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Mineralocorticoid receptor—-associated hypertension: molecular

WFFER RO EE (F030) : BEIRIR OB FRECEIMTED I R T v avF a4 RFERMR)FE TS
OFHIZ L0 UET DT 2 B MIaE L OBERIFERFE T /L db/db ~ 7 A % FW TG L
72o 73— RABREEIT Protein kinase C (PKC)beta DiEMALIZ L W . MR &EH DL EIZ X
HIEMEALZFR D, H ) PKC BEHOB GIC LY 2N b OUEEZ B DT,

TR RO E (330) : The present study investigated mechanisms for improvement of
renal dysfunction and resistant hypertension by administration of mineralocorticoid
receptor antagonist in diabetes. The results showed that high glucose conditions activate
protein kinase C (PKC) beta, thus resulting in stabilization of MR protein, which is

followed by MR transactivation. Treatment with a classical PKC inhibitor reversed levels

and activity of the MR.
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