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Abstract : Objective To study the characteristic of immunoglobulin and peripheral blood T cells subsets in patients with chron-
ic hepatitis B. Methods

with gentle/mild chronic hepatitis B,21 with compensated liver cirrhosis, 18 with decompensated liver cirrhosis and 20 healthy con-

Seventy-one patients with different stages of chronic hepatitis B from 2007 to 2009,32 hepatitis B patients

trols were enrolled for observation. The peripheral blood T cells subsets,IgG,IgM,IgA,y immunoglobulin and albumin were deter-
mined. Results The percentage of CD3" ,CD4" ,CD8" T cells in compensated and decompensated liver cirrhosis were lower than in
gentle/mild chronic hepatitis B and Control, the difference were significant(P<Z0. 05). The differences between gentle/mild chronic
hepatitis B and control,compensated and decompensated liver cirrhosis were unsignificant(P>>0. 05). ¥ immunoglobulin in gentle/
mild chronic hepatitis B, compensated and decompensated liver cirrhosis were significantly higher than control (P<C0. 05). The
difference between gentle/mild chronic hepatitis B and compensated/decompensated liver cirrhosis,compensated and decompensated
liver cirrhosis was significant(P<C0. 05). Albumin in compensated and decompensated liver cirrhosis was significantly lower than in
gentle/mild chronic hepatitis B and control(P<C0. 05). The difference between compensated and decompensated liver cirrhosis was
significant(P<Z0. 05). IgG,IgA in compensated and decompensated liver cirrhosis were higher than gentle/mild chronic hepatitis B
and control(P<C0. 05). No significant difference on IgM in groups(P>>0. 05) were observsed. Conclusion Cellular and humoral im-

mune function were involved in chronic hepatitis B patients which correlated with disease progress.

Key words: hepatitis B;  liver cirrhosis; T-lymphocytes;
18 1 2 B 48 008 B (HBV) B g 2 iy T H1 4% 240 Jifd 2 5 1) g
EHL ABEA JUE R AR HBV 10 3 30 18 Mk . A8 S0l
T AE 4 HBV Ry o 19 6 T ik E 4l il (CD3 ") (P A~ 1 22
YREEBF CDA " CHEBI M) T bk L 40 i A0 CD8 " (41 ity 3 M) T 3k
EUI A (CTL) Je v 3K H 1gG IgM IgA 3 & H i fr R, 1
it KB 200 D B 8 R T B 5 AR A A I DR SR JBUTE 4 1 AR T
97 07 R RAKE
1 #EREFE
1.1 WEZEX% ZRBE 2007 45 1 H % 2009 4F 11 A g4 HBV
TR AN [ I PR B 0 B A8 T B AR 15 ~70 %, F 1 51
%39 A1 B, % 30 18 M B R (2 ) 32 ], & I IS A
A0 21 19, 2 5 I A e AR A2 00 18 9, ft e ) B oy
20 A B AR R (i R . 55 13 01, Lo 7 s SRS 18~62 %P 1Y

immunoglobulins

47 % o 25U FE X G B AR I Ml o A 25 R RGP
>0.05),

1.2 W55k (DM HBY BRYL 2 Wis i 2 IR 2005 4F 4
FE 7 2 P I R S BT B 18 M 2 R BT R B s F5 m O0 L IFHERR
FAh S AT S 0 B e IR T IF A A B e R . (2)CD3”
T.CD4" T.CDS8" T 4 it 3 %k 5% J§ Becton Dickson FACS
Cabaliar i 2 20 i1 4% K Bt 22 52 S bm 1 B o B o 74 3 00 &
) RPEBRE H 1gM . 1gG IgA R M 55 Fe 5 ¢ A & 14X
Flie B A ks s v B H S oy BREE 3R ¥ IR Modular-DPP
4= B Bl Az A a3 A AR B 4 0 A

1.3 St a3 M () £ R A SPSS1L. 5 # {4
X ECHE AT A3 B s BT LA B E b R B R 2 O 25 40 A O A
Ko #E 1T L8, P<<0. 05 W 5 BB G it X,



E AR I E ¥ 4% 2011 42 2 A% 32 %% 23 Int ] Lab Med,February 2011, Vol. 32,No. 2 e 195 -

% R
1 184k HBV Bl AR A 40 M T 9k UL 20 M S0 7 Y K F
184 HBV Bl R 25 0 40 8 i T 9k B2 46 M2 S0 38 A1) K F T
F 1, CMJG M RE AL B A R AU 0T % CD3 T 40 Jid

2
2.

CD4™ T 4l i1 .CD8™ T 41 ffd /b 18 ¥ £ F Gt v B ) £ 35 0 fgkt e
X BRZH L 2% S HLUA B8 2 55 X (P<C0. 05) A2 22 0] 5 26 £ 42
A A B PE G b B B S X B4 (R 25 R RS
X (P>0.05),

F1 1Bt HBV LIRS E SN T S48 ek FE (4 /HFA)

il n CDh3+ CD4+ CD8*

181 2 BF G i) 32 1678.56+613, 17 989. 66+386. 36 671. 194253, 81

I JE I REAE (R A2 4D 21 1 150. 71+605. 324 687.29+366.294" 416, 434242, 234"
W e IR AL I AR D 18 1.026.00£299, 774 # 569. 6742273, 534% % 421.17242210. 954+ %
el B % 1 20 1 558.954406. 10 918. 204-290. 41 612.904156. 82

TE S8 ST G b B S H . 4 P<0. 055 5 il BEXS IR LE . P<<0. 055 5 Z T AT Ak CRUBS D 4 Lg% . # P>0. 05,

2.2 gk HBV B GL f R 45 30 60 5 BR 2K 13 4R A I K P

184 HBV Jg el PR 2% 30 S0 e B3k 8 1 L3 88 A I K COF L3R 2.
AL T G B L T JE P REAC AU 0 A AU T A v 3K
3 TAE B BR 4 (P<C0. 05) 18 P Z T (g v 1) 55 ZJIF
Jei T BSE Al A 301 0 2 AR B 000 8 3 A2 300 5 2 A 000 A 3 i 22
FA G2 2 (P<C0. 05) 338 35 11 U] 2 AT J T8 A A 2% 393
FAVEEI B AR T L T G b B0) J 3 A ey HR 4 L 22
FAGIF L P<0.05) MM S RNEMEEERA S

P12 L (P<C0. 05) , 18 Mk & (B2 B BB 3 5 il e o BE 4 1)
ERLGFEI T X (P>0.05);1gG fil IgA (/)48 1k AL — B,
Ve R ARAR 422 40 i 2 AR 62 00 /8 38 3 v T8 1 2 (i
BE) B @R A, 22 7 B it 22 3 L (P<<0.05) , 48
FEI 5 I ACEE I B B) 18 O R b ) BB 3 5 {d X B A
(622 5 Gt 47 L (P>0.05) 5 4541 18] 1gM £ R L5 i 5
X (P>>0.05),

E 2% HBV B ERZHRERER GEEBR KT (me/dL)

34 n IgG IgA IgM* HEA Y HREA

M L G D 32 13.063. 42V 2.294.0.69Y 1.29740. 82 58. 344,267 18.0743. 774
G RS AR (AR D 21 17.95+5. 164+ 3.93+1, 364+ 1.5740. 60 55,5342, 594+ 21,4543, 374+
Y= R T R AC LA =3 D) 18 19.90423. 934 % 4, 7941, 5207 % 1.5240.81 49,3043, 450 % 29, 8545, 834K
ke g % R 20 11.0642. 30 1.6540.58 1.2040. 48 60.35+3.57 15.2841.94

T 5 X TR A, 2 P<<0. 05 518 M 2 Ce P B 4L L, * P<<0. 0555 2 5 T AL (f0E2 ) 41 i 4, % P<C0. 055 55 fit B %t IR 40 1
B,V P>0.05;5 e P AL CREEID 4L L 4%, % P>0. 055 %5 41 Al L4, # P>>0. 05,

3 3t e

HBV 8 PR 75 S HLR 7= 4 T bk & 4l Bl A 5 09 e 92
T T O NE S M B 05 A0 2 B 0 R . HL A A T ok 4 P
BEMS AR . CDAT T AU iR W EEA/E R . AW hig
P HBV YL 5 (b B 3% CD3™ T 410 .CD4™ T 4 s .CD8™
T 40 508 sk /b L 328 5 Bh vk T 40 3 o RE 8 55 » 40 6 758 7K
A s RS R RS BT A R AR, CD4”
T 41 Th B A9 55 15 A HBV 3 L gl 5 Fs . CDA™ T 21 i o) fig
PuE gt S 5Z e CTL ThRe iy IE % & ¥ . ¥k CTL Wik 1k
T LR 2 0 A0 Ak B PR R T ARG AR ) CD4T T 41
FEL T 43 6 09 TL-2 A FH A g 43 Ak 3 58 AR LR 57 % 5 1k 19 3
RL T 4. #F2kiy HBV & e 4 S 808 5 M CTL 40 g i
A AERE T CTL K £, i — 25 i 55 2 40 ™ 5 ini 512 o
HBV & g 35 1) 240 M o6 9% Sk 5 HBV & il 7 %, Rigopoulou
S50V EUE SE BTG TR IR T I 06 T A S T K A2 4 A0 I o g
kg

HBWV 8 P gk e i, W] 52 Wi 1 W 5 9% . HBV W] il 3 A% - B
Wt 200 A 2R 6 48 A= T K R 38 v BREE 4300 0 AR U Bl T A
D FNHE B S R R AR R . AR IF T b I RE 4K R 3 IV
IgG IgA .y BREE R fd FRE 4L B . 4278 & I IR R b AR 2 30 5
SR AR S0 A VA YR S Y5 T R g O T A5 v R U e X A T A e 1Y

SO TN PR R I A S S B U IR FE A T R AR

L5 LTI SV HBV I 5 i (A0 e 52 1 20 i B 3 R 25
S R H R R EATAE R — R N TERR R R L,
393 SR U S8R 7 8 3R T A ML G B T R X 1
HBV S i) B e DA 2 L.

& ik

(1] A B2 o T 27 43 2% R W 2 o 2 18 M S RURT R B R 46 7
L], A4 BF ks 24 75, 2005, 13(7) : 881-891.

[2] Bertoletti A,Gehring AJ. The immune response during hepatitis B
virus infection[J]. ] Gen Virol,2006,87(6) :1439-1449.

(3] Rk, P, 42 % @ TN OBFREH T MGk
RAES HBV H C XK J AR 571 6 R LT AR 48 Yo 4% e 3k
2003,21(2) :136-138.

[4] Maini MK,Boni C,Lee CK,et al. The role of virus-specific CD8 "
cells in liver damage and viral control during persistent hepatitis B
virus infection[J]. ] Exp Med,2000,191(8):1269-1280.

[5] Rigopoulou EI,Suri D,Chokshi S,et al. Lamivudine plus interleu-
kin-12 combination therapy in chronic hepatitis B: antiviral and

immunological activity[ J]. Hepatology,2005,42(5):1028-1036.

(e B 31 :2010-07-05)





