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Abstract

ALK-positive NSCLC. However, the emergence of drug resistance has limited its further clinical application.

Anaplastic lymphoma kinase (ALK) inhibitors are regarded as effective drugs for the treatment of

This article briefly introduces the resistance mechanism of ALK inhibitors including acquired secondary muta-
tions,gene amplification,bypass signaling pathway activation and reviews the recent advances on the reversal strat-
egies such as drug combination, developing novel PROTACs to overcome drug resistance,so as to provide some
reference for the development of ALK inhibitors.
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PREEF R WY, T BT A 1 2 1R TR it 8 5 A 1L Y
WEALZE R, Hoh 78 ATP 45 & S Bk , A — B
HY 3 4~ 2 BL R TV L 1) DR <F 1% PR B Y 4, R A&
i -2 A & R - H &2 (Asp-Phe-Gly ,DFG) . DFG i
PG RS B, XY Asp b T ATP 454137 55 BT (14 5
K SIS AL T A G (DFG-in) | i 24 A7
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