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HZeiERE® (FEX) Inhibition of Pinl activity suppresses tumor growth in oral cancer.
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WFFER R OMEE (Fns) @ (1) AREDS AMMANEEZ AV T Pinl @3 BMIIEROBISL 21T -T2, £ D
HIFEBEIZ DU T control & bl U 72 Pl BESFOE B D B2 Re 4 D503 5 b7z, (2) Pinl
B FEBLR TlX CyclinDl OFB LA EICHIM L TRV . HIFHEFEICI 1T D Pinl —CyclinD1 it
DSED AHIIERRIZ I W T bR STz, 3) AERAEZ AR (KBNS A, IIENASE)
AIRRRIZ BT Pinl B A ORBLEZ E & L7225 RIS AVRIBER TlInd 7 & R BLE D Mo 23
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L7273, FrREAY 72 MR8 BT I35 B e o 1o,

WFZERC R OB (33C) ¢ (1) We established oral cancer cell line with Pinl overexpression.
The growth rate of this cell line was up—regulated. (2)In this cell line, Expression level
of Cyclin D1 was also up—regulated. (3) We detected Pinl protein levels with some kinds
of cancer cell line including oral cancer, colon cancer, ovarian cancer and hepatocellular
carcinoma. The expression level of Pinl in HCC was lower than that of other cance.
(4)No mutation was found in all of those cell line. (5)Treatment with Pinl inhibitor

increased the population of cells in S phase at 48hr. However, there was not a specific
cell cycle arrest.
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Fig.3. Pin1 mRNA and protein expressions in each cell line
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Fig.2. Inhibition of proliferation by Pinl inhibitor.
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Fig.4. Cell cycle effect of Pinl inhibitor
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