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Clinical therapeutic efficacy of gliclazide modified release and repaglinide to treat type 2 diabetes
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Abstract ; Objective To study the efficacy and safety of gliclazide modified release and repaglinide to treat
type 2 diabetes. Methods According to the diabetes diagnosis standard established by WHO in 1999.divided
41 patients into two groups randomly. One group gave gliclazide modified release 60 —120 mg/time once a day,
the other one gave repaglinide 0. 5—4. 0 mg/time three times a day. Assessing the efficacy and safety by meas-
uring patients’ FPG,OGTT 2 h PG,HbA1lc,FINS,2 h INS,blood fat and the functions of liver and kidney af-
The FPG,OGTT 2 h PG and HbAlc decreased, the FINS and 2 h INS increased in both
groups after treatment,and there was a statistical significant (P<C0. 05). Patients’ FPG in Gliclazide modified

ter 24 weeks. Results

release group was significantly lower than the repaglinide group. Patients' HbAlc and adverse effects rate in

the repaglinide group were significantly lower than the gliclazide modified release group(P<C0. 05). Conclusion
The efficacy and safety of repaglinide were better than gliclazide modified release (P<C0. 05)in treatment of

type 2 diabetes.
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