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Effect of ATR inhibitor VX-970 on the growth of colorectal cancer cell induced by CPT
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Abstract Objective: To investigate the effect of VX -970, an ATR specific inhibitor, on growth and apoptosis induced by CPT in
colorectal cancer cells. Methods: Upon absence or presence of VX970 in CPT treatment for colorectal cancer cells, cell survival,
proliferation, cell cycle and apoptosis were detected by colony forming, MTS and cell flow cytometry; the expression of DNA damage
response key proteins (p—ATR, p—Chk1, YH2AX) was detected by Western blot. Results: VX—-970 enhanced the effect of CPT on inhibiting
proliferation, promoted cell apoptosis and induced cell cycle G2/M phase arrest. Conclusion: Combining CPT with VX -970 could
significantly inhibit the growth and apoptosis and sensitize human colorectal cancer cells to CPT.
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