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Abstract

AIM: To conclude the clinical characteristics of
hepatocirrhosis after HBeAg-negative hepatitis
B (HB).

METHODS: Three hundred and seventy-
one patients with hepatocirrhosis after HB,
from January to June in 2005, in Beijing Ditan
Hospital, were classified into three groups:
HBVDNA (+)HBeAg(+), HBVDNA (+)HBeAg(-),
and HBVDNA(-)HBeAg(-), named group A, B,
and C, respectively. The incidence rates of severe
hepatitis and liver cancer, liver function and the
level of blood lipid were observed.

RESULTS: The incidence rate of liver cancer
was significantly higher in group B than that
in group A or C (31.3% vs 19.2%, 18.2%, both
P < 0.05). The incidence rate of severe hepati-
tis was not significantly different between all
the groups. The levels of albumin (ALB), pro-
albumin (PAB), and cholinesterase (ChE) were
reduced remarkably in group A (P < 0.05), while
the level of blood lipid in group C was higher
than that in group A or B (P < 0.05). The level
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of total bile acid (TBA) was 96.89 £ 101.44, 76.46
83.80, and 58.92 + 77.17 pmol/L, respectively,
in group A, B and C, and significant difference
existed between each groups (P < 0.01). Mean
virus load was markedly higher in group A than
that in group B or C (2.5x10” vs 7.7x10° 0, P <
0.05).

CONCLUSION: Hepatocirrhosis after
HBVDNA(+)HBeAg(-) HB has a high incidence
rate of liver cancer, and liver injury is lighter than
that after HBVDNA(+)HBeAg(+) HB, but more
severe than that after HBVDNA(-)HBeAg(-) HB.
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% IREITF S HIV), BERHPESOE, A5 %
FEVEF . R G NGRS E L3711, 55277401, &
94451, FERE20-82(*F-14150.5)% .
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2.2 /LI Rk& ALB. PAB. CHEZE
HBeAg(-)DNA(-). HBeAg(-)DNA(+).
HBeAg(+)DNA(+)3 4l i # &k B&AL,
HBeAg(+)DNAHA RIS, 5HAb24

WIERISAR  HBeAg(+)IDNA(+) HBeAg(-IDNA(+) HBeAg(-)DNA(-)

n 172 166 33
WIFRS (&) 49.6 51.6 50.5
JEAEL(91) 33 (19.2%) 52 (31.3%)° 6(18.2%)
EAT AL (18) 9 (5.2%) 8 (4.8%) 1(3.0%)

°P<0.05 vs HBeAg(+)DNA(+)4HF0HBeAg(-)DNA(-)A.

WEHERT  HBeAg(+)DNA(+) HBeAg(-)DNA(+) HBeAg(-)DNA(-)
ALB (g/L) 30.34+5.28 31.78+5.80 31.78+6.73
PAB (mg/L) 70.07+32.22° 76.62+41.11  91.98+53.07
CHE (ukat/L) 42.6+29.5°  42.3+329 59.9+ 455
CHO (mmol/L) 2.83+1.24 278+1.14 297 +1.28°
TG (mmol/L)  0.82+0.68 0.84+0.74 0.91+0.86°
HDL (mmol/L) 0.82+0.44 0.78+0.42 0.92+0.38°
LDL (mmol/L) 1.00+0.75 0.97 £0.61 1.11+0.75°
TBA (umol/L) 96.89+101.44 76.46+83.80 58.92+77.17°
IRSHE 2.5%x10" 7.7x10° 0
(copies/L)

P<0.01 vs HBeAg(-)DNA(+)42FIHBeAg(-)DNA(-)4E, °P<0.05
vs HBeAg(—)DNA(+)2BFIHBeAg(+)DNA(+)4H, °P<0.01 vs
HBeAg(-) DNA(+)4HFIHBeAg(+)DNA(+)2H, “P<0.05 HBeAg(-)
DNA(+)28RIHBeAg(-)DNA(-)ZA.
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