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Role of PPAR 7 for Immuno-Metabolic Influences

and Impacts on Diabetic Nephropathy

Wei-Wen Hung, Shyi-Jang Shin', and Jer-Ming Chang

Department of Internal Medicine, Kaohsiung Municipal Hsiao-Kang Hospital;
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As an antidiabetic agent introduced in 1997, PPAR 7 agonist, or thiazolidinediones (TZD), has received
much attention not only in clinical research but also in basic study about its mechanism behind the clinical ef-
fects. Evidence from clinical study of TZD use in type 2 diabetes with microalbuminuria had proved that TZD treat-
ment significantly reduced urine albumin excretion (UAE). In this article, we intended to discuss the basic patho-
physiology of diabetes from an immuno-metabolic viewpoint in the beginning. Then we tried to analyze the im-
pacts on immuno-metabolic systems with regards to TZD treatment, and describe in detail about its insulin-sen-
sitizing and anti-inflammatory effects. Finally, we went on to explore the actions of TZD on the reduction of UAE
and attenuation of renal injury. As diabetic nephropathy being the leading cause of end-stage renal disease world-
wide, the exploration of PPAR r would be promising for the development of drugs to delay or prevent diabetic

nephropathy. (J Intern Med Taiwan 2008; 19: 121- 127 )





