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Abstract

AIM: To investigate the mechanism of the transition from
immunological tolerance to immunological activation of
chronic hepatitis B virus (HBV) carriers.

METHODS: T cell subsets were examined in chronic HBV
carriers (n = 104) and health controls (n = 40). The carri-
ers were divided into different groups at age intervals of 5,
10 and 20 years. The T cell subsets and the positive rate
of HBeAg were comparatively analyzed between different
groups.

RESULTS: In comparison with those in health controls,
the levels of CD3, CD4, and CD4/CD8, in chronic HBV
carriers were significantly lower (F =5.976, P = 0.016,
F =46.244, P =0.0001, and F = 254.357, P = 0.0001, for
CD3, CD4, and CD4/CD8 respectively), but the level of
CD8 was higher (F =103.848, P =0.0001). The number of
CD8, T cells was significantly decreased in chronic carri-
ers over 30 years old (F = 6.726, P = 0.011). Before 30
years old, the CD4 level in HBeAg positive group was lower
than that in HBeAg negative group.

CONCLUSION: Human leukocyte antigen restriction and
CDA4 T cell nonresponsiveness as well as the HBeAg ad-
justment of immunological tolerance determine that the
turning point of the illness state and cell immune function of
chronic HBV carriers occurs at the age around 30 years old.
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1.1 Aatieds BBV #5104 6, 36241,
L 42 4], FES 13-50 F. HBsAg FHTE, (HIEHX
FERFAUE, SRR A IEW, @Y ERNRLE
165 Hdt HBsAg (+), HBeAg(+), HBcAb(+)59
%1, HBsAg(+), HBeAb(+), HBcAb ()41, HBsAg
(+), HBcAb(+)4 4. 10-20 2 184, 21-30 2 52
B, 31-40 & 24 4], 41-50 & 10 . 430 & & HEFR
B AL T RRBUFA, 6 mo PTG T S il s
EREXTHE 4 (Health group)40 4. fEES 16-46 %, 1
HFEAAR A AD, TEIHRE L R IEYE. 10—

R1IEH HBVIESE T MiEWa:

30 % 30 ], 31-50 % 10 f.
1.2 7% B4 (EDTA Hiikk) 100 pL fn=1{4 mAb (CD3-
PE-CY5/CD4-FITC/CD8-PE H1 #j M AW IR 28 =) $244%)
20 pL, JB%), FEKE 20 min, JRAMuti—Q-
Prep AL HE (H13E [ Coulter ARIERMY) 5, MR
A (Coulter EpicsXLAIRAHH M) FATAM. FH
PERHREEL A2 100 pULAN20 pL/N R IgG-PE-CY5/TgG-FITC/
IgG-PE (FRIAEYIEE R AR 20 pL, HApDEE
b, iiE CFAREY) (HbsAg, HbsAb, HbeAg, HbeAb,
HbcAb, Anti-HBcAbIgM) #iFH ELISA V%, Ifiifi HBV DNA
R PCRE.  HAE P R iR At FH 1t B AT
SitseabiE SR SPSS 11, 0%t &4 1| 4
W& AT 7 E k.

2 BER

12 1% HBV 4547 & S T B LLES T AR AN . 18
PE HBV #3 F 55 A CD3,  CD4, CD4/CD8 T4,
CD8FHm (R 1). LUF# A8 HBVIETT & T 40 i I
BEAE. Lo 2, 105 NlEkRadd, T 400 Y
KWBEER. PR RLL20 % KlaIfEs4H, CDST 44
M 30 FEHETRE(E2). 10-30 FF31-50 4

gaps n CD3 CD4 CcD8 CD4/CD8
ASC 104 67.39 + 8.99° 32.92 + 6.64° 34.07 + 8.48° 1.04 + 0.36°
Health 40 70.98 + 3.52 40.32 + 2.85 20.24 + 1.91 2.01 = 0.19
P <0.05, °P<0.001 vs Health group.

z2 DU5, 10.20 ZAEIRDEIRY HBV ERE T MIBNL B NS

FiS () n HBVM cD3 cD4 cDs CD4/CD8
11-15 2 1.5 + 0.70 61.25 + 10.11 32.05 + 1.34 28.85 + 9.26 1.16 + 0.32
16-20 16 1.06 + 0.25 68.95 + 6.83 31.56 + 7.79 3732 +7 0.89 + 0.32
21-25 19 1.42 + 0.50 67.12 + 8.15 33.2 + 4.69 34.21 + 7.63 1.01 + 0.26
26-30 33 1.39 + 0.55 69.16 + 10.08 33.18 + 7.02 35.82 + 9.12 1.00 + 0.37
31-35 14 1.57 + 0.5 66.2 + 8.03 33.55 + 6.08 31.71 + 6.67 1.10 + 0.30
36-40 10 1.70 + 0.67 62.1 + 4.24 31.5 + 7.63 28.7 + 8.15 1.18 + 0.52
41-45 5 2.20 + 0.44 63.3 + 10.4 35.8 + 6.24 26.94 + 5.26 1.36 + 0.44
46-50 5 1.8 +0.83 71.8 = 15.51 32.92 + 8.29 38.02 + 11.08 0.94 + 0.35
10-20 18 1.11 £ 0.32 68.10 + 7.30 31.62 + 7.33 36.38 + 7.47 0.92 + 0.32
21-30 52 1.40 + 0.53 68.41 + 9.39 33.19 + 6.22 35.32 + 8.56 1.01 + 0.33
31-40 24 1.62 + 0.57 64.56 + 6.91 32.69 + 6.69 30.45 + 7.31 1.13 + 0.39
41-50 10 2.00 + 0.66 67.58 + 13.22 34.36 + 7.94 32.48 + 10.45 1.15 + 0.44
10-30 70 1.32 + 0.50° 68.33 + 8.85° 32.79 + 6.5° 35.53 + 8.26° 0.98 + 0.33°
31-50 34 1.73 + 0.61 65.45 + 9.11 33.18 = 7.00 31.05 + 8.24 1.14 + 0.40
#10-30 30 70.90 + 3.49 40.19 + 2.58 20.31 = 2.10 1.99 + 0.18
B2 31-50 10 71.21 + 3.81 40.71 + 3.67 20.00 + 1.22 2.04 + 0.24

°P <0.05, °P<0.001, °P >0.05 vs 31-50 A,
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23 <30 7. >30 %5 HBeAg (+MEME HBY & T MR 2%

gaps n CD3 CD4 CcD8 CD4/CD8

<30 X=[B 48 68.83 + 8.99 31.15 + 6.03° 37.73 + 8.07° 0.878 + 0.29"
IN=FE 22 67.24 + 8.64 36.36 + 6.17 30.71 + 6.55 1.22 + 0.28

>30 X=[8 12 68.54 + 9.68 30.4 + 6.28 36.54 + 9.64° 0.89 + 0.32°
IN=FE 22 63.76 + 8.53 34.7 + 7.04 28.05 + 5.61 1.28 + 0.38

P >0.05, °P <0.01 vs /N=[H4E.
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&M HBV #5747 % 54 Fex) R Lh & CD4, CD4/CD8
TBE, CDS FRE T CD3 AR I AE R A,
WAL CDS B g Rt B ™. &', siE
WAL T RE 2R, AW CD3 B BExd i 4
R 18, R 45 I 2 5 B 50 91 S PR A W 7 v
FIRRA 2. AR H BT A J LB A90 % , /N LS
20-40%, WAL 5-10% M1, 1 HBeAg
() #5 B BER I HT A ) LT I I B [ fE B P B K
#2278 HBeAg 7EIX — il FEHH I CHEIE R, 4G, HBeAg
BN 52 SR AR . 4G T 5 A K HBeAg e 5t T 4 Jfd it
PE, fW i Th2 WAL, EHBV 3 EAEIE FHFETh 400,
M TERE Th2 Xf Thl 4Bk, IX ALkt —
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¥k, R A G B YEEYe. 30 8 A4 BBV i
HEPE AR R AT s, 1B IE HBY i
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L33 B N G I G R A B R T i B 324
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EYCRERRE; 30 % LIS HBeAg PR K &, H
BAETHE. AR ULHEDN 30 2 A2 A 4 18 PEHBVHE 4 E0% 1%
BT, ARSIl 5 % N RBE 4L, HHZE T
A TRB RN EFEZR. BESIFMHAWAH, K
HLL10 % IaIRE 24, 402 18] T 40 j 5 BT R

B 2ER. RS HZ L1025 K8k 7o A n %
MRS B (B A e DR AN K. S PRI G A
ARPRA . KON L 20 27 D Rl ke 741, BRI 230 8 55 40
930 ZETEPRART, RILEE HBV #54r # CDST 41 i
30 % J5 B T B, H 30 4 5 HBVM (44 T~ HBeAg P4
F) BETHE. MR A 20-50 % 2 66045 T 40 i v ¢
EN B E B R bR E S, SR B A
S0 T 40 24 f FE B FAE BL 20 2 5 TATRR 43 4 30 27 /T
JEP4, CD3, CD4, CD8%%: T 40 M &% WAF R I B 2%
Z 5, UFMH 30 % J5 CDST 4 B iH 2. R B¢ 4y 12 1 HBV 45
WHRFE RN, $R305 4 B EHBVEE  H R 1
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18 1% HBV 45 37 5 30 %5 A CDST 4A Jifd (3= %2 Te 41 /il
TR A BRI E, (HARBEE R R E
YL, HIRR B R (D Te A TEEATT D, AR
RKATRIRE.  (2) Te 40 298 T R HL AR Py HoAth PR 2%
(4n HLA PR $149, B S DIRET, NEEARCRK
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HBV #57ir 4 30 & R B R Re A AR 5 To 40 i w2
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¥, SR Ihee (KT, XEERAER M
MUK 5. 5555 7 T 3522 Ay HBeAg 1) Go B 57 1
TR, 40 BB R IK 1) HBeAg /& CTL iR AR B 1)
FEEPUR, T CTL 76 Sz Rl B ANGEIX 7 HBeAg
M HBcAg, 7RIy HBeAg 5 HBe/cAg ¥ Ttk CTL 45
H, B )EsFas 12155 CTL T, 2 CTL Xt
AT AN e e . 171 H HBeAg BE#5 T4 HBcAg
MIEERC, MR HBcAg 76 FT- 40 BB b 1) 1 3Rk
It UL HBeAg f& 0 CTL 4 e PR il A i i S 2 i 52 () =
SR M, WA T T A3 HLA FRABIERT CDAT 40 i I
IS R

18 PEHBV 45 4ty # 30 2 B e it J B 41 45 B 14 40 CD4
BT PR, 302 G ITC B 3% %= 5. HBeAg BUHMI Th 4
= 2 A TL-4 AR =/ IFN-y, 1M HBcAg %%
BEROE S TL-2, TNy FIMEACEH) TL-4. HBeAg i3
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