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WFZER R OMEE (Fis0) @ KIGEMIIC SOX4 ZRBHFE IS Z L12L V.| beta-catenin D
B~OBT2 2 S, SOX4 OFEBIVBGMEDOL AL, FHHIAEITL T, PEVARRT
% Z LAV L7z, microRNA signature Z 5 L72 & Z 5. signature DIREFIZ &V | KGO
HEREL Z > TV D & & 2 BTz, SOX4 73 beta-catenin 2/ L Wnt ¥ 7 /L2 HliH4 25 = L3
MRS, RBORAELEICEE L TSRt B b, SOX4 DU 7 FUIREE L
T microRNA D AIZ LD b ODATREMN R B 5 L RIBE 4L D D,

MR R OBEEE (J€32) :  When the appearance of SOX4 was a strong positivity by inducing
SOX4 tocolon cancer cell, it turned out that the shift of beta-catenin to the nucleus was changed,
and the disease stage advanced, and the prognosis was poor. In the examination for microRNA
signature, it was thought that the progress of colon cancer had happened because of strength of
signature. It was suggested that SOX4 controls the Wnt signaling by beta-catenin, and was thought
the possibility of taking part in generating and making of colon cancer. It was suggested that there

was a possibility of the one by the introduction of microRNA as a vaccine therapy of SOX4.
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