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* Most anti-mitotic drugs only target a single protein: tubulin Images provided by Biorender .
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« Taxane effectiveness relies on a functional spindle assembly checkpoint and \
wild-type tubulin, and is hindered by neurotoxicity, supply shortages, and drug
resistant tumors o
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Vital for cell proliferation

APC/C function is required for both —_— COnCI USiOnS

mitotic progression and licensing the

DNA replication initiation complex « Hit10 treatment shows promise in preventing ANAPC2-ANAPC11 binding, thereby possibly leading to disruption of APC/C ubiquitination

function resulting in arrest of cancer cells either in mitosis or G1.

« Paclitaxel may have a hitherto unexplored mechanism for inducing mitotic arrest and cancer cell death by disrupting the interaction of
ANAPC11 and ANAPC2.

Figure 2. ANAPC2 and e P
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