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Efficacy of Berberine Hydrochloride Tablets Combined with Diammonium Glycyrrhizinate Enteric Capsules in the Treatment of Non - alco-
holic Fatty Liver Disease and its Effect on Levels of Th17 and Treg. Huang Peipei, Hu Yunming, Wu Jiansheng. Department of Gastroenterol-
ogy Leqing Hospital Affiliated to Wenzhou Medical University ,Zhejiang 325600 , China

Abstract Objective To investigate the efficacy of Berberine hydrochloride tablets combined with diammonium glycyrrhizinate en-
teric capsules in the treatment of non — alcoholicfatty liver disease and its effect on levels of helper T cells 17(Th17) and regulatory T cells
(Treg) and intestinal flora changes. Methods One hundred four non — alcoholic fatty liver disease patients were divided into the control
group and the observation group with 52 cases in each group. Both groups were treated with non — medication referring to the Guideline. Ca-
ses in the control group were was orally given with diammonium glycyrrhizinate enteric capsules(3 grains/time and tid). On the basis of
control group,the observation group was orally treated with Silybin capsule(4 grains/time and tid) and Berberine hydrochloride tablet(1 —
3 tablets/time and tid) . The course was for 12 weeks in two groups. Liver function[ glutamate aminotransferase( AST) ,alanine aminotrans-
ferase ( ALT) , glutamate transpeptidase ( GGT) ], blood lipid level [ total cholesterol ( TC) , triglyceride ( TG ) , high — density lipoprotein
(HDL - C) ,low — density lipoprotein (LDL - C) ] ,the efficacy,Th17 and Treg in the peripheral blood, and intestinal flora changes were
compared between two groups after 12 weeks’ treatment. Results After 12 weeks'treatment,levels of AST ,ALT,GGT, LDL - C,TC,TG
in the observation group were lower,while HDL — C was higher, than the control group,and the difference was statistically significant( P <
0.01). Total efficacy in the observation group(94.23% ) was higher than the control group(76.92% , P <0.05). Peripheral blood lev-
els of Th17 cell,Treg cell,and Treg/Thl7 ratio in the observation group were obviously lower than those in the control group( P <0.01) ,
and the bifidobacterium and lactobacillus in the observation group were significantly higher, while the escherichia coli was significantly low-
er,than that in the control group(P <0.01). Conclusion Berberine hydrochloride tablets combined with diammonium glycyrrhizinate en-
teric capsules in the treatment of non — alcoholic fatty liver disease can promote the improvement of liver function and blood lipid level, in-
crease the efficacy,and regulation of the cell imbalance of Th17/Treg ratio and improvement of the disorder of intestinal flora may be relat-
ed to the above therapeutic effect.
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