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Introduction

/Colorectal cancer (CRC) is a major \

cause of cancer-related mortality
worldwide with over 700,000
attributable deaths per annum. The X0,
therapeutic potency of Rigosertib | a5y
(RGS) in the treatment of AV =
myelodysplastic syndrome has been Y LT
investigated previously, but little is ‘
known about its mechanisms of action.

Rigosertib
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Material & Method

MTT assay

The cytotoxic effects
of RGS on CRC cells
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CRC cell lines
Caco2 HT-29 SW-480 CT-26
Murine
Real-Time PCR l Western blotting

The regulatory effects of RGS on the expression of P21
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Flow cytometry

The cell cycle progression
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‘ MTT assay results Cell cycle analysis Statistical analysis
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