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Screening for the suppressor of the expression of thymidylate synthase

Sowa, Yoshihiro

3,000,000 900,000

thymidylate synthase (TS)
TS TS
TS
fenofibrate PI3K LY294002 TS

Since the activity of thymidylate synthase (TS) is essential for cell proliferatio
n, the expression of TS is higher in various cancer cells than in normal cells. Therefore, we tried to fi
nd the suppressors of the expression of TS for cancer prevention. As the results, we found that fenofibra
te, which is used to reduce cholesterol levels, reduced the expression of TS in human colon cancer HT-29 c
ells and that LY294002, a PI3K inhibitor, also reduced it in human colon cancer HCT15 cells. These result
s raise a possibility that these compounds might be useful for the treatment and prevention against colon
cancer.
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