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Therapeutic Effects of Exenatide on Type 2 Diabetic Patients
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[ Abstract] Objective To investigate an optimized treatment for type 2 diabetic patients with obesity through
analysis on the therapeutic effects and side effects of exenatide on type 2 diabetic patients with obesity. Methods
Thirty type 2 diabetic patients with obesity were recruited and received exenatide treatment. The clinic and laboratory
data (body weight, body mass index, waist circumference, hip circumference, HbA1C, blood glucose, lipids)
at baseline and after treatment were measured and compared. Results The patients who received exenatide
treatment had a significant reduction in HbA1C, blood glucose, body weight and an improvement of lipid
metabolism. However, exenatide had no side effects on liver and renal function. Conclusion Exenatide is an
optimized treatment for type 2 diabetic patients with obesity as it can control blood glucose and improve obesity and
lipid metabolism.
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Tab. 1 Comparison of of anthropometric measurement parameters between before and after Exenatide

treatment (X+5)

woH Hz 1A 3H
hE (k) 81.62 + 11.81 79.62 +11.83 76.84 +11.66
BMI (kg/m?) 29.60 + 3.25 29.06 + 3.23 28.03 +3.118"
HER (em) 100.47 £9.13 99.48 +9.08 97.24 +9.00
REH (cm) 103.2 +6.31 102.3 + 6.31 101.28 +5.89
HEREF L 0.97 £ 0.05 0.97 £ 0.05 0.96 + 0.05
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Tab. 2 The changes of blood glucose level, HbAlc, lipid level, liver function and renal function before and after

Exenatide treatment (X +s)

mwo H 2k 1H 3 H

FPG (mmol/L) 9.54+2.99 7.74 +1.18™ 731 +1.17"
2hPG  (mmol/L) 14.5+4.38 8.41 +1.05" 7.42 +1.08"
HbAlc (%) 8.00 + 1.50 - 6.62 £0.74"
TC (mmol/L) 5.09 +1.07 434 +0.80° 4.47 +0.96"
TG (mmol/L) 3.57 £2.44 2.87 + 1.61 2.73+1.37
HDL-C (mmol/L) 1.10£0.23 1.14 £ 0.20 1.19+0.21
LDL-C (mmol/L) 2.80+0.86 2.43 +0.80 230 £0.46
ALT (U/L) 37.31 +19.56 35.00 £ 10.62 29.82+9.54
AST (U/L) 28.44 +9.74 29.00 + 10.42 27.39 + 8.82
BUN (umol/L) 5.08+1.29 5.11 £0.90 4.86 +0.92
UA (wmol/L) 354.32 + 89.45 358.15 + 103.95 312.19 +91.13
Cr (pmol/L) 68.53 £ 15.73 69.23 + 12.64 68.43 +10.75
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