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(&) Elucidation of involved mechanisms for macrophage infiltration into
pancreatic islets and of its role on the occurrence of type 2 diabetes.
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M mBLEEDZEZA, T b FUTWHN~® metabolic uncoupling M AIZ L D
AMP-activated protein kinase OJEMELC, IREL (41°C) ALFEIZ X A NIKME heat shock protein
72 FEL ORI B E & E & BT RTHEME S HER ST,

e RO EE (33C) : The JNK and 1 k B- dependent pathways were deduced, at least in
part, as common mechanisms for the increased release of MCP-1 from pancreatic MIN6 3
cells and 3T3L1 adipocytes under diabetic conditions,

macrophage infiltration into pancreatic islets and adipose tissues, respectively. In

leading to the enhancement of

addition, we explored the cytoprotective mechanism to reduce MCP-1 release from 3T3L1
adipocytes, and it was found that the induction of metabolic uncoupling in mitochondria
to activate the AMP-activated protein kinase and also of heat shock protein 72 at 41°C
could be important in these cells for the reduction of MCP-1 release.
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