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¥k QR F L Tim-3, HBsAg, TGF-B1
y S & - S3URST Ay R FB SR

X7 F (BEPEE T O EREARR BT 721000 )

BE: B KRR OFEEF THREWELEREGEE G5 F 3 (T lymphocyte immunoglobulin mucin molecule
3, Tim-3) . ZJF & @ /& (hepatitis B surface antigen, HBsAg) #4544 K B F B1 ( transforming growth factor beta
1, TGF-Bl) Ax LR E £FE, Fix SREUFTORER 2017 4 10 A ~2019 5 6 A4 W 4130 THF &4 103
6] A B, kA R B AR 103 6] A sF RB4R, W 20 8 34 A AT o 4k [ AT AR B8R ( cholyglycine, CG) . & &BA
R & A E (alanine aminotransferase, ALT) . R AR B A 44 8 (aspartate aminotransferase, AST) . HAEl24r &
(direct bilirubin, DBIL ) . #A24r% (total bilirubin, TBIL ) ]. TGF-B1, HBsAg #= Tim-3 k5L, SFo4ri& ik THF
I B F . SAEFRARE 5T ARRE B ik, R DAFZL4 TBIL, DBIL, CG, AST 4= ALT s
HRE T, £FHA GRS (1=24412-53.782, ¥ P <005) . @FF%4 Tim-3, TGF-Bl & HBsAg /& F
BT, £2FHA %I FE L (129.878~37.574, 33 P <0.05) ., @ HBsAg (OR=2.234) . Tim-3 (OR=2.634)
B TGF-B1 (OR=2.768 ) 3 4 #a %1t THF £ f Ik 5 e B & ((=5.862~11.140, 3 P < 0.05) . @ TGF-p1, Tim-3
% HBsAg 5 i 9 #4545 CG, ALT, AST, DBIL, TBIL A& 2% % £ 4 (B P <005) . GFL ¥ WA E
(95.15% ) . % F (92.23% ) Fe & 5 F (93.69% ) & T TGF-Bl (79.61%, 76.70% #= 78.16% ) . Tim-3 ( 77.67%,
80.58% #= 79.13% ) % HBsAg( 82.52%, 83.50% #= 83.01% ) 57, £ FA %t F &L (y ’=9.662~22.685, ¥ P < 0.05),
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Study on the Correlation between the Expression of Serum Tim-3, HBsAg,

TGF-beta 1 and the Severity of Chronic Hepatitis B
LIU Zong-ping (Department of Clinical Laboratory, Baoji Stomatological Hospital, Shaanxi Baoji 721000, China )

Abstract:Objective To investigate the T lymphocyte immunoglobulin mucin molecule 3 (Tim-3), hepatitis B surface antigen
(HBsAg) and transforming growth factor beta 1 (TGF- 3 1) in patients with chronic hepatitis B correlates with serum expression
and disease severity. Methods 103 patients with chronic hepatitis B in the Baoji Stomatobjical Hospital from October 2017 to
June 2019 were selected as the study group and 103 healthy people in the same period as the control group. The liver function
[Cholyglycine (CG), Alanine aminotransferase (ALT), aspartate aminotransferase (AST) were measured. The expression of direct
bilirubin (DBIL), total bilirubin (TBIL)], TGF-beta 1, HBsAg and Tim-3 were analyzed, and the influencing factors of chronic
hepatitis B, the correlation between the levels of various indicators and the levels of liver function indicators, and the diagnostic
efficacy were analyzed.Results (D The serum levels of TBIL, DBIL, CG, AST and ALT in the study group were higher than
those in the control group (¢ = 24.412~53.782, all P < 0.05). @) The levels of Tim-3, TGF-beta 1 and HBsAg in the study group
were higher than those in the control group (¢ = 29.878,~37.574, all P < 0.05). 3 HBsAg (OR=2.234), Tim-3 (OR=2.634) and
TGF-B1 (OR=2.768) were independent risk factors for the onset of chronic hepatitis B (3’=5.862~1.140, all P <0.05). @ There
was a significant positive correlation between TGF-beta 1, Tim-3 and HBsAg and liver function indicators CG, ALT, AST, DBIL
and TBIL (P < 0.05). (& The sensitivity (95.15%), specificity (92.23%) and accuracy (93.69%) of combined diagnosis were
higher than those of TGF-beta 1 (79.61%, 76.70%, and 78.16%), Tim-3 (77.67%, 80.58%, and 79.13%) and HBsAg (82.52%,
83.50%, and 83.01%) respectively, with significant differences (3= 14.207, 9.662, 22.685,all P< 0.05).Conclusion The level
of Tim-3, HBsAg and TGF-1 in patients with chronic hepatitis B was positively related to the liver function. The sensitivity,

accuracy and specificity of the diagnosis of chronic hepatitis B can be improved by combined detection.
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(A3 S U2 O T W9 L3 SF e bR e 12
CHFBE TR FRIR GO, AN S BT BE U9
Xt Gk fb A KN B1 (TGF-B1) , T#EZE
TR E AR E AT 3 (Tim-3) ML AFR T
Ji (HBsAg) kit irm#r, E—xF Fikdahnee
Ptk OB E 5 TEH B Th R IR A FAgYE
B 5 MG F I8 bR EAT Logistic 204, [RIAS %) &
FEPR ST G DI REFR bR TAHOCE 08T, WI2b
5% TGF-B 1, Tim-3 Fll HBsAg BTG K 1 446
WX 2 3 R U R BB AL A3 HT o 3B A A IR A5
B AEXT 12 M £ B A S ML AR A T — 25
BT, AR SCER AL, MR R IR BT
IR AE AR SR R AR AN TR 25 ARG 2
GLERRGY, ST, AWFITE S e O RS
Ffe e AR Tim-3, HBsAg il TGF-B 1 KF, i)
Tim-3, HBsAg 1 TGF- B 1 555 15 T2 2 8] it ¢
etk B2 Wi E, DA B Ih RIZ W AL 0 S8
B KasAs . MEEWR .

1 X&57H%

1.1 AR BEEEEREE 2017 4F 10 H ~2019 4F 6
A BASPE 2 R 103 BIVE WFSE4, Skl
[ AR ARG 7 103 Xt R M AbmifE: F
FATF AR CTRFRBRTE R (2015 4FFHTRR ) )
Hig vk 2 RS WbRiE T ARl < 60 %5 HIEARHFSE,
BB HEBRbRAE: IR . N E R
. RFIIRAE S 2P ITFLIE AT iR
Wtk IR RRPEDIRET ;IR 2SR
A5 MR G S RG0S s ARG 3 A H
PRI B S e P 16T o IFFR AL 53 1 56 4,

Lot 47 P, AR 39~58 %7, SEIAERS 48.06£4.91 %
W lE R R 28 A, v BE 43 ), A 32 £,

X BEZH 51 59 1], 4ohE 44 5], AR 36~59 %, F-
YIRS 47.895.10 B, PIZAMER . 4RSS ILLR YOk
I ATt (P> 0.05) , HAWFRAREEICPEZ b
St

1.2 KA AL EE Bio-RAD /A7) Bio-RADS550
RITARAX, DU S S R A PR A RS W B £
PERF, FEEHERE/S F] Abbott Architect 12000 4>
A sh b % 5% R 5 S

13 ik P T ABCES 2 R AR TR
Tk 5 ml, 3 000 r/min, 2.0 10 min, B 75,
BT — 20CHAE P EAERE R, DABGHR 2R B o g
W2 B 92 0 %€ B D e 48 A7 (CG, ALT, AST, DBIL
M TBIL ) 7K. TGF-B1 /K5 RE4 Ashfb ¥k
HE R G SHERF, Kfb2F kIR gk
7 HBsAg Fik 1%L ; WUBTf AT 25 B b e o i 4
I 1001, #=FHA4E N, A PE-Tim-3, FITC-
CD8, APC-CD3 ZGH s BEIIR, T 4 CIEE ik
FeEE 30 min, AIAEMLZE | ml TR FEHE 10
min, FEH N EPERT, B0, 24 PBS VR 2K,
DI PBS 300 w1 A, 2834 f 2 Tim-3
PRGN

14 St o BT SPSS 24.0 (441,
JF ) G485 4% &% TGF-B1, Tim-3 K HBsAg L)% +
PRUEZE (X +5) Fom, (A5, BURE ., $E5HE.
WL, n (%) Fom, o K. 1M ORI
i PR 22 2% FH Logistic M9 40#T, L& & 845K 5
M 2 TS AN SCI R ) Pearson AHIGHE 43T,
P < 0.05 AESAGIFE L,

2 #R

2.1 MFheedgArrba LR 1. XL R T
bt b, W4l My CG, ALT,
AST, DBIL Fl TBIL ik /K F-3m TR, 25
B2 (=24.412~53.782, ¥JP < 0.05) .

*1 MeAEFEME CG, ALT, AST, DBIL #1 TBIL /KFELEEE (x£5)
| W54 (n=103) XHRAL (7=103) t P
CG (mgL) 30.53+6.44 1.89+0.51 44.993 < 0.001
ALT (ULL) 245.33+40.81 27.415.06 53.782 < 0.001
AST (UL) 160.27+25.76 31.29+4.41 50.087 < 0.001
DBIL ( pmol/L ) 6.56+1.10 2.44+0.68 32333 < 0.001
TBIL (pumol/L) 22.69+5.91 8.28+0.98 24412 < 0.001

22 TGF-B1, Tim-3 % HBsAg & F ik 5%
2. WFS¥4l TGF-B1, Tim-3 Fil HBsAg 7K i F 4] i

A, ZRHAGIFE X (=29.878~37.574, ¥ P
< 0.05) .
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EY) A% TGF-p 1, Tim-3 & HBsAg 7KELLEE (xts)
/| WA (n=103) XA (n=103) t P
TGF-B1 (pg/ml) 71.13+10.18 28.79+6.44 35.672 < 0.001
Tim-3 (%) 24.4416.06 470+2.87 29.878 < 0.001
HBsAg ( ng/ml) 3.83£1.01 0.09:0.02 37574 < 0.001

23 BBTLFARBAREN S LR EAHH UL
F3, DB RWIERNAZE, HEL. 4F
% . TGF-B1, Tim-3 & HBsAg /K F-1E H 75 & ¥E 4T
Logistic [F[IH 734, 458 WoR B34 S A 515

% [H 2 (=0.145~0.238, P>0.05), ifii f& % HBsAg
(OR=2.234) , Tim-3 (OR=2.634) J% TGF-Bl
(OR=2.768 ) 4 fysZmm gt 2 I &9 A ST fa s A
% (=5.862~11.140, ¥ P < 0.05) .

(OR=1.527) , “Fi¥ (OR=1.959) #JJg T J 37 f&
i3 B ZIFEE L FZMEZE Logistic 547

uH B SE. Waldy’ P OR 95%CI
i 0.423 1.10 0.145 0.621 1527 1.024~2.276
AE 0.672 1379 0.238 0.570 1.959 1.144-3.353

B TGE-1 1.018 0.305 11.140 0.000 2.768 1.241~6.172

ABERT Tim-3 0968 0.398 5.921 0.000 2.634 1.219~5.691

BRI HBsAg 0.804 0332 5.862 0.000 2.234 1.044~4.781

2.4 TGF-B1, Tim-3, HBsAg 5 AT 37 a5 47 X B TGF-B1, Tim-3 } HBsAg 5 ALT, AST, DBIL,

Mo WA 4, X TGF-BI,
5 CG, ALT, AST, DBIL, TBIL #f14H5

Tim-3 ;. HBsAg
oA,

TBIL ¥ /775 B 3 IEAH X R (1=0.698~0.822, ¥ P
< 0.05) .

x4 TGF-B 1, Tim-3 & HBsAg 5BFIhREEAR L BR 47
GG ALT AST DBIL TBIL
HiH
r P r P r P r P r P
TGF-p1 0775 < 0.001 0.711 0.006 0801 < 0.001 0760 < 0.001 0751 < 0.001
Tim-3 0810 < 0.001 0797 < 0.001 0788 < 0.001 0771 < 0.001 0.698 0.010
HBsAg 082 <0001 0758 < 0.001 0782 <0001 0.708 0.007 0.751 0.002
2.5 TGF-B1, Tim-3 A= HBsAg $ 1k & kA4 2k HURRE . RRSEE . MERREE YR TR, G2

# W3¢ 5. TGF-B1, Tim-3 Fll HBsAg [ U |
TR WERBEAE SRS I *%Zl‘ﬂ%ﬁiﬁéﬁﬁ
SR Y (f=3.241, 2.145, P>0.05) , BEELWimt

Wr 5 A2 W s LA gt hir, ZRAGITHE
X (=9.662~22.685, ¥ P < 0.05) .

x5 TGF-B 1, Tim-3, HBsAg REE&ISEIZIEERTEE [% (1) ]
Wi H TGF-pl Tim-3 HBsAg B LI e P
TR 79.61% (82/103)  77.67% (80/103)  82.52% (85/103)  95.15% (98/103) 14.027 0.003
P S 76.70% (79/103)  80.58% (83/103)  83.50% (86/103)  92.23% (95/103) 9.662 0.022
B 78.16% (161/206)  79.13% (163/206)  83.01% (171/206)  93.69% ( 193/206) 22,685 < 0.001
3 itig Tim-3 i FIECAE U BEAR = -9 (Galectin-9 ) 45
T AEEYE S AL, SR 50 7 B G TR T 410 (Treg) 14k & 4 ii Tim-3

(hepatitis B virus, HBV) &3¢ A] {2 (EHLIA G RS
e, AERORE AN T, e ERE I RERAS IR
T AR B A BT, vl i SR I R A
BN ] S I I E R = Vs 0 £ QS R ol
XTT@‘T%ZH?&{LJEU\J ABFFEE L, Tim-3 N iL4F
HB A B — 2K A RPN T, e A
GBI AR | RGO R AR P A AR,

T FIAIKFE, Tim-3 KSEHE ] 755 Thi 20 57
T-IFEAH] Thl BIGRE S, IR 18 1 & i
Th1/Th2 A " 1] Th1/Th2 P-4 548 1 2, 1 5
%ﬁﬁ‘%ﬁrﬁﬂ@a‘éﬂﬁr BATEE M, gk )
oM, B EE Tim-3 5 H# A K L
VEH 12 P HBV e 295 1% 7

A IR R 2 —
XGAYMETE Tim-3 H# H R AR AR — 2
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i R SR L, 1M S S AP I Tim-3
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PE C B AR B 0 A2 fe (il v] MR8 v £ R 58
IR gt s S I N P B 1| S T oy P
— PR E RIS L, $E R FRATT HBsAg 11
FIMMEN W E IR AR bR 2 —, B EiR
FEPE.

76 I PR & W b, CG, ALT, AST, DBIL Fl
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FEB AR, ISR FR /K AT B G 5
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