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MR OMEE (J53C) : We aimed at the possibility of microsomal prostaglandin E
synthase-1 (mPGES-1), which was last synthase of PGE2, as new therapeutic target of
cancer. In this study, using various mPGES-1 gene modification mice, we analyzed the
azoxymethane-induced colon tumorigenesis model. As a result, it was found that mPGES-1
contributed to initiation, promotion and progression of colorectal cancer as an exacerbation
factor. This study suggested the possibility that inhibition of mPGES-1 was useful as an
anticancer therapy of new mechanism of action.
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(Fig. 1) Reduced Colon Tumor induction in the mPGES-1
KO mouse
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(Fig. 2) Decreased PGE2 and shunt into PGI2 and
PGD21in the mPGES-1 KO mouse
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(Fig. 3) Induction of cytokine and chemokine in the
mPGES-1 KO and WT mouse
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