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Research progress of PKCB and diabetic complications
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[Abstract]Protein kinase CB(PKCB) is a classical PKC subtype,which can be induced and activated by hyperglycemia, leading to a
variety of diabetes complications. Activated PKCB causes endothelial dysfunction,induces white blood cell adhesion, regulates the ex—
pression of cytokines and transcription factors through downstream signaling pathways, leading to macrovascular complications,such
as atherosclerosis, cardiomyopathy and apoplexy and microvascular complications,such as diabetic nephropathy, retinopathy and pe—
ripheral neuropathy. In this paper,the role of PKCB in diabetic complications and its related research in clinical treatment were
described.
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TEBENRA H 2 (streptozotocin, STZ )75 S BB IR K LA
fdiFH PKCR #1081 1 R B sh bk i — S Ak AR FH AR,
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b PKCR 19 ad B 238 T B0 Je B — E AL A G 8 (en-
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EYNMIFHE3 T 1(vascular cell adhesion molecule—1, VCAM-1)
AR 20 M 5 AR el LA 45 SRR R PKCR 6 M fin 53¢
1L-18/1L—8bp il P& (1957 1L ML 25 AL, IL-18 (W 3RIA B , IL-
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/L T3 AR PR R AR, AR P R RS T ey il A i
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SR RBX AT LAY/ A0 0 A8 2 T | SO P P B
KN DR, [ 2 /DA PR £ 1 4R 1 PRO4E SRR 5 Dy B
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