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» 3 Figure 5. BRCAL-proficient (a) and BRCAL-deficient (b) tumors treated with vehicle, olaparib, dinaciclib and
olaparib + dinaciclib were analyzed by RT-PCR. Bars show the Fold change of the different DNA repair genes.

Figure . Mics basring xancgrafts were trastad with vehicle n= 6), olsparit n = 8), dinatidlib [n = 6] or tha combination [n =6}
a) Differentxenografts of the BRCAL WT tumor; b) Different xenografts of the BRCAL methylated tumor. Combination treatment produced significant -
tumor growth inhibition compared to vehicle or monotherapies. At day 32, combination treatment produced significant tumor growth

inhibition compared to vehicle or Olaparib monotherapy. E




