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RhoA/ROCK Signaling Pathway in Myocardial Infarction
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[ Abstract ] Myocardial infarction is the main cause of death from cardiovascular disease. Its pathogenesis has not been fully

elucidated. The research found that RhoA/ROCK signaling pathway is related to the occurrence and development of myocardial infarction in

endothelial dysfunction, inflammatory response, oxidative stress, endoplasmic reticulum stress and cell apoptosis. Futhermore ROCK

inhibitor display a new approach for the treatment of myocardial infarction. This article reviews the pathogenesis of RhoA/ROCK signaling

pathway in myocardial infarction.
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RhoA/ROCK 3 # 75 1] {2 3F 48 AE S g ' o 4% % st A
F--kB(nuclear factor kappaB , NF-kB ) J& 4 i 5z i ) 5
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Drpl) 7E 22 2 2-615 i s B L, JF-4l Drpl #2471
LRLAR I, 42 A 2ok K 43 2L 5 B BE 1, Brand
255 0 ) FH A DR R S5 DR e A A /0N BT oAy o
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EAKEK SEFARAEMIL, VR 472200 67 5K
REWSS , LDH B ., 5 VR dAH L, ¥ &7 R B
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