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Fasudil significantly inhibited the proliferation and contractility of ECSC and induced

the cell cycle arrest in the G2/M phase and apoptosis of these cells. Morphological
observation revealed the suppression of ECSC attachment to collagen fibers and decrease
of cell density by fasudil. The expression of _—smooth muscle actin, RhoA, ROCK-I, and
ROCK-II proteins was inhibited by fasudil administration. The expression of the
antiapoptotic factors, Becl—2 and Bel-XL, in two—dimensional cultured ECSC were
down-regulated by the addition of fasudil, whereas, the expression of pl6INK4a and
p21Waf1/Cipl was up-regulated by the addition of fasudil.

The present findings suggest that fasudil is a promising agent for the treatment of
endometriosis. The inhibition of cell proliferation, contractility, and myofibroblastic
differentiation, the attenuation of attachment to collagen fibers, the decrease of cell
density, and the induction of cell cycle arrest and apoptosis of ECSC are involved in the

active mechanisms of fasudil.
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