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[ Abstract| Objective To compare the efficacy and safety of compound pioglitazone hydrochloride glimepiride tablet and
glimepiride tablet in the treatment of type 2 diabetic mellitus(T2DM) for evaluating the effectiveness and safety of compound piogl-
itazone hydrochloride glimepiride tablet for treating T2DM. Methods The random,double-blind, double-dummy, positive drugs par-
allel control clinical study method was adopted. Thirty-three T2DM patients with poorly controlled blood glucose were randomly as-
signed to the test group(n=22) and control group(n=11) by the 2 : 1 ratio. The test group was given compound pioglitazone
hydrochloride glimepiride tablet,while the control group received glimepiride tablet. The treatment cycle was 12 weeks. The differ-
ences of FBG, HbAlc,FINS and HOMA-IR in the two groups were compared between before and after treatment. Moreover the
changes of body mass,blood pressure and blood lipids as well as adverse events occurrence were compared between the two groups.
Results Thirty-one cases finished the treatment follow up(21 cases in the test group and 10 cases in the control group) ; the de-
creased amplitudes of HbAlc levels after 12-week treatment in the test group and control group were (0. 99 £ 1. 87)% and
(—0.02£0.90) % respectively, which of FPG were (0. 94=1. 87)mmol/L and (0. 37 =% 2. 62) mmol/L respectively. The FPG and
HbAlc levels after treatment in the test group were decreased compared with before treatment, the difference was statistically sig-
nificant (P<C0. 01). The change difference of FPG and HbAlc in the control group had no statistical difference( P>>0. 05). FINS
and HOMO—IR in the test group were significantly decreased before and after treatment, the difference was statistically significant
(P<C0.01). The incidence rate of hypoglycemia had no statistically significant difference between the test group and control group.
Conclusion The effectiveness of compound pioglitazone hydrochloride glimepiride tablet in treating T2 DM is superior to the single
use of glimepiride, while the safety is equivalent to single use of glimepiride.
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BMI(kg/m?) 25.00+3. 20 24.803. 00 0.95 0.36 23.0041. 90 24.2042.40  —0.74 0.48
SBP(mm Hg) 137+8 1384 —0.61 0.55 138+38 1399 —0.19 0.86
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