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Development of new molecular target chemotherapy using in vitro oral
carcinogenesis model
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We try to develop new molecular target chemotherapy against metastasis
related gene and/or cancer stem cell related gene using in vitro oral carcinogenesis model with
immortalized human tongue keratinocyte transfected cell lines.

At first, we established anti-cancer durg resistant cell line of CDDP or Cetuximab , that was used
for oral cancer chemotherapy. As results, human papilloma virus (HPV) related oral cancer cell line,
and immortalized human tongue keratinocyte transfected cell lines did not develop to anti-cancer
resistance. Non-HPV related oral cancer cell lines, for example, SCCKN, and HSC-3, got resistant for

CDDP and Cetuximab.

We analyzed gene mutation between parental and resistant cell lines by next generation sequencer.
We indicate there is no relation of gene mutation and copy number of of ABC transporter proteins or
EGFR. Most imortant point toget resistance for anti-cancer drugs is gene mutation of AKT or PI3K.
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