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Molecular analysis of mechanisms regulating drug sensitivity of |ymphoid neoplasms to
HDAC inhibitor
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To elucidate the molecular mechanisms and the predictive markers of sensitivity to histone
deacetylase inhibitor (HDACi), we compared with IC50 values for valproic acid, one of
the HDACi, in 37 lymphoid cell lines and their 2D-DIGE expression profiles. We newly

identified 19 protein spots associated with HDACi sensitivity.
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