16 o3

CHEAFIER 2GS CBTRBD ) 2012 4F 55 448 &5 13

IR IR 5 0% T LRI R I AR R
T i i P o R A U #3897 7 R 5

g

Foo B, AT, FKuAE, FH, BAE, B, R GRYNTEE=ANRER, &I 518112)

E: BR WK IR g 2 RF R (CHB) I RAROR PR IR M (NAFLD) #3851
PR PUR RS TIT RN, IFRT AR SCHLE . 755% BOHLR 62401 & 70 an r LA 4L, %
310, VRIS TR IR TG TR RGBT RRYT . S R R ITE S

HOMA-IR. HBV DNAZE & . HBV-MZR AL MG 7 5o i HE 5 BT S5cE 15 100

SR WK A BE RN

P R RN AR B TR (P < 0.018(P < 0.05) , HOMA-IRHJ BFFE (P < 0.01) . 45
& A MR 5 BETH B3 R CHBHE A NAFLD i & [P0 2 N 2%, HHLHI AT BE5 o sb s B R i T

B Z AP CIRBLA K

KEER: WBITN A, LR, MM R, R

Clinical effect on Huatanxiaozhi decoction in treating chronic hepatitis B patients complicated with

non-alcoholic fatty liver disease

LI Zhi-yu, HE Qing, AO Fei-jian, HUANG Shan, TANG Qi-yuan, TANG Wei, ZHANG Bin (The Third

People’s Hospital of Shenzhen, Shenzhen 518112, China)

Abstract: Objective To observe whether Huatanxiaozhi decoction can impact the efficacy of antiviral therapy
of chronic hepatitis B (CHB) patients who concurrently suffered from NAFLD. Methods Total of 62 patients
were randomly divided into two groups: control group (n = 31) and treatment group (n = 31). The patients

in the control group were treated with interferon only, while the others with interferon plus Huatanxiaozhi
decoction. The serum parameters, such as HBV marker, level of HBV DNA, HOMA-IR were analysed, and
the improvement of fatty liver in ultrasound were observed. Results Compared with the control group, the

rate of fatty liver improvement and the virus response is much higher in the treatment group (P < 0.01 or P <
0.05), while the level of HOMA-IR reduced significantly (P << 0.01). Conclusions Huatanxiaozhi decoction
can promote the viral response rate of chronic hepatitis B patients who concurrently suffered from NAFLD,

the probable mechanism is its positive effect on insulin resistance (IR) which made the fatty liver improved.
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