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[ Abstract] Objective To investigate the effect of CD16a expression changes on monocytes combined
with cetuximab in colorectal cancer cells. Methods CDI16a gene was imported into U937 monocyte by means
of lentivirus infection. The effect of CD16a gene overexpression on the kill ability of U937 monocytes on colo-
rectal cancer cells was evaluated by detecting the tumor proliferation,apoptosis,cell cycle, migration and inva-
sice ability of colorectal cancer cells. Results The activities of LDH in the cetuximab + CDI16a overexpres-
sion cells group, cetuximab -+ U937 cells group, cetuximab group, U937 cells group, CDl6aoverexpression
U937 cells group and blank control group were 159. 28+7.92,126.69+17.62,120.23+5.67,124. 10+16. 44,
123.3046. 86 and 95. 90£11. 44 respectivily. U937 cells with cetuximab-+CDI16a overexpression significantly
inhibited the proliferation of colorectal cancer cells, which showed the statistical difference compared with the
other 4 groups. The tumor cell apoptosis rates in various groups were 90. 60% £3.57%,74.00% +7.51%,
68.10% £8.03%,73.50% £30.67%,68. 10% £8. 02% and 46. 20% £ 17. 27% respectivily. The tumor cell
apoptosis induced by U937 cells group with cetuximab +CD16a overexpression was significantly higher that
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in the other groups. U937 cells with CD16a overexpression could inhibit the invasive ability of colorectal canc-

er cells in vitro. Conclusion U937 monocytes with CD16a overexpression can enhance the killing effect of cetuximab

on colon cancer cells,and can inhibit the invasive ability of colon cancer cells cultured in vitro.
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