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SUMMARY METHODOLOGY

Osteopontin (OPN) has been described as an important

gene product mediating resistance to oo
chemotherapeutic drugs. However, the specific roles of SN E T T e
each OPN splice variant on mediating chemoresistance |
should be further investigated. This work aimed to
evaluate OPNc expression patterns and its correlations
with resistance to doxorubicin (DOX) and cisplatin (CIS)
in breast and ovarian tumor cell lines, respectively. We
used one breast cancer cell line resistant to DOX (MCF-7
Dox"), and one ovarian cancer cell line resistant to CIS
(ACRP) and thelr Correspondlng parental Ce” Ilnes Schematic representation of three OPN splice variants. L B.Ferreira et al. 2016
(MCF-7 and A2780). * Cell Viability assay (MTT)
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