Dual antagonism of prostaglandin receptors EP2 and EP4 by TPST-1495
suppresses tumor growth and stimulates antitumor immunity
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The effects of TPST-1495 as monotherapy or in combination with anti-PD1 were evaluated in the
syngeneic mouse colon models CT26 and ApcMin/+ as well as model of Lewis Lung Carcinoma. The
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