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Table 1. Baseline characteristics of the study subjects

Voglibose(m + SD) Glimepiridefm + SD) Diet(m + SI))

=223 =176 =49 Prvalue
Sex. Malo(%) 55.6 58.0 53.1
Age (years) 541+ 105 548 £ 110 537 £10.0 0.734
Height {cm) 1622+ 9.6 1622 £ 10.8 163508 0.679
Weight (ke) 69.5+05 695+ 133 68.2+08 0.443
Waist (cm) 016+ 117 916+ 1438 868 + 6.5 0.069
BMI (kg/m’) 2741112 26328 252724 0.215
FBG (mg/dL) 1460 + 283 1498 + 31.4 1327 £30.9 0.002
PPBG (mng/dL) 2382 + 538 253.0 + 65.1 2118 +48.4 <0.001
HbALc (%) 70+44 84 =56 70+10 0.169
T-C fmg/dL) 204.8 + 37.2 205.9 + 45.1 2057 £ 36.0 0.967
TG {mg/dL) 175.3 + 1027 179.5 + 101.1 1764 + 134.9 0.930
HDL-C {mg/dL) 461+ 112 454 +110 461+ 10.1 0.844
SBP (mmHg) 129.8 + 145 129.1 + 14.2 128.1 £ 15.0 0735
DBP (umHg) 79.8+ 0.1 80.2 + 8.8 795+ 104 0.846

* Values are means=SD, except Sex
FBG; fasting blood glucose, PPBG; postprandial blood glucose, T-C; total cholesterol, TG, triglyceride SBP; systolic
blood pressure, DBP; diastolic blood pressure.

Table 2. Changes in metaholic parameters after 12 weeks

Voglibose {m + SD) Glimepiride im = SD) Diet{m+SD)
n=223 n=176 n=49
Waist (cm) Before 919 +12.3 92.8 +15.2 872466
After 912+ 11.8 927 £ 15.2 85967
BMI (kg/im2) Before 274 +12.0 26.3+2.8 253+23
After 26.0 +2.9 264 +2.8 252+25
FBG @mg/dl)  Before 145.0 £ 27.97 147.8 +31.1" 1317 £ 32.8
After 134.9 +30.5" 129.2 +33.0" 1246 £ 19.1
PPBG(mng/dl)  Before 2379 +52.9° 2538 +65.4° 2100 + 46.9°
After 187.0 +55.6° 188.6 + 56.7 1614 529"
T-C (mg/l)  Before 205.5 + 37.9" 205.1 + 46.4° 206.7 + 36.5
After 196.6 + 43.6 190.2 + 38.9" 186.6 + 37.6'
SBP (mmHg) Before 1204 + 14.2° 128.6 + 14.2 1279+ 152
After 126.1 + 12.8" 1272 £ 112 1234 £ 22.1
DBP (nmHg) Before 796 + 8.8' 80.2 £8.9" 797 £ 10.1
After 78.1 + 80" 782 +8.3" 783+87
*p<000l  tP<003

Hel e, 45Eg, FTALUE Fol FlshA Aelg)

v} (P < 0.05) (Table 2, 3).

{voglibose vs glimepiride, P =0.001; diet vs glimepiride,
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Table 3. Changes in Weight and HbAI1C after 12 weeks

Voglibose Glimepiride Diet
Weight (kkg)
Before 69.3+94" 68.1+11.7 675+98
After 68.4+06 68.8 +10.9 663 +11.3
HbAIC (%)
Before 76+1.1 8014 69+ 10"
After 6909 68 1.1 65+10
*p<Q00l  t P<005
0T
69.5 65
69 |
68.5 | 8
e[ 75
2615 T F
5 E e
2 665 | Z 65
66 T 5
655 T
o | 55
64.5 : _—
before after before after
~# \olighose ™ Glimepiide ~ —#&— Diet —® Volighose  —®—Glimepiride A Diet
Fig. 1. Changes in Weight and HbAIC after 12 weeks.
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ABSTRACT

Background: Obesity is a major risk factor for type 2
diabetes. Improvement in glycemic control using insulin,
sulfonylurea and meglitinide is often accompanied by we-
ight gain. But metformin and a-glucosidase inhibitor have
a positive effect(decrease) on weight. In this study, we
compared the effect of voglibose, glimepiride, and diet
alone on body weight and glycemic control after a period
of 12 weeks.

Methods: The patients with type 2 diabetes wete
randomly assigned to one of the following three treatment
groups: Patients treated for 12 weeks with voglibose,
those treated with glimepiride and those with diet alone.
Anthropometric parameters and metabolic parameters were
measured at the initial stage and after 12 weeks. The
study consisted of 448 patients with type 2 diabetes.
There were 223 patients in the voglibose group, 176 in
the glimepiride group, and 49 in the diet alone group.

Results: The patients treated with voglibose and diet
alone showed higher decreased body weight compared
with glimepiride group (voglibose vs glimepitide, P=

0.001; diet vs glimepiride, P=0016). In contrast,
glimepiride group showed more decteased HbAIC
compared with voglibose and diet alone groups

(glimepiride vs voglibose, P =0.001; glimepiride vs diet,
P =0.004),

Conclusion: Voglibose showed more effective on body
weight reduction despite the relatively weak glycemic

control compared with glimepiride.

Key Words: voglibose, glimepiride, body weight, type 2
diabetes
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