Osteopontin-c mediates drug resistance in
ovarian carcinoma cells

Methodology

Osteopontin (OPN) has been described as an important gene product mediating resistance to chemotherapeutic drugs.
However, the specific roles of each OPN splice variant on mediating chemoresistance should be further investigated. This
work aimed to evaluate OPNc expression patterns and its associations with resistance to cisplatin (CDDP) in ovarian
tumor cell lines. We used one ovarian cancer cell line resistant to CDDP (ACRP), as well as their corresponding parental
control cellline A2780.
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Conclusion

OPNC-overexpressing cells induce cell growth, while sensitizes ACPR cell to CDDP treatment. Our data further reinforce

evidence that OPNc could represent a potential additional molecular target to therapeutic strategies. The specific OPNc PATRIA AMADA
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