R EARMLRL®
wcjd@wijgnet.com

9

HFRENEIAHE 20060-108318H; 14(29): 2860-2864
ISSN 1009-3079 CN 14-1260/R

s AT % CLINICAL RESEARCH

25 BT IE B & 0% 2 25 K M4 7775 Bh M BT 44 B RE 2
HFR

XEER HEH™H

[ L
AT KT AR
T (ALC)# & &
4B AR A
ES R I EOE Y
FFRE K5 64 4 4
HIE, FHATH 4
AL, A
B RAEEALC
R Fy RARAZ
ALC. #3385
ALCH B IF ey 1%
P IE. A4
AR, S — %
o9 g A VE R

XE, IR B8, AHRERELAR TS _ERTHES
S LA H TR T 210003

R, R b B B AA TR B T 210003

Y&, 8lFEPED, PEPERFSZRPRENEREE
Z, IR PEARBRPREWERSER, MBORESESRR
RIDRET TIF244F, BRIFEMESEATHENIRRSETS.
BIAEE: XS, 210003, SLHEERD, FEAZNEBERD
EERRDPFBESSEL. wenrui_51@qq.com

E815: 025-83607891

RS EER: 2006-07-20 #ESHHD: 2006-08-10

Chinese medicine
Jiangganiong combined with
anti-virus medicine in long-
term treatment of active liver
cirrhosis and its effect on
prognosis of patients

Rui Wen, Jian Wang, Min Chen, Ming Yan

Rui Wen, Jian Wang, Min Chen, Department of Integrat-
ed Chinese Medicine and Western Medicine, the Affiliated
Nanjing Second Hospital of Southeast University, Nanjing
210003, Jiangsu Province, China

Ming Yan, Jiangsu Provincial Hospital of Traditional Chi-
nese Medicine, Nanjing 210003, Jiangsu Province, China
Correspondence to: Rui Wen, Department of Integrated
Chinese Medicine and Western Medicine, the Affiliated
Nanjing Second Hospital of Southeast University, Nanjing
210003, Jiangsu Province, China. wenrui_51@qq.com
Received: 2006-07-20 Accepted: 2006-08-10

Abstract

AIM: To study the efficacy of Chinese medicine
Jiangganlong combined with anti-virus medicine
in the treatment of active liver cirrhosis (ALC).

METHODS: A total of 114 ALC patients were
divided into treatment group and control group,
named A and B, respectively. The patients in
group A were treated with Jiangganlong and
lamivudine (LAM). Jiangganlong decoction or
pills were given a dose every three days, or 4.0 g
(tid). LAM was administered 0.1 g per day. Af-
ter the emergence of YMDD variations, adefovir
(ADV) was added. LAM was stopped when
HBV DNA YMDD variation became negative.
The patients in group B received general and

symptomatic treatment. The mean treatment
therapeutic time was 36 months.

RESULTS: The rates of negative conversion for
the serum HBV DNA were 75.4% (43/57) and
3.5% (2/57) in group A and B, respectively, and
there was significant difference between them (P
< 0.01). The cumulative rate of YMDD variations
among patients of group A was 40.4% (23/57).
After the emergence of YMDD variations, 20
patients received ADV treatment, 90% (18/20)
of which were found YMDD variation-negative;
there were 3 patients who did not receive ADV
treatment, and they died of liver failure. The
negative conversion rates of HBeAg were 44.4%
(16/36), 16.7% (5/30) in group A, B, respectively,
and there was marked difference between them
(P < 0.05). The total bilirubin (TBIL) and alanine
aminotransferase (ALT) returned to the normal
level, and the albumin level, Child-Pugh score,
and decompensation status were improved in
group A. The rate of complications was dra-
matically lower in group A than that in group
B [14.0% (8/57) vs 50.8% (29/57), P < 0.01]. The
mortality rate was also decreased in group A as
compared with that in group B [7.0% (4/57) vs
29.8% (17/57), P < 0.01], while the survival time
was notably prolonged 3.3 +21avs1.1+1.0a,
P <0.01).

CONCLUSION: Chinese medicine Jiangganlong
combined with anti-virus medicine can inhibit
the replication of HBV DNA, ameliorate liver
function, decrease the rate of complications, re-
duce the mortality rate, and prolong the survival
time as well as improve the prognosis of ALC
patients.

Key Words: Jiangganlong; Lamivudine; Adefovir;
Active Liver Cirrhosis; Hepatitis B; YMDD variation;
Mortality rate; Survival time
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I3 4889 HBeAg(+) A 4% & 4 44.4%(16/36), Foxt
FE2016.7%(5/30)A8 b £+ B % (P<0.05). & 77
1% FTBIL. ALT# A% £330 4 T 2F
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) 7 ] (+)(n) (+)7) HBVDNA(-)) ) n (g/) iR
A A

BBl 36 21 57 27 5 40.31+£6.27 7.06+2.38

BaxE 20 37 14° 23 18 45° 43° 43.14+7.51° 513246
WRAE

asEl 30 27 57 17 9 39.48+7.43 7.00+2.37

B5E 26 32 55 17 12 38.05+£852 7.75+3.05

°P<0.05, °P<0.01 vs IWIBH.
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