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Effect of different hypoglycemic drugs on glycemic control in patients

with type 2 diabetes mellitus complicated with hepatitis B
ZHOU Yi-lu, LI Jian
Department of Pharmacy, Zigong First People's Hospital, Zigong, Sichuan 643000, China
Abstract: Objective To analyze the effect of chronic hepatitis B on the effect of different hypoglycemic drugs on
glycemic control in newly diagnosed type 2 diabetes mellitus ( T2DM ). Methods  Forty-five patients with T2DM
complicated with chronic hepatitis B who received treatment from June 2015 to June 2017 were selected as observation
group,and 45 patients with T2DM who received treatment in the same period were selected as the control group. Both
groups were treated with the same hypoglycemic regimen. In addition, the observation group was treated with entecavir
orally,0. 5 g/time, once a day. The changes of fasting blood glucose ( FBG), glycosylated hemoglobin ( HbAlc) and
pancreatic beta cell function index (HOMA-beta) were compared between the two groups before and after treatment for 6
months , and the levels of FBG and HbAlc in the observation group before and after treatment as well as before and after
oral administration of different antidiabetic drugs were compared. Results Six months after treatment, FBG and HbAlc in
both groups were significantly lower than before treatment,and in the control group was significantly lower than those in the
observation group, HOMA-beta was significantly higher than before treatment, and in the control group was significantly
higher than those in the observation group (P <0.05,P <0.01). There was no significant difference in the levels of alanine
aminotransferase ( ALT) , aspartate aminotransferase ( AST) , albumin ( Alb) and total bilirubin ( TBIL) before and 6
months after hypoglycemic drug treatment in the observation group (P >0.05). FBG and HbAlc decreased significantly
after 6 months of metformin treatment (P <0.05) ,while FBG and HbAlc after 6 months of SU and TZD treatment had no
significant difference (P >0.05). Six months after metformin treatment, FBG was significantly lower than SU treatment,

HbAlc was significantly lower than SU and TZD treatment( P <0. 05). Conclusion Compared with pure T2DM patients,
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the T2DM patients combined with chronic hepatitis B have poor glycemic control effect. Hypoglycemic drugs are the related

factors affecting blood sugar control in patients with chronic hepatitis B.

Key words: Type 2 diabetes mellitus; Chronic hepatitis B; Hypoglycemic drug; Fasting blood-glucose; Glycated

hemoglobin; Homeostasis model assessment-3
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