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FERROBEE (F130) : ERK-MAPX T — BRI EH IiEH L S22 Al iz BV C,
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MEINDHZ AR LE, T70bb, FMCIIBEE R UEER R 2R SRV NVE EA
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EEMNRE R T Z %, BEIR LV THRE L, 2L, ERREAOMAE DY
BERID, B2 AL FEIEICERN D AR 2R T DIcE - T,

TR OBEE (J530) : Specific blockade of the ERK pathway by MEK inhibitors alone induces
mostly cytostatic rather than pro-apoptotic effects, resulting in a limited therapeutic efficacy of MEK
inhibitors. However, MEK inhibitors specifically enhance the induction of apoptosis by
microtubule-destabilizing agents and HDAC inhibitors in various tumor cells with aberrant activation of
the ERK pathway. Our results clearly indicate that administration of both a MEK inhibitor and a
microtubule-destabilizing agent/HDAC inhibitor represents a promising chemotherapeutic strategy with
improved safety for cancer patients.
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