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Abstract

AIM: To investigate the characteristics of the
clinical status and hepatic pathology of patients
with hepatitis B virus (HBV) infection in
immune tolerant phase.

METHODS: Three hundred and eighty patients
with chronic HBV infection of different phases
were involved in this study. The data about the
ages of patients, vertival transmission, family
history of HBV infection, hepatocytic expression
of HBsAg and HBCAg and hepatic pathology
were statistically analyzed.

RESULTS: It was found that 61.8% of patients
in immune tolerant stage were less than 16 years
old, and 46.6% with a family history of HBV in-
fection. Vertival transmission covered a percent-
age of 55% and in patients of immune tolerant
stage. Of 89 patients in immune tolerant stage,
the ratio of HBcAg expression was 78.7%. The
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ratios above were significantly higher than the
corresponding ones in patients of immune ac-
tive stage or non-active status (y° = 38.73, 49.08,
17.2, 31.69, respectively, all P < 0.01). For the pa-
tients less than 16 years old, the ratios of hepa-
tocytic expression of HBSAg and HBCAg were
64.3% (45/75) and 72.9% (51/79), respectively,
in immune tolerant stage which were obvi-
ously higher than those in immune active stage
or non-active status (XZ = 1751, 31.17, both P <
0.001). For the patients more than 16 years old,
the ratios of hepatocytic HBSAg and HBCAg ex-
pression were 35.7% (25/75) and 27.1% (19/70),
respectively, in immune tolerant stage, which
were markedly lower than those in immune ac-
tive stage or non-active status (y° = 17.51, y* =
31.17, both P < 0.001).

CONCLUSION: Vertival transmission and fam-
ily history of HBV infection have higher pro-
portions in chronic HBV infection patients less
than 16 years old in immune tolerant stage. HBV
replicates most in patients of immune tolerant
stage, especially in those less than 16 years old.

Key Words: Chronic hepatitis B virus infection; Im-
mune tolerane; Hepatic pathology
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1.1 A4 2000-07/2004-074F i 3547 HF 4L SUFH
38011, 5532001, Ze60fl, Fik2-60% (11
22.2+12.3), HBsAgfHE6 moll b, HH . .
T B RGE AP BIPE, PT-HIVIIPE, IhR
WA 2000 0BT I O aE PRI 2 BT
) U, it 2 AT 41)13141, 55108
Bil, 22361, FIIER N17.3+10.8%, L1168
AR 15 61.8%, T B0 s b B G D e 7
WS, HIGORIE. Bl Sl i 575 S pi it
Zip il s, AN HBsAg, HBeAgfIHBcAbY
FHYE, HBV DNA>1.0X 10° copies/L, FTFZH41TGH

& (%)
oA n <16 >16
RMmz= (1) 131  81(61.8%) 50 (38.2%)
RERA (1) 214 71(332%) 143 (66.8%)
RRPIAETESIR (1) 35 5(14.3%) 30 (85.7%)

¥’ =38.731, P = 0.000.

SRR, S iE S (I 240)214%1, 551824,
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10° copies/L, 120G a A A e it (& 1).
1.2 ik SR A B4 BT A Lgs 5 RS DUl if. A=
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HUHAZR, 40 o/LH RN, A 3, 344 um
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RITEE) PRAEREAT 205 2 2 (GO-4) I 47446 53 3]
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S-PIAIIGE, BAL-HBsHPt. Rbi-HBcZ wilEhT
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