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VDCC : voltage-dependent calcium channel GELVEFEME A L ¥ 7 20F % 20U,
GLUT?2 : glucose transporter-2, PKA : protein kinase A.
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The Novel Combined Anti—-Diabetic Agent with
DPP-4 Inhibitor and Thiazolidinedione

Yukihiro Fujita and Masakazu Haneda*
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IDPP-4 inhibitors increase intrinsic active incretin level, which enables to potentiate postprandial
insulin secretion and also suppress abnormal glucagon release from pancreatic islets. In animal
experiments, DPP-4 inhibitors have been proven to protect f cell function and islet morphology.
Thiazolidinediones are a PPAR- 7 agonist, which ameliorates insulin resistance in adipose tissues,
muscles and liver via increasing adiponectin and decresing TNF~« or other ‘villain® adipokines.
Some clinical studies have already shown that combination of DPP-4 inhibitor and Thiazolidine-
dione can improve HbAlc level in type 2 diabetic patients compared to DPP~4 alone or Thia-
zolidinedione alone. The combined agent is also expected to have less risk of hypoglycemic attack

unless co-administrated with sulphonylureas.
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