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ABSTRACT Objective: To investigate the effect of 5-Aza-CdR on resensitizing cisplatin-resistant human ovarian carcinoma ceils
CP70 and discuss the related mechanism. Methods: Immunohistochemical analysis and Western blot were used to detect the expression
of SOCS-2 in different groups. MTT assay was used to assess the inhibitory effects of 5-Aza-CdR, cisplatin alone or a combination of
both on CP70 cells. Results: The resensitizing fold of cisplatin combined with 5-Aza-CdR was 1.34, 1.63, 2.34. The expression of
SOCS-2 had the most prominent decrease in CP70 cells in the combination group. Conclusion: 5-Aza-CdR can partlly resensitize cis-
platin-resistant CP70 cells, which might be related to the down-regulation of SOCS-2.
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