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MRS OMEEE (33C) : We studied siRNA of EZH2 in tumor cells and, for confirmation of
the antitumor effect, designed EZH2siRNA five kinds. The cancer cell used
HSC-3,SCC-KN,HSC-4 and used Ateloarray® (KOKEN) for cell culture.

As for sequence (GTGTATGAGTTTAGAGTCA) #4) of EZH2 siRNA, mRNA inhibition and
cell proliferation inhibition showed depression effect as compared with other sequence
together. # 4 inhibits mRNA manifestation in high efficiency.

The reduction effect of the cancer was found when we injected it into the nude mouse which
we mixed EZH2SiRNA with atelocollagen, and transplanted a cancer cell.

As a result, as for EZH2siRNA, antitumor effect was found in the oral cancer.
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