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= 82 Finp s i b e F A
Bor 82 &inmdris o “,/TT 7 HbA| %t -1.2+
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L % ! triglyceride-36.94 mg/dl (95%CI -55.96
~ -17.91) » total cholesterol -2.52 mg/dl
(95%CI -6.43 ~ +1.39)> &2 HDL-C +4.46 mg/dl
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SU+Exenatide 10 ug  SU+Exenatide 5 ug

SU~+Placebo

30 ¥ {8 HbA ¥ 1t -0.86+ 0.11%

-0.46 £ 0.12%

0.12 +£0.09%

i HbA 7% 41% 33% 9% (P <0.001)
& % - (vsPlacebo) -1.6 £0.3 kg - - (P <0.05)
Metformin Metformin Metformin
Buse JB, 2004 + + +
Exenatide 10 pg Exenatide 5 pg Placebo
30 ¥ {5 HbA 1t -0.78 £0.1% -0.4+0.11% +0.08 £0.1% (P <0.002)
i HbA | = T7%:v 46% 32% 13% (P<0.01
vs Placebo)
LA R -2.8+0.5kg -1.6 £ 0.4 kg - (P<0.001
vs Placebo)
SU+Metformin SU+Metformin SU+Metformin
DeFronzo RA, 2005 + + 4
Exenatide 10 pg Exenatide 5 pg Placebo
30 ¥ {5 HbA 1t -0.8 +0.1% -0.6+0.1% +0.2 £ 0.1% (P<0.0001
vs Placebo)
iZ HbA | = 7%t 5 34% 27% 9% (P <0.0001)
LA R -1.6 £ 0.2 kg -1.6 £ 0.2 kg -09+02kg (P<0.01)




