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Research progress on mechanism of antiparasitic medications with benzimidazole
structure in treatment of cancer

LU Jin-jin, WANG Wei
School of Pharmacy, Wuhan University, Wuhan 430071, China

Abstract: Recent studies suggest that antiparasitic medications with benzimidazole structure such as mebendazole and fenbendazole
are effective in treatment of cancer, use as single drug or auxiliary drug at the cellular level and animal level in vitro. There are few case
reports with objective or complete response. And a series of clinical trials have been proved to study the effectiveness. The possible
anti-cancer mechanisms of antiparasitic medications with benzimidazole structure such as mebendazole and fenbendazole, including
tubulin depolymerization, inhibition of uptake and metabolism of glucose, inhibition of signal transduction and angiogenesis inhibition
are summarized in this paper.
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Fig.1 Chemical structures of mebendazole and fenbendazole
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