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En?ancing effect of retinoids on anti-cancerous drugs by regulating intracellular
molecules

Shiota, Goshi
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All-trans retinoic acid (ATRA) enhanced the antitumorous effects of five
anti-cancerous drugs such as 5-FU, cisplatin, sorafenib, mitomycin C, and adriamycin. The effect of ATRA
on sorafenib is related to activation of AMPK, decreased production of ATP, suppression of glycolysis,
induction of Bax, apoptosis induction, activation of p38 and JNK, and translocation of Bax to
mitochondria.
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