R R
J8d 21 Jitg ( Circulating tumor cells , CTCs ) 42 SZ A ifJ&g
Jirt b B2 A ke R il 81 i R AV A 1) ek 96 4 L
Ik U 44 B 55 B A% 48 B LE {E (lymphocyte/monocyte
ratio, LMR ) 72 52 42 B 589 [ W (1 P 6 A, —
AT AR Sy R A R S A AR AR . A,
N3 Bz H K R F 52 /-2 (Human epidermal growth
factor receptor-2 , HER-2 ) # i1l 5 n] /E b Tl & 48 9
)AL T AT OB PE R A B R bR, (H R R BRTE
B B IRIGYEROT T 2R IR I 0 K R 5 S
AWFFEHRIE A5 20 AT IR 5T, B E M
RIGIT AR S % ST

TE IR T AR XN RS B 2017 4F 3 ] 3|
2020 4 3 F 88 i £ & s A AE ISR £,
TG TERT , ARG MR ROT 45 1 5 4 B R4 7
B, 51 A B (n=60) 5 o4 (n=28) . P41
S AR AT RS £ (Body mass index , BMI) A
SO AR A LR 22 R RS T (P>
0.05), W1, ARILEKLEGECIEZ S,
1.2 bR

PARRE: OFF & BEE 2R, IF 2%
B2 BT Sy R 20 e (1) 5 R os Te s Ak 5 7%
B R LI BEAR S TEAF =70 43 ; @WK, I R 43
WM~V ® A E17 888 B4, JC 5 28 i b
i @ T 28 2 OB H L mARAD R, &

Rl FWH—EERER [(n(%),( Fxs)]

Table 1 Comparison of general data between the two groups [n(%), ( x %s) ]

- . , s I
2H 5 no PERICBEAD)  AER () BMI(kg/m?®) WM CH/JE) KIS CH/E) e =y T
JeE AL 28 18/10 62.38+4.80  22.18+1.55 17/11 20/8 5(17.86)  3(10.71)  7(25.00)
EEp e 60 35/25 60.94+5.02  22.76x1.46 32/28 41/19 8(13.33) 5(8.33)  12(20.00)
VAL 0.282 1.271 1.702 0.422 0.086 0.055 0.001 0.282
P14 0.595 0.207 0.092 0.516 0.769 0.815 0.971 0.595
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Figure 1 pathology of squamous cell carcinoma (HE, x400)
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Wil V20<30% , V30<20% , V50<60% ; & & 5z S5
H<45 Gy, MIRPERITE ARG 4 AT 0 TAl , =
HE SRR P RO PR TR ™, 23 78 2 i
YRS FAE B TE R A NS e R Y
GEfifE SN AR B I e SR TERk

SEI E AR AR i < B TR RO 4
PR AR HR o 23 I F BRI 6 mL, B 2 mL I bR A
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& 4 ™ S U 5 2R T, 3 0 1A 8 pm GHOK )
2 M & 4E CTCs, 28 J5 I RNA-ISH 4% A Xt fir 1%
CTCs Ml TFRIC S AE o
1.4 G5k

BE L B SR FH SPSS 22.0 B 80 R
n (%) iR, KA 2K, R ORI (3 £5) f38
A2 8] H 35 R A ST AR AR ¢ K56, A SR 2B R
Spearman FH¢ REUI TR RE 34T R FH A2 10
TAERHE(ROC) £k ; P<0.05 B ZESA G5 L,

2 #R

2.1 WY HTJE CTCs .LMR HER-2 7K - H 5%
T T RS CTCs .LMR . HER-2 /K- He A%,
E R LG F X(P>0.05) ; A S 0T 45 0wt
CTCs HER-2 7KV B0 7 Hif , LMR 7K VR0 7 i
1, 225 A G 08 L (P<0.05) s TR U7 R it
J7 25 R CTCs \HER-2 /K355 3% 2H 5 , LMR 7K
PR BRI BT RS T 2 R 25 (A XA T
AR, 2 RA TR E X (P<0.05), W32,
R2 WHEMITRIG CTCs.LMR.HER-2 7K FEIIER (x+s)
Table 2 Changes of CTCs, LMR and HER-2 before and

after radiotherapy in the two groups (x+s)

Tk A n BUTRT OBUTESERE 2%

CTCs TR 28 23.49+5.36 21.72+6.41 1.77+0.58
A 60 19.35%3.22 12.57+3.55" 6.78+2.25
18 4.504 8.613 11.571
P{H <0.001 <0.001 <0.001

LMR TR 28 3.02+0.75  3.20+0.52  0.18+0.06
HRH 60 3.76x0.86  4.39+0.67° 0.63+0.21
tH 3.910 8.296 11.099
P1E <0.001 <0.001 <0.001

HER-2(ng/mL) TG4l 28 27.17+6.38 25.05+5.74 2.12+0.70
HRHH 60 23.0424.06 15.68+4.17° 7.36+2.42
18 3.677 8.675 11.210
P{H <0.001 <0.001 <0.001

W SARAMOTHT LI , *P<0.05,
2.2 A[]iE PR 43 39 B 35 0T RS CTCs \LMR |
HER-2 7K S L2 Fh A

AN TR I R 43 3 £ 3 BlSY 45 SR i) CTCs \HER-2
KR R , LMR ACF O TR, 254
it L (P<0.05) , IV H H & U7 R RCTT 45
i CTCs HER-2 7K F-344 T HA £ 3 5 , LMR 7K %
Py AT AR AR, T i S5 80T 48 R A 22 (S e T
WEREL, ZRWA 522 E X (P<0.05) . W33,
2.3 JUTHI G CTCs .LMR .HER-2 K H: 248 51lfs
R GBS

ORI JBOT AR CTCs HER-2 S1lf A/ 5
TEAE, SRR A  LMR M & Fehn 250 SR
SR TRDC, 5ITRUR IEADC(P<0.05) . L3R 4.
2.4 JiJ¥Hi CTCs .LMR \HER-2 %7250 1) Fi ¢ {2

DATCRRAL R BEEEREAS , A 8504 R B MR AR, 2536
ROC £k, 45 R s, i 7 A CTCs .LMR HER-2 Tl
MFFRLA AUC K 0.793.0.724..0.753 , JiUIT 1T 4% 45 b5
156 A T5 97 %4 AUC A 0.826, 95% CI 9 0.748~
0.903, FUBNE R 68.3% , i 5144 90.5% , LT 4548
PR A E . DL 2,
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#3 AEIGKRSHEZEBITEIE CTCs \LMR HER-2
RHEZEME (xxs)
Table3 CTCs, LMR, HER-2 and their differences before and

after radiotherapy in patients with different clinical stages(x +s)

Gy IGRH n WUTHET  HOTESRE 2E(H

CTCs IV#I#E#E 40 22.87+5.02 19.34+3.95" 3.53+1.12
M 48 18.84+3.75 12.26%£3.32" 6.58+2.09

A 4.306 9.678 8.286

P1E <0.001 <0.001 <0.001

LMR IV ##E 40 3.17+0.78 3.54+0.36° 0.37+0.12
M EE 48 3.8120.66 4.40+0.42° 0.59+0.18

A 4.170 10.198 6.601

P1E <0.001 <0.001 <0.001

HER-2(ng/mL) IVHIHEHE 40 26.19+4.27 22.86+4.39" 3.33+1.10
M EE 48 22.82+3.50 15.16+£3.77 7.66+2.54

A 4.069 8.852 10.020

P18 <0.001 <0.001 <0.001

T SHUTHTILAL, *P<0.05,

®4 MYTHIE CTCs.LMR.HER-2 R EEESIGKSH.

Table 4 The relationship between CTCs, LMR, HER-2 and
their difference before and after radiotherapy and clinical

stage and efficacy

. 5H I R 43 1A JTRL
rfi P A P

CTCs 0.671  <0.001 —0.703  <0.001
) Exgill] LMR  —-0.602 <0.001 0.658  <0.001
HER-2 0584 <0.001 -0.611 <0.001
CTCs 0.749  <0.001 —0.814  <0.001
TRLIT 435 o Bt LMR -0.665 <0.001  0.751  <0.001
HER-2  0.708  <0.001 —0.805 <0.001
CTCs  -0.782 <0.001  0.839  <0.001
ZAH LMR  -0.731 <0.001 0.812  <0.001
HER-2 -0.695 <0.001 0.826  <0.001
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Figure 2 Predictive value of CTCS, LMR and HER-2
before radiotherapy
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AT E BN KOA B i SOD . Hb fl1L-6 K
SRS

AR WA A& N4 JF

(# E] BM 0 &M BB AR X O 5 1 % (KOA) F 35 1ML 3% 8 1k ) 15 Ak i
(SOD)  M£L7E 1 (Hb) A R4 6 (IL-6) K F 1540 . Fik  HEEL 2019 4F 8 A £ 2020 4F 9 AiTH 4
B = ANRE B GA A 98 ]l KOA &  ARIEA R AIIGIT R0 0 A 4 (n=48, £ 5 25%13697 ) 5 B 4
(n=50, LT B ARIAIT) o R B EIRYT RO RYT RIS I AL B AL (SOD ) | If 41 2
1 (Hb) . I/ R A 6 (IL-6) K F JHOCTT KSS WAr SEARA8 bR MO IR S E . &R BI7AE,
B ZH B H AL B K 94.00% , i E 8 T A 4119 68.75% , 22 5% A G312 7 L(P<0.05) . A7 )5 . B 21 SOD
KT AL IL-6 Hb KR T A4, 2R A 58 L (P<0.05) . iGIT)E, B ALY KSS 4
T A4, ZRALGI X (P<0.05), 1GI7)E,B 4B E IR BRI L G 30 ROM JE (i
T A4, 2R WHERIFE X (P0.05) . &t 2R EHAN KOA BEIRITRURE, T T+
SOD ik F&AIK IL-6 /KF , i 2 i S B A, (HIGYT 5 (3 Hb B R, 7 5 LRI R E 90, R B — 72 5 it
WG R AR P R K it £ AT AR

[REIF] ST EHA; KOA; SOD; Hb; IL-6

Effect of total knee arthroplasty on serum SOD, Hb and IL-6 levels in KOA patients

YAN Jingde*, HU Bin, YAN Lei, LIU Yawei, SHA Yu

(Department of Orthopedics, Henan Provincial Third People * s Hospital (Eastern District) , Zhengzhou,
Henan, China, 450000)

[ABSTRACT] Objective To investigate the effect of total knee arthroplasty on serum superoxide
dismutase (SOD) , hemoglobin (Hb) and interleukin 6 (IL-6) levels in patients with knee osteoarthritis
(KOA). Methods A total of 98 KOA patients admitted to the Third People’s Hospital of Henan Province from
August 2019 to September 2020 were selected and divided into group A (n=48, traditional drug treatment) and
group B (n=50, total knee arthroplasty). The treatment effect, serum superoxide dismutase (SOD) ,
hemoglobin (Hb) , interleukin-6 (IL-6) levels, knee KSS score, imaging indexes and joint range of motion
were compared between the two groups before and after treatment. Results ~ After treatment, the excellent and
good rate in group B was 94.00% , which was significantly higher than 68.75% in group A, the difference was
statistically significant (P<0.05). After treatment, the level of SOD in group B were higher than that in group
A, and the levels of IL-6 and Hb were lower than those in group A, the difference was statistically significant
(P<0.05). After treatment, the knee KSS score in group B was higher than that in group A, the difference was
statistically significant (P<0.05). After treatment, the tibiofemoral angle, patellar ligament ratio, Rom flexion
and extension of joint activity in group B were significantly higher than those in group A, the difference was
statistically significant (P<0.05). Conclusion Total knee arthroplasty has a good therapeutic effect on KOA

patients, which can increase the expression of SOD and reduce IL-6 levels, thereby promoting the recovery of
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the patients. However, the patient’s Hb decreases after treatment, which needs to be paid attention to, and

certain measures should be taken to avoid the patient’s intraoperative and postoperative excessive blood loss

after the treatmen, which will affect the treatment effect.

[KEY WORDS] Total knee arthroplasty ; KOA; SOD; Hb; IL-6
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x1 MABRE-RABER [n(%), (xs) ]

Table 1  General information of two groups of patients [n(%), (x+s) ]

LS A A
4 S A7 AT A S A PE FiL
45 n i R AR IS R e g i
A4 48 23/25 75.24%5.59 6.82+1.55 25(52.08) 18(37.50) 5(10.42)
B4l 50 24/26 75.28+5.39 6.86%1.65 24.(48.00) 20(40.00) 6(12.00)
iy i 0.707 0.027 0.123 0.163 0.064 0.061
P 0.400 0.978 0.901 0.686 0.799 0.803
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1.4 Hitsirik

K H SPSS 22.0 e it R AF I T3 Hr, i Bk}
Ph(x+s) 3R, R e K AR R n( %) R,
5 A K55 DL P<0.05 M2 3 A G243 L,

2 HR

2.1 MHRTTRCR B
AT B AR E A RN 94.00% , ik &
BT A 68.75% , 2 S AT BT B L (P<
0.05). WFE2,
®2 WMARTHRILE (2(%)]
Table 2 Comparison of treatment effects between the two

groups [n(%) ]

25 n PR It T S ROR
A 48 20(41.67) 13(27.08) 15(31.25) 33(68.75)
B4l 50 36(72.00) 11(22.00) 3(6.00) 47(94.00)
V! 10.414
PiE 0.001

2.2 P4LIAYT RS MLE SOD Hb IL-6 /K Huds

17975 , B 41 SOD /K- F A 41,1L-6 Hb /K-
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3 1Tt

BEE 2B ALIZHTINE , KOA KWL 5 1
FHa# . KOA W FEHUEH RO Dfekls, " E 5
e B A0 B i . A RO B T MG IO Y
it 7GR AR 2 A nT . WF s, 2ok
T EIARIGTT KOA , AT LI 58 5C s 1 , i
AT R AT AR AR R, 2 M T B R O o 3 7™ Y
KOA & B AEMIRITITIL" o AU R T, A
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FARNEN KOA BB IR IARIAI T I R s
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SR S HE M LA 2 S H i SRR R E
FFEUESE , KOA [ &k it B A 7E 4 B LT IR
KI5, KOA 3% SOD 2 3k 7K V- 2 30 7 i otk
B ERFEEWEL I, KOA 1M h SOD 7k
R E TR, HBEE B O L E
T2 JEE S8 1 TH 77, SOD 7K 1T L Sz e fig B 6 35 R
(= REEE T TL-6 7= A2 Ik 5 440 i ol 9k £ 40
Il AEHF 2 MR, 25 RIER N . VAT
7R, KOA 35 1 S 515 W v IL-6 7KF- B 5 7
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Table 3 Comparison of serum SOD, Hb and IL-6 levels before and after treatment in the two groups (x+s)

o . SOD (nU/mL) Hb(g/L) IL-6(ng/L)

IBITHI BITIE bEEagin] BT e IR R WY
A# 48 5.45+0.74 12.03£1.23° 120.25+7.44 87.25+9.56" 3.79+0.87 3.22+0.49°
B4 50 5.62+0.81 18.05%1.29° 121.02+6.32 81.98+10.65* 3.8420.83 2.25+0.29°
tHH 1.083 23.625 0.553 0.574 0.291 11.983
P 0.281 <0.001 0.582 0.011 0.772 <0.001

e 5 FAIRYT TSR, P<0.05,

T4 WHBTAIEHERXT KSSIES LR (x+s)

Table 4 Comparison of KSS scores of knee joints between the two groups before and after treatment (x +s)

i . JEE () R ROM Ji (°) ROM f#i(°)
JRIT A WWIT IR JRIT A bEtid IRYT AT BT A IRYT AT RIT IR
A 48 181.78+1.18 152.01+0.52° 0.14+0.22  0.550.08" 30.28+10.05 58.25x11.35" 1.37£0.52  2.15+0.14°
B4 50  181.98+1.21 174.65+0.89" 0.13£0.12  1.12+0.07" 32.09+10.21 102.98+12.11° 1.40£0.19  3.39+0.22°
i 0.828 152.936 0.281 37.579 0.884 18.871 0.382 33.133
P{H 0.410 <0.001 0.779 <0.001 0.379 <0.001 0.703 <0.001

SRR AT AL, *P<0.05, SRIALAYT A 3 4 H Heds, "P<0.05,
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Table 5 Comparison of the measured values of imaging

indexes and joint range of motion between the two groups

of patients before and after treatment (x +s)
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P1E 0.914 <0.001 <0.001
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(# ZE] BH HOT a1 & 0 (TM) KA 5.0 (CHD ) B35 5 IR 21 ik 55 5 B8 AR (CAGB)
Bl FAR MM K Sk bR B R . Fik I 2021 4F 1 H & 2021 4F 9 AL BRI K45 BB
AMNBEHBGA B9 150 414 T CABG B 0o 8 35 AT 98 X 42, Ak 4 1L A B I sh kA A5 50 (A 23 W IE# 41 118
B (AL {E<4) F3 4l 32 6] (AL{E=4) »  HAS4L TM K EARAE , LA AS IR TR 30 k32 B S Al R TM 7K S48
1B, BT TM 5 ALZHI R R Pid TM K TFAEARRT JREEE BN Z] ARG 6.12.24 h ATHE =4 TM K
P& T ALIER AL, 25 A 5003 L (P<0.05) ; RJ5 7 d, 27K V-1 | FHH OPCABG 2 TM 7KF- &l
FART CCABG 41, 2% %A B 1% 75 L (P<0.05) ; Spearman A MM 22 B, IR TM 5 AT 22 IEAR G
(r=0.551,P<0.001) ; Z N & Logistic [11J343 4 @7~ , TC /K F- T+ 5 JHDL K-V % A & iU  TM 7K T+
LVEF < 35%% ) ATH I8 & (A7 fER R 2% (P<0.05) . 458 TM /K FFEFT CAGB Bl F AN CHD i
A B AR O AT RS = R R 2

[EEIA] MRS R, 00 TIREIKZ IR ; S Ik AE k485X

The relationship between TM level in the perioperative period of coronary artery bypass

grafting and arteriosclerosis index in patients with coronary heart disease

MA Jie, MA Qianli*, LIAO Hongjuan, ZHANG Yan, AN Jing Hui
(Department of Cardiac Surgery, The Second Hospital of Hebei Medical University, Shijiazhuang, Hebei,
China, 050000)

[ABSTRACT] Objective To investigate the perioperative changes of TM level in patients with
coronary artery disease (CHD) after coronary artery bypass grafting (CAGB) and its relationship with
arteriosclerosis index. Methods From January 2021 to September 2021, 150 patients with coronary heart
disease underwent CABG who were admitted to the Department of Cardiac Surgery of the Second Hospital of
Hebei Medical University were selected as the research objects. According to their arteriosclerosis index (AI)
after admission, they were divided into the normal group of 118 patients (Al value <4) and 32 cases in the
increased group (Al value = 4). The changes of TM levels in the two groups were compared, and the changes
of TM levels in different coronary artery bypass grafting were compared, and the relationship between TM and
Al was analyzed. Results The levels of TM in the two groups before surgery, immediately after anesthesia,
and at 6, 12, and 24 h after surgery in the Al-increased group were significantly higher than those in the Al-
normal group, and the differences were statistically significant (P<0.05). On the 7th day after operation, the
levels of both groups increased, but the level of TM in the OPCABG group was significantly lower than that in
the CCABG group, and the difference was statistically significant (P<0.05). Spearman correlation analysis

showed that TM was positively correlated with Al in perioperative patients (r=0.551, P<0.001). Multivariate

KA A Ay T A RE EFH SRR T X (20160548)
VB tn M EA K FH =& RS RSN, 7T, B £ & 050000
*BAEAEE 5T 2, E-mail : q1111190828@Sina.com



- 296 - DLW 56T A&

202242 H 144 %524 T Mol Diagn Ther, February 2022, Vol. 14 No. 2

logistic regression analysis showed that elevated TC levels, low HDL levels, hypertension, elevated TM

levels, and LVEF<35% were independent risk factors for increased Al values (P<0.05). Conclusion TM

levels tend to increase in CHD patients undergoing CAGB perioperative period, which is a risk factor for

increased Al value.
[KEY WORDS]
Relationship
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Figure 1  Electrocardiogram of patients with coronary heart

disease

1.2 Jrk

Rl Rt e AN M I 1R S P e < S SR IN
kR . OTM KR SR EFTA B E =
Ik I 5 mL, B T HUEEEL A A, L3 000 1
min #4170 20 min |, F0FE4E N 10 em, 53 3
M35, BCE T 80CHKA A7 . 3K TM K45
TR ] il K £ 928 W2 RT3 A 0, 45 20 B 7™ 4% 4 1R
R G U BT . @A Tk Ay« R S 2 I H
Jok it J >R FH 480 Ak il 25 00 5 S5 R [#  (Total Cho-
lesterol, TC) . H il = fig (Triglyceride, TG) . 5 % J&
fig #5 1 (HDL, High density lipoprotein) , >k F B 4%
D5 2000 2 A8 % 82 1 25 1 (LDL, low density
lipoprotein ) , kil i FH 4= A sl AE AL A AT A (A=)
XK B AR A A R A ) K ic £ .
@ Bl ik AL 5 (AD T 7k Al=[ A [
(TC) /& % £ fig % 11 (HDL) ]/ % J g 2 1
(HDL) , HIE % i Ry <4, % =4, W 2 & AL 5l Bk i
b o @72 5 1l 5% (left ventricular ejection frac-
tion, LVEF) A &4 1 o o0 S 67 iR I A R E
53 b, >k H Teichholtz 23 30 &, K40 2 25 A [A]
'_ﬂ‘/lj(ZﬁJ%%%*&ﬁﬂ(%jﬂtﬁ—wwﬁ%ﬁ%fﬁ%%
A A (Off-pump coronary artery bypassgrafting ,
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OPCABG) Fl{A 51 5 AR 2 ik 55 it # 48 R (Conven-
tional coronary artery by-pass grafting, CCABG) , iz
JRgiit#+ 1 OPCABG 4 76 14l , CCABG 4 7414,
1.3 Guitatr

BHE K AT SPSS 22.0 #4434, HELSERER H
n(% )z, 1 K s 16250 A 1 o %R
(X +5) FR AT FEA ¢ 46 56 B8 8 &2 I 3t 43 A
PO PR R X b B AT LSDe K 5 5 AH O M 4 B R
Spearman 3¢ , 52 i PF 522k F 22 A K logistic 7114

M P<0.05 HZEFA ST X,
2 R

2.1 AT AR T™M K L

ERET A, B4 TM K SEAE BRI IS B 210 AR5
6.12 h ¥ 5 FFHEa#A R )5 24 h B R, 2551
A G 2R RE L (P<0.05) , AR RIS B Z] ARG
6h.12h.24 h AL &4 TM K F 535 T ALE
W, ERAGIFE L (P<0.05), WHE1E2,

K1 FWAHABFARETMAKFELLE (t+s)

Table 1 Comparison of TM levels in the perioperative period between the two groups ( #+s )

215 n P N} SR I B %) ARJF6h ARG 12h AJ5 24 h F1H P
INE 118 3.38+0.98 3.58+1.18" 4.12+1.31° 4.43+1.42° 3.42+1.12° }
- ] . ) . : | 5.810 <0.001
ALIE# 4 32 2.32+0.21 2.44+0.65 2.21+0.63 2.35+0.76 2.18+0.68
1 —6.556 5.245 7.987 7.970 4.569
P <0.001 <0.001 <0.001 <0.001 <0.001

T 7R ORI HEEE, 7 SRR B2 LU 45, <7 SRS 6 h U, /R SRS 12 ho 164, 2 P<0.05.

4.5

415
—ALIEH 4l
4.0 — AL G2
3.5

3.0

TM KA

2.5

2.0

01 2 3 4 5
1

B2 FABEFARYPTMKFLLE
Figure 2 Comparison of TM levels in the perioperative

period between the two groups

2.2 N[FTER SRS HAL AR TM KK LE A
AHI, PIZH TM 7K He 85 22 5w e gt it 7 X
(P>0.05) ; RJ5 7 d, P4 K1 | F+H OPCABG
4 TM K- KT CCABG 4l , X R A ST ¥ 8
M(P<0.05), W2,
x2 AEBKNKZHEBEAR TMAKFLLE (x+5)
Table 2 Comparison of TM levels in different coronary

artery bypass grafting (x+s)

2151 n il ARG 7d
OPCABG 4 76 2.560.31 13.21+4.91
CCABG 4 74 2.54+0.29 15.98+5.64

t1H 0.408 3211

P{H 0.684 0.002

2.3 BH ALEIG SRR R T

B M B, P AR BMIL TG . LDL
Fe Ml 3% HE T B 5 AT & 6 ¢ (P>0.05) , 1 TC
HDL . & Ifil & }2 LVEF<35% 5 AI ¥4 &5 A % (P<
0.05). W% 3,

®3 BEAIEESHARESN (n(%), (xs)]
Table 3 Single factor analysis of patients with increased Al
value [n(%), (xxs) ]

ALIEH A Al Ed

I (n=118) (n=32) iy P

P51 (B, %) L 86(72.88)  28(87.50)
2.949 0.086

& 32(27.12)  4(12.50)

AP (%) 58.12+10.87 56.13+11.25 1.345 0.179
BMI(kg/m®) 26.12+6.89 25.31+7.46 1.810 0.071
TC (mmol/L) 4.87£1.14  596+1.42 4.452 <0.001
TG (mmol/L) 1.82+0.58  1.65+0.11 1.646 0.102
LDL (mmol/L) 2.20+0.76  2.36x0.65 0.476 0.635
HDL (mmol/L) 1.78+£0.59  1.32+0.43 4.119 <0.001

=1L H 56(47.46)  25(78.13)
9.531 0.002

p 62(52.54)  7(21.87)

M ER/mL <600 32(27.12)  8(25.00)
0.058 0.810

>600 86(72.88) 24(75.00)

LVEF<35% P 49(41.53) 25(78.13)
13.491 <0.001

5 69(58.47)  7(21.88)

2.4 TM/KV2EA0S ALE R AH G

Spearman A G517, IR W18 % TM 5 AL 2
1EAH5E (r=0.551, P<0.05) ,
2.5 [BH AVENS &N ZH R

DL AT 3 =4 R AR i (1=AT 1E % 4, 2=Al
HiE 4l ), UL TC HDL , & IfiL £ . TM & LVEF<35%
G A A Z N F Logistic [F1H /3B R
g5 R R, TC KT (HDL AKSF I A & i
JE . TM 7K F-FF 5 . LVEF<35%%5 3k AT {H 3 25 4 2t
SLIER N R (P<0.05), WK 4,




- 208 - NF W SR Ak

20224F-2 H

14t 2 I Mol Diagn Ther, February 2022, Vol. 14 No. 2

R4 BEAIEESHESEESHT

Table 4 Multivariate analysis of the increased Al value of patients

AR i 4 BE S.E. 1§ Waldy* (i OR i 95%CI Py
TC 0.726 0.182 15.852 2.067 1.446-2.954 <0.001
HDL 1.580 0.435 13.180 2.261 2.628-14.114 <0.001
IR (LA ,2T8) 1.375 0.466 8.716 3.954 1.587-9.850 0.003
™ 1.345 0.268 25.248 3.839 2.271-6.487 <0.001
LVEF<35%(1 /2,2 7%) 1.615 0.467 11.981 5.029 2.015-12.552 0.001
3 e 1 r= 2 Z R R R, A 55 U oo 2

SeER 2y ik 32 2 O JUE B A o 9, e L1 e K
AR W 4 R B BE B R T Bl ik BE | W) 5 3
TR B R R g PR 2 51 e O 1 R A B
I IR R O WLRE F7 0805 , O T Ik 1E R 2R ML,
gl KO 5w, RN 2 AR i A R ™ TR AR
R, X CHD YR Y7, I R AR 4 28 2 s 1 R
FKEPGIT ARG Mo BIGyT SE  A
PCI( £ 7 it ik /v A6 Y7 ) I CABG J it IR # H 7
X, Hrf CABG SUR B B35, vl B I8 28 i i 3
O EmAE R BAME 53K, 1T CABG [ E AR5
Gy R0 T GO RER SRR RS, e R
HWUEM . ANRARAMNEE 2 B A IS ML A
PERGPLNE , KRR TN, 51 4 5 RAE
JRE o &M R 7~ 45 76 40 i 5 30 o Mk, I 4
PR 005 BN EE, 51 k45 i BBl AR O B

KRR LTS B (AL Ky [ BB 2 Bl e d8 b, o]
i e BN K AE AR B, DR LA (T B O AR, I 4E
RN 12 AR, ALY
1o SR B B RERE AL A R A DG ARSI
8 S AT B 25 2 rf TM KPR X3, HL G 25 B
SRS AR 3G B 7R RS 24 h B S ER R
AW GER SR, ARG 7d, BAKFEH FTHE
OPCABG 4 T™M /K ¥ it Z ik T CCABG 41 , it H]
OPCABG *} CHD & I it sl 2 Fooe HoA 4EF 1
FH L BERSIS/ N MAS 7K 7. TM 2 4ERE N B 42
PUEERIOCHE T, 5 148 PN B A At & A B I v
PEALZ L 3 WA 1 4 R AR B 5 TM R ZE/E T, 51
T™ 7% , Ko TM #E AL, 2F — 25 i & 78 % )
10 ABITE /M AVERG = 52 R B 255
Mt s  PER] AR  BMIL TG \LDL M Il 2% v i
A4 TG, 1] TC HDL ., & 1L ) LVEF < 35% 5
ALHAETE 56, i — % TM /KAl Spearman A 56
T, Spearman A/ TR, AR S TM 5 Al
EIEAHR, UL TM K5 AMEA EHE VLR TM

B BRI ) KLF2 CREFERERG SR IR T 2) &
eIk, R R TM 338 . AF5EH T™M 78 AT
K R, S AVERA —@EHoebE, il g
AV = B © R A sl bkaiifb , sl kg fb in 8 %
o USRI (A5 B N, SR IR B 2 AR
FE R RN TR, A Rz 453477 5 ™, PRIt TM K
R ARWFIELL ATERS mAE AR B (1=AT IE#
2, 2=A1 ¥4 =54 ) , UL TC.HDL, & Ifil & . T™M A&
LVEF<35%%3:4F A A 28 49 A £ [H &K Logistic [F1
MR 45 5L i 7R, TC KT HE JHDL KT8
A v IR TM K- FHE \LVEF<35%%5 k1 ARG =
(Rl Sr e 2R X SEEAERFSE AR R e an F
I8 v L ok v 2 6 30y ok o A A L T ol 1 IR
W, 11T 15 %% e 75 1 (HDIL) Y- REL[& g, PRI TC
FKEFH R JHDL K A%, 42 i 8 sk ok A A AL
B, 51 AVERS . B A FHSCSCERRGE ALRT/E R
TR IR AR P 0000 AL 26 9 9 95 A 6 1) E LA
BRI o e IH TR IR0 I A B 3 il ) i T (R
b, O KSR e R . BB AL T, LVER
IEF LN 50% L 1, 2% LVEF<35%¥} , 3702 fig
ANGE U WL TR R DI C SR If, 7538 TM 7K
SR 51k AVERE .

zi B FTiR , 47 CABG 1) CHD H 3 il F R )
TM K- EFHas 2R EE BT, HY
KA AL 5 BUE B A, TM ZKF | T 3 ik hit 4k
FREE R R R o AT R BR 1 A R 3R
D ARREY KA, T LRI .

S% 3k
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nary Artery Disease and Transcatheter Aortic Valve Replace-
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2 FURE FRYps L AP JE I miR-183 Feik A5 2 gl ks
SR e VR AR R G &

REZ FERE xE ALH T TR

[ Z] B BF5 2 8RS (T2DM) MB35 4MA I miR-183 ik /K5 B4 iubr s Pk & A
EAREMIERER, Fik EF 201941 A F 2021 45 6 A WIEESE 2 I FFETH BB
BEIRYT Y 86 51 T2DM S5 #5154 T2DM 41, 53 IR A4 1) 70 {91 i e s B 25 1 S % R A A I HR 2 s
BE K T2DM 2H 55 465 1 AT B i 19 204 1L miR-183 23k 7K F- K J PCX . nephrin 7 i, Hi 4% T2DM 4145
1 AR BERT Y 24h PR PR P KSF 4328 T8 PR PR o PR P DR R AR AR AR T2DM 2158 2 A
BERT Y 24h PR 18R IS0 U R RS R A e . 465 T2DM 41 28 5 4h A Il miR-183 11 257K
SEAIRF X B2, R PCX \nephrin 7 &2 i T4 A, 22 A ST 2% L (P<0.05) . H miR-183 [ £ i5 K
5 PCX \nephrin 7% £ 2 A 3¢ (P<0.05) ; T2DM £ Hr i 5 835 (1) R 15 48 K SF- 3, A0 1l miR-183 13
SEIKF AR, JR PCX . nephrin & 134 1 (P<0.05) ; T2DM 40 H 11 45 IR E I B3 40 A 1L miR-183 f 22 ik 7K
AR T 2 RS B R, W IR LU L i LT (Ser) AKSF R PCX S i T R R E R R, 2 5
H G2 X (P<0.05) 3 2 logistic [A1J 4347 , miR-183 Fl & iR 2 T2DM H 3 1 4 bR S 301 30 2 59 5% 0
% ;45 ROC 153 BT, miR-183 X} T2DM & # [ & R R BA W E, 4518 T2DM & FME I
miR-183 FEIAREAK 5 18R 11 PR B2 40 M40 3 1 N o L 1 3R 1 bR B i JR A G

[REIA] 28BN ; HE MK ; miR-183; AN ; JE ke

Relationship between miR - 183 expression in peripheral blood and podocyte markers,
short-term progression of albuminuria in patients with type 2 diabetes mellitus

ZHANG XiuYun, HOU FengYing, LIU Mei, HU WenJing, WANG Mai, LEI Min*

(Department of Nutrition, Shijiazhuang Second Hospital, Shijiazhuang, Hebei, China, 050051)

[ABSTRACT] Objective To study the relationship between the expression of miR-183 in peripheral
blood and podocyte markers, short-term progression of albuminuria in patients with type 2 diabetes mellitus
(T2DM). Methods 86 T2DM patients hospitalized in Shijiazhuang Second Hospital for 2 consecutive times
from January 2019 to June 2021 were selected as the T2DM group, and 70 healthy volunteers who underwent
physical check-up in the same period were selected as the control group. The expression level of miR-183 in
peripheral blood and the contents of PCX and nephrin in urine of volunteers in the control group and patients in
T2DM group at the first hospitalization were detected. According to the 24h urinary albumin level in T2DM group
at the first hospitalization, they were divided into non albuminuria, microalbuminuria and macroalbuminuria.
According to the 24 h urinary albumin level in T2DM group at the second hospitalization, they were divided into
non progress and progress of albuminuria. Results The expression level of miR-183 in peripheral blood in the
T2DM group was lower than that in the control group, and the contents of PCX and nephrin in urine were higher
than those in the control group (P<0.05) and the expression level of miR-183 was negatively correlated with the

contents of PCX and nephrin. In the T2DM group, with the increase of urinary albumin level, the expression
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ke, B RETH EBHRA T, B FE 050051
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level of miR-183 in peripheral blood decreased, and the contents of urinary PCX and nephrin increased (P<

0.05). In the T2DM group, the expression level of miR-183 in peripheral blood of patients with albuminuria

progression was lower than that of patients without albuminuria progression, and the proportion of

hypertension, the level of serum creatinine (Scr), the content of urinary PCX were higher than those of patients

without albuminuria progression (P<0.05). Logistic regression analysis showed that miR-183 and hypertension

were the influencing factors of short - term progression of albuminuria in T2DM patients. The ROC curve

analysis showed that miR - 183 had predictive value for the progress of albuminuria in T2DM patients.

Conclusion

The decreased expression of miR - 183 in peripheral blood in T2DM patients is related to the

aggravation of albuminuria and podocyte damage and the short-term progression of albuminuria.
[KEY WORDS] Type 2 diabetes mellitus; Albuminuria; miR-183; Podocytes; Short term progress

2 FUBE PRI (Type 2 diabetes mellitus, T2DM ) J&
B UL N A I P, FEe R T 2 I 2 RO T
SRAE o B PRI B & T2DM UL 5 9045 3 &
Z—, DLETEE PR R S5 B0 PRARAE , Wil 95 1 %
2B A B H IR B B B T RE R A
JL 2 B /N ERYE A B B Y 4 43, T2DM R E 1R N
FRSLAELE ) =PRSS & S 8UR AN M & AR 300 |,
TR /IR B A B R R M R R R A
ERIBFFE A AT RNA (microRNA , miR ) 76 = |
A A 20 B PR E A T, 2RI A A L S B
SIC e AR S A R A0 B miR-183 [ Rk (it Kk
miR-183 Yl 4% =i 5 10 2 44 3, #2878 miR-
183 [ HEZ 5 T2DM &k id B i R IR B 772
ABFFEEAR T T T2DM H S Il miR-183 35
K5 A0 MbR R B R R R R .

1 W&EEFE

1.1 RS

PEFE 2019 4 1 H & 2021 4F 6 H MA] A K )E
TS B e i% 2 2 AT BE iR 9T 1Y 86 1] T2DM f8 4
Y54 T2DM 40, W A B ifE : D15 & T2DM 2 Wikx
HED s @2 WAEBE Y BT RS2 3 B8 — IR ABERT B
IO A A A B PRI REAS T A58 iRzl . HE
bR - D& I8 IR IR 2k 1 & RE 1 B s @At
FRUVBE R 0 B O B i WiR T S
BE @G B SRRt s G MR R
Jy BCIR] A ARG 1 70 5] ft B A TR 4R Sl ke B
T2DM 4t 55 % 48 il | Zc Pk 38 f4i] , 4F 1% (62.31+
9.39) % , BMI( 23.48+5.12) kg/m*; X} & 2 b 53
38 i . L 32 B, 4 i (60.92+9.22) %, BMI
(23.17+4.58) kg/m® WG 41 ] — M BT R L 45 25 = TG
Gt E L (P>0.05) . g A& %5 R E
Po AR BERHZE T2,

1.2 T2DM & A& AR PEAS

T2DM 41 % 2 IRAEBE i ¥ 54T 24 h IR (18R
FIKSE , PPAE 55 1 R ABE I B 11 86 1 R TR BE , 5 vk
WFP 24 h JRAE <30 mg AL HEHIR, 30 ~
300 mg Al iE L8R IR , >300 mg h K H 8 H
PRo MRAESE 2 RABES S 1 IRABE24 h JRAEH
I LT (Scr) (AR AL IFAR F 28 Rt A
JC AR PR R 2 o sl oK AR R VB
FARIE R 2 R HE AR RKE A E AR B N
I Ser BRE I HIW A 11 8 H IR IERE
1.3 A} I miR-183 2235 7K - f A6l

T2DM 4155 1 U e sl R JE 2 (ARG iR
LR AR KL 3 mL. SR FH 4 1 RNA $#2 BGR 7] &
(JE R RAR A T 43 25 A1 & 1 RNA, 2K ] miR cD-
NA 55 —4% & A0 & A UK miR [ #% 5% 8 eD-
NA, & H miR ¢ % 545 50 £ 5 miR-183 1§
U6 [ S ES I B & PCR 2 WA &, miR-183 1Y
#5195 -TAGCTAGCTAGTTAGCTA-3' | Fijif
5149 X5 & S 9, Ue i L5149 . 5" -ATG-
CATGACGATGCTAGCT-3' . Fii#514) :5'-ATCG-
GATATTAGCTAGCT-3'), 1£PCR{X(ABI 7500 %)
I TEOEE B PCR O A5 3 5 A ER il £k 2
PEERERE, L)L U6 ANZ 318 miR-183 (I FRIA K.
1.4 JRAEAHMbR Y i A

T2DM 41 &2 1 IR A B i BUR JR 10 mL, Xt
HEZH ARG I BUR IR 10 mL, 242 2.5 cm 800X g &5 .
5 min, HF 3 R FH I Ao 7 W BfE ) & (it
P4 2 ] ) K PCX | nephrin A8 25 &, [R] B A6 AL
It & & , 71534 wmol AILEF 1 PCX \nephrin 1% i .
1.5 Geitsorik

K F SPSS 21.0 B 4 5 A Bl | i 4 % kDA
(x +5) R~ , AL FLBECR AR ST REAS 1 K 56 2
2 [R) LA ok B R 2R 7 28 408, VAR 1 R i e Y
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s R 22 R H logistic [F1H 34T, F 2R H PR B9 T >R
FIROC 43 #r. P<0.05 N2 S5H Gt X,

2 #R

2.1 T2DM 415 Xf HE 2 41 A 1 miR-183 &35 /K-
F PR R A AR A Y R

T2DM ZH £ & 4M A Ifil. miR-183 ) 32 3k 7K 1K
T4 HRZH , R PCX . nephrin 75 1 25 T X FE4H , 2% 5
HE 45 L (P<0.05), WFE1,

&1 T2DM A 5xFRASNE M miR-183 FRiXKFRIRE
WA EMEEMLE (v£s)
Table 1 Comparison of miR-183 expression level in
peripheral blood and podocyte marker content in urine

between T2DM group and control group (x+s)

205 n miR-183  PCX(ng/p.mol)  nephrin(ng/pmol)
T2DM 4 86  0.72+0.19 12.13+2.94 12.36+3.42
YHRZL 70 1.00+0.25 9.12+2.03 8.58+1.85
A 7.945 7.269 8.308
P 0.000 0.000 0.000

2.2 T2DM 2H oA [] (8 1 R RE B R84 A1 ] i
miR-183 F A 7K S PR 2 bR s ) & i 19 L3R
T2DM 41 R o 18 PR i 1 AR PR R
(40 8 1M miR-183 11 2 35 /K AL F I8 F1 85 1 R AR
%, JK PCX \nephrin 7% & {5 T JC 1 8K 1R 4 (P<
0.05) , H K F & F R B AP A I miR-183 1Y)
FIRACHR T A& H R B, JR PCX  nephrin
S TR A E AR EE (P<0.05) . k2,

*®2 T2DM AR AFEBEARREEERE NI M miR-183
RiEKFREREHEEIFENEENLLER (x£5)
Table 2 Comparison of miR-183 expression level in
peripheral blood and podocyte marker content in urine among

patients with different degrees of albuminuria in T2DM group

(x+s)
29 n  miR-183 PCX(ng/pmol) nephrin(ng/pwmol)
THEMK 32 098+0.19  9.51+2.21 8.77+1.96
M EEEIR 34 0.7620.18°  12.21+2.68" 12.19+2.68*
KEHBEHIR 20 049£0.13°  19.61+3.85" 18.13+4.01°
FAl 24.922 26.844 30.128
PAH 0.000 0.000 0.000

T ST AR LR, ' P<0.05; St R RIEE TEL, P<0.05,

2.3 T2DM 41 41 it miR-183 ik KV 5 % /2 41
bR e I A DG

T2DM #H 4N & Il miR-183 3k 7K F 5 JK PCX .
nephrin 7% i 2 HUAHSE , A 5C R 5510 (r=-0.476
1=—0.300, P<0.05)

2.4 T2DM 4 & H IR 3 5 im IR 958}
miR-183 Rk /KF- SR 2 AR ) K R

T2DM 21 1 8 1 bR 30 2 e £ 3 1 A0 ) o
miR-183 AR IBAKPAR T A R AR 8 35,
I Fe 6] Ser 7K - IR PCX 2t 25 T 18R PR A
JEBH, E S AR L(P<0.05), L3k 3,

*3 T2DM HAZEAREHHERSIERE R .mR-183
RIAKEREBEREDIRERE (W%, (x£5) ]
Table 3 Relationship between short-term progress of

albuminuria and clinical data, miR-183 expression level and

urinary podocyte markers in T2DM group [ (n)%, (x +s) ]

S B ) 11/7 37/31 0.259 0.611
iR () 62.55£12.95  61.48+10.73 0.360 0.720

R 1ML 13(72.22) 28(41.18) 5.499 0.019

W PRI B (4F) 4.01+0.93 3.88+0.75  0.621 0.536
HbAlc(%) 7.24+2.09 7.09+1.68  0.320 0.750
FBG (mmol/L) 7.69+2.13 7.22+1.85  0.928 0.356
TC (mmol/L) 3.31+0.94 3.01x0.85 1.302 0.196
TG (mmol/L) 1.93+0.52 1.8820.34  0.492 0.624
Scr( wmol/L ) 01.31+17.95  82.62+13.48 2.262 0.026
miR-183 0.50+0.09 0.76£0.16  6.604 0.000
PCX ng/p.mol) 13.38+2.52 11.80£2.98 2.061 0.042
Nephrin ng/pmol ) 12.58+3.59 12.30£3.40  0.307 0.760

2.5 T2DM /3 8 A bR JE I 52 g 2 Y
logistic [7] 534

DL T2DM 835 2 15 & A VAR 1 DR J 30 oy PR A
i, DL 2.4 A ge it oF 2 0 miR-183 L i Il
J£.Ser \PCX Jy H 72 &, 1F logistic [M] IF#15Y rh i 47
A3 AT AT miR-183 1 IR 2 T2DM 3 I H
PR K 1 R Ry s R R

Ah JE Il miR-183 3 35 /K F Fl il T2DM & ¥
F 2 F R %0 5 AUC 8 0.935 (95%CI - 0.884~
0.986 ) , Tl il 9 f% £F #% W7 (B4 0.618 , XT 1 [ 7R
Tl 88.24% | FF F ME N 94.44% , P<0.05. UL
F4 E1,

%*4 T2DM 2EBEBREHHERFMEZM logistic
B3 53 #r
Table 4 Logistic regression analysis of influencing factors

of short-term progress of albuminuria in T2DM patients

ESES B ORfH 95%ClI Wald i P14

miR-183  -0.512 0.737 0.503~0.931 6.182 0.003
i L 0.625 1.741 1.312~2.484 5.474 0.010
Scr 0.409 1.302 0.923~2.121 2.011 0.132
PCX 0.714 1.221 0.794~2.574 1.581 0.198
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P bR UENE 60 1] PCa 58 4 MK/ 1L 4 (Gleason PF73>6 43 32 #]) , & 43 4k 20 (Gleason 1 43r<6 4y 28
%)), HEHFIT 4] 50 B AR b4 5 w5 A Ak 2 T2WI S 25 250 ADC {f B2 PSA 7K ; 201 T2WI A6 AF
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PCa 5414, ADC i b ZIK T PCa @404l , 22 S ¥ G 2% 1 L (P<0.05) . Pearson 43715 1} Vertl-
GLNU . 135dgr-GLNU ,45dgr-GLNU 5 PCa 7302 B 22 6 AH G, 5 1T PSA ¥ ¥ IEAH G, ADC H 5
PCa 43k 4 B B ik 2 1F AH 3G (P<0.05) . ROC [l £ 43 #7115 i Vertl-GLNU . Horzl-GLNU , 135dgr-GLNU
45dgr-GLNU , ADC {5 J 164 T Bl F- 6 >3 H X% PCa ¥4 H A B4 3500 4 1, HLIB 4 F00 B % PCa 1
BN & . i T2WIKE A S EUK A ADC {EX) PCa A B AF2 Wi (8, H T2WI K & 2805 g
SRR L K PSA SEIEAHDG , ADC A 5 5 M 43 AL AR B Je PSA 52 IEAHDC R AAAH G
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Value of T2WI combined with ADC value in diagnosis of prostate cancer and its relation-
ship with risk level and PSA

WANG Qingqing*, DAI zhiging, LIU Gaofeng

(Magnetic Resonance Unit, Suixi Hospital, Suixi, Anhui, China, 235100)

[ABSTRACT] Objective To investigate the diagnostic value of T2WI combined with ADC value in
prostate cancer (PCA) and its relationship with risk and prostate cancer specific antigen (PSA). Methods The
imaging data of 60 patients with PCA (Research Group) and 20 patients with benign prostatic hyperplasia
(BHP: Control group) diagnosed by pathology in Suixi County Hospital of Anhui Province from February 2016
to August 2021 were analyzed.The subjects were divided into the research group and the control group.
According to Gleason grading standard, 60 patients with PCA were divided into the low differentiation group
(Gleason score >6 in 32cases) and the high differentiation group (Gleason score <6 in 28 cases). T2WI
parameters, ADC value and PSA level were compared between the PCA group and the BPH group, the low
differentiation group and the high differentiation group. Pearson was used to analyze the correlation between
T2WI examination parameters, ADC value and PCA pathological differentiation and PSA. The receiver

operating characteristic (ROC) curve was used to analyze the predictive value of T2WI examination
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parameters, ADC value and joint predictors on PCA. Results Group Vertical grayscale non-uniformity (Vertl-
GLNU), horizontal grayscale non-uniformity (Horzl-GLNU), 135-degree grayscale non-uniformity (135dgr-
GLNU) , 45-degree grayscale non-uniformity (45dgr-GLNU) and ADC values were significantly lower than
those in the control group (P<0.05), and serum PSA levels were significantly higher than those in the control
group, with statistical significance (P<0.05). PCA poorly differentiated group Vertl-GLNU, Horzl-GLNU,
135dgr-GLNU, 45dgr-GLNU and serum PSA were significantly higher than PCA well differentiated group. The
ADC value was significantly lower than that of the PCA well - differentiated group, and the difference was
statistically significant (P<0.05). Pearson analysis showed that Vertl-GLNU, 135dgr-GLNU, and 45dgr-GLNU
were negatively correlated with the degree of PCA differentiation, significantly positively correlated with serum
PSA, and the ADC value was significantly positively correlated with the degree of PCA differentiation (P<
0.05). ROC curve analysis shows that vertl glnu, horzl glnu, 135dgr glnu, 45dgr glnu, ADC value and
combined predictor have good predictive value for PCA, and the combined predictor has higher predictive value
for PCA. Conclusion T2WI parameters combined with ADC value have good diagnostic value for PCA. T2WI

parameters were positively correlated with tumor differentiation and PSA, and ADC value was negatively

correlated with tumor differentiation and PSA.

[KEY WORDS] Prostate cancer; Apparent dispersion coefficient; Degree of differentiation; Prostate

cancer specific antigen
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Figure 1 histopathological smear of PCA and BPH after

operation
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IR IR B LIRS B Y yaRe 45 BB A A
21X RH 6 X 12 kAT 28], ) Al BEw k7
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ZERIFRAS 3E4T Gleason 143, H. T Gleason 1F4) 2~
4 REE R, 5~7 s FE 4k, 8~9 3 RER K
SRS E . ABFFH Gleason TF43>6 4310
{53464, Gleason PF43<6 431 A= 404 2H
1.2.4 I35 PSA fi#r
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4 32 BB 50 10 min, B0 242 13.5 em |, BUAL I 1E
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S5« B E HE 20143405210 5, BRAET AR IR
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. FH SPSS 22.0 4341, IE 20 A 1A T PRk
RA(x+s) AT Rz . AHICEAT Pearson AHIC /1T,
iz ] ZJT Logistic £ 153 K& 845 , R A ROC [
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2 R

2.1 W T2WI K £ 2% . ADC A S IfiL 75 PSA 7K
e

9% 4H Vertl-GLNU , Horzl-GLNU , 135dgr-GL-
NU . 45dgr-GLNU }2 ADC fi 4 & ik T % | 41
(P<0.05) , IiL7f PSA /K V-1 10 25 = TR IRA, 22 57
H G5 L (P<0.05), W1,

K1 FWEHET2WVIKESEH . ADC ERIE PSA KELLE (v+s)

Table 1 Comparison of t2w1 test parameters, ADC value and serum PSA level between 2 group (x +s)

. T2WI 5 244 ADC {H
21 5] n , PSA (ng/mL)
Vertl-GLNU Horzl-GLNU 135dgr-GLNU 45dgr-GLNU (10”°mm?*s)
W4l 60 37.56+13.68 38.13+14.15 48.04+15.83 47.71x15.82 0.78+0.31 64.34+28.43
X HR 4 20 69.23+16.62 70.34+17.23 88.45+28.21 88.94+28.64 1.35+0.41 16.37+£2.48
tH -8.487 -8.340 =7.993 -8.095 -6.538 7.505
P <0.05 <0.05 <0.05 <0.05 <0.05 <0.05
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2.2 PCafk4rfb4l 5 PCa 43 fb 4 T2WI K6 2 5
B ADC 1 K113 PSA KF L8
PCa it 4> 4k 41 Vertl - GLNU ., Horzl - GLNU .

135dgr-GLNU ,45dgr-GLNU . IfiL 7§ PSA 7K F- 44 i 3%
T PCa i 201k 4H , ADC {8 2 %% T PCa 5 401k
H,EZRHGIHE L (P<0.05), WLE2,

F2 PCafRHP A5 PCamHNAT2WIMESE ADC HER M E PSA K FELLE (v+s)
Table 2 Comparison of t2wl test parameters, ADC value and serum PSA level between PCA poorly differentiated group and PCA

highly differentiated group (x+s)

T2WI K 25 2 4

2151 ADC {H (10”mm?¥s ) PSA (ng/mL)
Vertl-GLNU Horzl-GLNU 135dgr-GLNU 45dgr-GLNU
PCa fltsr L 21 32 46.90+9.39 48.39+9.48 61.90+7.06 61.55+7.06 0.54+0.19 85.26x17.52
PCa 553k 20 28 26.88+9.27 26.40+8.16 32.20+1.64 31.89+1.73 1.05+0.16 40.23+17.38
i 8.286 9.547 21.737 21.652 —-10.961 9.928
P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
2.3 T2WIK#& S 40 . ADC H 5 PCa /- L 72 & K = .
0.8
PSA HHCAE o ,
Vertl-GLNU , 135dgr-GLNU , 45dgr-GLNU 15 N S

PCa /AL B 12 AR G, 5 M7 PSA 4 5 i 35 1E A
*, ADC {H 5 PCa 73 fb 72 BE Al f2 3 1F #H 5 (P<
0.05), W33,

R3 T2WIKRESH . ADCES PCa 3L T2 E K PSA 18
X
Table 3  Correlation between t2wl examination parameters,
ADC value and PCA differentiation degree and PSA

PCa 7 fL 12 & PSA
BgE| n

r {4 P{H r{f P{H
Vertl-GLNU 60  -0.736  <0.001 0982  0.001
Horzl-GLNU 60  —0.782  <0.001 0981  0.001
135dgr-GLNU 60  —0.944  <0.001  0.857  0.001
45dgr-GLNU 60  —0.943  <0.001  0.858  0.001
ADC & 60  —0.821 0.002  -0.386  0.002

2.4 T2WI JKFEEARY 5] P25 . ADC {H X} PCa (1)
UK NIED

Vertl - GLNU ., Horzl - GLNU , 135dgr - GLNU
45dgr-GLNU , ADC {H J 1564 7l (5 -7 6 4551 H X
PCa Y HA B A4Ffl # (6, FLIBEA T30 X 7 XF PCa

0 0.2 0.4 0.6 0.8 1.0
15 5

B3 T2WIREARHSMESE . ADC EXT PCa M HY
ROC Hi%k

Figure 3 ROC curve of t2wl gray nonuniformity parameter
and ADC value to PCA prediction

3 iTig

HHI MRI )iz iz J1 T PCa Wy i2 Wi, {HBF
58 R BLH L MRI 78 % 571 /i 510 i B AR v, 5
WA N E S MR SRR R
IR I A F 7 38 1 T2WT 52 2K JE 1) 20 A IR A4S I
ADC {E %5 8 BB B oAU RE B A T 4500

ARG S5 TR WFIE AL T2WI KR 5] 1
S8 ADC{H ¥ B KT XA . A dr i oy,
T2WT JK 7N Y550 1 (B R AR 3R R 88 43 A1 i AN 45
5] WFIR AL TR R AL S AL S BUR A P/
SEAMEIR . bR 20 A | A ARG T, A L)
B, 20 P A R B AR /1N R IR B0 R A 2 A
i AR HES I A5 AR IR e et S oA

QTR . W4 8 3, 2 B e 5 o TR T2WI 2 KB
F4 T2WIIREARH S %S H . ADC EXT PCa BTN M E
Table 4 prediction value of t2wl gray nonuniformity parameter and ADC value to PCA
IiH n AUC  FbrifEis Cut-off 95%CI ISEL R RS RSB P
Vertl-GLNU 80 0.940° 0.018 51.640 0.905~0.974 0.825 0.900 0.925 0.000
Horzl-GLNU 80 0.925° 0.020 51.600 0.886~0.964 0.775 0.887 0.887 0.000
135dgr-GLNU 80 0.800° 0.034 66.710 0.732~0.867 0.513 0.525 0.988 0.000
45dgr-GLNU 80 0.812" 0.033 64.230 0.747~0.868 0.583 0.550 1.000 0.000
ADC {H 80 0.847° 0.030 0.830 0.789~0.905 0.533 0.588 0.988 0.000
A T B 1 80 0.991 0.008 0.390 0.974~1.007 0.983 0.950 1.000 0.000

H SECA TI H F HL AR 2P<0.05,
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R ESR, HILR AL R AP W
ADC {HJ2: B K 43 FORERRE I kA 5%, ADC
{EBE K 2 TR ELRE I R . PCa B K Y
Az R R AT X HES S A fE] R AR DN K A
PREZ R, Ptk ADC {E¥& /. 1 BHN B AR A7 TE
A AE B, (0 BHN H$5 K £F 2 41 i 45 (7] 5 5 43184
AT 9 B A S A R AR R N B AR IS, R
XF 7K 3 FORHEGE S m e /N2,

ROC [£% 430715 ) T2WI K BEA I 51208k
ADC {EX} PCa ¥ H AT HEAF TN A, {567 T A
FXF PCa B TR AL RE T /57 o A0 B i K R, 70% 224
14 I 5] B8 SH U R 9 AR A1 ST, T AR S A 55 A
R AR R K TR . T2WI 50 GO 4k
AR R AE . T ADC B ] 28 05 41 SR
A ER TN ST S RV N GER (VA 15p s ) i3/ S = I
[ BRI . DR A R R 2 Wi 5 s o

AFFELE R SR, PCa{RoM 24 T2WI KA
YA SRR E W T PCa o L4, i ADC{H 3%
T PCa & 204k, H T2WI K JE A5 2505
PCa 7 AR B GG , RIS E B e o (L R
A, [R5 1055 PSA BIEARSS . 1 ADC (B 43
FEARE IEAHIC , B ADC {ELERALC 88 20 fL R B ARG
YRR e oA A B AR B iy, 5
IEF AL 22 PR HIE T2WI EMGR B
PE S B sk N R LR & A B = g — i T
Y IR R  T2WT RS K B AN 5 4
(A, i PCa fRAME 4] T2WI KA A1 580 B %
5T BHN 41, A Vertl-GLNU ., 135dgr-GLNU . 45dgr-
GLNU 5 PCa /b iz b [AlFE PCa 43 LA
I, Fif o0 200 A58 A e 22, 20 AR HE 91 58, A 48
/N, B, 7K 53R 02 21 R Az 20 BRI
[H It PCa 1K 43 1k 41 ADC {8 W 1K T w01k 4 .
ADC {EHAIR, 7K 7Tk HLRE T8k , Mg 7 f e B b
I, Kl ADC 5 g AR BE G EAH GG R

I3 PSA 2k PCa Mt & Z — o Wh5E 3R
BH, Y 200 6 18 A 9 i () SO ) () i 25 R i 2 44
K, I MRS T PSA , HLIAL# o PSA 7K [K] i ygg
T AR 22 O B T . Rt PCa ik 4
L4 PSA B 3% T PCa i 404kl . [ T2WI K%
R JEE AN 3535 A 4 {1 I P A P 5 3 5 1 348 17, PSA
K- PR g S0 8 8 o o v, Pl D A D

FEAETEM K FR . 1 ADC {8 8 5 1S R R B fg
SR | ZH 2 B RAIC, PR L HERT ADC {5 PSA
AR . (HARMFFE ] RER A A KD,
KAG HAHRZE L

Zi LR : T2WI K A 2400 & ADC {H X% PCa
BABIFSWANE, B T2WI A2 2805 g 41k
FERE & PSA S IEAIE , ADC {55 5 e o3 AL F i
J PSA B IEACR FAH G,
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78 B )L i & RIG AR FFAE 7 B
W xBE LT

(7 ZE] B® 5084 JLISEN /N4 s & (NEC) KNk Fr mi ek &=, FiE /341 2016
3 A & 2020 4F 6 JT A6 5 w7 M X IE 2y SRR B A 19 78 1 NEC B A2 L, DL & R 3 19 100 19
NEC L, T f# S 5]  i 95 Bsf 1] B0 A, LA K S 9 40 A9 L7 ok B A LA 9500 147 B0 [H) 2% i 2
A3, 8 3 logistic M43 NEC By fa & . &R 78 B NEC LA H Brad: LA R s A7 80 3 K,
KIS RIRAE T R, FE 77 LA R I ) T 85 G I (3421.49) Jl , AL B0R 7.5 Ko P &7 KU ™
T N L, 25 5B Go it 55 L (=4.218 P<0.05) , WLIMLAE G5 343 Hr 5 2H 22 5 P 43T 0.05(*=3.574
P=0.059) , FF- 47 logistic —JeIEIIA 50 #T , 7 WML E & NEC & 4 (1 & B I 2 (OR : 13.623,95%CT : 1.496~
124.085, P<0.05) , 577 KU (14 B 2% 77 i f FH 8 28 % 577 JL & A= NEC A #3715 FH (OR : 0.405, 95%CI :
0.188~0.873,P<0.05), i AW AIL H ILNEC LR a4 e LR, i HIEARST & IR, %
J R TR AR o B2 LA IR IBINLAE & 4 A= NEC HISG IS R 2R, Sy KU A+ 35 77 i 7 FH 325 % NEC &
A R EH

[E@IA] SHIEH/NBEE A5 5 el B2 WOnAE ; 77 /i B FH IR

Analysis of clinical features of 78 cases of neonatal necrotizing enterocolitis
YANG Jing, LIU Ying, YANG Li*
(Tongzhou Maternal & Child Health Hospital of Beijing, Beijing, China, 100101)

[ABSTRACT] Objective To analyze the characteristics and risk factors of neonatal necrotizing
enterocolitis (NEC ). Methods Retrospective analysis was conducted on 78 cases of NEC neonates admitted to
our hospital from March 2016 to June 2020, and 100 cases of non-NEC infants during the same period with no
statistical difference in general clinical conditions, The regularity of onset time at different gestational ages was
studied, and the perinatal data and neonatal comorbidities of the two groups were analyzed by single factor
screening.The risk factors of NEC were analyzed by logistic regression. Results The median onset time of full-
term neonates in 78 NEC children was 3 days, most of which occurred within 7 days. The onset time of
premature infants was 34 weeks +1.49 weeks of corrected gestational age, with a median of 7.5 days. There
were statistically significant differences in prenatal hormone use between the two groups (x*=4.218 P<0.05) ,
and the statistical analysis of sepsis showed that the difference between the two groups was close to P value of
0.05 (x*=3.574 P=0.059). Logistic binary regression analysis showed that sepsis was a risk factor for the
occurrence of NEC(OR: 13.623,95%CI : 1.496-124.085, P<0.05), and prenatal steroids use in mothers at risk
of premature birth had protective effect for the occurrence of NEC (OR: 0.405, 95% CI: 0.188~0.873, P<0.05).
Conclusion This study found that the onset time of NEC in term infants was earlier than that in preterm
infants, and basically conformed to the rule that the younger the gestational age, the later the onset time.
Neonatal sepsis is a risk factor for the occurrence of NEC, and prenatal use of hormones in mothers at risk of
premature delivery has a protective effect on the occurrence of NEC.

[KEY WORDS] Necrotizing enterocolitis; Risk factors; Sepsis; Prenatal steroids

KA B w i D AEERR AT T T AR RAHORR A R H A A B (BHTPP202019)
A 45 bR AR M X 3 S0 4R A R LA, AL 100101
*iBAZAEH A £, E-mail : yangli6121@163.com
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R BE 1 /)N 14 45 1 R (necrotizing enterocolitis ,
NEC) &4 L W H B 2EZ —, Z 0T
B L, VLA B vy 2 A R L. HRRE
g IR IR M PR IRAE , IFAE S0 i 1 7 AR )
1RZ2 VL ASAREANZ AT T# Ik R 5. AEFRE,
HH I 5 BB A2 LR FE R L AE NG 1Y SR L AT
I B B W38 R UE , A A SRS AE B A
%o AIESTT NEC 7RI ™ L B &% 2R 1%~
3% ", 7E WA A2 4K (very low birth weight,
VLBW, H A= R 8 <1 500 g) 22 L K 4.5%~8.7% ,
WL A 20%~30% o YRFEAE /N 25 W R
BN FHOT B2 BE NG U A LD A AR 38 TR . B
B THHR K S 7 B A he B, AR AR AR
H L LAY AR AR B AR, NEC # J E R K
FET AR JE F A T AR 38 A6 NEC R
ABESE, H A s B ek R = AR e a2l T,
AWFFER NEC L4793 01 R o B f I R 3R 47
B, B EE BE 2 /5 11 PR s A= X NEC 95 1] 9 5 1 431
REJT, SR BUCA R T i i, 2 5 NEC S LY
PR Y LV ig: o

1 ARSI

11—k

H 2016 4F 3 F 2 2020 4F 6 H 7L L@ X
A% BT A ) L XA 4 8L FP a2 W NEC
T il 78 IR A WSS A WO FLRG I ) A B A ot
G RFEAGORL, K R ABE AR NEC UL
BRI 100 B BEA, HEBRA 7 B A Se R IBHE |
it AL AR UL, AR IR DL b — e BT R
P2 R I PRIEAS SR AR, 22 57 D080 X
(P>0.05) W1, AT E i PAE I b2t
e, A LR RIS RIS

R1 PMARBERBRILE (n(%), (kxs)]

Table 1 Comparison of basic information between the two

groups [n(%), (x+s) ]

5 n Bl (w) R, B (%) ABERBTRE(g)
WMEEdl 78 34.9+3.1 44(56.4) 2456+715
XTHRZL 100 35.6%3.2 56(56.0) 2391659
Xt fE -1.621 0.003 0.624

P1H 0.108 0.956 0.534

1.2 NEC 2 Wikp i
K BUE TF (9 BELL-NEC 432 br i HEA 712 Wt
Kl R 439

1.3 WEHEIR

AL 2H F8 LI R BERE , A2 4% Bl 7™ 199 %6 k) I
A LG IR G O, Gk 5 R A B TR
AR DRV BB S i N R o i 5K U R
99 R I R R DM i | R A £ A A LT
M3 2208 i R B AR LS R R I 48
UL IALAE B0k A AT I/ MR 987
1.4 G205k

K SPSS 23.0 B A #E AT e it 43 Hr o TH T
B A IESS R E L (x£) IEXAER , AFEHIES
3 AN F A LB R A TA) e F ¢ R 5 1A
TR n (%) IEXFm, H Kk, t—2kH
Logistics [FIH43HT, P<0.05 N ZE5H G i2¢ 2 L.

2 #R

2.1 NEC MELLH I 45 543 Hr
211 KR E ST

A LR R R SR A 1R, &g T
A G 10 K R EUR 3 K, REBAr KFE T RN,
HL7 L& ) 8] 95 1IE RS (34+£1.49) i, o %K
S 7.5 K FEAS A NG I R /)N | s B[R] AR G 1) KR
o B IR R LR k. WWE 1,
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Figure 1 Scatter plot of 78 children with NEC at onset
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Figure 2 clinical manifestations of 78 children with NEC
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2.2 UGB

TEPRLAIE R — GRS — B S L T, B
G AR R M IR ST AT B AT L, 43
BT HAth B = 5kt S A= LA 1500 2 75 NEC S/l
R, 253 R, NEC 4772 XU = AT L
B, 2ERAGHEE X (P<0.05), W2,

®2 WMARFHEBILE (2(%) ]
Table 2 Comparison of perinatal data between the two

groups [n(%) ]

Itk ek fons QIR n i P

A i 39(50) 49(49) 0.018 0.895

B RS RTME Y 10/52°(19.2)  22/67°(33.8)  4.218 0.040
HINFH 10(12.8) 6(6.0) 2.492 0.114
AR = I 9(11.5) 10(10.0) 0.013 0.910
I WR IS R 15(19.2) 24(24.0) 0.583 0.445
I 5 30 2345 IF 9(11.5) 20(20.0) 2.301 0.129
21 2 MG 2 5(6.4) 3(3.0) 0.526 0.468
i 15(19.2) 17(17.0) 0.148 0.701

iy If. 3(3.8) 2(2.0) 0.080 0.778

A LER 5(6.4) 2(2.0) 1.240 0.266
RGP il 12(15.3) 11(11.0) 0.749 0.387

A IFI I g 6(7.7) 1(1.0) 3.574 0.059
KT A A 6(7.7) 3(3.0) 2.115 0.146
I /N 2 4(5.1) 1(1.0) 1.432 0.231

VR SRR R R LS, P<0.05 s # 8 8 45 A R LR
T N L
2.3 NEC e H &R 2 H & BlH 3

XA B XU B 2 7 i IR A IR
IMUAE 2 A~ R 547 logistic — 7o A1 437, ik 7=
IMLAE S& NEC A Al S7 £ s PR 2, B IS 1) B
FEIEHTN B E S LR R E . LR 3,

%3 NEC Bk [E 2% =T logistic V3247
Table 3 Binary logistic regression analysis of NEC risk

factors
R R B S.BIH Wald y* P OR{H 95%CI
PERIECE -0.904 0392 5325 0.021 0405 0.188~0.873

WMOMAE  2.612 1127 5369  0.02 13.623 1.496~124.085

3 it

B A LIRS NS i R 2 % A4 T L, ik
AR B i Tl Bir AN, AT K B, /2 A B AR L
FIR I e LT AR S 1R TP AL EOR 3 K, L
R 9 B [B] T TE IR % (34+1.49) JA , iR 7.5
K, ALK Al B = LR R, HRA R IG
BRI s G PRI

NEC Iifi R 45 £ BE v] 2= 38 oy B 70 1) ' fiy 18
W, AT AR BN 2 B AR R SRR R, AN TR AR i A6

LG IR RIS 250, A5 32 A LLLH
FEIB FER N B EG IR R, = LE e H L4
Gy 2R A B REAR TN FEANT 37

M 1964 AF B IR HRIE A , 2 5 FTA AR, 9 R
RIRHLHM A 58 4 B, R EWFFE N NEC J2& i
AN R 2R AT R R T AR R AR
e, 2 2R R EEAERT S . NG IE SRR
AR S NEC & 2B Bl S Al R &=, IR oy B
JLE Wi & E AR, 73 W B R SR s, 5
b sh &z 18 , 4R R 7E B Wl N B0, - AR B R R
B BERE S| & NEC'™ , HoAh N 28 A 46 A g S
N SV AR PRFEAN Y LA P R g
PRIZRAE 3 el 50 gy 8 I R AR A, 30 s 38 25 o
BRI, B 1B B S D) REvES , LR R AL, A
FHEY A B, B RE B SR RIEHI
S5 B R RS I JBE RS SRS B 2l 2R

AMFFE S s P & A 2 NEC 1) 15 6 P &
X5 E AN e — 20 Y WO AE 5™
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o | I A 3 37 1 AR 2 AU A ol ARt A
LN R F 200 i % SR 4 i 3k Y i o 2 g 18 2 g
1, () B i 2 PR AT 1) 3k R A A ] A
i J34h , NEC £ LA BE 57 5 1 8 2 i I8
Jo 3 B B A7 460, TR ZR AL, I E BUR R LTS L
HER T, o R o 4 35 W B 1 i 20, By fE
Ji P I RE T TR S P R I E 51 & )
NEC, if f& NEC B = Hi B WOl A , Y i BE %
i AR R OB o 1T LA 2 I A Y NEC AR 19
TG, LR A 3, FE T R B A

FL P RS B 7 T B R R LA P
A, X F1—I1 Cochrane RAPEN T HA F = KUK 1)
PR HIBE B iR nT s L JLRDS &A=,
[FIHAREAR T NEC A& AR A —2, Kyt
UL TN E R U IR LA B LX) B i R
SHEMENHWER . Bortolin & U IFSL P2/ 45T H2 o
PER AT LA Ko s DAL R L, D7 A AE
FEARIET R AHST R 7= T ER T =N
24~34 JAA AR RS A 045 T S T RR BB KL DT
WEIRTT T R0 7 RINFHR A6 57 Hif) 24 h,
HIZERHA 5 mg/R, 12 h 1 U WUNTEST, 24 v,

2 I RIS o  NEC L, 2 A LA w s
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WL 2 s B T i — PGS %5397 A4 J L i s - 10112
Wi

Bt ihidIE Iem

[ =] B HREM SR ANE SR M8 A (Hb)  ETZ0 g0 H 7 b (Ret% )
I 2B LS % (HDN) W2 W 9 . a3k BB 2017 4F 7 H 2 2021 4F 7 H R RIE R KKt
7 F.BH = B 7 A= JLRHIGA B 5 B8 A= LI 1L FUIL 256 B AU FEAS | 349 1847 41 41 i 28 45 1 B B A B0 £
JLE MR G, FA6 0 H: L35 S ABLZT 2 Hb K Ret% & &, 20 My 1ML = 500528 56 0 100 375 S BB 21 220600 o 7 A4
JLE MR 2 W . &R 256 136 K b5 A<, HDN BH 1 77 6], BHAE 220 30.08% . ELHLIR
5 A-HDN FHYE Y % 42 %75 T B-HDN (P<0.05) , ABO-HDN f& JL P i B 3 56 e W i 56 BH 4% SR 22 7
Giil2E R X (P>0.05) o ST & B Rh (D) REZR i IR & 4 ), & STl fil it o6 45 SR 48 R B, OF
AR Hf12 4 L Rh-HDN . 77 5] HDN 8L 5Pt P 40.26% , iF 2512055 B 96.10% , CH0A I8
FEVE T 100% 5 377 25 iR 56 5 il B 56 [7] A BRYE (5 58.44% , EHTIRES 5 i HOR 56 7] A BHYE 5 2.60% , it
I P S 1.3%, AR LA 2> & 1544 3> & 4. ROC Hhk o, 13 IR0 3 Hb % Ret% i
I HDN FH44: %) AUC 4391 4 0.762 .0.809 ,0.836,, 4518 P K X HDN (U i &5 , ABO I 78
AN I A-HDN (19 & A8 2288 T 18U B HIKRA U5 238 5 A MR T HDN (9 52 012 W KR d7

[EER] HAJLE G ; BHEAPTAIRE AL s fFsile; Bolss; SRR

Value of serological indicators and three tests of hemolysis on the early diagnosis of neona-
tal hemolysis

XUE Song*, XU Shiya, SUN Huili

(Department of Blood Transfusion, Fuyang Hospital, Anhui Medical University, Fuyang, Anhui, China,
236000)

[ABSTRACT] Objective To explore the value of the three hemolysis tests and serum total bilirubin,
hemoglobin (Hb) , reticulocyte percentage (Ret% ) testing for the early diagnosis of neonatal hemolysis
(HDN). Methods Samples from 256 children with suspected hemolytic disease of the newborn who were ad-
mitted to the Department of Neonatology, Fuyang Hospital Affiliated to Anhui Medical University from July
2017 to July 2021 were all tested for hemolytic disease of the newborn caused by blood group antibodies of the
erythrocyte system, and their serum levels were detected. Contents of bilirubin, Hb and Ret% , analysis of the
value of three hemolytic tests and detection of serum total bilirubin in the early diagnosis of hemolytic disease
of the newborn. Results Among the 256 samples submitted, 77 were HDN positive, with a positive rate of
30.08%. The incidence of A-HDN positive in direct antibody test was higher than that of B-HDN (P<0.05).
There was no significant difference in the positive results of free test and emission test among children with
ABO-HDN (P>0.05). In addition, 4 cases of Rh (D) maternal and infant blood group incompatibility were
found in the statistics, and the results of direct resistance test and emission test were positive, and all of them
were finally diagnosed as neonatal Rh-HDN. 40.26% of the 77 children with HDN were positive in the direct re-

sistance test, 96.10% in the free test, and 100% in the emission test; 58.44% were both positive in the free

AR B U N BT R BE SRR B (15011404060 )
& A B B A K S B 5 I B TR 4 e A, 2, B T8 236000
*IEASAEE L BEAY, E-mail : xheroin@163.com
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test and the emission test, 2.60% were both positive in the direct resistance test and the emission test, 1.3%

were positive in the emission test, and the positive rate was compared to combination 2 > combination 1 >
combination 3 > combination 4. The ROC curve showed that the AUCs of serum total bilirubin, Hb and Ret%

for predicting HDN positivity were 0.762, 0.809 and 0.836, respectively. Conclusion Antibody release test
has the highest sensitivity to HDN, the incidence of A-HDN in ABO incompatibility than B ; and combined se-

rological test is conducive to the early diagnosis and treatment of HDNined detection of serum total bilirubin is

beneficial to the early diagnosis and treatment of HDN.
[KEY WORDS]

test; total bilirubin
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Horp E il A-HDN FH: ) & A= % T B-HDN,
2598 52 X (P<0.05) , ABO-HDN H JLH i
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Table 1 Comparison of 77 ABO HDN results [n(%) |

1M 7Y %k EHATA R Ui 25105 R
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B! 31 6(19.35) 29(93.55) 31(100.00)
Pt} 9.429 0.905 0.000
PAH 0.002 0.341 1.000
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Table 2 Results of three tests for hemolysis [1(%) ]

215 Hbus W ool (%)
HE1 + + + 29(37.66)
HE2 + 45(58.44)"
HE3 + - + 2(2.60)®
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Table 3 Comparison of the prevalence of neonatal HDN

at different times (x+s)
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PAE 0.001 <0.001
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Table 4 Comparison of serum total bilirubin, Hb and Ret in
children with HDN (x +s)

21 531 n RHZZE (umol/L)  Hb(g/L) Ret(%)
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2.5 L A AHLT %  Hb K Ret% X #7 4= JLI L%
W2 W

L HDN (B LE S S Rk &, DL HDN FH
PR Z UL L5 BHLT R Hb & Ret% A A 5615
FREXA 221 ROC M4k, 25 R WoR , g SR &K |
Hb J% Ret% i Jll HDN FH 14 () AUC 435 4 0.762
0.809.0.836, W% 5,K 1,

1.0 1.0
0.8 J—F 0.8
iy 06 a2y 06

Eg 0.4 Eﬂ 0.4

= 2 5 "
— B E

0.2 — Ret% 0.2

5%

0 02 04 06 08 1.0 0
1= 54

1 IniE&RELIE (Hb B Ret% Xt 374 LA K B H 2
B B9 IE

Figure 1 The value of serum total bilirubin, Hb and Ret%
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15k

in the early diagnosis of hemolytic disease of the newborn

%5 MiESRABLER Hb K Ret% Xt # 4 LA LK RIS E B NME

Table 5 The value of serum total bilirubin, Hb and Ret% in the early diagnosis of hemolytic disease of the newborn

K 56301 H AUC bRz 95%CI S fEI AHE EAR e RS U RS PiH
1ML 75 A I 2T % 0.762 0.044 0.676~0.848 141.53 0.677 0.688 0.989 0.000
Hb 0.809 0.030 0.750~0.869 164.46 0.561 0.935 0.626 0.000

Ret 0.836 0.025 0.787~0.885 3.12 0.492 1.000 0.492 0.000
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Effects of Compound Danshen Dropping Pills on the Levels of sCD40L and Lp-PLA2 in
Elderly Patients with Coronary Heart Disease and Angina Pectoris

LI Yaozheng*, BAI Baogiang, MA Xiangyang, SUN Yaqin

(Department of Cardiology, Zhumadian Central Hospital, Zhumadian, Henan, China, 463000)

[ABSTRACT] Objective To analyze the effects of compound Danshen dripping pills on levels of
soluble CD40 ligand (sCD40L) and lipoprotein-associated phospholipase A2 (Lp-PLA2) in the elderly patients
with coronary heart disease and angina pectoris (AP). Methods A total of 96 patients with AP admitted to
Zhumadian Central Hospital were enrolled between February 2020 and February 2021. They were divided into
the control group and the observation group by random number table method, 48 cases in each group. The
control group was treated with atorvastatin, while the observation group was additionally treated with compound
Danshen dripping pills. Both groups were treated for 1 month. The clinical curative effect in both groups was
observed. The levels of serum total cholesterol (TC) and triglyceride (TG) were detected by enzyme method.
The levels of low-density lipoprotein cholesterol (LDL-C) and high-density lipoprotein cholesterol (HDL-C)
were detected by direct method. The left ventricular ejection fraction (LVEF) , cardiac index (CI) , left
ventricular end systolic diameter (LVSD) and left ventricular end diastolic diameter (LVDD) were detected by
color Doppler ultrasound. The levels of serum sCD40L, Lp-PLA2, C-reactive protein (CRP) and interleukin 6

(IL-6) were detected by enzyme - linked immunosorbent assay. Results The total effective rate in the
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observation group after treatment was significantly higher than that in the control group, and the difference was

statistically significant (P<0.05). After treatment, the levels of TC, TG and LDL-C in the observation group

were lower than those in the control group, and the levels of HDL-C were higher than those in the control

group, with statistical significance (P<0.05). After treatment, the levels of LVEF and CI in the observation

group were higher than those in the control group, while the levels of LVDD and LVSD in the observation

group were lower than those in the control group, with statistical significance (P<0.05). After treatment, the

levels of Lp-PLA2, sCD40L, CRP and IL-6 in the observation group were lower than those in the control

group, and the differences were statistically significant (P<0.05). There was no significant difference in total

incidence of adverse reactions between the two groups (P>0.05). Conclusion Atorvastatin combined with

compound Danshen dripping pills can effectively improve the clinical efficacy of elderly patients with AP,

reduce the level of inflammatory factors, and improve cardiac function.

[KEY WORDS]
Blood lipid metabolism
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1 ABSHE

1.1 — R

PEHL 2020 4F 2 H % 2021 4F 2 A B JE T thos
B S35 11 96 1] AP BB VE I BEFE AT 5 . 9 A dn
W PR A GO IS 2R 52 25 W0 I PR 5% 48 5 s 0 ) v
AP 2R IE" s ARG A B Z 53R YT 5 I R 78 L 58
BH HBES SRR . HEBRbRE : A I E
OB S E B R A8 O &I PR ;1 T SORS Rl
TR0 R 5 AR AL B0 FR 5 XA B BT A8
2593 g o B B BEAIL 2 56 IR AL R 8%

Coronary heart disease and angina; Atorvastatin; Compound Danshen dripping pill;

Y1, RRLH A8 1. PR R CE RIS R R AR S A
TR E R LG FE X (P>0.05), &1, 48
W75 E ARG Be e B2 51 2 Bt

x1 BHEBEMREN (%), (xxs)]

Table 1 Comparison general data between the two groups

[n(%),(xxs)]

WL 48 36(75.00) 12(25.00)  63.54+5.64  3.98+1.43
XTARZH 48 32(66.67) 16(33.33)  62.23+5.21  4.12+1.56
1y E 0.807 1.182 0.458
P{H 0.369 0.240 0.648

1.2 JRIT

WA 2H B8 3 1 25 T el /IR A0 R 8 9 A
FEAEIRYT o XTHRALZS T BT HE AT B (7 i 44
S AT s 25 AT BRAA R 2
C14202003390) JA797 , 20 mg/d ; 0> 298 K AERHE R
B IR R H b R CLUARAR TR 254 FRA A L 24
T H37021445) , K 0.3~0.6 mg, ELEIRIT 14>
H o MELTEXT AL SR 45 T 2 7 FES L
(B2 RETE PRI, BT %8 Rk
&= T3 245 e A A FR 2w [ 24 1 5 Z10950111)
BER 10 0L, B H 3R IESRIT 1 H
1.3 JrROEm

I ARS8 : S0 I RAEARTI 2 oL 05k ST Bt
PRI MR, H T WA R IR s B3 G ACRERZZ i, O
L/ ST BEITH0.05 mV |, FEIE T AR 50%
Db ARSI L 5 TEs8 1T Ja IR AR AT 2%, L
DHLEERITE L, SARCRA AR S AR,
1.4 Kl g7

BERITITE  BUE RS IE# K0 2 mL, 2.0
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b3 W, SR FH Tt s A 00 i 37 rh A IR [ B (total
cholesterol, TC) | H il = [iK (triglyceride , TG ) , H.#%
Az A %% B g 2 11 IH [ B (low density lipopro-

F2 MABFRKRTRELR [(2(%)]
Table 2 Comparison of clinical curative effect between 2

groups [n(%) ]

tein, LDL-C) . 1= % B Jif 2 11 i1 [ B (high density 4o o B AR R BARCR(%)
- WL 48 36(75.00) 11(22.92) 1(2.08) 97.91
. . 3 ST A M LA =
lipoprotein , HDL-C) /K~F-o K R (& 25 it i XTHRZH 48 30(62.50) 13(27.08) 5(10.42) 89.58
W0 B REFE A , 0045 22 %5 51 1Ml 3 X (left ventricular PR 2.844
P{H 0.092

ejection fraction, LVEF) . .U» JJi #§ %% (cardiac index ,
CI) . Zc.0 & W i A9 N 4% (left ventricular end sys-
tolic diameter, LVSD) J& A2 0> & &7 7 AR HH P 428 (left
ventricular end diastolic diameter, LVDD) %% . #% H
il 3¢ 0 98 35 K I I 3 AT % CDA40 L {4 (soluble
CD40 ligand,, sCD40L) 5 & FIAHCHBE NG A2 (lipo-
protein-associated phospholipase A2, Lp-PLA2 ) |
C J )i % 1 (C reactive protein, CRP) . F1/ & 6
(interleukin, IL-6) , I & #4006 B 3G90 A
(R E/NTET I X S ST A R TGS S Ui e
1.5 ARG

LU 20 B8 E IR T I ) AN R, A A
SR IZE  E BIE NG AT
1.6 Giitsiabs

K1 SPSS 20.0 B A Ay 52 56 B A a4
TERLA (% £5) FoR AT e R, TR R n (%) 3R
IRAT RS DL P<0.05 2 A G L

2 #R

2.1 PRAIm RSF R b 35
RIT IR, WAL B A SOCR B g i X B, 22
SH G FE L (P<0.05), WL#E2,

2.2 WARITHTE MRS K H
P4 ERIT I AR KT LU 2 R e s
X(P>0.05), P4 ERYT S TC. TG Al LDL-C 7K
R R, HDL-C K-35 (P<0.05) . IRIT ),
WMELL] TC TG Hl LDL-C /KK F X} HE 40 , HDL-C
TP X IR, 22 R A Giit 7 2 X (P<0.05) .
W3,
2.3 WAEE IR ORI RES AR
PR IRIT RO IR DI BE S B i 2 7 0 45
A L (P>0.05) . AL H 7YY J5 LVEF . CI K
SEH ETJE,LVDD \LVSD /K1 T & 24 R YR 4
P L (P<0.05), W4,
2.4 WiZH MG sCD40L  Lp-PLA2 /K- A%
YRIT T, P4 S L7 Lp-PLA2 . sCD40L .CRP
FNIL-6 7K e 22 R RG22 2 L (P>0.05) . iR
I7 5, WLEZ4H 5 3 I3 Lp-PLA2  sCD40OL . CRP #il
IL-6 B B AR T XY, 2R 65 2%E L (P<
0.05), W5,
2.5 PHALBEALEIRTT RN RN HLER
P R TR YT RS B RN b3 25 55 6 5
¥ L (P>0.05), W6,

R3 WHEBREFBRTAEMAEKFELLE (x+s, mmol/L)

Table 3 Comparison of blood lipid level between the two groups before and after treatment (x +s, mmol/L)

5 . TC TG LDL-C HDL-C
AYTHT HIT )R IRITHT HITIR IRITHT AYTHT RITHT RITHT
WEEAL 48 5.78+0.51  4.55x0.39 1.92+0.38  1.33+0.23 3.79+0.82  3.79+0.82 1342031 1.34=0.31
XA 48 5.642048  3.57%0.35 1.88£0.35  1.5620.26 3.68+0.76  3.68£0.76  1.36x0.28  1.3620.28
2i: 1.088 10.976 0.536 4.590 0.682 0.682 0.332 0.332
PAH 0.279 <0.001 0.593 <0.001 0.497 0.497 0.741 0.741

x4 WMABRFBTAIROINESHLLE (v+s)

Table 4 Comparison of cardiac function parameters between the two groups before and after treatment (x +s)

15 LVEF(%) LVDD(cm) LVSD(mm) CI(L-min™"-m™)
YT TR YTl TR YT TR YTl TR
pUE 2=\ 48 40.853.85  51.01%4.23  576x054 422043  47.03£3.68  37.44+3.32 3124064  3.64x0.55
X I 48 4021x4.01  47.23+3.68  5.88:0.66 5.01x0.51  46.94x3.54  40.23+3.17 3.24x0.60  4.01%0.58

HE 0.798 4.671 0.975 8.205 0.122 4.211 0.948 3.207
PiE 0.427 <0.001 0.332 <0.001 0.903 <0.001 0.346 0.001
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x5 MWMARFEMTE sCDIOL.Lp-PLA2 K FELLE (x+5)
Table 5 Comparison of serum sCD40L and Lp-PLA2 levels between the two groups (x+s)

o . Lp-PLA2(mg/L) sCD40L (ng/L) CRP(mg/L) IL-6(ng/L)
TRITHT TRITHT VRITHT BT A VRITHT BT IR TRIT T BT R
WA 48 263.42+31.57  263.42+31.57 468.24+36.28  284.45+14.65 6.84+1.55  3.22+0.51 9.86+1.47 3.35x1.12
XTARZH 48 261.56+31.13  261.56+31.13 461.53+36.33  358.21+15.32 6.79+1.52  4.87+0.46 9.91+1.49  5.01£1.15
tH 0.291 0.291 0.444 24.108 0.159 16.645 0.165 7.164
Pia 0.771 0.771 0.658 <0.001 0.874 <0.001 0.868 <0.001

*o MABEFERTHEAIRRMIEE (%))
Table 6 Comparison of adverse reactions between the two

groups during treatment [1(%) ]

A n K e BEBEAE BARNER
WEEd 48 0(0.00) 1(2.08) 1(2.08) 2(4.16)
YR 48 1(2.08) 0(0.00) 2(4.16) 3(6.25)
P! 0.211
P1a 0.646

3 it

AP TGl R AR 2, R AE F 2 H T i fs AR
LG P B S RE T [, LDL-C 18 i 32 45 (1 1 J
HEAERE YRR 76 IV 4T B 43 0 O AR 22 A4 K IR 7
FIBE 98 A 5 B VR TR 328 I8 W 5 4% 80, 24 i T
7 LT 4 B 96 78 B 4T 4 BB, DA T S BUE kA
s L 9, 47 AP BRI, K KR B
B T B, 5 5 KR LS O WLEEBE , 51 & 3t
T FIERT L, i BRI AP & AR A
I DAY 1l B A A8 = 2R 7 TR

AT LSRR BFE AT T B A 2 5 HH 20
JURTHCEHGE AP BF AR . B S AL
BN bR e I ol O M= Rl | 2 L
IR IR B VR I R 5 A0 I o S8 e e
OBIEE" . BTSSR, PR AT T 45 A B A
52 J7 PYS I AIRYT 7 58 AT KRR PR 55 1R Do A A%
A IFE g £ % TG . TC .LDL-C 7K, #&/5 HDL-C
KV ARk Mg . IR BFIE B, BT A
VTS 7 BCA B PF2 JURT A ROR R 58l bk o i
1 Ak £ 3 A K- D BEHIE B, X B F 5T
PR AR FEARAL T 85 B 36 52 07 P S 3 AUXT R
MAEA RAFHIVER , 54 SCIF 58 FEARMAT

AP FEH KRS S R D IE DI RE . AL
A A O IR Sh RE B KL, 45 R WoR , B4R AT
J&i LVEF . CI /K- |- JF,LVDD .LVSD /K1
K UL 2H LVEF | CL 34 i B A T-%F 41, LVEF |
CU/IMIR FE R T X5 BB 4] . LVEF J& I Wi0 1 5538
FRU T FHRAE 2 — 5 I IR L CLZ 0 IR AR fh 1 45

B, TR B AATE S o AR SCIF SR 45 2R
R, BB R TTH G &2 05 FHS i JLIA T AP RS
AT AT AR R A O DI B, AT AR O TR A%
REAEAF ST B, BIFE AR T T 85 F A B 7 PESE AL
AT e 0 I e B ILAE S8 25 LVEF .CO . CLUKF-,
K% (I LVEDD 7K, A 8038 5 O gtk
INABFSESR , 52 P S UG BT AR A T T AT A A%
M S U B O R i IE FR O T g, X SE
S FRWIBTFE AT 55 86 2 7 FH S ALke
RO OO T RE S SO EAAHAT

ARG G R W, WEH B IR IT S %
Lp-PLA2 sCD40L,CRP F1 IL-6 7K B K F % it
2H . L R I Lp-PLA2 K- 5474k IR b B
LFHENR R BEARC , LA RO BB RSk FE AL
BEHURZS" . sCDAOL LA A 7, BN 11175
SR FIE S, AL AP B ERE &
Jé BRI R, e ORI RIS T 5 , sCD40L
FOEIL TR, IF H LR AIKT- 5 B3 90 v A
K, ARHREERITR R HBTFEAAMT TE G R
ZHIRIT AP JBE PTAREAEH RAEK T

25 E TR R BT b VT B & 52 05 P12
FIBYT AP B E HA A 8OR TR I AE 7K
S G ERO NETRE R S RN, B
A, ATTEIm AR e T

5%
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B T 5% A 45 PH - BEL BT W 000 % A i 7Y 5 IR
GERD 12 Wi fii

FE G LR

[ ZE] BH RSP a RS 24 /N PH-BEHT WX s 805 R 8 &4 SOm
%5 (GERD) FUIZWi (. 3% 1EH 2018 4F 7 H & 2020 4F 7 H LIFG BT 28 = A F BE B oA iy A1 Mgl e
AR GERD 3 150 1] (g (51121 ) , Xof RRZH 150 f51) C [) A fl AR R 35 ) o 9 81 2L JFE v JBE e 1k 45 4R (EE) 4 32
B AR BE R 2 30 (NERD ) 4H 118 4], % HR 20 (R ARG ) , 34947 9 /0 BRI s 24 /NI &4 PH
BEATC W, W SR N A B3 L B A A 25 T, BRI T R i R B RIS 24 /N &4 PH-BHBUAS U X
e M AVER GERD B2 W M PRI, G5R  — AL ai il B (CFA) (o 40 B3 (DIC) AR R i 3%
Z B E L (P<0.05) , HitP EE 41 .NERD 4 CFA . DIC it T-%f B4 , 22 A5 Bii 2% L (P<0.05) , H.
EE 2 CFA .DIC {£ T NERD 4 , 2% 5/ 4832 5 X (P<0.05) . EE 41 .NERD 4 % B 2H pH<4 B/ IR K
BT EHE bR bR RS EOI IR UG , 25 5 G2 L (P<0.05) , ol EE 41 \NERD 41 [iR48 R
YW T B4, HLEE A48 PR 280 W1 = T NERD 41, 22 345 i34 7% X (P<0.05) . B4l (EE
41+NERD 41 ) FI%T BE2H 43 5112k FHIR A Rk (8 23 HE 3 (A8 DN AR 36 45 24 /D 248 PH BT W 0 ) 12 3K
B PPAG , R A =83.58% | 5 B =90.36% , #E T 3 =87.33% , kappa {H=0.743, 51 ®E/OPREE /L
B 24 /NI PH BT Wt R SURURE IR GERD 2 iz i A v , FLAG T2 % 48 DH-Meester F2/
25301 24 /N8 PH-DeM, H—E F A Bh PR32 = T X JE B AL R GERD HUIZ W i ok , o E A g
R GERD ) KBS Wi Fia F e it 5%

[EA] SaPEREBENE; 24 /M4 PH-BABTIEN ; GERD; 24 /A PH-DeM i

Value of high resolution esophageal manometry combined with 24-hour esophageal pH im-
pedance monitoring in diagnosis and evaluation of atypical GERD

GU Yue*, LEI Ge, FAN Xiao

(Department of Gastroenterology , Nanyang Second People’s Hospital, Nanyang , Henan, China, 73000)

[ABSTRACT] Objective To investigate the diagnostic value of high - resolution esophageal
manometry combined with 24 - hour esophageal pH impedance monitoring in patients with atypical GERD.
Methods From July 2018 to July 2020, 150 patients with GERD with atypical symptoms (case group) and
150 healthy people (control group) were enrolled. case group, including 32 erosive esophagitis (EE) and non
erosive reflux disease (non erosive esophagitis), 118 cases of NERD (group B) and the control group (Group
C). The results of electronic gastroscopy were collected and compared to explore the diagnostic and evaluation
value of high - resolution esophageal manometry combined with 24 - hour esophageal pH impedance test in
patients with atypical symptoms of GERD. Result The CFA and DIC of the EE group, NERD group and the
control group increased sequentially, and the difference was statistically significant (P<0.05). The CFA and
DIC of the EE group and the NERD group were lower than those of the control group, the difference was
statistically significant (P<0.05) , and the CFA and DIC of the EE group were lower than those of the NERD

AR A 2018 557 & 4 B FAH SCX X (2018020985)
Ve ds . T % AR ERE KA, 7T d, & [\ 473000
*EAEAEE %, E-mail : dvwhf4@163.com
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group, the difference was statistically significant (P<0.05). In the EE group, NERD group, and control group,
pH <4 times/time, and the parameters of the longest reflux time in the upper and lower electrode parameters
decreased in sequence, the difference was statistically significant (P<0.05). Among them, the above indexes of
EE group and NERD group were significantly higher than those of the control group. And each index parameter
of EE group was significantly higher than that of NERD group, the difference was statistically significant (P<
0.05). The case group (EE group + NERD group) and the control group were evaluated by the combined
detection method (high - resolution esophageal pressure measurement combined with 24 - hour esophageal PH
impedance monitoring) diagnostic test, sensitivity=83.58% , specificity = 90.36% , accuracy = 87.33% , kappa
value = 0.743. Conclusion High - resolution esophageal manometry combined with 24 - hour esophageal PH
impedance monitoring has a higher diagnostic accuracy for atypical GERD, and is better than traditional DH-
Meester integral analysis of 24 -hour PH-DeM alone. The accuracy of the diagnosis of GERD with atypical

symptoms is improved, and reference is provided for the timely diagnosis and treatment of GERD with atypical

symptoms.
[KEY WORDS]
monitoring; GERD; 24-hour ph-dem method

H & % = i #4 (Gastroesophageal reflux dis-
ease, GERD) 248 H T N EW R i A B &
| R0 A5 0 R P T A, L B R RO e
ORI R o B2, #4312 GERD M Jf
TS RLRE AR, AR B R A SE B AR A
P B A AMEAR , DB B2 W 5G9 AR —
JE WIME ., A SCETEIR D = 20 BRI RIS 24
/BB PH-BH B I = ML B RE R GERD /912
Wr S PEAG 1A

1 RS

1.1 IR

VEH 2018 4F 7 H % 2020 4F 7 A LAmg BHTATAS —
R B i (1 F 1 4L 5E Bk GERD 83 150 1] (s
W20 ) , Horp JBE £2 P B 4 & (Erosive esophagitis
EE)#H 32 {4 . 4E BE £ 14 [ i 7% (non-erosive esopha-
gitis, NERD) ZH 118 {41, , £ XJ HR 41 150 45i] ( [] 15
fe FRRAS 3, ¥ o R MR 24 /N
PH BHHT WL ) , HL¥5H 58 38 11 AR 99k, A0 45 115
. e fldl B v 85 B Lotk 65 i, 247 i
(46£4.5) % 5 X FE 20 150 191 ( [) 300 fakt R (A4 ) , 5
PE 80 19 2 ¥ 70 4], - Y44 (47+3.5) %, PHAH A
FEXT LA WE PERI A, 22 R G T2 L (P>
0.05) . FRBIHM AR O H LT H 5
(Olympus260 ) 4 25 4% H 4 12 9F #i B 5E Ik GERD,
B Y RS ANE | R | K
WSRO ANTE s IR R @— A LY
TC i S Wi sh 11 259 R 259 ; QA BE

High resolution esophageal manometry; 24 - hour esophageal pH impedance
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Z SRR . HEBRBRAE™ O™ 500l 5
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B RER I B AR T AL SR A 2 AR 24 /)
I pH-BHAT W5 55, 5 150 1] A 35k 52 % 7 M EE 41
SAEBER R I B4 (NERD 2H) , T A B % 17
PR N JTBETI A E |, 24 /N PH-DeM
I 5 5 2 % B A A 1E A I IRt B A
(XFHRZR) A7 70 PR 8 R T BB 5D A o
1.2.2 Kl Jr ik

(D >k H Givening Imaging /\ ] ManoScan360™
AR EAL . 2 KA REEE 6 h BER
M IE HL A A — M S LA A R T B AL,
S [ E SR A AR B, W S8 AR i sl 7 I sl 1
DT E B0, [Fa R EF B R 1 5dE. =
J& R AE WA EHE 8% 5 mL I K A DB VR s 3
B ST — IR RS, R A 10 Ik, WSS 5 43 Pt
R R A8 bR, B 004 AT 9T 3 B (contractile
front velocity , CFA ) . it 3t Y& 45 £ 43 (distal contrac-
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KOE) B2, E T EEFHLHNL(LES) 5 cm 4k
IE ARSI s AN 422, i 22 W 24 /N, 58
U B0 SR AN I SR ) R A PR AT 0 T
(324 /NE} PH-DeM 72 : 5K 114 48 DeMeester F437%
43 HT 24 /NI PH-DeM , DeM FU43 K T 8545 T+ 14.87
43 BURE IR 38 BOR T 8055 T 50% Sy W i BH A [ B
HR B BT ZR ECRE S 3 B BH AT
1.3 g

2 2 2 00 G2 R o HE R B I A CFA
DIC ZE b1/ &t , pH i s A Wil 24 /e & 45 pH-BH
PrWEIFE bR PH <4 WE e K SO ]
1.4 Git#rik

K JH SPSS (PASW ) 17.0 88 iH-2# 1 1F A7 808
AP BRI R n (%) T, K5 R
BERH (x£5) Fom , AR K5, 241 2k H
AR 22 43 B Kappa — 201 43 #1 , Kappa=0.75
W — B AT 5 0.75>Kappa=0.4 P & — 80—
% ; Kappu<0.4 P 35 — B M8 25 . LA P<0.05 0 2
SAGZIEE X,

2 HR

2.1 =4H % CFA .DIC /K b4

EE 4 \NERD 41 . X F2H = 44 CFA . DIC 1Kk
W, 22 %A g1t X (P<0.05) , Hov EE 4 |
NERD 4 CFA .DIC X F Xt B4, 22 R A G it
X (P<0.05), H EE 4 CFA .DIC f 7 NERD 41 , 2%
SAEG IR E X (P<0.05), W1,

&1 EEZ.NERD A MHREEE CFADICKTELLE (v+s)
Table 1 Comparison of CFA and DIC levels in EE group,
NERD group and control group (x+s)

205 %% CFA/(cm-s™) DIC(mmHg-s+cm)
EE 41 32 1.16+0.22 227.0+40.26"
NERD #1 118 1.68+0.26° 356262.06"
X RE 21 150 3.48+0.60 1759+658.01
FAH 160.445 186.330
PiA 0.001 0.000

T S IR LR, °P<0.05 5 5 NERD 4 6%, °P<0.05

2.2 A 24 /NS pH-FHAT NI 5 FR K-
oA

EE 4| .NERD 41 . % B8 41 pH<4 REUIK e
TSR AR L R A S EEIIR G, 25 5 A 5
28 X (P<0.05) , HH EE 41 \NERD 4 L it 4845
YRH B X BRA, H EE 45480 S50 B s T
NERD 4, 2 5 A Geit2# 5 X (P<0.05), WL3k2,

®2 3HEEHE24/NNRE pH-PEFEIEFRKTELLE (x+s)
Table 2 Comparison of 24-hour esophageal pH-impedance
monitoring index levels of patients in EE group, NERD group

and control group (x+s)

A5 pH<4 YRR B < I Y ] fmi
Z n
. Tl Rl Bk Rk

EE4]l 32 28.46%5.88" 98.00£9.98" 1.68+0.88" 13.88+5.02"
NERD £ 118 38.22+8.87" 78.80x12.64" 0.86+0.52" 9.06+3.86"

XTHRZH 150 8.02+1.04 22.46+4.08  0.1120.06 0.49+0.21
FA 342.002 426.006 70.001 169.501
P{H 0.000 0.000 0.001 0.001

0 X IR LA, P<0.05; 5 NERD 41 [b#% , *P<0.05,

2.3 Wil 4H 24 /NG PH-DeM ¥ 5 B 4 46 T 5212
WA 8 A7

I3 19120 (EE £H+NERD £ ) FI%f B 25 43531 5% FH Bk
BRI (o BRI R B G 24 /N 298 PH
BHAT I ) 2 W 56 PEA , R A =83.58% F5 5 =
90.36% , fEW1%=87.33% , kappa {H=0.743., WF 3.,

£ 3 JABIE 24 /MK PH-DeM i 5B &KL BT
MEERE
Table 3 Evaluation of the diagnostic value of the 24-hour
PH-DeM method and the combined detection method in the

case group
24 /NI PH-DeM ¥ (S %2 WibnifE)
KA R A1
IR (1) FE(+) i
FHM: 112 () 16 (B FHME) 128

[iRES 22 (BB ) 150 (BB M) 172
ait 134 166 300
3 it
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S E A B S BERE , E A R
B R E AT R, 5 A S A AE
R FRFNIERAEY . HAET, GERD & bLfil 15 A 5¢
LW, BE KR IIER ZHE

A3 R I S W5 8 W T R T BH L AR
58 #2718 , EE .NERD £ 3 CFA .DIC /K281
H EE % CFA .DIC /K F- WX F NERD &£ # , i}
P ATE S s A e B 22 5% fF7E LES T)
AERRAT . X AR SEF FEARAT

HNAEY . ERRE BN
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41 MACE %t ; /0 Mr i i MACE &4 I fEfe N R, R XJ”,T\ZE%%MIF Endocan 7K - b & T-%F
W, Vaspin 7K T W] WAIG T X0 B4, 22 5 Ge it 22 1 L (P<0.05) . W40 MACE 2 & A4 %5 29.03% , ]
TR IR 5.22%, 25 A Gt #E L (P<0.05) , &/ MACE Lﬁﬂiﬁii MACE #£J1] 4:1#% .HDL-C
cTnl . Gensini fR4> 11 48 22 RIS 2F & X (P>0.05) , & 4= MACE H 3% FPG . TG .TC .LDL-C .MIF,
Endocan 7K VB . 5 F R & 4= MACE 4, Vaspin ik R &= MACE 41, 22 57 H G124 8 L (P<0.05) . %
Logistic 53 ¥1 % ¥ , FPG .\ TG , TC .LDL-C .MIF . Endocan . Vaspin "N 5 Wil SAP & JF & Ifil & 8 # & 4= MACE
A ST f B PR 25 (P<0.05) . 4518 MIF . Vaspin . Endocan 7K V-5 SAP 4 3 & I /& 2 MACE %5 Y1) 43¢,
BCATAE A 0 MACE & 2E B HT BL 53 F-Fn ), X 8 35 15 KU A R 2 2% 0
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Correlation of MIF, Vaspin, Endocan with main MACE in SAP combined with hypertension
WANG Shangming'*, MA Liying*, YANG Lu'

(1. The Second Department of Cardiology , Tangshan Hongci Hospital, Tangshan, Hebei, China, 063000 ;
2. Department of Respiratory Medicine, Tangshan Hongci Hospital, Tangshan, Hebei, China, 063000)

[ABSTRACT] Objective To analyze the correlation of macrophage migration inhibition control factor
(MIF) , endothelial cell specific molecule - 1 (Endocan) , visceral adipose tissue - derived serine protease
inhibitor (Vaspin) levels and major adverse cardiovascular events (MACE) in stable angina pectoris (SAP)
combined with hypertension. Methods The clinical data of 124 SAP patients with hypertension admitted to
Tangshan Hongci Hospital from January 2020 to January 2021 were selected (observation group) , and 115
patients with simple SAP were selected (control group). The levels of MIF, Vaspin and Endocan were
compared between the two groups. The incidence of MACE was compared between the two groups. The risk
factors affecting the occurrence of MACE were analyzed. Results The MIF and Endocan levels in the
observation group were significantly higher than those in the control group, while the vaspin level was
significantly lower than that in the control group. The difference was statistically significant (P<0.05). The total
incidence of MACE in the observation group was 29.03% , which was significantly higher than 5.22 % in the
control group (P<0.05). There was no significant difference in gender, age, HDL-C, cTnl, Gensini score
between MACE and non-MACE parents (P>0.05). The levels of FPG, TG, TC, LDL-C, MIF, and Endocan
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VA5 1 E L A E RS A, Tk, L 063000
2. L SR B R AER AR, AT A, L 063000

*iBAEAEH : 259, E-mail : wangshangming2014@163.com



© 326 - NTEW SR ARG 202242 A

14t 2 I Mol Diagn Ther, February 2022, Vol. 14 No. 2

in MACE patients were significantly higher than those in the MACE-free group, and vaspin was lower than

those in the MACE-free group. The difference was statistically significant (P<0.05). Logistic analysis showed
that FPG TG, TC, LDL-C, MIF, Endocan, and vaspin were independent risk factors for MACE in patients

with SAP and hypertension (P<0.05). Conclusion

The levels of MIF, vaspin, and Endocan are closely

related to the occurrence of MACE in SAP with hypertension. They can be used as new molecular markers to

predict the occurrence of MACE, and also have important reference value for the prognosis risk of patients.

[KEY WORDS]

events
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fif FOE E 8] &2 2 MACE 100, 46 - AR
w1 O RE ALO SO AR B O DLER
HE O TRTESET A
1.3 HiteEnik

K SPSS 20.0 GEitHlF s B e, HHEBORE
FH (x£5) IR AT K50 THECFEORER FH n(%) 320
17 YK, RHZHER &M Logistic MIHA AT
HRHE R T, UL P<0.05 B 2EFBA G4 L.

2 #R

2.1 W4l MIF , Vaspin .Endocan [t%%
W2 20 Hi 3 MIF . Endocan 7K F-BH i = F X Ig



NTEWERIrel 20224E2 4 5144 4528 T Mol Diagn Ther, February 2022, Vol. 14 No. 2 - 327 -
2l , Vaspin 7K AR FXT R4 , 2R H F i = R3 MBAXESKEEMACEABEELSRILE (ves)

X(P<0.05), WHE1,
&1 WhiLH MIF, Vaspin,Endocan Eb % (x+s)

Table 1 Comparison of the expression levels of MIF,

Vaspin and Endocan in different populations (x +s)

A3 iy fﬁ‘ﬁﬁii’i
X} HE 20 115 1.62+0.55 4.36+0.87 2.15+0.15
WL 124 4.41+1.49 2.84+0.69 4.08+1.62

15 18.918 15.018 12.723

P <0.001 <0.001 <0.001

2.2 W4IERH MACE k/ERHE
WEEZH MACE & 5420 29.03% , B ik 2 T3
MR 5.22% , 25 GEi L (P<0.05), W32,
®2 WAEEMACERERILE [n(%)]
Table 2 Comparison of the incidence of MACE between the
two groups [7(%) ]

g 284 o (tE .

MACE ¥ (X:zhélzf) (Xj:ug) 7 P

NN PRy 4(3.23) 1(0.87)

NNIE 3] 4(3.23) 0(0.00)
AEEMLLE  25(20.16) 5(4.35)
OO 3(242) 0(0.00)

LIRS 0(0.00) 0(0.00)

At 36(29.03)  6(522) 2336 0.001

2.3 WMEH KA 5K KA MACE 4 # FE L W
B

124191 f8 35 Y R 7, Hov & 2 MACE 36 ],
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Table 3 Comparison of baseline data of patients in the

observation group with and without MACE group (x +s)
K'EMACE A%/ MACE

AT (n=36)  (nesy)  AMOEPHE
PR (1) 2115 48/40 0.068 0.793
AR (%) 61.35+3.21 60.58+3.16 1226 0.225
FPG(mmol/L) 5.97+1.57 4824120  4.299 <0.001
TG(mmol/L) 1.82+0.11 1.06:0.31  14.316 <0.001
TC (mmol/L) 5.26+0.58 4.11+0.36  13.373 <0.001
HDL-C(mmol/L)  1.16+0.22 1.21£0.14 1514 0.132
LDL-C(mmol/L)  3.89+0.58 2.63+0.55  11.397 <0.001
cTnl(pg/L) 4.16%0.58 4.09+0.87 0443 0.658
MIF (ng/mL) 5.90%1.57 3.81£1.62  6.578 <0.001
Vaspin (ng/mL ) 1.03+0.15 3.59+1.58  9.680 <0.001
Endocan(ng/mL)  5.16x1.85 3.6420.81  6.380 <0.001
Gensini F143 23.14£325  22.61x3.11  0.850 0.396

[\ P45 Y 43 #r v % 38, FPG . TG . TC .LDL-C .MIF .,
Endocan | Vaspin b 52 i SAP 4 Jf & IfiL & B8 38 & A4
MACE #3l~7 fa i R 2 (P<0.05) . W3R 4,

3 it

Sy W BEHTE B I AE P 18 P A R I 2 |k
SEEIR B Ik o3 R B Ak B 5 B RL Y L BFSE R L TE )
4/ S BE B b ) 5 1 0 B TS AL AR B B R R
P 200 A e R B0 Ik ok B R A s B AR R o 2 R
BLAVER, AT A2 2E S B R AL BB IR, 5 96009
A RJET . MIF i 2309 Fa ik - FE 41 ik
K, FEIE B 00 MIF /b 363k, 78 B4 L Bl if
AMMEEIREASHE LW T HEETHE -
PA L DA SE A i AR 4 B & B MIF 3Rk 7K
AT O S0 0 BB D T BB TR SR S
AWFFT 45 H Kk B, MIF 7£ SAP & I & IfiL i H 3 v
FEIR W B T R4l SAP &, i & 4k MACE & b
Hi ek LB B34 A0, MIF 2 520 SAP & I i 1M &
% MACE 2l 37 /5 B8 2 | 412 8 408 1l MIF 26
KA RTRERT oA SAP & I 131 I e Ay JRURS: i J3E P A
RHEE%,

R4 RMSAPEHBMEREREMACE EEEST
Table 4  Analysis of multiple factors affecting the occurrence of MACE in patients with SAP and hypertension

HEEX T AE MUHZEE  ARifEER Waldyf ORMH 95%CI P{H
FPG 0=<5.97(mmol/L) ; 1==5.97 (mmol/L ) 0.369 0.157 7.985 1.446 1.063~1.967 <0.001
TG 0=<1.82(mmol/L) ; 1==1.82 (mmol/L ) 0.399 0.178 7.596 1.490 1.051~2.112 <0.001
TC 0=<5.26(mmol/L) ; 1==5.26 (mmol/L) 0.442 0.189 6.031 1.555 1.074~2.253 0.001
LDL-C 0=<3.89(mmol/L) ; 1==3.89 (mmol/L ) 0.516 0.221 4.165 1.675 1.107~2.533 0.023
MIF 0=<5.90(ng/mL) ; 1==5.90(ng/mL) 0.509 0.201 4.331 1.663 1.121~2.466 0.018
Vaspin 0==1.03(ng/mL) ; 1=<1.03 (ng/mL) 0.462 0.136 5.169 1.587 1.215~2.072 0.002
Endocan 0=<5.16(ng/mL) ; 1==5.16(ng/mL ) 0.336 0.118 9.874 1.399 1.110~1.763 <0.001
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Influencing factors of the outcome of intravenous thrombolysis in stroke patients and the
predictive value of MPV and RDW

HUA Jun*, LI Hu

(Department of Neurology, Huainan Eastern Hospital Group, Huainan, Anhui, China, 232000)

[ABSTRACT] Objective To explore the factors influencing the outcome of intravenous thrombolysis
in stroke patients and the predictive value of MPV and RDW. Methods 102 cases of stroke patients collected
from the Department of Neurology of Huainan Oriental Hospital Group from January 2019 to December 2020
were selected and treated with intravenous thrombolysis. Six months later, the MRS score was divided into 76
good patients (MRS < 1 and = 0) and 26 poor patients (MRS = 2) ; the univariate effect of transposition ;
multivariate effect of regression after stroke vein thrombolysis and the predictive value of RDW, MPV on ROC
curve. Results Before treatment, gender, age, smoking history, alcohol history, CHD, hypertension, SBP,
WBC, Hb and PLT were not significant (P>0.05). After treatment, DBP, hyperlipidemia, NIHSS score,
RDW and MPV in the good outcome group were significantly lower than those in the poor outcome group, and
the differences were statistically significant (P<0.05). ROC curve analysis showed that RDW, MPV and
combined diagnosis had predictive value (P<0.05), and hyperlipidemia, DBP, RDW and MPV were adverse
factors affecting stroke outcome (P<0.05) ; hyperlipidemia, NIHSS score, RDW and MPV were significantly
lower than those those in the poor outcome group (P<0.05). Conclusion Both RDW and MPV can be used as
indicators to predict intravenous thrombolytic regression in stroke patients.

[KEY WORDS] Stroke; Intravenous thrombolysis; MPV; RDW; Influencing factors
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Table 2 Multivariate optimal scale analysis of stroke outcome
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Table 3  Analysis of the efficacy of RDW and MPV in diagnosing stroke outcome
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Correlation between plasma fibrinogen, glycosylated hemoglobin and the course of diabe-

tes in elderly patients with type 2 diabetes
CHEN Jingxian*, SUN Jie, FAN Wenhui
(Cadre ward, Maanshan People’s Hospital of Anhui, Maanshang, Anhui, China, 243000)

[ABSTRACT] Objective To analyze the correlation between plasma fibrinogen, glycosylated
hemoglobin and the course of diabetes in elderly patients with type 2 diabetes. Methods A total of 126 elderly
patients with type 2 diabetes who came to the People’s Hospital of Ma’ anshan City, Anhui Province for
treatment from January 2019 to May 2021 were selected. The patients were divided into group A (<2 years, n=
33), group B (2-7.9 years, n=35), group C (8-13.9 years, n=32), group C (8-13.9 years, n=32), and group
D (=14 years, n=26) according to the quartile of diabetes duration. The general data, clinical treatment and
laboratory test results of each group were compared. Logistic multivariate analysis was performed to analyze the
factors related to the longer course of type 2 diabetes in the elderly. ROC curve analysis was performed to
analyze the correlation between each risk factor and the course of type 2 diabetes in the elderly. Results The
age, systolic blood pressure level, the combined rate of hypertension and coronary heart disease, oral
hypoglycemic agents and insulin use rate were group C and group D>group A and group B, body mass index

was group C and group D <group A and group B, the difference was statistically significant (P<0.05). Plasma
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fibrinogen, high-density lipoprotein cholesterol, creatinine, fasting blood glucose, glycosylated hemoglobin,

urine microalbumin, alanine aminotransferase, triglyceride levels were group C and group D > group A and

group B. The level of fasting C-peptide in groups C and D was less than that in groups A and B, and the

difference was statistically significant (P<0.05). Plasma fibrinogen = 3 g/L, high - density lipoprotein

cholesterol = 1.20 mmol/L, glycosylated hemoglobin = 8.00% , urine microalbumin =20 mg/dL, triglyceride =

1.80 mmol/L, fasting C-peptide =< 1.80 ng/L was the risk factor for the longer course of type 2 diabetes in the

elderly (P<0.05). Plasma fibrinogen, high-density lipoprotein cholesterol, glycosylated hemoglobin, urinary

microalbumin, and triglyceride were positively correlated with the course of type 2 diabetes in the elderly (P<

0.05) , and fasting C-peptide was negatively correlated with the course of type 2 diabetes in the elderly (P<

0.05). Conclusion Plasma fibrinogen, high-density lipoprotein cholesterol, glycosylated hemoglobin, urine

microalbumin, triglyceride, fasting C-peptide are correlated with the course of type 2 diabetes in the elderly,

and their abnormal levels are risk factors for the longer course of type 2 diabetes in the elderly.
[KEY WORDS] Diabetes; Old age; Course of disease; Fibrinogen; Glycosylated hemoglobin
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1.1 — R

PEFE 2010 4F 1 H % 2021 4% 5 H Wk 284
g N REEBE A TIRTT 24T 2 RUBE R 126
Bl E R 5T . HA B 66 6] 2 60 1, 4571
(78.96+6.87) % . BT s I 4T 14 (24.04+3.74 ) kg/
m?, R34 (0.84+2.88) 4F K £ E KA B PR Ip I

FEDUI B A 41 (<2 4F ,n=33) B 41 (2~7.94F,
n=35) .C 41(8~13.94F ,n=32) .D 41 (=14 4F,n=26) ,

AR - DL RERIZ R 8 R )
QBT 60 % 1 B @R A I PRI 21
RAEW R @& TR S i B & o HEBR bR
e O/ IFHEEF T fe A en 835 ; Q46 3 tin
PEB GBI R B Qi 3 H Nk A E
B 45 G s AR 1) B I R TR AN 78 3%
BRVIMEE . A BERE Y EZ MG R E
Po AT 2 BE B f0 PR DL 2L i
1.2 BRIz bR

Z B [ 2 AU DR 9% B I6 18 e (2020 4F
Ji) ) HRRH SERRUE , 25 I BE=T7 mmol/L.
1.3 ik

O e # A 2H — EGERE S R VR Y7 1 Ol < B 4
AR P S R PR o R A | AR TS B MR
AP AR L R S A ITE IR IRYRYT . @K
6 28 K A 235 . < A A I 2 4 2 R (4 skl
130G ) IR R (4 B S Ao A0 H I =g (42
A A A BT A | % B A 2 1 IH T (4 B 3
A AR BT A) AR FE B 2 IR (4 [ B A A
AIHTA) (TN 2R L A Tl Ot [ ) LI (285
Po i) | 25 I IR (2 B 2 AL g v ) OB i 2T
A CRRBARES T2 8k JRBE A (R
Bl S SE ) VB 2 hIbE (4 A s Atk B0 |
28 C R (4 A gk 2z &0 JRIR ORFRAL) Afi
B NERYE L R T B AE Cor=(140-4F % ) x (K &
(kg) x 1.23/1f1 UL BF (mmol/L) % 1 Cer=(140—4F
1) x AT (kg) x1.03/ML ILEF (wmol/L) | PRI
ERN N EbrI s TRV OINEE ) IR e AU S DRSS
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g D) e g ) L 204 A (T ARk ) i 2r
R (R OR8240 )2 A o 5 1) LI/ s
5 (il 20 B A3 A ) o

1.4 Gil2Frek:

K H SPSS 24.0 AL 43 A B a1 Bk
(x+s) R, AL LR (Ko 38, Z 41 LRl F
ez, THECFOR L n (%) R 4T Kk, BL P<0.05
RESHGITHE L.

2 #R

21 S —OR R RIG YT IS O A

SRS W4 K | I R R G S
IR IR RS2 g = ATy CH R D
ZH>A LR B4, IR BT i 8 40 C 4181 D 41 <A
B4, 2ZRASIEE L (P005), U
*1.

®1 BH-MABRIEKETIERER [(xxs),n(%) ]

Table 1 Comparison of general information and clinical treatment of each group [(xxs5),n(%) ]

il Adl(n=33)  B4l(n=35) CHl(n=32) DH4l(n=26) ZIFAE P1H
(%) 74.26+4.04. 74.59+4.33 81.12+4.06" 82.25+5.12° 2.396 0.031
51 L 17(51.52) 18(51.43) 17(53.13) 14(53.85) 1.854 0.071

E’8 16(48.48) 17(48.57) 15(46.87) 12(46.15)
B RG4S () 46.54+5.63 47.95+4.77 46.96+4.76 47.08+5.22 3.417 0.054
P48 5 (kg/m?) 24.56x1.92 24.22+1.61 23.36=1.07* 23.55+1.48° 2.767 0.008
W45 H (mmHg ) 131.56+8.69  134.55+10.59  137.46+£8.94°  139.08+9.64" 2.317 0.035
#75KHE (mmHg) 79.96x11.26  78.69£10.59 78.70%8.61 77.1249.66 1.663 0.096
48 JE 7(21.21) 7(20.00) 6(18.75) 4(15.38) 2.317 0.065

= 26(78.79) 28(80.00) 26(81.25) 22(84.62)
R JE 5(15.15) 4(11.43) 3(9.38) 2(7.69) 1.712 0.079

= 28(84.85) 31(88.57) 29(90.62) 24(92.31)
B IFE e I 14.(42.42) 21(60.00) 22(68.75)" 18(69.23)* 7.854 0.013
LI 1(3.03) 3(8.57) 3(9.38)" 3(11.54)* 6.158 0.029
1 I 9(27.27) 8(22.86) 8(25.00) 5(19.23) 3.158 0.057
kit LAk 28(84.85) 29(82.86) 27(84.38) 22(84.61) 1.827 0.074
g 1R B 2 21(63.64) 29(82.86) 28(87.50)° 22(84.62)" 6.389 0.027
JoE 5 2% 9(27.27) 13(37.14) 15(46.88)* 17(65.38)* 4.612 0.043
Pl MR R 2y 30(90.91) 32(91.43) 30(93.75) 24(92.31) 1.649 0.082

5 A4 BAMEL, P<0.05,

2.2 BUHLIEKALR I

I 2T 2 2 P 5 e % R T 2 1 I [ e LT
23 W BE BRI 218 1 RGN AR
SEHE RS I H i =R Ko C ZH A D 4>A 4 F1 B
M, 25 C K CHMD <A B A, 2257
A2 X (P<0.05), W2,
2.3 B 2 RUBE IR R R A OC T 2R Y Logistic
Z R

ROC £k Mk A45 2 cut of f{H, It —2
T2 HZE AT, KA AR =3 o/L =% B &
FIE [ BE=1.20 mmol/L ¥k Il £1. 85 [1=8.00% . JR
fiCEE: 18 F1>20 mg/dL . H i = i§=1.80 mmol/L .75
i C IK<1.80 ng/mL Jy 4% 2 RUBE FRJp o e 4 4 1)
RN & (P<0.05), W33,
2.4 HBSEKNE S BAE 2 RO IR FE R K A
Ktk

I3 2 2 2 1 o % B I 2 1 ML s A Ak

MAE A JRBE A E A H W = A2 4 2 BB R
S FRAEAE IEAH 26 (P<0.05) , 25 C Ik 5 247 2
W PRI FEATAE A DG (P<0.05) . W3R 4.

3 it

B B PR AR R R SE G, 22 BN T Y
AR, B BRI HE A W DR R0 A A 7
(0 K Nl H 2808 22, F AR PR TRl i 8 O
i 28 SN M PR S S B IR R R DR A2
KR EERN . A 2B R OB S K
R R R A e S5 25 R SR i L L A
o 8 Y 2 D D 0 R L AR I R A2 W R
TR CL 2 R R A 2 7, DR e BRA T i PR
AR B AR B E R I RO S

i3 27 4 25 D2 rh T 200 5 1 s )
H L, AR ML A A0 B[] 25 1 F S AE b
AW, 30 AL /I R A R L 9 ) P E TN
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K2 BEAXBERELERER (vs)

Table 2 Comparison of laboratory test results of each group (x +s)

S A4 (n=33) B 4 (n=35) C 4] (n=32) D 41 (n=26) F1H P

1L 3 27 4 2 1 i (/L) 2.870.15 3.00+0.29 3.450.29° 3.500.18" 3.098 0.002

B [ 5 ( mmol/L ) 4.66%1.08 4.740.78 4.59+0.45 4.62+0.32 1.931 0.061

“H 7t =& (mmol/L ) 1.72+0.26 1.70+0.27 1.92+0.16" 1.90+0.20°" 2.479 0.027

15 5% 1 Hig 2 A IE B (mmol/L ) 1.08+0.19 1.10+0.24 1.200.37° 1.25+0.20" 2.037 0.044
{1525 B g 8 1 BE R B (mmol/L ) 3.00+1.01 2.93+0.97 2.89+0.91 2.95+1.03 1.652 0.098
TN iR 2 L B il (mmol/L) 18.53+5.25 18.77+3.93 19.78+5.41° 19.73+6.11° 2.793 0.007
WLEF (mol/L) 63.45+10.46 67.46+12.52 86.50+15.39" 04.45+15.63" 2.801 0.006

25 [ 1A (mmol/L) 7.36+2.62 7.06+2.46 9.82+2.49° 10.02+2.58" 2.559 0.014
WML (%) 6.63+2.79 6.01+2.15 10.71%1.28° 10.83%1.26° 2.317 0.035

JR 2 % (mmol/L) 5.02+1.41 5.04%1.32 5.09+1.46 5.04+1.78 1.671 0.094

2 J5 2h 1ILFE (mmol/L ) 16.58+3.07 16.89+3.11 16.56+3.46 17.04+4.16 1.915 0.067

75 [ C Ik (ng/mL) 2.06+0.33 2.09+0.41 1.78+0.22" 1.70+0.26 2.557 0.015

JRMZ (wmol/L) 302.56+24.65 306.44+30.49 309.56+33.78 302.55+37.95 1.689 0.088

58 B /NBR U R (%) 98.56+16.23 99.45+19.56 94.22+12.26 98.16+10.63 1.806 0.078
PR 8 1 (mg/dL ) 17.85+5.63 18.24+3.26 25.46+3.16" 26.5+3.46" 2,517 0.019
A4 (x107/L) 7.21+1.32 7.40+1.56 7.30£1.75 7.35+1.88 1.912 0.068

LY I (x10™/1L) 4.560.36 4.60+0.41 4.54+0.22 4.60+0.31 1.615 0.191
MiL£T 5 A (g/L) 139.56+17.18 140.33+20.65 137.45+21.65 136.66220.66 1.676 0.092
I/ (x10°/L) 253.69+19.38 260.45+22.36 278.95+34.26 268.24+36.67 1.941 0.058

5 A4 B4, P<0.05,

®3 ZE2BBERFBERRKEXERH Logistic ZEZA

Table 3 Logistic multivariate analysis of factors related to the longer course of type 2 diabetes in the elderly

% WA Beta {8 SE 8 Wald 1§ OR 14 95% CI P{H
o 1==3 /L
I A1 4 7 R 0=<3 ;L 0.552 0.245 5.047 1.737 2.397-4.184 0.024
. ==].2
o 5 R 1 T 122120 mmol/L 1.259 0.540 5417 3.522 2.025-3.987 0.019
0=<1.20 mmol/L
, 1==8.00%
b Vs B p p p —
A 1 21 5 1 ot 00% 1.301 0.346 14.111 3.673 2.017-4.812 0.001
g 1=>20 mg/dL
5 833 0.379 4.814 2301 2.485-4.128 028
SR HER 0==20 mg/dL. 0 7 8 8 0.0
. 1==1.80 mmol/L
N — e I _
R ezl 80 e 0.689 0.340 4.096 1.993 2.503-3.717 0.042
=<I.
2515 C ik 1=<1.80 pg/ng/mL 1.084 0.474 5.228 2.957 1.487-3.981 0.022

0=>1.80 ng/mL

R4 EEBRAZESEE 2 AERBRERKOELE
Table 4 Correlation between various risk factors and the

longer course of type 2 diabetes in the elderly

R AE e
A P4 ﬁgﬁﬂﬂ WL REORE T S
24 , SRR IRL]
gew G EiLUER mE =m0 Chk
F{E 0.608 0.575 0.834 0.484 0.741 -0.324
P {E 0.038 0.022 0.011 0.035 0.021  0.008

RN

R, SEMEFHAEVILR" . BEHERIRA TR
FOSE L, F LR QI 3R L 00 ™ 2, R A4
AL A LA = LR 2™y, fie HELIR
BET AR AE PN T, 38 BUHILMAR £ 5 28 52 F0 56 1L D) g

iy, B IR LT 2 A ORI il 5 2R 4R R
IR A2 AR A5 5 1 i S Ui/ ASORS SRR T, R
MR RGRE , fie 2 I e o6 o [R] AR 47 4 5 A
LA FES AT A 9 S i R R 28 R 11 S

Ko, R UL FIR LA I A T 5, BILAAR 55 6 Tk
PR, BLE 1R % 75 A DL 9 A %
R BN, T LA , 3 — 2 S ST e A 5T
AR S PR 1A O B AE 1 K Az IR G PR 25, Y
e 10 % £ 4 3 R T v TS A W PR R O S
R T N A I R U B BT Bl
S FERE AR B2, REAS K I [ e e TSP A s 22
JTERE A, 5 el RETHHEBR AR S, DR vy 4 L i
AL [T P K P B e R 50 LA KU A7 7 SR O
FURENS i i e R AR [F W 1) B a T R AR HLR
AL , 2 i BT Sh bRt A A AL B ZICR | B Il
W e , b SR PR R, DRI 4 B i 1 I
i /2 et 5 ISR e AN 4 S i 1 2 5]
OSBRI 3 A BB K -, HHOKSP e T
2GR AN R IOK , RERS 2 WL Bk H It /K -1
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SRS 3o Tl R T AP A 25
1M R 4 B T BE RS A 28 S AT W s it
I AAE B A A FA R, TIORE AR I 21 28 K T i
P MR 8028 AR ™ o AR IEH IR
PRAME R S AT, DR AR R 1/ N ) J5
BRI R P i R B 2RI B il Y 2GR
RZ—, IR A AT s B PR 2
BRI R s A =R AR A 2L
T3, T PR SR B BE IR 2 R AR NR ) o
TR RERRS , HLZ2 U8 M N H b —BR2E P Bo
R R ICH A i R AR HE ARG, DR IHOK T
PR BB TR 2SR C IR B
EAR I MBI SR , AN ) BT RSt , PR v ot e
JBe iy AR MIDIRE , 23 M C KRR, BEITIBR ) 3 b 2
RESS , A T REREREBTI AT

LR LA, LR AT AR R e 2 R A I
[ AL LD RGO A H = =
15 C K5 24F 2 TR PRI I R AT AR AR S, HOR P
S AR 2 RO IR B A E R A 3R
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Il PR A B A Iy VY-
HI WEE EAET AT

[ ZE] B® 0 AR 2 5 SR AR R &, X B K 2 2% 5 k47 [ 6 8 2048 52
P (HRR) K590, P74 3050 &5 09 HRR KW RE 1o F7ik (il FH R 75 4T W 0Ks 275 i 3k 14 41 DNA 4T 7 3]
180~220 bp. ¥ H Brfk DNA #E47 AR 8 & ik Al PCR 744 45 45 B 5 ) 46 T SC I 5 SR )5 2 58 i 3 e
RGN 5 f5 5 i NextSeq550Dx il AL AT . R EEK S % fhihrs ) BRCA 58 48 v 55,
A B 588 1) 1 i 7007 B X RE A G HE L T LA A S A AR AR R 14 B0 M SRE 1D B0 P 58 AR 7 45 .
TR L SR X B 73 BRCA e R 58 28 (07 i 1 R 132 45 R S hm s I R 2 45 A 25 57 (R i3 4 R A5 5 1
RS IERRTE R o R &R HAB A HRR 3N AR AT . 4518 HRR K IIXF BRCA JE[H %
AU IR BRCA Ji DR A 352 L U] A ffp 5 , o Al 1 HIRIR 6 R 2 258 1) firt 1352 225 SR 0 o AL IO 1) g s MO

[kiA] FEEABE; MIEEAHEG; RIFT SRR SRR IR RNy

Evaluation of homologous recombination repair detection

XU Jun', QU Shoufang’, HUANG Chuanfeng®*, HUANG Jie**

(1. Department of Neurosurgery, China - japan friendship hospital, Beijing, China, 100029; 2. National
Institutes for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT] Objective To detect homologous recombinant repair genes (HRR) in national material
reference using the human solid tumor multi-gene mutation detection kit and evaluate the detection capability.
Methods Genomic DNA was interrupted to about 180-220 bp by ultrasonic interrupter. The fragment DNA
was prepared by terminal repair, splicing and PCR amplification. Then the library was obtained after
hybridization and capture. Finally, NextSeq550Dx sequencer was used for sequencing. Results The mutation
sites and exon positions of BRCA gene marked by national reference materials can be accurately detected, and
no other non marked pathogenic or suspected pathogenic mutation sites have been detected. Although the
interpretation results of some BRCA gene mutation sites by the kit are different from the labeled interpretation
results, but the interpretation results also meet the accuracy requirements of national reference materials. The kit
does not interpret other HRR gene mutations. Conclusion BRCA gene mutations should be interpreted
according to BRCA gene interpretation rules, while the interpretation of other HRR gene mutations requires the
formulation of corresponding interpretation rules.

[KEY WORDS] Homologous recombination repair; Homologous recombination deficiency; Poly

(ADP-ribose ) polymerase inhibitor; Germline mutation; Somatic mutation

[A] Y5 5 20 1& & (homologous recombination re- Joi oy J8%& FE A (breast cancer susceptibility gene,
pair, HRR ) J& DNA 4% Wt %4 (double strand break, ~ BRCA). BRCA 3N 5 Hiflh ATM . RAD51 . PALB2
DSB) & i)y b s S R o 2L SR B AR, JE i DNA i 518 52 1 2 2% &

AE A 1P B RS R EAY 2 9P, AR 100029

2. F ERS H S i R AT AR, 46 100050
*BAEAE A A%, E-mail : huangehf @nifde.org.cn; % &, E-mail : jhuang5522@126.com
EFR A F AL A
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gt [FIREAEE A 5 FUR O S T8 R
Io LA R TR B A8 98 A A AR DG R IR EE AAE
SR G B D IR R A8 AR e AR | BE TR 2 AR
7 P S K TR 1 38 O 5t A% 48 i 45 - S IR] R i 2 i
f¢i (homologous recombination deficiency, HRD) "',
MR W R A R 5 B (Poly (ADP-ribose )
polymerase, PARP)7£ £ Flt DNA it 45 ) b H & %
YEF]. PARP1 il PARP2 £ 5 £ il DNA 1& & i 72
B JE 45, G145 DNA HL4% K7 24 (single strand break ,
SSB)EE FIXRUE K 215 . PARP il 51 7 [R] 5
2B 52 B 1) 40 i i R BOE R . ST HRE
HRR % 48 (1) Z2 I8 P ¢ JiT B 21 i 98 (glioblastoma
multiforme , GBM) & % , AI 7£ PARP #5116 97
IREE . FEE B2y N B # R (Food and Drug
Administration, FDA) 4tt ¥ PARP 411 i 1) B 437 fiF £
(Olaparib) F T 74 J7 BE 13 i FH 2 4% & B (enzaluta-
mide ) ¢ B LE %5 JE (abiraterone ) ¥ 7 2 W H. [] Y 5
B2 LR 5 A8 (IR R F/a AR R ) 56 R 1 2= 341K
BT 71 51 B 955 (metastatic castration - resistant pros-
tate cancer, mCRPC)™°' . Z[E FDA t#E Foundatio-
nOne CDx il BRAC Analysis CDx 1 A B H7 A 1) 1)
9 i N e PRI W 5 58, T TR A7 AR 1 ]
IR 2B E ARG IE N R ARG . B NA 2K H
TP 5 T v A U v % ) 5 e 2 A A R DR A
i L[R2 20 48 52 L DR R ot H 243 5 76 K panel
ARG A It H b A a2 A e
FEBEREH] T BRCA SER AR E R S % 5, AR5
i 1] BRCA K 978 [F 52 7% iy, %t panel IR &1
[vi) 5t o 2 1 52 R DRI SR A T 9AR

1 MRl5RE®

1.1 FEAR

BRCA $:H 588 [H % 27, b E & A 2
K EWTFE B (R AR Az e ) F it
1.2

N SRS 22 i TR 5 A B A A7) 6 (e
) B A BE A A 0 I A B W) AR
Qubit dsDNA HS Assay Kits, 500 Assays/#&; , it :
2200356, W H & [E Thermo Fisher Scientific 23 &) ;
DNA 1000 Kit, 300 Test/ £ , it % : YG15BK10, 5 F
3% [# Agilent Technologies 7\ H] ; NextSeq 550Dx
High Output Reagent Cartridge v2.5, 300 Cycles/&; ,
1L : A147519, 1 [ 5 [E Nlumina 23 7]

1.3 (U4

A BARAYL, B . M220 |, 11 H 3E [E Covaris 2
w3 96T, 145 : Qubit3.0 |, I [ 3¢ [ Life Technol-
ogy N F s AW A BT AR, S 1 2100, 14 [ 36 F 2 HE
R A R A T AL, B S : NextSeq
550Dx , 4 [ 55 [E Tlumina 23 7 o
1.4 K

Fie BN S AR 22 6 PR o A4 B 5 A T 7 &
( fe 300 S 00 5 925 ) P UG BH T R A T A . T M220
B ALK B X 275 i K 4 DNA B 75 5T W7 5
180~220 bp. Kf H Bifk DNA #E47 A it 52 Fl 37 vt
hn A Sk R el WSO KAtk
Z= A8 I RV AR RN S, ARAF 2 S o Quibit
#¢ 631 Qubit dsDNA HS Assay Kits X 1 3 J il
LR AT . {8 2100 A4 43 744 A DNA
1000 Kit G 7 SC 128 A SO Fr BER /N, 4301 2
B BEK LR 43 A AE 200~1000 bp JE N . 4R
Je B B s o3 B i 75 2 TR A FE AR U DNA, fiff
JH NextSeq 550Dx il] J¥* {¥ F NextSeq 550Dx High
Output Reagent Cartridge v2.5, $# 1 & SCE# 1T I
BLIN T o 00 35 A5 1 9104 8 B A% i 22 N 52
VAR 22 TR 9 728 I o 8040 - i A, 2R A7 85l L
X, B e AR A [R5 B 4B = FE DR 25 I
1.5 A

R 7] U B 5 v (] VR i 2B 5 R R B )
Wi bR EFEA T o0 BT o AR RS S 5878 - SR R (allele
frequency, AF)=2.5% ; LRSI T3 MRs i BL g
(total_count)=5 & reads H X3l Jy> 44 S F 5528 (1A
o i BB (pair_count)=3 4% reads 1 #4 total_count=8
Sk reads. R PSR A BRK 5EAR SR 5E AR % (AF) =
2.0% ; ZHFIEAL TR BEEK (total _count)=54%
reads H X I M 37 34 52 47 58 48 09 b KR A B 8K
(pair_count)=3 £ reads i# total_count=6 %% reads,
1.6 RALfHIE

IR & U X BRCAI/BRCA2 3 A H 11 1 4
JHL B IR 2R AR G AT A 1 . AR 36 I R 2 ani AR
2% 55 KL H 41 - 2% 25 (American College of Medical
Genetics and Genomics, ACMG ) 48 7 ZE 1 1) 5 21l
AR S5 2 ) S R0 00 K A BRCA 78 S5 il 2 50 126 1)
RUBUR A5 R XA DR AR 245 1 R 48 H Bk H
BELE A A 45 30 58 48 (Class 5) | B8 BLEUR 2848
(Class 4) & AR5 (Class 3) | BE) B PEAE 5
(Class2) Fil 4728 5 (Class 1) o 55 & % HAth 19
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HRR F N G 5 AT IR 52

Fie IR 22 (it UL 5 v A 4 e e, R A2
SR TIEAL, AR RoRiR A G Rs e R R =
F A BRCA BRI 278 o 1T FLISCA Kt H
P AR 7 8 50 1 B S (LSO T 2 AR 6 a5 1R
XF T 67 A ) A R 245 2R S A s R L A R 25 5
11 7 BRCA2_pT3030fs_4 £ A% H X} BRCAI 3t

*x1

p.Asn810Thr #1524 Likely benign, 2% i [l k5~
258 VUS; BRCA2_pT582P_6 FEARH X} BRCA2 H
p.Thr582Pro Mfi#i32 4 Benign, 275 i R /R 45 51
bS] likely benign; BRCA1_c3800TG_pLeul267Ter_18
FI BRCA1_c5156delT_21 FEA< H1 X} BRCAT %&£ A 11
p.Leul267Ter Fl p.Vall719GlyfsTerll fi# i ¥ K
Pathogenic, 2% it bR/~ 45 5 A Likely Pathogenic,
DR, R G R E K 27 i ALY HRR B 45 1
R SR AR A5, AR A S R 2 2R, W3R 2,

ElX 5% MmN BRCAEEE R

Table 1 The BRCA gene test of national material reference

RALEEH AT

JOELER G reads TR RSIUE  MRIELER

75 FEAR 24K

BRCAI
1 BRCAI_KI1183R_1 BRCAI
BRCA2
BRCA2
2 BRCA2_V2466A_2 BRCA2
BRCAI
3 BRCAI1_R1443STOP_3 BRCA2
BRCA2
BRCA2
4  BRCA2_pT3030fs_4 BRCAI
5 BRCAI1_K1780_splic_5 BRCAI
6 BRCA2_pT582P_6 BRCA2
7 BRCA2_pR2318 7 BRCA2
8 BRCA2_pT3357R_8 BRCA2
9 BRCAI1_c981_982delAT_9 BRCAI
10 BRCA2_c5718_5719delCT_10 BRCA2
11 BRCA2_c3109CT_11 BRCA2
12 BRCA2_c988delA_20 BRCAI
13 BRCA2_c5171delT_plle1724Lysfs_13 BRCA2
14 BRCA2_c9274_9277delTATT_pTyr3092Cysfs_14 BRCA2
- . BRCA2
15 BRCA2_c6445_6446del AT _plle2149Terfs_15 BRCAI
16 BRCA2_c3883CT_pGInl1295Ter_16 BRCA2
17 BRCA1_c5470_5477del ATTGGGCA_plle1824Aspfs_17  BRCAI
18 BRCAI1_c3800TG_pLeul267Ter_18 BRCAI

19 BRCA_Normal_19 NA
20 BRCA2_c988delA_20 BRCA2
21 BRCA1_c5156delT_21 BRCAI
22 BRCA2_c275dupA_22 BRCA2
23 BRCAI1_c4013delA_23 BRCAI
24 BRCA1_c68_69delCT_24 BRCAI
25 BRCA2_EX21_27Del_25 BRCA2

10 p.K1183R 325 0.489 Benign
10 p.D435Y 338 0.521 VUS

11 p-N1784fs 136 0.416 Pathogenic
14 p-V2466A 314 1.000 Benign
18 p.12675fs 135 0.462 Pathogenic
12 p-R1443" 327 0.488 Pathogenic
11 p-K1691fs 174 0.452 Pathogenic
11 p-N1784fs 157 0.485 Pathogenic
23 p-T3033fs 122 0.419 Pathogenic
10 p.N810T 314 0.489  Likely_benign
19 ¢.5277+1G>A 219 0.466 Pathogenic
10 p.T582P 285 0.966 Benign
13 p.R2318° 63 0.414 Pathogenic
27 p.-T3357R 265 0.452 VUS
10 p.C328fs 268 0.517 Pathogenic
11 p-L1908fs 228 0.506 Pathogenic
11 p.Q1037 132 0.524 Pathogenic
10 p-E1112fs 273 0.503 Pathogenic
11 p.11724fs 133 0.468 Pathogenic
25 p-Y3092fs 137 0.471 Pathogenic
11 p.12149fs 137 0.527 Pathogenic
2 p-M18V 196 0.510 VUS
11 p-Q1295° 81 0.411 Pathogenic
23 p.11824fs 248 0.425 Pathogenic
10 p.L1267 220 0.474 Pathogenic
NA NA NA NA Benign
10 p.I332fs 113 0.485 Pathogenic
18 p-V1719fs 342 0.500 Pathogenic
3 p.S93fs 167 0.511 Pathogenic
10 p-K1338fs 281 0.488 Pathogenic
2 p-E23fs 207 0.494 Pathogenic

20~27del / / / /

T “NA"ZRR A ) BRCA JEH E U BT BEBUR M AL 5 /" R ik GO BEAR ) BRCA JER 15 B R 7%

3 it

H Al HRR 5722 o 00 2 feff FH v 38 0y R
Xof KB I Jed 2H GBS MR AS AT A, HE b e
HZIUREA M AR A ] LATTFAL HRR 56 U2 5 A2 A7
R R A, S E 5 G R E P 2% 55 [ [E
N 2F A I E M 2% (National Comprehensive Cancer
Network , NCCN) Hif 51| i 45 (2020 hiz ) $5 /"' Fil

] 117 9) A R R DR & R AR R A T
BRCAI . BRCA2, ATM . BARDI . BRIPI . CDKI2
CHEKI. CHEK2. FANCL., PALB2. RADS5IB.
RAD51C . RAD5ID . RAD54L %5 HRR #H ¢ J& [H £
My, ANTE)ZS 7] B9 K panel BT A5 A9 HRR 3 K 45 AN
A TR, AR o 5 46 e B At [ P4 A0 i 132 AH 56 SC
R 45 H 9 BRCA J DN A 52 AR 0], 4 IR 58 [ =
st NI N om0y R B2t A 2 5
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Table 2 The other HRR gene test of national material reference
Fr FEA A ik ZEASE Yefa ik GEAREE R S reads SCRFRL IR (% )
RAD54L 1 p.R738H 268 47.69
ATM 11 p.QI128R 1100 48.69
! BRCALKIISSRI ATM 11 p.L2332P 1295 49.92
RAD5IB 14 p.S241P 634 46.82
ATM 11 p.A1127V 810 45.84
PALB2 16 p.T226S 1355 48.78
CDKI2 17 p.P250H 1239 51.65
2 BRCA2_V2466A_2
CA2_V2466A._ BRIP] 17 p.11218M 1197 31.28
BRIPI 17 ¢.2098-11C>T 2040 67.17
CHEK2 22 p.L355P 981 49.27
RAD54L 1 p.S445Y 1156 47.89
RAD54L 1 p.V5411 655 51.01
3 BRCAI1_R1443STOP_3 ATM 11 p.L1328S 98 4.57
ATM 11 p.Q2243R 1117 51.26
RAD5ID 17 .903+9G>A 353 43.96
ATM 11 p.S707P 618 47.83
4 BRCAZ2_pT3030fs_4 BRIPI 17 p.D184Y 1m7 47.37
, PALB2 16 p.D277N 460 16.56
> BRCAI_KI780_splic_5 BRIPI 17 p.V1931 826 48.19
6 BRCA2_pT582P_6 RAD54L 1 ¢.ATT+18_477+19delins AT 361 31.39
7 BRCA2_pR2318_7 BRIP] 17 p.T324= 1609 45.80
RAD54L 1 p.R587TW 168 24.78
8 BRCA2_pT3357R_8 ATM 11 p.K482Q 935 36.47
PALB2 16 p.D277N 547 29.47
9 BRCA2_c5171delT_plle1724Lysfs_13 RAD54L 1 p.N60S 1172 49.72
10 BRCA2_c9274_9277delTATT_pTyr3092Cysfs_14  BARDI 2 p.F387C 1556 49.95
11 BRCA2_c6445_6446delAT_plle2149Terfs_15 CHEK2 22 p.D483N 121 25.21
12 BRCA2_c3883CT_pGIn1295Ter_16 ATM 11 p.P292= 855 50.44
13 BRCA2_c275dupA_22 FANCL 2 p.D208N 1072 49.15
14 BRCAI_c4013delA_23 CHEK2 22 p.H371Y 728 50.31
RAD54L 1 c.A77T+18_477+19delinsAT 529 51.01
15 BRCA2_EX21_27Del_2 -
5 BRCA2_EX?1 27Del 25 ATM 11 c.6452+17A>G 743 51.89

2l 2727 2> (American College of Medical Genetics
and Genomics, ACMG) ACMG ) fi# 152 #8L U1] , K5 iR 2
BRCA1/2 FER 7 543 BRXUS AR 1 o 22 70K 528
B e (528) (AT RESURTE (428 SCRPBI(328) |
AIRE R (2 29 MR (1 28 s X FR40M BRCA12
75 S B A R RN, — % 2 25 i R 8 S ) i R R
WU BRCA K& LA Ao RGN it 3 s [l S A HE B 4R
L NSNS RSt T LN AR 6 EROE ]
HE AR BRCA FEPR A S [A] T ARG AT,
WA E ST P E R BE E  h E B 2  E
WFEBEWHE - BRCA KL RS [E 5 2 7% i, 434 25
Al R FEAS 340 L R AR A, 2 5L [F 2 DNA, £ 45
BRCA1/2 FE R ) — L8 5 AR 57 i MECE | T BEEUR
PE B SORIT AT g RAEA R PSS 5 2878 2
BRCA JEPH 5845 IR & A PERET . AR IR
2 S R A R VPRI ER , LU A5 2Rl R TR SR
1 BRE WEL AR R die 2 ) ) SE AR B o 9120 Class 5 Al
Class 4 XTIl PRUCHFZAAFAE 25209, WiZR Class 4

fi12 A Class 5 WIASE MR EAE TR ; MR Class 2 ff 1324
Class 5 3, Class 4 W2 ff S 45 % o Rl 45 28 o os
BRCA2_pT3030fs_4 £ % i 1) p.Asn810Thr {3/ 1, 1)
M BEEs A AT fE B (Class 2) , BUR ShRR g5 i
AW (Class 3) A3, [HRIFAG A MR
WCITA AR N SRS R I A B B X S50
PIRE . P E B2 R E S Beth @ 7. T BRCA
BAEE  JEREASI 45 5 () VCF X4, 4% BRCA1/2
FLA 750 A 5 5 AR L 5 AR e kR B PR AN
BRCA J [K G AR5 551 4 10 A ) o A R 18 43
FIfFEERE . BRCA IR 5 AR [E 5 528 (i FIEIG 2 X
BRCA JERRH AR SR TR A T4 TR L
Fel (BT HRR P ST A PR,
ftis HRR 5 PR 572 i i R SCI R A EAE L
X FHA HRR R 28 A8 i BAT SR 2 Pk ik . N[
N panel #EAE) HRR JE PR g s 45 SR B R A
REORIIE , AR EE 7 R A C HRR SE R A sy
5l HRR SERRIN ) 4 % (T 4% 345 )
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NAT2 F& N 2 251k 55 S 0E 25 PV 403 00 i A oG 1k
i

R R R

[ ZE] HE SWPiasZiar FinE B NAT2 FFEH 250, 5T NAT2 FEH L2505 50
JHE25 P I 3 2 B A3 L R G iR 2% . ik ERGHREY TS N REERE 2019 4F
11 J 2 2020 4 12 H WRH2 WA 45 8% 9147 B AR IR YT 1 235 B0 1), P a5 % 25 697 6 ™ H Wk &
JIF 35340 (R 28 R A 3 1 115 B R SE VR s B AL, BLES R TTY 6 A AR R A ITF 8403 I 45 A 3R 1 120
B A X BB, R MGB 55T BEH G I 5 NAT2 YR 2 2451, WL S 00 k25 P SUIF 05 5
NAT2 JER AN [F) AR R 22 A M Z [ I DG 3R, L0 19 AL X IR A v NAT2 JE TR 22 38 P 1) o3 A AR .
R NP S A AEARR e R B L e, 2R AR B X (P>0.05) o 9 B 4L 7E
1s1041983 (282C> T) 151801280 (341T>C) .rs1799930 (590G>A ) .rs1799931(857G>A ) i Fik: [K] 5 75 1Y 1 4]
W TR, 22 A B4 8 L (P<0.05) . NAT2 LR 5728 TS 12 e 45 4% 245 Wy U0 405 ) 5% k)
H 76.5% (88/115) , 45 571 A 77.5% (93/120) , BHAE FUIAE K 76.5% (88/115) , B T A A 77.5% (93/
120), £51&  NAT2 FEH Z238VETT LIAE R S 00 E 2595 | & B4 18 23 A

[REIR] 258 STHUFZGMERT07; NAT2; JEHEZ 5

Polymorphisms of NAT2 related to Isoniazid-induced liver injury in tuberculosis patients
ZHANG Shuying', TANG Yuanyuan', PEI Jingliang**

(1. Department of Laboratory Medicine, Weifang Second People’ s Hospital, Weifang, Shandong, China,
261000; 2. Department of Laboratory Medicine, Affiliated Hospital of Weifang Medical College, Weifang,
Shandong, China, 261000)

[ABSTRACT] Objective To analyze the molecular mechanism of NAT2 in patients with Isoniazid-in-
duced liver injury treated with antituberculosis therapy and to explore the relationship between polymorphisms
of NAT2 and liver injury. Methods A total of 235 cases diagnosed with pulmonary tuberculosis and receiving
standardized treatment from November 2019 to December 2020 in the Second People’s Hospital of Weifang
City were selected, a total of 115 newly-treated tuberculosis patients with liver injury within 6 months of anti-
tuberculosis drug treatment were selected as the case group, and 120 newly-treated tuberculosis patients with-
out liver injury within 6 months of anti-tuberculosis treatment were selected as the control group.The MGB
probe was designed to detect polymorphism in patients with NAT2. To observe the relationship between isonia-
zid-induced liver injury and different single nucleotide polymorphisms of NAT2 gene, and to compare the dis-
tribution of NAT2 gene polymorphisms in case group and control group. Results There was no significant dif-
ference between the case group and the control group in age, gender, smoking and drinking (P>0.05). The
mutation rates of rs1041983 (282C>T) , rs1801280 (341T>C) , rs1799930 (590G>A) , rs1799931 (857G>A)
in the case group were significantly higher than those in the Control Group (P<0.05) . The sensitivity of NAT2

gene mutation detection in the diagnosis of liver injury caused by tuberculosis drugs was 76.5% (83/115) , the

HARA ol RS AR B (whws jk-2019-165)
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specificity was 77.5% (93/120) , the positive predictive value was 76.5% (88/115) , and the negative predic-

tive value was 77.5% (93/120). Conclusion Polymorphisms of NAT2 can be used as a molecular marker of

Isoniazid-induced liver injury in tuberculosis patients.

[KEY WORDS] tuberculosis; Isoniazid-induced liver injury ; NAT2; gene polymorphisms

hEZR SR R R E R 2 ST IR
JE S AR AR R R IR, H TR bR 25
SRR ST R R e S — S 25 W A
i se 2 Y BT A IR vE 2, S R
W K R H 2.55%~11.9% ", W45 A% 9k i 45
i HE TR PR . N- 2 kL F Bl 2 (N-acetyl-
transferase 2, NAT2) J&: fix T B I PL 45 % 25 W )
R JE R, NAT2 A7 78 JL A i 45 40 3% PR A, R[]
[ 3 R A SR IR P2 W I TR PR AR TE 25 57, R IL
TR X PS5 1 25 5 SO B0 19 5 I R m) . AR
WF 5% %6 B rs1801279 (191G>A ) | 151041983 (282C>
T) . rs1801280 (341T>C) . rs1799930 (590G>A) .
151799931 (857G>A) .4 SNP i s5 , H ) & PF Al
NAT2 () BT 1R 2 50k 5 5 A 25 W SO
0 RS Z [ 1 OC 2, TR PU A5 254 3 BUH-
13 19 Ty IS DR ASE 5, AR Sy 10875 470 285 4% 245 0 42 JHF 4
Bt oy FFrid

1 HARMNKRETIE

1.1 B4

WA LR AR D T 55 — N RSB 2019 4F 11 H
2 2020 4F 12 A W2 W o il 25 4% 1) 9 491 235 1,
JIT A s 1 125 3 sk ) o 3 2 e R e A A FR W) 45 4%
SRR RE Tt PCR RN & AR, 25 5
BAPE. Wl P as % 250097 6 A H N & A i
P G ARG B 3 115 491, % BRZH Sy 2 i 4
FARIT 6 > H IR & A I G I S5 R IR -
120 ], 25 PEIF B2 WibRiE R N AR &
FLEEFLMG ( Alanine Transaminase, ALT) $0{E KT
2 {5 IE 8 L BR a2 A I Z K F 2 5 IE#E L
PR 3 B R 4 2 IR = A 5% 4 i (Aspartate Ttransami-
nase, AST)%U{H . fil P4 % 2 il (Alkaline Phospha-
tase, ALP) FILELIHZT % (Total Bilirubin, TBIL ) [R]if
TheEr, HZE TR bR R T 25 E w1 ERRY . 94
NARE - O AR 25 T 5 56 5 1 JF ) REASH I/ Fl FH 25
5 R QT ARG A  ZWR TR G IR
S A B, LA S A R R i SO . HEBR
Bt « (] i IR PH A PR 28 it i) S . P 28 B

TRPRZE LS HEUE, IF AT T A 2 5 & s IR 2 OF
BRI E
1.2 Wk
1.2.1 FEIREFa 5 I

FE A R B R4 T 6 A~ F BB T , PEA 2450 % Tk
I REI o AE FF BR HT AT 4838 97 5 W B A A 4T
ALT ., AST . TBIL , ALP ., HBsAg . HCV -IgM £ {Il] ,
ALT AST . ALP £ Il >R FH % 252 W5 i % , TBIL 4 U
K E A, AU N OLIMPUS5400 4 H h4: 1k 43
AL B Bt &8 7) . HBsAg . HCV-IgM 46 il 5% F il
BX %0 9 J5 7 (Enzyme linked immunosorbent assay ,
ELISA ) , S5 ol F ™ A Jox 455 1l o
1.2.2  FEPH BRI

TG 55 K 42 1 mL EDTA-K, o I, 32 ikt
21 DNA, —=70C IR /7 & 1l o NAT2*4  NAT2%5 .
NAT2%6 . NAT2%7 . NAT2*13 }& Al & %) 1 NCBI &
%, ffiH Oligo 7 Wil 5| W A4 £t , 441 % Ff MGB
IrEveh 9K B BT R 70~150 bp. Kz
i ABI7500 SE B 26 3 5 243 BT A, OB AR 2R 2 40
pL, N %% 200 mM dNTP, 100 nM 5%, 1.5 mM
MgCl,, 1U Taq DNA % & iff . PCR & I 4514
95%C, 5 min; 95C, 15 s,60C, 45 s it 50 MEF , 78
60 CHTILEE DN AT 5 ;60C, 5 min 453, HRAEHRIC
PREF 2 SR A AN ] 15 B AN [l ) e PR AR
1.2.3 Hif2Ehk

K H SPSS 22.0 e it B AF AT 4 B 5 BT
BEEL (%) Fom , RR TR s iH e %OBH (x £5)
FIR K A5 5 DL P<0.05 2S5 H G FE X

2 #Z#R
2.1 WH—BIE M L
9 191 2 5 0T RO AR A8 1 1) L WA L RO

e, 2R G FE L (P>0.05), Wik 1,

2.2 NAT2 & RIHRYTES G L RS B Hh 4345 oAl
i ) 21 7F 1s1041983 (282C>T) | 151801280

(341T>C) .rs1799930 (590G>A ) .rs1799931(857G>

A) [P FE PR 58 78 1Y LL 5] B W v T R, 2 S/ A 4

Pt L (P<0.05), W2,
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F1 WA-MBERLE (2(%) ]
Table 1 Comparison of general conditions between the two

groups [n(%) |

9o 19241 X

— il 8 P4
s (n=115) (n=120) 7R fix
AR (%) 45.3+22.3  47.32+¢21.36  0.335 0.685
5 62(53.9 66(55.0
e 3 (53.9) (5500 0131 0737
& 53(46.1) 54(45.0)
W i B 41(35. 40(33.3
% A b= (35.7) 0(33.3) Loz 0354
i 74.(64.3) 80(66.7)
Frhr H «
R = 48(41.7) 47(39.2) 0.304 0.521
w 67(58.3) 73(60.8)

K2 NR2AREEBHSHEER (2(%)]
Table 2 Distribution of genotype frequency on NAT2 gene

[n(%)]

; I 19 20 X HE 20
NAT AL (n=115) (n=120) 2 P

151801279 GG 104(90.4) 112(93.3)
0.134  0.752

AG 11(9.6) 8(6.7)

rs1041983 CcC 41(35.7) 63(52.5)
CT 48(41.7)  43(35.8) 13.521 0.015

TT 26(22.6) 14(11.7)

31801280  TT 102(88.7)  115(95.8)
7.324  0.021

CT 13(11.3) 5(4.2)

rs1799930 GG 58(50.4)  79(65.8)
AG 44.(38.3) 36(30.0) 5.326  0.026

AA 13(11.3) 5(4.2)

51799931 GG 68(59.1) 86(71.7)
AG 37(32.2)  28(23.3) 3.652  0.032

AA 10(8.7) 6(5.0)

2.3 NAT2 BEPH 57 ARG I 7500 435 4% 245 ) 452 3
2 BT AL RE

NAT2 5 [N 5 728 BB 5 A6 02 Wy 245 4% 25 ) 21
JIF 5845 Ik R R 76.5% (88/115) , 5 M h
77.5%(93/120) , FHPE TN {EL N 76.5% (88/115) , B
PEUE Y 77.5%(93/120) . W3 3,

R3 N2 ZERBSZEBRAMHRG KR
Table 3 The Relationship of mutation detection of NAT2
gene in the study

NAT2 JE [H # 445 JCHF 4 At
NAT2 55735 88 27 115
NAT2 JC578 27 93 120
&1t 115 120
3 itig

BRI G 7 iR v i L 20 7
I, TSNS AT ROR B B
BB R 25 s g
Wy P40 4 A5 5 A 2400 B LA e
WY TSR, 2R 2

LS 5IEAY SNP 2T UIAHIC T, BIR
PUas 25 SO ) A AL R ¢ 4= B 5.
SRS DTSSR T (A2, il H 5 HA b4
25 . SRR A= 25 R AP D) e 2
1, LG, SR SR A AR BT T BB b4 R
yrad R BRI A

H BT 2 500 580 NAT2 FE K £ 25 18 S 00
JURAE 25 W B AR R Pl T R AE T 18 4
P Ak R 2 S AR BT SO B 3 i fa b R R NAT2
LR T26 8 XY R R 2 [X 247 (8p22) , Zwiih
N-Z IR Tl 2, NAT2 S 2 25 E 7T BE S Hi 4
R 25 0 1 2Rk R T4 A 2 W o SO A AL
R MR S WAL A RE T AR A, 7 NAT2
O R HR BEAL B (G0 *4/54  #4/512 | *4/%13 | #12/%
12, %12/%13 *#13/%13) W8] S ALY (L *4/%5 4/
#6 FAFOA FAIFT FAMFTB K12/%5 *¥12/%6  ¥12/*7)
g L BEALTL (A0 *5/%5 %6/6 ¥ T/*7 *5/%6 *5/*7 |
*6/¥7 F6A/FTB) " IR 18 2 B ALY
A0 S 00 R s B A o R T SR 2
[ AN R N A i R (R W R N R G
R G e A R AN RN o

1E R A BE P NAT2 2 25 1 5 NAT2%4
rs1801279 (191G>A) .NAT2*5 rs1801280(341T>C) .
NAT2%6 1$1799930 (590G>A) . NAT2*7 rs1799931
(857G>A) . NAT2*13 rs1041983 (282C>T) "', A< Hf
FEHEHGX TS SNP v s/ A W50 4, i 5E 45 21
7R, NAT2%5 (341T>C) C 45 i 2 4 | *6 (590G>
A)AZENLFE R #7 (857G>A ) A 25 i 3 A
#13 (282C>T) T A5 A3 F X A9 485 47 3 76 06 HPe 45 %
YRR TS — PSS IR, R A R
JRURS: T 55

A 5T 45 AR W] NAT2*5 rs1801280(341T>C)
C & L NAT27%6 151799930 (590G>A ) A %5 J
. NAT2%7 151799931 (857G>A) A %5 fif £ [A |
NAT2*13 151041983 (282C>T) T 25 {37 J A o] LLVE Ky
e PR 7 JFH S 0 ik 245 S0 Esh 0000 483403 1) 2 F- i

5% STk
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Analysis of clinical features of autoimmune hepatitis and detection of serum related
antibodies

LI Ying*, PANG Yuanyuan, CHEN Hongyu

(Department of Gastroenterology , Gaoping District People’s Hospital , Nanchong, Sichuan, China, 637100)

[ABSTRACT] Objective To explore the clinical characteristics and serum related antibody detection
levels of autoimmune hepatitis (ATH). Methods From August 2017 to May 2020, 106 patients with ATH in
Gaoping District People’s Hospital of Nanchong City were selected as the research group, 106 patients with
cholestatic hepatitis were selected as the control group, and 106 healthy people who underwent physical
examination during the same period were selected as healthy Group. The basic situation of the research group
and the demographic characteristics of the three groups were counted, and three groups of blood samples were
drawn to measure liver function indexes, immune indexes, and related antibody levels, and to analyze the
influencing factors of AIH incidence. Results AIH patients were mainly women, accounting for 86.79% ,
and irregular diet accounted for 47.17% , which were mostly accompanied by abdominal distension, abdominal
pain, loss of appetite, fatigue, joint swelling and pain, hepatomegaly, and spleen. The levels of GGT and
AST increased, and the serum immunoglobulin G (IgG) and IgM increased significantly, and the difference
was statistically significant (P<0.05). Antigen (SLA), anti-liver-kidney microsomal antibody type 1 (LKM-1),
anti-smooth muscle antibody (SMA ), anti-nuclear antibody (ANA) , and anti-centromere antibody (ACA)
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positive rate > control group and healthy group, The positive rate of anti-mitochondrial antibody (AMA) in

the control group > the study group > the healthy group, the positive rate of ACA, anti-nuclear membrane

glycoprotein antibody (gp210), SMA, ANA in the control group > the healthy group (P<0.05); LC-1,
SLA , LKM-1, AMA, SMA, ANA, ACA, IgG, IgM were all important influencing factors of ATH (P<

0.05). Conclusion

AIH patients are mainly female, with complex and diverse clinical manifestations,

abnormal liver function, and significantly increased serum IgG, IgM and related antibodies.
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Table 2 Comparison of the positive rates of related

antibodies among the three groups [n(%) ]
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LC-1 6(5.66) 0(0.00) 0(0.00) 12231  0.002
SLA  24(22.64) 4(3.77)  0(0.00) 38.849 <0.001
LKM-1  10(9.43) 0(0.00)  0(0.00) 20.649 <0.001

AMA  19(17.92) 101(95.28) 0(0.00) 231.353 <0.001
SMA  51(48.11) 18(16.98) 0(0.00) 74.294 <0.001
ANA  106(100.00) 95(89.62) 1(0.94) 271.179 <0.001
ACA  96(90.57) 6(5.66)  0(0.00) 250.451 <0.001
2p210 0(0.00) 25(23.58)  0(0.00) 54.266 <0.001
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R3 AHRFEREERSH
Table 3  Analysis of risk factors for the incidence of AIH

N&E pfi SE{i Waldy ORfH 95%CI P

PER] 0077 0261 0086 1.080 0.779~1.496 >0.05
P 0.059 0328  0.033  1.061 0.671~1.678 >0.05
ALT 0168 0199 0.717 1183 0.596~2.350 >0.05
ALP 0028 0.201 0.019 1.028 0.674~1.568 >0.05
GGT 0.043 0.156 0.075 1.044 0.932~1.169 >0.05
AST  0.062 0.133 0217 1.064 0.868~1.304 >0.05
LC-1 1193 0351 11.543 3.295 1.189~9.133 <0.001
SLA 1178 0.404 8498 3.247 1.212~8.699 <0.001
LKM-1 1.088 0369 8.699 2969 1.135~7.768 <0.001
AMA 1561 0461 11467 4.764 2.345~9.678 <0.001
SMA 1177 0410 8240 3.244 1.350~7.797 <0.001
ANA 1432 0373 14.747 4189 2.024~8.669 <0.001
ACA 1389 0.684 13.077 4.009 1.958~8.210 <0.001
gp210  0.044 0267  0.027 1045 0.593~1.842 >0.05
IgG  1.251 0357 12271 3492 1.561~7.813 <0.001
IgM 1236 0379 10629 3441 1.545~7.662 <0.001
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pgrmel KPR T-XF BB 2H , 22 38 Goit2f i L (P<0.05) ; i LB 26 F 3% 1) TL-6 . CRP . TNF-o 7K 52 %
IR, 22 A Giit 24 75 L (P<0.05) ; JIG B ELE 5 3% HBD-2 \HIF la /K V-5 IL-6 .CRP . TNF-a /K F-IEHHE,
pgrmcl 55 IL-6 .CRP \ TNF-a 7K A 56 (P<0.05) . #5168 G L & 4 (19 HBD-2 (HIF 1o K P82
permel KCFAAIG, H 5 O I 26 i PR 1 /K -2 DI 26 .
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Significance of HBD-2, pgrmcl and HIF 1« in patients with premature rupture of mem-

branes

ZHOU Ling'™, FU Meisha®, YU Canyang'

(1. Department of Obstetrics and Gynecology, Qiongshan District Maternal and Child Health Hospital ,
Haikou, Hainan, China, 571100; 2. Department of Obstetrics and Gynecology, the First Affiliated Hospital of
Hainan Medical College, Haikou, Hainan, China, 570102)

[ABSTRACT] Objective To observe the levels of 32 defensin (HBD-2) , progesterone receptor
membrane component 1 (pgrmcl) and hypoxia inducible factor 1o (HIF lat) in patients with premature rupture
of membranes, and to analyze its clinical significance. Methods The patients with premature rupture of
membranes who were treated in Qiongshan District Maternal and Child Health Hospital from February 2019 to
August 2020 were selected as the study subjects. The healthy pregnant women who underwent physical
examination in our hospital at the same time were selected as controls. The levels of HBD-2, pgrmcl, HIF la
and inflammatory factors were detected in the two groups, and the correlation between HBD-2, pgrmcl, HIF
la and inflammatory factors in patients with premature rupture of membranes was analyzed. Results The
levels of HBD-2 and HIF la in the patients with premature rupture of membranes were higher than those in the
control group, and the difference was statistically significant (P<0.05). The level of pgrmcl was lower than that
in the control group, and the difference was statistically significant (P<0.05). The levels of IL-6, CRP and TNF-a
in the patients with premature rupture of membranes were higher than those in the control group, and the
difference was statistically significant (P<0.05). The levels of HBD-2 and HIF la in patients with premature
rupture of membranes were positively correlated with the levels of IL-6, CRP and TNF-«, and pgrmcl was
negatively correlated with the levels of IL-6, CRP and TNF-a (P<0.05). Conclusion The levels of HBD-2

KRB i HE 8 RAFALT A (813265)

MEE A1 F 0 TR R4 ek tada =4, 408, 5 v 571100
2. M BEFRS —WEEREZA, d, e 570102

*BAZAE A B %, E-mail : zhouling6862@163.com



NTEWERIrel 20224E2 4 5144 4528 T Mol Diagn Ther, February 2022, Vol. 14 No. 2 - 351 -

and HIF la in patients with premature rupture of membranes were higher, and the level of pgrmcl was lower,

which were closely related to the levels of serum inflammatory factors in patients.
[KEY WORDS] Premature rupture of membranes; HBD-2; HIF la; Correlation analysis
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Table 1 Comparison of baseline data of two groups of subjects (x+s)

215 n (%) Z{7i; BMI(kg/m?) L3R (YK /min ) Y48 Fe (mmHg ) #7KJE (mmHg )
3 R 2 50 27.45+2.58 22.81+1.44 74.84+7.55 113.75+8.50 68.566.60
Xif 4 50 28.01%3.01 22.56+1.81 72.91+7.26 112.41£7.82 70.20£7.51
i -0.999 0.764 1.303 0.820 -1.160
P{H 0.320 0.447 0.196 0.414 0.249

%2 WMHAHBD-2.pgrmcl JHIF la K EAYELER (x+5)
Table 2 Comparison of the levels of HBD-2, pgrmcl and
HIF 1« between the two groups (x+s)

215 n  HBD-2(ng/L)  pgrmcl  HIF la(pg/mL)
GIERAEH 50 658.17+13.64  0.46+0.09 96.27+8.35
Xt iR 4 50  420.42+9.67  0.84+0.11 52.34+6.03
tHH 100.547 -18.906 30.159
P{H <0.05 <0.05 <0.05

2.3 P HAE R F KRy Lo g
A R FL I 4 R 3% 19 TL-6 . CRP . TNF-a 7K °F- 55
FXTHRA, 2R A G2 X (P<0.05), L3,

x3 WMARRMRRERFKFRILLE (x£5)
Table 3 Comparison of the levels of inflammatory factors in

two groups of subjects (x =s)

21 n  IL-6(mg/L) CRP(mg/L) TNF-a(ng/L)
AISEDEZH 50 38.03%2.14 65482525  94.62+9.04
X 2 50 1211328  15.23+2.97 10.53+3.25
HE 46.799 58.907 61.896
P1H <0.05 <0.05 <0.05

2.4 JEBEE W EE HBD-2  pgrmel (HIF 1o 54
ik PR 7K1 B AH DG

4 B L %% HBD-2  HIF 1o /K 5 IL-6,
CRP, TNF-a 7K *F- 1E #H 5% , pgrmcl 5 IL-6, CRP,
TNF-a /K- HAHSE (P<0.05) . W4 4,

R4 BRIEEREEEE HBD-2.pgrmel JHIF la 5
RE B F K F B K
Table 4 Correlation of HBD-2, pgrmcl, HIF la and
inflammatory factor levels in patients with premature rupture

of membranes

sk HBD-2 vs pgrmel vs HIF 1a vs
QN o e e e b
T Y Y Y A Y

IL-6 0424  <0.05 -0437 <0.05 0.676  <0.05
CRP 0.398 <0.05 -0.505 <0.05 0.493 <0.05
TNF-a 0.512  <0.05 -0.386 <0.05 0.534 <0.05
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A A BRI R AR A mNGS $ R A 1 BT 3 o A 20 A, ELA B A TR A B AR AR, JC R 1
FrAs (i it o v M s AR 22 ELA O o I R A L, 7SS o 36 T R A A . TRIItE , AR S
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Treatment of clinical specimens of sterile parts in pathogenic metagenomics high-through-
put sequencing

LIANG Zhikun', SUN Rongtong®, WU Yilan', WANG Lin', TANG Cuiyan®*

(1. Research Center of Medical and Pharmaceutical Bioengineering, Minstry of Health, National and Regional
Joint Engineering Laboratory for Clinical Medical Molecular Diagnostics, Guangdong Province Nucleic Acid Mo-
lecular Diagnostics Engineering Technology Research Center, Guangdong Provincial Clinical Medical Molecular
Diagnostics Engineering Technology Center, DAAN Gene Co., Ltd., Guangzhou,Guangdong, 510665; 2. Clini-
cal Laboratory, Weihai Municipal Hospital Affiliated to Shandong University, Weihai, Shandong, China,
264200; 3. Clinical Laboratory, Weihai Maternal and Child Health Hospital, Weihai, Shandong, China, 264200)

[ABSTRACT] Pathogen metagenomic high-throughput sequencing (mNGS ) does not rely on tradition-
al microbial cpLture, and directly performs high-throughput sequencing of nucleic acids in clinical samples,
which has the advantages of unbiased, wide coverage, and rapidity. The detection of more pathogenic microor-
ganisms (including viruses, bacteria, fungi, and parasites) in clinical samples has played a key role in the
field of severe infections, especially those caused by difficwLt and rare diseases. However, infectious clinical
samples are diverse, and there is no standard specification for sample pretreatment and nucleic acid extraction
methods. The consensus of various experts also pointed out that sample pre-processing and nucleic acid extrac-
tion are important nodes in the quality control of the mNGS technical process. And compared with the speci-

mens from the bacterial site, the specimens from the sterile site (venous blood, cerebrospinal fluid, pleural ef-
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fusion, tissue) have higher clinical value and showLd be submitted for examination as far as possible. There-

fore, this article summarizes the clinical sample processing methods of mNGS sterile parts, focusing on the

characteristics and processing methods of the sterile parts samples, in order to provide detailed reference infor-

mation for medical workers and scientific researchers.
[KEY WORDS]
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