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Valproic acid inhibits cell proliferation and PD-L\ mediated tumor immune escape throughtargeting CIPYA and c-
MYC/PIvK/Akt/mTOR signalling molecules in breast cancer
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Resistant cells are a critical problem that reducetreatment efficacy of breast cancer. Nowadays,CIPYA and PD-L\ are
considered as theraputicalchallenges in breast cancer, because ofresponsible for drug resistance and immuneevasion
respectively. Hence, identifying agents tosuppress these factors is great of interest.Specifically, epigenetic drugs can
be an effectiveapproach to alter the behavior of genes. Althoughvalproic acid (VPA) as a HDAC inhibitor hascertain
anticancer properties but molecularmechanism of VPA in breast cancer cells remainsto be explored. In this study, we
investigated drugeffects and molecular mechanisms of VPA,particularly its effect on CIPYA and PD-L\ inbreast cancer
MCF-vY cell line.In this study, MCF-Y cells were treated withvarious concentration of VPA for Yf h, €A h, andYY h. The
rate of cell viability was measured byMTT assay. Finally, gene expressions of CIPYA,c-MYC, PI*K, Akt, mTOR and
.PD-L\ wereanalyzed by real time PCR and ACT method
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