: Recent work suggests that the differential recruitment into polysomes of a given mRNA population may be
sufficient to initiate and maintain tumor formation. Rapamycin and its derivative are currently studied in cancer
therapy for their effect on translation and therefore on cellular growth. However, recent studies demonstrated that
rapamycin was inefficient in some tumors. In order to better understand the response to translational inhibition, we

have developed an ex-vivo system that allows us to follow the impact of a drug on the translational profile. High
density microarray analysis revealed that poysomal recruitement of the oncoprotein MDM2 is increased by the drug

rapamycin.

Ribosomal re-recruitment in the presence of rapamycin.
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