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Figure (P1618)  Differential analysis of CDCAS5 expression in lung adenocarcinoma and normal lung tissue samples
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Determination Methods and Research Progress of 25 - hydroxyvitamin D in

China

PAN Xiaofang, WU Jingbiao, HUANG Yanhong, ZHU Xiuxia, HUANG Hongxi*

(Division IV of General Laboratory, Guangdong Medical Devices Quality Surveillance and Test Institute,
Guangzhou, Guangdong, China, 510663 )

[ABSTRACT] Vitamin D is a kind of fat-soluble vitamins, mainly including vitamin D2 and vitamin
D3, converted into 25-hydroxyvitamin D2 and 25-hydroxyvitamin D3 in the human liver, collectively known as
25-hydroxyvitamin D, which is the main circulation form of vitamin D, do also the best indicator to measure
the nutritional status of vitamin D. 25-Hydroxyvitamin D is an essential fat-soluble vitamin for the human body.
It not only affects calcium and phosphorus metabolism, but also has a wide range of physiological effects. It is
an essential substance for maintaining human health, cell growth and development, and is closely related to the
occurrence of many diseases. Therefore, the detection of 25-hydroxyvitamin D levels is of great significance to
individualized vitamin D supplementation, and can effectively prevent vitamin D deficiency or insufficiency.
This paper summarized the determination methods, principles and research progress of 25-hydroxyvitamin D in
China, to provide the basis for clinical diagnosis.

[KEY WORDS] 25-hydroxyvitamin D; 25-OH VD; Liquid chromatography-tandem mass spectrometry ;

Chemiluminescence Immunoassay
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2.1 WAH A3 - R B P9 7 (Liquid Chromatogra-
phy-tandem Mass Spectrometry , LC-MS/MS )

LC-MS/MS 1 it B2 ) FH ok I ) 5t 25-OH
VD2/D3 51§ 5o TPy an 56wt b i) H A oy DR
J5T A Wit Sl RH R A 0 BC 2R B A W) 3R AT O
By o TFIRRAS 2o 0d (g8 A 23 B 5 Ui s, A BT
B IR A B U [ 5T A LAY AR A HL RS
To TEHRIVERT A B 72 A Q1 DU AT Fi
AT . H AR RE R T RO E i e ok i
Q1 U AT, HEA Q2 filf F3 i, 7o il 88 A4 (G20 A
—E Rl A VR T, H bR B R BT R
TR X B A Q3 UMK AT BT i 4B
el AR ERSERT , R HbR 78 7 9lk s
ok, BEIE i Q3 WU AT , HE K I #5% v 2R 4T A
W, B AR b B AR T 1 2 PRIRGE
PEIG e S RN R AR AT OR R B Jm 75 B X Bk
PE R A €8 35 06 3 ok €2 35 06 199 ERF ] R e T AR
5 R AT LI BT AT 2 P e s A B SR FH AR
P E N, TR AT AR FRIC R 25-
OH VD2/D3 , REMEAR b 1 11 R 5 SO0, o3 1
BRI T MR, 5341, LC-MS/MS L RERS A 5K X
43 25-OH VD2/D3, Hb 5 2 125 R BHURE BT, J2 i IR
R4 2 D I a b o

WFFE R, LC-MS/MS 74 1l 72 T 1 5% L 1L 3%
I35 REAS % 25-OH VD2/D3, B R EE & 4
B | MERA PG A AR RS SR A AR
B AR 2 B M R A R PR UE B L AR
J&i FHIE %6 26 B J5 2% S 1 68 /= 0V AH 033 -
EF I 3 9 - W) A7 2R bR 0 PR I E I T 25-OH
VD3 5 1% 5 E N T 35 E E bR i 5 R B
¢ B NISTO72a J 54 i 2 52 B it 25-OH VD
FI A, RAS TR ZE R o T M 4l = 2 4
HLO A BRA RIS T N B BE 2 4 3K 30 27 B 3
SO NI B R G = o e NN (1P e N A i
FE L B VR B 223 T R R G A R
LC-MS/MS #4651 25-OH VD i 72 HAE A HURE 21
TR BRI TE T 21% , FEAS R AL BEER Y K I 2L
AT T 74% , UL BB 43 25 A 1 R 0 A5 3 2 T
T63%",

R T AR EYE A R D R MELE T AE , 2010 42 4E 4=
Z D #p #E 1L 1T X (The Vitamin D Standardization
Program, VDSP) Jii 5J) , VDSP il i1 & 37 2 25 ] 5 {4
Z 25 2 [ [ AR ME R B AR 58 BE (The National In-
stitute of Standards and Technology, NIST) #& it 5
WE 2 2% ) J&i (Standard Reference Materials, SRM ) ,
AT 32 4 R A 4 R ML A 0 R 5 AR N A S
% 25-OH VD Kl J5 ik iy pR AL > NIST il kb
FIEF AR R 27 S T [A4 2 LC-MS/MS 2 &2 121
FE LT 7 25-OH VD2, 25-OH VD3 12 % 7 %,
15 2] T K 56 B i) U5 PR 3K & 22 Bt 25 (The Joint
Committee for Traceability in Laboratory Medicine,
JCTLM) A AT 0 fHJ& LC-MS/MS A% 2% &
Bt LA T B R G M AT R R
FEASHI AL R A %, 4G 000 o L AR, B 80X 1 i
R FEAR R TR s T THAE A 2 /BN
DUAF B L L B BRI, XELAE T s AR
INAAGI 25-OH VD [ 45 ifE , LC-MS/MS 247558
5% 3-epi-250H-D3 Fl 3-epi-250H-D2 % F A 1A Ky
2& S A, G 6 BE Ay LA s 2y o 2R AR B
PER G4, BT RS S A R AR AL
AN [F) 52 36 5 22 ] 1) Ak 347 9 R 4 5% S R AR T
X )AL, 25 77 A AN [ () s PRIPARY

A 202045 11 H 30 H, [F= N B 8045 3 M
TE Y LC-MS/MS #:3l 2 25-OH VD2/D3 111 71 &
T AT M AT i BT g A FR A MR
REYTERARAR . LBE R RKIEESR %A
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FRAFIE 10 RAF . AR AR T A, LA BT
FHP A 2019 Fl 2020 4F A5 B ENHIE , 4 ZAE A%
FTIE & F Ld#5 A 22 57, I 2 LC-MS/MS
Pebr AL, N R T R 25-OH VD B F bR 5
il % TAE

2.2 ek

CL VM8 7= S v B Ry 5 i
221 k2% k5t 5 M1 2 (Chemiluminescence Im-
munoassay , ECLIA )

V5 B R D 3k 7 e e HL R LB ELAR T 43Ry
AL ROETE AR b R ORIE b ROk
T

i e S5 O R 4 B Sl Ak aE K g o BT
5 25-OH VD Ay A M B 17 55 5E FTEAl , 5
LC-MS/MS i BRI 245 S5 L e 26 B, 8% 42 B sl ik
25 R GHIE S T AT LA A2 I R A A 225k, T
RO T AR 2 2O HOR B iE 1M 25-OH VD
A& M REF8 b , 45 SR 3R W ECLIA £l 25-OH
VD HA IR A RO A A SRR B
AARAE . NIRAEDPT ST T —Fh 25-OH VD #
IO Ak 27 & G B 928 43 BT 1% 388 Ao A 00 7 4R - 7
1 A W - 0 2R 19 52 B W W AR 5 R I R AR
25-OH VD [k i, SEI 25 S R ML r i A A
10 PNV ON = i | =R G R W W A
ELISA 1L 45 9 57 b i [] LB L A 25 TR 2R (152
M, HRT, A R OE ATk AR AU & HE
Ao 0 A 35 ey, HL T R W A2 AN, S BOH:
T 25-OH VD [Pl ARAS TN 7 FH 9 L3/ )

2.2.2 i B 4 i 7 (Enzyme - Linked Immunosor-
bent Assay , ELISA )

ELISA — 2k FH 58 4 125 it B G A vh 1) 25-
OH VD #EA 7/ SAGI . IZRIETENG IR T BRI
—E WA (E R AR S, AR 2 w4k
S K

ELISA Ffk 2 % vk 4G I 235 5 (8] (4) AH X
22 bt %5 25-OH VD ¥ B (1% T s s /= ol
> 1 SPSS #X 4 H 8 LC-MS/MS \ECLIA L) &
ELISA 1% % J7 100 5 I35 25-OH VD 45 5 1 A1 5%
PEFI— B0, 45 3 7R 25-OH VD2 & & H AR,
= A5 I 2 LT 25-OH VD 5 R OE A G,
LC-MS/MS F1 ELISA Z [H] i 25 R — Sk R 4T

HE20204E11 H30 H, HATE N E £ &3
T IR 119 i 3¢ f 8 3% K 25-OH VD 1§ 25-0H

VD3 i & A TN FE R A W H R A RS A b
ot iE B E PR A RS 4 6 KA H] .

2.2.3 i [ g A4 42 % ) 5E 125 (Cloned Enzyme
Donor Immunoassay , CDEIA )

CDEIA 3 M ilg it A 5 4 3k | 2 T B -2 FLAKE
T o- B AMEJFEE, F1 H DNA 5 417K il 55 il 57
A& (Enzyme Accept, EA) Fl i {f£{& (Enzyme Donor,
ED) W4~ B B-~FFLWE 17 . EA FIED KA 7E
B AT A5 A A B B 1, R EA ATED
RV ST A0 AR S 00 7€ 7K A CDEIA . CDEIA ]
FER I 32 4 35 BB H#E AT K I, ED FRig 9 25-OH
VD $i 5 AR S PR SS & 5 i TS a7 BN BE
15 EA 255 T8 LA IETER) B-FFLME T I [
A S B4R 9 ED ARic 25-OH VD HiJi 5 EA 254
TE BCELA TG W, 0 ARSI 2 B T, B
MR /NEREAR L 25-OH VD HiJE AR A & 5 iE |,
T o AR R 1Y WO BE AR AR, T LAAS ) 25-OH
VD HJHRE

i RAAE PR 2E R A RS Y 25 75 2
Ak 3 D e IR S (o R il AR A e g e 1 )
S E NN TEA B S A A TR I i i AR
Hr 25-OH VD HYI5 & , ezl 26 7 i A — e
B EAE AT, RS I 45 2R 5 ¢ [F Immunodiagnos-
tic Systems Limited 23 ] A= 7 132500 6z 00 45 SR (%) 41
Ktk R, 25 W5 M R 58 A BB A% 38 B8 AR 2K
Al A R IZ W R 2 AR A
2.2.4 3¢ 52 )2 Bt 2 (Fluorescence Immuno-
chromatography Asaay , FICA )

WINRIEZ B Z R H 56 4 ik IR ik 11,
AL 38 A RN 43 A A 5 5O bnic iy
25-OH VD Husg BEHUIA LS &, T2 O -Biik-Ht
RS . EENERT 25 EHR
AR ETZHT BRI X (T IX), 5 T XA
25-OH VD-BSA BMifiL I 58 4+ 45 5 0 i B Y5t
bricHtRENT 2K (C X)), 5 C KA it
EEEE BRI X B2 o FEWR TR
MIVE R L 20 ot & 4 2 B K I 50 E
PENCRIPE T B AR AR DR S o th THEA PR
25-OH VD 5 T X B Mt e R 5eF X R BT
KA, T X965 5 FHEA T ) 25-OH VD i
FERUR LY, 9t i 43 A AGH 3 45 5 i Ak S i
1 78 bR 42 A sh % Ak 8 a8l A A D
25-OH VD fIHJE
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IR R T A BRI 58, R G
ZE TN FR , PTG FBE ) 3R S5 Re o, N7 T & T,
DI BR G 8 E AT A 25-OH VD [ 5 %, 45
T PG B R AT

5 38 ¢ B BE 2 BT VR RN B ) g S T B
ARBEA , XA DN B 9 2SR &, (o LA 3 2
BERe ] iz H R AR e R AR 8 2
SRR, R T R R AR WA R B (A )
A BRA R A T —Fh i R R I 25-OH VD 1Y
B [E] 43 3 2 't Ho 928 2 A A I 7] 3% O 9 A
o BB A 3 3 2 O i JE AT Ik 1 O A, AT DL
TR AR I A ) R, (HL B S AR SR S L REAG T
25-OH VD'#/,

2.2.5 [JEeFL s ik (Latex Immunoturbidimetry )

JE 3L A 8 Lk ik 32 B BT AR A 12 A e LAk
BRSPS I AR M S5 48 , B A B R AR E I
KW BE e AR AR, W B R A8 Ak 5 I T AR AR
H1iY 25-OH VD 9 &5 & i E F .

VRN 305 5 15 ) B2 97 fL 7 IRE A A R 2 ) ) 25
FREL4E 4 R D(25-OH VD) I3 iR 5 & (i FL o s
Fb b s ) 7 ) FE I L B 3 e 32 000 2 NI 35 H 25-
OH VD My & f o %7 i 5 35 58 I PR A= Ak Ae: Il i
I AL AR R T s B o 22, H AT
A =R e, ik RS &Ikl
i T4 A S AT, SEIR A S AR ERAE
FEAR TC 75 1 — 25 i Ak B 25 B R ] AG I, s 25 SR it
[, — M AE 10 3B NI R . 22 S
N AT 2, HORAE W TR 0T, WA
PUARSE | T 85 R A RN A0 AH BV L, Dok e
S G IR ORL O e X T VA ST B OCE T, 5
— 7T, £ B4 2 [ AP R X ik i etk R
TR AR o PR32 7 2 1) S A e 1 A% i
Ti R HAT R MHMERE . IR, i AH SC B Bt
TRFIR B &, OB B W AR IBUR 5 |, itk A 7= i
{14 G 60 B o R 7 4 v, Rt i K T Y
F e B il 3 AR o H i e L A 328 H g 32 4 S 1
M) i A g o B 13 %
b ARAT FEMIE

3 it

25 [ RTIR , FH T LC-MS/MS 12, 28 1 46 1)
FEAS FH A /D ARG I 15 A AH X (6 B SR B A 1 B
EHFEPZMELZER TR, (HE5 LC-MS/

MS JEAH L, G 3% i B AFAE DL (] . (O3 5 8500
FNAE SRR, 25 5 (4G 10 235 S A =5 5 QO AG 0) 24%
j B 25-OH VD, 5 {% Al 25-OH VD2 f /K-, S5
A 25-OH VD £ I 45 S A A% ; @ JC ¥ X 43 25-OH
VD2 1 25-OH VD3, T B G k45 7 k2% . RifE
& LC-MS/MS 1 lIfi 5-OH VD 5454 8 R4
2L IR, AR R RE I ELISA S I B ] 2
Ko, N TEAEZ B, NI AR IE A SRR A A I .
S22, H T T WA fe i 1k 1 ik ) 6 A A DA Aff
Pk #R G 5 LC-MS/MS 25-OH VD 6 il i 57 £
S

JL4F 25-OH VD2 Fil 25-OH VD3 B 45 #) 2% &
AN B T B TS T RIE T SOR A — E R
S, BRI A6 25-OH VD2 F1 25-OH VD3 I %t
NN | B < Y T o R R ¥
# DKV R D #hFeIr ik I R b SR 1
JIt LA LC-MS/MS 385 J 7 ik b AR 2 R ok &
Rz —,

S o R ARG 56 30 H B R 25 B RS
23 (] B A 4 [P , F A PR AT LIAR A B B 75 5K
TEFEAN [A] ARSI 7, 9K i S B0 i A T vk — o
VAT Ll ) s AR i 2 AT AR S 1 s TR A R R 31 e
()52 PR 5 1 SRR i o

SE Lk
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N4 B19 BZRRAIAG 5 5% it 3y

Rty R Bl

[ ZE] BR @ AQVNVEE B19 BIRKINEH E RS % Hthe mEbaiE, Ak IEHH
BENAN/INGBEAZ I BH M AN B P I SR AR A, ST A AI/IN 2 B9 AR A A7) B R 525 i, s &S AL T2
AU = RN/ EE B19 AR E BPRAR e &, X S5 ME sy S Wil 5, &R #rmEER
Z% MAFEHE S 5 8 IS % 10 0 RS S 5 2 AR T RS 2% 0 2 4y . W TR bR
S AR PR 2% 5 L1 5 L2 B9V EE43 31y 2.4x10° TU/mL 5 2.4x10° TU/mL ; 2% S 5 5 PR G sk &
L (25C) HUE 24 h R E Rl 3 KA S Fivfaoe . ER S 50 T bsiE R FHPERF A 3R 8/8, B
PERF 638 10710, 85 %5 2 BRI B K- C i sl 1 (H 2R R R BN T 5.0% , SRR Hh PR R ok
H 2.4x10° TU/mL 1) L1 N S 40/ 2 B19 B2 BH 4, ¥ %4 2.4x10° TU/mL 9 L2 0] Sy A 5l B 14 .
it H# T A/ NERE BLO IR [ 5275 5, 7R TR & 9 BT s i BT .

[EEIAM]  Ad/NGEE B1O; AZRAN ; 258 Bt

Establishment of national reference material for human parvovirus B19 nucleic

acid detection reagent

MA Tingting, XU Sihong, ZHOU Haiwei*

(Division II of Diagnostic for Infectious Diseases, National Institutes for Food and Drug Control, Beijing,
China, 100050)

[ABSTRACT] Objective To develop a national reference panel for human parvovirus B19 nucleic
acid detection reagent and establish the quality standard. Methods The positive and negative plasma samples
were collected and screened to establish a national reference panel for human parvovirus B19 nucleic acid
detection, which was traced to the WHO Third-Generation International standard for B19 nucleic acid detection.
The stability and homogeneity of the reference panel were evaluated. Results The national reference panel
is composed of 8 positive, 10 negative, 2 precision and 2 lower detection limit samples. The concentrations of
the lower detection limit samples L1 and L2 were 2.4 X 10° [U/mL and 2.4 X 10> TU/mL, respectively. The
homogeneity of the reference panel meets the requirements, and the stability of the reference panel was not
affected by the room temperature (25C) for 24 hours and repeated freezing and thawing three times. The quality
standard of the national reference panel is that the positive coincidence rate is 8/8, and the negative coincidence
rate is 10/10. The precision requires that the Ct value or the quantitative value variation coefficient of the two
concentration levels is not higher than 5.0%.The minimum detection limit requires that L1 with a concentration
of 2.4 x10* TU/mL should be positive for human parvovirus B19 nucleic acid, and L2 with a concentration of
2.4x10% IU/mL can be positive or negative. Conclusion A national reference panel for human parvovirus B19
nucleic acid detection reagents has been established, which can be used for the quality control and evaluation of
enterprise reagent research and development.

[KEY WORDS] Human parvovirus B19; Nucleic acid detection kit; Reference panel; Quality

assessment
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N4H/NF#E B19 (human parvovirus B19,B19V)
J&TFA/IMRERE R, 26T R . AR R 235 40%~
60% 1) AB% B1OV B 4L | ZA4FE2 90% 1) N A FH
PP, BI1OV AL & &4 (A REEA RGN E R
ZHIULI . B1OV ME—ALYLIE N B3, E 25
PR T A4 (R VMRS ) L MYl V5 e N A
%', B1OV ZEHE A BN AT 18 2 RN 3 Y FHorp
1 ABIA 434 1a f1 1b &Y, 3 RITT LS4 3a fl 3b L, 1a
TS F R B AT (0 S5 R, TRl /4 16 8
I3 HIAEAE . HAETE N B1OV RN A 254
AR S & B, %28 i E R S T i
RN G — 1 BT s bR o, (A5 267 i B A AE R ]
Featt B, B, #EST /NG 7 B19 AZ RS I
FIER S % b, AT LG i & i o s i T
MEZIARLLE . AR R & FE P IS 7= 5 i o
i ASSEIR R TN/ EE B19 A R A I 7
KS2% i, IHE T HBEAE . BUHRET

1 #RERE

1.1 AR
1.1.1 S50 EURR IR
LR FEAS 220 A Pl S 52 T T A ol

A WIS AT BRI TOGCAE il B0y A PR A =) L2 e
HREERI R B AL st IR BE B At
1.1.2  [EERbREs

Bt T A4 2 21 (world health organization,
WHO) [# Fr£: % f (3rd WHO International Standard
for Parvovirus B19 for Nucleic Acid Amplification
Techniques , NIBSC code : 12/208) , #1 75 ¥ & 4
1 410 000 IU/mL, WHO [ Fr 2 % i (Parvovirus
B19 DNA Nucleic Acid Amplification Technology
(NAT) based assays Genotype Panel, NIBSC code:
09/110) , %S % Al & B19 i #E 1 A 2 AU 3a 70,
FRRU 43514 5.98 10g10 TU/mL,5.94 log10 TU/mL
#15.97 logl0 IU/mL,
1.1.3 A6l

)5 ] R A ) AR I A BR 2 R
N4/ B B19 R R Kl 1057 & (PCR- 2GR &
2:), B f ] In-house 55 PCR 4734 K2 il J57 7
51 rsI i 1 s PCR 55— 48 RO 2 F
N5 — 2 9ACHIAR B 2 min; 55 — 20 94C 20 s,
55T 30 s, 72C 45 s, 40 ME I 5 55 =4 72C 7
min, 55 RSO ZR ARG AR B g R PR Ol T
£ 58C,

&1 ANH/ESE B9 ZERENIRFIE RS % & PCR ¥ B RN F 514"

Table 1 PCR amplification and sequencing primers of reference panel for Human Parvovirus B19 nucleic acid detection kits'®
Hiy CIL/ B2 514255 51951
YT () PVB-1F 5 i 5'-CACTATGAAAACTGGGCAATAAAC-3'

PVB-1R ol N 5-AATGATTCTCCTGAACTGGTCC-3'
PVB-2F St ok 5'-ATAAACTACACTTTTGATTTCCCTG-3’
PVB-2R f Tl N 5'-TCTCCTGAACTGGTCCCG-3’

P8 K 5 149 (45D PVB-1F 4 L 5'-CACTATGAAAACTGGGCAATAAAC-3'
PVB-2F 5 LU 5-ATAAACTACACTTTTGATTTCCCTG-3’
BI9SR H— TR 5'-CCAGGCTTGTGTAAGTCTTC-3’

PIMVERR 7 R 358 95 A2 25 36 AR R
A BRAF] L R Sk e I B A BR A F] L i
ZAT R AR A7 FR A w FN S (G2 W 7= i 1
A PR w3 4 G B 77 o R PERIF ST A8
R bR A Y TR By A B w /N
B B19 #Z WK ) & (PCR-ZEOGIRE ) . 195
PEWTE 55 4 2 132 W ™ il 3 A BR 22 H]  co-
bas®TaqScreen DPX Test ( B JiF 1A 4l /)N % B B19
ioallIR= Wl EP Y alll 8
1.2 Rk
121 %54

i 28 S BN e 1 JEORREAS 22 B0 i A R

KA BEE G AR S 0, 3l g5 8 (BRI S %
it PCO1~PC08, 10 1/ B2 % i NCO1~NC10, 1 £33
R EFEA 2 IR B B S 1 B B i & %
i (CV1.CV2) DL K 1 17 i e B R AR 28 9 B A 2]
AR RS0 (L1 .L2) .
1.2.2  WIEbRE

B WHO 25 =A% A 41/ 75 B19 2% 1R [ Brbn
1E il (NIBSC 25 12/208 ) 32545456 B i ¢ I A A b
HEAT, B 6 Z2A b 1 7 i XS 28 B8 R e (TR H PR
22 AT IR b R A
1.2.3 et RS HHE

KRS e . S R
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DL R e B AR BH P 2 5% 5 PCO4~PCO8 , 43 ]
223 (25C) JE 24 h M [ R Rl 3 U S5 b B
Je ol FH e 3R s T AT A, DA A
Wit e .

VEPRS % 22 5 V1 FI CV2 HEAT 5 MR F
550 A BIBEDLIE 10 32 CV1 Al CV2 BEAS, {2
PR & A TR, B S AR AC A A 2 I
1.2.4 S5

fd ] SPSS 16.0 K AF # AT S 1153 Hr o TH i F
BERH (3 £5) 2R, AR e k56, 2 41 2R H
F R, P<0.05 N2 R A GIEE L,

2 H#HR

21 ZHE AL
WA B REAS 22 PCR B 38 400 0 A A iE ()5
WiE TS %M., k2,

®2 ANH/NMEEBIOKBRENRFIERS ZREAM
Table 2 Composition of reference panel for Human

Parvovirus B19 nucleic acid detection Kkits

SR B GS BEARZEA  RE(IU/mL)
FH PCO1 il -
PC02 iR -
PCO3 13 -
PC04 1fiL %% -
PCO5 Jii4 -
PC06 .3 -
PCO7 1% -
PC08 I -
[ikES NCO1 1L 3% -
NC02 M3 -
NC03 1% -
NCO03 1fiL %% -
NCO04 1fiL 3% -
NC06 M3 -
NC07 1% -
NC08 1fiL 3% -
NC09 1L 3% -
NC10 M. -
W% B CV1 1% 1.5x10°
CV2 1fiL %% 1.5x10"
CV0 JilE -
B ARRAG B L1 Il 2.4x10°
L2 i 2.4x10°

TE = =" AR AT AR D 5 E A

2.2 FEPHpAIZER

XF 52 i B S 2 S AT R R A R R
PCOLJ& T 1b B LIAR AR PP 8 T 1a B, ULIET 1
2.3 PMERRESE R KT b

K% 5225 CV1 H CV2 BbR i 25 850 50k

1A/M24682.1/B19 Wi promoter region
1A/Z68146.1/B19/NS-VP
1A/DQ408301.1/B19/NS1-VP1-VP2
1A/M13178.1/B19 partial genome

45— TA/NC 000883.2/B19-complete genome
3114 G1

B PCO1
ﬁli—,f 1B/DQ357065.1/B19/NS1-VP1-VP2
99 | 1B/DQ357064.1/B19/NS1-VP1-VP2
o 2/AY064476. AG/NS-VP1
91— 2/DQ333428.1/B19/NS1-VP1-VP2
5 3/AY083234.1/B19/NS1-VP1-VP2
61 3/DQ408303. 1/isolate BN59.3/NS1-VP1-VP2
3/DQ408302.1/B19/NS1-VP1-VP2
100 *G3

3/AX003421.1/Patent WO9928439
100 ' 3/AJ249437.1/Human erythrovirus VO/NS1-V

96
0.01

TE:G1.G2 Hl G3 43 3 W [ NIBSC 19 41/ 8 B19 JE AL &
i, %' 09110,
B 1 ANH/NEE B9 ZEKENKFERSE RERER
EERFENL D TER
Figure 1 Phylogenetic tree of reference panel for Human

Parvovirus B19 nucleic acid detection kits

H g S A S8 P R AR A (C(E S (i 000 R

) o ARG 2% St bR E . WK 3.

&3 ANH/VEE B ZERENKFERSERIMERE
Table 3 Cooperative calibration of reference panel for

Human Parvovirus B19 nucleic acid detection kits

AT Al iR g 45 R

X WmBER B NGRS
A B C D
FAPEFEA 3% PCOL~PCOS  8/8 8/8  8/8  8/8
AR & 2 NCOI-NC10 10/10 10/10 10/10 10/10
% CV1 (+) () () (+)
Ccv2 (+) (+) (+) (+)
I A H B L1 (+) () () ()

L2 nEE (+)  W[EE (+)
e () RIS SRR, (=) RIS BT

Z: 7% 56 [5 & il F 245 148 BEL Ry (food and drug
administration, FDA) Ifil % i £ b5 it (10* TU/mL) &
PMES 25 Rl e AR S 2% A B S %
i AT A 88 IS i AT 6 38 10710 5 45 25 1 A2
5 RE<5.0%; B ALK tH PRS2 0 L1 N o FH M, L2
AL Ay B i B
2.4 FOEMERIASIM

it FHC X TR 560 % AS [] Ak 385 A6z T A% Ce i
E-T0CHRAF4 M HEAT oA, Rl 25CHLE 1 K
AEEERY PAE R 0.175, [ Rl 3 AL BRI PH A
0.174, 2 W 2 FAS [R] b B35 A5 00 AR 2 2% i O A
B, ReEHREERILE 4,
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x4 ANBMNFEBOZBENKTERSEREHRE
Table 4 Short-term stability test on reference panel for

Human Parvovirus B19 nucleic acid detection Kits

25 Clit e
BT —T0CHIE F24h 3K
PC0O4 30.6 31.3 31.2 - -
PCO5 32.1 32.2 31.9 - -
PCO6 31.6 32.0 32.0 - -
PCO7 27.2 28.7 28.6 - -
PC08 27.8 30.5 29.6 - -
CVl1 23.0 23.0 22.7 0.330 0.574
CV2 29.2 29.7 30.9 0.029 0.867

T =" R BEAT AR LT H A

it FF BAR 27 22 430 KRG 25 B 2% i VL I
CV2 ¥ 5] R I 45 R T St R 50 5 Bow
CV1 F1 CV2 % P {H 73 5 R 0.574 (F {H=0.330) Fl
0.867 (F{H=0.029) , RIAH SR A 2K .

3 it

b 45 17 A9 B1OV A% R K6 0wl A7) 62
(Qiagen 7 A artus® Parvo B19 LC PCR Kit £l Roche
/A ) cobas®TagScreen DPX Test)'®', FDA %f B19V
A g a0 7] B R b 20 o i T 2 0 A BT A R TR
AU [r] I X R I 5 3k AT O A e A
SeME R AR R AR RRFR AR L RGN 24 5
& P J5) (european medicines agency , EMA ) 45 28
RIRARME™ . WHO & 857 15 — AR A 4/ 5
B19 #% 12 [ B A o i #1155 — Q48 /N 5 B19 #%
iR 43 0 [ bR 2 2% i (NIBSC 4 5 433l A 12/208 Al
00/110)" . H A& E A %A B19V #Z IR 12 Wik
FIAT AL AR | IF S T RN AR e T, iR A I
TR B1OV A% R A MK o S %oF [ P4 e 2™ i
1T R G000 I3 s VP I g 5 48— 1) T i b i, A B
FERFR T N0 /N 75 B1O A% R A6 38 5 5 1 P
K57 5 (454 370005-201601) .

AR A ZH R B ARG B RIORS 25 1 2 2 i
A 2 580 #4728, JF O LB U 2 WHO 1Y
55 = A1/ 7 B19 A% 12 [ B As o 5 (NIBSC
%5 12/208) . B19V fig B 5| 2 iy i 2 JE 4L 1Y
R R IR A W, K2R R R
7N, 06 T B S 10° TU/mL I — i S 23 % A
Yelvzl IR g SE [ FDA | B P 24 3170 R il 2% K
FIRIT h 25 J5 # R & 1l %€ B19V DNA & & A
3 10" TU/mL 1 Dby A% i G I e i A o7

A TR e AR B S 7% L1 A L2 ik B2 43 )
WESE K 2.4%10° Fl 2.4x10° TU/mL, JE 23R L1 1 K
FHPE , L2 0] S BHAE B B 12 b v BE W 2 ik 4%
HLFS B19 4% R 6 I 5 25 bk v S RE X 57 R 4T R
B PEAL R R B R ) PR RE 22 57 o TRIE SR RAIE
FEAAE 12 5 R A7 Al G B b i AR e 1, XF S
i I RRE AT T B A, S5 ARG P R
B AR By SO 2 5w A S % i B AR e
H S PR IEAL 45 1 R S % 5 B A1 Pt e g
TG i 2

Gy 4N, Ay N AL B R TR R, A
PRBALIA RG] T AN/ B B19 A% R A il 3 741 [
FFRAE M (45 370023-201601 ) , 3 [F AL H &=
LI 5 2 WHO 1928 =48 A4/ 5 B19 A% R [
Brbm i i, ilb v 0T 2 i) B S5 42 ol B 1)
B PEREVEAS S B4 55 . ASH 0 bk
o o B A B 52 T TR B1OV A% R G I 38 751 1)
8 AT N 1231 A | ) 7 £ S i < S e
1) S5 b o

5% 3T
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S P 9 A R0 A I b i it 5
R T H IMeT O RXH A TET OEAT

(# ZE] B @ AR RN & irfE. Ak B e AT FK A1 10 FiH
2 3L PR 2 AR K AR &, 0 BRABLAE ATk b o, R 00 B 22 3 PRI S AR A ) R 5 2 RNk 2 2 i )
ML KRR ERE AR SR E Z R H TR, R R & AU A Y
Ko MEBRHETE L BRE AR, TR C K E K S5 5 P19 1 200M 245 58 4F (H K S 5 P9
P16 [ 1555 28748 , ANiph L B5R o BRIl H i, TR C R E 557 i P14 17AE 1555 2878, ANii It Bk
0 BRI H b, ARG S0 25 R A B R AR SR UL B T AN [ D R AR G A AR I BR A
it A RS SRR R BUE TR A BER BT AR A FR PR AT —E G R, TR
G o 3 PR 2 A A R AT ol v o 1) ST KA B R T i 2R e () A Ry A G 50 U
ST ) WA R AR A

[RERE] HEILHERAD; A& 1l b

The Validation of Industry Standard for deafness gene mutations testing kit
ZHANG Juanli', QU Shoufang®, SUN Nan’, ZHANG Wenxin®, SUN Jing®, YU Ting**, HUANG Jie**

(1. Medical Instrument Testing Institute of Henan, Zhengzhou, Henan, China, 450003; 2. National Institutes
for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT] Objective To validate the industry standard for deafness gene mutation testing kit.
Methods Ten kinds of deafness gene mutation detection kits produced by 8 manufacturers were selected.
According to the proposed industry standards, national reference materials for detection of deafness gene
mutations and enterprise reference materials were detected, and the appearance, detection limit, accuracy,
specificity and repeatability were verified. Results The appearance and repeatability of all kits meet the
requirements. For accuracy item, in addition to known mutations, manufacturer C also detected 299M
heterozygous mutation of national reference P19 and 1555 mutation of national reference P9 and pl6. For
specificity item, manufacturer C detected 1555 mutation in national reference P14, which did not meet the
requirements. For detection limit item, according to the experimental results, meeting discussions and online
opinions, the detection limit indexes of different principal kits were determined. Conclusion Most of the
verification results can meet the requirements of the proposed industry standard, indicating that the various
indicators of the industry standard have a certain degree of rationality and strong operability. The establishment
of industry standards for deafness gene mutation detection kits will help improve the quality of these kits, and
will provide a basis for supervision in production, inspection, and circulation.

[KEY WORDS] Deafness gene mutations; Kit; Industry standard
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T8 02— ol 57 3k 1 & 1 T g B A 5, e
KA, HEHR B H R 2R EHEN L
A Hirh B DA 50% W S E T H B R e N &R
FEW ., KA E BRI E LR
PO AT Ry e R L AR
F: B AL F5 GJB2., GJB3 ., SLC26A4 V) J 2% Ki A4 1)
128 rRNA FEH A8 HHTA ZFh B E IR R
R &, Jr AR Rk (PO PCR G L RAT
B[] BT 38 P 5 o F T AR S A s i
PRSI Y 5 AR AL 5 S AR AR — 0 25 5, 7 B X
XN G Mk R A AT 5 — ROEE I PEA, ok
PR B I ARAE AR G I 235 SR i i 1 o A 7 B I
ARG AR & AT bR E A AE 17, P EE
i 24 it K R F 9 BE (LT R PR AR BE ) B 58 Bl 2
PCR i RS vk ()7 55 24 H g 5L R A
W) & eI R 5, BA FE ks a5, ) B
TE 2017 A ) 5 ol B 25 36 P R AR A I [l A 5 %
fn O, AR & R S R A T R R S
i, XS H D ATERENEE N TR 24, &
Belk & 1 548 BT S MR I MLAS S 7 Ak FF
JE T S BB L R 2 A R I R S A Tk AR vE R T
Y, UK IZA T A 7 1 95 AR LA E — 7 24k .

1 #REFE

1.1 &

| 3 g A 1 - R O s DR A I R A (Fk
FEZE i), bt i A Wy A BR A ) A 7 5 Lo
25 5 DR A D7) & (A= aes i), b o R 4]
B A e AR B AR AT BR A R A 7 5 B8 5 IR (R A
M) & (PCR+SFR A4 287 ) , WM BILE A P ik 2
A BRI A 7 5 48 R 8 5 R ARG I 7 6 (e
PCR %) 2P B 8 5L DR Ik 7] 85 (9% PCR
12:) A1 PDS J DA ) & (261 PCR %) |, U g 0
SR AR PR W) AR 7 5 U 30 - 2 K PR A N 4
& (ARMS-PCR %) , HAE U5 A YR R A
BRLZS R A 7 5 A T 3k A% 1 T 8 5 PR 2 A A
& CRATR R B ), ) N T a5 5 A= P 3 AR
Uy A B w) A 7 5 B PR 5 AR el A 7R & (I
PREHE E RAMFIL) e KA YR (B30 A R
O s AP R RS I ) GO ), T M
M aYr & LR A RTHEAH .
1.2 ZFN,

L2 H R 8 AR Rl [ 58 275 i - k5 £ 36001 3-

201701, 647 20 4~ FHA%E 2 2% i (P1-P20) Fil 3 1~ BH
S i (NOI~NO3) . [ P19 11 P20 5 DNA FEAC
h, HpsZ Rtk . EEESHE M S
AT K AT,
1.3 EZRIMLAR

10K-B f B30 7 4348 A (e il s A= A BR
) R RIS (b B ) B A R
W A BR N ] ) JHB 2012A 537 2238 A G 913
YA R H) ) L ABI 7300 %65 PCR Y (35 [
ABI /A7) .Bio-Rad S1000PCR {¥ (2 [ Bio-Rad 23
F]) .DR MassARRAY & 47 A [B] o ik = 48 ()
T 3K i 2B ) R B AR A BR 2 7)) . BGISEQ-500
FE P A (e R AE R (DO A BRZA F]) L Bio-
electronSeq 4000 F K I 7 43 ( 7R 58 1 B R 42 B
BHEABR AT
1.4 Al ARE P & BOR S5 bR S Sk Jy

T 38 53 VR AIE I 40 A1 45 3 391 I b o 1) I 4R
T, 45 Al RN % O, 4% 8 GB/T1.1 2009 #Y %L
R, il a2 T B 3 PR 5 A ARG I R B AT Ml b o
WA S EH ST S 2R
B 7k bR R R UEEH 1 DL A s e A
TSR, o BRI R R L
25, BRI AL S AL R RR | o R S A
M,
1.41 4M

EHROET Bk A, il ARYE A O™ i
A A0 25 e e B 3 24 AR . — B A 1A 6
ST AR s INIMILZRE BRZETE TS 2K
1.4.2 il pR

VR o Wl g 11 e S WA o L S T 18
e BRG] A5 v VR O ik  BUE S PRPE 2 5 L
AL 04 ) A I S R P 9 A8 A6 s ) Aol A 0
FRZ25 5, DL R IR ) 8 A 3 16 PN 1) 1 5% P 1
Z:7% W B 2 R S R B, A A 1 IR 5 B
TR A b ARG R 252 i, 45 R 1 0k, 3SR A s AH
Jof ) L PR A1)
1.4.3 MEFYE

7 475 K1) A 00 S T PN g 4 S 5 PR A 1
Fie BRG] 45 b g #0E J7  , BUE E PRPE 2 2%
TRAT 5 4 ) A S 1 P 2 A48 57 4 ) Ml BH
S5 i, DL KGR B A I S L PN 1) [ R B A S
i, AR 1 U SR AL BTS2 AR
UG, BB SRAGE HH R I 1 35 PR U 531
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1.4.4 Fr5

Fie BT A5 v i 484 O s BUE K E = 7%
et R 70 G0 G I S L A0 ) B R BH S 2 i A
D15 B B 275 i, A Al 1 U, 45 5 8
o7 Sy BF) 1 BB A 7
145 HTEME

AR 2 0] A N S T P 9 356 DR 28 T 2 AR 2
AR E EEMS 5 BRI 2/ 0% 1 R
AR RN e FRUR I A R O v Bl
HEEMS N, BEK 10 %, 45 55— S H A
HR R O 14 S R B 50)

2 H#HR

AR
AR G AN i R
2.2 kxilpR

P e A I S L N R R B 2 2 LR R 2
1 ng/pL, KA Z I F o]k A K ETE
K 1 ng/wL & BE 1) [ -5 25 i, 76 1494 v AR
Z A6 P4 . P6.P16 . P19 NO3 54, P12 2&7% , Tfij &
e ) P20 2845 ; 7E SLC J W AR Z 46 tH P4 P15,
NOL 53, P12 2872 , i AR BEAS th P11 Y IVS7-2 %€
A5 1E GIB [ W AR 46 H P4 P15 NO1 3, 21 [
K27 Tk 235delC RS ; DL -5 B FEAS MR B
AT 3500 75 ARSI B T S O 25 R S e e IR
TR B ARG ) BR AR BEAE AR 28 5 ng/pL s, B4R 4G H

FRAE LA A6 00 45 55 DA R ) A1 SR R L RN 22 0K
SBETE , e KBRS AR AT 6 Fls ik,
61000 BR S AS 785 T 20 ng/ S W B 2 ng/uL; ¥ T
2 KB R A B T 5 ng/ S B 1 ng/pl; X T2
PCR 5 , K PR % AS 55 T 10 ng/F2 W 5% 2 ng/pL, 45
PCR ¥ 14 J5 R Ak 27 5 € n 2 P YK - 058 JE R A5 55T
TN 4 AT 1 ) B, A I BR AN v F 15
ng/ Vi 5% 1 ng/pL; AT AR R U K 31 At i #E
F & BRI BR 0] 2% DL T BEE 5 I HAG I 4%
AT AN S 0 i B VAR B A R bR 2 — 5 % T
mtDNA 128 rRNA 5758 H 43 o 10 K6 I IR 25 AS A 22
SR, Al AT AR I PRAEAS SE PR 2848 F 43 L, AT &R
GRS, BATORIAIR T & 2848 7 4y F A R .
2.3 MERTE

KT REE R R BK . BRO ARSI,
IR Ciok H E RS % 5 P19 [ 299M 72 7 28748,
% 5% PO P16 FY 1555 5875 , AN L BoR

2.1

2.4 S
KA FEERW R . T HCRhER
FHM:Z 2 5 P14 (52728 57 55 R i) oA il s [ A1, 1
KBTS D A7 AE 1555 2878 , ANl JEER o
25 HEEMH

o Ak B S A5 R R K
H A7 AE 22 ROk D 5 3k R0 &, B 38 Dy o
i, AEE R i & mT A= TR AR S R A
IR | DRI, e 0 e 2SR AR TS ], 220K
OXF T Bk 0 Fr 2 SR I 2 A i) 6, DA &
PCR " 14 J5 >R b2 W (0,5 L DK -5 JE U5 55
P AT AR AR &, EEES K
W 255 B 8 — B0 LT ) HE R ; @ % F 58 5% PCR a4
D) &, 552 S 2 i ARG ) 45 SR 1o 7 50 v A
LA S D38 G Ce i (B8 Tm {15 55O B 1 A1) 32 4
bR )78 S 2 B(CV%) A KT 5.0% .

3 it

1z F 3 12 W B A KGR 5 A8 67 A 1Y)
K 5 vk % | bR e i BRI PE 7 B B 2 Ak
LA A Q—ACI P H R | Sanger I 7 H #1
AT Ay 2 DRLRSE 00 1) 4 s o, AELBOAS 1y REIRFHS  X 4
ENRZR S QSR EA, B Ask &
A AR, 25 R H XS DNA I i
BER R, HLRT RGN ) 58 AR A 0 A B 5 D FE ol B 3
A HL B RAT IS () BT R , B A Ak A
WA, 13 22 35 7 1, (R ARG i 2 B 2SR T
A BB O AR ARE R G @TF — )7
(NGS) 2 A, 38 i K f 0l M AE WS B 2= i F
Bk e, B s R AR A
Hh A R o BRI MR I R AR R AR |
Z O IE R Z a Ir B8R %, Ry k&A1
FH HETCA 2R ARYE A B H AR
S SEBRAG O, i e T Z2 i B 38 6 B 5 A8 A i 3 )
F LM F s O Rk gL (PCR . HAE
TR Y B A PR R AR A I AR S oA, A
LR A IEFESATA I TAE . X s 7 I IR I
A2 Tz, E 60 ALz 4. SR
T 5 24700 G DRI 0 T s 0 57 o5 Nz U i
JEEIN A FA7E— 2 B AR IR 22 57, 2019 4F Z R -
T FE 0 & A7 s fE B S bR e, &OU TG
BT 58— ROEE P, T LAAS B T Jre 1 H- 5 25
AT 5 AR A I ) 64 7 oM A Y 7 FR A
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ARRATAR S R A K B Uk A o T A
LD AR I R B BT K, T ik e A
i, AT TR R IR 2 HA uk ot 5850,
i 5 B 45 18 b ™ 4 S B AT R AR AR AN
BRIGTH 7, h 4% 05 2% RO B g B, A 53135
TEREASHCSE N 1 ng/wL RS PER , XERLIE A R H 5%
ARV R, IR ] 2% P T 4 i v A B (H AN
TLARAR 2 A I R S AR AR R . R
9 H B , BEAS 3 15 BT 150 & A & UL 7K
L TR o A Ay i e S A S ¢
JEE VR S PR AR Ao ) T B B A A
FHPERILE R o LA L1 0 , Al B AR A 4k i
, figp DR T BT, X e S S S AT A v A SR
TE o ZAR ORI, 7E Ml E kR rp A LU R LA
WIS R O3S IV FEL - 7007 3% 5 PCR 8%
OIS T IR WA I AT A — E 22 5 A LR
LR A9 PR REAE B, A0 P R R, D R )
e PP A5, AN S8 TS FHASAT AL A o B4 S i [
SRS, 25 30T PV 1R A 2 0 B Y B
5 R ARG 3R 5 AR I BRI H APz el X
2R R S B B A A Z BR T H AT AR I H AR,
Jo e TR BH A A AR B9 X DL SR AT, A 51 8 DF- 0 4ig
Fro b, T HAMA AT SRAE , A A I 7 32 i B
ANTR], 3 590 66 2 ARG DM B 6 s, 308 3k S5 6 R A A
c. T i 42 BUS 89 DNA & i — B, B 48
28 , AR R I S R bR AN TR AP SR e U
gt il 7 A BR 4 B, I A 8 2 WLt DA 150 & Y
KD BE 7, e 28 6 4 Sl Bt e J3E SR A7 4557
BRI B 5 AN P AR S R B A
i/ P BEE A0 5585 BH A 80O R 30 AR R TR o S i
IS

Zi BRI AT AR MEIE AR AT LUR 5 B
BN RGN [E K S % A R A B T e
PEA ) Z AN E ), 48 iR R i, A AR
H 2 BLR R 2, SCL AL E o Rl 523
JE7 b AT A G I A 56 B b TR A A TR R
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The value of next - generation sequencing technology in prognosis of patients

with acute myeloid leukemia
NIU Xiaona, GE Fei, GUO Honggang, CHEN Xiangli, GUO Jianmin*
(Department of Hematology , Henan Provincial People’s Hospital, Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To explore the application value of next - generation sequencing (NGS)
technology in the prognosis of patients with acute myeloid leukemia (AML). Methods A total of 208 AML
patients in our hospital from January 2016 to June 2018 were selected. NGS technology was used to detect gene
mutation spectrum, and the frequency and distribution of gene mutations in AML patients were counted.
According to cytogenetics and molecular biology, they were divided into the good prognosis group, the medium
prognosis group and the poor prognosis group. The clinical data and gene mutation status of the three groups
were compared. The relationship between gene mutation and prognosis was analyzed. Kaplan-Meier curve was
used for survival analysis. Results The top 5 genes with the highest mutation frequency were NPM1, FLT3-
ITD, CEBPA, DNMT3A, TET2, The gene mutation frequency in the poor prognosis group>thr medium
prognosis group>the good prognosis group, the difference was statistically significant (P<0.05). Concomitant
gene mutations, FLT3-ITD, DNMT3A, and TETZ2 positive were still significantly related to the poor prognosis
(P<0.05) , and positive CEBPA mutation was not related to the poor prognosis. The median disease - free

survival of AML patients with gene mutations was shorter than that of AML patients without gene mutations,

AR B BRE A RS EA(81300417)
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and the difference was statistically significant (P<0.05). The median disease-free survival of AML patients with
positive mutations in FLT3-ITD, DNMT3A, and TET2 was shorter than that in AML patients with negative
mutations in NPM1, FLT3-ITD, DNMT3A, and TET2, while the median disease-free survival of AML patients

with mutation-positive was longer than that of AML patients with NPMI mutation-negative, and the difference

was statistically significant (P<0.05). Conclusion There are differences in the frequency of gene mutations in
AML patients with different prognosis. The concomitant gene mutations, FLT3-ITD, DNMT3A, and TET2

mutations have a short survival time and a poor prognosis, while those with NPM I mutations are the opposite.

[KEY WORDS]

Prognosis; Survival status
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Figure 3 The effect of different gene mutation types on median disease-free survival
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Analysis of the effect of color Doppler ultrasound in the comprehensive

treatment of vertebral artery type cervical spondylopathy

WANG Chonggiang', GONG Fengchao®, WANG Jing', LV Chunju', HU Dali', XIA Liping'*

(1. Department of Ultrasound, the Second Affiliated Hospital of Shandong First Medical University, Taian,
Shandong, China, 271000; 2. Department of Neurology, the Second Affiliated Hospital of Shandong First
Medical University, Taian, Shandong, China, 271000)

[ABSTRACT] Objective To analyze the effect of Doppler ultrasonography on the treatment of
patients with vertebral artery type cervical spondylopathy (CSA). Methods Eighty patients with vertebral
artery type cervical spondylopathy admitted to our hospital were selected as the subjects of this study and
randomly divided into the experimental group (40 cases) and the control group (40 cases). The parameters of
vertebral artery blood flow before and after treatment in two groups and the effectiveness of clinical treatment
were compared and analyzed. Results The experimental group and the control group have improved peak
systolic flow rate (PSV), end-diastolic flow rate (EDV) and resistance index (RI), and the clinical treatment
efficiency of the experimental group is better than the control group, the difference is statistically significant
(#’=5.00, P<0.05). Conclusion Doppler ultrasound has high clinical application value in the comprehensive
treatment of patients with cervical spondylosis of vertebral artery type, and can clearly reflect the clinical
efficacy of comprehensive treatment.

[KEY WORDS] Doppler ultrasonography; Cervical spondylopathy of vertebral artery type; Comprehen-

sive treatment effect
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Al ] o 5 99 5 Fish # DI 280 . P<0.05 IR
ZRHAB GRS

2 FR

2.1 XT LU R 26T R A HESh K i =
AR

TE 80 14k 3 Ik AU SUAERS B35 v, A 72 I R A
HESh ik A /N T 2.80 mm; A 77 4] 2 PSV K T
35.00 cm/s, A5 72 5] . #& EDV {X T 10.00 cm/s, 5
69 il & R 0.70, P4 B EIRIT G A HESh Ik
I 2 E00 B0 1 B S 0 TR 7 T, S 4 AR A
AR IT JE A HE Sl K L i 2 B B0 B A0 TR
4, 25 HAGIHE L (P<0.05), WEI1,
2.2 XU A HE 321697 S ZE MESh K i 2
B

W20 B8R T I 22 ME SN K i i 2 8801% B 24 W
WA TFIRIT T, B ST BB A 1 26T 5 A2 HE B ik i
TSECR O AR T X IR, 2 R BASRIT¥E
X (P<0.05), W2,
2.3 XL G ARG IT AR

S 20 I RIR T ARG 50 A X LY, 22 55
HA G X (P<0.05), W33,

3 itig

LTI M PR 1 ASKE CSA Y & g L 1R 3 v 4
T EIN A S SO [ 28 5% 1 sl SR A2 5 kS 1 AR
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R PMAEABEFRZBFTAEAERIKMTSHILE (x+s)

Table 1 Comparison of the blood flow parameters of the right vertebral artery before and after treatment in the two groups (x+s)

13 . Vs(cm/s) Vd(cm/s) RI
BT WRIT IR IRIT T BT R VRIT T BT A
SCIG Al 40 30.11+1.92 32.57+1.27 7.82+2.41 16.23+1.47 0.7420.07 0.61+0.03
X} HE2H 40 31.11+2.67 35.21+1.06 7.91+2.46 11.27+1.36 0.75+0.08 0.680.04
Ml 1.923 10.093 0.165 15.664 0.595 8.854
P{H 0.058 0.000 0.869 0.000 0.553 0.000

R2 MABREFRZRTHEEMEINKMTSHLILE (res)

Table 2 Comparison of the blood flow parameters of the left vertebral artery between the two groups before and after treatment (x+s)

1 . Vs(cm/s) Vd(cm/s) RI
IRYTHT RIS IRYT AT BT A RITHT BIT)E
O] 40 34.12+2.89 45.27+3.12 10.72+2.49 20.13+3.51 0.69+0.08 0.55+0.04
bopiEl 40 33.11+1.83 36.26+2.41 9.91+2.47 12.77+1.67 0.72+0.07 0.64+0.05
tH 1.867 14.454 1.460 11.975 1.784 8.839
P1E 0.065 0.000 0.148 0.000 0.078 0.000

®3 MARKABTARELE (2(%)]
Table 3 Comparison of the effectiveness of clinical

treatment between the two groups (n(%)]

A n A WA AN RMCE

SIEYYH 40 1(2.50)  8(20.00) 31(77.50) 39(97.50)
XHRZH 40 7(17.50) 15(37.50) 18(45.00) 33(82.50)
Pal:! 5.000
P1{H 0.025

AR &0 S8 4R 7 BT 0L A (PSV 2 36 cm/s, EDV : 13
cm/s,RI:0.65) ; B. HE Z85d SCIA1IRYT 5 MRS (PSV: 50 cm/s,
EDV:22 cm/s,RI:0.56),

1 E—2EZIIWHEH .G MRMLETH

Figure 1 Blood flow spectrum of the same patient before

and after treatment in the experimental group
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FLA A5 04 3 ik i, 7 3 ARG 0 7%, ) sl 2 5
UE CSA IR IRIRIT BRI EZ Xz —

e &2 5| AR 8 & FEEF Wi TG 4% MR 1k B
O AT A RACR | ot BT AGE [ B 1) &5 4 ¢ R L 2% it
HE- LR BN K R G0 1l R 2R 5 R 3 o3 ) 1 B
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B-BRAE F1 L CAP fif 5, Fiii+43_+40(-AAAC) 578
I AAFAE S B

Fakk, MW WEF AW Far

[ ZE] HE #idHr B-ERE H LR 5'UTR+43_+40 (-AAAC) 58735 (R #5417 3 LA K 5 4 Hofh i
Hh e I 2R A J A BAR S LI AR SRS I AR A AL 8O0 . FadE P L2 8 1 H DR I R
XS BT A SR AR B9 S0 A AR AS AT L~ 48 AR 20 A7, BT PCR- U X% D't 7% 28 12 1 Sanger I 7 #E47 2 2
P2 D ARG, X AR G M 22 2Rt AT Gt or . R LB 39 il B-BREZ FI 2L [H 5" UTR+43_+40
(-AAAC) 22795 ], I rpAy 8 ) 58 B-Hbu P 23 i, O 81 £ o b P ¥ 2 1M, 1 91 [R] BRF 5 0 o T -t v ¥ 22
Mo GETH A4 R R W], 20 G145 AL B9 2R & T I0B MUAE AR, BR— 22100 141, MCV \MCH %% IfiL ¥
SRCRIER o Y5 IF oAb T e 27 M S A8 0 R SO AR M S H M KF- o 8518 5'UTR+43_+40
(-AAAC) RAEFTRER—Fh 21 PR BA BER LY 2 DI hE

[REIE] 5'UTR AL B-HPigF2a I 5 I RARRAIE ; 2254k

Hematological analysis of +43_+40 ( -AAAC ) mutation in the 5'UTR of
3-globin gene

WANG Jicheng, DU Li, YAO Cuizhe, QIN Danging, GUO Hao*

(Medical Genetics Center, Key Laboratory of Metabolic and Genetic Disease in Women and Children , Guang-

dong Women and Children Hospital, Guangzhou, Guangdong, China, 511442)

[ABSTRACT] Objective To estimate genetic effect of +43_+40 (-AAAC) mutation in the 5'UTR of
B-globin gene by analyzed the hematology characteristics of carriers of this mutation and patients combined
with other thalassemia mutations. Methods Hemoglobin electrophoresis and blood routine test were per-
formed to analyze the hematological indexes of all peripheral blood samples, PCR- Flow fluorescent hybridiza-
tion and Sanger sequencing were used to detect globin gene mutations, and the important hematology parame-
ters were statistically analyzed. Results 39 cases of +43_+40 (-AAAC) in the 5'UTR of B-globin gene were
found. Among them, 8 cases suffered from {3-thalassemia, 9 cases suffered from «-thalassemia, and 1 case
had both « and [3-thalassemia. The results of statistical analysis showed that 20 heterozygotes with this muta-
tion had no symptoms of anemia. Except for a pregnant case, the hematological parameters such as MCV and
MCH were normal. When other thalassemia mutations were combined, the level of related hematological pa-
rameters was not changed. Conclusion The 5 'UTR+43_+40(-AAAC) mutation may be a polymorphism and
does not have significant biological functions.

[KEY WORDS] 5'UTR mutation; B-thalassemia; Clinical characteristics ; Polymorphism
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R A S S B B- M A A B N . H AT IR
- Z A RO S R R R R A WA SN 2 A R )
BE 55 2 32 14 )7 12 (PCR-RDB ) 46 3 v [\ 55 UL 1Y
17 Fp B-BR AR R R AR b gk A 4% HBB: 5
UTR+43_+40 (-AAAC) , 3% Tt 5 25 8 XL FR A
CAP 7%, 1991 4F 1 KARIA T v E A A8 2
FEB-H A (H LS 22 U5 38 o R A 2
AR LA B BT LA R R B9 ] 4 e R GBI, AN
CAP R g L B —F M IFARAH B K
AP EERON O BRI T CAP 8748 F st A& 500 1)
MR, T 25T B 2 2 6 LA SO A HoAl 22 9
PR M 2RI, A BAGER M. AR B Sl S
CAP 2759k 6], F XA S MR A S 8T T 8034
B RS,

1 ABSHE

1.1 RS

PEHL 2015 4F 2 2019 4F g2 8k ke T A A
T ARG BE B 2% 384T Tl |, 28 3R 88 1 58 DR R DU A
12 HBB: 5'UTR+43_+40(-AAAC) 245 (1) 39 i
B AW T RES IR (0.5~40) %
B AR 15:24, X TH IF HAh B-2R 1 B
SR e 191, 3 3 % HE R AR Y a4 o A R HE R
Pl 9 AR e A AE ] — 25 YL B AR B I O o HEBRAm o
(DL 4 R 25 S B o 52 5 P A At 2D D () 2R 8
B DR 5 A5 TT RE 4955 91 5 (38 axF i 37 42k B 1 A )
N AR A B I AR 141
1.2 sk
1.2.1 LIS

WS B I AN JE I, FH 4 A S I 40 43 AT A
(B A& HFEHEHA &4, 8BS . SYSMEX XS-
10001 ) % 71 Ji i i 47645 i 2188 1 & Hb X MCV |
MCH 4L M S 8050 . R AZh B4IEH
UKAL ([ Sebia 2 ] , Capillary 2 Flex Piercing ) 5¢
Al AR S R R T
1.2.2 REHERZH

* ] QIAmp DNA Blood Mini Kit & ] £
(QIAGEN 7~ ] ) 42 B Ah Ji 1 % [H 2 DNA . i
FH PCR- it 20 9 Ol 4% 22 ¥ ks I 3 g DL iy ik 2k
(-5 o o) I3 RS R AD Y o- M #E (CS .
QS.WS) K 17 Ff B-Hb %7 2 48 | Hhy v ifg 7% 1l (/B
AU ) 5 PR ARG I 5K 7] 8 fh o o K A R 2 B R R A
RN A HREL . {8 FH Sanger I 7 326 X6 5 A0 35 R AG: )

87 BHAE R 191 1A T 30— 2P
1.3 GEil2ebr

K SPSS 20.0 48 i 844 % B i 47 S8 it 4y
B, TR ERER A (R +5) Fom , THECRBLER T (%)
FR . CAP RASG I B-HU AT AL B 19 2 505 ik
HRIE 1 BO-Hb 2L 24 A 9 B I S 5000 AR o 4
55, LA P<0.05 N ZE5AH G L,

2 R

2.1 20§l B-ERE I ZE K CAP RAZ 24 & 1 11
(I 2 S K

20 il CAP 248 2% & ¥ JCAL AR , Hb ~F
P M (139.05£19.36) g/L, 59 1] 10 4b , MCV .
MCH 45 Ifil % 2% 8 bR 34 76 1E 5 38 Bl Py, HOF 41 4
H°8 MCV : (88.68+3.94) fL Fl MCH : (29.69+1.72)
pg. HbA I HAE ] (2.63£0.20)% ., W1,

2.2 9f| B-BREH 1IN CAP RAEE & B M #w 17]
(I 2 S K

5 B-HbFE 5 T AL, CAP A8 52 4 B- 3%
I AR A 58 B 1Y) /)N 240 AR €5 3R 1 B 0 1Y) 3R B0
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2.3 10 fl B-BRE HEEH CAP RAE &I o HLFTIR
1] 114 19 2 S )

2 CAP A G I a- b A, I 22 250
B 5 Al o B o - AT Ut C I B 2
W33,
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SRR A 4R 5 5 - 22 (] 29 50bp R/ X 5,
] B &8 T £ F A8 5, B # HbVar £ 85 ¢ i %
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(-T) .+20 (C>T) .+22 (G>A) .+33 (C>G) . +45
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A T Rl AN QS B i L P e
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F1 2006 p-HRERERE CAPREWNE S FREIMMLEFESH

Table 1 Hematological parameters of 20 cases of Heterozygote CAP mutation of HBB

BS PES AEEY () PBERE AR o BREEEEEFA Hb(g/L) MCV(fL) MCH(pg) Hb A.(%) HbF(%) Hb A(%)

1 5 40 B/BY ao/oo 153 94.0 31.0 2.7 / 97.3
2 i 25 B/BY ao/o 124 86.5 27.9 2.5 / 97.5
3 i 27 BN aa/ao 143 90.4 29.5 2.4 / 97.6
4 & 31 BA/BY oo/ 115 88.7 29.4 2.9 / 97.1
5 % 35 B/BY ao/oo 164 87.6 30.1 2.4 / 97.6
6 5 26 B/BY ao/oo 169 85.3 30.8 2.3 / 97.7
7 i 26 BBy ao/ao 128 87.7 29.5 2.7 / 97.3
8 5 29 BA/BY oo/ 145 91.2 30.8 2.8 / 97.2
9 © 28 B/BY ao/oo 129 83.9 29.3 2.8 0.1 97.1
10 % 29 B/BY ao/oo 115 81.1 25.5 2.1 / 97.9
11 % 30 BBy aa/ao 136 89.6 31.2 2.8 0.7 96.5
12 B 28 Br/BY oo/ 135 88.0 29.1 2.7 / 97.3
13 % 22 BA/BY ao/oo 111 89.2 29.6 2.7 / 97.3
14 %L 35 B/BY ao/oo 127 86.6 27.0 2.7 / 97.3
15 5 28 BBy aa/ao 170 93.4 31.5 2.9 / 97.1
16 25 BA/BY oo/ 124 88.8 30.6 2.5 / 97.5
17 %L 24 B/BY ao/oo 118 92.0 29.7 2.6 / 97.4
18 B 32 B/BY ao/oo 159 85.3 29.2 2.6 / 97.4
19 5 23 BBy aa/ao 153 98.6 33.6 2.7 / 97.3
20 28 BA/BY oo/ 163 85.6 28.5 2.7 / 97.3
F2 oI pHEAEECAPRES A B-HRFHNMEFSH
Table 2 Hematological parameters of 9 cases of CAP mutation combined with (3-thalassemia
Bls A AR (%) BERE MM o BREEH KA Hb(g/L) MCV(fL) MCH(pg) Hb A.(%) HbF(%) Hb A(%)
1 & 27 pergrs e oo/ 89 67.6 21.9 4.1 / 95.9
2 B 22 BB -o*aa 139 65.5 20.0 5.7 0.3 94.0
3 5 5 B ao/oo 109 56.4 17.6 6.3 / 93.7
4 i 25 g ao/oo 102 61.3 20.4 5.5 2.0 92.5
5 & 28 /et oo/ 100 64.8 20.4 5.6 1.1 93.3
6 © 35 per/pert ao/oo 101 61.0 19.5 5.9 0.9 93.2
7 °© 25 per/gerte ao/oo 110 64.0 19.4 6.0 1.4 92.6
8 & 33 per/pert ao/oo 106 65.0 23.2 5.8 / 94.2
9 3 6 e/t oo/ 113 60.2 22.3 5.6 / 94.4
F3 106 3-ZHREAERE CAP RESH o- HRKBAIM MR FSH
Table 3 Hematological parameters of 10 cases of CAP mutation combined with a-thalassemia
WE MR AR BEREMIEFE o B ISELFT Hb(g/L) MCV(fL) MCH(pg) Hb A,(%) Hb F(%) Hb A(%)
1 @ 21 /BN - aa 117 63.8 21.3 2.5 / 97.5
2 @ 27 /BN —aa 100 66.2 21.6 2.3 / 97.7
3 @ 24 [Chavich - Maa 121 69.1 21.1 2.2 / 97.8
4 @ 37 [Chavich - aa 95 68.9 21.1 2.3 / 97.7
6 % 0.5 /BN - aa 104 61.0 19.8 2.5 1.0 96.5
7 B 28 /BN oo 148 75.3 22.8 2.5 / 97.5
8 @ 32 [Chavich -o* o 132 86.6 27.6 2.4 / 97.6
9 @ 32 [Chavich -aaa 123 79.7 26.4 2.5 / 97.5
10 % 10 /N ST 91 52.6 15.8 1.0 0.9 98.1

KMo I, WOHE 2 B e AR B ], PT R FEPA 5TUTR XU Y 278 22 40 U DU 28728, O
PGS TR BERT RE ANEA T E W BAL BN K S ABESE S R AR

B AP AT LRSI SRk P R I BE 58 AR /Yy B UE . H IE) Y B- AR A0 B DR B 32 B BB
AW RS BEAT ORISR ARE , OF AN B-BREEH I RYBTPIAN . X AR TY B B- ML FE 1 BT AL e A
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DL - b 305 9T B- M AT, H AT B N % A
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LIy B- B I IV 2 R IOR T, o8 AR AR T B
HIE—Fh 2B . BT AR N BRE Y
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Analysis of clinical significance and molecular mechanism of CDCAS5 in lung

adenocarcinoma based on TCGA data set
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[ABSTRACT] Objective To analyze the expression, clinical significance and molecular mechanism of
cell division cycle associated protein 5 (CDCA5) in lung adenocarcinoma. Methods The Cancer Genome
Atlas (TCGA) database was used to download the RNA sequencing data and clinical data of lung
adenocarcinoma patients. R 3.6.1 software was used to extract and analyze the expression of CDCAS5 in lung
adenocarcinoma tissues and normal lung tissues. The correlation between CDCAS5 expression and the
clinicopathological characteristics of the patients was explored. With the survival data of patients, cox
regression was conducted to analyze the prognostic effect of CDCAS5 in lung adenocarcinoma patients. Gene Set
Enrichment Analysis (GSEA) was performed to explore the molecular mechanism of CDCA5 in lung
adenocarcinoma. Results  In the TCGA lung adenocarcinoma dataset (TCGA-LUAD), the expression level of

CDCAS5 in lung adenocarcinoma tissue was significantly higher than that in normal lung tissue, and the
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difference was statistically significant (P<0.05). Highly expressed CDCA5 was significantly related to the TNM

staging (P=0.003) and lymph node infiltration (P=0.016) of patients with lung adenocarcinoma. Multivariate

cox regression analysis showed that CDCAS5 can be used as an independent prognostic indicator of lung
adenocarcinoma (HR=1.28,95%CI:1.06~1.54, P=0.010). GSEA analysis results show that the highly expressed

CDCAS5 is mainly involved in cell cycle, DNA replication, mismatch repair, homologous recombination, RNA

degradation and P53 signaling pathway. Conclusion

The expression of CDCAS5 in lung adenocarcinoma

tissues is significantly up-regulated, and is related to the characteristics of malignant progression in patients with

lung adenocarcinoma. CDCAS5 can be used as a new molecular marker for predicting the prognosis of lung

adenocarcinoma.
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Figure 1 Differential analysis of CDCA5 expression in lung
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Figure 2 Prognosis analysis between CDCA5 expression and
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Table 2 Univariate and multivariate cox regression analysis
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miR-766-3p P dIEH  JE8 f= 21 TPl

E OERE HuFE KiE

dhk

f

gl

(# ZE] BH HiTH/N RNA(miR-766-3p) Xt il 40 i s 8 245 (2 2800 52 ma S LA FA ML) .
Fik R qRT-PCR 5 65 414k 43591 K 0 fiti 95 4 4 B 987 55 20 21 P miR-766-3p KIFC1 Rk . 1AM
Fi Wi 2 BT A549 , F] g B 44532 7 Lipofectamine2000 # miR-766-3p mimics . si-KIFC1 4 4% %5 A549 4l ,
MTT £ I 48 f 75 75 5 Transwell /INES 525046 0 20 30 5% S A2 5268 J7 5 DU R B4 1 52 50 50iFE miR-766-3p
HKIFC1 pyim e &R . &R miR-766-3p 7 Ml 4 21 i) R A K BB T2 B R UL, 2R A5
T2 L (P<0.05) , KIFC1 (R EKF BT &, 2 R A 512 2 L (P<0.05) ;. miR-766-3p 1 #2355l
il KIFC1 (323K )5 , 41 M 76 ) 0 35 R AIK , i A8 5 12 22 A M 4k 2 08l /b, 28 S Be T 24 2 L (P<0.05) .
2518 miR-766-3p AT i <t PR IR 20 i KIRC 1 148 14 K A TR 4 i 3 7 T8 S AR 28 6E 41 o

[%42i7@] miR-766-3p; KIFC1; fififii; W5l ; T8 ; (222

The molecular mechanism of miR-766-3p inhibiting lung cancer cell prolifera-

tion, migration and invasion
GUO Xixi*, WANG Zhenhua, HU Hongjun, ZHANG Liguo
(Department of Thoracic Oncology , Xinxiang Central Hospital , Xinxiang, Henan, China, 453000 )

[ABSTRACT] Objective To investigate the effect of microRNA (miR-766-3p) on proliferation, mi-
gration and invasion of lung cancer cells and its mechanism. Methods Real - time quantitative polymerase
chain reaction (QRT-PCR) and Western blot were used to detect the expression of miR-766-3p and kinesin 1
(KIFC1) in lung cancer tissues and adjacent tissues. The lung cancer cell A549 was cultured in vitro, and miR-
766-3p mimics, KIFC1 small interfering RNA (si-KIFC1) and their respective negative controls were transfect-
ed into A549 cells respectively using liposome reagent Lipofectamine 2000. MTT was used to detect cells vitali-
ty. The Transwell chamber assay detects cell migration and invasion. The dual luciferase reporter assay validated
the targeting relationship between miR-766-3p and KIFC1. Results The expression level of miR-766-3p in
lung cancer tissues was significantly lower than that in adjacent normal tissues (P<0.05), and the expression lev-
el of KIFC1 was significantly increased (P<0.05). After miR-766-3p overexpression and inhibition of KIFC1 ex-
pression, compared with the negative control group, the cell viability was significantly decreased, the number
of migration and invasion cells was significantly decreased (P<0.05). Conclusion miR-766-3p inhibits cell
proliferation, migration and invasion by reducing the protein level of KIFC1 in lung cancer cells.

[KEY WORDS] miR-766-3p; KIFC1; Lung cancer; Proliferation; Migration; Invasion
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0540 fih 98 F JE 501, TargetScan i i 7% KIFC1 7]
fiE & miR-766-3p 3L A | iF 5% 2% B KIFC1 7¢ fil
A LU BRI T 2 5 kR AR
{H miR-766-3p J& 75 AJ i 13 8 45 KIFC1 Y % 1k A
M55 Midis kA & B B M AR T o ARAIFSY 22
3 3 1 miR-766-3p (1) 7% 3K 4 A7 HC it 5 240
HATE R S AR ZE I R, 4 98 HX KIFC (1) 1
FEAEH

1 MRl5RE®

1.1 —BHR

W 4E 2017 4F 10 A & 2018 4F 10 A K B ik
() 25 il fili 36 S8 R IE X &, BT A A Y &0
FEAE SZ 0 il Homb 5 15 B, 410 B AR N
56~70 %, F-HI4ER J (63.38+6.15) %, T 41 H %
W32 FARIGIT , RB0 B AR 4% 52 07 Ak sy, 7
ARG B i e 2 R S0 55 A (S5 em) AR A, B
TR T RAE , ARG 2 -80°C i Ik il vk 46 {1
Fo AR AEARBACIEZ TS HEUE, T A B H
o HEEREA.
1.2 MRS

JitiJe AL A549 W F 9% 5] ATCC 4L % . miR-
766-3p mimics .miR-NC . anti-miR-766-3p . anti-miR-
NC . si-KIFC1 ., si-NC W [ )7 £ 18 A= P Bk 47 A7 B
75 ) 5 Trizol | J2 5% 5% 157 & . SYBR Green i 7 £
W [ H A TaKaRa 2y @ ; MTT g [ b 52 5 = B %
HEYEARA R TE A A Transwell /NE W [ 52 5
Corning /A 7l ; Mgtrigel & it i 1) [ 52 [ BD A F
X2 2 g 2 FE R 44K 1) [ 55 [ Thermo Fish-
er Scientific 7 7 ; %Pt A CyclinD1 ,MMP-2 , P21 ,
E - cadherin $T /& 14 [ 3 B CST 2 Al ; ¥t A
KIFC1 $it iAW b o 22 A= YR A BR A
HRP Fric B9 1L Edi e — 9o | R A=Y
TREARAT
1.3 ik
1.3.1  ZufFEge K S v i

A549 4 i 32 F T 24 FLAR, 43 51 miR-NC
miR-766-3p mimics . si-NC , si-KIFCI , anti-miR-NC ,
anti-miR-766-3p ,miR-766-3p mimics 5 pcDNA3.1 .
miR - 766 - 3p mimics X pcDNA3.1- KIFC1 #%; 4t &
A549 401, 43 5iC /E miR-NC £H . miR-766-3p 4 .
si-NC 4 . si-KIFC1 4 . anti-miR-NC 4 . anti-miR-
766-3p 21 .miR-766-3p+pcDNA3.1 41 .miR-766-3p+

pcDNA3.1- KIFC1 41 .
1.3.2  qRT-PCRAGMANIT miR-766-3p HZGAAK-

K Trizol 2% 45 WAl 98 21 2% 98 55 4 21
A549 4 il B RNA, & BB 5 s i ) & & il
cDNA, L) ¢cDNA N #i47 , Z: B SYBR Green it 7|
&L H qRT-PCR J2 I 1A & , 118 miR-766-3p #
X Fe ik i
1.3.3 fifiEZH 2 KIFC1 & H FH PR A

il 2 M g 20 23 U0 R, S TRk BE 2 B rh
JI 7K I B0 AE B R R ¥ W TP 20 min, PBS ¥k
J5 T NN 3%t S AL S E i T I 25 min, PBS
HVRJE WL S I RN 15 min, AR B S
() KIFC1 — ¥t , i & 4CvK46 b i %, PBS 75 1%k ,
A Z BB i F A P A g L0 SE Bt 1eG L, =
IR TR 2 h, il A DAB & (4% JE 47 8 60 KL,
IR FEZGe  FE A 6] Uk BE 1 < T b R AT K Ak
PR ZHOR s R HEAT B R, BT WU
TR TSR
1.3.4  MTT 0 4 o 14 5

W 46 45 4l 0 8 AR K 3T AS49 I (3% 10" AN/
mL) % F T 96 FL ¥z (100 wL/FL ) , 53 5 T 5 e
24,48 .72 h BF & FL A 20 pL MTT i, &
HIFH 4 h, 55 LW, AFLINA 150 pL DMSO, %]
PR 10 min, W B A5 AR M 25 L O % B (A
(OD 490 nm) ,
1.3.5 Transwell SZ50 A 40 fd 275 5 1R 78

A Jf A B S e < HROG B0 A K AS49 4 fifg (5
10" 4~/mL) fin A I % (200 wL/AL) , % A
DMEM 15 72 ¥ (600 wL/fL) , 55 3% 24 h, 22 5 H i
[E 7 10 min, 0.1%%45 ff 28 G4 44 64, 10 min, WEZ AT
R AN MOA . A0 MR 22 S0 - TV 5 57 VA B Matri-
gel LRGN A |28 (40 wL/AL) 8% & 5 h, 5 4:
0 9 [R) 40 i B S5
1.3.6 G E F i B R A

TargetScan T il i 7% KIFC1 #J 3’ UTR X 77
£ miR-766-3p M 25 & 7w , #8825 A7 45 & o7 o5
f) B A 2 1R WT- KIFC1, ¥ & & A7 28 738 i 5
iy 28 A% B % fK MUT- KIFCL, B % % 4 K 1
A549 40 s , WT- KIFC1 . MUT- KIFC1 43 % 5
miR-766-3p mimics . miR-NC 3t #% 4t & A549 41
it , 2 B8 Lipofectamine2000 & 7 ¢ B 5 ik 17 %%
Yy R OB Ot FE O R S DR R I 3k ) R
W25 5 2 g 36 1
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1.3.7 Western blot £ il] Cyclin D1 ,MMP-2 P21,
E-cadherin 25 %15

B4 20 AS49 2L, in A B FH 24 i Y A i
SR H R BCA 0 85 W, 48 SDS-PAGE
STESEE M (30 pg SR LFERD)  BEAR, BHE4 2 h, 7
B PR B (1:1000) ,ACHF LK, HE 4
R (1:2 000) , ZIRIGE 1 h, B3, &5, N H
Imagel 31453t 45 25t K BEAA
1.4 Gilsaba

& SPSS 21.0 e b2 # 5 o Bt |, 1 it 5%
B (x £5) F8 HIEFFA IER 500, 4Ltk
FHST FEAS ¢ K556, 22 4 18] LR B IR 2 T 25 4%
Mr, PG LR Y LSD-1 K 56, L P<0.05 22 53 H
Bt L,

2 HR

2.1 miR-766-3p . KIFC1 7 Ji& 55 41 21 Fl i Ji 41 21
SRR

Sy 53 UM L, il 41 21 miR-766-3p )
Fk K[ (1.0520.10) vs (0.2420.02) ] 58 R,
Z R G E X (P<0.05) ,KIFC1 1 F#iAE
EIE L ERAGIFE L (P<0.05), WWE 1,

W%ﬁﬁl
B BfENRESS H AR RIEE (HE,*x200)
Figure 1

e

Pathological features of lung cancer and normal
tissues (HE, x200)

2.2 IRk miR-766-3p XTI i A549 # 5 iEFS
1RZEMIFE R

5 miR-NC 4 FL ¢ , miR-766-3p £ A549 41 Jify
i 71 & Cyclin D1, MMP-2 £ |1 3 ik & i % F%

K, i S5REZMME R EW D, 2Z5H 511
B Y (P<0.05),P21 .E-cadherin E A T L E T &
e, EREGIFE L (P<0.05), ILE 2. %1,
#*2,

250 m—

130 w—

100 -— — —
T( — e

55 [

E-cadherin 97 kDa
MMP-2 74 kDa

GAPDH 40 kDa

35 W= s ==  Cyclin D1 34 kDa

25 w—

—
15—

P21 18 kDa
10—
7+ 1. Maker; 2. miR-NC; 3. miR-766-3p.
2 RIK miR-766-3p X HAE A549 1ETE EH BHE
EARIENEIT
Figure 2  Effects of miR-766-3p overexpression on

proliferation, migration and invasion protein expression of

A549 cells
F2 TFRIEmiR-766-3p XA A540 T BB
(x+s)

Table 2  Effects of overexpression of miR-766-3p on

migration and invasion of A549 cells (x+s)

it n E-cadherin MMP-2 T 40MIEL 272405
miR-NC 9 0.23x0.02 0.85+0.08 150£152  139x14.1
miR-766-3p 9 0.82+0.08" 0.32+0.03°  66+6.83" 58+6.21
tfi 21.464 18.610 15.122 15.772
Pl 0.000 0.000 0.000 0.000

1+ 5 mir-nc 4 FL 5, *P<0.05,

2.3 miR-766-3p ] . 845 KIFC1

TargetScan il #lll & 7~ KIFC1 f 3' UTR &% A
miR-766-3p [ HANF I, WLIE 3. miR-766-3p iT 3
K W] BE AR WT- KIFC1 19 9% 56 K Bl 1 M (P<0.05) ,
1% MUT- KIFC1 %¢ 5 % il 3 1 o W1 b 5% e (P>
0.05) . miR-766-3p i ik Af FEAIK KIFC1 & H /K-
(P<0.05) , #l1# miR-766-3p ik 7] $2& 5 KIFC1 &
17K (P<0.05) o

£ 1 THRIE miR-766-3p 3T A A540 BN (x+s)
Table 1  Effects of overexpression of miR-766-3p on proliferation of A549 cells (x+s)

x| n miR-766-3p Cyclin D1 P21 AT (490 1m)
24 h 48 h 72 h
miR-NC 9 0.22+0.02 0.74+0.07 0.15+0.01 0.4620.04 0.78+0.08 1.03+0.10
miR-766-3p 9 0.81+0.08" 0.24+0.02° 0.63+0.06" 0.27+0.03" 0.38+0.04" 0.47+0.05"
t{H 21.464 20.604 23.674 11.400 13.416 15.026
P{H 0.000 0.000 0.000 0.000 0.000 0.000

1. 5 miR-NC 41 He %5, *P<0.05.,
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AGGGGUGGGAGGGUUGCUGGAGG 3’
(RN

CGACUCCGACACCCCGACCUCA 5’

WTKIFC1 3°UTR 5’

miR-766-3p 3

MUTKIFC1 3°UTR 5 AGGGGUGGGAGGGUUAGACCGAG 3’

B3 miR-766-3p #1 KIFC1 By E #b 5 51

2.4 0| KIFC1 XJ 40l A549 145 iE R =58
Al

55 5i-NC 4H b4, si-KIFC1 41 A549 43 /1 M
Cyclin D1 . MMP-2 # [ 3 ik 7 1t 2 K (P<0.05)
T 5= 22 40 M 8 e 25 0 /D (P<0.05) , P21 \E-cad-

1

Figure 3 miR-766-3p targets and regulated KIFC1 . . e s
herin & FH #3570 & THE (P<0.05) , W3R 3 3% 4.
&3 ME KIFC1 X 4AA8 A549 IBIEHI M (x+s)
Table 3  Effects of KIFC1 inhibition on proliferation of A549 cells (x+s)
i A 3% 14 (490 nm )
il n KIFC1 Cyclin D1 P21
24 h 48 h 72 h
si-NC 9 0.85+0.08 0.72+0.07 0.13+0.01 0.47+0.04 0.79+0.08 1.05+0.10
si-KIFC1 9 0.40+0.04" 0.31+0.03" 0.50+0.05" 0.32+0.03" 0.43+0.04" 0.56+0.05"
tH 15.094 16.151 21.769 9.000 12.075 13.148
Pa 0.000 0.000 0.000 0.000 0.000 0.000
T 45 si-NC 4L L4, *P<0.05.
F 4 HIH KIFC1 X 4HAE A549 X B EMZM (xxs) L2 s 4 s
Table 4 Effects of KIFClinhibition on migration and :0
30 w—

invasion of A549 cells (x+s)

, . a4 125
474 n E-cadherin  MMP-2 gE A
SsiNC 9 0.22+0.02 0.84+0.08 152+15.2 142+14.1
si-KIFC1 9 0.68%0.07" 0.45%0.04° 76+7.63" 69+7.11°
tHH 18.956 13.081 13.406 13.869
P1H 0.000 0.000 0.000 0.000
2.5 i 3K ik KIFCI fig i¥i §% miR-766-3p X 4 ifd

A549 HETH T =22 R EIVE

#H %8 T miR-766-3p+pcDNA3.1 41 , miR-766-
3p+pcDNA3.1- KIFC1 41 #ii it i /1 & Cyclin D1,
MMP-2 & 1 K3k & W T (P<0.05) , i 8% 512
28 41 it %5 @ 35 14 i1 (P<0.05) , P21 . E-cadherin 25 [
Fik i B E R (P<0.05), WK 4 .35 .56,

3 it

ARG 45 5 R il g 4120 miR-766-3p 13
IRV i AR T8 55 1F 5 4121, 78 miR-766-3p

100 === «—— ww= @ - [E-cadherin 97 kDa
7() we- - == = MMP-2 74 kDa

55 -

== w=» e s GAPDH 40 kDa
35 W= - == == Cyclin D1 34 kDa
25 w—

15 — e wee == P2] 18 kDa
5 -

10—

F: 1. Maker; 2. miR-NC; 3. miR-766-3p; 4. miR-766-3p+pcDNA3.1; 5. miR-
766-3p+pcDNA3.1-KIFC1 ,
B4 F3RiE KIFC1 Ei% % miR-766-3p 3T A A A549 1
HOER EREARIZNIER
Figure 4 Overexpression of KIFCI can reverse the effect of
miR-766-3p on proliferation, migration and invasion protein

expression of A549 cells

TE 98 A J Ok e ok R b AT e Kk 4 R AR
FH o BIF5E B miR-766-3p 16 T2 Jf i 240 g v 5L A%
Feik, I ] 38 1 ¥ ) Wnt3a 22 3K 10 40 AT 40 A g
PR BFFY 2 W] miR-766-3p (K15 7] i S 5 4%
W dia e Az R A OCHR B F5 H miR-766-3p FRik

£ 5 THRIEKIFCI BE % miR-766-3p X 20 A8 A549 1EFEAI I HEMER (x=s)
Table 5 Overexpression of KIFC1 can reverse the inhibitory effect of miR-766-3p on A549 cell proliferation (x +s)
Vil n KIFC1  Cyclin D1 P21 M (450 nm)
24 h 48 h 72 h
miR-NC 9 0.82+0.08  0.73x0.07  0.14+0.01 0.47+£0.04  0.78+0.08  1.05+0.10
miR-766-3p 9 0.38+x0.04*  0.23+0.02"° 0.61+0.06"° 0.26+0.03" 0.36+0.04" 0.48+0.05"
miR-766-3p+pcDNA3.1 9 0.36x0.04  0.24+0.02  0.62+0.06  0.28+£0.03  0.35x0.04  0.47%0.05
miR-766-3p+pcDNA3.1- KIFC1 9 0.67+0.07°  0.58+0.06"  0.20+0.02° 0.38+0.04"  0.65+0.06"  0.89+0.09"
F1H 125.855 242.194 311.494 67.860 125.546 133.961
PH 0.000 0.000 0.000 0.000 0.000 0.000

7 5 miR-NC 4] Fb#, *P<0.05; 55 miR-766-3p+pcDNA3.1 41 H 4%, *P<0.05,
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£ 6 TFRIEKIFCI REHEE miR-766-3p ITEABE A549 T8 AR ZHIMFIER (v +5)

Table 6 Overexpression of KIFC1 can reverse the inhibitory effect of miR-766-3p on migration and invasion of A549 cells

(x+s)
Sy n E-cadherin MMP-2 R 224 IR = 78 AN i %k
miR-NC 9 0.21+0.02 0.84+0.08 152+15.2 139+14.1
miR-766-3p 9 0.82+0.08" 0.33+0.03" 65+6.83" 59+6.21°
miR-766-3p+pcDNA3.1 9 0.84+0.08 0.31+0.03 66+6.81 57+6.05
miR-766-3p+pcDNA3.1- KIFC1 9 0.28+0.03° 0.70+0.07° 121+12.3° 114+11.6°
FAH 293.511 194.657 139.399 147.064
P1H 0.000 0.000 0.000 0.000

7 : 15 miR-NC 41 14, *P<0.05 ; 5 miR-766-3p+pcDNA3.1 41 .47, "P<0.05 .,

B AR T g 5 A /N A B R 2R 2 T 25 PR A
Je0 D ARIFSE 45 R B R, miR-766-3p 1 iAW i
5 AVt 8 20 RS g, el A A B A 58 A R
$E7/R miR-766-3p i:f & 1k T GE 41 i) Jili Ji 40t 34 5
TR KR 7. it — 2 55 0F miR-766-3p i1 ik
XTI 9 240 A Y 5 L3 S AR 2R IS ), AS B 9 R
FH Western blot 72 45 il 14 5 | i #% M 47 28 #H 2 &
12235, 45 9 178 miR-766-3p i 35 3% 1 Bt 417 761
Cyclin D1 (3R 3k , I Al fg ik P21 13RIk o [A] s BiF
5% # B B-cadherin & 1k /K F BEAIE 0T £ i I iz - 18]
5T % Ak (EMT) i 1 42 i i 9 40 B 5 7% ) 7
22 TR MMP-2 [ 2R 25 AT 00 R A0 A
MAZZEHE S ARWFoE4h S WK, miR-766-3p i3
Fe ki 1 E-cadherin i 335 , 117 #10 il MMP-2 £y
Feik , $278% miR-766-3p i 2 1k BE 0% 11 i fiti g 41 i
BasH R S AR 28 ASHIE ST AR S A A S 55 I S
miR-766-3p 1t F 1K 1] Jak 55 ifi I 40 MO 15 58 2 % M
(E& 3 VIS

g HE— R 5% miR-766-3p 18 34 i 6 44 i 2
YIAAT R 5 FHLE , AR5 1 B K il 4
A5 52 B IE 52 KIFC1 J& miR-766-3p AU #E LR . #F
5% ¢ W] KIFC1 v] 38 1 18 5 HMGA1 B9 3% 15 M\ i
{2 E 1 40 Jf 98 Ak As ke Rt g 3R B K B 2R
KIFC1 W] 38 i 38 3% Akt /GSK3B 15 5 1% 5 M A i
EMT % 4k DA T2 34 15 I 968 240 Bfw 33 7 S 5 7%
A 2 4R 45 H miR-135a 7] 3 i #8 [ 1) ] KIFC1
) 228 I B 9 R A kR, AT a5 R
5B, 9 2H 20 KIFCL (1 335 KF T L 4R
KIFC1 7 fifi ¥ & A5 Ik J& i 7 v vl ik #4293 35
IAE R o AWFFEHE— 20 40 B Wl , ] KIFCL 1Y
&3k ] BH I ALK A 20 IR g, I mT sk 2 it 98 40
A% K A2 28 20 M 4k, 457 Il KIFC1 (1 ik ]
UK 559 I 9E AN BE RG BE ERS AR 2B RE T o [, AR

5% K miR-766-3p i F i85 KIFC1 i 7% ik I ]
A Bl 98 A0 B, &5 R R I 40 A TR 0 B i v
s, R MR E A B H BB £ JF n] AR i
Cyclin D1 \MMP-2 [J 33k, M fiP i P21 , E-cadherin
)23k, $& 78 KIFC i 235 BE ¥ #% miR-766-3p it
& I8 0F Jili A L e GRS IR ZE IR .
A 58 AR H 41 Jf 52 55 90F S miR-766-3p i 2% ik
AL I P ] KIFC 114 25 35 DA T e A0 Al 963 20 e 14
o R S AR SR RE T .

25 L Arid , miR-766-3p 1 111 i 1t 48 200 Ji 434 7 |
T KAz 28, 322230 2 17 [ 38 45§ 35 X KIFC1
1) 2 35 17T & FEAE A, AT Sk M s 1 56 PRV T H b
TERE Ao

SE
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Mechanism of intestinal flora disturbance in nonalcoholic fatty liver disease in

rats

GENG yan', LU Xiaolan®*, GENG yan®, SHI Haitao

(1. Department of Pediatrics, the Second Affiliated Hospital of Xi’an Jiaotong University, Xi’an, Shanxi,
China, 710000; 2. Department of Gastroenterology, the Second Affiliated Hospital of Xi’an Jiaotong Universi-
ty, Xi’an, Shanxi, China, 710000; 3. Clinical Laboratory, the Second Affiliated Hospital of Xi’an Jiaotong
University, Xi’an, Shanxi, China, 710000 )

[ABSTRACT] Objective To explore the promotion of intestinal endotoxemia induced by intestinal
flora disturbance on the conversion of simple obesity into NAFLD. Methods Thirty rats were randomly di-
vided into 2 groups, the control group (normal diet, n=6), and the model group (high fat diet n=24). After
model establishment by high - fat diet, the model group was divided into simple obesity group (n=12) and
NAFLD (n=12) group according to liver pathology.The rat serum was taken, ALT, AST, TG and TC were
measured by biochemical analyzer.The serum endotoxin level was determined by kinetic turbidimetric method.
Intestinal flora changes were analyzed by RT-PCR.Liver and terminal ileum were taken for HE staining to ob-
serve histopathology. Results Compared with the normal control group, Escherichia coli, TC, TG and ET
in the simple obesity group and the NAFLD group were significantly increased , with statistically significant
differences (P<0.05) , and the number of Lactobacillus and Bifidobacterium were significantly decreased , with

statistically significant differences (P<0.05) , the counts of bifidobacteria was significantly lower than that in
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simple obesity group, with statistically significant differences (P<0.05) , Escherichia coli was positively corre-

lated with ET and liver steatosis (P<0.05), and the number of lactobacillus and bifidobacterium were negative-

ly correlated with ET and liver steatosis (P<0.05). Conclusion

The disturbance of intestinal flora and the

damage of intestinal barrier in the simple obesity may be the initiating factors which promoting the rise of endo-

toxin and progress to NAFLD.
[KEY WORDS]
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Table 1 Related primer information

FEH Y5 (5-3")
KW HE F:CATTGACGTTACCCGCAAGAAGC
R:CTCTACGAGACTCAAGCTTGC
F:GGAAACAGATGCTAATACCG
R :CACCGCTACACATGGAG
F:CTCCTGGAAACGGGTGG
R:GGTGTTCTTCCCGATATCTACA

1.4 Gtk
K H SPSS 22.0 A4 AT 5 40 AT o THER TR

FLRRAT B

RUBZHT 11 J
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Table 2 Weight change in each group (x+s,g)

il 0wikE 2 wikE 4 wikE 8wikE
NC 4 241.75+11.56 345.25+12.84 392.25+16.93 451.75+13.25
SO 4 246.90+12.30 387.95+22.32 454.95+24.84* 508.77+26.29"
NAFLD 41 245.51+13.54 397.83+16.92 463.21+11.85* 514.75+16.23"
FAH 44.352 46.368 48.305 50.023
P1i 0.912 0.819 0.033 0.025

T 5 NC 4 He&s,*P<0.05,

e S e
HE:A:NC4]; B:SO4]; C:NAFLD 41,
B1 FAXRAFEFRERTE (HE,x400)

Figure 1 Pathological changes of liver of rats in each group
(HE,x400)
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Table 3 Comparison of serum transaminase and endotoxin of 3 group (x +s)

Gl ALT(IU/L) AST(IU/L) ET(pg/mL) TC TG
NC 2 48.50x12.39 146.67+16.77 4.21x1.80 1.44+0.45 1.14+0.54
SO#H 48.33%13.45 154.67+12.37 10.95+4.79° 2.07+0.48" 2.04+0.33"
NAFLD 50.58+12.63 156.75+13.19 15.43+4.64° 1.85+0.44 2.34+0.49"
F1E 1.012 0.534 26.321 0.931 1.021
P{H 1.351 1.026 0.001 0.005 0.002

I 5 NC 4L, P<0.05, 5 SO 41144, °P<0.05.



TSR AR

2020412 H SF 124 5121 J Mol Diagn Ther, December 2020, Vol. 12 No. 12

+ 1629 -

R4 BEXRRHEEHLERILE ()
Table 4 The results of intestinal flora in rats were compared
(xxs)
el KIGFFEE ST EE IR EE
NC 4 8.41+0.96 9.23+0.65 8.38+0.72
SO 4 8.99+0.49" 8.65+0.33" 7.76£0.47
NAFLD 4  9.54+0.69" 8.3620.57" 7.33+0.49°

F{H 15.362 19.821 18.365
P{E 0.000 0.000 0.021
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Figure 2 Pathological changes of small intestinal mucosa of

rats in each group (HE, x400)
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Table 5 Correlation analysis of intestinal flora with endotoxin and liver fat change
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- INEER IFRR I S A JEE REES IR 0 A R REES /MG W2
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P 0.000 0.021 0.010 0.020 0.000 0.000
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[S£48IA]  Xpert MTB/RIF Krilll ; 85 1% A AT 127 5 F4RF-5 i 24

Clinical application of Xpert MTB/RIF in detecting Mycobacterium tuberculo-

sis and rifampicin resistance

ZHANG Jianping ', LI Hongyan **, WANG Dawang *, LIU Shali ', MA Yanxia **

(1. Department of Clinical Laboratory, the Eastern Suburb Branch of Xianyang Central Hospital , Xianyang,
Shanxi, China, 712000; 2. Department of Clinical Laboratory, Baoji Center for Disease Control and Preven-
tion, Baoji, Shanxi, China, 721006; 3. Academy of Medical Technology of Shanxi University of Chinese Med-
icine, Xianyang, Shanxi, China, 712000; 4. Department of Clinical Laboratory, the Affiliated Hospital of
Shaanxi University of Traditional Chinese Medicine, Xianyang, Shanxi, China, 712000)

[ABSTRACT] Objective To analyze the clinical application of Xpert MTB/RIF method to detect My-
cobacterium tuberculosis and rifampicin resistance. Methods A total of 116 patients with clinically diagnosed
pulmonary tuberculosis who were hospitalized in the Infectious Department of Xianyang Central Hospital from
January 2018 to September 2018. Sputum samples were detected by direct smear acid-fast staining (Z-N meth-
od) , Mycobacterium tuberculosis MGIT liquid culture and Xpert MTB/RIF methods. The positive rate of the
three methods, their sensitivity, specificity, positive predictive value, negative predictive value, Youden index

The mutation of Xpert MTB/RIF rpoB gene was detected in 75 cases. Result  The positive rates of Z-N, liquid
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culture and Xpert MTB were 15.5% , 62.1% and 64.7% , respectively. The difference among the three methods

was statistically significant (x*=74.360, P<0.05). Taking clinical diagnosis as the criteria, the sensitivity of

Xpert method was 90.3%, the specificity was 77.3% , the positive predictive value was 86.7% , the negative val-

ue was 82.9% , the Youden index was 0.676, and the coincidence rate was 85.3%. The results between Xpert

MTB and Z-N method is statistically significant (}*=57.000, P<0.05). The positive coincidence rate of Xpert

and Z-N method was 100% , the negative coincidence rate was 41.8% , the total coincidence rate was 50.9%.

The coincidence rate between the results of Xpert MTB/RIF rpoB gene mutation and the phenotype of MGIT ri-

fampin susceptibility test was 88.0% (66/75). Conclusion

Xpert MTB/RIF can simultaneously detect Myco-

bacterium tuberculosis and whether it is resistant to rifampicin. It is of great significance for the early diagnosis

of tuberculosis and extrapulmonary tuberculosis, and it is a powerful supplement to sputum smear microscopy

and culture examination methods.

[KEY WORD] Xpert MTB/RIF; Mycobacterium tuberculosis ; Rifampin; Drug resistance

25 ¥ 4y BAT B 2 & B (M.tuberculosis com-
plex, MTB) HAuff AR AR A AEYH AR AL, X5
KRELGEERZ L0 A SR SZ AR I R 254
s 1 93 I TR 22 R N RU 45 A% 43 BORT TR R A 40 BOAT
T o SEA%I I — Pl ™ G N R A B 1 8 M A
g, IR ELR S5 A% = T K, I 2515 0™ 5, 7RSS
KR B TAE rh 85 A% TR R A X T e BRAG Gl 1
ZWrRALTT O 3 B TR PN BIR SOR B
SR BRI L E A AR IR e SR A
NI 24 = 2 il I e A = 7 =2/ a | DV EEER 7/ K e = il 8
IR 7 Bk A5 A% o BT 55 5% STk
v - T4t F B GR 56/T - Sport , 43 K5 FT T 4% R K6
(TB-NTM-PCR)%™  JRif 1 Bek BT AAIE, AL 5E 1Y)
B ICHEFRIE M 2 ook Hh 25 SR TR, N RE T f2 I
PR S, M MRASR AL GE T B2 Wi IRE TR
FARE B 258 5 5 73.6% , R IGE D 75 BERE PR |
HEBRAS I 25 4% 53 BT 8 S L 25 PR 2 bR o i
EORREAE 7 FAEY S BOR B K B A TR
PCR | SZAT%¢Y RNA fE IR S K (SAT)  Xpert 45
o0 KT TR/ A - PR 431 25 %8 (Mycobaeterium
tuberculosis/Rifampicin, MTB/RIF) & PE¥REL | F&
O AR R 36 VR AN, TR IR ™ o Ao
XoF it 45 s R R B A 43 R FH B i
0,(Z-N %) Z5#%FF 7 MGIT W4 55 5%  Xpert MTB/
RIF 7B R, B M5 an T .

1 M&E5F*

S TRIE S
YEHL 2018 4F 1 H & 2018 4F 9 H 7E A A% Y
B A BE B2 It 45 A% 0 3 116 1], 9 AR ifE - &
HE WS 288-2017 filigh 12 Wiknaf ™ 4R3I I R R 0

1.1

T AR 2 e S = KA o H 45 R R MGIT
WA EE FR B 72 491, 55 51 ], £ 21 f], S 16~90
%P BIFRE 50.6 %, B 2.43:1, KiFE P
Pk 44410, B 31 6], 22 13 6], 4% 21~88 %, F-H4E
W4 49.5 %, B e 2.38: 1, HERbRAE 52152
N S 6 25 A6 2 2 HE G I 45 A% 20 AR T s & Ho e
JERBENR o SLH R FHAIFIE XS B BARAS , BF 9% et
BEBEfe R i 2 M, S TR - G [ 15 .
1.2 RACREE

W B 3 By R FRAS (24 H B 9% [a] B8 Ak H
JRHE) o BRE KIS, TR 2~3 YR, BRI
FINE AR ER AR 0% 565 2 .3 1B I FREA
B AT EETIER . X HORBEAS I A P A A
BT ACUKFRAT , Aad 12 h, BoR AR — )
3~5 mL, bRASSRAE BT AR HPTEs 2567
1.3 {43 i)

K4 A 8l 2 ] PCR %3 Mt & 5t (32 [ Cepheid
8] B GeneXpert) (4 H 3153 SO TR 85 5
X (3 E BD 24 A, 15 . BACTEC MGIT™320) .
Yy W BE (18 1H Leica 2wl , #1%5 . MD1000) .
Xpert MTB/RIF £ il i 5] & ( € [¥] Cepheid /A 7] ) |
BBL™ MGIT™ }5 7 & (£ & BD A #l) 70 KA 18
BCA 25 0UAH & (S5 BD A H)) iR ik &
(BRI L2 AA]) .

1.4 Kl g7k
141 HEZERR IR

Xt 3 AR AR HZE R e 75 (Z-N 35 ) , S 1R
WS 288-2017 Jiili 25 ¥ 12 Wi | 1 25 4% 93 BT 36 R0
Rl o PRUR B ME AL AR A B T R UE T ) i
TR AL HRAE e T i s ], U PR 25 e SO
FP R AW R B
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1.4.2 MGIT Bk R 3%

X} 3 IR A B AR A 2% N- 2 B -L-2F bt & 2 -
NaOH #1740 B, ¥ A RS AR AR /b T35 8
a5 hn 300 K 3 R B9 MGIT YR 55 37 48, LA
BACTEC MGITTM320 {¥#% H Al , i 1 73 Hr ¢
S W R A 458 MTB B K, — ek 7~14
d Ji R, 55 5% R e 42 d.

1.4.3 MGIT B4 258

fd FH MGIT FHAE 1 K 0 B 17 15 R W, 442 B 24
R B B Rl R 7 B4 L 4~13 d PN a0 B A BR
TE T 25 35 37 48 R0 A KO BEAE 19 6 EE A S 24 0
JEAESE R
1.4.4 Xpert MTB/RIF £ A&

BT mL AR A BRARA A 2 mL BEAS 40 HL
iz PR B AE HURE B A0 B 5 R BE A I ARSI &, B T
GeneXpert R B [ R . B AR H H =L
SR 9 78 1 PCR, £ X 45 4% 43 AL FF 1 rpoB JE A
81 bp F| f 1 25 4% 0> X (rifampin resistance deter-
mining region, RRDR) & 15[ ¥ ¥R 41, A6 I L /&
1.5 Giitorthr

K SPSS 20.0 Ge it 3 #r , iHECHE B n (%)
R, 48] %R H Pearson R 7 R B, R H
McNemar #:55, DA P<0.05 8234515 X,

2 HR

2.1 3 PRSI Ty ik P R L B
3 ARSI i B R L, 2R A G XL
(P<0.05), W1,

F1 3TN EEMEREE (n(%) ]
Table 1 Comparison of positive rate of 3 methods [7(%) ]

£2 MGIT & IEFHES Xpert MTB Z5 R ELE [(1n(%) ]
Table 2 MGIT liquid culture and XPERT MTB results

comparison [7(%) ]

SiH MGIT ¥ 1455 77
[H: B )
Xpert MTB FH P 65(90.3) 10(22.7)
[P 7(9.7) 34(77.3)
PAE] 0.240
PIH 0.629

T MGIT WK K 3% 5 2-N 3 M1 EE L *P<0.05; MGIT A 15 3% 5
Xpert MTB #:AH E , °P<0.05
2.3 Xpert MTB 5 Z-N A 45 3 %

Xpert MTB 5 Z-NE45 R WAL, 2R A G
= (P<0.05), WFE3,

#3 Xpert MTB 5 Z-NEZL R (n(%) ]
Table 3 Xpert MTB and Z-N results comparison (n(%)]

Z-N ¥
10
T FtE GitE
FH 18(100.0) 57(58.2)
Xpert MTB gy 0(0.0) 41(41.8)
PA:! 57.000
P 0.000

2.4 Xpert MTB/RIF rpoB K& PR #6145

75 f5i] Xpert MTB/RIF rpoB 3 [H 6 ll 45 43
HT, 66 1] Xpert MTB/RIF rpoB K A A6 28748, H)
RAG I F] RIF M7 24 , 5 MGIT B4 28 050 A1) 48 F
USSR —3%, 9 1] Xpert MTB/RIF rpoB 3 [H 5875
A, Sy RIF Tt 24, 171 24 S0 50 S A1) 1 SUR%
B %88.0%(66/75) o WA 4.

F 4 Xpert FIETFE rpoB BEEWMER [n(%) ]
Table 4 The results of Xpert rpoB gene [n(%) ]

WIRES n FHH:) 914
MGIT A5 57 116 72(62.1) 44.(37.9)
Z-N i 116 18(15.5) 98(84.5)
Xpert MTB 116 75(64.7) 41(35.3)
718 74.360
Pia 0.000

2.2 MGIT W AHE 775 Xpert MTB %5 8 A%

MGIT WK 55 5 Xpert MTB 2530 L35, 22 5%
TG 2= E L (P>0.05) o VLG R #1124 12 Wi b
1, Xpert 75 R UE 90.3% , ¢ 7 FE 77.3% , BHPE T
1 86.7% , BAYEFUIMAE 82.9% , Youden $5 %% 0.676,
MAEHRE53%, WE2,

MGIT B4 24 Sl 56
i H
HUR i 2
Xpert rpoB A 66(88.0) 0(0.0)
LR 52 AR K 9(12.0) 0(0.0)
B AH 88.0%
3 itig

SR AT A T 2 3% 70 % Tt 24 3 DR R 56 &R 1
ST, A TR AR ST 25 5 X rpoB 5878 R B 55 12
W28 T LA, Xpert MTB/RIF LA 5 255 | 1R %t
TEFE 1 BT 55 45 4% 50 BOFT W R A 1 5 91 rpoB FE 1A
81 bp I RRDR, % 6 45485 HIM P #8 B s 421 , LA
R AR AS S 15 7 A S5 % 5 BT 3 52 65 1 (MTB ) LU



- 1634 - NF W SR Ak

2020512 H 124

121 T Mol Diagn Ther, December 2020, Vol. 12 No. 12

KRR A i 257

WHO 47 Xpert MTB/RIF X i\ S8 £ i fiit
24 245 % mY, HIV A 5 il 45 42 9] 07 12 Wi , Xpert MTB/
RIF A5 I 25 4% 43 B AT PR R 0 = ™ PR, iR
Y a Bl 5 000 CFU/mL A BE15 3 BH M: 2%
I Xpert MTB/RIF 77 4 () A | FR (LoD) 4 131
CFU/mL, Jt H:7F MTB DNA X #5 DU}, $T /R 4+ 2
BEAEAERAMESER . AU BN R EEGR AT
FiR Y (8 1 14 BH M 2R G 3 Ik T Xpert MTB 5 MGIT
A 55 B T Xpert MTB 5 MGIT 44 15 97
PR R . EERIR B PR AG, A5 Tk,
FIA SR M40 4R IR0 9O B DL 5
TAENB B R B e e —E X R

[ 4P 42 38 , Xpert MTB/RIF i 56 75 98 143 Fr B
PE B BR A FLRRURME 2T 100% , A SCHYF 5T 45
REH -8, SCEREE (5P FCE 3R M %
9 44.5% , K5 37 B (8] 29 6~8 JH , MGIT W 14 15 5% FH
PER N 621% , T~14 REEFF M, B LK 57 H
PR YR =, FLRE 35 I 0] 45 0, R0 A ) 22 4 200
TR AE L )Z ME L FF R, 1 Xpert MTB/RIF
TR ARG 2 h, T T HFTFALFRAEA R I
ML BRI . A< SCHIF 5T 45 5 3¢ B Xpert MTB/RIF
o I LA [ Y R 5 % R 245 Bt 56 4 30 1 I DR iz
FHH B , 8275 7 L] Xpert MTB/RIF X} 5E {0 1 24
ESoY B 3) R

4 T B R A A1, Xpert MTB/RIF i 1] L A6 ] 72
VRV WIS K 5V B bR A, PR ST A
BH A R AR K THE R 65.9% R FEAR 53.9% | il 7K
16.4% , F¢ 5 PE ¥ 8 ' . Xpert MTB/RIF £ i
rpoB PH 1 5 R R it 24 i T 24 Bk 0 5% AU it 245 45
B, REZU R AR A P A S B P R AR ST 24
B B e B R A7 5 2R A B IR ST i 24 40 G, 7] fig
177F Xpert MTB/RIF 60 4 {1 24 , °T RE -5 LBk T
575 Y, Xpert MTB/RIF A 22 48 FI 5 1 A O, )
A — SR Bk W 7E 4T rpoB i 24 Kk PR A% 01X [A] il
FEU L S8k, Xpert MTB/RIF £ 58 AN fE X 4342 75 1%
PESE R RAT B , RNREBH T WA YT B8R &
25 I, Xpert MTB/RIF J2& — 45 255 P 12 Wr (18
Tk, HA P i ER W AR AR
SR, AT LATESE 2T R RIS I s 45 4% 4 A
TR s 785 % ) T i 24, X Ml 5 4% K ik o1 445 4%

P 9 130392 e B A 20 S, SRR TR A B A B
IRk A R A IR T

5% 3k
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EL g 2 e HJLUR HCMV-DNA KF FF % 5E
B 1 IR e H 5P

MR KRG FRAR

(# E] BHH WEAEIMEE(HCMV )5 LK HCMV-DNA /K- & E , 353 B i
EWBITIEEIEN ., AiE B 2017451 A E 2019 4F 9 A ABEIGA Y 70 41 HOMV B PE5% #L
CUER )R IR TE X4, 3 3548 35 Bil{d FE 4l JLAE %t iR, 73647 iR HCMV-DNA 7K, 2 5 HCMV
YL PEp I B LH AE & ARSI . WIS T E W FIRYT 6 RIS & LR HCMV-DNA 7K
V- \HCMV-DNA [ 3 & T g 46 on [ S IHZL &K (TBIL) | 1 4% IH 20 K (DBIL) | N 24 B2 24 H 5% % i
(ALT) B MEwE iR (ALP) ], S8R WK /K HCMV-DNA JKF- & HCMV-DNA FH 234 5 25 5 T %o 1
A, 257 BA G X (P<0.05) s HCMV BRYPEP5 B UL & AE 7T WLATIM (34.29% ) i % (24.29% ) (15
¥ (8.57% ) AR5 (7.14% ) ki 98 (7.14% ) o« IGIT )5, HCMV JE G 4 952 555 8 L JR HCMV-DNA 7K - K&
HCMV-DNA FHPE 2485547 7 B8 B AR, 22 53 B G438 L (P<0.05) 51697 5 , HCMV 2R Y% 537 1R
JLTBIL .DBIL . ALT 1l AST /K F- Y5506 97 1 i BEAI% , 22 5% BT G128 L (P<0.05) . 45 HCMV &
Ye kg B LIR HCMV-DNA /K38, B2 oy kAT R 5500 R A, B B I%H 97 a , LR
HCMV-DNA 7K 5 25 FAIG, Ty Bt B S 03

(XA E4ifffsss; HCMV-DNA; BT ; ITI6E

Analysis of urine HCMYV - DNA level, complications and outcome after

ganciclovir treatment in children with human cytomegalovirus diseases
ZHAO Daiyan*, SU Aifang, GUO Changgen
(Department of Pediatrics, the Second People’s Hospital of Luohe, Luohe, Henan, China, 462000)

[ABSTRACT] Objective To observe the urine HCMV-DNA level and complications in children with
human cytomegalovirus (HCMV) diseases and analyze the outcomes after ganciclovir treatment. Methods
Seventy children with HCMV diseases (observation group) who were admitted to the hospital from January
2017 to September 2019 were enrolled as the research objects. Another 35 healthy children were enrolled as con-
trol group. All were tested for urine HCMV-DNA level. The occurrence of complications in children with HC-
MV diseases was recorded. The observation group was treated with ganciclovir. The level of urine HCMV -
DNA, positive rate of HCMV - DNA and liver function indexes [total bilirubin (TBIL) , direct bilirubin
(DBIL), alanine aminotransferase (ALT), alkaline phosphatase (ALP) ] before and after treatment were com-
pared. Results The level of urine HCMV-DNA and the positive rate of HCMV-DNA in observation group
were significantly higher than those in control group, with statistically significant differences (P<0.05). The
complications in children with HCMV diseases included anemia (34.29% ) , pneumonia (24.29% ) , malforma-
tions (8.57% ) , retinitis (7.14% ) and encephalitis (7.14% ). After treatment, level of urine HCMV-DNA and
positive rate of HCMV-DNA were significantly decreased, with statistically significant differences (P<0.05),
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levels of TBIL, DBIL, ALT and AST were significantly decreased, with statistically significant differences
(P<0.05). Conclusion The level of urine HCMV-DNA is relatively higher in children with HCMV diseases ,

who are prone to complications such as anemia and pneumonia. After ganciclovir treatment, level of urine HC-

MV-DNA is significantly decreased, and liver function is also significantly improved.

[KEY WORDS]

N FE 41 }g %% 2 (human cytomegalovirus, HC-
MV) E R KR Z—, )R T BB HEE WAL,
PR L 200 B I 2 S 3040 B RO 45 45 . HCMV
TENBEREG 2, HZ 2R R £
hy VAR LA ISR REAB R A VR (LT R
WAEHEE . 2R IEH A HOMV JERGLTCREAR,
RN F e il A A S 4 L, — B & A R )
A T e, G AR L, S5 AT B A
T SRR S Y, K HCMV e Xt
WA AR RR fe T, AT S R 2 Mt A E , 75 )2
RLIBGERILTUE ™ . HCMV iy DNA % 25 I K 1]
WA HCMV-DNA PLi2ih HCMV @&, L F
LI E TR ARSI EE HOMV B GL s i LR
HCMV-DNA /K EAE, I B H i Binyr e
RSO, LI HCMV e PEs O LI R 12
TR PR

1 #RE5HZE

1.1 — R

YEHL 2017 4E 1 H & 2019 4F 9 H A BR U 34 1Y
70 15 HCMV JE e PR i LR ARt 42, LY
54 HCMV YL Wik ™) o] WL | & 30 IR
5 R S R, HEBR A I 58 K G e (A B2
A I4E HCMV 2838 4 9595 . A I St i 4 i s L IH
21 2% 95 25 i s o 70 191 B LR B8 39 A, 4r 31
B 5 AR R 1~12 4 H S F BRI (4.87£1.59) 4
PR RE LA B, 2 A L 66 B 5 Az e O 2 i
344, 5 E 7 36 45 i3RI 2 BEFLR IR SOR A IR
F% 45 B, N TSR 25 ], 55 e 9% 35 il a4 L
PRt B, o 55 20 ], 22 15 ] AR 88 o 1~12
A AR (4.9521.61) 4 H 5 7210 B L1 ],
AL 3465 A 7= 5 3 = 19 i), 5 = 16 il
TR BEFLR IR ROR A R TR 24 ], N TR
1161, PR —Mevik b 2s R g # L (P>
0.05) , LA AT Ltk . A58 3RAS AR B IR 2 A0 P 25
REHEUE 2K F R B T I8 T
.

Cytomegalovirus ; HCMV-DNA ; Ganciclovir; Liver function

1.2 ik
1.2.1 HCMV-DNA il

KRB WAL LEE Hr i R 2 mL, F-20CHEE
PR A7 R o LA 12 000 r/min 33 %4 R Wk 7F TGL-
16B 3 5 2B DAL (gL SRR ) B
> 5 min, B 2% 35 WS 38 5 Ficoll % BE 16 B 250
AR PBMC, il A DNA #2148 7% 10 min,
76 100CFF 55 th % & 10 min, 7670 2L 6% 5 -k LA
12 000 r/min 3% 2.0 5 min, B 1§ 5 pL1EN
S KA, 4T PCR §7 1% (Mastercycler PCR 4/ 3%
13 H 7 [€] Eppendorf 28 @ HEAE) o §7 845917 41 -
1% 5 -TGGGCATCGACTGACGAGCA-3' , T i
5'-TTTAGCAGTCTGCATAGCCT-3', [i]l HCMV -
PCR J b B HfiIn A Zead b BRI 5 WL Jz 7 AR, 125
O 1 min 3 4 SR A SE fit PCR AL FLAFE 5 521
PN 7 T P 158 i B S s 5 B P S o o 9
2 2% i (B £ 10°~10" copies/mL ) S RE RS M AR A , FF:
BB AR 24 FR AR 10 28 o J PR R 28 R A S A
P 1554 :93C 2 min; FAEE: 93T 50 5.55C 60 s,
PEI KL 10 1~ 593C 30 5.55C 45 s, TEH KL 30 14,
HEAT PCR P34 , 4K 4 A ol 8 2 Hr HCMV-DNA
#5 DU, HCMV-DNA & 71 & W [ o 1l oK 24 ik &
e K A B2y 7l , HCMV-DNA>2.0 logy, copies/L
R BAE o
1.2.2 JRIT

HCMV J& e PR 55 B LY T DLy R IR | R
fiff e ST S REREIR T, A BE R S T AE S
Cl AR XUBRC 25 B (A R A |, B 2
H20051937) # Jik i 13 , 175 5 W1 00 500 o Bk 5
mg/kg JITA 5% 7 % W5V W T # L 2 Y/d L IR YT 2
Jil s ZJ5 AT AERHIR YT B U5 me/kg AL 5% %
WA P, 1 id R T 2
1.2.3  JHIIREFE AR

A3 FIRIT R R YT IS Hh IR LB bk i 1~
2 mL, B0 5 0 B L , K AT T RS B, 045 L
JH £T 2 (total bilirubin, TBIL) | H 4% H 21 & (direct
bilirubin, DBIL) . N 24 I8 24 3t 4% #% lifi (alanine ami-
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notransferase , ALT) . §if ' # Fi2 Jiff ( alkaline phospha-
tase , ALP) , A5 il A3 %% 4y 1 [ &[G 23 ] cobas 8000
2 H AT,
1.3 Geitwoth

iz Fi SPSS 18.0 F A AT Geit o #r , i Bk
Ph(£5) 53R, LSD-t K 504 74 7P 2H 0] LA 5 1145008
B n (%) FoR, ¥ f 5 ; DL P<0.05 8 22 5 A 4t it

2 &R

21 WY 5 X} R 4] Jx HCMV-DNA /K - &
HCMV-DNA FHE R 45

W EE2H JR HCMV-DNA 7K~F- 2 HCMV-DNA [H
PESRI B 5 TX R4, 2R ARG E L (P<
0.05), L& 1,

®1 URASIERHER HCMV-DNA 7K F K
HCMV-DNA PR LEE (v +5)
Table 1 Comparison of urine HCMV-DNA level and
HCMYV-DNA positive rate between the observation group

and control group (x +s)

JK HCMV-DNA 7/K*F-  JK HCMV-DNA

41 (log copies/L) PR (%)
WELeH 70 2.45 +0.38 43(61.43)
XHHRZH 35 1.01 £0.27 0(0.00)
iy il 20.013 33.915

P1H <0.001 <0.001

2.2 HCMV Y5 (8L A hE & A= 1L
HCMV Ja& e VE ¥ 0 H LI & 0 ml DL 2% ifiL | il
R W MRS K98, W 2.

®2 HCMV BEMEFEILFEEREBR
Table 2 Complications in children with HCMV infection

It RhE n Ho k(%)
1M 24 34.29
Jifi 4¢ 17 24.29
i§iA 6 8.57

PR e 58 5 7.14
ki 5 5 7.14

2.3 HCMV B Gu Mg LG Y7l A IR HCMV-
DNA 7KF- & HCMV-DNA Pl 1A

IGIT A, HCMV JEk 4y 4 % 95 /8 )L JR HCMV -
DNA 7K F K HCMV-DNA FHVE SR ¥ 4016 77 /i i 2
FEAR, 22 5 HA G2 (P 34<0.05) , L3k 3,

&3 HCMV B ER £ LGS AT/E R HCMV-DNA
7K % HCMV-DNA PR 2 tb 47
Table 3 Comparison of urine HCMV-DNA level and
HCMV-DNA positive rate of children with HCMV

infectious diseases before and after treatment

JK HCMV-DNA /K- JR HCMV-DNA

4L (log,, copies/L) B (%)
VWIYHET 70 2.45 +0.38 43(61.43)
WITkE 70 1.37+0.28 5(7.14)
il {H 19.015 45.779

P{H <0.001 <0.001

2.4 HCMV &Y M9 8 OLIG T 1) I 2 ag 4
b L3R

IRIT IR HCMV JE& e vy 8 L TBIL \DBIL .
ALT Fl ALP /K V- 83097 A & FEL, 27 BA
GiiteE i L (P #4<0.05) , L3 4,

|

R4 HCMV BB B ILIGTRIE TN BEIEARELEL (2 £5)

Table 4 Comparison of liver function indexes of children with HCMV infection before and after treatment (x+s)

EE | n TBIL (wmol/L ) DBIL (wmol/L) ALT(U/L) ALP(U/L)
IRYTH 70 200.75+41.23 51.42+10.09 318.65+52.76 513.29+81.45
wITE 70 67.80+15.76 12.37+2.95 68.43+17.14 385.46+57.30
tHH 25.201 31.079 37.738 10.739
P <0.001 <0.001 <0.001 <0.001
3 it Iifie TR, R N HCMV . Fifi =2 375 BR 1 -5 35 30

HCMV 775 B 8 Fj & R 520, 78 N8P L 4%
B, EHCMV B 3 & X AR IR,
[ N HCMV V-3 8 GL 0] 535 90% ', HCMV fi
38 IR R A AL, LR AN R R
KM RRYL T IR TN TR B R, 250
T8 LT AN 23 BB S RE bR, 1 2 B R Y o s

FERRBL, O AR X iR LA 224 L
M5 , BHREY HOMV 5 2208 7l FL 45
RARKE G R A% 2 A P T T BOLER G 75 , 1M HC-
MV G2 B A MERS, A BE il B A 1R
ZRIFRE , fEF R L, KR A B AR A
I7 0 AR A1 | ok B LIS A
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P E it PCR 47 £ R X HCMV-DNA [ 3¢
HAG A HCMV B B2 Wb A 20 E, 7]
REARTE Bl B S5 48 B IF ROE & AR R HE IR
WS, W RIZ R EZ Y . AR R XT
HCMV 2% Je 1 95 9 8 L £ 47 JR HCMV -DNA £
DU, - DA e 2 40y Lok X B, &5 51 R, R 4 R
HCMV-DNA 7K - &2 HCMV-DNA [ 1 % 14 i 3%
TR 4, U HCMV R % 4 ¢ 95 8 LR
HCMV-DNA #iA7K- V-4, TE2 B 24 )L HCMV
B B —E M A, RABAED T 3h W) S5
58, 45 s HCMV 56 R B A7 BT UL B 8 4
)24 202 T REPa A . EFR R BFSEIE 1, L
HCMV JE e & H 1 3R G252 52 1 v 2 g PR 2 il
Z—, Ret S BUR ) LE BEE i V) Re 8, vl 5 & A
KM MR RGP o A KBEIE X HCMV B e 14
P B LIE R AE AT AR S T, R Hoo A&RE T
DR 1NN | A T - - Tl m |
WK A 34.29% ,24.29% .8.57% . 7.14% . 7.14% , A]
UL HCMV SR BEAS 5 AL LW R EE il il 55 4120
HIRAS, BRI kAR o

H Al AR IATT HCMV B P 05 0,45 JE Al o
FEVATT BT GIRTT , I H R PUR Y, GE
fE A 692 9 7 DNA A B il , BARVE LT A
S A P 0 4RSS = 0 B R R A DNA R4 il
54, IS B DNA A a5 [ B P9 480 5 1 =4
it £5 e 9% F19% 5 DNA 254, 2 11 9% 5 DNA 4 4iE
K akimifmilp e 2, RIS B R A S
I 1 1 HCMV I S 3500 IR g i LA B IR 7 5K
RS Bon , B ER IR ASOEE
a4 B L AR 60% , AT LAY 45 50 i
JLAEBE RS ], % AT 3L . AR RAFSE X HCMV ik g
PR LT DL B 60T S5 R WORIGIT S
HCMV & e P 95 9 2 LR HCMV -DNA 7K ¥ &
HCMV-DNA BHM: #8356 97 1l 2 REAIG, $ 3
H 1% 5 1T LB 2 40 ) HCMV-DNA & i1, 1T 45 4l
HCMV &%y . D BEH % 2 HCMV JE g i B3R

> — G5 B G Y J5 HCMV 86 g M 5w L
TBIL .DBIL , ALT Fll ALP 7K - ¥4 36 97 1ij i & B
i, 5SS N o 45 FAHAT , R E ik F5 0]
i 1L 0 HCMV-DNA &2 iy 42 461453 , i I 21 i
1B

25 E TR , HCMV B e 925 f8 LR HCMV -
DNA KV-A8 5, 45 5 kA 2R IE R AE , Ang i | fili
2 LI 48 25 % HCMV 8% e PRy B LT DA TR
HIEFIRIT , AMAREE A (T IR HCMV-DNA
K, BLAT DU kst /B LF D BE

5% ik

(1] A0, S0 . B4 M0 # B UL 1Ry i Ttk e (). ke
Yyep A e b, 2015, 43(1) :64-68.

(2] EWy, ZEMR, F5/0E . B A0S B 55 50 = K I 7 ik ik 5T
b B R R AR LG AR AT (T I R LR 2k,
2018, 36(3) :221-226.

[3]  HRzE &, FFa2. o M B A0S w ik e i A 5 I R 1 Fil s
FLT] P E S AR SRR, 2019, 35(4) :417-423.

(4]  FEIE G, MTER, & SR BR A B 200 25 K60 1 2
Wi /N L E 40 s s B e vh i i (1], 72 53R )7
ZRi, 2014,6(06) : 410-414.

(5]  hiepEss LR R el 4 D URHIG AR 2218
R4, CPARLRRZRED g ZE 01 4 . LI E AR s Esm 12
WrRBETRIEL [T, e LR, 2012, 50(4):290-292.

(6]  XIFE, XIAFIE, IRIFIE . SCATHE0EE A PCR K LA
50 200 M 5 7 J e 1) I R 3 SC LT v B AR G G 2
2017, 27(10) : 1415-1417.
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HIZ W A0 22 15 S R [T ], BRI R R 22 3,
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ASTa) AR S B0k 5 5 9% )L TSLP. TGF-B1 fz ECP
Tk B = X

LR

[ ZE] B %ML ik O an i i & (TSLP) 1A K N F B1(TGE-B1) K I g 14
21t BH 5 7 25 (BCP) 70 AS [RI 2R AL ok 285 i 4 B LHLIR R A MR IR X . ik L 20184F 1 H &
2020 4F 1 7 HH AR BENRBHICA (1953 Sk 25 B 5 )L 3 A8 5 104 161 AR AR I AP 45 I 4% 4 U () 43k 2 5
TSR 41 (SAC 1) 35 ] H A kA B PR S5 B 48 4 (PAC 2H) 34 il Fi 5 2= FA S5 I R 2 (VKC 41) 35 4],
Ty MR LEE 32 49 1E B X R 2 . 43R F liquichip YRAHES B AR R ELISA VAR 37 120 2 TH A if
¥ " TSLP . TGF-B1 £l ECP % ik ; Real-time PCR & | 52 3 % 4% i b FZ 2l JIiu TSLP . TGF-B1 il ECP
mRNA 335 5 B F 16T 5 FRUA T YH ORIV 408 B A0, 38T b B35 97 A A 40 i R -7 K S22 4k
ZR AQZRE NGRS, 2257 BG4 X (P>0.05) , B etk 3 Al Sk 25 i e 4l
25N 1 Bz 20 L YH W RN Il Y v TSLP A ECP7J(¥EU§EmTE”%“XﬂE§H TGF-B1 7K B 8 fIG F 1F F % #t
M, 2 5B G X (P<0.05) ., VKC 4] TSLP Fl ECP /K F-W] it 2 T SAC FI PAC 41, 2 54 Gt &
S (P<0.05), TGF-B1 K HHABPI L5, 22 57 LG22 L (P>0.05) o JAYT R 4 41 TSLP Al ECP B i
AR, TGE-B1 W] i Fhi5 , 2% S A Se it 24 25 L (P<0.05) , Yoa ) TiE 3 % IRLK T . &5 A E 26505 il
PEZE I 5 & )L TSLP \ TGF-B1 # ECP (135 2% 5 I IF 5 A 95 11 ELAABL ] #2407 10 3 o

[SsiA ] AL BESE IR s HRFRARAE ; M IR SE Bk LAl 2B i 38 5 FeAb A K B W IR PR 40 i
MHEF&RA

Expression and clinical significance of TSLP, TGF-31 and ECP in children

with different types of allergic conjunctivitis
JIANG Ling*
(Department of Ophthalmology, Wuhan Red Cross Hospital, Wuhan, Hubei, China, 430000)

[ABSTRACT] Objective To investigate the expression and clinical significance of thymic stromal
lymphopoietin (TSLP) , transforming growth factor 1 (TGF-B1) and eosinophil cationic protein (ECP) in
children with different types of allergic conjunctivitis. Methods 104 children with allergic conjunctivitis admit-
ted to our ophthalmology department from January 2018 to January 2020 were selected. According to different
types of allergic conjunctivitis, they were divided into the seasonal allergic conjunctivitis group (SAC group,
35 cases), the perennial allergic conjunctivitis group (PAC group, 34 cases) and the vernal keratoconjunctivitis
group (VKC group, 35 cases). In addition, 20 healthy children of similar age were selected as the normal con-
trol group. Using liquid chip technology and ELISA method to detect TSLP, TGF-31 and ECP expression in the
tears and serum of the subjects; Real-time PCR to detect the expression of TSLP, TGF-31 and ECP mRNA in
the conjunctival epithelial cells of the subjects; allergy Patients with conjunctivitis were tested for tears and se-
rum cytokines again after treatment, and the changes in cytokine levels before and after treatment were analyzed

and compared. Results The general clinical data of the four groups of subjects were not statistically different

o 4 KT 20+ F A B RRIRAR, 3146, X 430000
*BAZHES L R, E-mail : gangxie264@163.com
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and were comparable (P>0.05). The levels of TSLP and ECP in conjunctival epithelial cells, tears, and serum
of subjects with allergic conjunctivitis were significantly higher than those in the normal control group, and TGF
-B1 levels were significantly lower than those in the normal control group, the difference was statistically signifi-
cant (P<0.05). The levels of TSLP and ECP in the VKC group were significantly higher than those in the other
two groups, the difference was statistically significant (P<0.05), and the levels of TGF-B1 were not significant-
ly different from those in the other two groups (P>0.05). After treatment, TSLP and ECP of each group were
significantly reduced, and TGF-B1 was significantly increased, the difference was statistically significant (P<
0.05), and they all tended to the level of the normal control group. Conclusion The expression differences of
TSLP, TGF-B1 and ECP in children with different types of allergic conjunctivitis provide new ideas for study-

ing the specific mechanisms of pathogenesis.
[KEY WORDS]

forming growth factor 31; Eosinophil cationic protein

13 BUPE 45 B 4 (Allergic conjunctivitis, AC) J&
FH 45 15 (U0 355 A B ) 2 8000 A S8 10 it 7 A i R
WO, 2 W 1 BRIV AGB R N A0 25728
JE AR AL, B 52 R0E0™ A LA TgE 2 1Y
PUAR S AR P S, E SO0 I K 4 A
FM IgE 578 N I 45 G, 5 | A K 4 M ok O ¢
R EATT o BR T NER L0, W8 IR 1 by 20 B T 8k
EL 441 i 4 22 Il Y RN e e A i 2 5 AC 19 & it
o W ILEY ACH =M FIZEAY : 5 PR Bk 45
Ji % (seasonal allergic conjunctivitis, SAC) | # 41k
o B0 PE 45 B R (perennial allergic conjunctivitis,
PAC) Fl & 2= ffi 45 i & (vernal keratoconjunctivitis,
VKC) . i i 35 J5 9k L4 48 Jifd A= 5l = (thymic stromal
lymphopoietin, TSLP) f&— 7l - 5 41 /il 73 1) 48 Jfd
K-, FE B U N Jmy PR A3 = . Nk AE R
¥ B1 (transforming growth factor-B1, TGF-B1) —
FIOE R Z IR, 76 0E 41 B 3G 5 | fo e 05 55
J5 TR E AR T, R PR R 4 A BH S 2R
(eosinophil cationic protein, ECP )& W& iR 14 K7 21 iy
3 WA PR URE AR 1, 7 28R A 3 50 i 1) B
ot B R EE IR . HATIG K [ AC 95
95 2 kA 2 DAITH W TgE 22 w0 A 45 B W W TR
Jr R R A A R 32 AR A A U TR S AN
ey 1 O PN N S 3 T T = S AW R X 1 s e
HEE,

1 #RE5FZE

11—k

PEHL 2018 4F 1 H & 2020 4F 1 7 A B iR BHli
16 B Wy 2 M 25 I 4 L3 R 60 i), AR AR
TS R S RIS TR 43 A 3 4]« 2 PRl fPE 4

Allergic conjunctivitis; Ocular inflammation; Thymic stromal lymphopoietin; Trans-

R (SAC 4)19 Bl FPE T BePE S5 IR 2 (PAC
2H) 18 B I M A5 IR 41 (VKC 41)23 il . 55 4h
BB A 0 AR 4 4 B L 20 911 Sy 1 Xt R 4
AR A B T ZE s W i ), A 32
HWA NG I 228 g R 15 .

A AFRHE - OFF A L o e 25 1R 12 Wi bk
HED QAEW ARG 14 H % o HEBR AR : OA SR
2 AR KRR KRGV BRI 5 4
By AR S RN s A 5 AT oAt AR AR L S5 BRI
eI 3 A BUE MR B e 8 s % s DHRHA F
AR s I LAEIR A 2 4 .

1.2 Wk
1.2 JHI P A A A ARG

A AR A AL AR S 0 B A, PR
AL 10 pL BE H— Rk A WX o A TR T B
A0 S 25 Ab SR S TH W, AUIR 45 M5 pL, # 3t 10
uL. EP %435 fif 77 78 80 C AR iR vk A6 v , 795 &30
FEARAE R AT — 20 43 Fr o THW ™ TSLP,
TGF-B1 J ECP 2 Jitd Al ¥ 1) I 5 >R A liquichip ¥/
FHAES B A AR R A 00 i B AR BR
TR A 8
1.2.2 L3 P2 i PR A ARG

AR R A W OO JE ki 5 mL T
PLBEE N, IR E 1 h )5 LA 3 000 r/min 5% 5 2.0
5 min, I {5 W53 3% & EP & 1l A7 £ -80 R iR
KA R e AR A R S e R AT i — LA
17 TSLP ., TGF-B1 & ECP 4 jits K 1 %) K6 I % F
XU AR & o0 i 3K 4 28 W BT 38 35 (ELISA) £ A |
TSLP 1 TGF-B1 Il 55 £ 0 H i = s bERHY
B0 5 BRZA &), ECP K DU 77 &5 b _F 96 V4 R A= 4
BHABR A H]
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1.2.3  SERFUEEE f PCR KGN &5 1 Bz 40 i v 40
JfL PR -3¢ 5k

2 A SR FH R R V3 35 I 81 ik HIR i ( b ) e
TR s w02 i HIE S : H20000082 ) 457
2 YA T IR 2 THT BRI , A5 X (A1 B% 3 min. TG A b (B
& T T T 0 s 7 4 4 oS A T A2 1 IR ) L Bk
G5 E R 10 s J5, AR 2R 350 pl 1%
[ B-%i 5 £ B RLT 2% o 1) 35 4 EP 4 v, BUIR
FEAR R G A I T -80 TR VKA B A7, FF 43
FEARE SERE G ATHE— 20 0 o FRRFEAS ISR 58 3%
Je AR R0 o 20 TR SR P B B 1 R 4
RNA , % 5% i cDNA , 7 52 I 26 % & PCR ., Azl
L B-actin N NZ KA 23404 TSLP . TGF-B1
J¢ ECP mRNA #HXf ik it . RV AA R 95CHil

BRI (xxs)Fon, 2RI 23R T Z00r,
P2 8] FL Bk FH e K56 o TR n (%) s,
FH 2R, L P<0.05 HESAGHE L,

2 HFR

2.1 HHZXE - RHR
JIT A 200 32 1 AR I P B S A A
JUE AR R AR OB LR, 25 R IEGE T (P>
0.05), BAT Al etk WL 1.
x1 AEAMN BB (vxs)
Table 1 Comparison of general information in different

groups (x+s)

215 no AERY B R () ReobuE
SACZL 19 65+1.6 910  524+19  4/9/6

PACZL 18 6.7+25 10/8 536217  4/10/4
IR 11 . iy > J
AEHE 5 min; 95CAEE 10 s, 58TCIR K 30 s, 72CHEAf VKC4l 23 7.3+22 1112 571224  6/12/5
45 5,40 MG ; 72°C F43 2E{H 5 min. EHXTIEL4] 20 7.0+1.9 11/9 - -
Py ZIF A 059 047 0.30 1.23
1.3 RSk P 062 093 0.74 0.87

K 0.1% 58 1R B3 At 2 T IR ¥ (5 mL: 5 mg,
Alcon 23 Al , 3 11 24 iy {3 WHIE 5 : H20130954) X} —
2 AN [R) 76 53] f ok e 5 T R 1 60 ) ER A A TR
7, 1~2 d/12 h, Jey R A B 2 S0 FH 9 S, an i e AT
ARER , AR Ein T 2AE RS T . 15525 3 B
5 TH Y& A I 3% th TSLP . TGF-B1 &% ECP 1Y /K - 3f:
S RGEARIILNE €/ L A2
1.4 Gtk

K HI SPSS 22.0 e it /4 17 B o dr o it

2.2 £ Z iR E TH B ML ' TSLP . TGF-B1 Al
ECP /K F

IR I P 2 15 % 4 A7 A TH ORIl v
H1 TSLP Fl ECP 7K~F-H 5k i T 1E % X B 40 , TGF-B1
KB BAR T IEH R IR AL, 2 R B G F R L (P<
0.05)., VKC ZH7H ¥ TSLP, Ifil if TSLP F1 ECP 7K 3F
W e T HAB P ZH , PAC 41 3H % ECP /K FH i T
AL, 22 A G222 L (P<0.05), W32,

*2 |EZIKNEHBRMEF TSLP.TGF-p1 #1 ECP /K EHILLES (x+s)
Table 2 Comparison of TSLP, TGF-B1 and ECP levels in tears and serum of subjects in each group (x+s)

T H iR

- TSLP(pg/mL) TGF-B1(pg/mL) ECP(ng/mL)  TSLP(pg/mL) TGF-B1(pg/mL) ECP(ng/mL)
SACZ 19 2774528 22112591 31.28+4.96 17.93+2.34 12.57+5.45 15.24+2 64
PACH 18 33.25+8.12 23.34+6.19 42.45£8.75 19.41+2.75 12.24+5.19 14.73+3.21
VKC 4 23 46.32+7.20 21.64+5.52 33.36+6.48 24.12+3.01 10.21+4.73 18.53+3.86

1 HO RR A 20 7.32+2.57 48.59+7.42 3.65x1.31 4.24+x1.54 25.36+5.42 3.13+£1.24
F{H 146.03 87.91 154.42 243.54 46.09 107.93
P{H <0.05 <0.05 <0.05 <0.05 <0.05 <0.05

2.3 KW ZIH S K Al b TSLP . TGF-B1
1 ECP mRNA ik 7K -

4 5283 45 I K 4Aife b TSLP . TGF-B1 il
ECP mRNA £ik/KF-LL#, 25 B A G2 E X
(P<0.05) ., HIEH# X B4, SAC 41 \PAC 41l
VKC 2H 45 B | fz 40 ifg o TSLP A1 ECP mRNA %3k
HI 340, TGF-B1 RiE KV W IR K, 2R A 5
P12 & X (P<0.05) . VKC 2 TSLP 1l ECP mRNA

F ik KB B T SAC 4 Fil PAC 41, TGF-B1
mRNA FiEAKFH BT H WA, 2R HEAS5
P L (P<0.05), WK 3.
2.4 AT AT G IH WA ML 3 B TSLP . TGF-B1 &
ECP 7K-F-A5 4k

60 AN [7) 28 J91) 3 B0 P 245 5 % B 5 0R 97 iT J
TH & A I3 B TSLP . TGE-B1 M ECP /K #k 17 He
B, AR E 1 TR o IR YT A I TH R I
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TSLP F1 ECP /K V83657 7 BH 2 ) AIK , TGF-B1 7KF-
BOARIT AT R AR, 22 5 A Seit22 s L (P<0.05) .

x3 BHZINELIE EEMMEH TSLP.TGF-B1 7

ECP mRNA RIEKTFRILLE (x +5)

Table 3 Comparison of TSLP, TGF-1 and ECP mRNA

expression levels in Conjunctival epithelial cells (x+s)

3 it

TP LS B S (AC) J&— i UL 1) AR B AR R
W, EERAH Az — M B ACY . ARGE B
7, EEA 40% NBEA ACHE L, B E ABULE
10%"° . K2y 15%~20% 19 H A A e AC, T [E
H k= AC W RAEA A TR #5508 | (H A5 i

205 n TSLP TGF-B1 ECP - N
SAC 4 19 3.60+1.54 0.68£020 3.19+1.08 R 10% VL LR N BRI SR ', 7E AC 43 AU T,
PAC 4 18 2.57+0.68 0.65+0.19 3.42+1.27 }{2‘ El Ll SAC PAC ﬂ] VKC jl:%] T%L'D—Ll, , /ﬁ\ ;Fu SAC 7‘};[]
VKC 2 23 7.21+2.87 047x0.13 6.89%3.13 o
EHFXTE4 20 1.0020.00 1.00+0.00 1.00+0.00 PAC (5 i1 AC [ 119 74% 7
FAi 49.42 45.53 37.04 Jit P 2 J A L 200 B A i 2R (TSLP ) S T B8 4F A4
P 005 <005 <005 BRI DALY SR 8 T e 40 ), 8 ph i
- Oo-Bfﬁ :'*_v sk 60 C okok
e 240 % § N S04 2% —
[ é 20 \\§ § § E 20 -
. = N\ N\ D 0 -
SAC#4] PAC#Hl VKCH SAC#4] PAC#Hl VKCH SAC4l PAC4l VKCH
301D ki) 3 409E s 2517 F ok
2 g - = sk -
g sk % 30 4 == =
€ 10 1 E § § § =
= & 7 \ \ \ =
= 0- :E 0 - § § § =
SAC4 PACH VKCH SAC4 PACH4 VKCH SAC#4 PAC#4 VKCH
A B.C N NIBYFHTIHM TSLP \ TGF-B1 .ECP /K F-754k ; D .E.F &7 BIIH
1 AEHEBSHMERKERILETREE & F S TSLP.TGF-1 & ECP /K FZE

Figure 1 Changes of TSLP, TGF-1 and ECP levels in tears and serum of children with different types of allergic

conjunctivitis before and after treatment

b K7 A, BCET A AN A R A0 i 55 22 A 2 R 4 i
Syrbre Y, TSLP DIfES IL-17 25, 7 Sy 4 i
PIXGEE oAb R AL S R T R E AR
JE SR 2R AN (DC) F4 B 36 Ak & 1 1 4
Diae"™ . 1G4k DC 45 CD4" naive T 2 fd [n] Th2
YRFEAL , o3t BRI R T TL-4 IL-5 1 TNF-«,
I IL-10 F1IEN-y (94 A%, 33 26 200 i PR - SE [ i
E TgE A B R MR 20 B ) 14 FE R i it Sl s
o TR MR AN FH S 8 11 (ECP) & P R 1
B 20 A BR PR R 2 F , ECP A 38 7K -1 sz ik
IR TR P AR 200 i 3% AT 10, ECP AT S HE R 40 i R ik
I, A AT BB 10 R R TR O SR
PERE N L B kb A R aE T N AR K
K B1(TGF-B1) 2 M B A A= DI BE R
YN Treg 4 M4 B AU 1) —FP A PR 7, H 2220
AEJE & HE eI THARE ™ . TGF-B1 "2 F Treg 41

JIE Y 15 fE 34 5, 5 S CD4*CD25 naive T 41 Jifd [i]
CDA'CD25" 5V T 4f it (Treg ) ¥4k, TGF-B1 1 &
HEF Treg ARSI R DI BEA DCHED] +
liquichip ¥ AH I B AR SR LR A HOLHR (5
HERFEAR AR AR TGS
Qb B4 A T P T PR A 1 A AR I R T S5 R
P RTE AC & 95 1t T2 v Treg 20 2 1Y 2y BE 32 1) 41
il , TSLP A1 ECP 11 3% 15 5 % i )™ 5 % BE 1F A OC
R, 3R 2 PR 1~ 4R AC i B2 Wi i 1y
T 7 (E 7 B KR A IS IR AN RIS Y S 4
Zi I frid , i# ik TSLP . TGF-B1 Fl ECP 45 i £
P 445 R AR T FL ™ B R B 9 5 O R B R 2 ] A
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XT 4, NFHEALIf & SBP # 64 Bl (WFFE ) , IF A Ak 2K I & SBP # 40 il (X B 40 ) , L3P 4 PCT | ¢

MmEFCT .V VL IX LX) L CRP /K B HA2 W i 6 4k 9 % SBP 19 S vk 7 52 . I 43 52 i
H ARG FE T 10 5 16 PR 2 B PCT  #E 1L [ F . CRP X JF Al b I & SBP B & M Fl )5 I AN 6. &R
HfatéﬂPCT CRP . BE 1L 5~ VLK 2 583 5 T FRZH (P<0.05) 5 BRI 1 10 .V VL IX L XK 24 B
AT X IR (P<0.05) , H PCT+EE I T +CRP B4 12 Wi A0 f5R M 5 S5 1 3 18R k A% PCT | B¢ 1f, A
F .CRP K (P<0.05) ; [0 V943 # % L, APACHE II ¥ 43 . pH {E . PaCO, & PaO, {i & 5 EU A ML E <
IRIT R Al ST A B FE (P<0.05) . ROC 1 2% 43 #7465 SR 7, 45 48 i 1 42 TR LB B 6 v 5 0
M. &1 PCT.CRP M #E i K B A K 75 12 Wi A 1L 5 &% SBP i 3 i HLoA 45 B Sk
PE RESEME, LT PCT . CRP M (A7 V. IX (0% T30 i 30 780w AR 4 (%) T30 1T W 4k )f- & SBP &

EOFCR sy ac: .
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Value of serum PCT, coagulation factors and CRP detection in the diagnosis
and prognosis assessment of liver cirrhosis complicated with spontaneous

bacterial peritonitis
WANG Hui*
(Department of Hepatology , the Third Hospital of Qinhuangdao, Qinhuangdao, Hebei, China, 066000)

[ABSTRACT] Objective To analyze the value of serum procalcitonin (PCT), coagulation factors and
C-reactive protein (CRP) detection in the diagnosis and prognosis assessment of liver cirrhosis complicated with
spontaneous bacterial peritonitis (SBP). Methods 104 patients with liver cirrhosis were selected as the re-
search objects. 64 patients with cirrhosis and SBP were included in the study group, and 40 patients with cirrho-
sis without SBP were included in the control group. The levels of PCT, coagulation factors (Il , V, VI, VI,
IX, X) and CRP and their sensitivity and specificity in the diagnosis of liver cirrhosis complicated by SBP were
measured and compared between the two groups. The risk factors that affect the prognosis of death and the pre-
dictive value of PCT, coagulation factors, and CRP for the short-term prognosis of patients with liver cirrhosis
and SBP were analyzed. Results The levels of PCT, CRP, and coagulation factor VIl in the study group were
significantly higher than those in the control group (P<0.05). The levels of coagulation factors 11, V, VI, IX,
and X were significantly lower than those in the control group (P<0.05), and the sensitivity and specificity of

the combined diagnosis of PCT + coagulation factor of + CRP were higher than that of PCT, coagulation fac-
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tors, and CRP alone (P<0.05). Regression analysis found that APACHE Il score, pH value, PaCO2 and PaO2

values were independent risk factors for the failure of non-invasive mechanical ventilation (P<0.05). The ROC

curve analysis results showed that the area under the curve of combined detection has the best predictive value.

Conclusion The combined detection of PCT, CRP and coagulation factors has higher sensitivity and specifici-

ty in the diagnosis of patients with liver cirrhosis complicated by SBP, and the predictive index model based on

PCT, CRP and coagulation factors V , IX can well predict the short-term survival rate of patients with liver cir-

rhosis complicated by SBP.
[KEY WORDS]

nin; Coagulation factor; C-reactive protein
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®1 WMABREPCT.RMEF.CRPKFLLE (v+s)
Table 1 Comparison of PCT, coagulation factor and CRP

levels between the two groups (x+s)

SER YFERZH (40)  HWF9E2H(64) tfli P
PCT(ng/mL) 0.12+0.06 1.40£0.92  8.772 0.001
CRP(mg/L) 5.56+2.23  14.22+6.18 8.510 0.001

BEMIN T 1 (%)  86.01+891  31.45+6.53 35.952 0.001
BEIMMN TV (%)  77.45+5.19  33.65+7.87 31.186 0.001
BRI V(%)  89.32+7.66 32.21+10.69 29.379 0.001

BEM AN TWI(%) 119.56+22.09 190.32+10.65 21.915 0.001
BEIMPEFIX (%) 109.32+10.65 55.56+11.29 24.049 0.001
BEIMN T X (%) 86.56+12.21  30.32+10.67 24.729 0.001

2.2 PCT. BT . CRP K = FH WA K2 W i
i fk I+ % SBP M {EH /> Hr

PCT . % IfiL [H ¥ . CRP &1 2 Wi AT 4 1k JF &
SBP (USRS LR 25 e RS i (P>
0.05) , {H PCT+¥E Ifi. K F-+CRP B 512 Wr i sk |
RSV T MY PCT  BE 1ML KT L CRP & (P<
0.05). WL#E2,
2.3 W ATEEfL I % SBP HH WG L T2 X 1Y
BRI R ST

X E AT 3N A MU, K BIE T 15 f6i
(23.44% ) , 4715 49 11 (76.56% ) . FE1G4H B PCT .,
CRP B I A F-VIK -2 8 2K FAE T4 (P<0.05) 5
BRI .V VL IX . XK B & TaeT-d
(P<0.05), W72 3,
2.4 IR AL I & SBP B R JET- N R 1Y
EASE Ty

2 4k 51 £ I £ logistic 1] 17 45 7 43 #r
APACHE I #¥43 .pH {f . PaCO, &% PaO, i & 5 &t

%®2 PCT.EMETF.CRPR=&BKEKNISHFEN
FH % SBP MBS [n(%) ]
Table 2 Value analysis of PCT, coagulation factor, CRP
and the three combined detection and diagnosis

of cirrhosis complicated with SBP [n(% ) ]

i Il A2 W HURPE R
Ky
FH 4 A (%) (%)
PCT 50(78.13)  10(25.00)
14(21.88)  30(75.00) .13 .00
BEIMP T 46(71.88)  11(27.50)
18(28.13)  29(72.50) rLes 1250
CRP 44(68.75)  11(27.50)
20(31.25)  29(72.50) 0875 72.50
=FWA 60(93.75)  2(5.00)
4(6.25)  38(95.00) 9305 9500
Vel - - 6.465 6275
P 0.011 0.012
7 1E - - 10.758  7.440
PMH - - 0.001  0.006
1 1E 13.128  7.440
PAE 0.001  0.006

WP A= HEA S —PCT L, P = FH A5 —E M A
T, PP = H B A 55— CRP LK, P<0.05,

BIHLAR I A 97 28 WOy il 57 & 16 P &R (P<0.05) .
W 4,
2.5 2% W P 6 R A O & SBP £ 3 I T
Je 8 T A

K ROC Hi £k 20 #7 PCT  BEIfL N FIX .V .
CRP J2 DU 35 B A A6 0 % A AL I & SBP 34 TS
(1% F50 000 A1 {8, 4% 8 b #h 26T AL 40 B 0.754.
0.769.0.724.0.665 2 0.845 , Frfr DI -A 46 I %) 75
WA E A, WA,

K3 EMFELHLSBPEEVEXTEHENEREZSH (n(%), (x+s) ]

Table 3  Single factor analysis of prognostic death factors in patients with cirrhosis complicated by SBP [1n(%), (x+s) ]

S T4 (n=15) A4 (n=49) T aIch P{H
51 5 (51) 10(66.67) 43(87.76) 3.588 0.058
% (13) 5(33.33) 6(12.24)
PR () 58.39+10.95 56.86+8.84 0.554 0.582
g [l LI 5 I AL 12(80.00) 36(73.47) 0.399 0.819
AR VR 5 SR Ak 2(13.33) 7(14.29)
EEE Rl iR 1(6.67) 6(12.24)
PCT(ng/mL) 2.140.14 0.68+0.06 58.258 0.001
CRP(mg/L) 16.14+2.34 6.0820.35 29.547 0.001
BRI 11 (%) 29.45+8.75 88.02+10.93 18.944 0.001
BTV (%) 32.78+9.99 90.56+7.39 24.322 0.001
BEIM N VI(%) 31.34+12.89 92.44+9.88 19.471 0.001
eI VI (% ) 188.45+12.87 118.78+24.29 10.621 0.001
FEIMLF1X (%) 54.78+13.49 111.56+12.87 14.787 0.001
eI F X (%) 29.45+10.77 88.78+14.34 14.767 0.001
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F4 HMAHENXHE SBP BEWERETHSERIM
Table 4 Multi-factor analysis of prognostic death of patients with cirrhosis complicated by SBP

AR i EIEES FRifER Wald/y* {8 OR 95%CI{H Pl

PCT 0.567 0.203 8.585 1.763 1.184~2.624 <0.001

CRP 0.561 0.228 10.114 1.752 1.121~2.740 <0.001
e 1fi PR 1X 0.595 0.301 12.007 1.813 1.005~3.271 <0.001
BEILA TV 0.513 0.214 7.376 1.670 1.098~2.541 <0.001

0 02 0.4 06 08 1.0
1-HE SRk

BE1 JWEFX gL % SBP BEEHTE
ROC 434
Figure 1 ROC analysis of short-term prognosis of patients

with cirrhosis complicated by SBP by various predictors
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Clinical study on the renin - angiotensin - aldosterone system in patients with

COPD induced hypertension

REN Fang*, HAO Tongqin, NIU Lidan, ZHANG Jiangbo

(Department of Emergency, the First Affiliated Hospital of Xinxiang Medical College , Xinxiang, Henan, Chi-
na, 453000)

[ABSTRACT] Objective To investigate the renin-angiotensin-aldosterone system (RAAS) in patients
with chronic obstructive pulmonary disease (COPD) and hypertension and its relationship with COPD induced
hypertension. Methods A total of 80 patients with COPD induced hypertension admitted to the hospital from
March 2018 to September 2019 were selected and included in the study group. Another 80 patients with COPD
and without hypertension admitted to the hospital during the same period were selected and included in the
COPD group. 35 healthy people were selected and included in the healthy group. The general data of the three
groups were compared. The plasma renin activity (PRA), angiotensin [l (Angll) and aldosterone (ALD) lev-
els in the 3 groups were determined and compared. The relationship between PRA, Angll and ALD levels and
hypertension was analyzed. Results The systolic blood pressure, diastolic blood pressure, incidence rate of
stroke, proportions of patients with coronary heart disease and hyperlipidemia in the study group were signifi-
cantly higher than those in COPD group and the healthy group (P<0.05). The levels of PRA, Ang Il and ALD
were the highest in study group, followed by the COPD group and the healthy group (P<0.05). There were sig-
nificant differences in blood pressure and RAAS system among COPD patients with different conditions (P<

0.05). Correlation analysis showed that the plasma PRA, Ang [I And ALD levels were significantly positively

KA B T4 EFARE KRR B (201304030 )
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correlated with systolic blood pressure and diastolic blood pressure (P<0.05). In addition, the three indexes

were positively correlated with each other (P<0.05). Conclusion There is over-activation of RAAS in pa-

tients with COPD induced hypertension, which is significantly positively correlated with blood pressure.
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Correlation between the expression of serum Hcy and hs-CRP in patients with

acute cerebral infarction and its severity

SUN Yuanyuan, YU Qigui, XIE Jun*

(Hefei Hospital Affiliated to Anhui Medical University/Hefei Second People’s Hospital, Department of General
Medicine Hefei, Hefei, Anhui, China, 230011)

[ABSTRACT] Objective To investigate the correlation between the expression levels of serum
homocysteine (Hcy) and hypersensitivity protein (hs-CRP) in patients with acute cerebral infarction (ACI) and
the severity of the disease. Methods 110 patients with ACI were selected and divided into the mild group (n=
39), the moderate group (n=46) and the severe group (n=25), another 50 healthy volunteers were selected as
the control group. The basic clinical data and blood biochemical indexes of each group were compared, and the
area of infarct lesions, carotid artery stenosis and prognostic mRS scores of ACI patients in each group were
compared. The serum Hcy and hs-CRP levels of patients with different infarct area, different carotid artery
stenosis degree, neurological deficit score (NDS) and different prognosis mRS score were compared, and the

receiver operating characteristic curve (ROC) analyzed Hcy and hs - CRP for the diagnostic value of ACIL.
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Results  There was no statistically significant difference in gender composition, age, smoking history, and
body mass index (BMI) among the groups (P>0.05). Blood glucose, total cholesterol (TC) , triglycerides
(TG) , high - density lipoprotein cholesterol (HDL-C) , low - density lipoprotein cholesterol (LDL-C) ,
prothrombin time (PT) , thrombin time (TT), fibrinogen (FIB) , activated partial thrombin time (APTT) ,
Hcy, hs-CRP in each group were compared, the difference was statistically significant (P<0.05). With the
increase of infarct size, carotid artery stenosis, NDS and mRS scores in ACI patients, the serum Hcy and hs-
CRP levels increased significantly, the difference was statistically significant (P<0.05). There was a significant
positive correlation between Hcy, hs-CRP and TC, TG, LDL-C, PT, TT, FIB, APTT, infarct size, carotid
stenosis, NHISS score, NDS score, and mRS score (P<0.05). The areas under the curve (AUC) of serum
Hcy, hs-CRP and the combined diagnosis of ACI were 0.801, 0.899, 0.928, respectively, and combined
diagnosis is more significant. Conclusion Serum Hcy and hs-CRP in patients with acute cerebral infarction are

closely related to the body’s hyperlipidemia, hypercoagulability, and neurological deficits. Hcy and hs-CRP are

of great value in the auxiliary evaluation of the severity of acute cerebral infarction.

[KEY WORDS] Acute cerebral infarction; Homocysteine ; Hypersensitivity protein
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Wl . Ll P<0.05 22 S8 247 X,

2 #R

ANERTE LR ACT SF I R4S HE b L g

A PR Y AR R s BMIT LG, 25 57
TegeitaE i X (P>0.05) #5414 . TC . TG .LDL-C .
PT.TT.FIB ,APTT . Hcy .hs-CRP .HDL-C % #
S A G = X (P<0.05) , 45 40 ACT 83 1l 0
LDL-C.HDL-C %, 2 R LG it 2% & X (P>
0.05), W1,
2.2 AS[RIBEFE S AL R | #5080 kB 4E K 1S mRS
PE4 IS Hey (hs-CRP 7K Hugs

Wi ACI f5 3 15 58 5 At 1o AR 85 3 ik ke 7%
J& NDS 2 mRS #4334 il i Hey .hs-CRP 7K1
BIE, 2ZFHAGIE X (P<0.05), W2,
2.3 il Hey .hs-CRP 5 ACT & & i K45 45 b5 1Y
FHOGE

Hcy . hs-CRP 5 TC . TG.LDL-C.PT.TT.FIB,
APTT #8555 A 1 B | 390 30 Jok B 7 72 & L NHISS
P-4 \NDS 1143 % mRS 743 & 1E 4 56 (P<0.05) .
W33,
2.4 IfiL¥ Hey .hs-CRP 27 ACI 11 ROC £k

174 Hey . hs-CRP K — F B4 2 W ACI 1y iy
28 R 1 FL(AUC) 43 51 4 0.801,0.899,0.928, B &
W AW E M E, R AFE L,

2.1

R1 TREIRBEEACIEERKREZIBIRLE (n(%), (x£s) ]

Table 1 Comparison of clinical indicators of ACI patients with different disease degrees [n(%), (x+s) ]
D XTI (n=50) BEH(=39) TEHh=46) BEEHMR=25) FyH P{H
M5 (H i) 29/21 23/16 27/19 14/11 0.064 0.996
FH (%) 61.2+3.7 61.4+4.1 61.5+4.2 61.1+4.3 0.645 0.521
BMI (kg/m?) 23.4+2.2 23.4+2.0 23.1+2.4 24.0+2.7 1.241 0.218
MR 52 (% ) 11(22.0) 9(23.1) 11(23.9) 7(28.0) 0.344 0.952
T4 (mmol/L) 5.3+1.3 8.1+1.5 8.1+1.6 8.2+1.8" 10.666 0.000
TC(mmol/L) 3.8+0.6 4.4+0.8" 4.8+0.7" 5.3+1.0" 9.753 0.000
TG(mmol/L) 1.1+0.3 1.4+0.3" 1.7+0.4% 1.9+0.4™ 11.342 0.000
HDL-C (mmol/L ) 1.4+0.3 1.0+0.4 1.1+0.4 1.00.4° 7.874 0.000
LDL-C(mmol/L) 2.620.7 3.420.6 3.520.6 3.5+0.7" 7.355 0.000
PT(s) 12.8+1.1 16.1+1.6° 18.9+1.8" 20.8+1.5% 11.711 0.000
TT(s) 12.2+1.5 15.9+1.5° 18.6+1.4" 20.9+1.6™ 11.850 0.000
FIB (g/L) 2.620.4 3.1+0.4" 3.320.5" 3.9+0.6™ 0.851 0.000
APTT(s) 35.6+3.9 42.1+3.3" 45.443.5" 48.9+3.9" 9.130 0.000
Hey (wmol/L) 4.1%0.8 15.1%1.4° 21.2+2.6% 27.7+3.0™ 27.518 0.000
hs-CRP(mg/L ) 5.0£0.9 13.6x1.8° 19.6+2.3" 28.1+3.3" 24.339 0.000
FEHEI K TR (em?®) - 2.8+0.6 5.3+1.3 10.6+1.9 17.820 0.000
ke (45) - 2.3+0.5 2.020.5 1.6+0.4 11.715 0.000
NHISS (43) - 3.9+0.8 12.6+1.3 16.8+2.2 27.710 0.000
NDS (43) - 9.4+1.3 25.3+3.1 39.8+3.7 32.647 0.000
mRS (43) - 1.2+0.3 1.5+0.4 2.1+0.7 8.697 0.000

T S IR H A, P<0.05 3 SR EE 4 HL A, "P<0.05; 5 P BE A L4, <P<0.05.,
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F2 AEIETERFILERFEAKEEE K BT mRS 15 M7 Hey Jhs-CRP K FLLE (v +5)

Table 2 Comparison of serum Hcy and hs-CRP levels of different infarct lesion areas, carotid artery stenosis and prognosis

mRS score (x+s)

WH Hcy (pmol/L) F/t{H P1E hs-CRP(mg/L) F/tfd P{E
FEBEHR AT AT (cm?) <5 14.3+1.8 12.2+1.2
5~10 22.1+2.7 10.588 0.000 22.5+2.5 14.152  0.000
>10 31.3+3.0 34.13.1
i sh ko2 (%) >50 35.1%3.6 33.243.0
. 13741 4 44.086 0.000 6ald 51.162  0.000
NDS (43) <15 13.8+1.5 12.3+1.2
16~30 22.6+2.5 11.634 0.000 22.1+2.0 13.457  0.000
31~45 32.6%3.9 33.6+3.4
mRS (43) <2 11.5+1.3 10.7+1.4
- 236,043 57.506 0.000 35,349 0 59.154  0.000
%3 IniE Hey. hs-CRP 5 ACI BE I K & IEFREIHE X 10
Table 3 Correlation between serum Hey, hs-CRP and 0.8
clinical indicators of ACI patients i 00
Hc hs-CRP B 04 ] ey
$4kr Y o “newe
r i PAH rfi PIE ‘ A
TC 0.413 0.000 0.513  0.000 e ErE————
TG 0.588 0.000 0.515  0.000 1S
HDL-C 0.483 0.000 0.420  0.000 o A .
1 Hey. hs-CRP R &1 ACI B9 ROC Hi%
LDL-C 0534 0000 0481  0.000 Bl Hey.hs-CRP R =REXSG IS ACIAIROC t &
PT 0.470 0.000 0.421  0.000 Figure 1 ROC curve of HCI, hs-CRP and their combined
TT 0.419 0.000 0.418  0.000 diagnosis of ACI
FIB 0.483 0.000 0.464  0.000
S SRN Ay A > .
APTT 0447 0000 0446 0.000 Hey AT R AAAEIEF S . Hey 20 2P fxiiE
== 1 ~ N N N
iy oo w0 OSSR RO TN A
z2n KK E )52 . . . . o N N e N T e R 1
NHISS 0.564 0.000 0.569 0.000 P, AR E E A I8 I 3 R I e e I
NDS 0.506 0.000 0.527  0.000 W5 BFSGEIAIESE ", Hey AT 520 i 5t A= FRAC S R
mRS 0.498 0.000 0.556  0.000 Lo SN, e ,
I FEI ™, B Hey IUAE B AU i 1075959 18T
3 Wi ST f 5 R 2 5 Hey RTfE R S SE AR PR 1323k, R

PT.TT.FIB.APTT M il B s ke I i) FH 45
B, ST L/ INAR T RE B ATLAASERE It A7 5, 10 LB S+
W5 s RE S B E fL A ACT 1 & A2 Kk T e R
BT, 2O ST 2 2 1 ) e R I Ag K-
B NIHSS WA AR VIO &R , HAN R ™ d e B
ACL B HAETEI B 22 55 . $UR, Bl 2P I A i
F oh ks R Ak & e v LB JE IXURS: 358 i, i A 2%
FEdE— D AR T A I A .

WFFE 7 O Fili I B R T e 5 I 3

iE PO DR AT B, S BURRESERY KA, 22
PEEFERI AL FER N R , I S AT TES RAR L.
UEAF R LT AT I 15 iR AL B A G 1
Wi sz BN o RAE SO AT At 2 il s B, Jn
Jeil B ok ok o A A B, S BUBKAESE o hs-CRP A i
20 530 B8 S PR S SV 2 T, hs-CRP ZERILAA
SERNRAE BS540 I HOKF PR T e RO R
SEZKF RS E AR AR AR o ABIEFE T hs-CRP AR
PENGAEAE 3 K- BRI ORI S s
AR VIR R o W TR SERRAE AL 1 A

&4 75 Hey hs-CRP 2T ACI FJMNME S 7
Table 4  Analysis of the value of serum Hcy and hs-CRP in diagnosis of ACI

=D HWTE AUC WU (%) TR (%) 28485 95%CI PiE
Hey 21.3 wmol/L 0.801 73.3 71.5 0.448 0.711~0.892 0.000
hs-CRP 19.9 mg/L 0.899 79.1 73.3 0.524 0.818~0.980 0.000
v oAl - 0.928 81.2 79.7 0.609 0.879~0.978 0.000
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FEBCIp kL T AR S K, S ke 2 AR R in o, 4
2 I AR I AR FEE N, 1 22 ) R A R P Bt 2 T
1o B SO SR AN RS UE , R T 9 S g 5 i 84
M7 7 Hey 7K [R)RE m] 380G SR E At R 763k, 33
hs-CRP /K F-FH5 o HHIEME AT 45 R 7R , hs-CRP 5
Hey R —3, HAMFF AR5 [ HAD A 7K
SERFENR , AT BEXTIIFSE 45 R i il — € 52 s Hey L hs
-CRP 12 W7 ACT P BBURR I e 57 A gt v, IR T —
HHEAVE R ACLZ WS BIFEHT:

g LT SR A A AR 2 IV Hey L hs-CRP
S LR LRG| RS 22 D R B A A
YI X 2, Hey . hs-CRP X 1 2014 I A 58 18 5 15 1™
TR B PP AL A M
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APRIHIFIBA AL PE PRI RATEF4EALiZ Wt it
Sl R AE NEE BEE ERR AR KB

(# ZE] BM HIWTMIEF2WHEinl R 2R AL AA RS m /M LU ETE 2L (APRD) JET 4
D5 4 B2 24t Ak 46 50 (FIBA) [ 32 Wi 12 M S U 98 (CHC ) BF£F- 2 AL 72 BE R A i AR B . Foik 1l
Z P SV BLAG A 1) CHC B 3% 317 19, MR 4% 27 44k 73 1 S0.S1.S2.S3 .84, 43 Al 5 41, &5l ALT .
AST . PLT 7K #id 45 (AST/40 w/L)x 100/PLT (10°/L) Fl (4E#4XAST )/ (PLTXALT H9-F- 77 i ) A 343l 1155
APRI # FIB4 {8, /3 Hr S - AL R P AR G . B8R APRIUEZEF4F 44k S0.S1.S2.S3 . S4 iz
B (PUA3ALa) #E ) 23 5 A 0.34.(0.49) L0.47(0.66) .0.56(0.61) .0.68(0.80) ,0.93(1.45) (P<0.05) ; FIB4 {H {E
S0.S1.S2.S3 . S4 W {7 % (PU 434 a5 ) 43 51~ 1.58(1.10) . 1.58(1.74) . 2.15(1.65) .2.99(2.51) .3.56
(4.09) (P<0.05) . Spearman A 514 437 i 75 APRI Fl FIB4 5 JiF £F 4 16 43 ] 2 25 40 ¢ (P<0.05) » 45if
APRI il FIB4 T2 Wi CHC 8 5 AT 27 4 AL R B vh B s T AN

(i) BHNBIATR; RINTALAMREILFE R 5 i/ BT 3T 4 W7 IFLF 4 ik 4R
B /M RHEG FET4E1e

Application of APRI and FIB4 in the diagnosis of liver fibrosis in chronic
hepatitis C

YE Xiangyang, QIU Rongxian, HE Xiongzhi, HU Zhenting, ZHENG Fengfeng, HUANG Xiaogang,
HUANG Qinghua, LIN Guoxian

(Department of Infectious Disease, the Affiliated Hospital of Putian College, Putian, Fujian, China, 351100)

[ABSTRACT] Objective To explore the diagnostic value of the aspartate aminotransferase-platelet ra-
tio index (APRI) and fibrosis index based on 4 factor (FIB4) in the chronic hepatitis C (CHC) patients with liv-
er fibrosis. Methods A total of 317 patients with CHC who underwent liver pathological examination were se-
lected and divided into 5 groups according to liver fibrosis stages SO, S1, S2, S3, and S4. Then the levels of
ALT, AST and PLT were detected and calculated APRI and FIB4 values, according to the formulas: (AST/40
w/L) x 100/PLT (10°/L) and (age X AST)/(PLT X ALT square root) , respectively. The correlation between the
APRI and FIB4 values and the degree of liver fibrosis were analyzed. Results Statistical analysis showed that
the median (interquartile range) APRI values of SO, S1, S2, S3, and S4 in liver fibrosis were 0.34 (0.49) ,
0.47 (0.66) , 0.56 (0.61), 0.68 (0.80), and 0.93 (1.45), respectively (P<0.05). The median (interquartile
range) values of FIB4 in SO, S1, S2, S3, and S4 were 1.58 (1.10), 1.58 (1.74), 2.15 (1.65), 2.99 (2.51),
and 3.56 (4.09), respectively (P<0.05). Spearman correlation analysis showed that APRI and FIB4 were signif-
icantly related to liver fibrosis stages (P<0.05). Conclusion APRI and FIB4 have high predictive value in the
diagnosis of liver fibrosis stages in patients with CHC.

[KEY WORDS] Chronic hepatitis C; Aspartate aminotransferase - platelet ratio index ; Fibrosis index

based on 4 factor; Platelet count; Liver fibrosis
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18 P P B4 B % (Chronic Hepatitis C, CHC ) & Hi
PR 8E (HCV ) 512 LA IE JR &8 18 M 4% 1 4
Pk E 0 A B PE SRR R TR S T
PRI R & K P LG8 I TR TG 7 5 T 5 | ke I
WAk D RE s, H R R RO I . A4k
J& CHC & & 4y JFFA5E Ak iy 9 B Aok A AT 0k % Bt o
b DA 2 4 AR B T 18 DY AU 8 A8 i 1
T VRYT R S A EERE .
UFE 25 ) T A 28 2 A Bl S S I 41 4k A2 B )
CEARUET H R A QM AR L MELA B Y
A0 8 1 7 A, A BBORE 58 22 55 JR R L iR
PR TG IR N H . PR, SR —FhTo A AT
52VE R B RIS T TS TR T SR T AT A AR B R A T
ToEE, HArC @ 7 28 T4 e e
ZWTRBLAY o RITTA AR A S A B 5 1)
M HEAE 38 %X (aspartate aminotransferase-platelet ratio
index , APRI) F1 3T 4 K 19 I £F 4k 4k 45 £ (fibro-
sis index based on 4 factor, FIB4) [A] fi] P48 S 17
THE RS AR B2 T IR KRS o AR5 4 B
APRI I FIB4 55 CHC [ TP 4L 7 IR R 3R, 18
1 APRI I FIB4 76 T 4 A2 Wb i) 1 FHAN AL

1 #RERE

1.1 — gk

PEHL 2010 4F 1 A & 2015 A W8] A Be W id 1
317 (12 PR TN TR 9 FR B HEA TR Y o 1 T BT
RIZWIFF G 2000 V5 % 2 BUETT 1) Cig 22 PE AT
RBFIGITEN . FTA B BT & M T 27 2
fR3By7 S HEBR B IR L2 T R Rk EE LA
IS G P Bl B o 7 (CHIV) JER YL 5 HEBR B A RS M T
R WPERT R IR RT  Wilson 9% . [ B G e M T
R PR G2 0E R BERIE (SLE) I
9 S o ASHIFGE I 3 T T 2% e B = B 46 2
TR TR, A REEEMERER,
1.2 LRERA

A B Y TR 2 8 Pl 8 mL
# ik 1., HCV #7114 % ] HCV ELISA {7 & (% %5
BF10092, /i i BioFront) , HCV RNA % ] 52 i %¢
Y€ PCR (K5 CG-02/05, i it HEAL FORCE )
RGN 5 AT B HE R A cobas-c702 4= H sh A4k YL
VEATRGIN , 1% B0 R FH sysmex XN-3000 FEA TG,
IER B E NN AR AL (ALD KA =R
RILEE LW (AST) Fif /R 144 (PLT) 15 3 . 4%

ALT . AST PLT £ Il 25 5 () e (B 2 A o0 #r o Ik
— 35 APRI 1 FIB4 15 %1 . APRI 58 A =X .
(AST/ULN)x100/PLT(10°/L) , ULN  iF % {E 4%
FR 40 p/L 7155 . FIB4 5 A (44 xAST)/
(PLTXALT HJ°F5#) .
1.3 2RI R B A 7

A BB CE T 2 0 R T E 1T R LR (GE,
LOGIQ E9) 5 o Al £ JF kA JC R A | 1ff 5 e
T HEEE A R . SR P 2R TR R AT (16G) 283
TR IR T LUK = 1.0 om 80 & 58 BIL AT IX 3
AL E o BRAS A R 5 2 XA N B B R
[ 2 6 [ A, Fh R DX A M B e s BB AR A T8
M PR HE K PPIREF 4o, a2 Bl
B E T SR I A8 Fh v BRE U ) -, 44 B8 O 2 PE AT
R B i J7 8 ) 1Y 21 8L B 2502 Wi bR v X £F 4 4L
FERE AT 0 3 . L2 e e AL RE 4y S0, S1, 82,
S3 1S4 M, S0 : T4 fk 5 S1: L IXLF4k4k,
PSR S SN N AT A 5 S2: 1A IX ] Fil 27 4 A
LFHERRIE I, /NS5 R L B 5 S3  2F 4 a] B A /)N i
SERZEAL , JCHFRE AL 5S4 R AL
1.4 Gl Fabs

KM SPSS 11.5 Bt i it 22 v Mo £ &
EB AR R DL (3 +5) s, Z4LIA] AR
F ARG, B IE A0 A0 -5 OB 7 25 (0 4oz 1]
) [M(IQR) ] 37K , ZH ] 55 R R IS 6 A o2 46
5o PSR B A OC 5 M b Spearman A 5& 4 BT .
P<0.05 FZERA G L,

2 #HR
2.1 ZiH R
317 1 PE HCV o — Mgl k1.
F1 ZTiRE—BIEE (xxs)

Table 1 Patients aseline characteristics (x +s)

i H K E L ONE] e/ IME
AR (%) 52.18+10.01 81 19
ALT(U/L) 99.51+190.96 1906 7
AST(U/L) 79.99+171.09 2304 4
PLT(10°/L) 174.37+61.91 372 2

22 ZiKHLF YL FEE 54 ALT ., AST Al
PLT iK%

S AN[Al 43910 PLT BB AL, 22 A Geit 20
X (P<0.05),S 438 ALT H 0 BuE SRk
(ROMK, Z2RA511#53 L (P<0.05),% SR
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A 43 31 1) AST 7K SF 047 Hb 88, & 3L S AN [R] 43 9]
B AST /K A7 76 1 & Pk 22 5% (P<0.05) , HBE#H

S o3I Tt AST A AL ECE AN R B Wi . DL
%QO

T2 LERAREEFFZEMLESE PLT.ALT F1 AST Bk F

Table 2 Comparison the level of PLT, ALT and AST in different degrees of liver fibrosis

i H n PLT (10°/L) ALT (U/L) R AST (U/L) R
0 59 178.18+49.99 29.00(66.80) 109.19 25.60(32.50) 96.19
1 99 189.27+63.61 49.50(66.50) 146.09 39.65(47.00) 143.41
2 78 171.14260.11 50.00(74.05) 163.47 47.00(56.50) 164.61
3 48 161.54+66.91 64.00(81.15) 172.36 53.00(33.20) 178.41
4 33 149.18+63.50 80.25(58.75) 189.75 66.50(55.78) 203.15

Fly* il 3.26 23.24 39.60
P i 0.012 <0.0001 <0.0001

Spearman #H &5 #T S 7R FAF 4E AL FE E 5 PLT
R (r=-0.240, P<0.05) , 5418 (r=0.174, P=
0.05) . ALT (r=0.272, P<0.05) . AST (r=0.350, P<
0.05) £ IEAHIE . SAEI S ALT B9 R 434 s
Bifi 75 JH 27 4 AL 78 B2 (09 N 8, ALT 7K F F 5 (P<
0.05), WIEI 1A, S AN[H] 531 AST B R 734 T,
Wil & JHT 21 4 {0 5 5 09 i =, AST 7K F T & (P<
0.05), WLIE 1B,

A 200
200
180
; 8 £ 180
<
& 160 & 160
° s
< 140 S 140
51 b4 .
= 120 = 120
100
100
o 1 2 3 4 0o 1 2 3 4
S S

TE: AN ALT I8 R M0 5 B 9 AST ¥ R 73 A
1 FAEREREMFHENLEE ALTFASTKEH RS
Figure 1 The average rank R distribution of ALT and AST

in different degree of liver fibrosis

2.3 APRI Fl FIB4 7E JIF£F 2 AL 12 W7 o 14 iz FH 41

S ANF 433 ) APRLAEHL LU AL, 22 A et 2
B (P<0.05), K& S 43 09 T & APRI H 4 4
{EA R Z Wi Ko XFARTE S 431 FIB4 #5 £tk 17
L, 45 R s S AN 43 Wi FIB4 F8 B b, 2=
SHE G E X (P<0.05) . JLHAE S1-S4 #, Fifi
& Sy A0 T FIB4 w7 B0 AT R 32 3 8 o
W3,

S AN 43 W1 /) APRI B R 43 A1 oK, Bifi 5 I
2 kAL B A I EE , APRI 48 50T 55 (P<0.05) , L
K 2A, S A[E4> #9609 FIBA 1Y R 43 A4n s , B &
JHF 2T 4 Ak 72 B 10 Jin &, FIB4 48 50 71 &5 (P<0.05) ,
LK 2B,

x3 HRAFRRETYEMLEF APRIF FIB4 KK F
Table 3 Comparison the level of APRI and FIB4 in different

degrees of liver fibrosis

S APRI (U/L) FBI4 (U/L)
" [M(IQR )] R [M(IQR)] R
0 59 0.34(0.49) 102.16 1.58(1.10) 109.18
1 99 0.47(0.66) 13350 1.58(1.74) 125.89
2 78 0.56(0.61) 15649 2.15(1.65) 154.48
3 48 0.68(0.80) 179.19 2.99(2.51) 188.77
4 33 0.93(1.45) 20852 3.56(4.09) 208.45
Ve 40.25 43.52
PH <0.05 <0.05
A 220 B 220
= 200 5 200
% 180 = 180
b 160 5; 160
g 140 g 140
= 120 = 120
100 100
0 1 2 3 4 0 1 2 3 4
S S

E: A APRLIY R 734 5 B 29 FIB4 ) R 734 o
B2 AEREFLENEE APRIF FIBA KFEH R 537
Figure 2 The average rank R distribution of ALT and AST

in different degree of liver fibrosis

3 itig

AR, 27 44k TGRS W 5 12 32 3 1 ok
FEI AL, Hh T2 W B BERL A RF S C R =
H HMC-CU | Actitest/Fibrotest , DAFS %% {H J&
2RI TR S B SR A B LI PR S5 3 == A A
WUH A — s FE B E BRI T m R R H . APRI F
FIB4 {192 5034 R FE b Fles R A AS A5 100 H , #5206
i, WFFEEB, APRI Fl FIB4 E Jy—Fh Je A2 Wk
SRR TR 42 by B A L, AR
AT AS [F A 44043 11 8 35 FIB4 Fil APRIH,
¥R} APRI FI FIB4 7£ CHC P& 4 Akt i
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ALT AST EAZSVIFIESIE AT I shik, 5
JHHELF AEAL JC I R AHDE™ . AEARARFE it Spear-
man AHEPESMT , BB ALT 1 AST /K5 HF£F 44k
JEEAREE R IGAOC, (HUE, 2 ALT AST B 5 A=,
A {3 2 R0 APRI Fl FIB4 PE/ME . #5024 ALT . AST
W E TR AR SS M P RER BB A T
Ko BHEAb, WFFT 45 B4R PLT<150X 10°/L , i ) i 4
15 B FRE L & 4 . ALT.AST 1 PLT 7K F- 5 CHC
JF£F 4 AR 3 B 3 A OC , 3R /R 5 2 O LRl T B Y
APRI FI FIB4 {EXT S WA AL R B HA N FH B

AHIFFE 25 5 s APRIHBE JIT£T 4 Ak 20 1 i 7
e TR 3, 6 HOE Y APRIE AR 55 T S1 1
B K 0.47 UL B, i B0 T IFAESF b %
A= W FE R 1 o (P2 PR DN R 5% B 33 48 7 ) (2019 417
HiR AR APRIE > 2, FUR (& C 4 & A A
0 AE I T AR ST S4B 47 20 0.93
U/L. APRIZEFUM -9 A OCEF AL 77 1 HA 3= 1
SR E SRR, B A5 AT ik 230 A B i —
FHPE10],10)& , APRUE VAT sl B KA ALT Fil AST
KRS R , X ] BE A 5 B s 5%
FEEZES IR . AR ES A0, APRI T
21 Al B ERA PR AR T FIBA™ . FIB4 15500 £
BERERS T T0% L) | 1) B e 2l R TG A . ASBiE
S s , FIBA {E B T2 4k Ak 23 30 A 2 e 1 f 24
i, G HRE 2 FIB4 {H 18 ) 5 = S2 3 % oh 3 /K
M=2.15 U/L, Wil 7~ & I HE £F 4 Ak & A 0 18 B 1
FIB4 X% T8 I AF A A B3 s W A R4 Ao i
DA E X5 DAAE TR B IO RaE AR (E A A
FHEANFAE— R 22 5% , 0T B IR0 1 I 5% o 72
FEOE IR AL B UA G RE ML R A DG

Z¢ | frik , APRI 1 FIB4 {H 5 CHC H 3 AT 47
Ak oy W AH G, J0 H 2, 2 APRI {H=0.47 U/L,
FIB4 {=2.15 U/L 5}, B A5 i 45 4k & 4= . APRI
1 FIB4 {E X T 4E AL 73 I B2 W B — 5 1 i PR
S M AE, X R CHC (835 il 52 18 4 IR T 7 &
AR FE X,
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WP A ki LTS FIZH 24P miRNA34a KRB/
el ity A PO O (eI )

BEAE FNEE HemD HART

[ ZE] B HIEFHAA SR LE T2 H miRNA34a 318 KA IR R /N0 it il s 16 3
RN HME . 73k W St o 28 A T BE 2 (RQ- PCR) H ARG 50 51355 BHAIE 52 NSCLC fR 1Y
EBC . Il K Hid 30 1) A B g 20 40 s 5% 2HL 23 R0 50 f51) (e J3 A AHE (%) 101 35 % EBC #7378 H miRNA34a (1)
FEXS F TR K-, A 27 2 O 146 00 L 375 98 PR 170 L ( CEA) RN 40 B £ 76 11 19 149 7T 35 1 4 BE (CYFRA21-1) .
ZEER  NSCLC B i 4140 17 & EBC " miRA34a (A1 %F £k K T X R4, 25 A G it X
(P<0.05) . MBI ~IV 8] )NSCLC 3594141 | 1l 1 EBC H' miRNA34a (3R T HI T~ 1115)
B, ERASE X (P<0.05) . EBC H' miRNA34a 7512 W NSCLC Y 7E 78 HE A4S 55 88 3 50 0
72% .78% , 5 1L CEA Fl CYFRA21-1 BEA 1, 12 W NSCLC B 78 7 805 4 5 5 43 31 0 - 78.3%
82.1%. #5512 EBC "' miRNA34a [y 381k 5 E /N0 i il 982 8.5 19 TNM 431 ¢ . EBC ' miRNA34a
5 1.3 CEA A1 CYFRA21-1 BX 41w F AT $2 55 NSCLC 2 Wi i R U AR 57 18 o

[EER] AR/ ; 07 2B ; miRNA34a

The value of detection of miRNA34a in exhaled air condensate, serum and

tissues in patients with non-small cell lung cancer

TAO Guohua', SUN Pingping®, CHEN Jinliang®, CHEN Jianrong®

(1. Clinical Laboratory , The First People’s Hospital of Nantong , Nantong , Jiangsu, China, 226001 ;
2. Pneumology Department, The First People’s Hospital of Nantong, Nantong, Jiangsu, China, 226001)

[ABSTRACT] Objective To compare the expression level of miRNA34a in exhale condensate
(EBC), serum and tissues of patients with non-small cell lung cancer (NSCLC). To evaluate the value of EBC
miRNA34a in the diagnosis of NSCLC. Methods Real - time quantitative polymerase chain reaction (RT -
gPCR) technology was used to detect the EBC and serum of 50 patients with NSCLC confirmed by pathology
and 30 patients with cancerous tissues and adjacent tissues from surgery and 50 healthy people. The relative
expression level of miRNA34a in serum and EBC specimens was measured and analysis. Chemiluminescence
was used to detect serum carcinoembryonic antigen (CEA) and soluble fragments of cytokeratin 19 (CYFRA21-
1). Results The relative expression of miRNA34a in cancer tissue, serum and EBC in NSCLC patients was
lower than that in the control group (P<0.05). The expression of miRNA34a in cancer tissue, serum and EBC in
advanced (stage Il[-1V ) non-small cell lung cancer was lower than that in early (stage I - Il ) lung cancer (P<
0.05). The sensitivity and specificity of miRNA34a in the diagnosis of NSCLC in EBC were 72% and 82% ,
respectively. The sensitivity and specificity of miRNA34a., CEA and CYFRA21-1 in the diagnosis of NSCLC
were 78.3% and 82.1%, respectively. Conclusion The expression level of miRNA34a in EBC is related to the
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TNM stage of non-small cell lung cancer patients. The combined application of miRNA34a in EBC with serum

CEA and CYFRAZ21-1 can improve the sensitivity and specificity of NSCLC diagnosis.
[KEY WORDS] Non-small cell lung cancer; Exhaled breath condensate ; miRNA34a

i s e N2 11 T e R M g, L R
BT RAE I A E R R s o 2019 48 [ S0 Ak
O s - 2015 AFEAE e 25 A s 47 J R DA
TR 988 0 B AN o R R A A M R AT A —
Ao il g AR i e B 2 R AT 43 SR Al /) 2 R A g
(non-small cell lung cancer , NSCLC ) F1/)> i Jifu fiti Ji
(small cell lung cancer, SCLC ) I K2, fififi H 80%
~85% 2 A /1N 4 M i g o /N B ORE A IR
(MicroRNA , miRNA ) j& — 2 JE 4 fih /N 73 F RNA,
miRNA £ — R 21 S 5 5L R Rk 7 19 55
AR TR B R R AR T P A, B AR A
HHIE T2 30% R gL FESOR A R TR
\EEH"Y, 125 M1k, ER RIS R HE 2E S5
PR o AR BUG KR — A R 0y o 72
X DLt A TR] B g F 067, ELA R 28 1 iR
HNPEAR S BRBE . 0F H <¥2 BEWE (exhaled breath
condensates , EBC) 42 — P A5 I I 0% 38 A& £k 18 40 19
BHAR . EBC K H LT A I A2 A, 445
SEAE A AN G A A . EBC A SRy W WG <l N
WA S Z R A Y5, 4 DNA,RNA, & 15, £%
YRR ARG . BRI —F iR R AT
SRAEMFES BB W2 EA ., BRIk, X T g
YU T miRNAs B HE 2, 1 EBC Hr
AR . ADFFOR R NSCLC % EBC
H miRNA34a {4 7 % 3% 35 7K F Il o CEA
CYFRA21-1 iy & i, KRk & Sl R A ARG, JF
PR HAE NSCLC H Y B FHAME

1 ARSI

1.1 — gk

PRI 2016 4F 6 F % 2017 4F 12 H 154 B iR 1
T 0 ) SR 32 3R 7 I 200 BEIE S R A /N4 i fili
T B 50 9 F oM BIE S X 4, Bk 27 9, 4k 23
B, AR 42~83 % o W ABRIE : QT A BE IR &
CIs K R I e 3297 MY (2018 4F i) )NSCLC 12 it
P QT A B E FARFI AR AT T AT
B PETRIT SR 10 VR TT G PT AT B F0E R B A 5%
IR BMERE . HEbRba i : OfFEFARLER
it # ;3 @Bk NSCLC A 78 F A % 1 ik 2 ; @ FF

PR R M D RE R A3 5 DI PRI 51 5EREAS 58
el Z WER TR . X BR AL R B A B (ARG 114 £t B
N 50 5], Horp 534 28 91, Lo 1 22 1], 4% 34~78
B AR HE : DTC S I s 5 @ T8 fiki O BT B A1
THAL R T E NN . QWK & F [ A
W2 B HGE R B HEBRbrifE : O 7E
L5 A MU OB PRI S i 2 G R
ZHAEAEWS MR 51 B S T T L3 2% S G2
X (P>0.05), W1,

®1 WA-MABLILE (vxs)

Table 1 Comparison of general data between 2 groups (x +s)

_— NSCLC 4 X R A

ik (n=50) (n=50) e Pl
(%) 63.46x10.96  62.36£7.57  0.584  0.551
P (B ) 27/23 28/22 0.199 0.837
AR 52 (5 /J8) 18/32 15/35 1.489 0.236

1.2 2 AR

% H miRNA £ B 53 8 il #) & (5 .
R6529) | 1 3 7 miRNA cDNA 45 — 5% & izt 571
& (L% :R6519) 1Y 5 B miRNA 2356 € 5 45 I
& (L5 R6510) , i ¥ Tk 5t R A1k
BHECA R A F . R E 2SS A 9O E &
PCR 1% (ABI, StepOne Plus) . f#f & 43 )¢ ¢ & if
OneDrop 1000+ (# F H 2% i [ 4 FR A w) | ifg 43
/N H] ) EcoScreen & it 7% Fll Master Screen fij &) &
% % (1% [¥] EricJaeger Company ) . i [# %' [X 602
2 H Ak E RO B .
1.3 Jik
1.3.1  FrAREE

i FH L 28 45 R FE 45 WE AT G ik 42 0 5 mL,
1 000xg #5.0> 10 min, 43 &5 IfiL¥E FE A ( =500 pL) ,
i FH G #% 2 B (RNase ) 2 08 #4170 &, B
F—70°C 147 % 0. NSCLC HETEABE 5 — K
TTANE AR AR SR A o Xof B 20 D0 7 (A G 30 ) a7 41
JAIMARAS SR A o b HRE 35 0t B N HHE AR T JDk
5 mL FAEEEE P, 1 000 Xg .0 5 min J5 B K
A JG RNase &0, A7 T-70C vkFa & H . 1
EcoScreen & ¢ # o # Master Screen i 5 1% it v 1l
& 15 min, g 52 08 W T Bk, 28 O T IR
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W% 20 min J5 PO AR S , Retn Al ik )5 vl 15 2] 2~
4 mL AR RI EBC, Fifi BV it A JC RNase 195504
1RAET=70C UKEE 51
1.3.2 U RNA HYFZH

K AL 5T R AR A= Ab BB A BR 2\ AR 7 i 4
211 miRNA £ P53 8538 ) 4 X 21 21 i v
EBC FEAC#ES T RNA fU$2H,
1.3.3  RNA & i 4l 5 i e

i BG4 43 6 6 B 3T OneDrop 1000+ 4E F
W, X BEHR ) miRNAs #E 179 B K 215 4700 7
RNA FF v B 2Rk BB AR Lo /R e A A 758, R
OD:o/ODys EAEPEHT RNA 41
1.3.4 ZSHILH L

AHIF 5 1 £ AE AL 2L AN i b s e ik L HLW
W Z 1 U6 {E i NSCLC #4121 (2 IR L, ik
cel-miR-39 1E M IfiL 7% F1 EBC H B 1y 35 R AG I B 1)
ZIRIEN . WA Z : cDNA 2 pL, miRNA 786 5E
R 10 pL, 51 ZHE 200 mM, J i AR FL
H20 pLo 251 BV :94°C, 2 min, 94°C,20 s;
64°C,34 s, 40 MEA . 51T HIILFE 2,

%2 miRNA34a 1S BER S| W F 5

Table 2 miRNA34 and reference gene primer sequence

HE ElkZLRdl

miRNA34a 514 5-TGGCAGTGTCTTAGCTGGTTG-3’
TUig1Y 5-GCGAGCACAGAATTAATACGAC-3’

U6 iS4 5'-CTCGCTTCGGCAGCACAT-3'
FiE514 5-AACGCTTCACGAATTTGCGT-3'

cel-miR-39 ['¥i#5]4 5-GGCCTCACCGGGTGTAAATCAG-3'
TUE514 5-AGTGCAGGGTCCGAGGTAT-3’

1.3.5 CEA.CYFRA21-1 £

R R E T H IR IR 602 42 H shib2¥ &k
I 43 B A s 3 7 G A B B A U, CEA 2 %4
Fil: <5 wg/L., CYFRA211 &% :<3.5 pg/L.
1.4 Giibefabs

K SPSS Statistics 20.0 X 4FHEAT BUIE 48114k
B, HEERILL (x£5) Fon, TR OB EOE ST
oy (K-S K ) , 47 B A7 & IE AR50, 41 18] H 3%

K KB AP A IR A A, SR F Al ST RE AR
B9 9E 2 50K 55 (Mann-Whitney 3¢ ) o THECTEREH n
(%), WA LR ¥ K5 . P<0.05 8 25 5
HGTFE L

2 #R
2.1 141 i EBC ' miRNA34a Y 15 7K F
1H

i 987 2H 40 miRNA34a 4 HH % 26 15 7K PR T
TR 8, 22 A G L (P<0.05) o AE/NH
Jif il 9 4L 1L 3% A EBC H miRNA34a B AH X 26 357K
SR T BT R 4L, 2 R A G R L (P<
0.05), W33,

£3 AR MiEF EBC 1 miRNA34a BIFRIEKE (x£5)
Table 3 Expression levels of miRNA34a in tissue, serum
and EBC (x+s)

miRNA34a F%F 2 ik K
NSCLC 4 fHFExT R4
0.89820.957
1.527+1.282
0.795+1.179
0.724+1.157

i PME

i di 4l 30
R4l 30
myE 50
EBC 50

5.312  0.00

1.477x1.262  6.496 0.00
1.355+1.042  6.222  0.00

2.2 ARYKHZERIFIANE TNM 431 miRNA34a 3
kIR

I~V NSCLC & & 414 1fiLiE .EBC 1 miR-
NA34a £k K FEEET [~ T B E, 2R G50
22 L (P<0.05) 5 8 9 55 & EBC A IfLTF ' miR-
NA34a tHXT F ik it AR T A B E 2 5 Egit
i X (P>0.05), W4,
2.3 P I miR34a.CEA .CYFRA21-1 /K3 FhAs

K-S #5045 1 R, 44169 miRNA34a ,CEA |
CYFRA21-1 %54 2 kA 5311 (P<0.05) . Mann-
Whitney U £ 30 45 54 7R, 55 % B4 L3, NSCLC
ZH A 1ML 7% miRNA34a Rk KB B IEAR, 22 7 A 40
P23 X (P<0.05) , 1 CEA .CYFRA21-1 /K- i
T ZFAGE X (P<0.05), W& S,

R4 AEIHREBEBINARE TNM 9H miRNA34a RiEKTE (x+s)
Table 4 Expression levels of miRNA34a in different pathological types and TNM stages (x =s)

miRNA34a FX] FRik K-
Tji
TR eEGe) BE(ee) ' H

miRNA34a FX} 35 7K
P T i MGm20) I-Nmomw) (P

HA 30 0.502+0.421 0.998+1.032 1.958
JIIRE 50 0.969+1.351 0.865+1.346 1.465
EBC 50 0.424+0.554 0.422+0.497 1.462

0.021 1.247x1.001
0.149 1.437£1.525
0.150 1.223+1.600

0.201+0.156 6.324  0.000
0.330+0.487 8.721  0.000
0.362+0.407 10.574  0.000
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F5 WHAMIME miRNA34a,CEA.CYFRA211 § 2L
[M(P25 ,P75) ]
Table 5 Content of miRNA34a, CEA and CYFRA21-1 in
serum between 2 groups [ M (P25, P75) ]

" X HEZH NSCLC 41
= i z P
L (n=50) (n=50) fft fit
miRNA34a 1.8(0.9,4.3) 0.7(0.2,1.9) =3.058 0.010

CEA 2.3(0.5,4.7) 12.5(5.1,20.2) =8.593 0.000
CYFRA21-1 1.6(0.2,3.4) 6.7(3.3,11.4) -10.058 0.000

2.4 EBC miRNA34a CYFRA21-1 il CEA 2 W fifi
i ) U N R S
EBC miRNA34a,CYFRA21-1 il CEA = # Ik
G2 W U FIRE S5 B8 8 T — 12 W fE, 25 5%
B8 L (P<0.05), L6,
% 6 EBC miRNA34a,CYFRA21-1 #1 CEA 2 Wi ffifE 51
Table 6  Sensitivity and specificity of EBC miRNA34a .
CYFRA21-1 and CEA in diagnosis of lung cancer

o SR I 95%CT I 95%CI

EBC miRNA34a  0.68 72.0 68.1~82.7 78.0 71.2~86.3
CYFRA21-1(png/L) 3.50 66.8 50.2~74.1 76.6 69.5~86.1

CEA(p.g/L) 500 63.6 51.2~76.3 73.6 63.6~84.1
iRl 78.3 65.3~86.7 82.1 77.2~90.3
3 itig

2016 4 A AR LU i 2 BRIET R R Se it
SRTEE A Hrh A BRI EHE A S 6
2019 45 [ G I AE H O 44t it o7 J 3R e P g
IR B L, FE ST R AR AT Y o S PR AT A —
P AW FE R BT AR /N A i i 8 R
A A A7 1 K T i B AR A DRI I o R TR
20 i i £ ARG MR G

miRNA J& — B4 /N> F RNA, 7E 3L R 36
KRS TEE S VE R R S R R
Hu'"'458 A 9T & BLA 14 A miRNA 7£ JE /N4 i fil
9 4 2 2R R, miRNA 78 5% 55 5 /K - B )8 45 3L 1R
235 . miRNA34a J& miRNA34 F & 1) — G, & —
2K AR SE I miRNA , miRNA34 5 6 5 2 R i
G, miRNA34a F 2 ME A 88, 5 40 ny 2=
KOO R R, R R, miR-
NA34 16 2 Fp g vfr , anfiides KM T s L
Y ENE RN R N g Rk ST SN E
JFE B3R T % . Kasinski ™ %5 A 7E /)N BT A 72 v

B p53 JE K Al miRNA34a KA AH I, I itk
i W miRNA34a 76 i 985 & A= vh & #5777 770 Fl i 1k
FEVEH . miRNA34a J& THE 3L, vl it 59
FE K (41 c-myc . BCL-2,E2F3 , Cyclin D1 & Cyclin
E2 %) HHZ5 A, A 1 Aoy 4 i JR 30045230 1 G 3], 4
il e 2 BEL S A, R R AR T A ESEIA
miRNA-34a AMUIEIEYT NSCLC WA B i 7 T4
S T HAA 2R FH Y BT NSCLC 1y il 5 b ks
Y, AHFSTSE R B R NSCLC B #9441 miR-
NA34a #3555 TNM 4 A5G, 5HB2EE MR
SEOAH—2 B R bR R R A B
RS I, F5 20U R S5 br S
B R = MR W B AR R S AR
EBC ' miRNA34a. Il 7% CEA fil CYFRA21 -1 X}
NSCLC 2 BT T 44T , 156G Rl vl A7 804 =
HAZ Wi BB E R S . P AR FEA 4
IS TERE LI Tl PRAE Ay 0 i =2 T, 3 i
T R 22 O i RIS R g i A R

S22 Bl AE N AR /N 2 R I R 4y AR S AR
MR, FE T i Jg A T 0 0 12 W K Ts i 90 F &
HE WML 1) KB, EBC H 1) miRNA34a £ ]
XF NSCLC myi2 Wr i (B B T — IR AHSY
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Correlation of miR-210 and TLR4 expression in peripheral blood of patients

with aneurysmal subarachnoid hemorrhage and its clinical significance

CHEN Ming ', ZHANG Qingxiu *, WEI Xiue **

(1. Department of Neurology, Huaian Hospital, Xuzhou Medical University, Huaian, Jiangsu, China,
223002; 2. Department of Neurology, the Second Affiliated Hospital of Xuzhou Medical University, Xuzhou,
Jiangsu, China, 221006)

[ABSTRACT] Objective To study the correlation between the expression of miR-210 and toll like re-
ceptor 4 (TLR4) in patients with aneurysmal subarachnoid hemorrhage (aSAH) and its clinical significance.
Methods 55 patients with aSAH underwent surgical treatment in our hospital from June 2015 to June 2019
were selected as the aSAH group and 70 healthy volunteers as the control group. The expression levels of miR-
210 and TLR4 in peripheral blood and serum levels of interleukin-6 (IL-6), tumor necrosis factor-a (TNF - «)
and matrix metalloproteinase-9 (MMP9) were detected. The cerebral vasospasm (CVS) and prognosis of aSAH
patients were evaluated. Result The expression level of miR-210 in aSAH patients was lower than that in the
control group, the expression level of TLR4 in peripheral blood and the contents of IL-6, TNF - a and MMP9
in serum were higher than those in the control group, the difference was statistically significant (P < 0.05). miR-
210 was negatively correlated with TLR4,, IL-6, TNF - a and MMP9 (P<0.05), and TLR4 was positively corre-
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lated with IL-6, TNF - « and MMP9 (P<0.05). In the aSAH group, the expression level of mir-210 in CVS pa-

tients was lower than that in non-CVS patients (P<0.05), and the expression level of TLR4 was higher than that

in non-CVS patients (P<0.05) , the expression level of miR-210 in peripheral blood of patients with poor prog-

nosis was lower than that of patients with good prognosis (P<0.05), and the expression level of TLR4 was high-

er than that of patients with good prognosis (P<0.05). ROC curve analysis showed that miR-210 and TLR4 had

predictive value for CVS and prognosis of aSAH patients. Conclusion Low expression of miR-210 and high

expression of TLR4 in peripheral blood of aSAH patients are related to inflammatory response, CVS and poor

prognosis. miR-210 / TLR4 axis plays an important role in the pathogenesis of aSAH.

[KEY WORDS]
Toll like receptor 4

3y ik 98 P ik BT S 1ML (aneurysmal sub-
arachnoid hemorrhage , aSAH ) J&IIfi R # UL 1) i 1fiL %
AN R E K. i AR ZE (cerebral va-
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RO aSAH [ # k4 CVS EA M=, =
J& ,aSAH J CVS Koo i v AR AE S ) 91 42 ML il
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2.1 PHALSME Il miR-210 & TLR4 Fik 1 H 4K
aSAH 418 & 41 A i miR-210 235 7KK
TR HRZL, TLRA 1 R A KOF 3 TR IR, 2 %A
et X (P<0.05), W1,
F1 FHESMEIM miR-210 & TLRA RIKXAIELE (v+5)
Table 1 Comparison of miR-210 and TLR4 expression in

peripheral blood between 2 groups (x+s)

7% T IL-6 , TNF-a \MMPO {1 75 5t AT fUkH 6 56 &
(P<0.05) , 4} Ifi. TLRA () 2635 /K5 17 H IL-6.
TNF-a . MMP9 1 & i IEAH G K R, 2 5 A F i
B (P<0.05), WF3,

%3 aSAH ZHEE SN M miR-210, TLR4 5 i1 & & fiE &
FRIHEXE
Table 3 Correlation between miR-210, TLR4 and serum

inflammatory factors in aSAH group

o miR-210 TLR4
4 51 n miR-210 TLR4 G i P i P
aSAH 41 55 0.79+0.25 1.33+0.38 IL-6 -0.372 0.005 0.472 0.000
popiickc] 70 1.00+0.28 1.00+0.25 TNF-« -0.418 0.001 0.423 0.001
tH 4.361 5.837 MMP9 -0.347 0.009 0.395 0.003
Pl 0.000 0.000

2.2 aSAH 4 i & 4MF Il miR-210 5 TLR4 (14
Kot
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TLR4 ik K

T T
0 0.5 1.0 15
miR-210 #3k K-

B 1 aSAH #HZE#H4ME M miR-210 5 TLR4 By#E X 1%

Figure 1 ~ Correlation between miR-210 and TLR4 in

aSAH group
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Table 2 Comparison of serum IL-6, TNF - o and MMP9

between two groups (x+s)

o IL-6 TNF-« MMP9
20 5 n
(pg/mL) (ng/mL) (ng/mL)
aSAHZL 55 47.69+12.59 8.39+1.94 18.82+3.65
YU 70 36.51+9.24 6.44+1.52  13.04+2.26
tHH 5.724 6.303 10.867
P{a 0.000 0.000 0.000

2.4 aSAH 4 & % #MH I miR-210 . TLR4 5 1M 5
RAE R AR
aSAH 41 58 F A1 E I miR-210 (19 7835 7K - 5 1.
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CVS B# , ZRA G X (P<0.05), W4,

R4 aSAHAH CVS 53ECVS BESMNE M miR-210
B TLR4 RIZHI LB
Table 4 Comparison of miR-210 and TLR4 expression in
peripheral blood between CVS and non CVS patients in aSAH

group
CVS [Hi n miR-210 TLR4
CVS ## 18 0.64+0.27 1.53+0.40
JECvs #E#F 37 0.86+0.21 1.23+0.33
t{H 3.315 2.949
P 0.002 0.005
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) ROC fh<k st
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0.008) , 4k 241 25 F8 B K o B AR T (4331
0.74.1.26, UL 2,
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Figure 2 ROC curve of miR-210,TLR4 predicting CVS in

aSAH patients
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Table 5 Comparison of miR-210 and TLR4 expression in
peripheral blood between patients with good prognosis and

poor prognosis in aSAH group (x+s)

CVS M n miR-210 TLR4
CVS & 20 0.64+0.27 1.58+0.37
JECvs B 35 0.87+0.20 1.19+0.30

8 3.605 4.257

P1E 0.001 0.000
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Figure 4 ROC curve of miR-210,TLR4 predicting
prognosis of patients with aSAH
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The distribution characteristics of 162 cases of CRE infection and evaluation of

measures to reduce bacterial infection

ZHANG Yan', LIANG Jiahua®, ZHANG Feng’*

(1. Department of Inspection, Mental Health Center, Rizhao, Shangdong, China, 267800; 2. Department of
Laboratory Medicine, Juxian People’s Hospital, Rizhao, Shangdong, China, 267800; 3. Department of Clini-
cal Laboratory, Rizhao City Hospital of Traditional Chinese Medicine, Rizhao, Shandong, China, 267800)

[ABSTRACT] Objective To explore the distribution of Carbapenem - resistant Enterobacterales
(CRE) in our hospital and to evaluate the application effect of the measures to reduce these bacterial infection.
Method We retrospectively analyzed 162 cases who had Carbapenem-resistant Enterobacterale infection from
January, 2018 to December, 2019. The MDT intervention was divided into the control group (n=82) and the ob-
servation group (n=80). To observe and analyze the distribution of CRE departments, the origin of bacterial
specimens and the distribution of bacterial species in the two groups, and to compare the examination rate,, noso-
comial infection rate, detection rate and detection rate of CRE infection and compliance rate of various preven-
tion and control measures. Results The distribution of CRE infection departments in both groups was mainly
respiratory medicine, sputum was the main source, Klebsiella pneumoniae was the main pathogen, the rate of
examination in the observation group (100.00% ) was significantly higher than that in the control group

(95.12%) , the difference was statistically significant (P<0.05), hospital infection rate (10.02%) in the observa-
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tion group was significantly lower than that in the control group (10.51%), CRE infection rate (8.77%) in the ob-
servation group was lower than that in the control group (10.00% ). The detection rate of CRE infection in the ob-
servation group (8.77%) was lower than that in the control group (10.00% ), and the detection rate of CRE infec-
tion in the observation group (33.05% ) was lower than that in the control group (41.12), but the difference was
not statistically significant (P>0.05). The compliance rate of various prevention and control measures in the obser-
vation group was significantly better than that in the control group, and the difference was statistically significant
(P<0.05). Conclusion The carbapenem-resistant Enterobacteriaceae bacterial infections in the whole hospital
are mainly distributed in the Department of Respiratory Medicine. The use of MDT to intervene in the prevention

and control of bacterial infections can increase the rate of patient specimen submission and the compliance rate of

various prevention and control measures, and reduce the hospital Infection rate and CRE infection rate.

[KEY WORDS] Carbapenems; Drug resistance; Enterobacteriaceae; Multidisciplinary collaboration
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Expression and clinical significance of VEGF-C and Gas6 in cholangiocarcino-

ma
ZHU Yu, WU Yakun, GONG Cheng, PANG Wu, TIAN Yinsheng*
(Department of Hepatobiliary Surgery, Suining Central Hospital, Suining, Sichuan, China, 629000)

[ABSTRACT] Objective To explore the expression and clinical significance of vascular endothelial
growth factor C (VEGF-C) and growth arrest specific gene 6 (Gas6) in cholangiocarcinoma. Methods 122
patients with cholangiocarcinoma from May 2016 to August 2019 in our hospital were selected as the research
objects. The positive expression rates of VEGF-C and Gas6 in cancer tissues and normal tissues adjacent to
cancer were detected, and the correlation between VEGF-C and Gas6 and clinical features was analyzed. The 1-
year survival rate of patients with cholangiocarcinoma was counted, and Kaplan - Meier curve was used for
survival analysis. Results The positive expression rate of VEGF-C and Gas6 in cancer tissues was higher than
that in normal tissues adjacent to cancer, the difference was statistically significant (P<0.05) ; VEGF-C was
positively correlated with arteriovenous invasion, lymph node metastasis, clinical stage, and Gas6, the
difference was statistically significant (P<0.05) ; Gas6 was positively correlated with arteriovenous invasion,
lymph node metastasis, clinical stage, and VEGF-C, the difference was statistically significant (P<0.05). After
controlling for factors such as age, gender, tumor site, tumor diameter, histological grade, and pathological
type, VEGF-C and Gas6 were still significantly associated with arteriovenous invasion, lymph node metastasis,
and clinical stage, and the difference was statistically significant (P<0.05). Followed up for 1 year, 8 cases
were lost to follow-up. The 1-year survival rate of 114 patients with cholangiocarcinoma was 65.79% (75/114) ;
Kaplan-Meier curve analysis showed that the 1-year survival rate of patients with positive expression of VEGF-
C and Gas6 was lower than that of patients with negative expression, the difference was statistically significant

(P<0.05). Conclusion The positive expression rate of VEGF-C and Gas6 Combined detection is helpful for
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clinical evaluation of the disease and prediction of survival and provide a reference basis.

[KEY WORDS]

gene 6; Clinical features; Survival analysis
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Table 4 Multiple linear stepwise regression analysis
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Significance of serum D -D expression in patients with essential hypertension

and prediction of concurrent left ventricular hypertrophy

WANG Chunyan*, REN Haixia, QI Yue

(The 984 Hospital of the joint logistics support force of the Chinese people & apos; s Liberation Army, Bei-
jing, China, 100094)

[ABSTRACT] Objective To study the significance of serum D-D level in patients with essential hyper-
tension and the predictive value of left ventricular hypertrophy. Methods 190 patients with essential hyperten-
sion and 90 healthy people in our hospital from June 2018 to June 2020 were selected as the research objects,
Their general data were statistically analyzed, and the expression levels of D-D in the two groups were mea-
sured and compared. After one year of antihypertensive treatment. According to LVMMI, LVMMI was divided
into regression group and non-regression group. Results There was no significant difference in general data
between the study group and the control group (P>0.05), but the systolic blood pressure, diastolic blood pres-
sure and LVMMI in the study group were higher than those in the control group (P<0.05), D-D, FIB, PAI-1
and t-PA in the study group were higher than those in the control group, and the D-D, FIB, PAI-1 and t-PA in
the regression group were lower than those in the non-regression group (P<0.05). Conclusion The serum D-D
level in patients with essential hypertension is significantly increased, which can be used as a meaningful indica-
tor to predict left ventricular hypertrophy, and can provide accurate data for clinical treatment, with the advan-
tages of no damage, convenience and rapidity.

[KEY WORDS] Essential hypertension; D-D; Left ventricular hypertrophy
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Table 1 Comparison of general data between the 2 groups (x+s)

21 51 n PR (B ) AR (%) R (kg)  W4iE (mmHg) 473Kk &E(mmHg) LVMMI(g/m?®)
5T 4 190 102/88 54.5%6.7 646.9 171+4.6 94+12 139.4+22.3
X HEZH 90 56/34 56.7+6.1 62+6.1 123+6.7 75+6 114.8+8.5
2t 32 3.74 21.4 9.4 44.2 23.2

P{H 0.74 047 0.56 0.012 0.032 0.015

2.2 Wil D-D,Fib,PAI-1 Flt-PA L5
W% 41 D-D, Fib, PAI-1 il t-PA 4 &5 F X} I8
H,EZRBHITFEXL(P<0.05), WE2,
%2 W4HME D-D.Fib,PAI-1 #1 t-PA L% (x+s)

Table 2 Comparison of serum D-D, FIB, PAI-1 and t-PA

between the two groups (x+s)

o D-D Fib PAI-1 t-PA
A n

(ng/mL) (g/lL)  (ng/mL) (ng/mL)

WF9E4H 190  547+78.2  59+1.1 49.749.6 16.4+3.36

YFIEZH 90  118+184  3.5+0.58 34.3+6.2 5.6+0.45

1 1.55 12.35 17.53 33.75

P1E 0.004 0.023 0.036 0.003
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%3 HIRAS5LKHIRAD-D,Fib,PAI-1 7 -PA LEE
(vxs)
Table 3 Comparison of D-D, FIB, PAI-1 and t-PA between

regression group and non regression group (x#s)

D-D Fib PAI-1 t-PA

R
ALl " (ng/mL) (g/L) (ng/mL) (ng/mL)
HiE4l 116 264+35.6 3.5x0.8 37.4£10.6 9.6+2.3
RIIEH 74 522+469.5 4.9+1.1 46.1+7.4 13.6+2.67
ZIEl 34.3 36.2 3.6 9.7
P14 0.023  0.005 0.014 0.043
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CK-MB CRP.ALB U}z D-— AKX Tk i Pk s
Jpa AT OHELF Y

EELT KY RPN KEE

(5 ZE] B8 WiHWIERMEE R LEE(CK-MB) .C % #E I (CRP) | 146 11 (ALB) fil D- — (A
(D-D) /K% e it 14 s (ICBD) JR B I MMETT 9 . ik #EEL 2016 4F 2 H 2 2020 4 5 A FAB A
1) 5E MLl ICBD R34 86 il A A I GT 4L, B8 IR B B T AR B A 746 179 et B R B 40 9], 1 g xof i . R
LA ST 20 B AR5 55 1.7.14 d IS4 13 D-D . CK-MB . CRP . ALB 7K 3 }2 H:%t ICBD 412 i 5 1
JETIMMAE ., SR IR B E ARG 1.7.14 d 3% D-D .CK-MB .CRP , ALB 7K V- 25 5 B 1. % T %f
W | 22 57 A St X (P<0.05) o BEAH I ICBD T 7 1945 55 (69.13% ) BURE (88.57% ) |
FHPE 700 (89.58% )  FHPETIINE (83.02% ) » 451 IfiLi% D-D .CK-MB .CRP Fl ALB 7KFX] ICBD {5
W2 Wi B 0 O E A A S A, o] DL B IR PR W12 WA T, B w5 .

[EEIA]  WURRBEE TR, C RN A A ; D-IK, i s

The value of CK-MB, CRP, ALB, and D - dimer levels in patients with

ischemic bowel disease
YUAN Yanwen*, XU Zhe, HUANG Miaoxing, CHEN Mengjun
(Department of Gastroenterology , Dongguan People’s Hospital, Dongguan, Guangdong, China, 523000)

[ABSTRACT] Objective To investigate the value of creatine kinase isoenzyme (CK-MB), C-reac-
tive protein (CRP) , albumin (ALB) and D -dimer (D-D) levels in patients with ischemic bowel disease
(ICBD). Methods 86 suspected ICBD patients admitted to our hospital from February 2016 to May 2020
were selected as the study group, and 40 healthy volunteers who underwent physical examination in our hospital
at the same time were selected as the control group. The serum LEVELS of D-D, CK-MB, CRP and ALB in the
study group on day 1, 7 and 14 after admission and their diagnostic and prognostic value for ICBD were ob-
served and analyzed. Results The serum D-D,CK-MB ,CRP,ALB levels of d1,7 and 14 in the study group
were significantly higher than those in the control group (P<0.05). The specificity (69.13% ) , sensitivity
(88.57% ) , positive predictive value (89.58% ) and negative predictive value (83.02% ) of the combined test
were significantly higher than those in the control group (P<0.05). Conclusion The serum levels of D-D, CK-
MB, CRP and ALB have high reference value for the early diagnosis and prognosis prediction of ICBD, which
can assist the early clinical diagnosis and treatment and improve the prognosis.

[KEY WORDS] Creatine kinase isoenzyme; C-reactive protein; Albumin; D-dimer, Ischemic bowel
disease
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X ICBD # 47 S B ER 2 W 22 OCE 2 . BEAEAFSE
J% 3R WL 384 6 [5) T 7 (Creatine kinase isoenzyme-
MB, CK-MB) . C Jx i 5 H (C -reactive protein,
CRP) . 1 % 1 (Albumin, ALB) I D- —- 5 & 7k 3%
(D-dimer, D-D) 5 ICBD 112 Wr J #i J5 A — & &
R, Forh CK-MB £ 45 PR 25 45 Bt LA 2
w2 Wb oA e m A S, 5 ICBD G &
WHEA —EWRITE L. CRP LA RAERT K
V- F R S AR, AT R RO Y AR AR A
PRE SN FERE . ALB 32 i ARG R, M PR &
Az P I AT I HK AP S I, D-D 2 A
JE 12 W N I M 1Y) T AR AR I AR A A
FE 7N, D-D JKF- 1l LA 212 W ICBD 48 45 2
— T RS MEE 3T CK-MB CRPALB LA
K D-DF-*%} ICBD A M. HAEmTF

1 AHESHE

1.1 — gk

PRI 2016 4F 2 H % 2020 4E 5 7 TABRIGA R
BE{L ICBD 4 86 i, E A BFSE 2, F 5% 42 B B A2
PR L AAuE . Horp MR A5 ), Lotk 41 1], 4
1% 42~75 %S4RS (62.12+6.22) %, P ELA]
BF BT A AT A 1 i B 5 B3 40 1], 1 A%t R
A, H 55 244, 2016 6], AR 24~67 % IR
(42.31£10.88) % o PHAL BRI AF W5 — B 5k
Fbds, 2R G i2E = L (P>0.05) , A T bk

PAFRIE : D 2R MZUE R A et g
15 i i S5 T LB AR s @BF T AL R A YA R IR
g VRAR IR SRR i M s = A TR R i K
JE ARG I B EZETT FG R B 4D s @A
20~80 % Z [H] . HEBRbRUE : OIRIRFERA T E ;@
IR H B RN R IR AL A X AR 78 AT
ZH O HA T E O S HEERE AR
12 Fik

e 5 A T T ARG B ek BT = 2 I Bk . 5
mL, 8 TP & AE 24 h WABON F ki 5 mL,
PrE Ty E T B E 202, TR E T RO
L 2L 3 000 r/min B3 B 250 10 min J5 , BCEJZE 10
1, —80CR A o P AT 454 25 FR A 50 N 51 ™ %
Foe BR At A S L& AR S Ul B B e i, H0R
ARSI M7 CK-MB 7K, SR 58 4 VITROS 5600
4 [ e e A AT AR, Bl & (R 2
It R 12 W (35 3 A A FRA | ) 5 IR M & ik

W 72 1% ALB 7K F-, >k H§ BECKMAN COULTER
AU Chemistry Systems AU5831 43§11 S Hi i £
& (D15 2 PRIRFE S0 R 48 (O MDA FRAF]) 5 H
e E ST Ao kA Il CRP /K, >k A BODI-
TECH A5000 4= [ 3l T 2L 0 sig s U Hfic &
TR G (Bl 28 (V) A R A PR 7D ) 5 s
Fb A A I 1 D-— 24K D-D 7K-F-, R H STAGO
STA-R EVOL 4= [ 3l Il 73 Hr A% S He e 31450 &
(BB EEEHEAR (KRB ARAF) . i EEA
BEsE — RATRAG AR, 12 ICBD™
1.3 LS bR

WA B ABEE 5 1.7 14 d AR I
7 D-D /K, 24 D-D=400 pg/L i}, KB , D-D<400
pg/L I A BAYE, 430 D-D A&t B2 T ICBD fy
WAl . A0 =48 Y BH P ) $8 . 632 BH 2 451 5 x
100% , 47 5 FE =46 i BF 4 451 B0 1 32 B 1 f91) 5 x
100%. WS AFE I CK-MB .CRP #il ALB
I WFSE2H B3 1L CK-MB  CRP 7K -t 52 SR |
P S BEFIERAEE & ALB %f ICBD 5 TRl
1.4 GiteFik

K H SPSS 22.0 Ge 27 8k A A7 8 s 3 B, HL
RO B n (%) R R kg, i okt
FH (x£s) o, R HEBCR T ki, >R 320 T
& 45 1E i 28 (receiver operator characteristic curve ,
ROC) 4341 # Wt ICBD il J5 41 i, LA P<0.05 hy 25 5
Aot E L,

2 R

21 WA HE ARG 1.7.14 d 55X R4 i
5 D-D Kt

IR B ABEE 4 1.7 .14 d IfiL3 D-D /K-
iR TR, 22 R AR L(P<0.05) 15T
H R H ABE 14 d J5 1138 D-D /K 8 E 8T AR
1.7d)5, ZRAGITE L (P<0.05), WK1,

®1 HRABENKREE1.7.14d 53RAMTE D-D
KFEELE (x+5)
Table 1 comparison of serum Dmurd levels between control
on the 1st, 7th and 14th day after admission in the study

group (x+s)

WE B (n=70)  XHRA (n=40) i  PH

H1d  5470.13+875.31  314.21x60.15 8.641 0.041
H7d  3671.24+545.31  314.21£60.15 6.582 0.035
HF14d 1566.68£477.08° 314.21+60.15 4.587 0.018

W55 1 R, "P<0.05; 555 7 KK, "P<0.05,
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2.2 [fiL# D-D KX L1532 W ICBD 14
M3 D-D 7K X281 ICBD 1) R G0 K 92.86%
(65/70) , 554 81.25%(13/16), W3E 2.,

&2 M D-D M RHISET ICBD KIMHE (x+s)
Table 2  the value of serum Dmurd detection in early

diagnosis of ICBD (x#s)

DD DDA HREEN Sk nie s A
45 (pg/L) FH [Pk
FAPE  5470.13+875.31 65 3
[k 321.14+66.18 5 13
At 70 16

2.3 WZH AREI T CK-MB .CRP il ALB 7K F Hb A5
W% 40 8 3% 1fiL V% CK-MB 1 CRP 7K - i 3
TXHRA , 22 5 A g0t 27 2 L (P<0.05) , 52 4 A8
HIMIE ALB /K- B F T X A, 2 7 A 51
B (P<0.05), WF 3.
#*3 THABME CK-MB.CRP# ALB KFELEE (x+s)
Table 3 comparison of serum CK-MB, CRP and ALB

levels between 2 groups (x+s)

I TRy
R R T T

CK-MB(U/L) #1d 50.97+20.19 5.24+2.07 6.841 0.042
$7d 49.97£20.19 5.96+2.36 7.852 0.035
514 d 53.97+20.19 5.01+2.51 8.645 0.023

CRP(mg/L) %51d 637221 4.09+1.87 5.369 0.028
H7d  6.65£2.69 4.27+1.36 7.452 0.064
514d  6.16£2.56 4.22+1.91 6.035 0.004
ALB(g/L) %i1d 30.32+3.69 35.16+3.68 5.217 0.029

H7d 3042414 37.32+3.51 6.354 0.018
#14d 31.00+4.00 37.00+3.00 5.311 0.010

2.4 W5 4 Il CK-MB il CRP /K °F %
ICBD Tl i2 %7

I3 CK-MB 7K F-%} ICBD £ W (1) 45 5 5 i 2%
= T CRP, 22 5 A gt it 5 L (P<0.05) , IliL 7 CPR
7K F- X} ICBD 2 Wr i 5% 5 5 F0 o o B2 BH &2 & T
CK-MB, R A Gt 5 L (P<0.05), WKA4,
2.5 iy ALB.CK-MB . CRP D-D /K %f ICBD
T AN {E

IMiL3% ALB X ICBD il J5 il i 119 45 5 P | 0k
JEE P TR0 A | B P U (2 R T CK-MB
CRP .D-D, A # I 4 S-PE  SUaR B | o Tl 1
BF 4 99 00 1 % 2 % T CK-MB . CRP .D-D . ALB,
ERAGIE X (P<0.05), W5,

F4 LA EFEMF CK-MB 1 CRP 7K EXF ICBD Filll

Table 4 the serum CK-MB and CRP levels of the patients in
the study group predicted the diagnosis of ICBD
L5 (%)  CK-MB(U/L) CRP(mg/L) Pf{H
REPUE 79.46 83.57 0.012
Fr 5t 45.46 39.38 0.031
MR 63.88 69.82 0.005
ROC ik

1.0
0.8
= 0.6
E — ALB

0.4
— CK-MB
— CRP

— D-D

— AR

0.2

0 02 04 0.6 08 L0
1455

BE1 & ALB.CK-MB.CRP.D-D KF RE&HNH
ROC H £k
Figure 1 Serum ALB .CK-MB .CRP .D-D level and ROC

curve of combined detection
Vie=R73S
3 #HIe

ICBD ) 2 K NRE R 2 A4FE N, B A1
AL L R RO O D RE S 4 45, O HL
WG K eV, LA AN RE S i & BOTIRYT
o5 SR B0 B S B SRR AR B, BB kI i 36 T R
L BN AT 3P fi7 IR B0 B Ry 0 5 1l YR BE 2 £ 551
B JE R A — B LT A i I
i O HE IR A 10% , F i 7 AR 8 B el R
Ja & kA —E ARk, i Atk ICBD A9 32 % & 3 JEL A
2 T8 I B A A AR AR, S BRI I AN
O NTNEAR Y, 7B ER 7 (K7 =82 N A 77 Nl w28
ICBD 2 Jo 4 5 HEAE R AE , (H K 2 3 mT Bt

-

*R5 IME ALB 7K FEXF ICBD i f5 Fuill 4/ (&

Table 5 the value of serum ALB level in predicting the prognosis of ICBD
MyEHEhr  wE#W S Rest(%) REE(%)  AUC 95%CI FRPE NG (%) BRI BUAE (%) P1H
ALB 34(g/L) 61.71 87.89 0.834  0.769~0.899 87.14 75.24 0.015
CK-MB  25.00(U/L) 23.24 45.28 0.712  0.605~0.819 72.91 64.46 0.013
CRP 3.544(mg/L) 22.17 51.24 0.727  0.642~0.812 80.35 70.26 0.011
D-D 0.78(wg/ L) 34.23 61.50 0.736  0.666~0.805 80.00 73.25 0.024
1A i) - 69.13 88.57 0.876  0.828~0.924 89.58 83.02 0.010
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FHBA— 38 AR AT RN 5 B2 IR I2 B4, H Ut
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HNEE T E W T, CRP 7EH A5 )5 48~72 h,
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{H, 45 3 5% 1L 7 ALB X ICBD il J5 7500 /) 4 5+
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S RS A AR A DG R
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[ Z] B HiTHIEBEILELE A 2 8-1(GPC-1) H/)N RNA -9(miRNA-9) [z K& G IR FE 51
2 e &R 25 1 13 (Caspase-3 ) 75 Ml J 088 HH A0 2 35 e S0 1 BUG AE R ROA GME, AiE 2015 4F 8 H &=
2017 4 8 H A B Wi A i 98 A8 2 (0 I PR BERHEEA T3 B 43 BT (76 03 il B8 20 ZLbR AR K 76 103 9 55 1T HY
HLBRA) | R FH G5 20 A Yo £ 10 0T L It i 2 23 R 98 55 1E #2023 rf GPC-1 .miRNA-9 J% Caspase-3 ik
THoL. B5R IIEEZEZ T GPC-1 IR IE %  Caspase-3 FIPEFIA A miRNA-9 & K5 W] 5 & T 5%
IEH H21(P<0.05), GPC-1.miRNA-9 X Caspase-3 ik 1/ 1t 5 i i 0 FE AR PR3 L o0 AL R L A ogd
BRI RIS (P>0.05) ; 5 TNM 433 ik EL &5 2 4 5 (P<0.05) o 76 BBl i 98 0 & 3 4F A= 7%
M 35.53% (49/76) , GPC-1 FHH: R 15 . miRNA (5 235 | Caspase-3 B ¥ 32 1K i Jili it 4 FR & AL T2 R 15
(P<0.05) . HAAE50 M1 B GPC-1 (EK3ABAPE) . miRNA-9 (fik ik ) | Caspase-3 (P PE 3k ) & A4 17 3%
1, Keplan-meier 2E 7 M1 & 8 A 7] (P<0.05) o i R4 (T~ V) A7 bk L 2554655 .GPC-1 FRak (FHME:) |
miRNA (535 ) [ Caspase-3 35 ([ ) by 5 i il B g 58 3 TS A A7 ST FE B R R (P<0.05) o 4518
GPC-1. .miRNA . Caspase-3 57 &35 5 Jili i £ E 0 17 i SR 5 DIAH G , BRI F B T

[X#i7A] GPC-1;miRNA-9; Caspase-3 ; i i3 1 s o 15 5 T A= 4

The expression of GPC-1, miRNA -9 and Caspase-3 in lung adenocarcinoma

and its correlation with the condition and prognostic survival
ZHI Yajing, FENG Tiehong, NA Shun menghe, ZHENG Ti*
(Inner Mongolia Medical University , Huhehot, Inner Mongolia, China, 010000)

[ABSTRACT] Objective To explore the expression of Glypicans-1 (GPC-1), microRNA-9 (miRNA-
9) and Cysteinyl Aspartate- Specific Proteninases-3 (Caspase-3) in lung adenocarcinoma and its correlation
with the condition and prognostic survival. Methods The clinical data of patients with lung adenocarcinoma
admitted to our hospital from August 2015 to August 2017 were sorted and analyzed (76 specimens of lung ade-
nocarcinoma tissue and 76 specimens of normal tissue adjacent to cancer). Immunohistochemical staining was
used to compare the expression of GPC-1, miRNA-9 and Caspase-3 in lung adenocarcinoma tissue and normal
tissues adjacent to the cancer. Results The positive expression rate of GPC-1, the negative expression rate of
Caspase-3 and high expression rate of miRNA-9 in lung adenocarcinoma tissue were significantly higher than
those in normal tissues adjacent to cancer. The expression of GPC-1, miRNA-9 and Caspase-3 was not related
to the age, gender, degree of differentiation, tumor diameter, and vascular invasion in patients with lung adeno-
carcinoma (P>0.05), it was related to TNM staging and lymph node metastasis (P<0.05). The 3-year survival
rate of 76 patients with lung adenocarcinoma was 35.53% (49/76) , and the mortality of patients with lung ade-

nocarcinoma and GPC-1 positive expression, high miRNA expression, and Caspase-3 negative expression was

AARA NEHF ABR A ARMAFEET A (2016MS1259)
TH AL AR FEHKRE, ARF 86K, 24 010000
*iBAEVEH  FR 4R, E-mail : candy_zt94@sina.com
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higher (P<0.05). Survival analysis showed that patients with GPC-1 (expression negative) , miRNA-9 (low ex-

pression) , and Caspase-3 (positive expression) had longer survival times, and Keplan-meier survival curves

were significantly different (P<0.05). Clinical staging (stage Il ~ VI), lymph node metastasis, GPC-1 expres-

sion (positive) , miRNA (high expression) and Caspase-3 expression (negative) were independent risk factors

affecting the prognosis of patients with lung adenocarcinoma (P<0.05). Conclusion Abnormal expressions of

GPC-1, miRNA, and Caspase-3 are closely related to the disease progression of patients with lung adenocarci-

noma and are not conducive to the prognosis of patients.
[KEY WORDS]

survival

Jit Pt T M AR R I AR i R A2 ¥ TR M Y
PR Z— o E Rl g 1 S A B A A 56 03
BLA BN M A GE TR A, BRI 5408 19 2B Wb ik
PS4 e fili Ji e ) A2 W 3, 0 ik BB U 2
R B E mE L 8 1 2R A (glypicans , GPC) /&
—RHEA T AR AR E RN E A, H
S W R O L A bR B A R SR AT
YIge R bl 3 2 2% 3 X i/ RNA (microR-
NA, miRNA) 5T 1Y, % B miRNA-9 75 i g i1
BRI RAEREAER" . A E R KA
TR 5 M Ik 22 3 1 1 (Cysteinyl Aspartate-
specific Proteninases , Caspase ) 42 4 Jd I T 9 .0
A5, HREMFL s & 0 14 fm s oA
W5 B E R T GPC-1 . miRNA-9 J Caspase-3 7 fiili
Ji g v 1 8 N S I TS AR A AR G, BLATE
FEAREUT o

1 AHESHE

1.1 — R

2015 4F 8 H % 2017 4F- 8 H ARBEUIARY 76 43 i
g B B AR A S A4, o 55 39 i, 2 3778
4RI (60.51+3.57) 27 5 fid 4l TNM 4310, 7T 43y T 9
~ 1041 33 1], I~ VI3 43 1] . 35k B - i 8 3t 5
3cm [ il Ji 98 R 98 55 15 i 42 76 43 bR AR AR Sk Xt
WA, I B SRR BB H I R
Blo PR — PR, 2 RIS FE L (P>
0.05) o A< S50 28 B2 B 40 PR 25 % 234t R 22

PAABRUE : O ZA S5 9 BEAS A K AR AT A5
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Table 1 expression of GPC-1, mirna-9 and Caspase-3 in different tissues [1( %) ]
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""‘A (i T B
e = I do NN o8y, 0 L R W e
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Figure 1 immunohistochemical staining (x500)
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GPC-1.miRNA-9 K Caspase-3 3¢ ik 1% It 5 il
®2  BBREALH GPC-1.miRNA-9, Caspase-3 Riz 5 BERBFHREMNX R

Table 2 Relationship between the expression of GPC-1,mirna-9, Caspase-3 in lung adenocarcinoma and the progression of patients
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2.3 filifies 8 AR GPC-1 .miRNA-9 } Caspase-3
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W 3.
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Table 3 Prognosis of lung adenocarcinoma patients with

different expression of GPC-1, mirna-9 and caspase-3 (n(%) ]

i N £ BT
ey " =27) (n=49) 7 P
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Caspase-3 PFAPE 37  7(9.21) 30(39.47)
FAPE 39 20(26.32) 19(25.00)
miRNA 5k 60 15(19.74) 45(59.21)
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1.787 0.001
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k) FHAAWE K, Keplan-meier A= A7 {1 28 B i
A (P<0.05) ., VL 2,
2.5 St e 8 BUS A AR R A R
o3 HT

I R 4391 (I~ VIS ) A7 bk I 2556 % \GPC-1 &

AT R AT R AT R

10— 10 == 1.0

&
=

FBUEAT BB

4151
- GPC-1 I -
02 | -~ GpC-1 Bl 02 -
—+ GPC-1 FiIPE-I 2%
+ GPC-1 BItE-M % A

010 20 30 40 50 010 20 30 40 50 0 10 20 30 40 50
EAFIN ] A ] EAFIN ]

TE - A GPC-1 R e 1k 2k S A A7 I ] LU B O miRNA-
O 1 ik B AR IR A AL AT ] FL R 5 € A Caspase-3 FHAE B B4
Tk BH AT LA,
B2 %7k
Figure 2

ik (PHPE) \miRNA (#5335 ) X Caspase-3 Fik (]
P ) Ay 5 W) il J A FR 5 T A A7 B ST S B R 3R
(P<0.05), W#4,
3 iTig

Jits 9 1 0 SRR R, L T R R L ek
AR W, 4R 22800 s Tk S i s, TR B
BRI AETRITREAL, RIAH B3 15 8 F ARG, 72
T Ifi 5 52 R L B R g XU o o] i v il 9
R IHIZ W%, 20 TS S SRR R IR T R T
i DR () ME T

[ SMIF5E & I, GPC-1 | Caspase-3 1t i I 45
HAP AR IBBA KR ZE S, AU & IAE
g 4 20 GPC-1 PH P3R5 %4 | Caspase-3 [ 14 3%
KF miRNA-9 5 Rk 4 W] s 798 55 10 W 4
2, BREWAREARBEANRA L, REEA LD
B8 X WAEER, RS B R 4 R AE 7
— E A 2%
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Table 4 univariate and multivariate analysis of prognostic factors in patients with lung adenocarcinoma

. LR R M EASESn
S HL
OR 95%CI P{H OR 95%CI Pl
FH (=65 % vs < 65) 1.656 0.410~1.624 0.830 - - -
PR OB vs ) 1.568 0.567~1.598 0.705 - - -
TNM( T ~T0 ] vs T~ V) 1.798 1.517~1.94 0.028 1.258 1.467~1.339 <0.001
WRELZEFERS (2 vs 7)) 1.628 1.385~1.756 0.001 1.368 1.231~1.992 <0.001
LR EE (504 vs H 1843 1k) 1.627 0.527~1.857 0.511 - - -
Jig8i B 4% (=3 cm vs<3 cm) 1.524 0.485~1.685 0.254 - - -
AR CH vs T6) 1.438 0.524~1.135 0.984 - - -
GPC-1(FHPEFRIE vs BHMEZRIR) 1.268 1.235~1.456 0.019 1.354 1.372~1.698 <0.001
miRNA (535 vs £ 35) 1.358 1.342~1.568 0.001 1.647 1.247~1.654 <0.001
Caspase-3 (T3R5 vs BAMERIK) 1.425 1.458~1.687 0.023 1.221 1.247~1.657 <0.001
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e e G Fe PR I YL i il AT-11 . TAC Jz PCT /K 738
e Sy

FhZ O BEMK KEF OBET RAE!

[ Z] BR BWICHE 5 e i i e im0 (AT-T0) S ST EE J1 (TAC) KR4S
ZI(PCT) K P R SHUG KRR, FiE  EEEAPE 224 B35 & 7= 5 F ek e 7= 10 G2 Ifi R 7%
BE IR 32 B[R B E 7 J5 o A P R e E S X R . A2 ™ 5 1.3 d il AT-T1 . TAC
PCT /KF- A2 Ak 155 0 5 AR WL Z% LI R 88050 Ry Y JCE (UG AS R 4L) JRY7 A 34l (Hils R4rdl) , te
WA IE 1 d i AT-M . TAC PCT /K22 5, 1 FH 32303 TARARAE T £k (ROC i) ¥4l 77 )5 1 d i
75 AT-TI . TAC .PCT J HIA R 58 7= J5 = B R R WU B0 . &% 77/ 3 dif, Mg
Mg AT-TI  TAC ¥4 5 1 d BEAIG, M3 PCT W45 1 d FHi, 250 ST 2= 3L (P<0.05) ; X gl
M AT-T  TAC ¥4 775 1 d FHE, 135 PCT #6775 1 d A%, 254 8023 L (P<0.05); Hi7JF 1.3 d
i, WAL IS AT-11 . TAC S% T B4, 175 PCT Wi TR, 22 58 Gi 27 X (P<0.05) . P4l
AR ZRJE oy U s BRI A LA, 2 B TG F R L (P>0.05) s BUR A R4/ 1 d I AT-11
TAC KT WG B4, L3 PCT W& T 1S R4, 22 28 801243 L (P<0.05) . £ ROC £ 4T,
RIEIE 1 d I AT-T . TAC . PCT /K F- X 515 7= J5 7= 4 e R R 1905 1 HL AT 48 FU A0 {8 (AUC=
0.827.0.903 ,0.906 , P<0.05) , H: cut-off {43 3 4 70.545 % .6.810 KU/L ,2.055 pg/mL , H. 3 TP 46 I 7520
MR = (AUC=0.979, P<0.05) . 518 &1 77 Ja o AR e R 5 | RS LA 598 4 S 7 2 5% 1l Ty B o i 1 i
Bra AL RE AR, 77 5 SR W it 3% AT-TT .\ TAC . PCT /K5 7 i B e 35 R o T A 1)

(&) #E™; &Yy ; AT-T; TAC; PCT; His

Changes of serum AT-III, TAC and PCT and prognosis of puerperal infection

after cesarean section

LI Xiaozhi"*, TANG lianmin', FU Cuifang', XUE Yun®, YAO Liyun'

(1. Department of Obstetrics, Xingtai Third Hospital, Xingtai, Hebei, China, 054000; 2. Department of Labo-
ratory Medicine, Xingtai Third Hospital, Xingtai, Hebei, China, 054000)

[ABSTRACT] Objective To explore the changes of serum antithrombin Il (AT-1II ), total antioxi-
dant capacity (TAC) and procalcitonin (PCT) levels in puerperal infection after cesarean section and their rela-
tionship with prognosis. Methods The clinical data of 224 cases of puerperae with puerperal infection after ce-
sarean section (observation group) in our hospital were retrospectively analyzed, and 32 cases of puerperae
without puerperal infection after cesarean section at the same time period were included as the control group.
The changes of serum AT-1Il , TAC and PCT levels were compared between the two groups at 1d and 3d after
delivery. According to the clinical efficacy in the observation group, they were divided into the ineffective treat-
ment group (poor prognosis group) and the effective treatment group (good prognosis group). Differences in

AT-1I, TAC and PCT levels were compared between the two groups at 1d after delivery. Receiver operating
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characteristic curve (ROC curve) was used to evaluate the predictive value of serum AT- I, TAC and PCT at
1d after delivery and combination of the three on poor prognosis of puerperal infection after cesarean infection.
Results At 3d after delivery, the serum AT- Il and TAC in the observation group were decreased compared
with those at 1d after delivery while the serum PCT was increased compared with that at 1d after delivery (P<
0.05). The serum AT-1Il and TAC in the control group were increased compared with those at 1d after delivery
while the serum PCT was decreased compared with that at 1d after delivery (P<0.05). And at 1d and 3d after de-
livery, the serum AT- Il and TAC in the observation group were lower than those in the control group while the
serum PCT was higher than that in the control group (P<0.05). There were no statistically significant differences
in the age, gestational week, delivery history and infection sites between the two groups (P>0.05). The serum AT-
Il and TAC in the poor prognosis group at 1d after delivery were lower than those in the good prognosis group
while the serum PCT was higher than that in the good prognosis group (P<0.05). ROC curve analysis found that
the levels of serum AT-Ill, TAC and PCT at 1d after delivery had a high predictive value on the poor prognosis of
puerperal infection after cesarean section (AUC=0.827, 0.903, 0.906, P<0.05), and the cut- off values were
70.545%, 6.810 kU/L and 2.055 pg/mL, and the combination of the three had the highest predictive value (AUC=
0.979, P<0.05). Conclusion Puerperal infection after cesarean section can cause the body’s inflammatory re-

sponse and blood coagulation dysfunction to increase, and the antioxidant capacity is reduced. Early postpartum

monitoring of serum AT-1lI, TAC, PCT levels is beneficial to predict the prognosis of puerperal infection.

[KEY WORDS]
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FEJE 1 dFHE, ML PCT 387 )5 1 dFR-IK, 2R A 50
TH# R L (P<0.05) 5 Hy7 5 1.3 d B, WS 4 il i
AT-TI .\ TAC ¥ F X5 B 41, IfiL 7 PCT W] =5 F %) R
H, E2RAG R L (P<0.05), WK1,
2.2 WERYLTUG AN Al = (AR Pkt H i

224 B¢ 20 7 B YT ok 25 61 (11.16% ) |

2 FR " N
AT AS R4 3097 A 810199 11 (88.84% ) , 44
21 WHEASXEAE1d.3dIMmiEAT-. AWGE RIF4H; MAFER 2R i KRGy
TAC .PCT /K L 4% WRA LA, 2 R G IR L (P>0.05) . I
P0E 3 d I, WLER A IV AT-T1 . TAC Y872 2,
R1 WAFIMEAT-I .TAC.PCT /K ETIER LB (x+5)
Table 1  Comparison of changes of serum AT-IIl , TAC and PCT between the two groups (x +s)
a1l AT-M (%) TAC(KU/L) PCT(jug/mL)
Z n
FlE1d FlE3d FElE1d g 3d e 1d 7l 3d
W 224 70.45£5.47 62.28+4.97" 7.60+0.90 6.27+0.95° 1.83+0.59 2.97+0.68"
X MRl 32 74.21+5.22 77.19+4.39° 8.26:+0.84 10.33+0.79* 1.08+0.31 0.62+0.21°
t{H 3.657 16.092 3.911 23.052 7.045 19.388
P1H <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

W SARHF G 1 d i, “P<0.05,

2 WA FUS AR AR BERHELEL [n(%), (x+s)

Table 2 Comparison of baseline data of pregnant women with different prognosis in observation group [n(%), ( ¥ #s) ]

P 7 i s TR ERAL
" X " 2y 2y 4 A
Ay e e TH O FECCGEE MW,
WS bioEge RR EED
MG AR 25 29.74+4.25 38.29+1.02 9(36.00) 16(64.00) 7(28.00) 6(24.00) 5(20.00) 4(16.00) 3(12.00)
)G B4 199 28.46+4.95 38.55+1.04 95(47.74) 104(52.26) 67(33.67) 57(28.64) 39(19.60) 24(12.06) 12(6.03)
1y {H 1.236 1.181 1.231 1.846
P 0.218 0.239 0.267 0.783

2.3 WMEABG AR E™ 5 1 d i AT-1 .
TAC .PCT 7K F b4

WiE AR 1 d g AT-1  TAC ¥ F
WG RAFe , 1 PCT Wi F s Rird, 255/
it X (P<0.05), W3,

x3 MWAFFF1dMFEAT-M. TAC.PCT 7K ELES (x+5)
Table 3 Comparison of levels of serum AT-1II, TAC and
PCT between the two groups at 1 d after delivery (x=s)

285 n  AT-M(%) TAC(KU/L) PCT(pg/mL)
WG AR4] 25 64.43+4.84 6.45+0.58  2.71x0.61
WG B4 199 71.20+5.07  7.75+0.82  1.72+0.48

1y 6.314 7.699 9.387

P1i <0.001 <0.001 <0.001

2.4 77J51dIfHE AT-1 . TAC .PCT S HIEA K
XFEE P g P AR AN KU A TN (B ST

2 ROC Wi &0 M, 77 )5 1 d 176 AT-1I |
TAC . PCT 7K - X #1877 J5 7= g Il e R R TS
LA e, H 3 TR A R I 950 A4 A B B — S
¥ i E (AUC=0.979, P<0.05) . W74 . F 1,

3 it

S 51 ES 14 98 E SIS AT R OBE I AR e AL
58 10 23 RE B A5 S RE A 2 AAE S I 18 o, I
AVEDEES , B R o i RTS8 K B, JRK
QERY S A ke 5 AL DU DA G SR RE VS 3
BSR4 i SR AR LS
1113 4 P IO 9 ST 48 i A S Iy e IS S B A0, e
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F4 FR1dMEAT-II . TAC.PCT R EB SRR F B/ G H £ R UGB M E S
Table 4  Analysis of predictive value of serum AT-IIl, TAC and PCT at 1 d after delivery and combined detection on poor

prognosis of puerperal infection after cesarean section

FebR cut-off {8 R (%) R (%) ZEFREL AUC 95%CI
AT-I 70.545 % 100.00 57.29 0.573 0.827 0.756~0.897
TAC 6.810 kU/L 84.00 91.46 0.755 0.903 0.843~0.962
PCT 2.055 pg/mL 92.00 74.87 0.669 0.906 0.850~0.962
G - 96.00 90.36 0.864 0.979 0.962~0.998

[LIEE4
— AT-IIl

B1 7J51dMi&EAT-II.TAC.PCT K HEk &4 i F1 i
FHEFEFBERRETRBUSH ROC H 2
Figure 1 ROC curves of serum AT-1I , TAC and PCT at 1 d
after delivery and combined detection in predicting the poor

prognosis of puerperal infection after cesarean section
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S : DI AT- AR, 74 N EE i 54 K =
THAE , B I 5 A5 7 B, B R e o o i R 1A S
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BILAAR Kb A 1) SR AR R OIR S IR B ol T H, T
JE B2 QUL PCT /K V- 3, 9 7K OF-
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FERRIR G2 B K TS PEAG A R . H R IR R ARER
B TR E 7 S 7RIS B TS A R
H R B A 96.00% ,90.36% . i,
e R A B3 W 7 J5 1 d i3 AT-TI TAC ,PCT 7K
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ik Do o0 ) w8 A LT HCY JK-F- O HLPE] QRS
If PR 55Oy D REIAH S TR 53 B

ITER HA ZEE KEAE AN

(& ZE] BM P00 555 g FR PR (HCY ) K 0 LB QRS PR 5.0
IIREMARSEE, 73 EER 20154E 4 A 2 2018 4F 4 A ABZIIA 1 101 B0 53 I R ORE, $i BB 2 75
P T3R5 R A 4 (n=51) B U (n=50) . #%HE3EEA LA ONRGFEST A DT 0D UIRE 9, Bk =4
WAL 17 905 M - 19 Bl 5 IV AL 15 49]) o [R) ek 8 A [) 0 At B A A 285 R AE o 52 B4 S o R
H o WA TFFR X G — ekl [hd A B 4L HCY /K F-F1 QRS A B 22 5, SR F Pearson A 5& 4347
A3 RSO 00 3 R I 3 HCY ZKF R QRS BB BR 50T RE AR R . SR 3 AL HCY /K-,
1.2% BNP /K-F .LVEDD QRS 3% A B HLH 45 5 : A 21>B 41>XF HR4L; LVEF: A 41<B 4l <Xt HR4l, 22 39 B
Giitep i L (P<0.05) . 3 ZHI0TE HCY /K- 112 BNP 7KF- .LVEDD . QRS % i B 4545 5 - IV 2 21> 1 %
41> TN 94 LVEF Fe g e VI <M B4l < AL, 22 I B G408 L (P<0.05) o TiE LI 71 5238
BF HCY /K75 13K BNP ¢ i \LVEDD {H 5t IEAH5¢, 55 LVEF {H 2 5 A G (P<0.05) o 0o O ) v £
# QRS P BR 5 1ML 3% BNP ¥ FE \LVEDD {f ¢ IflLi& HCY /K5 IEAH ¢, 5 LVEF {f £ A 3¢ (P<0.05) .
it HCY /KT I QRS i B BRAE O 0 v AT h i 3 v, H S B DI RE B 1 35 6k
W S5 A TR XA 568 0o O ) 208 BB 35 O D e T R E ) A5 s, (LA I IR

[ ] OO 1M g HCY /K5 LH &l QRS S AFFR ; 0 IhfE

Correlation between HCY level, QRS time limit of ECG and cardiac function

in patients with coronary heart disease and heart failure
WANG Zhengfei, YANG Long, LAN Zhanzhan, ZHANG Dongdong, LIU Chunming*
(Department of Cardiac Surgery, Zhengzhou 7th People’s Hospital, Zhengzhou, Henan, China, 450016)

[ABSTRACT] Objective To analyze the correlation between serum homocysteine (HCY) level, QRS
time limit of ECG and cardiac function in patients with coronary heart disease and heart failure. Methods The
clinical data of 101 patients with coronary heart disease admitted to our hospital from April 2015 to April 2018
were analyzed. They were divided into group A (n=51) and group B (n=50) according to whether they were ac-
companied by heart failure. Based on the standards of the New York Society of Cardiology, the cardiac function
was graded and divided into three subgroups ( Il group: 17 cases; Il group: 19 cases; IV group: 15 cases). At
the same time, 52 patients with normal results in physical examination in this hospital during the same period
were included as the control group. The general data of all the subjects were collected. The differences in serum
HCY levels and QRS duration between groups A and B were compared. Pearson correlation analysis was used to
observe the correlation between the plasma HCY level and QRS time limit and the cardiac function classification
in patients with coronary heart disease and heart failure. Results The comparison of serum HCY levels, plas-

ma BNP levels, LVEDD and QRS wave time limits in the three groups was as follows: group A > group B >

A AR B L E BRSO K R (201702157)
Ve B dn . AR T 5 B ARE B2 BESNER, 7T g, #10 450016
*BIEVE A %) A9, E-mail : chengd9247057032@163.com
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the control group; LVEF levels are as follows: group A<group B<the control group, the differences were statis-
tically significant (P<0.05). The comparison of serum HCY levels, plasma BNP levels, LVEDD, QRS wave
time limits among the three groups were as follows: Grade IV group > Grade Ill group > Grade II group. The
LVEF levels were as follows: Grade IV group<Grade Il group<Grade II group, the difference is statistically
significant (P<0.05). HCY levels in patients with coronary heart disease and heart failure were positively corre-
lated with plasma BNP concentrations and LVEDD values, and negatively correlated with LVEF values (P<
0.05). QRS wave duration in patients with coronary heart disease and heart failure was positively correlated with
plasma BNP concentration, LVEDD value and serum HCY level, and negatively correlated with LVEF value
(P<0.05). Conclusions HCY level and QRS wave duration abnormally increased in patients with coronary
heart disease and heart failure and have a significant correlation with the patient’s heart function. The combina-

tion of the two can be used as effective index to evaluate the degree of heart damage in patients with coronary

heart disease and heart failure, and it is worthy of clinical promotion.

[KEY WORDS]

Cardiac function

O TR AR TS R PR B LT T
O HLER TR S s D Re bRt O HE I A 2 DA R FrA
U T B0 51 R Y LAAE 24 D) AE B A5 Sy 32 i R
W AESE SR O T IR IR R R AR T
RAET- I E 22— 5005 (coronary heart
disease , CHD ) & e IR 20 ik 1l 45 & A= sk A A A g A2 1T
o R I e 7 Bl B 28, 3 JloCo LR R A sl PR A
T B0 IR , 25 RSO T S v Y E g IR
MAER JeE U U ) 3 v 2 W 5 4 5] — ELR R R
FFEAE S AR B R (homocysteine , HCY ) 2K
IR AR, R — A S AR . T
HCY W] 2 50 L8, PRI o) o 1) ™ Fi e
MEKIAFUG A RICER, desh, LEE T QRS B
PR RO BRI ZR A I TE], AT B Ae A0 Z R M)
R, TR DA Ry e U 3 B T A e RS A 2
—, FH T 50 18 PR 0 ) s v SR 1 B D O
Bro AR Coe 0o T 50 B 1T Hey 7KF-
OoHL Bl QRS P RSO DI RE AR S T 04T, B
TERIERIZI Sy B RS R T .

1 BREFE

1.1 — gk

PEHL 2015 4F 4 A & 2018 4F 4 A 7 B A 1Y
101 556800 S8 2 I PR ERE 2 BUE B R0 ) 08
- A B4, H A4l 516, 5 30 6, £ 21 il
AL (56.79+6.93) % e B8 S5 [ 4] 290 JIE 9
X A HIATOIIRET R, 5353 =AW
O Irae 02417 1, 510 1, 2 7 B, V-3 441
(59.71+6.12) % ; O IRE M 9e4H 19 ), 53 12 49, 4 7

Coronary heart disease and heart failure; Serum HCY level; ECG QRS time limit;

B, FR A% (59.83+6.11) %7 5 .o DI RE IV 9441 15 ],
F o, 2 6 ], F-HI4FEHE (59.68+6.23) % . B 41 50
i, 55 28 1], Zc 22 49 5 P B4R 1% (57.46+6.87) %
N TG HH T A Bt 1 52 A FRAAC RO 45 2R T 95 3 52 HilAE
Ry XF R Hoh B 27 ] £ 24 5], OF ¥ AR i
(56.73+6.80) % , # 2H ) — %kl L8 2% 57 o4t
T S, A A (P>0.05) o AR 40T R
Befe P2z Dl oxdttfi, 2l BB G R = 15 .

AR AE : OFF A T A DA 41 2056 F k0 9
P2 WA I s QA 418 R 75 1 2 0 T 3 W8 12 W
FRUE™ s QHERR Stk Oy iy DB E R
PR A 56 RO I B G At O JUFE R A5 45 5 HE
BRAnRiE : D5 IEHF S B ; @4 I ™ d g Sk
JiEd s DAL 4 A i 2k o Ut s @A 9F
BPE R G MR FR 50 M IR R .
1.2 Hi:

WCER T A ISR 2 — BB, it s H HCY 7K
F 0 H R QRS I B BR i #4 B (brain natriuretic
peptide , BNP) | /& & &7 5K 7K 1] P 4% (left ventricular
end-diastolic dimension, LEVDD) | /& Z= 5 Ifil 43 %X
(left ventficular ejection fraction, LVEF) 7K ¥ . [t
B A B LML HCY JK-F- A1 QRS B FR2E 57, 73
SR 2 500 95 0 5 S8 5 I 3E HCY 7KSF-Fil QRS %
IR 5.0 RE T I E AR
1.3 WEHER
1.3.1 HCY .BNP [l

A BB A B S5 Uk H I R A s I R bk am. 3
mL, PRG35 A > H I Rl S @R K 3 mL,
TR GRS P, 7 RE B O PP E O
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(3 000 r/min, 15 min) . H 400 pL 3K, R H
F 3k 198 S ik S e 45t HCY 19 & 4, 13K
HCY i 7 & W H 5% [E DPC 2wl , {X #5092 [
2000IMMULITE 4= H sh k=% KGR, e i /i
M FE UL AT 3% BNP IR & 3 B A
BIOMEDICA /4 ] , 5% ] 5¢ [ Biosite 2\ w) Triage
meter plus IZWi LA BNP /K-,
1.3.2 OHLIE QRS I st BR A4S

JIT 5 A 5T R G2 A B e B HE AT R R0 H A
A BRI — R ATARE 12 FHGO L E I A
W« 7E 408 O 25 mm/s, O HL R T D 10 mmy/
mv, >R F i QRS A 2 i QRS 2 S 1
9 QRS P I B, % S0 2 =k, B
1.3.3 LVEDD 5 LVEF il &

N FH A B0 R 0 2 5 ) S 12 B, S4B R

3k, Bl IR 2~4 MHz , H AR B[R] — B2 0 58 B0 A
WX 409 LVEDD 5 LVEF il 7€ .
1.4 GileFik

K1 SPSS 22.0 FAF#EAT S4B, T Bk
Ph(x+s) KR, ZH N AT F K5 7507 K
Ph% 3R, AT ¢ R 5 #H &4 R H Pearson AH ¢ 43
Brs P<0.05 A2 7 HA G2 E L

2 R

2.1 3 4 1M i HCY . QRS i it FR | Ifil 3¢ BNP,
LVEDD K LVEF /K- [t 4%

3 1L HCY 7KF L 1fiL3% BNP 7K \LVEDD .
QRS U B PR 25 5 - A 2 >B 4> % M2l ; LVEF:
AW <B A <X A, 2RI HA 5T E L (P<
0.05), W31,

F1 ABEXFBRAIMFHCY.QRS i AFFR . [M3% BNP.LVEDD & LVEF 7K FLb 4 (x+s)

Table 1 Comparison of serum HCY, QRS duration, BNP, LVEDD and LVEF levels in A, B and the control group (x+s)
215 n HCY (pmol/L) QRS P AFFR (ms) BNP(pg/mL) LVEDD (mm) LVEF(%)
A 52 21.36+5.36 125.67+18.53 805.39+327.1 58.79+2.33 47.46+5.58
B4l 50 17.98+5.13 95.41£13.98 145.61+53.69 50.41+2.51 61.49+8.64

POPiCE| 52 10.75+2.47 75.36+12.14 41.22+10.36 47.53+2.07 69.71+4.59
F1E 72.40 141.36 234.18 324.46 151.66
P1E <0.001 <0.001 <0.001 <0.001 <0.001

2.2 N[ECyTRESE S B 1LV HCY | QRS 17 Bt
F . 1fil 3% BNP .LVEDD A LVEF /KF b3
3 2H IfL ¥ HCY /K . Ifil 3¢ BNP 7K - .LVEDD .

QRS I FR FeA 45 0 . Ve > g4l > 1 94
LVEF W45 0 VRA <M B A< 0 HAH, 27
BAGIFE L (P<0.05), WE2,

®2 AREWINEEFREFMEHCY QRS iFEIFR . M4 BNP.LVEDD & LVEF 7K F L8 (x+5)
Table 2 Comparison of serum HCY, QRS duration, BNP, LVEDD and LVEF levels in patients with different cardiac

function levels (x+s)

2031 n HCY (umol/L) QRS P} FR (ms ) BNP(pg/mL) LVEDD (mm) LVEF(%)
I 241 17 14.59+5.86 103.26+18.97 385.64+132.16 51.31+1.69 54.61+11.74
I %21 19 20.41%5.37 125.60+18.54 601.23+153.49 55.97+1.37 46.89+12.31
VA 15 25.38+4.11 139.76+19.48 1434.51+194.46 63.31%1.95 42.41£10.65

F1{H 17.19 15.22 188.34 35.64 4.54

P <0.001 <0.001 <0.001 <0.001 0.016

2.3 0RO 7 3 R R LT HCY 7K F 5K
BNP .LVEDD } LVEF /K40 %43 Hr
0 0 ) B8 B HCY /KT 5 1 3¢ BNP
e B (r=0.761, P=0.018) .LVEDD {H (r=0.534, P=
0.006) 5 1IE 5%, 5 LVEF {i & A 2¢ (r=-0.467,
P<0.001). VL& 1,
2.4 00 7 U B A QRS BT R 5 i 3K
BNP .LVEDD ;& LVEF 7K L #5%
SEEC U T HR 2 QRS YRR 5 1% BNP v

J#(r=0.561,P=0.016) LVEDD(r=0.796,P=0.023 ){H
JZ i 3E HCY (r=0.561, P<0.001) /K E 2 IEAH R, 5
LVEF {H 271456 (r=-0.594, P<0.001), JLIK 2,

3 it

HCY 2 — 35 Bt LR , 2 8 & R 1 v ] £ ol
N7/ R NN E RN U S S el IR T R
(N ELIE S IR R e DYNAER o & P S
HCY 212 WG LA 5 14 B 20 B M R 1R, K
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Figure 1 Correlation analysis of plasma BNP, LVEDD and LVEF levels in patients with coronary heart disease and heart failure
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Figure 2 Correlation between QRS duration and plasma BNP, LVEDD and LVEF in patients with coronary heart disease and

heart failure
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PEMEBERE E AR LA s 4 55 1) MEsEPEOR 502 31 9] 5 55 6T 40 191 [ A A e (R AR 254
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o PRAGAIF T AL R A Sk A B 2 RS R IR DU PE > R S5 (APACHE 1D #4537 51 4% B D) BE R 15 1 4
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0.05) . BEVISE R IR, A 36 B EIET, 50 Bl A0, FLT- %0 41.86% , JET- 4 £ 3 ) ProADM
sRAGE .HMGB-1 55 . 3 5 TAAG 4L, 22 57 B G121 L (P<0.05) . Pearson A5G4 BT 45 R BN,
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Evaluation value of ProADM, sRAGE and HMGB-1 for disease severity and

prognosis of infection patients in ICU

WU Yao, SHI Xiaoyan, YANG Likun, ZHOU Nan, GAO Ya, ZHOU Zhaozhao, ZHAO Li*

(Department of Emergency, the Second Affiliated Hospital of Xi’an Jiaotong University, Xi’ an, Shanxi,
China , 710004)

[ABSTRACT] Objective  To explore the evaluation value of levels of three inflammation markers [pro-
adrenomedullin (ProADM) , soluble receptor for advanced glycation endproducts (SRAGE) , high mobility
group box-1 (HMGB-1) ] for disease severity and prognosis of infection patients in intensive care unit (ICU).
Methods A total of 86 infection patients who were admitted to ICU in the hospital from January 2018 to De-
cember 2019 were enrolled as the study group. According to defined criteria of sepsis, they were divided into
the sepsis group (55 cases) and the septic shock group (31 cases). Another 40 healthy people who underwent
physical examination during the same period were enrolled as the control group. The general clinical data were
collected. Within 24 h after admission, levels of ProADM, sRAGE and HMGB-1 were detected by enzyme-
linked immunosorbent assay. The scores of acute physiology and chronic health evaluation Il (APACHE II ) and

KRB g E EHE X AR B (2018SF-018)
Ve 4s . B 2GR K F % ZWE ERE2SF, BE, m4% 710004
*BAEAEH AW, E-mail : 10835497@qq.com
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sequential organ failure assessment (SOFA) in study group were assessed. They were followed up for 1 month.
And their follow - up results (death or survival) were recorded. The correlation between ProADM, sRAGE,
HMGB-1 and APACHE II, SOFA scores, prognosis was analyzed by Pearson correlation analysis. Results
The differences were statistically significant among the control group, the sepsis group and the septic shock
group (P<0.05). After pairwise comparison, ProADM, sSRAGE and HMGB-1 in the sepsis group and the septic
shock group were significantly higher than those in the control group, and the differences were statistically sig-
nificant (P<0.05). And the above indexes in the septic shock group were significantly higher than those in the
sepsis group, and the differences were statistically significant (P<0.05). The scores of APACHE II and SOFA
in the septic shock group were significantly higher than those in the sepsis group, and the differences were statis-
tically significant (P<0.05). Follow-up results showed that there were 36 patients died and 50 patients survived,
and the mortality was 41.86% . ProADM, sRAGE and HMGB-1 in the death group were significantly higher
than those in the survival group, and the differences were statistically significant (P<0.05). The results of Pear-
son correlation analysis showed that ProADM, sRAGE and HMGB-1 were positively correlated with APACHE
II, SOFA scores and prognosis, and the correlation coefficient was statistically significant (P<0.05). Conclu-
sion The levels of ProADM, sRAGE and HMGB-1 in sepsis patients in ICU are higher than those in healthy

people, which are closely related to the severity of infection and prognosis.

[KEY WORDS] Pro-adrenomedullin; Soluble receptor for advanced glycation end product; High mobil-

ity group box-1

JER YL AE BAE W5 97 = (Intensive Care Unit, ICU)
A L ICU B W TR (2 kA
FEAti s A IR N, S ECLHLAR IE 5 19 4 B Re gl ik
W, 51 R R, Gy B SR MERERE o MRREAE R
15 X1 6 HLAE A8 155 , 45 A RETE BN 100 A I 28
FEMAL ], T BE 238 O 1 E— 2P Ak, 3
WRFEVEIR S 240 B D RE R 2R G IR 55, BLAZ U
BE ALY HETG R Z 0 A A0t B
U 2R i A S 2 iR AR M T SRR g £ R 1, (R
X T I I PN R, R4k A Ok 1)
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advanced glycation end products, sSRAGE) & /& if #%
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HMGB-1) 7E#E IX SR AG R Ml 58 e 1 E S5 SRR e P ¢
g S8 I K BRI S S, W RE SRR TS B )
FHOE S ik — 2B R T ICU S L H 7% ProADM
sRAGE .HMGB-1 = #gi B RAEFRE W 1) 87K
FALTETEMN A, A 50U e s 38 S A RN 5 (1)
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(Sequential Organ Failure Assessment, SOFA) "',
APACHE I 445 3 #45 : AVEAE 53 AF IR IE 45
K HEAEREPESY, B3 0~T1 43, Z (BB = $2 7 0 1
e H . SOFA CfH M (BE M JEER Fhz T 5
JIEZRGETT I, G 24 53, 3B R S s TS B2
1.3 Bl

XS A BEDT 1A, BT O A
HREE 1255 0 BT 45 R (BET 805 ) .
1.4 Seiteirnk

K1 SPSS 20.0 #AF#EAT G730 Hr , 72 BB
Ph(x+s) 3R, PRAIA] ORI ¢ K56, 22 2 1] LE K
KRR 200 THEHEBLL n(%) FRow .
% Pearson FH 14T ProADM .sRAGE . HMGB-1
Y5 APACHE 11, SOFA P¥- 43 K Tl J5 i #H Gk . P<
0.05 K 2SI 8 L.

2 H#HR

2.1 =4] ProADM .sRAGE .HMGB-1 545 %] It
— %[ ) ProADM . sRAGE . HMGB-1 $§ ¥7 [t %
gh L e B PR T8 41> e 7R AE 41> X IR 4 22 7 L

AT EE X (P<0.05), W#E 1,
#&1 34 ProADM.sRAGE.HMGB-1 54533t (x+s)
Table 1 Comparison of ProADM, sRAGE and HMGB-1

among the 3 groups (x+s)

. ProADM sRAGE HMGB-1
2H 51
(ng/L) (pg/mL) (ng/mL)
XTI 40 44.92+7.83  583.94+103.65  3.18+0.96
MeFERELH 55 68.58+9.26  1194.16+£403.06  9.94+2.59
s
31 86.37+12.21 1646.81£439.75 13.156+3.06
g ‘
F1{i 165.683 83.645 173.632
P{H <0.001 <0.001 <0.001
2.2 AN[A) I TR BE M B O AR E ) APACHE I |

SOFA P4 e

JHeTEPEAR T2 2H 1Y) APACHE 11 . SOFA 1431 i
EFETMEBEA, Z5BA5IT%E L (P<
0.05), W2,

x2 AEFRBEERERSEBENIREH/IFITLE (v£s)
Table 2 Comparison of laboratory indexes among sepsis

patients with different severity (x+s)

ZH 5 n APACHET 4>  SOFA 4y
e FERE 21 55 12.19+2.43 6.92+1.16
MedptEkTedd 31 21.62+4.03 11.11+1.83
HE 13.554 12.995
P1E <0.001 <0.001

2.3 N[AITE I O EEAE F A 1 SE IR AR AR AT L
XPAEFE Al B BE T 1A A, Br A B 43k bl
Vio 4R WK, T4 B 1Y ProADM , sRAGE .
HMGB-1 8t i & = TG4, 2 5 B A G2
B (P<0.05), WFE3,

®3 TEVEHRBEBENIHERRITLE (x2s5)
Table 3 Comparison of laboratory indexes among sepsis

patients with different prognosis (x+s)

3 ProADM sRAGE HMGB-1
(ng/mL) (pg/mL) (ng/mL)
TFIEH 50 66.76£8.38  1097.52+332.17 9.31+2.43
WET-H 36 86.42+10.56 1718.175+387.77 13.58+2.27
HH 9.619 7.967 8.261
P1E <0.001 <0.001 <0.001

2.4 ProADM . sRAGE . HMGB-1 5 APACHE Il .
SOFA P43 K Tl I 1) AH e

% F] Pearson #H & £ 43 T ProADM . sRAGE .
HMGB-1 5 APACHE Il . SOFA ¥-4) M i & i 4
Kotk (A-HERAE . /776 =0,3ET-=1) , &5 S WoR
ProADM . sRAGE . HMGB-1 & ¥5 5 APACHE 1I .
SOFA 11 43 J ¥t J5 3 52 1E A ¢ 5¢ & (P<0.05)
W4,

3 it

"B b R 6 5 & (adrenomedullin, ADM ) S& — Fl
HA Z AW RIS, se i 1 ez (R
A A G T, R BTG ER . ProADM I
JERN G L ADM o B2 i AT AR Y D) —FP RS T AR
kB ADM 7K () — T AU A, HOKSF 5 ik #
E SRR VA O 2R S5 R e A RE AR
H 1Y) ProADM /K- 5t 35 1 T — PR FR o8 Bt B
AN, APACHE II,SOFA P43 & 4 & H i & 4 4
BRI AT 14 6 T e FRE 8 0 5 ™ R A T
WU BPE R R A58 $2 78 ProADM A fig X} F
T g 7 R P R WS O EE, A T Y
R b3 T e B0 £ 1R B Wi o M REIE
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Table 4 Correlation between ProADM, sSRAGE, HMGB-1 and APACHE Il , SOFA scores, prognosis
A APACHE II 14} SOFA P-4y ife
; r{E P{H r i P{a rfi P{a
ProADM 0.640 2 <0.001 0.630 8 <0.001 0.720 0 <0.001
sRAGE 0.465 4 <0.001 0.470 3 <0.001 0.651 5 <0.001
HMGB-1 0.495 4 <0.001 0.505 4 <0.001 0.665 7 <0.001

(1Y A Az 3 IR R A LA R IR e 1 PR 3R ) s g, 7
ICU JE& Gy 88 S A R BEAE I, ML SZ B N B R
FARR A T (5200, KRG R ProADM, fifi &
LT Y I, HOK-2E— 2B 4R T, I AL L
AESZ 41 , ProADM £ Hy ' JIEE K il JFE 79 95 153 ik 2>
S 3N T ProADM /K58 FH i o

WEILAL LR P 1) 52 1 (receptor for advanced gly-
cation end products, RAGE) J&— 1] 72 2 5 il %8 %
Z P e B AR R R P Z IR A E T 2
ol 200 6 1) 2 T, RE TS MAPK 4540 i A5 5 7 ik
7, 5 T A AR BOT S NF-wB, 77 A K R P
T, 25 RAERN ", sSRAGE N2 i 1] 56
i) RAGE T 4 21 , B8 ) B ALK RAGE /K-F- . A
FEGE R 7 o7 17 o B 1) A8 3 HAARK I sSRAGE 7K
- 5, SRAGE J& v 78 i VAl ik 55 F 58 2 06 1
U AR R TR AR AR — o BFSE RN,
sSRAGE 5 B 5C R V), S A2 7F 58 1k B I 1 47
BT, TG B T BRI 2 AR RAEAR 5 L 1Y
S ZH R AR BN S B g PN 25, i — 2 T e o 1
X AJ 2 sSRAGE 7K - i £ 5 9ok 15 in =iy - T4 B
R Z—

HMGB-1 2 —fh e iR g5 8 A, A0 T4
B, 32 N 35 3R ST 230 R A0 A, A il i
AR S B, JF 78 JAE i 7 b o 18 G A
e, IR AT o, R BEIE A R S
W40 3 HMGB-1 7K 2 35 32 71, A5 1 ik
FEAE B R I T UL, (A DY MR 4
e S PR TE 41 B 9 HMGB-1 KSR U
] s}, A BF 75 & B HMGB-1 7K 5 e 58 H 5 1Y
APACHE II, SOFA Py ¥ S IEAH GG R, it — 4
UESE T HMGB-1 ] 1 i ik e 230 20 3 5 o ™ T
FEEE S 0 1Y HEEAE R .

AN  ABIFFE XS 86 Bl ik REAE & HEAT T i 1
A H WBET , 45855 T ProADM . sSRAGE .HMGB-1
KFXF T T £8 3 1S T R A BRI R S, iR A
FEbR KT8, AU 1% A AT BB 22

25 FAnR, =FhEi ProADM .sRAGE . HMGB-1
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Th17/Treg k& PCT {EXFFLIIR g A ARG ALY Y Bk
ey {e o b
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[ ZE] BM ot T 17 (Th7) 8371 T 41 (Treg) B IML3H B4 2 R (PCT) 7E 3L
Ji 98 BB RS AT R B B T A (B, iR HEE 2017 4F 6 A % 20194 6 A fEABEA T FLIR ARG
ARIBIT  IFTEAR G He 2 AT I FLIE 88 152 1], WACHR £ 5 19— I DR RO R I 335 23 A B0k . AR A
JE AT i 5 S A 5 e SR B A R 2 (n=31) FIAE YL 4 (n=121) , HL 4 P 4 % B Th17/Treg
FILE PCT KSF-AE 4k, 3R 3238 3 T AERAE i £k (ROC) 43 4 Th17/Treg L& PCT it 3L i m 5 A e
TI7 E B i TR . G5 R L4 5 1Y Th17 . Th17/Treg M1 PCT /K -5 TR YL 4H , Treg /K F
(R T ARIRYL A, 22 F 3 BA G517 L (P<0.05) ; ROC 243 145 5 7% , Th17/Treg .PCT FI Th17/Treg
X4 PCT [ AUC {43 5114 0.838 ,0.780 il 0.863 , % FL AR H 38 AR5 AT & A8 P e e i) 00N 35 B oA 46
T2 L (P<0.05) , H Th17/Treg 16 PCT UMM (A & T 52— 4845, 418 FLMUE B E ARG 7 £ A K
BEss e i) 5, Th17/Treg M1 PCT /K& FAE B YL F8 2, Th17/Treg B6-& PCT XM 2L i R s 1k
7 R A I ek g B A e (R TR AN

[X$EiR]  FUE; FLIRRUAAR L7 s SEPE T 4000 17; P51 T 4000 5 KRS R

Predictive value analysis of Th17/Treg combined with PCT fornosocomial

infection of breast cancer patients undergoing postoperative chemotherapy

FU Jing*, SHANG Chunying, LIU Li
(Department of Oncology, Liaoyang Central Hospital , Liaoyang, Liaoning, China, 111000)

[ABSTRACT] Objective To explore the predictive value of helper T cells 17 (Th17)/regulatory T
cells (Treg) combined with serum procalcitonin (PCT) in nosocomial infection of patients with breast cancer
undergoing postoperative chemotherapy. Methods A total of 152 breast cancer patients who underwent radical
mastectomy and postoperative chemotherapy in the hospital from June 2017 to June 2019 were enrolled. The
clinical data and serological examination data were collected. According to presence or absence of nosocomial
infection after postoperative chemotherapy, patientswere divided into the infection group (n=31) and non -
infection group (n=121). The changes in Th17/Treg and serum PCT levels were compared between the two
groups. The predictive value of Thl17/Treg and serum PCT for nosocomial infection was analyzed usingthe
receiver operating characteristics (ROC) curves. Results The numberof Th17, Th17/Treg ratio, and PCT
value in the infection group were higher than those in the non-infection group, while Treg cellswerelessthan
thosein the non-infection group (P<0.05). The results of ROC curve analysis showed that the AUC values of
Th17/Treg, PCT, and Th17/Treg combined with PCT for predicting nosocomial infection were 0.838, 0.780
and 0.863, respectively (P<0.05). The predictive value of Th17/Treg combined with PCT is the best.
Conclusion  After postoperative chemotherapy , the ratioof Th17/Treg and PCT level in breast cancer patients

AT A T T A FHE AR R B (2018241049)
Ve #4533 fa P B R AT B AR, 3T, i3 M 111000
*BAZAEH AT AL, E-mail :xi97936553987@163.com
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with nosocomial infection are higher than those without nosocomial infection. The ratio of Th17/Treg combined

with PCT has a higher predictive value for nosocomial infection in breast cancer patients undergoing

postoperative chemotherapy.
[KEY WORDS]

cell; Procalcitonin

LRI S —Fh DAL B e B L ZL Sk v R S
PP 8 235 e R A5 A i R AR A1 7 5 DL b e L & e
A G B AR S AT A L P R
T YT, FUME IR IT L FEARIRYT L O
TEARJG R HALIT AT R BING T o W5 &3, i
T FAR B0, FL R B s 1 R, AR
ARG AT DR b — RIS 40 8 2 S 308
R R T A A7 A5, BN T R R AR R B R Y
JUE SR A A i Rtk R TR
IRITE  FIRr R 5 A B I R RN A R
UG IR YT X L A A A T B A
Mo HHBE T 42 17 (helper T cell 17, Th17) FliE
5 T 40 MY (regulatory T cell, Treg ) 78 FL R I 1) &
HEREAARERZEMN, 25 T HIUER SRRy 8
PR i v B 45 2 i (procalcitonin, PCT) J& PEAR AL
PR e ™ R B Y AR AR —  TE L
HUF  PCT Ko kA AR . M7, A CEL
Jisa £ AR e AT AR R B SR A A oY R AR R
5 TR TR 218 43 BT 5 T PR 2R 45 5T, AT DG T FL
Jiaa £ 3 AR e AT R R B iR i s R . R
F 55 K 438 T Th17/Treg .PCT % Th17/Treg Bk &
PCT 75 ZL Wi g 58 5 AR A7 12 e g e 33 I v ) 477
B, HET

1 #ABEHE

1.1 — ek

PEHL 2017 4F 6 H & 2019 4F 6 H A B A i
FLI IR B 152 1 RIS AR 5107 e 2l A A B
Bg Bl B IR (n=31) MR 4 (n=
121) . HAbRHE: OB FEB=18 % ; Qi IR
R A 35 4 G LI (A A G2 W bR e @R E TG
FAREEBAE, BT U EARG AR WRIT IR EAR G
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Breast cancer; Radical mastectomy; Chemotherapy; Helper T cell 17; Regulatory T

EFeEL M SRS EES R, W
HABENIRRIEL TR L 2ZR LS E X
(P>0.05), WWE 1, AMMRLERLCHEE RS
HEHE

K1 FHEBERKEBELZEMEE (n(%),(x+s)]

Table 1 Comparison of clinical baseline data between 2

groups[n( %), (x+s) |
e[ L

RS L\

I (n=31) (n=121) "rMH P
FR () 47.85+6.48 45.74+721 1.483 0.140
BMI (kg/m?) 25374217  25.63+2.05 0.623 0.535
R e kR (em)  4.53+£0.75  4.6220.61  0.698 0.486
FAREE (min)  116.87+25.31 118.42+21.63 0.346 0.732
TNM 4381 (%) 0.700 0.403

I 4 11(35.48)  53(43.80)

11 4 20(64.52)  68(56.20)

93 A8 RN (f3]) 0.053 0.818
ZEM 18(58.06)  73(60.33)
eyl 13(41.94)  48(39.67)

1.2 Wk

L %5 4 J & 4D JE I Th17 , Treg . Th17/Treg
S L3 PCT /K, R H A2 13 TAERRE #h 48 (re-
ceiver operating characteristics, ROC) 43 #t Th17/
Treg FILIE PCT X FLARIE B3 A5 1097 & A B2 B
JEGL 1 T ANEL
1.2.1  AMJE ML Th17 A Treg 40 fg ke

B 3 B2 7 E bk 3 mL, PLEE 5 F 1 500
r/min Z5.0 15 min, 53 25 15 2] S5 J5 i 50 4% 248
BT 24 FLAH MR FE AR, 5 RPMI-1640 1
FRHE (10% 16 A= 103 | 57 528 P 49 % 12 1 L 7 5%
REMBERRRHELE)ME 4h, A 20 pL ot A
CD4 iyt , = i S B 20 min; T A 20 pL 9
IL-17 FAHLFN 2 mL 3 65 22 v i, IR F 15
min ; B0 A A 1 mL 3£ [5 & 9, 5 i = g
O ASCEE A A
1.2.2  [fiLi# PCT KA

SR FHOBUATL AR S o0 5 A I 79 24 28 2% 149 1L ¥ PCT
KAV BUBR B2 B FR KL 3 mL, 1 500 r/min &
> 15 min Ji5 43 85 1035 , A AR IERE DU 5 3K 70) &0 T
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1.3 Seil2Ear

K H1 SPSS 20.0 4t 1+ 8 A4 #E47 G 12 40 B o
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Treg PCT K —FH WA X FLIME A R 510y &4
P& g J% e 1) U AL, il 28T 1 AL (AUC) He AR
H ZKi55 5 P<0.05 HESFA G FE X,

2 HR

2.1 W4 H AN M Th17 , Treg . Th17/Treg M Ifil
Iif PCT /K-F LA
JYL 20 Hi 3 B Th17 . Th17/Treg #1 PCT 7KK i

TARRGLA , Treg ACHR THR A, 2 R W HA
GEiT2F 78 X (P<0.05), L3 2,

F*2 WABFSNEIM Th17, Treg Th17/Treg K I i& PCT

KFELE (x+5)
Table 2 Comparison of Th17, Treg, Th17/Treg and serum
PCT levels in peripheral blood between 2 groups (x +s)

%]  n Th17(%) Treg(%) Th17/Treg PCT(ng/mL)

YL 31 1.7520.52 0.68+0.25 2.57+1.33  5.78+1.13

AR A 121 1.42+0.41 0.97+£0.32 1.4621.15  0.94+0.25
18 3.775 4.688 4.641 43.509
P1E <0.001  <0.001  <0.001 <0.001

2.2 AME I Th17/Treg M IfiL i PCT 7K X5 3L ik g
SR ARG AT B BE i G (4 TR0 AN

ROC [l £ 4 #f Th17/Treg .PCT % Th17/Treg+
PCT H: I # i . Th17/Treg .PCT HI Th17/Treg+
PCT B AUC {8 43 % & 0.838 . 0.780 Al 0.863 , %
FLMR 5 BB F R S AT &R B B B G 11 T 1Y
HA G238 L (P<0.05) . 4% 48 b 09 B 4 1
B 2B A8 50 R MR S . L 3
A1,

&3 SMAEM Th17/Treg K Il & PCT 7K 34 FL AR BB & K
B ERBEENTMME (vs)
Table 3 The predictive value of peripheral blood Th17/Treg
and serum PCT levels on nosocomial infection after

chemotherapy for breast cancer patients (x +s)

R 2%

EEL D AUC i joyg URIE HESRIE PIE
Th17/Treg 0.838 2.08 0.692 87.54 69.23 <0.05
PCT 0.780 531 0519 84.62 67.31 <0.05
Th17/Treg+PCT 0.863 — 0.695 92.30 76.90 <0.05
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(0.6

#

E 0.4 [

— PCT
Th17_Treg
0.2+ A
IS
— BHL

T T T
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1475k
Bl 1 Thl17/Treg PCT B Th17/Treg+PCT WM ZLIRIE B &
AREEWTT & & ERT B H ROC 2
Figure 1 ROC curve of Th17/Treg, PCT and Th17/Treg+

PCT in predicting nosocomial infection in breast cancer
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(BCL-2) 78 S AE T 2 () 238 T S s ™ AR S TS M CRITGE . Ak #EEL 2016 47 1 A = 2018 4
1 H AR BESCIR 1 52 5] FRE il 58 58 3 S 52 {3) 353 il 2 #8343 S 68 Oy i i 4% A 53 i A 4 . %
ALB .CD64 f BCL-2 7E AL i (R85 00, 807 LR $8 PR 5 A R IE R M R, LA Logistic 8] JA LAY
SIMTRE IR BUS W fER R . R FEAE MR B ALB KIS T 558 il 98 4, FAE il R R CDod
J% BCL-2 BHPEF IR R Yy i TRl R 3, 2 R M A G245 L (P<0.05) , ALB<30 g/L..CD64 % BCL-24
FH 7 % SOFA . SOFA PE43 K T ALB>30 g/L.CD64 } BCL-24 FATEF , 22 7 HA 412 75 XL (P<0.05) .
ALB<30 g/L }2>30 /L X L7340 51 4 (22.55+1.33) 4 H L (26.7521.45) 4 A ; CD64 B K B £ 1521
AW 0 (18.29+1.39) 4> A L (22.79+1.19) 4 A s BCL-2 Pl K B 25 A= 77359 45 31 o (21.43+1.34) 4
A (27.29+1.47) 4 H s AELE 00 7R ALB>30 o/L A7 4K, CD64 S BCL-2 PAVE#E A fE 4 (P<
0.05) . BEVIE], 52 51 5FAE Mt 58 B3 FESE T 23 611 (44.20% ) , 4735 29 1 (55.77% ) . SOFA J% CPIS i3>

643 .CD64 (BHYE) \BCL-24 (BH ) L ALB (<30 g/L ) 25 i 54 Jili 9 58 3 W5 A2 A7 59 i 37 £ 16 TR 26 (P<
0.05), i FEAEMRBEIEN ALB £ 9, CD64 M BCL-2 & FHYE, & 15 8 & WS A= A AA 1A
M, 25 5 HR N RS R, AR TS o

[£8R ] L% 8 s TR0 CDo4; BCL-2; HE i

The expression of ALB, CD64 and BCL -2 in severe pneumonia and their

relationship with the severity and prognosis

LIU Ruiying*, LI Qun, YANG Shuai, TANG Huixing, GAO Qian

(Emergency Ward of Beijing Shijitan Hospital Affiliated to Capital Medical University, Beijing, China,
100038)

[ABSTRACT] Objective To explore the expression of Serum albumin (ALB), Cluster of differentia-
tion 64 (CD64), and B Cell Leukemia 2 (BCL-2) in severe pneumonia and their relationship with the severity
of the disease and prognosis. Methods The clinical data of 52 patients with severe pneumonia and 52 patients
with common pneumonia admitted to this hospital from January 2016 to January 2018 were selected. They were
divided into the severe pneumonia group and the common pneumonia group. The expression of ALB, CD64 and
BCL-2 in the two groups was compared, the relationship between the above indicators and the severity of the pa-
tient’s condition was explored, and the logistic regression model was used to analyze the risk factors affecting
the prognosis of the patients. Results ALB levels in patients with severe pneumonia were lower than those in
patients with common pneumonia, and the positive expression rates of CD64 and BCL-2 in patients with severe

pneumonia were higher than those in patients with common pneumonia, and the differences were statistically

EAR A AFET A ARAFELFTR B (2017067)
VBBl EHEARFWE LT HLIZEER LS55, L7 100038
*BAEAE A X 34 %, E-mail : zhongqu32149880365@163.com
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significant (P<0.05). The SOFA and SOFA scores of patients with ALB=30 g/L and positive CD64 and BCL-
24 were lower than those with ALB>30 g/L and negative CD64 and BCL-24, and the differences were statistical-
ly significant (P<0.05). The average survival time of patients with ALB=30 g/L or >30 g/L was (22.55+1.33)
months and (26.75+1.45) months, respectively. The average survival time of patients with positive or negative
CD64 was (18.29+1.39) months and (22.79+1.19) months, respectively. The average survival time of patients
with positive or negative BCL-2 was (21.43+1.34) months and (27.29 + 1.47) months, respectively. Survival
analysis showed that those with ALB>30 g/L had a longer survival time, and those with negative CD64 and
BCL-2 had a longer survival time (P<0.05). During the follow-up, in 52 severe pneumonia patients, 23 died
(44.20% ) and 29 survived (55.77% ). SOFA and CPIS score>6, CD64 (positive) , BCL-24 (positive) , ALB
(= 30 g/L) were independent risk factors that affect the prognosis of patients with severe pneumonia (P<0.05).
Conclusion Patients with severe pneumonia have negative ALB, and positive CD64 and BCL-2. The above

factors are related to the prognosis and survival of patients. Abnormal expression will aggravate the development

of the patient’s condition and is not conducive to the prognosis.

[KEY WORDS] Serum albumin; Cluster of differentiation 64; BCL-2; Severe pneumonia
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T8 A 2 B R QIR IR R FLI I 2 K
PR, A T LW R G B I b IR A
ARG MAEPWRR GG s @TC ik JEAT M3 52
e TE T
1.2 ik
1.2 Ry

FIr A X G A R AR U R SE AR OGRS A, TR
H 8 RS IR DK 1L 5 mL H SR EEE 5 L 3 000
rpm 5.0 10 min, BUMLIE o >R 98 2 Vitros350 4
H a1 A= WA, DA G 758 Mg B2 000 5 1L 77
HALB KPR S e 2 Ak G €0, 4 T 4 S8 3 il
PR BUbRAS 22 A 5 U0 7 oK, I BCL-2 K¢
CD64 7K, /NPT N % (B R e 1Y B g B 4
CD64 .BCL-2 Hi % [E Beckman Coulter $#2 it , DBA
5 AL s R A e O A D HR S ml R AR T
1A 35 21 2 Ak ) PR VU ks S AT PR
A4, ALB IF 8 fu I {E : 35~51 g/L'7,
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1.2.2  Ge@iR T rbrife

BCL-2,CD640 He & YL (5 B PF 43 bR i A
B, U A BHPE o A A 45 SR 0 PR 40 A, U)oy
FAME (=), BHPEAE AN 2 50% , D) R0 2 R BH M (+)
PH 20 i B 5 5%, R s B (++) o FHME R
=AM 28 515 100% .
1.2.3  JlidR /e /™ i R P e i

¢ BRI R il 358 J% 4% 3F- 43 ( Clinical Pulmonary
Infection Score, CPIS) " J2 J7 51 %5 B 3 ¥ 1T 73 (Se-
quential Organ Failure Assessment Score, SOFA )"/}
XTI R A T PE4) ISR AL 15501 . CPIS
V8 1R 0~12 43 1For=6 7 il s BT = 1T
FRARA R B AR B 8% . SOFA 1147 : 41
0~24 43, BB U R TS 22
1.2.4 iV

DLHL & Bl 5 55 )12 B2 A ) T 00 =10 il 4% AR
FHEAT NI 2 AR BE DT, B U5 R ] 2020 4F 1

AT,
1.3 Gtk

K1 SPSS 22.0 B AF#EAT S4B, 1 Bk
K (x£) A AT e K505 THECFOBHE T n (% )
R R 2R 22 ROC Hi2k , Kaplan-Meier 4= 17
34T ALB .CD64 . BCL-2 &1k X} 5 4E i 4% S8 & il 5
A AR, i tarone AT ARG 56 5 5 MR HR A T
J AR OC R 2 R AR S5 I R N2 &R Logistic
R 53H7 3 P<0.05 M 22 R HA G 2FE X,

2 #R
2.1 XF b ALB.CD64 2 BCL-2 75 M 4H f & P 1)

AT i 52 A ALB KR T 8 0 il 5, B
JE N 4 284 CD64 K BCL-2 FHMER AR 355 T
Il 5 A, 72 5 B HA G 08 L (P<0.05) .
U SINCRE

R 1 ALB.CD64 K BCL-2 ERMABEPHIRIZER [(n(%), (x£s)]
Table 1 the expression of ALB, CD64 and Bcl-2 in the two groups [1n(%), (x+s) ]

2H 5] n ALB(g/L) cbot BelL-2
FHPE BH FH M B
TORE T 9 41 52 20.74+5.74 38(73.08) 14(26.92) 35(67.31) 17(32.69)
3 i e 21 52 28.87+4.58 20(38.46) 32(61.54) 22(42.31) 30(57.69)
il 8 - 7.984 12.630 6.561
P - 0.001 0.001 0.010

2.5 e

#ikK; Ch CD64 PHYESR IR ; D 2 CDo4 BIPESR A .
| EfEM# A BCL-2.CD64 E AL EE (SP, X300)

Figure 1 BCL-2 and CD64 immunohistochemical staining image of severe pneumonia group (SP, x300)

2.2 K] ALB.CD64 % BCL-2 /K5 5 4E fili &
¥ SOFA .CPIS iF43 1) 6 &

ALB=30 g/L .CD64 } BCL-24 [H{E# SOFA |
SOFA T4k T ALB>30 g/L .CD64 &% BCL-24 [f]
W, ZFHAGITFE X (P<0.05), WLF%K2,
2.3 ALB.CD64 } BCL-2 Fik 5 EAE i & B &
TiUJa B AH G

ALB=30 g/L &% >30 g/L V-3 4= 17 1 43 51 N

(22.55+1.33) 1 H . (26.75£1.45) 4~ 7 ; CD64 [H
Pk K B PR SF 3 A4 £F 91 43 5 o (18.29+1.39) A~
H . (22.79+1.19) 4~ H ; BCL-2 BH ¥ & BF 4 57 2
A AE WA ) R (21.43+1.34) AN A L (27.29+1.47)
A o HEAE ST R ALB>30 g/L # A4 A7 W 4
K, CD64 M BCL-2 [ # A #7 ] # 4 , Keplan-
meier 4= A7 [ £k 22 7 A G it 22 B X (P<0.05) .
LK 2,
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%2 A[E ALB.CD64 K BCL-2 /K FE 5 EEMMK B H
SOFA.CPIS X & (x£s)
Table 2 The relationship between different levels of ALB,
CD64 and Bcl-2 and SOFA and CPIS scores

in patients with severe pneumonia (x +s)

21 51 n SOFA i¥4)  CPIS ¥4
ALB(g/L) =30 40 541£0.74  6.79+1.12
>30 12 6.55+0.85  7.64+1.25
t{l - - 4.524 2.246
P1E - - 0.001 0.029
CD64(%) FH 38 6.12+1.13 7.27+139
B 14 5.29+0.80  6.41+1.20
it - - 2.475 2.048
P1E - - 0.017 0.046
BCL-24(%) FHE 35 6.34+1.36  7.33+1.38
B 17 547+1.12 6.41%1.25
HE - - 2.4307 2.349
P1{E - - 0.025 0.023
17 R A AT PR HEA7 R B
. T § e
2 I R P
:i 0.4 Eit) ; 04 Eitl) § 0.4 415
R s I oot ® o T
s Al ool Gammmr Bl .l sasmems  C

0 10 20 30
A A7 ]

40

0

10

20 30 40
HEAF I

0

10 20 30 40
HEAE ]

AN ALB=30 g/L K>30 g/t {7 a] Ll % ; B iy CD64 BHM: &
R A= FE R R) o4 5 C o BCL-24 BHA: S B A A7 Aot ] E 252
2 EEMRBEMEEFHE

Figure 2 Survival curve of patients with severe pneumonia

2.4 52 {9 FAE Ml 4 B AR A AR

W U7 1 18], 52 3] 8 5E il ¢ R G 3R S8 T 23
B, A7 16 20 0], BE T2 N 44.20% , 736 RN

55.77%
2.5

e FLAE IR J8 A TS A=A B D R

SOFA A CPIS #F43>6 43 .CD64(FH:) .BCL-24
(FH:) \ALB (=30 g/L)

1=
B

M AT il 4% 8 T

HEAF IR ST fE B R (P<0.05) , WL 3,
3 1Tt

T T 9% A2 P 2 T 9 7 i E At A 8 o i
A | L 1) il S J5 AR RE , 7™ R Al I R R B ) A A
4, NI R AT R A2 W AR X ol R
)5 A B X, H TG R 2 K8 5 15 Rk
Wit MO GTEE H, ALB 518 PR ZE
it 5 975 22 o o 30 BB A TS 2 WD AE 9%, LR 5% J%
YAy 2 AT AR B, BRAEAF ST R, IR A
HE LT, CDo4 75 H PE k7 40 i 35 1 5L AR OK - 3%
K MHLRSZ 1) R PR i, 22 80 RRE K732 2131
W, il CD64 Rk M T = o AR S AR
ALB .CD64 \.BCL-2 ik 5 #AE i 98 F 35 9 s ™
PR 5105 A S

A FT 25 R R, FERE il 98 R ALB JKSEAIR
T30 il g 2, FRE il R SR 5 CD64 K BCL-2 FH 4
FEIR R T R X W g RS A
SCHRHRE 25 R — 20, AT LR A ALB 76 A
H G, SR R PRI, i s R R G
YR, T il R R LT ALB [ 18 5
YRR B SR IE R B G DR R RE i R
BEIRN CDo4 K BCL-2 £k F FTH, X 5
Hiwa 5522 5 O il 245 R — 5

SOFA & SOFA - 43y lita IR & FH i PEAG 835
5 H Y Be SR R e bR . B AN SRY
5 th , BCL-24 A fi¢ #4203 A B, 3046 Bt 4% A o
Feak, MO FE 2 R Y R 0 1) kA o JER e
P e AR, AR ST 45 R R ALB |
CD64 J BCL-2 7K V- 5 H 43 5% Wil 5 956 s )™
FERE

*x3 EMEEMXEEMEEENEEZMSEZSH
Table 3 Univariate and multivariate analysis of prognosis and survival in patients with severe pneumonia
skt AR R AT EAEEY
) OR1H 95% CI P{H OR 1 95%CI Pl
% (=65 % vs <65) 1.125 0.157~1.258 0.824 - - -
PN vs 4) 1.247 0.247~1.336 0.647 - - -
B IR PR e B 1f e 1.367 0.118~1.149 0.269 - - -
Bt SR My 1.458 0.158~1.232 0.547 - - -
B P BH ZE P Al SR 1.357 0.247~1.368 0.519 - - -
SOFA 143 (>6 4% vs =6 43) 1.365 1.257~1.885 0.035 1.357 1.281~1.687 0.015
CPIS iT45 (36 4% vs =6 43) 1.357 1.147~1.778 0.029 1.157 1.157~1.698 0.005
CDo4(BHM: vs FAE:) 1.257 1.123~1.657 0.015 1.325 1.364~1.864 0.020
BCL-24 ( BHA%: vs BHIPE) 1.458 1.235~1.657 0.016 1.287 1.258~1.968 0.013
ALB (=30 g/L vs >30 g/L) 1.654 1.347~1.685 0.005 1.269 1.147~1.881 0.007
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HEAEHT R 7R ALB .CD64 B2 BCL-2 5 HE fili
RIEFEWEHEBE VIR FEUIS R ER 52 &
i fili 98 B ILBET 23 1] (44.20% ) , FAE Nl 98 F 3 2
AR N 55.71% Al &2 HNE
Logistic [l H AR i — 22434 , 45 1 SOFA 2 CPIS
PW43>6 41 .CDOA (FHPE ) \BCL-24 (FHPE) (ALB(=
30 g/L) 5% M 25 4E Jili 48 f8 35 TS A A7 09 0k ST AE B
Rl R Ut B BB 2 B in i, nT 38 5 T FE ALB /K
SRS S SRE T ALB ZKSF R B 32 7R 2 E
A S FEN R T 24 A e A AR 5 M n R R
TR ; CD64 . BCL-24 7KV FIH 2 e s By, X
2 ™ B AR R R R R CD64 \BCL-24 7K - ik
i R

Zr LTI, EAE I A R A K N ALB 2 B
CD64 J¢ BCL-2 2 [H:, ik F5 45 &5 50 &
AR W IE & % 5 OFA I CPIS #-43>6 43 . CD64
(BH%) (BCL-24 (FH 1) L ALB (= 30 g/L) 5% i 5
i Jifi 48 R8I0 JS A AE m sk S fa B R . (A B
FEH AN AREA 30, WF T 45 FHE G b 3 A
TG B KA &, i — 2B IR ABFSE ALB .CD64
BCL-24 35 SEAEM R B E R ERES
TG O ZR NI RIZ 1A E R il R $2 418 7 1] o
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2 TR 93 FB % HbAlc . 25-OH-D3 J2 T k2 4uAE I B
5509508 25 4y WA A G PR S B

MHEF EHM REEE ER OEF uaAkR

(# E]1 BHH /00 2 B0IR% (T2DM) B # LN £T 2 11 (HbA L) (25-F24/E % D3(25-OH-D3) 7K
BT WKLY S5 00 5 3 I A G . ik EE 2019 4F 5 & 2020 4 5 A ARBGGA Y 92 4] T2DM
SR O ) B[R T A B (ke 1E 525 60 1] (W R W T IS0 52— 78}, 10 5 - HbA 1 . 25-OH-
D3 Tk EL4HAE R (CDA+ ,CD8+,CDA+/CD8+) /K- K 73 15 bk (FBG) (%5 1B % 2 (FINS) Bl B 4l Thge

B4 (HOMA-B) | Ji & ZHCHTTE A (HOMA-IR ) JJ ) 2 55— A B AH ISR R AR 00, TR A 4 b £ 17 5 30
min 15 2 2 S5V AT FUAE (ATl A Gao) A6 LT PEAR AR RS 2RI DI RE L HL A W2 21 IR B e A8 4
(BMI) . IliLi# HbA1c.25-OH-D3 T itk ELAH R 7K P B 5 43U AH D He 45 22 57+ , SR Pearson AH /347 431
%X T2DM [ 175 Hb . 25-OH-D3 . T Ik L ANA WAHF RIS /I o6 R . 53R A4 HbAlc .CD8+/K i
TR M 25-0H-D3 /K- . CD4+ % CD4+/CD8+{H i 1L T %] JR2H (P<0.05) ; W% 2H FBG ,FINS
HOMA-B . HOMA-TR Ji 5 2 55— /3 Wb i ARG (E A B0 (PR ) Sk 25 v X BR A, 1M AL/ ATGs, 355K 5 B 4]
(P<0.05) ; T2DM £ 34 Il 3% HbAlc /K °F-5 FBG 2 IEAH X, 5 FINS \HOMA-B PR & AL/ A1G 2 fif 5
(P<0.05) ; T2DM £ 34 I 7 25-OH-D3 /K ¥ 5 FINS \HOMA-B.PR } AL/ A1G,, 5 IEAH5E , 5 FBG
HOMA-IR £ A1) (P<0.05) ; T2DM 3 CD8+ .CD4+/ CD8+5 FBG .FINS .HOMA-3 .HOMA-IR % PR ¥ 7¢
WA (P>0.05) 5 1) CD4+5 FBG .HOMA-IR S fiA1¢, i 5 FINS \HOMA-B .PR & A130/ AIG30 S 1F A
K(P<0.05), #5it HbAlc CD8+/KF-TE T2DM & ik [ Ft, 1 25-OH-D3 ,.CD4+ A CD4+/CD8+3KIA T
[, LS55 2o A B DIAH DG, 6 =3 KA T4 T2DM B B I DI RE

[EIA] 2 AURIRIG ; MLLT 2 (5 25-F2 2842 2K D3 Tk AN A ; B R4l

The levels of HbAlc and 25-OH-D3 in patients with type 2 diabetes mellitus

and the correlation between T lymphocyte subsets and insulin secretion

FU Huiqing ', WANG Xinyan', WU Jieging *, LI Yan', LI Qing', LIU Yingchun**

(1. Department of Endocrinology, the First Affiliated Hospital of Xinxiang Medical College, Xinxiang,
Henan, China, 453100; 2. Department of Oncology, the First Affiliated Hospital of Xinxiang Medical Col-
lege, Xinxiang, Henan, China, 453100; 3. College of Nursing, the First Affiliated Hospital of Xinxiang Medi-
cal College, Xinxiang, Henan, China, 453100)

[ABSTRACT] Objective To analyze the levels of Haemoglobin Alc (HbAlc) and 25-hydroxy vita-
min D3 (25-OH-D3) in patients with type 2 diabetes mellitus (T2DM) and analyze the correlation between T
lymphocyte subsets and insulin secretion. Methods The clinical data of 92 T2DM patients (observation
group) admitted to this hospital from August 2019 to May 2020 and 60 patients with normal physical examina-
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tion in this hospital (control group) during the same period were selected, and general data of all research sub-
jects were collected. HbAlc, 25-OH-D3, T lymphocyte subsets (CD4+, CD8+, CD4+/CD8+) levels and fast-
ing blood glucose (FBG) , fasting insulin (FINS) , islet B cell function index (HOMA-B), the insulin resis-
tance index (HOMA-IR), and the peak multiples of the first secretion phase of insulin are recorded. The ratio of
net increase insulin to net increase glucose ( 130/ £G30) at 30 min after glucose load was used to directly as-
sess the insulin secretion function at early phase. The differences in body mass index (BMI), serum HbAlc, 25-
OH-D3, T lymphocyte subgroup levels, and related indexes of islet secretion between the control group and the
observation group were compared. Pearson correlation analysis was used to observe the relationship between se-
rum Hb, 25-OH-D3, T lymphocyte subsets and islet secretion in T2DM patients. Results The HbAlc and
CD8+ levels of the observation group were significantly higher than those of the control group, while the 25-OH
-D3 levels, CD4+ and CD4+/CD8+ values were significantly lower than those of the control group (P<0.05).
The values of FBG, FINS, HOMA-f, HOMA-IR and the peak ratio of the first secretion phase of insulin (re-
ferred to as peak ratio, PR) in the observation group were significantly higher than those in the control group,
while 1130/ /11G30 were significantly lower than those in the control group (P<0.05). Serum HbAlc levels in
T2DM patients were positively correlated with FBG, and negatively correlated with FINS, HOMA-3, PR and
130/ /1G30 (P<0.05). Serum 25-OH-D3 levels in T2DM patients were positively correlated with FINS,
HOMA-B, PR and 4130/ A1G30, and negatively correlated with FBG and HOMA-IR (P<0.05). There is no
significant correlation between CD8+, CD4+/CD8+ and FBG, FINS, HOMA-3, HOMA-IR and PR in T2DM
patients (P>0.05). CD4+ was negatively correlated with FBG and HOMA -1R, but positively correlated with
FINS, HOMA-B, PR and 130/ AIG30 (P<0.05). Conclusion The expression of HbAlc and CD8+ is in-
creased in T2DM patients, while the expression of 25-OH-D3, CD4+ and CD4+/CD8+ is decreased, and is
closely related to insulin secretion. The combined detection of the three is helpful to evaluate the pancreatic se-
cretion function of T2DM patients.

[KEY WORDS]

sets; Insulin secretion

Type 2 diabetes mellitus; Hemoglobin; 25-hydroxyvitamin D3; T lymphocyte sub-

AL IM.21 25 H (haemoglobin Alc, HbAlc) 5H#
PRI I A B VIAH G , HbAlce FH 1 K - B 3 52 i
SR PR B I TUE o B I 5T 0 AS IR IR
AL AR E AR HGE AR SRS
T2DM I & (il g 25 2 DB &, MG M e Ak 3R
D HRMENEN, S 508N A0 5 55 2 Fh
Az B R B PR 14 R B R R k7 3 R
R, G T 40 8 5 A KT B e 5 43 Wb T
AE X R W RE &AM AR/ B T2DM B
HbAlc . 25-F 44 2 D3 (25-hydroxyl vitamin D3,
25-OH-D3) 7K & T i I 40 g W0 7 -5 190 5 2543 0k
FAH DG, BRI AR IR
1 BBERE
11—k

PEHL 2019 4F 5 F 2 2020 4E 5 H AR BEia i 92
1] T2DM 83 QSR I R Bk, Horh 55 50 41, %

42 5 A1 41~74 % P4 (55.90+3.21) & HE PRI
N 1.5~26 45, X R (7.18+1.19) 4. 4h AbR

#E: OFF A A TEA LU ST T2DM 2 BibRifE”
73 J1& il B (fasting blood glucose , FBG)¥J>7.0 mmol -
L', #2156 (glucose tolerance test, GTT) H
T LA ARE A 75 ¢ 2 h S IUF= 11.1 mmol - L
QT2DM i A BE J5 ¥ 0] 58 BT A 55 56 46 A K il
GO AR QI IR POk 84 H i # . HE
A 1 - DA 0 PR s T E 12 5 B R B
R FoAth ™ FIF RRE s Qi W IR 44 = D 2%
W 2 BRI s Q5 T Bk R 3
DA RPER G ML R G T RS -

[Fi] B 9 A () 30 T A o 0 A2 e B A A 485 SR IE 8
# 60 BIVE X IR2H o o 55 32 9], 2 28 1], 4R
40~73 %, F-¥(55.29+3.16) & . BIALTETER ATl
855 W O SRS L(P>0.05) , Ky AT
oo AR S B e B2 1 it 32 i E K
J& % B FE [ 15
1.2 Jiik

W A WFFE X G — %0k}, 1d sk H HbA e
25-OH-D3 . T ik 2 41 fifg M. /¥ (CD4+ . CD8+ ,CD4+/
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CD8+ ) /K F- % FBG . %5 IE i & % (fasting insulin,
FINS) | Ji &5 B 2 ffu 2 G 45 %X (index of B-cell func-
tion in HOMA , HOMA-B ) . i & & #5145 £ (insu-
lin resistance index in HOMA , HOMA-IR ) . JliE 15
55 — 43 Wb B R 06 i A% %X (multiple of peak value of
the first insulin secretion phase , PR ) 1. , 3>k H %
ZPHE T JS 30 min Y ¥ 3 I ) 2R 1Y ) 2 b
LB ( AL/ AGso ) 2 X5 18 5 2 43 s D g i 47 L 4%
PEAL B 388 W 41 AR 3T 5 45 %X (body mass index,
BMI) . [fiL {5 HbAlc . 25-OH-D3 . T ik [ 41 i 37 7k
V- BB 8 G WA AH DG A8 BiR 22 7, 2K ] Pearson AH2G4)
Bt 43 S WLEE T2DM £ 4 1L HbAlc , 25-OH-D3 .
T b EX% 290 STV R R 25 3 W R G R
1.3 WEZHEIR
1.3.1 HbAlc.25-OH-D3 . T J#f [ 4t A 7 A i) A0

WS A e B3 A Be 5 U H 3 R s i
Jok i 3 mL, %o REZH A AR A S H I SR s I i
fk i 3 mL, 26 A% I 2.0 HL B0 (3 000 t/min, 15
min) J5 53 2 L3 , 8 H B T -70CokA Th IV A DL RE
R, R FH s R VAH 835 2 ( H A4S Bio Rad A Rl A
Il HbAlc, R FH it B G2 9% W BFF 25 (enzyme linked im-
munosorbent assay , ELISA ) ;] 25-OH-D3 /K~F-, >k
FH XA AR ASORSE I T 96k B 240 B S A /KT, A 2o
JrAg A R S U iR T
1.3.2 JH& 73 WA RH G prAs I

JI A WX R B IS AT 1R 6 2 AR T 52 1
I (oral glucose tolerance test, OGTT ) M Jifi & 25 B¢
RS o SR H HL AR 28 & EIE T E FINS 7KF-, R H
7 %5 B U fL B 75 1 %2 BG .HOMA-B . HOMA-IR .
PR 0 , I 5% FH A 2 B D47 J5 30 min A #53 JBR 1
255 1A A B A ( ALl A1Gs) 2K BB VAR 8
SR WAL, PR=IE{H/FINS , HOMA-B= FINSX
20/(FPG-3.5) ,HOMA-IR = FPG X FIN S/22.5,
1.4 SeiteEork

K SPSS 22.0 #AF AT S 140 B, 1 Bk
PL(x £5) 37, 2R ] ¢ K 36 5 AH DG MR FH Pearson A
KT P<0.05 h 25 7 BA G275 L,

2 #R

2.1 4H[E BMI.HbAlc % 25-OH-D3 /K- b5
WL BMI Hi2E G 4 L (P>0.05) ; M
21 HbA Le 7Ktk 255 % B4, 1 25-OH-D3 7K - ik
FART R 2: A Ge it 78 L (P<0.05) L3 1,
*1 W4HE BMI.HbAlc % 25-OH-D3 7K FLb % (x+s)
Table 1 Comparison of BMI, HbAlc and 25-oh-d3 levels

between the two groups (x +s)

¥4 n BMI(kg/m?) HbAlc(%) 25-OH-D3(mmol/L )
YRR 60 23.87x1.12  5.87+0.65 44.76%3.59
WKL 02 24.09£1.27  8.151.16 23.19+1.17
i - 1.093 13.862 53.516

P - 0.276 <0.001 <0.001
2.2 PO [E] T bk EL 40 B S B HE /KO

W5 2 CDA+7K F- . CD4+/CD8+1H & L T
X IR, T CD8+ 7K - i T %) I 4H 22 S A G i
HX(P<0.05), W2,
K2 FHETHEEMITELBKF (vs)
Table 2 Comparison of T lymphocyte subsets between the

two groups (x+s)

21 51 n CD4+ CD8+  CD4+/CD8+
XRZH 60 42.68+3.97  24.89+2.47  1.81+0.37
WELA] 92 33.19+2.07  29.08+4.09  1.22+0.25

tH - 19.280 7.128 10.837

P1{H - <0.001 <0.001 <0.001

2.3 WAL 3 MAAHOCHE A L A

WM %< 24 FBG , FINS . HOMA - 8 . HOMA -IR }%
PR {8 2 3 & T X B4, 1 AL A1Ge, i35 1% T X
M 22 A g2 L (P<0.05), WK 3,
2.4 T2DM H 3% Ifii% HbA Lc FlE 5 43 Wh B AH ek
Gl

T2DM # % Ifil & HbAlc /K 5 FBG & iF 4
X, 5 FINS .HOMA-B .PR } AL/ A1Gy, 5 514 56
(P<0.05). W74,
2.5 T2DM & I3 25-OH-D3 F 5 & 43 6 14 AH
Ktk ar e

T2DM £ # Ifil i 25- OH-D3 /K ¥ 5 FINS.

x3 WMARDDWHEXIERILE (vxs)

Table 3 Comparison of related indexes of islet secretion between 2 groups (x+s)

EE | n FBG(mmol/L)  FINS(pug/mL) HOMA-B HOMA-IR PR Aol Gy
bopiEEl 60 5.140.32 7.98+1.54 57.97+2.04 1.59+0.33 8.12+0.79 30.79+3.13
WL 92 7.95+1.09 20.13+3.53 72.19+2.89 7.23+1.21 17.90+1.56 19.07+1.22

tHH - 19.411 25.125 33.097 35.224 44.915 32.384

P - <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
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%4 T2DM B M7 HbAc FfE S 5 b AHE X ST
Table 4 Correlation Analysis of serum HbAlc and islet

secretion in T2DM patients

AR r{H P{HE
FBG 0.426 0.018
FINS -0.467 0.012
HOMA-$ —0.498 0.009
HOMA-IR 0.024 0.261
PR —0.459 0.013
Alfﬂ)/AIGfi() _()-419 0.028

HOMA-B PR }¢ AL/ A1Gy 52 1E A G, 5 FBG J¢
HOMA-IR £ FiAH 5 (P<0.05) . WL 5.
%5 T2DM #E#M7% 25-0OH-D3 MR B oA X 14
Table 5 Correlation Analysis of serum 25-OH-D3 and islet

secretion in T2DM patients

Ap b r{E P{H
FBG -0.329 0.029
FINS 0.369 0.022
HOMA-B 0.510 0.002
HOMA-IR -0.318 0.034
PR 0.428 0.014
ALl A1Gsy 0.467 0.008

2.6 T2DM H# T Ik U 40 A IV A 08 5 43 b 1) AH
Ktk Hr

T2DM £ # CD8+ .CD4+/CD8+ 5 FBG .FINS ,
HOMA -, HOMA-IR J% PR ¥ JC &} 2 A & 1 (P>
0.05) ; 1fif CD4+5 FBG .HOMA-IR £ fi#l%, i 5
FINS .HOMA-B .PR } 130/ A1G30 £ 1E A 2% (P<
0.05), W36,

F6 T2DM EBE T i B 40 A 7 A% F0 B 55 43 b O 4E 5K 1
Table 6 correlation analysis of T lymphocyte subsets and

islet secretion in T2DM patients

o CD4+ CD8+ CD4+/CD8+
rfi Pl rfi Pl r8  PE

FBG -0.397 0.037 0.019 0.571 0.127 0.561
FINS 0.298 0.043 -0.021 0.508 —0.197 0.502
HOMA-B 0.365 0.026 -0.033 0.419 -0.048 0.379
HOMA-IR -0.419 0.009 0.103 0.219 0.276 0.167
PR 0.399 0.015 -0.187 0.201 -0.218 0.196

AL /IGse 0517 0.001 —0.031 0.209  0.056  0.198

3 iTig
AR TR, HbAle /KF 5 FBG 2 IEAH G,
5 FINS \HOMA-B .PR } 130/ A1G30 & f 4 5¢ ,

75, 7F T2DM # %  HbAlc /KR IE SRS
ST RE A IR R . ARk Y, HbATe 7K

S ST TN <11 N 2 2 7 N E = 1]
HbAlc 5 FINS . HOMA-B.PR & 130/ /1G30 & 171
FHIE, 5 HOMA-IR JoAHGHE:  #/R Fififr HbAlc KT
T, BT B AT RE T 320, A I D RE R
TR, R AT AR AR o 58— R 5 E Ak
I PR R A o S AS M T2DM fR 5 HbAlce
IOV R F 1Ak 2B S 1 IR 1) K TR o

WA [ Al SRR gE A5 R B BLIAR 4R A
F DKV Tk = X5 R W WA RN B5Y
e, DA TGS B0BR 55 2R 20 WA A2, 3 0 T2DM & A= AL
67 AR BIESE R WK, FINS . HOMA-B . HOM A
-IR J2 PR & S W fige 5 3R 43 WA i) R AF 48 b, 17 AL/ /]
1Gso {H K /INAT B 428 S W B 5 DI RE A I8 o 28 Pearson
FHE TR IR 25-OH-D3 7K -yt = 15 8 15 43 14 3y
REMYAHOCHE . WA B2 e S, 25-OH-D 7] 5
JRRREA= R D ZAREE G, SR B0E B 4R L A5G
B AR OB, R R A2 IR R R
Rk, NS SR S R AR 5 e 3 kB S R
Ay U MARRCR ™ . HCS LA H B 25-OH-D3 it
Z B, Al HE 2 B T2DM B3 TR 5 43 W DI Reda s
R I B R, DN 5 | & I T S A A

AR A E N AMIF ST B 7E T2DM
HFAE R SR s A RGE R |, 72 IR
H1, CD4+ , CD4+/CD8+{E Y A AR J2: 42 38 Bl e 1) T
BRAE M AR A RAT G LR R e . R
W22 A, A 4] Pearson AH & 43 B $2 7 AILAAS G 9238 Bt 5
()77 A 5 T B A M T R 4B DI AH G o RS A AH S
T, A SRS RS T2DM BE RS B 41
UL T K R 8 A W R B A A A DB AR T TR I 4%
() & A= T R SR ALK B e R G TE 45 4L, 78
B RE ZR G0 BTG T, T I O 200 B LU 14 2 A 00 T
BN R GE Y s S, ke
N A T R, LR U g A 2 5 A g% R 1Y
7 AT bR B A0 AR R 25 AL, T N S B 4
JH 8 T R B 4 WA T RE ) R A o R LB L 40
Yo 5 S T SR Iy 3 W R 7E T2DM i 52 B PEA
W, A ERZ M EE BRI A AT T I R AR
i FE AT ] — R AR ST

2% I FiR , HbAlc ,CDS+1E T2DM 2 % h ik
| F, i 25-OH-D3 .CD4+ }2 CD4+/CD8+{H %35 T
K%, LK% HbAlc FFHEr .CDA+[) % 2 25-OH-D3
i = 5 2R BB TR R R B A W T BE 55
WO A R A R IR (Fa% 1721 1)
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Ifi. VEGF . SDF-1.MMP-9 1 HMGB1 /K *F- 5445 9 .
Ao I e &

wERT K#H ORGEFE

[ Z] Bo® WIS N &4 K7 (VEGFE) A4 R 7-1 (SDF-1) 5L 5 4 & 25 111§ -9
(MMP-9) i i B #4451 L(HMGB1) /K- 5 415595 (MMD ) SB35 BN IR ML G R . ik JEHL 2017 4F
2 H 2 2020 4 2 H AR IR B 90 451 MMD BB S AIF 580 52, #4056 T0 H 1204 H a4 (n=50) F17C H: 1 20
(n=40) , AR ICF T ABEFEA T ) 40 (51 R A S X6 BEZH AR 7 A e 45 SR Pt A 1l A 3 43 R
JEE BN H 020 (n=32) FE B2 N 1 120 (n=18) , £ JU IfiL 3 VEGF .SDF-1.MMP-9 Fll HMGB1 7K, Jf-53-#7
VEGF.SDF-1 MMP-9 /K- 5 HMGB1 fAHCH: . &R I ZH 107 VEGF .SDF-1 . MMP-9 1 HMGB1 7K
ST A R BR A, 25 5 B Se ik E R X (P<0.05) , TG I 41 1fL 3 VEGF ., SDF-1,MMP-9 I
HMGB1 KR TR R, 25 5 HA G 14 25 L (P<0.05) 3 T B8 i 4 1 41103 VEGE . SDF-1.,MMP-9 il
HMGB1 7K P-4 15 T4 B AN Hh I 21, 22 5 BAT e 124 5 L (P<0.05) ; ROC #h£&43-#7 i 7 , VEGF .SDF-1,
MMP-9 F1 HMGB1 7K -5 5 K MMD (74 f50s% 8 | BH 14 FUI0 A B (973 T30 /0 449 v 1 B k4G (P<0.05) 5
Spearman H 5G4 HT i | 1175 VEGE-C .SDF-1 . MMP-9 /K- 5 HMGB1 £ IEAHGE (P<0.05) ., 518 i
VEGF .SDF-1.MMP-9 fl HMGB1 7K V-5 MMD &4 & R IR G, W BE 25 & A H i i EZEpL]

[BR] MW MR, MmN EAERE T BeEF-1; RS EEOE-9; T8 R%
EShl

Relationship between serum VEGF, SDF-1, MMP-9 and HMGBI1 levels and

intracranial hemorrhage in MMD patients

XU Mengyi*, XU Jing, ZHANG Qiangian

(Department of Neurology, Nanjing Hospital Affiliated to Nanjing Medical University (Nanjing First Hospi-
tal), Nanjing, Jiangsu, China, 210006)

[ABSTRACT] Objective To analyze the relationship between vascular endothelial growth factor
(VEGF) , stromal derived factor-1 (SDF-1), matrix metalloproteinase-9 (MMP-9) and high mobility group
protein 1 (HMGB1) levels and intracranial hemorrhage in patients with moyamoya disease (MMD). Meth-
ods 90 cases of MMD patients admitted to our hospital from February 2017 to February 2020 were selected as
the research object, according to the presence of hemorrhage were divided into bleeding group (#=50) and no
hemorrhage group (n=40) , and in the same period in our hospital for medical examination of 40 cases of
healthy subjects as the control group, at the same time, according to the results of ultrasound to intracranial hem-
orrhage patients were divided into the mild group (n=32) and the intracerebral haemorrhage severe intracranial
hemorrhage group (n=18) , detection of serum VEGF, SDF-1, MMP-9 and HMGBI level, The correlation be-
tween VEGF, SDF-1 and MMP-9 levels and HMGB1 was analyzed. Results The serum levels of VEGF,
SDF-1, MMP-9 and HMGBI in the bleeding group were all higher than those in the non-bleeding group and the

BEARE LK T ATR A (H201541)
HH . A FEAREREATER(ARTH—ER)DZAH, LR, T 210006
*EASHEH AR, E-mail : beihai78143253@163.com
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control group, The difference was statistically significant (P<0.05). The serum levels of VEGF, SDF-1, MMP-9
and HMGBI in the non-bleeding group were all higher than those in the control group. The difference was statis-
tically significant (P<0.05). The serum levels of VEGF, SDF-1, MMP-9 and HMGBI1 in the severe intracranial
hemorrhage group were all higher than those in the mild intracranial hemorrhage group. The difference was sta-
tistically significant (P<0.05). ROC curve analysis showed that the sensitivity, positive predictive value and
negative predictive value of MMD detected by VEGF, SDF-1, MMP-9 and HMGBI levels were all higher than
those detected by single test (P<0.05). Spearman correlation analysis showed that serum VEGF, SDF-1 and
MMP-9 levels were positively correlated with HMGB1 (P<0.05). Conclusion Serum levels of VEGF, SDF-1,
MMP-9 and HMGBI are closely related to the occurrence and development of MMD, and may be an important

mechanism causing intracranial hemorrhage.

[KEY WORDS] Moyamoya disease; Intracranial hemorrhage ; Vascular endothelial growth factor; Che-

mokine-1; Matrix metalloproteinase-9; High mobility group 1

i1 2% J% (moyamoya diaease , MMD ) 42 DL XAl
SN Bl Ik B 32 B S PN T3 2 18 34 52, 3l ok A s o
Wrope 7 B 2E IR PR AR Rl LA IR 1R R
IE 4D Pk G S5 LA PR o I AR R R A R A
Sl & A BB AE S [ & P A AL, R S0 N
Wil Bl 32 1R MMD & 9% 5 % i =5, MMD i
P R 2 T R T e SR R A
TS PE AL BB O 25 T BRI T R B R
s 2 CHE 2™, B4 8 & 1 -9 (matrix
metalloteinase-9, MMP-9) J& T 3 Jii 4 J& 25 1 i #
RN B 5 v B il — A, AT fi 2 ol At i A B o
B, 7E 324 MLAE RN S PR i rp 22 3 R, IS
N iz 4 £ A ¥ (vascular endothelial growth factor,
VEGF)J&— Rl & H , al fie2f MMP 25 2k MU A I
B, (R RS R BT A I F-1
(stromal cell-derived factor 1,SDF-1)&IT4F K H &
IR JRE Bk R, nT e R AR B G 5 G ERS Lk
PO M N RS, B R GAE -1
(high mobility group protein, HMGB1) &2 —f & 5
R SVE ROV AR, 55 P S e 2t e B —
TERPAHICHE® . IEAFARMISERMT, 1% VEGF SDF-1
MMP-9 Fil HMGB1 7K *¥- 5 MMD & A= % J#& %% VI AH
K AW S BT I VEGF ., SDF-1, MMP-9 Al
HMGBI1 /K V-5 MMD 3 /il N H G R , B 7E
FimRIZW ATt 2 % SRIE T .

1 #RE5HZE

1.1 —fweR

PEHR 2017 4F 2 A 2 2020 4F 2 A A FEULA Y 90
il MMD 8 & R WF 5 4, A BRI : O F &
MMD 2 Wi bR, I 285 15 2 E 52 Sk U 25 P 2y Jik

ol K Bl ik mk M b 3h GRS 4R 6 43 A kP 2, BLAE:
A G S IS T B s QAR % : 18~60 %7 5 HE
BrbrifE . O EIFE IREA 2 E ; QB I H S5k
FR GBI BOBANE I 5 B3N ik ok A Ak S A
25 B 2k K TR 28 BT B0 A DA 2 BBk A s DI & A
PERAE I IR 58 I G 0T ARG # o ARPEA TC s 1
a3 R L 2H (n=50) F1 TG H i 41 41 (n=40) , FF AR P&
A 7 A A 2 SR A PN I R 0 SR R B A S I
21 (n=32) FUE i 4 Il 4 (n=18) , [R] i) 355 B ]
1T 7S B R A7 1 A6 19 40 191 i B 25 4 g %o BRLA
AW 23 A B B 24 A0 B2 B3 2t v, 2 B 2%
B RIE A
1.2 ik
1.2.1  IEIROR

TSP AR R LRI R PR
WA St
1.2.2 IfiL{% VEGF,SDF-1,MMP-9 fil HMGB1 /K
S

8 R 25 B #R K L 5 mL, £/ 47 T EDTA
PLEEE T, 7E 3 000 r/min K 5.0 10 min, #E47 250
UUOEAN ML, 43 2 B WG & T -80CKAE A7, R
JH T B 50 72 W% B i 5 (enzyme linked immunosor-
bent assay, ELISA) 7% I *€ Ifil 7% VEGF. SDF-1,
MMP-9 Fl HMGB1 7K -,
1.3 LS bR

X} HE H i 2H TG M i 4 R %ok BE 2H g ) AR
W% R R I OB R WA BB Al 3 VEGF
SDF-1.MMP-9 Hl HMGB1 7K V- ; @ X% bt % B fisi 1y
+B I 2 RN EEE PN O 4 I ¥ VEGF . SDF-1
MMP-9 HlHMGB1 7K*F-; 353#T 1L VEGF .SDF-1
MMP-9 5 HMGB1 4 1
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1.4 Gtk

K SPSS 20.0 FRAF -1 75548 43 # , 1 B Bk
Ph(x+s)F7n, PRALIA] LERAT ¢ K3, 22 IE S 0 A 45
705 [] A 6% % ] Spearman #H 563 B L LIAH 36 £
B r FoRWIGORHA AR DG , P<0.05 2 5 A it

W2 N
-9

2 #R

2.1 34IGIRGER L3

I 2H L TJC Y I 2H K X6 B CH A L A RS
I B L 1R I W PR e B A R L R 25 S TS T
EN(P>0.05), WFE1,

F1 3HEBKBRLLE [n(%),x+5]

Table 1 Comparison of clinical data of the 3 groups [n(%),x+s ]

21 51 n Wi AR g F PN B PRI S
Faal(1EE 50 30/20 37.65+6.04 12.53+2.84 8(16.00) 4(8.00) 13(26.00)
TG gl 40 24/16 35.98+5.88 13.17+2.87 7(17.50) 5(12.50) 12(30.00)
popiiEeEl 40 23/17 36.29+5.94 - 5(12.50) 3(7.50) 10(25.00)
Flt/y {8 0.072 1.021 1.057 0.408 0.744 0.289
P1E 0.965 0.363 0.297 0.816 0.689 0.865

2.2 347 VEGF. SDF-1,MMP-9 1 HMGB1
K- 5%

3 4117 VEGF ,SDF-1 ,MMP-9 fil HMGB1 7K
A EE L A>T > R, 22 R A Gt
U (P<0.05), WFE2,

2.3 BB PN S o 2R SRR A P O 4 O
VEGF ,SDF-1 . MMP-9 fl HMGB1 /K b 45

o5 /5 Y IfL2H 1L VEGF , SDF-1, MMP-9
FITHMGB1 /K2 TR mip th i 4, 25 5 B
GiiterE L (P<0.05), W3,

%2 [ VEGF.SDF-1.MMP-9 1 HMGB1 7K Lb 8 (x+5)
Table 2 Comparison of serum VEGF, SDF-1, MMP-9 and HMGB1 (x +s)

21 51 n VEGF(pg/mL) SDF-1(pg/mL) MMP-9(ng/mL) HMGB1 (ng/mL)
H i 2H 50 414.58+22.39" 217.56+22.48" 563.28+30.44" 20.14+3.10®
7ot i 28 40 324.79+16.23" 118.95+16.04" 414.20+25.69° 11.27+2.55°
bopiizEs 40 63.37+8.26 67.79+8.11 251.14+20.35 3.85+1.06
F1a 4850.845 895.540 1577.160 493.461
PA 0.000 0.000 0.000 0.000

1 50 A L, *P<0.05 ;5 % BRA4H T4, PP<0.05.,

R 3 BREAA A0 E AT M 4A M 7E VEGF ., SDF-1.MMP-9 #1 HMGB1 7K (x+5)
Table 3 Serum VEGF, SDF-1, MMP-9 and HMGBI levels in the mild and severe intracranial hemorrhage groups (x+s)

21731 n VEGF (pg/mL) SDF-1(pg/mL) MMP-9(ng/mL) HMGBI (ng/mL)
P H I A 18 408.26+20.39 204.11+19.85 554.37+26.08 13.96+3.78
P H I A 32 384.50+15.96 175.24+15.08 490.22+17.95 10.21+2.44

il 4.567 5.790 10.276 4.265

P{H 0.000 0.000 0.000 0.000

2.4 [fil. VEGF,SDF-1 ,MMP-9 fil HMGB1 7K~F- %}
MMD P &% G824 S ROC 14 53 #r
ROC £/ #r 7% , VEGF . SDF-1 . MMP-9 Al
HMGB1 7K B¢ A K MMD (1) S8 | BH A 10
B0 B BFY 1A 0000 {20 3 T B RS I 22 S AT e i
M (P<0.05), WLF4FE 1,
2.5 I VEGF.SDF-1 MMP-9 5 HMGB1 HAH A
Spearman #H 3¢ 43 #1278 , 1.7 VEGF-C (r=
0.381,P=0.012) .SDF-1(r=0.377,P=0.010) ,MMP-9

7K (r=0.358, P=0.002) 5 HMGB1 £ 1F A e
W2,

3 it

UEAFSR , MMD it P 3 I A 95 38 i 4 F T
e, B BRI TR B, ™ B R
LA, ZHRWTTERY], MMD & —Fh 22 3k ] j A4
P, HLRAE A BE SO AR S IR 70 St e T
B 240 10 2 A2 5 MMID A KR AR OGT
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&4 I VEGF.SDF-1.MMP-9 #l HMGB1 7k £33t MMD Tl 35 6 2 4%
Table 4 Blood VEGF, SDF-1, MMP-9 and HMGBI levels on MMD predictive performance parameters

By AUC 95%CI UM (%) 45RFE (%) FHMEBINME (%) BAPEE (%)
VEGF 0.753  0.619~0.888 84.76 67.00 82.33 80.15
SDF-1 0.682  0.533~0.830 80.63 64.28 78.26 75.82
MMP-9 0.597  0.437~0.756 74.56 57.82 72.55 68.54
HMGB1 0.640  0.482~0.798 7745 60.46 77.85 75.76
VEGF+SDF-1+MMP-9+HMGB1  0.868  0.760~0.997 95.68 81.23 85.86 83.27

ROC ffij £k

il £ U5t
— VEGF
~——SDF1

MMP9

1.0
0.8+

0.6

@

E 04

024"

00 02 04 06 08 10
15tk

&1 11 VEGF.SDF-1,MMP-9 1 HMGB1 7k ROC Hi £k
Figure 1  Analysis of blood VEGF, SDF-1, MMP-9 and
HMGBI levels on ROC curves

w | A B w| C
- 450 °
360 < 5 oo

i B A-C 230 1L VEGF \MMP-9 L) & SDF-1 7K F- 5 HMGB1
PR AR JCPE R 7R o
B2 I VEGF.MMP-9,SDF-1 5 HMGBI1 R85 4
Figure 2 Correlation between serum VEGF, MMP-9,
SDF-1 level and HMGBI1z

MMD Fi P H i o] S 850 i % A - ik g 2,
B AL MMP #0005 20 A PR 00048 305 1 9 I R
iAE . FRSRFSE R, i VEGF .MMP-9 /K- 5
MMD fii P H I 2 A % e s B AR 5

MMP J2& B85 4 fi 1 26 11 Tﬁ%éﬂﬂﬂ’@%%

J5 W i AN EE ¥ . MMIP-9 & MMP & % — 01, J&

92kD [14) JE It , T oA i 200 i /356 I 2 o B 4, 7 I
AL 2O R AR IR, B R ) i I A 5 e )
BT, TR 0L B B 1) S8 M K AR IV LV R
52 BRI 440 it A7 5 B T A S0 A RE A
VEGF J& B A A W 16k 0 A 1, 2 e I P B2 R
K TRl S | S 1), BB A% A 5 1 A 0F P Bz 40 i 3
B, 155 008 A A BB il A 30 a5, BOPE A AE
I Il A5 AR P B B 2R . VEGF REfE
A 8 A K OIF BOE  2 ANMEATS PR Rl 4 R
G55 1 1T BB R o 48 2R G0 B 2 0 I R 4
JE A2 3 154 B R0 5 ik 2B K 5 AT A P Bz 4 3

AR TR A A T B, DT 4035 A 3 5 [ B ] 1
O 0653 35 1, R RS TR AT R I A B e, 7
IEHIEOLT , VEGF 78 A i 28 vh 3RIK R i, 72 1
RN 6 F A5 S VEGF 383k SDF-1
Etw%e X A 7 KL A4 £ 2 B3 R g LS e
TS LA B A R U R e 2 R 0B 4 45 A
FEEE R TP AT S EAE R, MRS 5 32 & CXCR-4
2559 W SDF-1/CXCR-4 A=Wl , 3138 i 306 15 5

i % 2238 F R A0 M O 75 0B AR i AR R
HMGBI1 ZIEAE AR ORSE S E N, FEAET
FAZ M A P, AT 25 40 oy A 3 5 T B
GBI, FE S 1 AR FIG YT A e

AH M5 7R , MMD BB 44 [fiL 7% TIMP . MMP-9
K FE A WA AR T X — WA
VLM% VEGFE . SDF-1 . MMP-9 1l HMGB1 /K V-
5 MMD /it N H i £85I AE R
15 i I A A AE A o o3 B HE R AT BE Dy - IR
VEGF ,SDF-1 ,MMP-9 £l HMGB1 7K - i Ji [ i# il
N Bz ANEE S, 5 0t i o B T O B s s v L
S FP R B B S SN, DA TTREE IS 1l A
SV S I RE S, SR I, ROC £k
Sy Mk — B UESE T, VEGE, SDE-1, MMP-9 I
HMGB1 /K- X MMD (56 H R 8w . 5 HAFIE
ARV R AR5 R 1 — 25 A A AN TR R 2 it P o o
A 175 VEGF ,SDF-1,MMP-9 fl HMGB1 /K-,
ZE BPLUR L% VEGE . SDFE-1 . MMP-9 1 HMGB1 7K
ST H U PN S O P E R B, R R RS
P2 . Spearman A543 #7 #2278 HMGB1 /K-
Bl VEGF-C.SDF-1.MMP-9 /K b & . ABF5E AT
FELL T LSS cREAS A/, H A A BB/
TE T — Ry KA R IFY KL,
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The value of AT-IIl activity, NT - proBNP detection combined with GRACE

score in evaluating the long-term prognosis of NSTE-ACS patients

WANG Lixian*, CHAI Bolan', YANG Yingbo', WANG Xiaowei*, ZHANG Dongqin’

(1. Department of General Medicine , Baoding First Central Hospital , Baoding , Hebei, China, 071028 ;
2. Department of Internal Medicine-Cardiovascular, Baoding First Central Hospital, Baoding, Hebei, China,
071028; 3. Department of Geriatrics, Baoding First Central Hospital, Baoding, Hebei, China, 071028)

[ABSTRACT] Objective To analyze evaluation value of antithrombin ( Antithrombin-IIl , AT-1I ),
N-terminal pro-brain natriuretic peptide (N-terminal pro-brain natriuretic peptide, NT-proBNP) detection com-
bined with the global registry of acute coronary events (GRACE) scores for the long-term prognosis of patients

with no-ST-segment alevation acute coronary syndrome (NSTE-ACS). Methods The clinical data of 100

AR B ARE TA XA B (182F327)

YH AL R TE— PO ERARESF—H, T, 4RE 071028
2BEWH—FCERSmE R A, T, &E 071028
3MREWH —F S EREFARA, T, HRE 071028

*BAZAEH TR, E-mail : 251146759@qq.com



BRI SR 4 20204612 7 5124 451241 J Mol Diagn Ther, December 2020, Vol. 12 No. 12

- 1723 -

NSTE-ACS patients admitted to our hospital from January 2015 to January 2018 were selected. In the end, 94
patients who met all the inclusion and exclusion criteria were regarded as the NSTE-ACS group, and the GRACS
scores of all NSTE-ACS patients were calculated and they were divided into three subgroups [low-risk group (n=
39), intermediate-risk group (n=34) and high-risk group (n=21) ]. 60 patients with suspected coronary heart dis-
ease who were hospitalized for suspected coronary heart disease and confirmed by coronary angiography as the
control group were 60 patients with normal blood flow and complete clinical data. The difference in AT- Il activi-
ty and NT-proBNP level between the NSTE-ACS group and the control group was compared, and the ROC curve
was used to analyze the AT-1Il activity, NT-proBNP level, GRACE score and the predictive value of the combina-
tion of the them for the poor prognosis of NSTE-ACS patients. Logistic regression analysis was used to analyze the
risk factors affecting the poor prognosis of NSTE-ACS patients. Results The activity of AT- Il in the NSTE-
ACS group was lower than that in the control group, and the level of LgNT-proBNP was higher than that in the
control group, differences were statistically significant (P<0.05). Comparison of AT- Il activity in the three sub-
groups of NSTE-ACS: low-risk group>medium-risk group>high-risk group, NT-proBNP level comparison: low-
risk group<medium-risk group<high-risk group, the differences were statistically significant (P<0.05). As of the
end of the follow-up, a total of 26 cases of 94 NSTE-ACS patients had MACE, 68 cases had no MACE, and the
prognosis rate was 27.66%. They were divided into MACE group and MACE-free group.There were statistically
significant differences in age, low-density lipoprotein cholesterol, left ventricular ejection fraction, AT- Il activi-
ty, LgNT-proBNP level, GRACE score and smoking between MACE group and MACE-free group (P<0.05).
Left ventricular ejection fraction, AT- Il activity, LgNT-proBNP level, GRACE score are the multiple factors
that affect the poor prognosis of NSTE-ACS patients (P<0.05). The area under the curve of the joint test index is
the largest. Conclusion The AT- Il activity and LgNT-proBNP level of NSTE-ACS patients are different from
those of patients without coronary heart disease. AT-1Il activity, LgNT-proBNP level and GRACE score are inde-
pendent risk factors that affect MACE in patients with NSTE-ACS. Combined detection of the three indicators can
be used as an effective means to predict the prognostic concurrent MACE of patients.

[KEY WORDS] AT-II activity; NT-proBNP; GRACE score; No-ST-segment elevation acute coro-

nary syndrome; Long-term prognosis
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GRACE -4 Jt = # Bk & X%} NSTE-ACS & Fil J5
AN BT {5, SR Logistic [81 U5 43 £ 52 Wi
NSTE-ACS B Hia A RGN 2, P<0.05 2%
SHEAGIT#E X

2.1 241 AT-MEM:  LgNT-proBNP /K- Fb 4

NSTE-ACS 41 AT- T & A T X% R4, LgNT-
proBNP 7K -5 % B4, 22 R A7 g it 22 3 L (P<
0.05). WLFEI1,

K1 2HEEAT-NFEM LgNT-proBNP K ELLEE (x+5)
Table 1 Comparison of at - Il activity and lgnt proBNP

level between the 2 groups (x+s)

4151 n AT-M (%)  LgNT-proBNP
NSTE-ACS 41 94  90.37+13.41 2.83+0.56
X R e 60  96.87+13.85 1.65+0.44
Ml - 2.896 13.819
P - 0.004 <0.001

2.2 341 AT-M 35  LgNT-proBNP /K- b 45
4 AT- I P FO R ARG 2H > h e > 16
41, NT-proBNP /K- [L & AR fe 4l < fE 4 <
H, ZRAGIEE L (P<0.05), K2,
%2 34HAT-M;EM  LgNT-proBNP 7K FLLEL (x+5)
Table 2 Comparison of at - Il activity and lgnt proBNP

level in 3 groups (x+s)

4151 n AT-M (%) LgNT-proBNP
RfEH 39 92.31+12.79 1.66+0.73
i fE e 34 87.83+11.59 1.88+0.87
[y o] 21 84.49+10.26 2.29+0.76

FiH - 321 4.34

P1H - 0.045 0.016

2.3 94 {fil NSTE-ACS H 3% 1 J5 15
BT 45 9, 94 19 NSTE-ACS H 3% 3k 26 1]
I MACE, il 5 A R 27.66% o
2.4 SR NSTE-ACS B3 IS A KRR ZE T
MACE 41 5 JC MACE 44 iy K E R E A
JIEL 1 220 2 3 0 04 AT- T 4 . LgNT-proB-
NP 7K *F- . GRACE P43 S W 0 2 8] bb 4ss 25 5+ 2 A
Giiterm L (P<0.05), W3,
2.5 FUNNSTE-ACS BE TG AR 2R R T
70 2 5T M43 8k AT- 1135 ¥ . LgNT-proBNP
7KF .GRACE P43} 52 i NSTE-ACS & H B il
JEARRMZHRE(P<0.05), W4,
2.6 AT-IIi%1 . LgNT-proBNP /K3 . GRACE P£5
R =HBA X NSTE-ACS H# T A K AT 1
AT- T 7514 . LgNT-proBNP /KF- . GRACE ¥4}
R = WA T w4y 518 0.883.0.900,0.831
0.997 4 FR bR RZE T LB SR i A, R 1,
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Table 3 Univariate analysis of poor prognosis in NSTE-ACS patients [n(%) ,x +s ]
5 MACE # (n=26) JEMACE 4 (n=68)  x¥t{H PiH
5 Lz 16(61.54) 40(58.82)
& 10(38.46) 28(41.18) 0.058 0-810
(%) <60 23(88.46) 27(39.71)
. <0.
=60 3(11.54) 41(60.29) 172957 0-001
BMI(kg/ni ) >24 12(46.15) 31(45.59)
<24 14(53.85) 37(54.41) 0-002 0-901
A 13(50.00) 36(52.94)
o I 0 B ¥ 13(50.00) 32(47.06) 0-065 0.798
H PR s H 11(42.31) 20(42.65)
G 15(57.69) 36(52.94) 0.040 0.841
Hth =& (mmol/L) 1.6420.71 1.71+0.69 0.437 0.664
1o 2 i g 2B 11 IEL T (mmol/L) 2.45+0.69 2.37+0.65 0.525 0.601
0% B Mg 25 P IE [ % (mmol /L) 1.09+0.53 1.41£0.65 2.240 0.028
JSJH [ B (mmol/L) 4.63+1.18 4.71£1.15 0.300 0.765
RO ES A% (%) 56.47+13.96 63.81+12.58 2.454 0.016
AT-M (%) 86.97+11.59 93.67+12.83 2.324 0.022
LgNT-proBNP 2.17+0.57 1.45+0.39 6.999 <0.001
GRACE 1143 (43) 145.96+32.36 111.15+27.38 5.239 <0.001
2 = 24(92.31) 27(39.71)
. <0.
&5 2(7.69) 41(60.29) 20.969 0.001
F4 HMMNSTE-ACS BEEHIUBMEARHNSEZNH
Table 4 Multivariate analysis of poor prognosis in NSTE-ACS patients
AN mHZRE FRUER Wald/y  OR 95%CI  P{H
AR (=60 % vs <60 %) 0.794 0.674 4.596 221  0.59~8.29 0.489
{15585 BE N8 A 19 IH [ 2 (>3.37 mmol/L vs 2.07 ~ 3.37 mmol/LL.)  0.896 0.973 4416 245 0.36~16.50 0.564
JE D EE S22 (<50% vs 50%~70% ) 0.734 0.155 4.268 2.08 1.54~2.82 <0.001
AT-TE P (IEH vs 3 FEAIG) 0.812 0.158 4.165 225 1.65~3.07 <0.001
LgNT-proBNP 7K F-(IEH vs 58 F+ ) 0.881 0.135 4269 241 1.85~3.14 <0.001
GRACE 1143 (1IEH vs S0 FAR) 0.867 0.148 4378 238 1.78~3.18 <0.001
AR (G2 vs 75) 0.753 0.894 4.324 2.12 0.37~12.25 0.451
1.0 ROC Wl?ﬁ: . A b e<a Y
g Framingham .0 JJERFFE 1 UCH H O 1A B0 B9 16
R, &M ACS fEF 1o R Gepigk B 30, bt
s % GRACE W4 R4 """, W5 7R, GRACE 143
E N ) — S,
= 0 - AR TN ACS £ 25 B N A B & 4 MACE 1
— AT-TI
 LaNT e JLR G se TR A — e M E .
— SEBEAK N o \
554 NSTE-ACS # H sl ik EE AL e B 24 | i/

0 0.2 0.4 0.6 0.8 1.0
14554

1 AT-T7EME  LgNT-proBNP 7K £, GRACEiEH K
=HEBA X NSTE-ACS BEE A R B HNMNME
Figure 1 The predictive value of at - Il activity, Ignt
proBNP level, grace score and their combination on

poor prognosis of NSTE-ACS patients

NSTE-ACS /£ b —Fh & 4 if) 22 [ Rl , 23R
AR TR R RN RS 5%, A

MRORG BEE SRR 58 1L PR~ 0% A AR T B | ) et fk
PR TEERHZET R . IERIEOUT , BEIm L%
RGN TS AR, XA Y IR 28 5 AR i A
REGEE B EEEENEN . YPLERLT
RS, AR T B JLA R R . i AT-TI
DU AR I 3% A PR 1 P v S ZE R B, RIAT
0 SF 5% Ao it , 2RI 00 ) AR il PR A L DA
RAEYEEVER o Kolluri 25" B 5% % 1 NSTE-ACS
BERN AT- S PR O AR IS, BAEh
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Logistic [1] 5 73 #7 45 2R i 7 % B AT- 136 14
LgNT-proBNP 7K~F- . GRACE 43 %} NSTE-ACS £
kA MACE HAT R A5 S AN {8 5 177 ROC il £k
A3 I HE— 25 2 s I G I =8 A T A A i A
FH W5 I & MACE A 3% B .

2% | ,NSTE-ACS H:# AT- I3 LgNT-proBNP
TS T AR O A BE ; AT- T M . LgNT-proBNP
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Expression and clinical significance of NOS, DPP and TFAR19 in patients with
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[ABSTRACT] Objective To analyze the expression and clinical significance of nitric oxide synthase
(NOS) , dipeptidyl peptidase (DPP) and Apoptosis-associated protein 19 (TFAR19) in patients with cataract.
Methods 64 patients with cataracts admitted to our hospital from May 2017 to May 2018 were selected as the
observation group, and the normal sclera tissue around the disease was selected as the control group. The NOS
level and the expression of DPP and TFARI19 between the observation group and the control group were com-
pared, and the relationship between the expression of NOS, DPP, and TFAR19 and the clinical characteristics

of cataract patients was analyzed. Logistic regression model was used to analyze the independent risk factors that
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affect the prognosis of postoperative visual acuity of patients. Results The NOS level of the observation group
was higher than that of the healthy group, and the positive expression rate of DPP and TFAR19 was significant-
ly higher than that of the control group (P<0.05). The expression of NOS, DPP and TFAR19 was closely relat-
ed to the age of patients with cataract (P<0.05), and was no significant correlation with the gender, different
types, combined diabetes, and high blood pressure (P>0.05). Gender, different types, and combined hyperten-
sion are not the single factors that affect the prognosis of postoperative vision in patients with cataract (P>0.05).
Age, combined diabetes, NOS, DPP, and TFARI9 are the single factors affecting the prognosis of patients
with postoperative corrected vision (P<0.05). The conditional single factor was selected and further analyzed by
the unconditional multivariate logistic regression model, and it showed that age (=65 years) , NOS expression
(high level) , DPP expression (positive) , TFAR19 expression (positive) affects are independent risk factors
that affect the prognosis of postoperative vision in patients with cataract (P<0.05). Conclusion NOS, DPP,
and TFAR19 are highly expressed in patients with cataract. The expression of NOS, DPP, and TFARI19 is close-

ly related to the patient’s age. Excessive expression of the above indicators will affect the prognosis of corrected

visual acuity after surgery of patients.
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Figure 1 Immunohistochemical staining (SP, x500)
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postoperative corrected visual acuity in cataract patients
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Application effect of early hemoperfusion in patients with acute paraquat
poisoning
JIAO Wenming, GAO Yongxia*, HU Deliang

(Emergency ICU, The First Affiliated Hospital of Nanjing Medical University/ Jiangsu Province Hospital , Nan-
jing , Jiangsu, China, 210029 )

[ABSTRACT] Objective To explore the effects of early hemoperfusion on serum levels of creatinine
(CREA), uric acid (UA), total bilirubin (TBIL) and inflammatory factors in patients with acute paraquat poi-
soning. Methods Between July 2015 and July 2020, 102 patients with acute paraquat poisoning were select-
ed and divided into the control group (comprehensive treatment plan) and the observation group (early hemoper-
fusion based on the treatment of control group) by random number table method, 51 cases in each group. Thera-
peutic effects of the two groups were compared. Liver and kidney function indexes (CREA, TBIL, UA) and se-
rum inflammatory factors [ Procalcitonin (PCT), high sensitivity C-reactive protein (hsCRP) ] in both groups
were observed before and after treatment. The 7-day mortality rates and sequential organ failure assessment (SO-
FA) scores of the two groups were recorded. Results The total response rate in the observation group was sig-
nificantly higher than that in the control group (P<0.05). After treatment, CREA, UA, TBIL, PCT and hsCRP
in both groups were significantly reduced, which were significantly lower in the observation group than in the
control group (P<0.05). The 7-day mortality rate in the observation group was significantly lower than that in

the control group (P<0.05), and the SOFA scores were significantly lower than those of the control group on

A AMEB LK | RAF L4 (BK2018517)
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the 2", 3" and 4" day after treatment (P<0.05). Conclusion Early hemoperfusion can effectively improve the

clinical effects of treatment for patients with acute paraquat poisoning. It has a significant effect on reducing liv-

er and kidney damage and inflammatory factor levels, reducing short-term mortality and improving prognosis.

It is expected to be an effective treatment for patients with acute paraquat poisoning.
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Correlation between expressions of serum MIP-3a, CA125 and stathmin and

prognosis in patients with esophageal cancer
LI Min, LIU Xiufen*, LU Jingwen
(Department of Pathology, South Hospital of Shanghai Sixth People’s Hospital, Shanghai, China, 201499)

[ABSTRACT] Objective To investigate the correlation between the expressions of serum macrophage
inflammatory protein-3a (MIP-3a), carbohydrate antigen 125 (CA125) and stathmin and pathological charac-
teristics and prognosis in patients with esophageal cancer. Methods A total of 102 patients with esophageal
cancer (esophageal cancer group) admitted to this hospital between January 2015 and March 2017 were select-
ed. 102 healthy subjects with physical examination were included as the control group. 5 mL of cubital venous
blood were collected from the enrolled patients and healthy subjects in the early morning on an empty stomach,
and the levels of serum MIP-3a, CA125, and stathmin were detected by enzyme-linked immunosorbent assay.
According to clinicopathological characteristics, 102 patients with esophageal cancer were grouped. The levels
of serum MIP-3a, CA125, and stathmin were compared between the groups. All 102 patients were followed up.
The deadline for follow-up was March 2020. The survival status of the patients was recorded. The receiver oper-

ating characteristic curve (ROC) and area under the curve (AUC) were used to analyze the predictive value of
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serum MIP-3a, CA125, and stathmin on prognosis, and the correlation among serum indicators was analyzed.

Results  The levels of serum MIP-3a, CA125, and stathmin in the esophageal cancer group were higher than

those in the control group (P<0.05). The expression of serum MIP-3a, CA125, and stathmin in patients with

esophageal cancer were significantly correlated with the maximum tumor diameter, clinical stage, differentiation

degree, invasion degree, and local lymph node metastasis (P<0.05). The 3-year survival rate of 102 patients was
39.22% (40/102). The AUC value of combined detection of the three indicators was 0.974, which was signifi-
cantly higher than that of single indicator detection (P<0.05). Serum MIP-3a, CA125, and stathmin were signifi-

cantly positively correlated with each other (=0.428, 0.479, 0.449, P<0.05). Conclusion

Serum MIP-3a,

CA125, and stathmin are highly expressed in patients with esophageal cancer, and they are significantly related

to the tumor’s maximum diameter, clinical stage, degree of differentiation, degree of invasion, and local lymph

node metastasis, which can be used to assess the progression of the disease and judge the prognosis of patients.
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BRI MIP-3a .CA125 . Stathmin 7K -4

R

*1 FAIME MIP-3a,CA125. Stathmin 7K F L8 (x£5)
Table 1 Comparison of levels of serum MIP-3, CA125 and

Stathmin between 2 group (x+s)

L ERHAGIHE L (P<0.05), WE1,

MIP-3«x CA125 Stathmin
21 51 n
(ng/L) (U/mL) (ng/mL)
EAEA 102 3243+6.60  42.90£12.06 15.3524.43
XTHEZ] 102 10.05+3.57  15.31+4.15  6.28+1.89
tHH 30.122 21.848 19.019
PH <0.001 <0.001 <0.001

2.2 iy MIP-3a .CA125 ., Stathmin %% ik 5 llfs RSk

HRRE 1Y 56 2R

4595 HB 3 I3 MIP-3a . CA125 . Stathmin 3¢
K5 R B KA IR R A I AR R R R
S BRI L 45 e B BT B 3 Y G BE PR (P<0.05) .

2.

2.3 FET-HH 505 4 1ML MIP-3a . CA125 . Stath-

min /K L

102 7] f 35 3 47 HE A7 R N 39.22% (40/102) ,
FE T4 1L % MIP-3« . CA125 | Stathmin 7K - 14 %
THWH, ZRHASIT#E XL (P<0.05) .

*3.
2.4

T T A {5 B

B B I MIP-3a .CA125 ., Stathmin X}

B8 B LT MIP-3a, CA125 ., Stathmin 15

+£2 IMiEF MIP-3a.CA125. Stathmin RiZ S KRFIEEFERAFE R (v+s)

Table 2 Correlation between expressions of serum MIP-3, CA125 and Stathmin and clinicopathological characteristics (x +s)

MIP-3a

CAl25

Stathmin

I A B AR 1iF F P F P F P
RFR AL R I
) L) 71 32.87+6.44 . 43.25+12.23 15.23+4.25

% 31 aladegop 0975 0334 1l 049 0655 (LT D 0374 0710
AFIE (%) <55 25  33.05%£5.21 44.91+13.82 15.49+4.56

=55 77 203701 020 0538 o opennas 0872 0389 ooy 0179 0859
Mg KR (em) <5 45  30.96£5.72 39.43+12.66 13.69+4.28 .

— 7 33m0u705 2084 0040 T 26120011 S T 3525 0.001
I B S AR 95 81  32.29+6.96 42.42%11.75 15.30+4.43

i di 21 3206s5.10 0490 0027 tai13g3 0723 04T6 ooy 5e 0190 0846
I A 433 I .08 63  3097+6.57 40.24+11.94 13.83+4.09

11 :1)] 30 34.79x6.01 008 0003 o0y 09 2985 00040 og s gy 4920 0000
AR %4531k 32 34.61%6.03 47.81£11.24 16.62+3.42

ha1k 39  33.35£6.19 7.006 0.001 44.44+12.60 8.618 0.000 16.40+4.31 9.266 0.000

=ik 31 29.02+6.51 36.30+9.22 12.70+4.46
Jih 2 R AL B 29  33.01+6.48 42.35+12.08 15.56+4.86

P 33 32.74+7.03 0.351 0.705 43.64+11.81 0.097 0.908 15.29+4.98 0.048 0.953

B 40 31.76%6.60 42.68+12.51 15.24+3.65
IR ALUZ M 66  34.14+5.94 45.70+11.76 16.19+4.28

HLZ b 36 2020668 0% 0001 oo cciiop 339 0001 o an g5y 2080 0009
Rk s R 62 34.92+5.70 48.16210.57 17.36+3.48

G 10 28672607 270 0000 o aiggs 0088 0000, 039y 0762 0.000

L2 Qe oAl O N 5 AT 7 O = 1

®3 WTASEFEAME MIP-3a0.CA125, Stathmin 7K F
bbgE (v£s)
Table 3 Comparison of levels of serum MIP-3, CA125 and

Stathmin between death group and survival group (x+s)

o MIP-3a CAI125 Stathmin
215 n
(ng/L) (U/mL) (ng/mL)
T4 62  3559+5.63  49.20£10.08  17.77+3.55
fEGd 40 27544477 33.13+£7.52  11.59+2.69
tE 7.474 8.638 9.409
Pl <0.001 <0.001 <0.001

AUC fH ,
=4 K1,

B S T R — 8 b A I (P<0.05) , UL

2.5 G EHINTE MIP-3a .CA125 . Stathmin 7K

RRPRIPS e N

B B LY MIP-3a 5 CA125 2 i 2 1F
5 (r=0.428, P<0.05) , MIP-3a 55 Stathmin 7K°F &
52 F 4126 (1=0.479, P<0.05) , CA125 5 Stathmin

IR 5 2 T A6 (r=0.449, P<0.05) o
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4 BEEEEME MIP-3a.CA125. Stathmin X3 FJ5 HI U B 5 47

Table 4 Predictive value of serum MIP-3, CA125 and Stathmin on prognosis of patients with esophageal cancer

Ei=L7D A AUC THURIE (%) BT E (%) LIBFEEL 95%CI
MIP-3a 31.31 0.870 79.03 80.00 0.5903 0.789~0.929
CA125 42.44 0.896 79.03 87.50 0.6653 0.820~0.948
Stathmin 14.64 0.905 83.87 90.00 0.7387 0.831~0.954

1A i) - 0.974 96.77 92.50 0.8927 0.922~0.995

R (%)

10 H —— MIP-3a
3 — CA125
—— Stathin

20 H piStxiai]

0 20 40 60 80 100

1-RE5E (%)
E1 R|EEEEME MIP-30,CA125, Stathmin FI FE
# ROC M &

Figure 1 ROC curves of serum MIP-3, CA125 and Stathmin

in predicting prognosis of patients with esophageal cancer

3 itip

B AR R B P 8 T R R 1 T A
TR 2 — I PR X TR IR T B A
R G 80k T B I BUE | 328 & Lk
TG AL LY TR s o 0 A I DR S A Ry
A —E R BN B A U PEAL

CA125 f2 8 2 (1) P S0 A Chi i 2 — , a9
71 B B - B A0 M e 3k, R R AR AN i IR T,
$ 3 [N R e B O Tl B QA
Yo WA IRGERR, CA125 & A R ML, 1
i 1A Y 3 iR 8 b 28 W T o DI B
SRS /NG AR K B IR DE T
GBI R, B4 BE CA125 RikK
- 2 TR, CA125 AU A B s Wiy
1B, 25 B3 TS S N % 2 — . MIP-3a
J& HH CCL20 FE R 2 1y i Ak M 20 L TR 7, 5
120 M % 8l 25 R M s By A7, 3 3k 9 B 2 4L
140 5, 2 5 AL R 3 5 P 40 iR, ]
T A AN [) 1 B A e U 5 A 2 B
1278 BB A LI, H AR KKV 5 8% M g
Efe BB sk R FREE ) R WUE m UM L,
%6 %6 S 2F U W HRGE BRIl BRI T MIP-3a
() 22 Rk 7K BH g T, RS2 T KA B A
S P 1Y DI ME L Stathmin 2 Y 149 D2 5L 21

TP TR A SR R A B ER AL R YT B BT Y
M) 248 Jf PN A4 3R 8 1% Bl g - i R e A4 L 3 B
Stathmin B R 1k 5 2006 P FFEAR , A2 S0 |/ A R
G, BRI AL AR o U R A R IR
SEeE AR IE KB, B4 i ARE LY Stathmin
B TR, DL T fe b 5 A
FE A . ARG REH =T S5 285 mm
RAEAEAE— 7 RHRE

AHFFEIN N 1ML MIP-3a, CA125 , Stathmin ¢
A S ER A O, B E A — &
(T R L PR ) BB R AT 3 AR B T, kB 3
AEA AR N 39.22% , SET- 4L E A B At LR $8 b
B W T 4. 4 ROC M4 A3 MriiE sz T Bk
I35 F8 AR X S BN . 3 — 202 B ke BRIk
ARG T I U A AUC {8 W 58 55 T B — A0,
I PR b AT 3 2o 356 A5 22 T A A 000 12 5 o) 70 /5 73
) R

ZE LTk B8 i B 1Y MIP-3a, CA125,
Stathmin 2 /5 33k , H -5 W9 i R A2 G IR 5 4
AR RV Rk A e B AT R G
B ANCA B T PP Ak i 1 1 SR O, o a] T
Je FAWT, HA 5 = I R I AN (EL

S 3k
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Ui FE BT 1 BTk DNA S5 B0 il

HERR-FTHRARTER ZRET ARk FhET BB
[ 2] BR SIS0 TTIRE R =R AR 81 se st aceA Y BUR. DNA 275 i .

Fik Witk DNA 5 BT 1T BRI A 53 85 T se st .aceA 1) IR (pDNA Salmo-
nella) , %75 e e P, 35— PR (A w38 WM EA T IV, DR B0 UE L 5 V01T [T JE K 4 DNA 255
TESCAT 5 5 PCR W AT LM . R L2413 = H )5 , pDNA Salmonella fix % 6245 K h
30.08 wg/mL pDNA . Salmonella YJ—1VE , B R4S, l 7E-20°C K IR AF , I FLYE SC I 7 & PCR R H
S5RNASHHAAGT LM, i pDNA Salmonella LA KU1 FF FAERGPE R AT 8 87 M, X 0F 5 &
SRR T M A i TR A Ry 4 i FE VT TR TR gPCR 255 I Al 114

[X#iR] okl DNA ARifEY) BT ; SERT2EE PCR; M1 9€V0 1] G

Preparation of plasmid DNA reference material for Salmonella typhi

NUSERETI Abudushalamu', YUAN Muyun®, LIN Xiaofeng ', XU Longyan®*, CHEN Yao'*

(1. School of Labotary and Biotechnology, Southern Medical University, Guangzhou, Guangdong, China,
5105153 2. Guangzhou Customs Technology Center, Guangzhou, Guangdong, China, 510623)

[ABSTRACT]
quences se, st, aceA of Salmonella typhi. Method A DNA fragment containing three target sequences (se,

Objective To prepare plasmid DNA reference materials containing the three target se-

st, aceA) commonly used for Salmonella detection and typing was cloned into PUC57 plasmid to construct
plasmid reference material named pDNA Salmonella. This plasmid reference material was co-determined in
quantity and evaluated with the stability and homogeneity. The substitution of the Salmonella genomic DNA
reference was verified using real-time quantitative PCR applications. Results The fIxed value of the pDNA
Salmonella was 30.08 pg/mL determined by multiple laboratories. The pDNA Salmonella is uniform and sta-
pDNA

Salmonella has good sequence accuracy and quantity traceability. This study demonstrates the feasibility of rap-

ble. Itcan be stored at —20°C for more than 1 year, comparable to genomic references. Conclusion

id synthesis of plasmids as qPCR reference material for identification of Salmonella.

[KEY WORDS] Salmonella; Synthetic plasmid standard ; Real-time PCR

VDI T (Salmonella, Sa) J& T Mk d& £l 7EHH 5
& EAE Y bR h G RN E YRR
JEAEE B A YD E R A I A R 2
500 "1, B 22 V0 1T (Salmonella enteritidis , SE ) Fll B,
1 FEYH 11 (Salmonella typhimurium, ST ) JE% 4% (5 ]
N Sa JBYL B E 1) 75% LA 1Y R, PRk 2 5 I
e VDT T IR BB, W it e A B S 2

AEMA ) R AEAFFIT XA B (2017A040405043 )

FURT VDT BB A A 0 5 ik A PR i e v, 3R
5 Mt 2RO (PCR ) S5 A% B A I B2 A B K e 7 —
FERERE E R T ARG T A FE RS BRSO
RSk 22 S5 Bk A o EJ H AT T PCR AR G N
ZF oy Z o E RN IEAT VDT ERTR Y 48 E A
RO A A B 2 A SR N 255 A e 5E
JI, TG DR A0 2 2% it v G S P 0 (L, SOKE T

YR IE. . AF EAKRERES AR K FRFAIR AL, S &R, 7 M 510515

2. T MEEFE RS, R, 7N 510623

*EAEAEE TR E-mail : yaoc@i.smu.edu.cn; ¥ %% , E-mail : xuly@ iqgtc.cn
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i s R IR AR TG A (] 52 6 2 ) A S 45
PEATXF LERIPEGY o St , A SE a0 A & T T
S S VAR Sl V1) IG T R S Y R DR R B Y T R
DNA S5 4 il , 9 U0 1] TG TR B A I 412 16 v 9
(A 505 W) T, A 280 TR D T A T G D
PR A 5 B ) Sk = 1R U

1 #REFE

1.1 LRSS R

MR IE VDT IR BEARE PR (CMCC50071)
S FEVD T T bR ME R PR (ATCC14028) , 7 4 V01 T H
FRUETE R (ATCC13076) (O 17 H 838 i A= P i b
PR L MR R L) . 2R AT A
BCAE (B A TRARAFD ; 5196 .
DNA 7 (R RSB By A BR A ]
1.2 BRIk

it N T AR I B V0 1] R aceA FE A
(GenBank: U43344.1) , SE %7 5 ¥ ¥ %1 se (Gen-
Bank: AF370707.1), ST #5514 5 %1 st (GenBank :
CP001363.1) LA 11 (% Fb A5 B8R 3 E — 2 (R AN SE A
B9 IR 15 51 1T M https : //www.ncbi.nlm.nih T 2% , 3
A 22 (8] A AH 9 3 8 R Bt aagteg BT ) , I sl
F| pUCS7 1 LAJE i 55 40 J5T K pDNA Salmonella , 3
Py AL Tt — 2508
1.3 JFORLal EE

i I B A M P K 3 R A3 66 BE A A
P (UV L) FE ok 4 B . 10 pl B VIR 1 FE
FH 1% SR EEE IS HEA T HL K, MR AT S 75 T BT EL
DU B A BRAIRE . B 1 L BRI UV ki
HRE i 7E 260 nm L 280 nm I B A T IROE
JEE {8 (A260 . A280) , 4fi DNA fi A260/A280 v A K
T 1.8,/NF 2.0 (.
1.4 5y veAam

HURE Fi B (JIG1006- 1994 — 2% b 1 9 3 5 A
BV ) HEA7 0 284k (UV 35 (/R PR 1
L) 43 BT pNDA IR [E] 32 5] B2 R N 245 BE

BEHLZESE 10 4 pDNA, JE BRI )2,
2R JZHEE 1 WL MR ARE A, AR 7 22 43 Hr (F-1
WO AIPE, BEPLIESE 10 4 pDNA, JFH UV
SNt R TR R IR 1 L A 3K B A{E . i
177 22 AT (F RSB ) 43 B 2 245 SR 1A 7 I W
[ 570k . IR 4 1SO 38/ 35 1 FH i B8 Ak
PDNA 43245 S EU 35 S0 AN 2 1 Tk

1.5 FEtEHE

VRIS UL B PR 7 R 20 CIR IR PR AR AR
FEMEE S AR bR , BT BEDLAME 3 X BT A DNA
S5 W) T R BE AT I, S 4, AR $E ISO
F6 1 35 1 AR DAL B (] CR AT () A e M I 0F
FlRRE PERTAX R 27 1) o AN 2 5 1Y) BT iR o
1.6 &l

pDNA K H 8 5 52 3 &5 Wip W) e {H 1) 7 ik a4 7
FRUEAE B0 5, T8 430 R LR 8 e 5 4 G TG 56
T TA 25 2H 5508 T B AR A 45 4 85000 S kG 2 L T 4 B
P (RS- 2 A7 B e 22 e B8 KL
A I 45 R 17 BME 45 R DNA A5 HEY) T 1Y
PRUE(E, I 7T (A R 5 A AN B
1.7 W E BETTAL

HR 45 X pDNA #4341 PE K 1 B 1k e (A 45
I3 =T IR R AN B B SR 2T S AR E Y
JOT P s 1 AN 8 R T B SR AR R N B R . AR
P AN o B 00 A, B B oS i B e LA
FHF(k=2).
1.8 qPCR 5255

HRAEVD T I 2 PR 24H R/ 3.29 Mbp, pDNA R
/N5 179 bp, 4% BRI 28 XAk 5358 1 24 DNA Fl
20 JFR DNA 95 DUEL

6.02 x 10*(copies/mo1) X DNA mass concentration (g/uL)
660 x (DNA size bp) (g/mol)

SE RS 4] pDNA Fi1 gDNA 4351l 4 10 355
BRI, il £ 2x10°,2x10°,2x10",2x10°,2x 10 Fll 2x
10'copies/mL B AL il FH T2 57 qPCR Frifi i 2k .
qPCR B E 10 pM 514, PCRITZRUNT 43
SIAE 94°CF 10 min F194°C F 155,76 58°CF 45 s 3
T 40 MEFR. ST IR R/ MIE 1,

43 90K 5URE 2 2% i (pDNA) 13 [A 41 DNA
(gDNA) i B i 10°,10°, 10", 10°, 10° Fil 10'copies/
mL FHESH 0, IF — 0 =3 iE4T qPCR K2 55,
DUt T qPCR K i 4 BE 200% (o) MR (K)o DA
10" $% U1 A K 0 BE AR 984T 10 Y qPCR A, LA T
5 I F 26 (Limit of detection, LOD) 3 ¥4 qPCR
ARSI [ 38 G AT b E I 2 3 0
(e) MR (K) , LLPEAf pDNA X ¢gDNA i 1]
e
1.9 Hdlasrtrgeit ot

fdi i SPSS 12.0 F Graphpad 5.0 %k #4748 11
G0 AT B 2R T 2 . AR e

copies/pnL=
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Table 1 Sequence and source of Primers for salmonella

AR U514 PHF R IR
[ 105 FEHE PP 41 (se)  Forward : TCATTCTGACCTCTAAGCCG 141 bp GenBank : AF370707.1

Reverse : TCTGGTACTTACGATGACAACTTC

BRI TR S R 5 (1)

Forward: ATTTCTGGATATGGTACTGAGGC

123 bp GenBank: CP001363.1

Reverse: AAATGAGTTGCTTTACGCTGC

aceA Forward : TCACCGAAAGACCAACAGAAG

122 bp GenBank : U43344..1

Reverse: GAACTCGCTGAAATGAGCAG

43 B B ) 26 M 1A A R AR by, 2
Ibil<t, 0.95, n-2xS (b, ) B A E AR GBI AFE T
[(n-22 A B, 1M Sw ARPRIATEM: ],
FHEC XF £ K52 5 3 #F pDNA 5 gDNA 19 1 F 7% 45
o M P<0.05 BB SR L,

2 HFR

2.1 ORLARAE

W 45 B 42 7R BT A BT % 4 55 1 i DNA
J B, I AR A s B EARR pUCST Y JE R T
ZH 5k pDNA (5] 1), pDNA HEH4lifb )5 , & i)
S TN P 52, 4 SOk A A R B I 0
B 100% , 7456 Tl (B 2) o %88 )5 19 R
Tt 22 UM A Aol Ao B FEAB A 1.92620.436, L
{HAE 1.8-2.0 [8], H. Aseo/ Auo I FLAE KT 2.0,

EcoRI(396)

ori
Target gene B aceA

pDNA - sp

. st
\ aagtcg

_— -
aceA sp st

Amp+

Salmonella typhi
MCS

B 1 pDNA Salmonella Bt E R EE
Figure 1 Map of plasmid reference material pPDNA

Salmonella
Marke PDNA
10000 bp
5000 bp

2000 bp

2.2 SR

A PR I 45 SR R, 7 95% BARKFE T,
pDNA [ 5 (AR R P RO P 23 B 22 S s it
RN k2,

®2 BREARGEDTREZBRZEERSSEITINER
Table 2  Statistic results of homogenous test of pDNA

Salmonella
QI Q2 F{E Foos 1ﬁ
A 15.699 10.713 3.256 Foos2.2003.49
I 5] 3.273 1.788 3 1.214 Foos0.20 2.39

FRAE LA 3 R DNA I IR] A 457 1
SRR () -

U= Q. /v, = Q,/v,)/n
oo, QAL 2 7 il Q2 25 05 Rl vi R ALIEL E P v. o]
A RE A2 PR O

HR G R A K54S, pDNA Ji AN &)1
SR AN E BES5 RN £ 0.586 pg/mL.
2.3 FETER

pDNA 7E—20 CIR IR PR A S5 18 T FH 28 S 71 2
P 8] P AR R 3 A7 R PE DR A i 45 51, 25 SR R A R
FE LR PR i 2R IB1I<t0.95, n-2 - S(B1) ,
] pDNA HAT RAF A et . MRHE LT AU HE
JBRL DNA 7€ 12 /> H P BRI RR E M5 R B AN
ERE(u) . W3,

%3 pDNA KHIREMNSZITER
Table 3  Statistic results of short-term stability of pDNA

Salmonella

500 bp

T A N ZH BURL pDNA ) %€ 181715 By =28 JFURL pDNA fY )
Fr &l
B2 pDNA Salmonella J&z i % 7€ B
Figure 2 Identification of pDNA Salmonella

Bl Bl) S tn,os.n—z‘s
(B GIREE) (B) (B

Fomula for long-term stability
. . 0.126 31.2740.101
(RIFEEEA0

0.183

u, =S5 XN

e BB AR MR P AR S (B) SR AR IR HE( 22, N
R PEVPAL (¥ A4 TR] , N=12 4~ ]

H
=]
e
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A& 2 A5 T pDNA TE KA 124 A
JIr | L AN R B 0 1.616 pug/mL .
2.4 EESER

pDNA WS AE H 8 A~SLu &= L mlff e , Jfal it
GEITR AR ST, AR A SR A A 25 5
I3 M2 X =30.08 wg/mL A A FRIE(E ; 3
AR LA 28 21 (A R ke IR AN o2 2

“=
Herfres R ROEEE AR E R 22 1.016 wg/mL, p MSEEEHH .

R 75 M = AR B AN TR SRR
0.359 2 pg/mL
2.5  ANHE BT

Ji ki DNA 275 b B AN 2 B 508 < 345
PE Cun) A RO PR S0 5 1R B AS B 2 B (uy)
sl RSB E B (u,) |, AR 4 DL A2
THEAREAH E B

Ucrm= (uh)’ +(us)’ +(uq)’

459 % :1.796 6 pg/mL, JHEY A E
BF, K s o AN 1 o 3 LA % A (k=2) o T
DL AR AN B 42 DL =5

U=Ucrm*k

R ZGT R RN RAH (U)K 3.5932 ne/
mL(k=2), & 3.
2.6 #GEH PCR(qPCR) bR 2R i e 7

fi A7 1) %5 1) pDNA 1E S 2 I8 b5 vfiE DL & 57
qPCR R 4k, & brifE it 2 M C S8k, L3R
4.l 3,

F4  ITTKHE pDNA 37 AR th £ HiR
Table 4 Data for the standard curve established by pDNA

Salmonella

Amplication LOD LOQ
efficiency  (copy (copy

(%) /mL) /mL)
aceA  y=40.504-3.747x 0.996 84.875844  10' 10!
se y=40.633-3.43x  1.000 95.679 436  10' 10"
st y=40.21-3.274x  0.965 102.03 972 10° 10°

Target
gene

Standard Curve R’

Amplication Plot Standard Curve

14,000 000 40
12 000 000 35
10000 000 30
8000 000
aceA ARn 6000 000 €T o

1000 000 15
2000 000
1,000 000

Amplication Plot

3500 000 @,

300 004

2 500 000

2000 004

sp ARn 1500 004 T,
1000 004 -

500 000

«

=500 00

=1000 0

072146 81012 14 16 18 20 22 21 26 26 30 52 31 36 38 40 12 ! o0 10000
Cycle Quantity

Amplication Plot Standard Curve

31500 000
3000 000
21500 000

200 000
st ARn 1 500 000 CT 30

500 000

0

=500 000

=1 000 000
02

B3 #ITKE pDNA BEILH aceA , st, se B FE BIFRAE # &
Figure 3 Standard curve of aceA, st, se sequence
established by pDNA Salmonella

2.7 pDNA FIFEH 2] DNA FrifE i 0B AIFST

IR S Tl T AR BE R B 1 405 JE VD T 1 3
2 DNA (gDNA) il pDNA 2 2% #7160y B A 22 il
PR e, IFge it 0 Hrbm i i 4 i 7 38 2GR A Rt
ORI ) . £ 5% EAH T, FE K41 DNA # 57
(b5 fE i 28 55 pDNA g7 bR fE R 2 1), 2 5%
TG it E L (P>0.05), W5,
3 iTig

T RERE BRI SRy 22 A6 I FE AR R AT A M
B NS AR SEEE R T T 0 aceA JEIH
RIPTTHFES 75 st BRAGZEV TR MR 5 17
5 se,3d  N T.& BTl & T J00ORL R R A6l 2
% i o pDNA Salmonella 1 | £& ff D& T 75 22 255 51
VDTGB 28 1) A A, 5 A 22 Rl I 4

5 BEIAMINE pDNA F1E E 4 DNA R R R EEHAR
Table 5 Substitution of pPDNA Salmonella and genomic DNA reference material

Amplification efficiency (e )

Slope(K) (n=3)

Target e @DNA i Pl Pdna 2DNA i Pl

aceA 0.994. 2 1.000 2 1.122 8 0.3125 -3.728 5 -3.743 7 0.698 4 0.516 1
se 1.000 4 1.003 1 0.246 8 0.814 9 -3.436 7 —-3.463 7 0.784 3 0.468 4
st 0.964 1 0.963 3 0.116 6 09117 -3.286 4 -3.278 5 0.362 1 0.732 1
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W R 2 25 i 19 1) B3, 38 3o — YK 2¢O PCR 97 14 3k
AT LB DS I A AR 2 5 7 30U 1T B DA B WE—
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ApJA I Blimpl . TEN-vy . IL-10 7K *F- 55 dhe il 45 6% iy 4l
Stk

FaE EWst? A2 Ik S EEET

[# ZE] By FF5HNE N B ik 4HE 5 i 1 1(Blimpl ) y- T2 (IFN-y) . H AL/ 2 -10
(IL-10) K 5 EAEMG 25 4% (PTB ) A WG UAHCHE . AiE CEEARE 2018 48 1 7 £ 2019 4F 3 H 45 #%
PARHISC TR 1 0 i 245 4% A 02 AR g R X6 52, g e B [ U1 A e AR A 19 42 491 1 5 £ B A A S xR
A, AT R IR AL ZS B AN AR A , K L B A2 40 i Blimp] \IFN-vy (IL-10 7K°F, 4347 iR R 7
SHEAE MR A GRS BTG AP, B8R P43 Blimpl (IFN-y  IL-10 7K i 3 &
Fxt AL, 22 5 B Ge i 243 L (P<0.05) 5 2tk A= 15 9% 1 e B (APACHE- 1T ) 1F-4r=21 43 . £ 28 B Ui fE
B 54 (MODS ) =5 43 Fll U5 25 1 8.3 Blimpl . IEN-vy . IL-10 7K *F & 3 =5 T APACHE- Il 3143 <21 7 .
MODS 11:43<5 43 R T 5 R AF B, 225 B G5 X (P<0.05) s R 2 LU KX Z % Cox [0 H 43 B ¥ UE
528 Blimpl | = IFN-y | 5 IL-10 . APACHE- II T-43=21 43 fl MODS #-43-=5 4314 & 5 B E il 45 1% i B T
Ja AN KBS G & (P<0.05) . 518 HE PTB &% 4ME Il 5B~ 4Z 40 Blimp1 \IFN-y . IL-10 7K -5
RS, B R s 5 WS B UIAH G

[X82i7] BMKCAMREFRAEN 1; v- TR BN FR-10; BEAEMSHX

Correlation analysis of peripheral blood Blimp1, IFN-vy and IL-10 levels and

severe pulmonary tuberculosis

HUANG Jian', LI Mingying *, NIU Wenyi °, SUN Bing', HAN Wei ', CUI Xiugin'*

(1. The Second Ward, Department of Internal Medicine - Tuberculosis, the First Affiliated Hospital of Xinx-
iang Medical College; Key Laboratory of Tuberculosis in Xinxiang City, Xinxiang, Henan, China, 453100;
2. The Fourth Ward, Department of Internal Medicine - Tuberculosis, the First Affiliated Hospital of Xinxiang
Medical College; Key Laboratory of Tuberculosis in Xinxiang City , Xinxiang, Henan, China, 453100)

[ABSTRACT] Objective To investigate the correlation between peripheral blood B lymphocyte in-
duced maturation protein-1 (Blimpl) , interferon-gamma (IFN-+v) and interleukin-10 (IL-10) levels and the
prognosis of patients with severe pulmonary tuberculosis (PTB). Methods A total of 92 patients with severe
pulmonary PTB who were admitted to Tuberculosis Internal Medicine in the hospital between January 2018 and
March 2019 were recruited as the research subjects, and 42 normal healthy people who came to the hospital for
physical examination during the same period were selected as the control group. The fasting peripheral blood
samples of all subjects were collected to detect Blimp1, IFN-y and IL-10 levels in mononuclear cells. The corre-
lations between above-mentioned factors and clinical pathological parameters and prognosis of patients with se-
vere pulmonary PTB were analyzed. Results The Blimp1, IFN-y and IL-10 levels in the study group were sig-
nificantly higher than those in the control group, with statistically significant differences (P<0.05). The
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Blimpl, IFN-v and IL-10 levels in patients with acute physiology and chronic health evaluation I (APACHE
II ) scores = 21 points, MODS score = 5 points and poor prognosis were significantly higher than those in pa-
tients with APACHE 1I score < 21 points, MODS score < 5 points and good prognosis, with statistically signifi-
cant differences (P<0.05). Univariate and multivariate Cox regression analyses confirmed that high Blimp1,
high IFN-vy, high IL-10, APACHE- I score = 21 points and MODS score = 5 points were independent risk fac-
The Blimpl,

IFN-vy and IL-10 levels in peripheral blood mononuclear cells are elevated in patients with severe PTB, and their

tors leading to poor prognosis of patients with severe pulmonary PTB (P<0.05). Conclusion

high expression is closely related to the prognosis.
[KEY WORDS]

vere pulmonary tuberculosis

Jiffi 45 # (Pulmonary tuberculosis, PTB) J& H 45
#% 43 B #F B (Mycobacterium tuberculosis, MTB ) 5|
TS Y — il PR DL IR IR 2R G o A B A R
(1) 80%~90%"" . WFFTF W] PTB 1 & AL L3 %) i
iR A ™ R R R, R R R A
PTB, A FEUEHE N Z 8 B =BT, Hid
WAL FAR YR S — R LA E
it PTB (3 (WA A7 5 (AT AT 3 40 8 R 22 i
EER% P PTB A B AN 55 R S 8050 M &2
RECEIRIT R ik, 120 PTB g 5
i A 5 e PR 2R X T RIA T 5 R IR AR L
J e W o O . AR R S LA I S e A
FH 1 ARG ] {5 5 058 240 6 P 470 1 3% 1 AR AI , 0 553 &5
0 B G 98 IO 285, 0 T n g e ) R R, ek
v-T 4 2 (Interferon-gamma, IFN-vy ) . FH 41 il /1 & -
10 (Interleukin-10, IL-10) J2A70 45 8% H 2 H 240 i A
+, 7€ PTB B i il vh B S 2R, i B ik
40 H 175 S 5 A EE 11 1 (B Iymphocyte induced mat-
uration protein-1, Blimp1 ) 7] 18 i< 18 455 T 21l Jitd f) 44
FEAT BT EH S5 PTB Wk E AR, (HEH]
KT IR = A T 5 HAE PTB S A 5P Y BFSE
1 [ N /D i, T I, ARF SRR X A ] i B~
40 i Blimp1  IFN-+y \IL-10 7K 3F- 5 5 5F il 45 4%
U B ARG TR O, BRHGE AT

1 ARSI

1.1 — ok

WA AR BE 2018 4F 1 H & 2019 4F 3 H 5% M Ek
W3R 1 92 15 F A fili 45 4% S8 I DR B Rk, 1 R A
M. PARRE: OFF G52 Wibr ™, H i
T R AR 2 A A 4 7 il 5 06 AR D AR R L 2 A il
L B T R A R N R =i O3
i 3 QFAE Wi B ) 7E 24 h DL s Q)9 1) K BE Vi

B lymphocyte induced maturation protein-1; Interferon gamma; Interleukin-10; Se-

GEREE R s @R LHT 1A P9 A Rz H 92 0 41 59
HOHE B B IRYT o BRI QWSS 24 h
FET-3 s QA Ik g L) B A5 Y e g 25 5 Bl
P AT A PG 2 5 @K R A 2 40 74 500 2
QG I ERE B . Hh S 48 4, £ 44 4] 5
-1 (51.98+5.36) % 5 2 Az B 18 1 4 BRI 23
( Acute physiology andchronic health evaluation- II ,
APACHE- 11 ) '} 16~25 43, - (21.83+3.34) 4 ;
Z 1% B Y1 ik FE 15 PF 4 (Multiple organ dysfunction
score,MODS) """y 2~5 43, -1 (3.32+1.15) 73 . 75
VEPE [ J R AR e 54746 £ 114 42 g R A A %) iR
X 2 R S5 TE R R W SR O
HLHERBR A e 5 s FIBE R 55 5 Wi S 95 2 8 FA e
o Hed B 22 61, 2 20 472 (50.945.72) %
LB ST 0 G0 AR LA 22 S T e i X
(P>0.05) . ARHFFEEABEAC PEZE 51 23 F A% I,
SR FG I 25 F0 G A =
1.2 Jrik

WAL T ABEIR B i R 223 I A1 A #
Jik I 2 mL, Xf BRZH TR ARG 21 H R A 25 1 Ah JoT bk
M2mLl, ZE0AEE, B ERHER. KR
st B A W sk 20 & N (Reverse transcription poly-
merase chain reaction, RT - PCR) ¥ #; il #h Ji 1.
Blimp1 7KV~ , 105 & IR AR ) T AR AT FR A 7
Peft o SR IR 5092 W 1% (Enzyme linked immu-
nosorbent assay , ELISA ) 2 i [fil 7% IFN-+y , IL-10
KA 3R & b T — A R BCA BR 2 R R
it o WO BT A BIE 5 2H A I DR SR, AL 4 1
4E 4% . APACHE- Il .MODS TF43 25 %5k}, A A [A]
I PR 45 o5 B 2 40 J81 1l Blimpl IFN-vy . IL-10 7K F- ;
WFE A A AT VAR s VB2 USSR R T
A, LA S5 % 58 kR 8o B L TR fil s 22, K
RNTE R, LW B H LR K
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1.3 Geit=or

fii 1 SPSS 20.0 i 17 S8 it oA o I B
BELL (X £5) 3R AT ¢ K 56 5 >R FH Cox XU [A] I 54 7Y
i ¥ % M PTB Tl 19 f& Fs [ 3R L P<0.05 B 22 %6
Gt E X,

2 #R

2.1 APBERT P4 Blimpl \IFN-y . IL-10 7K b 4%

5T 20 % Blimpl \IFN-vy . IL-10 /K - & 2 55
TR, 2R BA G L (P<0.05), WK1,
2.2 WFFT4H 83 Blimpl IFN-y . IL-10 /K F 5l R
B SHMK R

HFEHANRIYE R AR 5 Blimp] JFN-y . IL-10
KPR 22 e 2 L(P>0.05) , APACHE- Il
A3 =21 43 \MODS V¥ 43=5 43 F 1 J5 22 19 J& 5
Blimp1 . IFN-vy . IL-10 7KV 8. 2 & T- APACHE- Il i

1 NERHRAMNTEA Blimpl JIFN-y,IL-10 7K F
H.’.!gf (xxs )
Table 1 Comparison of blimp 1, IFN-vy and IL-10 levels

between study group and control group at admission (x =s)

o Blimp1 IFN-vy IL-10
CRRXS EEAE) (pg/mL) (pg/mL)
5T 4 5.16+1.21 113.53+15.38  143.95+31.69
X iR 2H 1.51£0.62 68.4126.15  65.33+14.74
HH 18.449 18.325 15.316
P{H 0.000 0.000 0.000

53<21 47 .MODS P-41r<5 43 Ml s RIf B, 2 5%

HAS AR X (P<0.05), W32,

2.3 HAEMAS A T 5 2 Cox [m1IH 437
BR K L M 2 I & Cox (11 43 B 24 31F 52 7

Blimpl . /& IFN-v . & IL-10 . APACHE- [l i-43=21

53 F MODS 43 =5 43 ¥ J2 5 B AE fili 45 4% /&

H UG A KRS G N E (P<0.05), W3,

x2 WREAEZEBlmpl PNy IL-10 K ESIEFRESEHHELR (v+s)
Table 2 Relationship between blimp 1, IFN - v, IL-10 levels and clinical parameters in Study Group (x +s)

TR n Blimp1 (A% HL18) IFN-vy (pg/mL) IL-10(pg/mL)
51 3 48 5.24+1.28 114.28+16.49 146.26+35.28

@ 44 5.08+1.17 112.67+14.28 140.78+28.47

AR IR <50 % 57 4.98+1.53 111.89+20.62 141.74+34.08
=50 % 35 5.35+1.02 115.38+10.58 145.29+27.49

APACHE- Il -4 <214 64 4.78+1.14° 108.48+19.27" 139.18+36.33"
=214} 28 5.93+1.42 128.04+11.37 153.86+28.79

MODS 43 <543 67 4.68+1.39° 107.98+18.33" 138.48%35.51°
=54y 25 6.24+1.07 130.28+12.40 152.69+29.43

i) 248 70 4.63+1.32¢ 104.39+17.71°¢ 135.64+34.42¢

= 22 6.97+1.12 133.36+10.05 161.92+29.16

1 : 5 APACHE- [l P£/43=21 /34 155, °P<0.05 ; 5 MODS 11-43=5 434 [ # , "P<0.05 ; 5 1 J5 2% 2H [b &%, <P<0.05 .

®3 EEMEZBEWEMER Cox BTSN

Table 3 Cox regression analysis of prognostic factors in patients with severe pulmonary tuberculosis

- R EASES
HR 95%CI Pl HR 95%CI Pl
5 Blimp1 2.543 1.027~6.983 0.038 2.842 1.397~9.547 0.030
5 IFN-y 2.902 1.246~9.894 0.025 3.013 0.346~10.146 0.018
= IL-10 4.815 1.395~16.178 0.009 7.204 1.698~7.457 0.001
APACHE- Il #¥£/3=21 /3 3.622 0.033 4.102 1.424~12.462 0.026
MODS W-43=5 41 3.875 1.324~11.134 0.025 4.703 1.839~15.287 0.015

3 itig

AR 55 1% 1) e 2 0 02 A M A 92 S 4 Ok
TRV S P T 25 % S 8 v A A A2 3 ik — 25 G
T, IR Bl IR © 4 UL 2 1 R4 ALK S i oot 7
1 S A o Blimp A 2 5 40 ) 32 2 3 42 [
5, T A A T 5 3 WD HG o 2 B8 K TR 1Y

FeA RS o IR ST W PTB (4 4 A | A e B
5 20 B MRE PR /N SEAE 3 5 AL A i S
JREBIR55 AT O, KB M A T IR i PR
REZRTLI G, T3 B j D 57K 52
HoA IEN-y J&—Fh B A G AL I 7, 2ok A T
AL T 4 A SR 540 I A NK 4, BEAE A2
RN T HA GURTE g8 5 T R
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i CXCL12.SDF-1a . CXCR4 7K *F- 5 i i s 4 B %
BRI HIDEM:

FXM* AL XIH ALK Bm FBR

[ ZE] B8 HIOmi s migeb A 7R 12(CXCL12) FE a4 F-1a(SDF-1a) |
B KN T 32K 4(CXCRA)V K- S5TUR Z A, ik BEEURBE 2016 4F 7 7 2 2018 4F 7 IR 113
81 PR £ 3 L B 113 43[R SRR A B R 42, A E R B A 4 L S AR A, BT SR 5 5 3 4
1.3 CXCL12 SDF-1a,CXCR4 /K-, B4 ¥ 76 AH RIS i) 55 4252 mRS WE4M1FAG . R AL I T F50R K5
mRS PES, MEFEHR-S5 mRS PRI | AR TS BB LT AR KT, 4T 1L F5 b 5 2 W 1L
SR G4 CXCL12 SDF-1a CXCR4 /K F-L) K mRS P43 5 T RE4H , 25 5 Ge 7 L (P<0.05) 5 1L
¥ CXCL12,SDF-1a,CXCR4 5 mRS P43 IEAHE (7=0.346,0.627,0.561 ; P<0.05) ; 113 #1235 h mRS PE434b
F0~25uFIEA 861, 4bF 3 ~ 6 VB FEEA 27 B, NN TG R AFH RIS A RAL, TS R A2 i
CXCL12.SDF-1a . CXCR4 7K ZR T 5 A B 4H (P<0.05) ;ROC [k 71 , SDF-1a #6845 AUC HUSE 4
SRR )OM 0.789,84.89% .68.83% , CXCRA #5515 AUC BURFE 55140514 0.712.81.22% .59.72% ., 4518
FR 31 3 CXCL12 SDF-1a,CXCR4 /K- 5T 5 R B VI, v FH 3000 26 35 T 1 L
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Correlation between serum CXCL12, SDF-1a, CXCR4 levels and prognosis in

patients with craniocerebral injury
LI Wenbin*, ZHENG Xiangde , WU Changhui, ZHOU Wenlai, CHENG Qiong, DONG Heng
(Intensive Care Unit, Dazhou Central Hospital, Dazhou, Sichuan, China, 635000)

[ABSTRACT] Objective To explore correlation between serum CXC chemokine ligand 12 (CXCL12),
stromal cell - derived factor- la. (SDF-1a) , CXC chemokine receptor 4 (CXCR4) levels and prognosis in
patients with craniocerebral injury. Methods A total of 113 patients with craniocerebral injury who were
admitted to the hospital from July 2016 to July 2018 and 113 healthy people who underwent physical
examination in the same period were enrolled as objects. They were included into craniocerebral injury group
and healthy group, respectively. All were tested for levels of serum CXCL12, SDF-1la and CXCR4. Both
groups underwent assessment by mRS score at the same time point. The levels of serum indexes, mRS score and
correlation between serum indexes and mRS score were compared between the two groups. The levels of serum
indexes were compared among patients with different prognosis. The diagnostic value of serum indexes for
prognosis was analyzed. Results The levels of CXCL12, SDF - la and CXCR4, and mRS score in
craniocerebral injury group were higher than those in healthy group (P<0.05). Serum CXCL12, SDF-1la and
CXCR4 were positively correlated with mRS score (r=0.346, 0.627, 0.561. P<0.05). Of the 113 patients, there
were 86 cases with mRS score within 0-2 points and 27 cases within 3-6 points, respectively. And they were

included in good prognosis group and poor prognosis group, respectively. The levels of serum CXCL12, SDF-
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la and CXCR4 in good prognosis group were significantly lower than those in poor prognosis group (P<0.05).
ROC curve showed that the AUC, sensitivity and specificity of CXCL12, SDF-1a and CXCR4 were (0.867,

84.80% , 88.52% ), (0.789, 84.89% , 68.83% ) and (0.712, 81.22% , 59.72% ) ,

respectively. Conclusion

The levels of serum CXCL12, SDF-1la and CXCR4 in craniocerebral injury patients are closely related to

prognosis, which can be applied to predict their prognosis.
[KEY WORDS]
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New progress in detection methods of viral hepatitis serum markers

LI Yichun

Beihai Hospital of Traditional Chinese Medicine Laboratory , Guangxi, 536000

[ABSTRACT]

Viral hepatitis uses hepatitis virus as the pathogen. Five types of hepatitis viruses have

been identified, namely hepatitis A virus (HAV ), hepatitis B virus (HBV ), and hepatitis C virus ( hepatitis
C virus (HCV) , hepatitis D virus (HDV ), hepatitis E virus (hepatitis E Virus, HEV). Among them, HBV

is a double-stranded DNA virus, and the others are single-stranded RNA viruses. At present, my country’s vi-

ral hepatitis has a high incidence, and the more prominent ones are HAV, HBV and HCV.At present, China

has a high incidence of viral hepatitis, the more prominent are HAV, HBV, HCV.This article introduces the

detection techniques of three viral hepatitis serum markers, including HAV, HBV, and HCV, in order to pro-

vide an objective basis for clinically accurate classification of viral hepatitis and play a role in the prevention

and treatment of viral hepatitis.
[KEY WORDS] Viral hepatitis ; Serum; Markers

995 B PR JH AR 248 e BE 5 1R B9 S IE 0 , AR
oo Ji 27 53 208 HL A HRU I 4% 996 B (hepatitis A
virus, HAV) | Z I JiF % J% % (hepatitis B
HBV) . A % T 48 9% 5 (hepatitis C virus, HCV) | T
BT 9% 9% 7% (hepatitis D virus, HDV ) | 3 Y BT 2% 9%
7 (hepatitis E Virus, HEV) o 9 8 M & K47
XA AR AR R S i Rk . 4
flitt, REREAEA 140 J7 NFET 2RI LUK S
RRA SN I RO AL, Horb, K2 47% 52 H1 HBV
SR, 48% % th HCV SR, HoAay 2 i HAV il
HEV 5[&M" . HBV B2 S8 rh B AR & BT

virus,

Y s, el P B ERARA, &, b 536000
BAEEA  FHA, E-mail : 782383597@qq.com

P FESERNZE, BT, 54 930 11121 HBV J2
Yex 5 HBV MG I 5B 3 20 o A T AR
FH Y 80% Y, TR 2030 4E 4> BREH 12 AT 4 Sk

e ) H E1<J 600~1 000 J3 A2 90 T3 4] , 4412
PEJFF 46 4F B8 T % )\ 140 J7 5] B % 21 50 5 51 LA

T A R R R S BN R R
SETZ R — 4> H 4 7 5 A0 B DAL [R] e /R 2 335

# M HCV A B 235 290 J7, 260 7 N &Y T

HBV'*' 5 15 1 48 S — 00 [ B 2 3 10 A Pk AR

PRI, 8 v e B MR I R 2 B, 3R 31 R B =
S T R P A I A, X RO B PR I R 0 A



- 1754 - NF W SR Ak

2020512 H 124

121 T Mol Diagn Ther, December 2020, Vol. 12 No. 12

b, 2B R A BT OC T EE M AR 09 1 VE e AR
Yy RGN 7 v | B TE by i PR 07 2 42 1 SRS, LU
R R, FAaz AT

1 BBk % Bl ZE (enzyme-linked immu-
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5T, L/ME, v, T4 (2):181

F G ) A0 R 2B AR YT RS LY E-cadherin . VEGF ,nm23-H1 45
LI UMM, 288 AR5, 588 (2) :185

I3 CA153 .CEA SF.CT J Hey H&A Xt 2L B A9 I IRIZ Wi
BeAR AL, R kB, 45 (2) : 190

GAP-43 1335 5K B0 13208 g AHSCHE T, 106, 4 3%, X3
4:(2):195
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IML7% miR-200c ik 5 2 BUREFRAG (R 18R 11 DR J 30 32 JRe 1) A DG PR AT
5, b IR, 45(2) : 199

TG E IR RO I o S TS RS2 4 H (2) 203

Bl I R A T R B R AT TLR3 \IRF-3  IFN-y mRNA 235 Il R
TS ZEFRAR, TR, 2R, 45 (2) 207

M3 hs-CRP . TGF-B Fll TLR4 /K% JL#E St 41 i il 4 A 11 A2 W
W8, TEME 1 H 5, 38 45(2):212

TACE Wk-& S ot v ) 9 2% 1M 3% GP73 . AFP AFP-L3 15210,
HAEL, A B 2B, % (2):217

BIEMS T R AR 2Rk I R S W 2R B (2) : 221

PCOS £ # GDF-9 . BMP-15 BAX Fik$ i K H 5 01 SL0i# 45 DI HE AU AH 5
Pk REPERE 2 EE , 15,45 (2) 225

IML7% NT-proBNP D- 2Rk ST2 7K F- 15 COPD £ - 508 8 34 5
HAHSEHE ST, PV RS, TR, FMRZL(2) : 229

FE ISV U L VE TIMP-1,MCP-1,MMP-9 7K J& 5878 ) ¢
RLBGET, , SURAE AR RS 55 (2) 1234

BT R 1 PR LR 5 5 M, ORISR AR AR R L S
(2):239

O R ARSIk CT F#1AE -5 TS AR & 111 (a) JREKZE (PTX3 MAH G
PEWFSE, RIS, B0k AT HES (2) :244

by r R 2 1 35 DR RG: W00 3 ) el 06 R A AT L ok SR, e, PV, 45
(3):279

—Fift PCR A0 i FFY 420 PG AR 4 5 € 1 20 BR AT AT 7 ik R ST, T , 490K
#(3):283

ML VEGF . pro-ADM /K- 5 S A7 WP W HLAF G P i e o I 7 T it 13 2 790
JEMRFR, EE, 1 AR (3):287

TB-DNA 1 TGRAs X 1| P4 125 i b X 45 4212 Wi (3 FH 404, 437 SR
] MR, 4 (3) 1202

AT MR B BT 135 hs-CRP  Fetuin-A 7K - 5.0 WESR B4 Ak R il 4545
TR R 5K TRt E /A (3) : 206

PR R FNJEE 5 T RE 5 2 T BRI A0 VR R AL 24 AR O PR 3BT AL 42 et
EHIE, ZRAR(3) : 300

HAE COPD U IL-33/ST2 H(H 5 I S AR b S AR I T8 o 18 ) 2
PO, T B SCHE B3R (3) : 305

miR-26b-3p #1145 TRA2B &3] 4 28 J52 S5 9 40 L 1) 16 4 AN 55
W8, sl vk, %:(3) :309

B I P EEAREE MR R S8 S R B R B2, BERIR T2 1E(3) : 314

P I IncRNA DILC X i 5 88 21 i AR S A 24 e 0 5 i, ) 0%, E 8
7, Eahl, 45 (3):319

ZE S IG PR FFOIR IR D RS X 2 AR A QO BT R R R SR, A
M, RN A, 45 (3) 323

IGF-IR 5 4 i J2 16 % e e UR PG 22 I Rl 5 s e, A AR OR 45
(3):327

miR-421 # [ PDCD4 {12 38 §if 8/ i DU 145 41 it 3 i (1 S 96 1 5, 254
7, ERRL, AR, AF(3) : 332

IM09% IL-1B \IL-10 IFN-y 7EZL AR IR 2 P2 Wi b 4 85 5 3005 AR S MEATE
52, SR8, Wi, 59552 K(3) : 336

CD3+ HLA-DR 2 itd 5 57 % E B S D) BEAS 2 B0 e 5L S IR ST RERY
SR FRET, Bk Ak, TEMF(3):340

RA FBE T RE S M 5 5 16 Sh R L 5 25T, d2 KB (3) : 345

CysC .Hcy .MPV . NT-proBNP X} STEMI A Ji5 FE- 5 45 (14 52 1 , 408 4 347
ZEIRIR, 5k A 46 (3) :349

17 B-HCG P K B s VAN 7E A 24 By SN s Wi i, B
MR, 5 50(3):353

ARIE P B 48 1% MMP9 . IFN-v 5 HMGB1 . TLR4 mRNA F i K % 3,
UK ATLRTE, BAEIE, % (3) :358

JEEAE 5 0 £ Angptld . CTLA-4 K24 28 D AN 553568 1l S BE A A 56
BRI, A A, 45 (3) : 362

1135 BUN \D-D . Lac ,sCHE 7KV X FOAEMili 48 A= A7 T (L, sl B dfiat
I, AR, 45 (3) 1366

PR TR 1 A2 IGFBP-2 78 [ 95 18 355 10 28 15 B2 5 16 A IR AIE A 56
PE, T B, AR (3) :371

SEARAB i  4 EE I  F Xoh A FRUAR 40 H 3 2 4 D 1) R ) S AR SE LA
- AT, R (3) : 376

25 LT 1IGF-1 7K K i 2 2 VEGF-C \VEGFR-3 35 5k L 45
RS B SEMER S 475 0, T8, UM , %5(3) : 381

HHA LIS A B R AR S5 A M IRAT Z ILAE UGT1A1 SN 2 5P
g%, R, I JE E R L4 (3):386

T R AU HCV RNA A7 A Fi 0t A5 o A9 0, ] 7208, RS 55, Bk
3,45 (4):419

SN E 2 B R Glus04Lys 22 A PEAETUG 2 OB R AR T i 43 A
PR, G sE VLN kB3, A (4) 1423

R 4 - G- A T 8 S it R 22 7 A AR L A ZR Py sy, B0, ke,
M, %5 (4) 428

JHeREAE SR E GFF miR-21 \miR-155 A5 {5 S 4L I AL S BE R A )
AHCPE, BRI, 3K, R , 45 (4) : 433

PR G T T 2401 e R A 1 0 E e PCR YA ST, AR, X
e, EREE(4) : 437

56 CHMFA TN X I I #5 A% IR A I 25
i, s, 55 (4) 441

2 T B 3 il kb 2 YRS 5 hs-CRP UAER ORI EME 35124,
IMEWE  RILH(4) :445

1fiL 7% OPG \ TNF-a R 22 X Y300 s bR (42 W 40, TS , X9,
B (4):450

ZE R I R I L e Y IR & & CRP sCD14-ST TN, d KRB,
FRAT5, H 5 % (4) 1454

17B-Mf X rBMSCs JFFAH AR ) 431 B2 Wt {553 E B A IR,
WA BR T, BERE, %5 (4) 1459

JAE: OSAHS fE5 IMLTE MIF /K F-55995 1 ™ 2 R J3E A4 R G 1 Bkt 9 2% ki
FEFEA TN, 35—, Tk R, R H(4) :464

LN LA E BB I PCT NT-proBNP /K VAR {0 e i S A iiss
20, LY (4) : 469

NBFHE2ER T 4 AR LA O FEARIE 1 B I Wi i 1 i FHAR 8,
Btk R, EAERN (4) :473

B EHE A2 Survivin (12635 B 5 S I AR BRRFE 1 3R 457K
TERE, PR By, 45 (4) :478

RO WS RS I LP (a) \OPN IRF-4 %3k S M AR 3L, T
A ARV wliks T, 45 (4) 1483

17 LBP \HSP70 DcR3 7K Tl 2k -0 368 255 SR 8 s 5 IH 1Y)
BrE, S8 Rk AT , FLTR SR (4) 1487

7N LEAE T 48 AN )08 TR T IA TaM BRI 5 S AT a4,
P (4) - 492

SAA sSTREM-1,CRP/PAB 7£ SP [ 2 BKA 5 li s ik e i 28 S, NG,
FIk, £Ai(4):497

IiL{% TSP-1.PDGF Uil A H i 45 3 750 J5 0 s R A (L, o BE PHT , 2= s
(4):502

FE PR P IR S R BB 3 1T TNF-o PCT . IL-1B 7K P 09784k M FL 7%
SC AR, T, ZR5ERS (4) 507

113 B-hCG IR 2 1 55 1 Wl ik £ 35 FROIR J Sh BE R B Bl A ek,
ZEIR, B0 DRI, 5 (4) 1511

CysC.al-MG J& B2-MG 7£ 12k BH ZE1E i s £ 25 i AS DU A7 (8 52 15 B4
FTECE B SEE , 2R (4) 1516

EAE AML B TEL P fIE TR Y7 COX-2, VEGF J p53 & ik
FSWG KR, ERIY  5kI5 07 e, 55 (4) :520

SRJAIIL CD40 .CD40L 3k K 1L BAFF 7KFXF ITP S8 57 A4 B 47y
B, RV A B0, 45 (4) 1525

LR AN S 1 BIRGE IR SCRREE T, Y MR A R L SR
(4):529

BAE COPD 5 I 5 3 i 34 1ML 3% Cys C . VEGFE . IL-17 \ACTA /K-
Al I TR I, % (4) 1533

FI 2t PCR-FE A4S fa Gk EL PPN i PR AR E PRI K 5%
SR SOHT, BAE I, MR, % (5) : 565

Prader-Willi £ &% Angelman £ GAE (38 4% 25 53 01 7 28 1) AR M I
IR VR, X, FARAK, 55 (5) : 570

NLR . [l i CHE .Ang-1 5 ACI BEH BT, WE, diE 4,
B, 55 (5):575

LA16¢-313D11.11 5 miR-205-5p 7EF 7 P e vh i) 6k B X, wh 5
B, T B8, %5 (5) :579

5 K% e Y 0 BE i %) 95 DA I 0k B L R R 5T, B E R N
(5):583

TEFEN AW AR MR 75 Y 75 BB A 9897 0% miR-29a . miR-146a 1)
Ak, sk, SR MREER, % (5) 1587

AN PRI NE ISP 7Pl
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FLEA IO I fE AR 4% % CyP .GDF-15,IL-18 /K520 RFSE , X 18
M, B, IR AL 45 (5) 0592

miR-182-5p 877 4 i [ 0 {2 2 5 988 20 I A 6 4 T B R 2% MR,
FME, FR3C,AE(5) :596

miR-148a-3p 1] DLL4 J [ 52 Wi 22 401 L 1 7557988 P9 B 240 it 8 e R
2R, 22 0L(5) :601

W12 Galectin-3 . BMP-2 25 [FI7EH 17 9 B3 T 235 KGRI E
A, T, B, 55 (5) 1606

KMRLL e K SRR T 6 O A 0 1 B2 087 30 R 1T HCY
Gal-3 \NT-proBNP /K- (5200, ik i s, 5K 2, = P05, 55(5) :611

1% EGFL7 .MTA1 &3k 55 B FOE I RARAE JL TS 156 5, 15,
FHE W, R, 45 (5) 616

RDW \CHE X TEG %5 it Iili & HLARE IR 97 BT R,
FEATHE XA FEVRTE, 45 (5) 1621

FeNO BXA IMLi% ECP  IgE Rl %t 2 S48 20 1 I A2 W 08, S 1
LI, 3 (5) :625

PCT .SICAM-1.sVCAM-1 TEM P 5 /INER ' 56 & IT- 40 i Sk e v /) 1 JFF A
{8, B2t Phar, B R (5) 1629

TR IR T T AL M ZE S 97 R B A R 1L V) fiE % NF-« B ET-1 fU5210
BRAT , iR 2L, HE3CA% 45 (5) : 634

FGF18 56T 4 B L35 S AE AN A 1 W Wi 4t P 1 B 64
TRESE AUAHSCHE DM, TIRAS, X6k, 25(5) :639

NLR \PLR 7 HUIR i KB 25 75 12 A 5 S 1 HUR IR 22 W7 b i 1 F AR
{8, B0k, AL (S) 1643

miR-223 Fl miR-192 78 FAE Ml 4 f LI o i 238 8 S, IS5, Ik
K, FEFHA(S) 647

TN 5 52 A AT x4 v I 2 WA A 2 ) R 1) PP AR 1L, B ARUIK,
PR, 45(5):651

miR-93-5p X0 IE AT 4k 40 B 27 4 AL i 52 i, Sk i, R R 45, R T
(5):656

BAP1 [ Ki-67 3k 5 &4 ili M 5838 i 12 28 B I C R L I0e i,
2L MR T, 45 (5) 1661

ICAM-1 B 5 X (AR S MIE R0 IE T AR Stk B 40 40 B AN, 255035,
KA, H/NE(5) 1666

B DL A FFOIR B T BB AT I RE 07 25 45 50 B A T 2 R i S AT, 17
THZ WWIH(5):670

PLGF . IL-6 55 4T U3 = il Fs I B S R A28 Jmy A DG , R L, JJ g
(5):674

HCY 5 2 BRI A I 7800 HE L R AR S DI A G PR
I8, XA AT, I 4E(5):678

AGR FMA C3.C4 7E SLE G IF I M AR RN, 25, Drisss  RET
4:(5):683

/NN B i B2 % ALK \ROS1 2 BRAF-VG600E i [l 5875 55 lifs PR A4RRAE
HAHSEM:, 224855 (6) : 701

TR S R ARG T Hp g £ 00 B K S % i SR, MR PV, 45
(6):705

v TR R 5 2 3 CRP . D-D 5 15 JI A S 06 2 S i Fiifs
M, FLF, RN, # K, %5 (6) : 710

1l Tenascin C & CADILLAC f&[& 155 202 Sk D WU SEAH SEVERTF
98, WIE, E2 0K, %(6): 715

307 PG G Y o AR A 3 DAY R I 2 R T AT, U s, T i
T, 55(6):720

DNA #5454 2 Rab5 5E P 7E 157 A IR S (7 0E HE i 385k S
L BRE T R, BRI 2 4 (6) 1 7240

miR-499 \miR-16 JJLLL R 5 5 B WU bR 10 96 22 S AE St DL
HESEFIS W P A (8, ZER, R AL, KRR (6) : 728

HBV #H5¢ ACLF M S0 hhE K IL-10 Fl IL-32 55 (AR ek, 120
UM, 25121 45 (6) : 733

0 BRI A 1 3 T SR T ACT HR 9 Ak B HE X 1fn 55 TLR4/
NF-«B {55 5l AT VEHT, 14 e, Xt , Eikif (o) 737

HBP . ADA CHE % 51| e 200 T 28 o 2 5 it 108 110 HL 595 156 1 5
Bk RS, Dok, 5 (6): 741

STRAIL PCT \ALB 7E FAE AT & e s AN R I 1) 223k S R 3
SCL RN AR, AT, %(6): 746

AAG ,CD64 FEEUAN TIL-10 X il A Ji5 I A G 19 UM AN (8 2 5 55 9 1
DS , 223, X4, akal iR, 45(6) : 751

1% MMP-9 il LCN-2 7K 75 FLIR 98 i P 3838 5 SO A &k 4 #T
W (6):756

cireNT5E i i3 4% miR-506-3p #1545 I A i 5% (R BRI T
S FLIl, 1R 8, B NIAE , %5 (6) : 760

EOS-CRSWNP 5 Neu-CRSwNP £: 4 41 41 IL-13 ., ifiL 7 tIgE . #M ] Ifil
EO% Al R PF43 (4 s BAH e R E , ShHamn , BRAT 4, kT, 45
(6):765

1 5 PR 0 5 1 PR 26 % I 3% TLR2 .MCP-1 . TNF-au 7K TR A1
T, R B RO, % (6) : 769

APEEPRGE AT UA NLRP3 K5k SYNTAX P4 BEbEE &
PERFASCHEDRST  FRI O, 5 B, HIERU(6) : 773

IFN-vy . IL-6,sIL-2R 7E47 35 B A28 42 g 3 i 3 v 9 28 Ak 28 SCRIF A, ok A
B, XU, X I (6) : 777

Fibroscan FiLPE{E 5 JIT2T 2 Ak bn 5 0 7 IR A0 SR v 110 O 28 B i i)
MHAESHT, 5K SCR), BB, SR, 45 (6) : 781

MRI TE 9 A5 1 AT Ak 28 B 25 0 56 00718 R B AR i 52 % v iy Tl 47
{8, @ IRAh, Tt A0 (6) : 786

IMT A 1L Lp-PLA2 7812 W7 3l Jik ok kG Ak I R A0 55 0 BEpe fe e 1
B AT 1S, B SCA% , 4 Je i (6) : 790

R B 2 R GE I LI TS MMP-9 ., AQP4 PC /K78 4k J2 Hx ICNS
IS, B 55T, gk, WAt 22, 45(6) : 794

R 22 L 25(OH)D /K5 RIENF . A B0k & T ik
LA A3 A0 R SEE AT R 22 X, HL ==, %5 (6) : 799

B E Y B-catenin Wit Fk K SHHIMLI P 2 g
FEAT, 24240 (6) : 803

miR-26a 1] ADAMI0 X 2 XU T 5 18 I LT 24 240 M 1 5 AT Fe 1)
SR, TSP kRS, T L, % (6) : 808

miRNA-193b ,Lp-PLA2 miR-146a 55 Bl /R P i 895 ™ 5L 2 135 110 56 28 S 73
WY FRLAI ML, ¥ Del , 15555, 450 (6) : 813

B2-MG Hcy ,Cys-C Kl £E 2 UE RS 08 W0 BESG A5 12 T b (A (1, Aok,
FrIEEs IRALTL, % (6) : 818

TV miR-9 Xt LPS 75 5 1 K B0 LA I S AE R 10306 1) 52 Wil RLAIL A
ZRIEF, XAk, Tk =B (6) : 822

SLE 2 LN MU i Clq MZA7KF R ) sk, 52 55 (6) : 827

B ESRIT X ICVD B MR A8 2% (L% chemerin #1 Hey 7K1 5%
W, A4, dhRE kAR, 45 (6) : 831

EDA FER A8 i F ik TS MR & A R K R 103 H TR B =i
B, T408T, ARmndE, 8 F4i, 45 (7):852

T U IS HPV-E7.CD105 ., YKL-40 /K-35 15 595 B HE XI55 59
AHSCHESTT , 1 0 VRGeS XA, 55 (7) : 856

AFFEE I HCV s B % S HBV 8¢ HIV B 1056 22245 1E , 520
LARF = XFE =55 (7) 1861

T4 IncRNA HCG18 #E i 45 miR-34a S0 11 s SCC4 414 |
A8 A BGER o FHLH, T 4E &y, 15738, e, 45 (7) 864

DAMNBFICU R A IR 1M 75 B85 2 . . PSGL-1 SICAM-1 5.0 ILINAS
E TR B SR, 8T, T 45 (7) . 869

S0 IS B B SRR R R R I A0 M A 22 P R R S W i I
T EAL, Tk A i, 5% JRHESE 45 (7) . 874

PRI S PE TN RE ML SIL-6R /K- ALY A AR TE JL#E CA-MPP Ji {78
AEF 7Rl A, RN, SR W SR (7) - 878

BRI E-cad JFN-y TGF-B ik X XS YR, 2080y
SRR, M, (7). 882

LASP1.GSTA3 fE LM A 235 I 58 R MR A fi—,
WRIGE , 2= [E51 (7)887

let-7d-5p %% HPV 16 BHPE & 300 40 i 12 28 G288 S8 T/ 43 L
ks € JEGRRL, R % (7) 1892

RNAi T8 CCT8 #1471y 240 i fili 488 AS49 48 it 5% B v g, A0 45
MW IRK 5,45 (7) : 807

1% TK1.VEGF Fl AFP A5 % Ji % M -9 12 Wi K 101 DAk i A4,
WHIHELL R 2T , £ (7) 1901

L7 AR Z K5 PCOS M I SEH R AR K I R SR, sk ek,
M, 58 (7) 1905

GnRH-o BX & LNG-1US X7 8 P 5 5 (00 A 5 (85 1T ENA-78 12
MCP-1 K52, By 253 ZRI3HE(7) : 910

miR-155-5p #1[i] FNDC3B Rl i NF-«B {55 5 B 451 565 R 4K
B AN GE AN YA T AR SF AR, SR, 45 (7):914)
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M B TNST & PDK-1 2 {1 PH P 238 38 SO 51 PR BEARAIE |
T R OGP, 2 A O, 28 DA (7) 919

IL-8 . IL-6 . hs-CRP 7 flt it 44 i 1L 55995 F A i J5 25548 4k 2 I IR E,
{RHETy 28 18 (RS, 46(7) :923

KIS SR A GG 22 8 2 M A P4 ST s, B 10, 3441,
4:(7):928

EMT A E IMIE AcrAb Spl7Ab /K-, JEE XN, XIF5TH, 45:(7) 1932

M35 PTX-3 .CTRPO MIF 7K V-5 e ifi P4 ik 2= v £ 35 il 28 ) g % S 30 70
JEIIEER s KAE FAN, EEHL(T) 935

Lp-PLA2 Hcy 2 S1008 B PERGAHE VD MFAERTSE i E e,
JEARIZL, 25400 (7) : 940

TCT .HR-HPV i 5 BATE BT 7 2076 46 76 7 0038 I AR I2 W vp i A0 (i
Ao (7) 1944

SE 009 0 SOGB4 28 0 7 8 IR #6597 5 Hey (FIB Fll CRP 19751k,
L, XUHH  WRHE , 45 (7:948

RDW DD B4 3T CCP FL A I XF RA 12 W7 Koo 13 7% h 1 4 (540 #r
Wl s, B, 45 (7) 1952

IL7E B2\ PINP 7K V-5 4 28 Ji5 1 088 A5 44 B A - PR 1) 03000 44 116
D5 K& R, LT AR, 45 (7) 1956

RS W G 72 it I S I ) e 7 sk 8 S S B e, 4, 7
Z511.(7) : 960

PCT .CRP £ ili 9 3 JF AR Bl 92 /B L h A 2235 20 5 MP-1gM Bty oC &
PN Pl 55, XTE s, 45 (7) : 964

miR-142-5p X & A G 2o s A VERIBLE] & A, 238 (7) : 968

N LS ARAR B AR 21 =K 18 =R 13 = AR a0 £ (v 2 i)
FPEOATbRIER 52, 5K 308, T8, PV, %(8) : 991

SR AR X Marfan 255 1E 5 R EATHLA TS A& 2212 W, ] K 3C,
Jaa PRAIET 45 (8) 1995

B HE AR TS AR OGN R B 5T, AR, SRR ST B SRR, H
(8):1001

E6 HiaCANM RN CD34+ 4t 43 Fe AZaxsd T80 R i T, A,
kNS XA, 45(8) : 1005

Za PRI EL A i LIRS TK1 &2 E-cadherin 25 12835 7K M i X,
IBARSC, skt AR, %5(8):1010

AR /NN it R e 4L 2 B M Y cireRNA 1) 35 7K 7 BN R 30,
AL, 3k T, FE T R, 45 (8) : 1014

CK-MB ., cTnl ., 7t [ik i 52 F o0 i 6 A2 W St 0 WU SE AR (EATF 5T,
HWE, HAR S, XIE(8) 1018

miR-126 .miR-96 5 2P0 WUREFE £8 355 i/ 376 Ak B2 30 3 700 4R
XD, /NS, B4, %5(8) 11022

RDW i (5 Ifil Fi 5 % G B (432 Wi 00, SR A7 58, 80 807, 4bk, 45 (8)
1026

KRR 2 P I Lp-PLA2 CD147 A5 M X TBLT  R4THE
FkAT I (8):1030

hs-CRP NF-kB , VCAM-1 5 fift ffL 1 fi i 3879059 175 S T f o6 3R, 25 i 3,
ARSI (RS, 55 (8) : 1034

R 1 25 1A RIS 2 D 2 L e A 20 2% I H A 2008 % 50 LTS 1)
AHSEME TR R 2 BT, Sk 1 (8) : 1039

ZRIAMTE R A B IR K R e 2 R ) Q255 fE P R 0 A op
PITUMAE , 55 BRil I, S5H0 A, 45 (8) 1 1044

LRI SATB ik S50 Pt 2 SRS ISR ST Az, X1 S04
H13H(8):1047

JiF il TGF-B1 . Treg A0 /KX = LS S8 Ml & B A K i 000 4
1B, PR I, TR, 5K TS, % (8) 11052

Al A KA T A A% T-KB p65 X2 i i i S i 28 515 1
TG IPTAL , FHHEES , 3012, 4R, %(8) 11056

CCL18 .MIF mRNA HIF-1a 75 AN 12 55988 Hh 1) 38 B 3905 PEA 1,
R PMVERDH, 1148 K(8) 11060

CRP . PCT 145 i S B L PE A3 7E ICU Jili R IEk Y 12 Wt K 151 v 4 vy FH e
18, #hn , ok, 584 (8) : 1064

i 48 37 AR B 45 31 5 AL TL-6 . TL-8 J% TL-10 7K 554K 3
WAST AR S, ST , AT , BT A4 - B ASHRIA R (8) : 1069

117 PAPPA freeB-hCG M PLGF kA K1 78 22 30 B IR S5 A A i A 12
W rb i B P (L, B9 Bk, T4y, TH%(8):1073

Th1/Th2 J AR A0 K1 TFN-y (IL-10 7£ Jo I8 43 6 b 19 28 4k K 2 3,
I, T, X (8) 11077

1l %% CD64 PCT & hs-CRP 7K -7 2tk i 1b 7 J5 A I 41 B Ik e 35
JE WIITAS  ZE59 5%, A 4 T, Bk, 25 (8) : 1082

SETE AN g 21 20 EGFR  VEGF 2535 J H 55905 BEAY 9 A A G PR 5
sk, w A, 2N, 45 (8) : 1086

BEHGALUH PD-L1.Vim. Zebl HZRi5 S50 FHBUSIERI SR T AT,
WA, BADY ,45(8) 11090

T AR5 A PRI A A 2 .25 1 %ok = 048 Il 4 jB LI ARG YA 7 5SR o
Br, sl AR4e, kA, 55(8) : 1095

FEJE MPP )L D-D . CRP \PAF JZ Ifit /N2 K0 5 (1 S 3 5L, a0,
e, e (8):1099

miR-182-5p 3 it HOXB7 K [5 1 4 1% e Ja 200 Jtd 1) 86 0 Al (R 22 1 %6
Bk, ek BRI, 45 (8) 11103

1ML CYR61 IGF-1 7K 18 B - & B 41 AR5 A 4838 (0 A0 (6,
gL, X (8) : 1108

BIUBRAEVEIAG 1 GFSCkT, s, B3, N &, 45 (8) 11112

W A — S U S A 0 i HE A/ B M T 4T A AR S B Ik 4
RO E VTR A T IR (8) 11115

LM MATE BEA5 I B3 e AR AR P i 52 RB T 05 B A1 A A8 T 7 0 R it 24 1k
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