FREATHELRE ¢ MP TP E YA

BEF I PTART LI AR ZRLOE
B SRR G R)

T R I

5 & % 5L 0 NSC 96-2314-B-040-035-

A7 R 2 96#087 0l px97T& 07T 3P
o E P LFRAET R

Bl SN = SN 2

VERFEAR s JERE AR g

o B3N D AP EHEEJAE A EMAR 2ELET OB AN

oo R R 9T# 107 31



FREATHEELE R EE TV S

Rt}

BRI PRAEY -] B RF 2 ALGE

TR ELEIEE SN
4 el ¢ NSC 96-2314-B-040-035
HeEdH A 2007+ 082 01 p 2 2007077 31 P

PEAFEL DR

X afFAir

VERFEAR D Hrg

A RAR L P AT R 2

[JALF I 2 Ty AR 2~

I:H];J‘ Pk Fd L Y %E,’g;:‘:_}, - i»
DRGSR THL I F L2 K - B

OR% & TR ERMFELHEE - 5

AR AR e TR BRI AR AARTFLV R R

PEA T TR A

2z 8w EpsE - cl- 267 2B 43
HEHEE: P LFFLFT FF

o F o ® 9 & 10 12 p



RhoGDI, aRho GDP dissociation inhibitor, induced hypertrophic growth and cell migrationin a

cultured cardiomyoblast cell line, H9c2. We demonstrated that RhoGDI S plays a previously

undefined role in regulating Racl expression through transcription to induce hypertrophic growth and

cell migration and that these functions are blocked by the expression of a dominant-negative form of

Racl. We aso demonstrated that knockdown of RhoGDIf expression by RNA interference blocked

RhoGDIB-induced Raclexpression and cell migration. We demonstrated that the co-expression of

ZAK and RhoGDIB in cellsresulted in an inhibition in the activity of ZAK to induce ANF expression.

Knockdown of ZAK expression in ZAK-RhoGDI 3-expressing cells by ZAK-specific RNA

interference restored the activities of RhoGDIj.
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