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Development of novel treatment for type 2 diabetes by regulating cellular stresses
targeted to molecular chaperone
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Induction of molecular chaperones, such as Hsp72 or BiP contributes to improve glucose
homeostasis in diabetes. Especially, these inductions can be expected to treat several
types of diabetes, because these inductions were effective to diabetes originated from
environmental, genetic or ER stress, respectively. We therefore conclude that induction
of molecular chaperone, such as Hsp72 or BiP, decreases cellular stresses and chronic
inflammation, resulting in improvement of insulin resistance.
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