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Role of protein kinase C in the development and progression of diabetic nephropathy

RONG Jian, QIU Hong-xin, WANG Shu-ping (Department of Endocrinologys Daping Hospital, Third Military Medical University, Chongging 400042, China)

Abstract: Objective To evaluate the relationship between glomewlar protein kinase C (PKC) and renal alterations under diabetic state.
Methods The streptozotocin-induced diabetic rats were fed for 28 weeks. Insulin was administered to some of them after the onset of diabetes. Then
blood glucose, hemoglobin Ale (HbAle), glomemlar PKC activity, glomerular basement membrane thickness (GBMT) and urine protein/cleatinine
(Pr/Cr) matio in diabetic rats were measured and compared with those in the control. Results The levels of blood glucose, HbAlc content, PKC
activity and GBMT were significantly higher in diabetic rats than those in the control ( P<<0.01). Insulin treatment could decrease the levels of blood
glucose, reduce HbAlc content, ameliorate PKC activity and delay the thickening of glomerular basement membrance (GBM). Conclusion  Chronic
stimulation of hyperglycemia may increase PKC activity. Nonenzymatic glycosylation may not directly contiibute to increasing PKC activity. Long-temm
increase of PKC activity may enhance the development and progression of diabetic nephropathy.
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Diagnosis a case of total transposition of great artery in newborn by echocardiogragphy
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