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Clinical study of Gandakang Capsules combined with entecavir in treatment of
chronic hepatitis B

GAO Haili, YANG Daokun, LIANG Haijun, WANG Xinwei, WANG Yanping, CHEN Baoxin
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Abstract: Objective To explore the clinical effect of Gandakang Capsules combined with entecavir in treatment of chronic hepatitis
B. Methods A total of 150 patients with chronic hepatitis B who visited the department of infectious diseases, the First Affiliated
Hospital of Xinxiang Medical University from June 2017 to January 2019 were selected as the study subjects, and all the patients
were randomly divided into the control group (n=75) and the observation group (n=75). Patients in the control group were po
administered with Entecavir Maleate Tablets, 1 tablet/time, once daily. Patients in the observation group were po administered with
Gandakang Capsules on the basis of control group, 8 grains/time, three times daily. Both groups were treated for 48 weeks. After
treatment, the clinical efficacy in two groups was observed, and the liver function, HBV-DNA and HBeAg negative conversion rate,
IL-17 and IL-23 levels were compared simultaneously. Results After treatment, the total effective rate of the observation group was
97.33%, which was significantly higher than 84.00% of the control group, with statistically significant difference (P < 0.05). After
treatment, the levels of serum ALT, AST and TBIL in two groups were significantly decreased (P < 0.05), while the levels of serum
ALT, AST and TBIL in the observation group were significantly lower than those in the control group (P < 0.05). After 24 and 48
weeks of treatment, the HBV-DNA negative conversion rate in the observation group was significantly higher than that in the control
group during the same period, and the difference was statistically significant (P < 0.05). After 48 weeks of treatment, the HBeAg

serological conversion rate in the observation group was significantly higher than that in the control group during the same period,
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with statistically significant differences (P < 0.05). After treatment, the levels of serum IL-17 and IL-23 in two groups were

significantly decreased (P < 0.001), and the levels of serum IL-17 and IL-23 in the observation group were significantly lower than

those in the control group (£ < 0.01). Conclusion Gandakang Capsules combined with entecavir is effective and safe in treatment of

chronic hepatitis B, which is worthy of further promotion and use in clinic.
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Table1l Comparison ofclinical efficacy between two groups
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Table 2 Comparison of liver function indexes between two groups (x =s)
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