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[# ZE] HH: 2IFREFEERNARBRGURSE M ZRIFFR 25 5N IS 40 i (PBMCs ) ZhREFI M
Tk R PR EUR (HBeAg) FHME N RR B FEF 4B (ALT) 2 H & 40 Bl (A 41) , ZAT e HTJR (HBeAg) FHE
ALT #R221EH 20 (B 4) , HBeAg & ZHAFREEN EZWERZIR (HBV - DNA) B ALT IE# & 20 #l(C4) , 5
HINGERE 15 1518 LT 5005 S22 b ik A 389 Ay B Ak i 8 R (S35 8 1. %o B, 3 B 5 3R A0 B Il B 0 L, i AL
I #%EZE (PHA) .HBeAg . HBcAg, 1%53% 48 h J5,1 500 r/min B> 10 min, I2E F¥ER -20 CEFE, SE—# M IFN — vy,
IL-10 &5, RAR40H GRS il CD8 + CD28 + T i W A%, 455 :1FN -y £ HBeAg FHE: ALT IEH 4,
HBeAg [A¥E ALT 5% 4 H 93 2 B BAK T 1E % X 20 F1 HBeAg [z HBV — DNA [ ALT IE# 4 ;IL - 10 7£ HBeAg
FHME ALT IE# 4, HBeAg FHYE: ALT 53 4 i & &8 .15 T 1E % Xt B4 Fl HBeAg [z HBV — DNA [t ALT IE%
4, CD8 +CD28 +T #ffi7E HBeAg FHE ALT IEHAH T BIK T HE &M, 4if:HBeAg FHYER) A, Thl B4/
G N B BART , Th BT 6% s B R 38 7, CTL i)
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Effect of hepatitis virus B protein on the functions of PBMCs isolated
from patients with chronic HBV infection

GAO Yue — qiu, SUN Xue — hua, ZHANG Xiao —ying, WANG Ling - tai
(Shuguang Hospital Affiliated to Shanghai University of TCM, Shanghai 200021, China)

[ ABSTRACT]
(PBMCs) from patients among various types of chronic hepatitis B virus (HBV) infection. METHODS ; 80 patients of va-

AIM: To study the effect of hepatitis virus B proteins on peripheral blood mononuclear cells

rious types of chronic HBV infection were observed, including 40 HBeAg positive with abnormal alanine aminotransferase
(ALT) (A group) , 20 HBeAg positive with persistent normal ALT(B group) , 20 HBeAg and HBV — DNA negative with
IL -10, IFN — vy in CD8 + CD28 + T cells, after stimulation with PHA, HBeAg
and HBcAg for 48 h, were inspected respectively in PBMCs. RESULTS: IFN — v was significantly lower in HBeAg positive
patients. IL —10 was significantly higher in HBeAg positive with normal ALT. CD8 + CD28 + T were significantly lower
than others. CONCLUSION: In HBeAg positive group, secretion of cytotoxic T lymphocyte (CTL) and Thl type cellular
immunologic reaction is decreased, Th2 type cellular immunologic reaction is enhanced.
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persistent normal ALT level( C group).
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FRE) B Z RS TR BHAE 3 A RE
ST RBUR R IRYT 8 M R R
FFHERR FFEE AL P B & 9 e s e I R F g
PP A . HHh HBeAg [HME ALT 5% % 40 ] (A
H),5 28 1, % 12 ], 3413 (36.38 +7.88) &,
552 (3.90 £ 1.72) 4F, HBeAg FHM: ALT $#4:
IEHE 20 (B 4), 5 14 6, % 6 #i, FH 45
(32.35 +8.94) %, FH 9 2 (4.00 + 1.62) 4E,
HBeAg }: HBV - DNA FH#E ALT IE % 3 20 i (C
H),5 13 Fl, %7 6], FHERE(34.15 £8.13) &,
EEHE (3. 85 £ 1.57) 4, Ak #E 15 & AU
PRI 2 s A U 357 Ay S A A e o A A 2 Oy 1E B %
FREH, 55 10 ], 2 5 ], P44 (35. 87 £6.25) %
2 WMEIEHR

2.1 FFhFALFHRAFGEN GAERNERE
HEBE(ALT) X A RA L BEE (AST) B
WERR G (ALP) R A B 7 IKEE (GGT) \ B HA R
(TB) \HEH(A) KKEH(G) , 5t —HEELE A
Lg=y Rl

2.2 #wiF HBV m&FirE 694 n 15 HBsAg,
HBsAb HBeAg .HBeAb HBcAb HBV — DNA ( % (&3¢
JtE & PCR %) , 5t —H L E B IR

2.3 &AEBEGH$E PBMCs 43 IFN -y IL - 10 &
Fegiel  TORECRAEEFRIKIL 2 mL, DAAFRER /K2 mLX}
AN 2 mL b B4 A4 B W, 2 000 r/min B
20 min, 438 PBMCs, Hanks YR VES . 2B HJ PBMCs
(TEAHL > 95% , A% 4B > 98% ) ¥ 5% ¥ (RPMI
-1640 W 9 iy K TE/NF LIS 1 ) I8 40 B vk BE Oy
10° cells/L, BT 24 FL¥EFR ML, il A PHA  HBeAg,
HBcAg, 4 Y& £ 70 51 4 20 mg/L.1 mg/L,1 mg/L,
37 °C 5% CO, #£3: 48 h J5,1 500 r/min Z.0» 10 min,
Wk BB W - 20 CHRFE, 2 —A il IFN -y IL - 10
7K

2.4 ZAEBHHFE PBMCs # CD8 +CD28 + T 41
JAR AR TCRRAEFRIKIN 2 mL, LA FEER K
2 mL Xup A 2 mL B4R ES B ,2 000 r/min
B> 20 min, 435 PBMCs, Hanks Ve IR VER. 0K
PBMCs ({540l > 95% , B /AMZ 40 > 98% ) s 35
W (RPMI - 1640 ¥ 9 fy KIE/N-LE 1 43 ) FI 40
WBEH 10° cells/L, B F 24 LM+, it A PHA
HBeAg HBcAg % 20 ulL,37 °C.5% CO, 535 48 h
J& , AT A7 8 58 52 R bt 44 B BBt A CD8 - FITC
1 CD28 - PE £ 10 pL, F#EXS & Hin A /DR IeG
— FITC # IgG - PE 4% 10 uL,IBA) B %R 20 CHt
S 25 min, BIRVESS, B0 JE R, AR B A

AP, BT, OB S i A AT o DAAS [R) X
POERIRCH G20 CD8 + CD28 + T 4 W7, &
UCERRE i I 2 4 25y > 5 0007,
3 FitFEAE

A REm AR TIHENRSE, RAXE
SPSSI1. 0 SRAFHATE AL E . Seit 2 Ik S AR
B (x +5) HBSRAT 2907

# =X

1 FAEEBEMEZIRERRERS PBMCs 5
L&k IFN -y, IL-10 28
1% 1 7141, 11 PHA HBeAg Al HBeAg B3
d1 IFN - y 7€ HBeAg FHE ALT IE# 4 A1 ALT B4
Hrp & B U BART IEH X IR 4R HBeAg & HBV
~ DNA Bt ALT 1E %4 ;T IL - 10 7£ HBeAg FHPE
ALT IEF4A ALT R4 & BYE S TIEF X
HRZHF1 HBeAg Jx HBV — DNA B4 ALT IE# 4,
®1 FAEXBBUZHFREREERS PBMCs E55 LiF
& IFN -y, IL -10 &8
Tab 1 The different levels of IFN -y and IL — 10 in mediums of
PBMCs in vitro from different types of chronic HBV in-

fectors(x +s)

Group n IFN - y(ng/L) IL -10(ng/L)
A 40  280.73 +44.57% 126.51 £19.99%**
B 20 279.30 +35.56** 130. 85 +23.60%**
C 20  302.85+33.28 112.49 +10.06

Normal control 15 318.67 £52.29 113.37 £23.21

A group: HBeAg positive with abnormal ALT; B group:
HBeAg positive with persistent normal ALT; C group: HBeAg
and HBV — DNA negative with persistent normal ALT level. * P
<0. 05 vs normal group; * P<0.05, ** P <0.01 vs group C.

2 FEEHEBEZHRFREEFMERS PBMCs 355
J& CD8 + CD28 + T ZHAaE B354k
% 2 AT, il PHA . HBeAg A HBeAg B 363
i, HBeAg fHME ALT IF % 40 CD8 + CD28 + T ZH L
K BRTHEAL.
F2 FEXBEBUZHFEERRLERND PBMCs 55 /a
CD8 +CD28 + T 4 fuiF B pyZE{k
Tab 2  The levels of CD8 + CD28 + in PBMCs in vitro from dif-
ferent types of chronic HBV infectors(x +s)

Group n CD8 +CD28 + (%)
A 40 22.58 +9.83

B 20 12.26 +£3.31**
C 20 22.86 +6.90
Normal control 15 26.64 +7.34

*P <0. 01 s normal control; * P <0.05 vs group C; P <
0. 05 s group A.



it it

HBV B £ )5 , MUK I o8 B 28 SR R E T
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#, CTL ThEBKF .Th1/Th2 4UHELK 45 FE 26 4%
A F R A R R BB E LM EZER
A, R R R

IFN -y 26 Thl BRI 730 , 7640 s )9 HBV
Mg REEEERERS . AR KW, 2 PHA,
HBeAg #1 HBcAg L3754 1) IFN — v & 7F HBeAg
FHMEZH B B A F 1IE % X BE 4 S HBeAg FAPE4, $2R
HBeAg FHYEM 3, Thl B4R G J2 i B BAK T o

IL - 10 2 Th2 RIS 5308 ) —FH5R A 1 1) s
FIARAE T B 7o A iR B B 380 280 7 B B3 8 410 i
Th1 ZYULHAL 55 7, 30 i Thi 7Y 20 B 43 205 40 ffa 15
Fo EREEFT DC B R 1 FHB B, 7 B[R]
TS F BIFRIE , B MHCIT 28437 I 3R35 , it
SR 20 M 1 BB b, AT CD4 + T 21 g X 45 e 4b
EHEBURTC IR ML J7, 51 BRI R 5 5T R ) S
itz . RS HBV BB EBERE. &
R F W, IL - 10 7 HBeAg FH M ALT IE % 4,
HBeAg PHE ALT 58 241 b (& B U B & FIE % X i
40 #11 HBeAg 2 HBV — DNA [ ALT IE %4, IL -
10 & &M E IR HBY [ESh A ], % Th2 AI4H
J G5 B I B S 3 v, 3 T LR R R T R, =
B HBV FE{R N B FFEE 1

CD8 + T ZHfav] LA4y Rl T Wk L 40 A (Ts)
1 CTL, CD28 43T RAEIRE AR, EH
F3EF 95% ) CD4 + F150% [y CD8 + T 4 I F 1,
CD28 /- FHEEX T M BIEERTE, TH
MUfTE fLBR T 40 fE 32 AR AP - MHC 8911
F—F550, MiF RN G S E —ESMIEM.
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