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[Abstract]

tients with resistant to combinations of oral hypoglycemic drugs and insulin. Methods

Objective To observe the clinical efficacy and safety of liraglutide on obese type 2 diabetes pa-
Twenty one obese type 2 dia-
betic patients with resistant to combinations of oral hypoglycemic drugs and insulin were investigated. Liraglutide
were added to the original treatment strategy for 12 weeks and its effects were observed on fasting blood glucose
(FBQ), 2h postprandial blood glucose (2hPBG), glycosylated hemoglobin (HbA ), body mass index (BMI), blood lip-
ids, blood pressure, fasting insulin (FIns), homeostasis model assessment of insulin resistance index (HOMA- IR), ho-
meostasis model assessment index of pancreatic B cell secretion (HOMA-B), insulin dosage and adverse reactions.
Results The patient's FBG, 2hPBG, HbA ., TG, BMI, Flns, HOMA-IR, and insulin dosage decreased significant-
ly after 12 weeks of treatment with Liraglutide (P<0.05). HOMA-B increased remarkably after Liraglutide treat-
ment (P<0.05). The main adverse reactions were gastrointestinal reactions and low blood sugar, both of which
were mild and transient. Conclusion For obese type 2 diabetic patients with poorly controlled blood glucose even
underwent combination therapy of multiple oral hypoglycemic drugs and insulin, liraglutide can effectively control
blood sugar, improve insulin resistance and insulin sensitivity, and enhance islet 8 cells function.
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T 2~15 4, -3 (7.6+3.6)4F . 1A $5 %1 (Body Mass
Index, BMI) ¥J>25 kg/m’,*F-13 (28.6+1.8) kg/m®, BiK
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Fisf i) FBG (mmol/L) 2 hPBG (mmol/L) HbA.. (%) BMI (kg/m’) FlIns (uIU/ml) SBP (mmHg) DBP (mmHg)
VRIT I 11.23+1.50 18.66+2.09 9.69+1.30 27.91+1.18 15.7142.61 139.9+7.05 85.7+6.24
BIT IR 6.00+0.85 9.55+1.20 6.69+0.48 25.36+1.22 10.15+2.25 137.6+6.55 85.2+5.31
fH 25.136 29.346 15.146 12.747 34.079 1.965 0.764
P <0.001 <0.001 <0.001 <0.001 <0.001 >0.05 >0.05
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