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Analysis of liver function in hepatopath co-infectied with Epstein—-Barr virus
Du Heyao ,Chen Zongtao
(Health Management Center ,Southwest Hospital)

[ Abstract)Objective . To analyze the liver function manifestations of hepatopaths co—infectied with Epstein—Barr virus (EBV) and to
explore the possible mechanism of EBV to aggravate liver function injury in hepatopaths. Methods : A total of 244 hepatopaths who
screened by EBV nucleic acid detection, and the positive rate of EBV-DNA was determined. The patients were divided into groups by
HBsAg,and the differences of liver function in patients with EBV infection complicated with HBsAg* and HBsAg™ liver disease were
analyzed. Patients with unknown etiology of HBsAg*(n=45) and HBsAg (n=69) were selected,and the influence of EBV infection on
peripheral blood immune cells was analyzed by flow cytometry. Immunohistochemistry was used to evaluate the effect of EBV in—
fection on immune cells in liver tissue of hepatopaths. Results ; The detection rate of EBV-DNA* in 244 cases of liver disease was
29.91%. In patients with HBsAg™ and HBsAg* liver injury, liver function of EBV* was worse than that of EBV~,in which, aspartate
aminotransferase (AST) ,alanine aminotransferase (ALT) ,and total bile acids (TBA) in patients with HBsAg~ liver injury increased
significantly (P<0.05) ; AST,ALT,and y—Glutamyl transaminase (y—GGT) in patients with HBsAg* liver injury increased significantly
(P<0.01). Flow cytometry showed that EBV significantly reduced the ratio of CD8* T in peripheral blood and liver tissue between
HBsAg™ and HBsAg™ patients. Compared with HBsAg™, EBV significantly reduced CD8* T cells in HBsAg* patients. Conclusion : EBV
can aggravate liver function injury in hepatopaths,and the possible mechanism is that EBV consumes CD8* T cells in peripheral
circulation and liver tissue,which reduces the body’s resistance to hepatitis.
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Y MR AT T HBsAg' 5 HBsAg T B &
EBV-DNA BHYES5200 25 I TEGe i 25 (% 1.3R2),

%1 M303¢ HBsAg® 5 HBsAg- Aff& &% EBV-DNA
PRMEZRAIFNE (1, % )

HBsAg* HBsAg™
EBV-DNA
5 u 5 S
EBV-DNA-  20(44.44) 10(22.22)  78(39.20)  63(31.66)
EBV-DNA*  12(26.67) 3(6.67) 30(15.08)  28(14.07)
X1 0.865 0.214
P{H 0.492 0.644

F2 FEHERY HBsAg' 5 HBsAg FFi%E%&E EBV-DNA
PEIEZARM (x5 )

EBV-DNA HBsAg* HBsAg ¢ 18 P
EBV-DNA*  54.13+14.73  50.07=18.18 0799  0.427
EBV-DNA-  4233+12.66 4527+1654 -0916 0.361
12 A5k

121 Sptrdbs OB R E TS HF D REHE b7 , (45 BIHLL R
(total bilirubin, TBIL) |, B[ #%HH 21 % (direct bilirubin, DBIL) %
HH (total protein, TP) AF N4 A (alanine aminotransferase,
ALT) A% B0 2 il (aspartate aminotransferase, AST) ,y—%+ z,
TE2% Rl (y—glutamyl transaminase , GGT) &M JIHTR (total bile
acids, TBA ) ; HBV K2ill 45 5 HBV-DNA HI & i #e 22  ils
Kl s EBV i, EBV {4 A DNA K645

122 SRR AN AT R 45 5] HBsAg Al 69
B HBsAg I35 58 5 103 fif 4 1, FCM ARG 41 ] it 6 328 200 i

fabr, BRFE PR A0EE CD4 T kLA (24.93%~45.57%) |
CD8* T W EL AL (16.40%~33.76% ) . T ik 40 17 73 %%
CD3"(58.4%~81.56%) B Ik I 4L 75 434K (6.48%~16.64%) ,
Anti—-Human CD3  Anti-Human CD4  Anti—-Human CD8  Anti—
Human CD20 JRzHAIAFI G F 35 [F BD 285, {8 % H BD
CANTO Il =4t s B
123 BEMFERIHL GREANi B EOR A PTG B
5 BURITE SR E R R B3 5 Bl 2R 4140, HE Je ks
W 2H 28 98 i 1 150 5 SR FH A 2 Ak B4 €D3 .CDS . CD20 43 7
K T bk L 4T AE  CDS T ik L 4 B Jbk L 40 Bt 7 JH 25 il 24
LU IR BT BD A,
13 %itsae

K SPSS 19.0 #AEUE AT Ge it 2 b B, R YOR
B+ BRUEZE (v 2 5) KRN, AL BRI S I R 5 22 0007,
28] LR LSD—t K46 s THECRRH 40 LR (%) R
A A He AR R TR, ARIE A HHE R Mo(Pas, Prs)
A R H] Mann—Whitney U #56, Ka80 7K #E @=0.05,

2.1 EBV 2 F AT REAT 7 EF T AR

2.1.1 AR ST EBV-DNA* S0 £ 244 B8
H, TR R EBV-DNA-RMA Y Lol 29.91%(73/244) , JiF
5 % W HBsAg Fl HBsAg H ¥ iy EBV-DNA 2 % 401
FREX(E3),

%3 HBsAg' fl HBsAg- £ EBV+DNA £8 (n,%)

EBV-DNA HBsAg' (n=45) HBsAg (n=199)
EBV-DNA- 30(66.67) 141(71.00)
EBV-DNA* 15(33.33) 58(29.00)
PaR(] 0.307

P 0.592
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123 IR B BRI W 2 S X S W B E 258 1% EBV 4%
PR ASHIN Ay [ 1P R B S B 2 SR LU 30T TC 25 5 4 HBsAg?
1 HBsAg s 2 o JF I Re IR R, HBsAg JHR iR
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5 HBsAg B3 A1 i S e AN 0 CDS*T 1 HL 3 (P<0.01)
(%5),

222 HBsAg' HBsAg fiF9i i 4 4121 CD8* T % 41
Mo sz 4 B 1S5 R8T WFSE kI S 1) HBsAg Fl 5 Bl
HBsAg B & P T HF A ZUEEHIARAS , 0BT B P Z0h T ik
EL4A A (CD3*),CD8* T L K B kI 41 (CD20*) 75 HF2H 4L
Fik, BB EBV-DNAHR T 20 SR (. 1 28 i A0 g y=
(1 1A) , EBV-DNA & 1Y T L1908 BN 58k, Herb T4
o e A S 5 Ak v DL 32 R A T e i A IR A, 4 L B
A AR TR MR AN RER , 1 EBV-DNA-FR3 SN 4255, 1fif
T R R S R AR BH PR AN AR B 1) BT CD3+Ras T
Z5(P>0.05),CD8* T 41E7E EBV-DNA*H & 414U iH
W (P<0.01), R0 CD20%5 75 BT B34 (P<0.01) ; A%
T HBsAg ##  EBV XA LU ) HBsAg & 1) CDS AL
TZ(E 1B.C),

EBV E 51T SN W8 T B 22—, fE42
BRAME MBI R 1K 95% , Sufie IR IE 11~
R IAESAG RSN, BRAEATSER Y EBY

PP B 405 80%~90% 2 Rk 4 i B 4 87 () JHF 3
e H , 25 A R H PR K>, 4R EBV
WFSE RN AR A, &K 30 EBV Bl BT 4 T
Wik F S et R R R EE BT AR
Rt S 9 i , EBV 8 B il 5 UM I A e
FEA 0 HLAR R A5 2 R 8 A FE R
SR A R IR TR 1) & A ks e {HEBV
XF IS se i s B R FRIEAT Bk = R G0 4, H ALK
PUFMIASTE 2 . ASBF90E i%T HBsAg Fl HBsAg
A Y EBV BHMER T Uh e Al 8 R BT ;
MAARTE A BERR T T A i G % 40 G B 3] A8 Ak A
HE RPN 2E 5 MR TT EBV X EIRES MR
(AT RERILH

TE 245 8 T, R 85 EBV-DNA*BVA
LA 29.91%(73/244) . e 34 HBsAg /& FI
HBsAg F & 1 EBV-DNAEGE 4225, FEikHU
244 ) B DI RE AR B R BN ik U
H RPN . HBsAg e 8% b EBVIF D45
Fr AST ALT TBA B] i 55 T EBV-E3%  HBsAg 5
B EBVF TR AST ALT v-GGT M .5 F
EBV- 3, $&/R EBV JEYL ] GBI B85 1Y B4 .
FEFGEE HBV AR SMER G 1) G052 200 B AR 78 v 2% 3,
AR T 4% EBV 46 AR B bk I 48 it B A R 5+

% 4 HBsAg' 5 HBsAg- BHHBTIhAEIEIRE ROIM,( Ps,Pss )]

4l TP TBIL DBIL ALT AST y-GGT TBA

HBsAg  EBV-DNA-  68.69(61.62,73.55) 27.53(15.11,124.87) 9.50(5.35,53.1)  121.20(47.3,496.5)  61.1(30.4,206.55) 114.3(43.3,327.55) 6.60(2.92,49.29)
EBV-DNA*  68.27(59.73,7443) 31.14(1936,119.57) 13.90(6.5,84.08) 172.40(75.05,512.08) 98.55(49.13,229.03) 213.50(89.7,425.5) 29.20(8.6,166.15)
21 -0.114 -1.09 -1.614 ~1.464 -2.153 -2.229 —3442
P 0.909 0273 0.106 0.143 0.031 0.026 0.001

HBsAg®  EBV-DNA-  66.65(61.58,71.88) 42.49(18.89,171.36) 22.29(7.48,107.47) 56.55(38.93,132.25) 69.35(42.9,121.75) 57.00(36.05,159.6) 14.67(4.3,148.07)
EBV-DNA*  67.90(61.9,74.1)  67.70(21.75,146.7)  28.36(94,87.8)  555.90(306.6,1200.2) 265.80(99.4,363.2) 220.20(90.7,319.5) 45.80(12.9,120.61)
VAL -0.409 -0.698 -0.686 -4.190 -3.226 2711 -1.132
P 0.682 0.485 0.493 0.000 0.001 0.007 0.258

%5 HBsAg'5 HBsAg RFfEEE T EBV %t4ME M 2B M MMM, ( Px,Pss )]

Vigii! TP TBIL DBIL ALT AST y-GGT TBA

HBsAg  EBV*(n=15)  5.92(3.29,7.03) 8.00(5.8,11.8) 12.80(7.6,49.2)  66.83(58.52,84.15)  23.00(21,25)  40.80(37.2,56.2)  14.40(10,17.2)
EBV-(n=30)  542(4.07,832)  8.65(640,865)  19.15(9,2943)  69.37(63.57,77.55) - 40.30(34.57,45.00) 24.72(21.91,26.13)
71 -0.084 -0.178 -0.879 -0.518 - -0.951 -5418
P{E 0.933 0.858 0379 0.605 - 0.342 0.000

HBsAg  EBV'(n=30)  4.27(3.16,622) 8.0(5,9.75)
EBV-(n=39)  453(271,722)  7.80(54,12.7)

23.50(16.4,34.65)
213(11.1,44.6)

76.41(7091,84.66)
81.5(66.26,87.46) -

19.00(16.75,22)  39.07(34.38,49.44) 31.13(29.38,32.71)
21.09(15.1,29.81)  50.18(443,56)

71l -0.115 -0.661 -0.393
P 0.908 0.509 0.694

-0.859 - -5.108 -7.081
0.390 - 0.000 0.000
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