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Abstract

AIM: To study the influence of hepatitis B virus(HBV) in-
fection on cellular immunity via examining the T cell sub-
sets in peripheral blood and the hepatic tissues and the
expression of cytokines in the liver.

METHODS: CD4*T cells and CD8" T cells in peripheral
blood was enumerated by flow cytometry (FCM) in 36 pa-
tients with hepatitis B and 20 healthy controls. The ex-
pression of CD4, CD8, CD25, TNF-a and TGF-3, were de-
termined by streptavidin-peroxidase(SP) immunohis-
tochemistry in 50 cases HBV-infected liver tissues.

RESULTS: The quantity of CD4* T cells and the ratio of
CD4*/CD8" in peripheral blood of patients were significantly
lower than controls (P<0.05). The quantity of CD8* T cells
was considerably higher than controls (P<0.05). T cells
mostly accumulated in the lobule and the portal tract. More
CD8* cells than CD4" cells were observed. The quantities
of CD4* and CD8* cells in the liver tissues of HBV positive
group were significantly different from the negative group
(P<0.05). CD25* cells were reduced in the infected livers,
but without significant difference. The expression of TNF-
a in the liver tissues of HBV positive group were signifi-
cantly different from the liver tissues of HBV negative group
(P<0.05). In contrast, the expression of TGF-3, was not
significantly different between the two groups. TGF-3, and

TNF-a expression in liver cirrhosis, hepatocellular carci-
noma and paratumor cirrhosis were significantly different
from that in control group(P<0.01).

CONCLUSION: Aberrant T cell subsets and reduced T cell
activity exist in patients with HBV infection. TNF-a, but not
TGF-[3,, may be related to HBV infection and liver injury.
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CD4'/CD8" IEMIZ (F2 2) . CD8+ i Ay I S HL 4 7% 1y
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Bt BT, R L A0 B R L) S e 0A (B 5-6) L A KTk
%, TGF-P,7¢ HBV PP by HBV BH #4111 635 06 i
Z 5 (P>0.05), 1ff TNF-o 7C HBV Pl Tk-45 HBV BH 7k
IR TEE BFHZE R (P0. 05, 23). 4 KITHK,
5 21 TG =B M TNF—an (14 308 12k viAT Sk % 22 5 L
U MAEAEIEA DR OG B L g T A AL
Jet T AL RO 2H ] TGR—B, R IAAT 1% 2 2= 7t
(0. 01) ;12 ¥E 220 L5 ML RIS 20 7). TNF-o 1)
FIRAT Al 22 5 (<0, 01) 5 JHFAAk 2 9 5% JH-Adi4 L
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T 40 B G 22 6 HBV S G o0 =2 (377 B . 488 MOH-20
U0 LG R AR HL L RO TR 5 AT T Y
M), CD4"T/CD8"TLUAL 1l LATE 5 A2 8 b S e p L A4t P
T W hEe. AR, 176 HBV B G& A1 e i Hy I
CD4" AN MK T T %, CDS” A M BT vy 8t cp4'1/
CD8"T LUAL T B J: [l INF £ 5t 4% Sl My 1, M- L
R4, Jf FLCD8" ¢ Hr 4y ALT, AST RIEMIE. Jhas W by
CUAT (R TT 45 R RE 00 BRATTR ISR AT T2 20
(%) CD8" 41 F 2436} B /e % T CD4 " 4l f s, A [H A
FUHORLAG WM D012, R Ah 500 56 R IAE T SR 21X
AR T AR 40 B Jy CDS AN MY, Ty X AR T

TGF-B. PR TNF-a PR

yards) n
- + ++ +++ % — + ++ +++ %

HBV(-) 10 0 1 6 3 30.0 8 2 0 0 20
HBV(+) 50 1 7 23 19 38.0° 20 24 6 0 60°
ERTHEA 9 9 0 0 0 o° 9 0 0 0 o°
121 2 BURT 10 9 1 0 0 10° 9 1 0 0 10°
i 37 1 4 21 1 29.7 13 14 3 0 45.9
RS IR 14 0 1 9 4 28.6 11 2 1 0 21.4
JHEE 17 0 2 8 7 41.2 8 7 2 0 52.9

2P<0.05 vs HBV(-), PP<0.01 vsHPE.
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AT HBV RE P T 40 B S T . B LS HBV 5 bk
T 20 J52 87 588 5 AR v DA S M SR (e 28 468 ey U A
LR Z 51072 115, AR 0 HBY 47 527 CD4 ' 41 Al CDS !
41 My N BRI AE T P . HBY 1 S PBMC B8 K, TA]
ISFIR AN AT P 3R A, S ShRE R n At

13 CDA" /CD8” LLARLAE PR 1Y, (A BEHEM
Hi S5z vt R ALAA T G 8 Sy BER AR DT BRATT A S AT
AEZNZSA W T AT, A T HBY B & A0 JE 1. T ik
401 CD4", CD8" WAF MR, JF&5 & ImIK AR
BRAHTLLES R e 2, Bl HBY /e 7 )T 41 44
P40 L CD4, CD8, CD25 ik, [AlIEHRY il TNF-o
RITGR—B, A, LU T MEIFEH P T 40 M 1) Gz Ly i
Ak K 5 0 B R T IRATIDR G 7, A 7 T 43 HBV /g

YU HLAA T 40 M 50 72 1 8 17 52 i A G BEM L.

1 #RIRT3%

1.1 A AP0 B 2R A, 475 HBV YL 36
OI.W4W#W§iTwa T24®L g1zom»rw
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R 31 . IEHN AL 20 %4, Y124, L84, )
WTW%J§JMmMWw/Tmt%Mi%ﬁn@V
AL R PR AL B IR T U 40 B ASCAS I T 40
TWAE DL

TARTTBRARAAE KT P A 52 20 2644910 K A7
PR BORE, LS YE 2T % (CHB) 10 91, IRl
1 (LC) 37 i, T 40 Madis CHCC) 17 i), B vl o7 M s
16 (PC) 14491, LA 4 A6 77 v K il HBsAg M HBcAg. JH
20N HBsAg Ml / B HBcAg BT # 2y HBY B4 2H 50 #1 ;

&1 HBV FRRINEM T MR TR DR

T2 2 HBsAg Al (57) HBcAg M L7595 J5 7 b A 1 1
Kl HBV SR (HBV BHPEZH) 10 451, 4% 4 B Rl =
TR RA S S VR EA B R 2 v o o N AT P it DN PSR AR 143
ARSI, SN 9 ) 1E 5 AU by 1E 5 0] TR AT
i 4l AR K FH SR [ BD 23 il ﬂ@smulpest TMK ik
. s 4k B HBsAgmAb . % HBcAg % il b P4
Ko S—P B A4 1 AR 2T 2 'dLuGM5\CD4&
CD8mAD I [ 35 [H NEoMARKERS 2y ii], TGF—-{, mAb )4
B4 T 25 0], TNF-omAb W B b st sl 23]
1.2 Fik B A PEG0 20 S5 bl Ul ) 58 SRkl AT
Iy Ccp3*, ¢h4*, CD8', CD16'56", CD4'/CD8" %
AR i A A 3 B g, T8l CcD4 T,
CD8", CD25" 41 M K H bk Lo Al B vl 4%, JE+6 10 N7
VR UL A0 B2 TR AW, U 100 ANIbk Lt am i v (e B
WU B, DO, IF4LELN (% TNF-a, TGF-
&M%%%wmﬁﬁ&mﬁwM#W“itﬁQWO
Oy EA Ok 1Ay R0k 2 Ay Rk 3 4y, A
H4<\1/3/11 Dyi1/3=2/3 K24y = 2/3 K34
MIFFTHE T < 2 +;2-5 K ++; =5 N +++.
eyl 2e kb8 A AR D 4 R B B R FH RoR Ly
N SPSS B AT, AT MU B BRI A B L B
¢RI RELLE M OG0 Hr. s A A6 A N SPSS i dli
VA AT X KB M ¢ KL

2 R
2.1 AR I EE S 56 TR 077595 S 2 i A Ao
B A 14 T B, HBV B A0 . T 20 Bl WA s 48 )

an%%%amﬁw%ﬁﬁ?ﬂmm,%w?ﬁﬁ%ﬁ
M (0. 05) ;CDS 40 j iy Fo6lial, SeulF A B X

(/X0.05, #1).CD16"56" 55 CD3". CD4"/CD8" Tl ;

e n CD3% CD4% CD8% CD4/CD8 CD3/CD16"56" %
pucEis] 20 66.5%5.90 39.7%6.0 24.3%6.3 1.65+0.35 25.8+6.6
HBV BAZH 36 67.3%11.1 32.6%10.4° 29.8+8.5° 1.20%0.52° 23.6%10.9
2P<0.05 vs WIBA.
2 SNAIMMEMEaE<OHT

CD3% CD4/CD8 CD4% CD8% CD3/CD16'66" %
CD3% 1.000
CD4/CD8% —-0.152(0.414) 1.000
CD4% 0.428(0.016) 0.781(0.000) 1.000
CD8% 0.620(0.000) —0.738(0.000) —-0.233(0.208) 1.000
CD3/CD16+56% —0.898(0.000) 0.042(0.823) —-0.527(0.002) —0.493(0.005) 1.000

(VRTVEXESMHKIE P E, HPEY “0.000" &R P<0.001.
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HIHBYV DNA %5 (R 0¢ %) A Bk 7= TNF-a R FT
PEACIA b5 HBV I QL s DI G, FEm Pk i &, HBV



Wk, . HBV WU A T AR

S RABIEERN S TNF-a . GF-B; 895200 733

M+H%HHUTNF—aI¢M¢%£)420%, 1M HBV FJ1 74 TNF-a
BIPEZJy 59%, & Z MAATE B #E 2 me, 1TRLAH
TNF—ot [ BT 42 34 14 5 15 HBV S YA K. TGF—B, 5 HBV
(2G5 R WA OGS, MCAHIF 9T 25 Uk A HBY B
PELL ) TGR-B., BITPEZ Jy 30%, 1 HBV BIYEZ TGF-B,

BIIPEZR Ay 38. 6%, 8 2 ] AT 0 # 22 S iTBAACA
[EI 4T itk

TGF-B 45 HBV I PEAAEAEHIC AR, MM
K9 T It R v R AR .
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