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Abstract

AIM: To investigate the long term effect of Traditional
Chinese Medicine Xiangganiong combined with Lami-
vudine in the treatment of active hepatitis and cirrhosis.

METHODS: The randomly selected 90 patients with
active hepatitis and cirrhosis were divided into treat-
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ment group and control group. The patients in the
former were treated with Xiangganiong combined with
Lamivudine, the patients in the control group were
treated with general treatment according to the symp-
toms. Six to sixty-seven months after treatment, the
serum virus level, liver function, complications, the
occurrence rate of hepatocellular carcinoma, and the
mortality rate were analyzed.

RESULTS: The negative rates of hepatitis B virus DNA
in the patients of treatment group and control group
were 61.4% (27/44) and 6.5% (3/46), respectively,
and there was significant difference between them
(P = 0.000 1). The negative rate of HBeAg was also
markedly higher in the patients of treatment group than
that in the controls [33.3% (11/33) vs 6.7% (2/30),
P =0.032 1]. The variation rates of YMDD were 11.4%,
22.7%, 34.1%, 38.6% after 12, 24, 36, 37-67 mo of
combined Lamivudine treatment, respectively. In the
patients with no YMDD variation, the total bilirubin
(TBiL) and Child-pugh score were significantly de-
clined, while the level of albumin (A) was increased
as compared with that in the controls (17.90+1.01
pmol/L vs 62.57+52.23 umol/L, P <0.01; 5.18+1.40
vs 7.50£3.16, P <0.01; 42.32+6.39 g/L vs 38.35+7.27
g/L, P <0.01). The occurrence rate of complications
was 11.4% and 45.6% (P = 0.007) in the treatment and
control group, respectively, while the occurrence rate of
hepatocellular carcinoma was not significantly different
between those two groups (P = 0.299 8). The mortal-
ity was 9.1% and 30.4% (P = 0.037 7) in the treatment
and control group, respectively.

CONCLUSION: The Traditional Chinese Medicine X/-
angganlong combined with Lamivudine can impress
the proliferation of HBV, decrease the variation rates of
YMDD, improve the hepatic function, reduce the occur-
rence of the complications and mortality.

Key Words: Traditional Chinese Medicine; Xiang-
ganiong; Lamivudine; Active hepatitis; Liver cirrhosis;
Hepatitis B virus; YMDD variation
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1.1.2 &R A TBilik5 d B 75 70 2 71 34t ALT.
AST. A. GIkH i LR BB 254 FR A 7 343 Cr
IR 9% F Randox 24w $2fit. ELISAYERF) i 3% [F Abbott
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AR S H38.6%(17/44), X BEZL I 40.

AL 444048 F PR I8 1697 I, ¥8976-12 mo
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