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ABSTRACT Objective: To investigate the effect of lysine emethylase 2A on the proliferation and apoptosis of human ovarian
cancer A2780 cells with cisplatin resistance and its potential mechanism. Methods: A2780/DDP was transfected by lentivirus vector
including A2780/DDP/KDM2A, A2780/DDP/Jagged]l and A2780/DDP/NC cells. The expression of KDM2A, Jaggedl, Bcl2 and BAX
protein in 3 groups was detected by Western blot. The sensitivity of cells to cisplatin was compared by CCKS8 and plate clone assay. The
flow cytometry was used to detect the apoptosis in 3 groups. Results: The expression levels of KDM2A and Jaggedl were significantly
higher in A2780/DDP cells than those in A2780 cells. The expression levels of KDM2A and Jagged]1 proteins were significantly lower in
A2780/DDP/KDM2A cells than those in A2780/DDP and A2780/DDP/NC cells (P<0.05). The expression of Jaggedl was significantly
lower in A2780/DDP/Jagged1 cells than those in A2780/DDP cells(P<0.05), and the expression of KDM2A in A2780/DDP/Jagged] cells
showed no significant differences in comparison with that in A2780/DDP and A2780/DDP/NC cells (P>0.05). The inhibition rate of
A2780/DDP/ KDM2A cells treated with different concentrations of DDP was significantly higher than that of A2780/DDP and
A2780/DDP/NC cells (P<0.05). Moreover, the cell formation clones of A2780/DDP/KDM2A cells were also higher than those of
A2780/DDP and A2780/DDP/NC cells (P<0.05). The 10 wmol/L DDP induced apoptotic rate of A2780/DDP/KDM?2A cells [(25.84+
3.27)%] was significantly higher than that of A2780/DDP [(14.29% 1.96)%](P<0.05) and A2780/DDP/NC cells [(12.46% 2.15)%](P<
0.05). The expression of Bcl2 in A2780/DDP/KDM2A cells was significantly lower than that of A2780/DDP cells (P<0.05), but the
expression of Bax in A2780/DDP/KDM2A cells was higher than that of A2780/DDP cells (P<0.05). Conclusion: KDM2A could
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upregulate the expression of Jaggedl, facilitate the proliferation, inhibitedapoptosis and enhance the cisplatin sensitivity of human

ovarian cancer cell line A2780.
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