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[Abstract] Objective To investigate the effect of hydroxycamptothecin(HYD) combined with cisplatin
on the proliferation and apoptosis of osteosarcoma cells by various in vitro experiments. Methods Osteosarco-
ma HOS cells were cultured. The HYD test was divided into different concentration groups. The HYD com-
bined with cisplatin test was divided into blank group, HYD group, cisplatin group and combination group.
CCK-8 was used to determine the cell viability of HOS cells at different time points; plate cloning was used to
detect the formation of cell colonies; flow cytometry was used to detect apoptosis; Western blot was used to
detect the expression of apoptosis-related proteins. Results The proliferation rate of HOS cells decreased with
the increase of HYD dose (P<C0. 05),the number of colony formation decreased in a concentration-dependent
manner (P<C0. 05),the apoptosis rate increased significantly (P<C0. 05),and the expression levels of Caspase
3 shear body and Bax increased gradually (P<C0. 05). Compared with HYD group and cisplatin group,the ap-
optosis rate of HOS cells in combination group was the highest,and the expression of apoptosis-related protein
Caspase 3 shear body and Bax was the highest. Conclusion HYD can effectively inhibit the proliferation of os-
teosarcoma and induce apoptosis to a certain extent,and the effect of combination with cisplatin is more obvi-
ous.
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