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MEEER (EX) Involvement of transcription factor MRTF in the oncogenic process.
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WFIER R OBEE (Fn30) : A9 TlE, vras X° vesre (2 & B IR EIEHGHIIEIZ W) TG RN

+ T 5 MRTF (myocardin-related transcription factor) DiEMEMET L TCWAZ &, £z

MRTF 25k%4 727 7 F M E A BIn F OB EZHET 2 2 & T I bR EERIMNL O
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NTETH D myocardin NHIFLEHINHIK 7 TH D p2l OFRFALZGHIE L TR Y, i AE

IZ8 T myocardin OB &RV N AWML OHIEZ TS ETWA Z b R L7, 51,
TEPEARL D MRTF <° myocardin % JEEEAHHIIA-CAIEMIIZEA T2 2 & T, 2 b oMo

R - IZMRECHI LS SRR 2 B (I 2 2 L RN ARE CTh o 72,

MR R OMEEE (3530) : In this study, I demonstrated that transcription factor MRTF
(myocardin-related transcription factor) regulates the activity of cell invasion and
metastasis in the v-ras and v-src transformants via transcriptional regulation of the actin
cytoskeletal genes. Further, myocardin regulates the expression of p21 gene, which is
inhibitor of cell cycle progression, and in leiomyosarcoma cells myocardin expression level
is decreased, leading to enhancement of cell cycle progression. Exogenous expression of
constitutively active MRTF or myocardin inhibits the oncogenic properties of the
transformants and leimyosarcoma cells.
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