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a2 DREEEN LT,
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IRITK S0%DIERTARB® biviz (132+ 4 vs. 66+5 mg/dl, P<0.05)
AICAR JEFENHZ B IZB VT, [RIERIZ TR O AMPK FE 1L o2 D&

-13-

bospesmmrnpmnasmsnnsr e sEETEESRETE G EE R  RRa




DTCEDTED Ez}’bﬁ_ (data not shown) .
2 AICAR REHREIC LD GLUT4 DFEHTLE
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