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We showed that histone deacetylase inhibitor SAHA induced apoptosis against
parental drug-sensitive Ewing’s sarcoma cells, however induced autophagic cell death
against multidrug-resistant cells which was resistant to the apoptotic signals.
Furthermore, we showed that SAHA exhibited the antitumor effect against the animal
model of multidrug-resistant Ewing’s sarcoma.
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