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ABSTRACT TUSC2 enhances the osimertinib response against Osimertinib PDK1 inhibition increases the efficacy of the
resistant tumors osimertinib+TUSC2 combination in resistant cells
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osimertinib and TUSC2+osimertinib groups showed significantly increased sensitivity to osimertinib in the parental tumors (Right).

presence of BX-795 as compared with the same treatment without the inhibitor. No PDK1 inhibitor effect was

found in the TUSC2 treated group validating the specific role of PDK1 in osimertinib resistance. In conclusion, PDK1 is a significantly altered protein in osimertinib

TUSC2 therapy in combination with osimertinib showed synergistic antitumor efficacy in EGFR mutant

PDK1 inhibition enhances the antitumor effect of
osimertinib+TUSC2 treatment on H1975-0OsiR tumors
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PDK inhibition in in-vivo significantly enhances the antitumor activity of combination treatment against resistant
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