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mTOR inhibitor in combination with hypoxia-activated prodrugs for the treatment
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In this stuc_i%z we examined the effects of combination therapy with mTOR
its angiogenesis of colorectal cancer and induces hypoxic

inhibitor (Temsirolimus), which inhi
environment in tumors, and hypoxia-activated prodrug (Banoxantrone) activated in a hypoxic

environment.
In vitro, the combination therapy induced apoptosis of colorectal cancer cell lines and additively
suppressed cell proliferation.
In vivo, the combination therapy additively inhibited the growth of subcutaneous tumors in the
mouse subcutaneous tumor model of colorectal cancer cells.
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