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Regulation of Endothelial Function by ROCK2
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The process of atherosclerosis is affected by interactions among numerous biologic
al pathways. Accumulating evidence shows that small GTP-binding protein Rho and its effector Rho-kinase (R
0CK) play an important role in the development of atherosclerosis. ROCK has two isoforms, ROCK1 and ROCK2.
However, it is unclear how ROCK2 regulates endothelial function. To this end, we first examined the effec
t of ROCK inhibitors on endothelial function. We found that ROCK inhibitors such as Y-27632 and fasudil at
tenuates endothelial inflammation markers including MCP-1. Furthermore, knockdown of ROCK2 reduced MCP-1 e
xpression levels in endothelial cells. Finally, we isolated peritoneal macrophages from ROCK2-deficient an
d wild-type mice. LPS induced MCP-1 expression in the cells derived from wild-type. Interestingly, inducti
on of MCP-1 was inhibited in ROCK2-deficient cells. These finding indicate that ROCK2 plays an important r
ole in the development of atherosclerosis.
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“ Rho-kinase inhibition attenuates
endothelial inflammation by modulating ER
stress signaling”
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“ Rho-kinase is involved in diabetic
nephropathy by modulating
HIF-1lalpha-dependent signaling

pathway.”
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