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I investigated the novel function of small G protein RhoA in vascular
endothelium and smooth muscle. First, vascular endothelium- and smooth muscle-specific RhoA
conditional knockout (cKO) mice were successfully generated by using the Cre-loxP system. | found
that vascular endothelium-specific RhoA cKO mice were embryonic lethal due to the insufficiency of
the formation of mature vasculature. On the other hand, vascular smooth muscle-specific RhoA cKO
mice were born with normal external appearance. When both angiotensin Il and BAPN were administered
in the mice to induce vascular stress, the occurrence of aortic aneurysm was significantly high,
compared with control mice. Based on these results, RhoA plays an important role in the formation
and maintenance of blood vessels from the embryonic period to the adulthood.
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