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IRS-1:insulin receptor substrate-1, TRX : thioredoxin, ASK1 : apoptosis signal-regulating kinase 1, JNK : ¢~

Jun N-terminal kinase
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Nox:NADPH oxidase, SOD:superoxide dismutase, MKP1:MAP kinase phosphatase 1, PI:
phosphatidylinositol, PTEN : phosphatase and tensin homologue, PTP1B : protein tyrosine phosphatase 1B,

PP2A : protein phosphatase 2A
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