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(2L Wk L7=. 2. HEC-1, HI IZ IQGAP1-vector & 5\ ML IQGAP1-siRNA ZE A L, EMT & @OBSi# (E-cadherin,
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L, IQGAP1 DFEBLZ il L7-.

[B22] ALY, %< OEETHENTUE L THARRK T L WA STV IQGAPL 23, & (R Makk
WZBWTHEIATTE L TEH Y, ENT OFECMI OB E OEHRICEG L TWD Z 2L L. £z
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HMITENTWD. ABIZET, FEREICB WL TH IQGAPL OFEBINTTHE L T\ 5 Z & 23R &N, gain—of -function
KX loss—of—function experiments {2 & ¥, IQGAP1 2% E—cadherin ®FH 2 PH|9 5 = & TEMT Z7FE L, 124,
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