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Abstract
Ischemic organ failures are caused by arteriostenosis, whose pathological basis is

hyperproliferation of vascular smooth muscle cell (VSMC). However, the role for vascular
endothelial cells (VEC) in arteriostenosis development remains elusive. Here we report that VECs
are categorized into two groups: while primary cultured human VECs exclusively enhanced VSMC
proliferation (type-1, pro-proliferative), VECs freshly generated from bone marrow-derived
endothelial progenitors cells (EPC) or embryonic stem (ES)/induced pluripotent stem GPS) cells
suppressed VSMC proliferation (type-II, anti-proliferative).

This year, we investigated miRNA expression in both type-I and type-II VEC to find novel
miRNA marker for the typing of VEC. As a result, we found several miRNA specific for type-I and
type-II VEC and analyzed them in detail. These results of our study will be published elsewhere in

the near future.
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