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WFZeR RO EE (3530) : We revealed that white adipocytes isolated from mice as well as
differentiated 3T3L1 adipocytes functionally expressed magnesium—inhibited cation (MIC)
channel whose molecular identity is thought to be TRPM7. TRPM7 has been reported to be
activated by oxidative stress, however, MIC current recorded in adipocytes were inhibited
by oxidative stress induced by exposure to hydrogen peroxide and N-methylmaleimide. In
the presence of these reagents as well as a conventional TRPM7 inhibitor, 2—aminopyrideine,
insulin—dependent glucose uptake was largely inhibited in 3T3L1 adipocytes. Thus, it is
suggested that MIC/TRPM7 channel activity is required for the insulin—dependent glucose
uptake in adipocytes.
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