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Development of complex treatment and clarification of the invasion and peritoneal
dissemination mechanism of ovarian cancer which assumed epithelial mesenchymal

transition a target
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RhoA Racl Rho GTPase
RhoA Racl Racl Rac
GTPae CHN1 chimerinl

Pleomorphic adenoma gene like-2 (PLAGL2), a member of the PLAG gene family, is a
C2H2 zinc finger transcriptional factor that is involved in cellular transformation and apoptosis. We
found that PLAGL2 depletion induced organization of stress fibers. In addition, formation of focal
adhesions was promoted by PLAGL2 knockdown. Racl was inactivated in the absence of PLAGL2, whereas
activity of RhoA was increased. Conversely, exogenous expression of PLAGL2 induced disruption of stress
fiber formation and production of lamellipodia. Consistently, RhoA was suppressed and Racl was activated
by PLAGL2 overexpression. PLAGL2 expression induced lamellipodia formation and disruption of stress fiber
formation. Finally, we show that chimerinl(CHN1) expression is essential for Racl inactivation in
PLAGL2-depleted cells.
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