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Effect observation on Metformin combined with Humulin in treatment of obese
type 2 diabetes with onset diabetic foot

CAO Yue-qin, FAN Hai-bo, LIU Qing-hong, DONG Yan, GU Ya-ping
Anting Hospital of Shanghai Jiading District, Shanghai 201805, China

Abstract: Objective To explore the efficacy of metformin combined with Humulin in the treatment of obese type 2 diabetes with onset
diabetic foot. Methods Obese type 2 diabetic patients (80 cases) with onset diabetic foot, who came to Anting Hospital of Shanghai Jiading
District from January 2010 to January 2013 for the treatment, were randomly divided into treatment and control groups (40 cases in each
group). The patients in the both groups were given metformin 1.5 g/d. The patients in the treatment group were given metformin combined
with Humulin, the starting dose was 15 U/d in the morning, and 10 U/d in the evening. The blood sugar was closely monitored, if there was
not the symptom of hypoglycemia, the amount to 40 U/d was gradually added in the morning, and 30 U/d in the evening. The hemoglobin
(HbAIC), fasting blood glucose (FBG), 2 h postprandial blood glucose (2hPBG), body mass index (BMI), ankle-brachial index (ABI), and the
improvement of foot lesions between the two groups were compared before and 12 weeks after the therapy. Results After 12 weeks of the
treatment, ABI was significantly higher than that in the same group before the treatment, and the differences between the two groups was
statistically significant (P < 0.05). HbAIC, FBG, 2hPBG, and BMI were lower than those in the same group before the treatment. And there
were the significant differences between the two groups (P < 0.05). The improvement of foot lesions was better than that in the same group
before the treatment, and the differences between the two groups were statistically significant (P < 0.05). Conclusion Metformin combined
with Humulin could be better in the control of blood glucose and the improvement of blood supply and foot lesions of obese type 2 diabetic
patients with onset diabetic foot. It is worth of clinic application.
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Table 1 The comparion of HbAIC, FBG, ABI, 2hPBG and BMI between two groups before treatment and after 12 weeks of

treatment ( X£s, n=40 )

o HbAlc/% FBG/(mmol-L ") ABI 2hBPG/(mmol'L™")  BMI/(kg'm ?)
A n/t
wWTEr 12 G LA RFAKE  yrar RMAE S WrE RS WirEr 128G

Y 40 9.114£0.74 7.29+0.39"

10.74+125 6.5840.59° 0.81+£0.19 0.87+0.18 14.64+2.7 92+1.5" 28.9+3.725.6+3.2°

YAIT 40 9.0540.62 7.02+0.36™ 10.84+1.36 6.27+0.6370.824+0.151.01+0.12" 14.94+2.4 83+1.3%293+4.12524+3.3"

SRIVEITRTILES: "P<0.05; SXTH4ILLE: "P<0.05

"P <0.05 vs same group before treatment; “P < 0.05 vs control group

*2 WARTTHIRIATT 12 AR EMAETLEFER LR
Table 2 Comparion on improvment of foot lesions between two groups before treatment and after 12 weeks of treatment
. TR B Ik G5 AL/
285 n/l — —— ——
AT 12 JH)5 YT 12 Ji)5 ERE 12 5
HIT 40 31 1 36 9% 19 7%
X 40 29 25 32 22 21 23

SREABITITER: P<0.05; SXIMALE: “P<0.05

"P <0.05 vs same group before treatment; “P < 0.05 vs control group
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