HIEF S G 2025 £ 8 A% 22 %% 16 ¥ Lab Med Clin, August 2025, Vol. 22, No. 16 e 2291 -

- 47 R - DOI:10. 3969/j. issn. 1672-9455, 2025, 16. 025
BA 7 % JE & ¥ B BB 3E /)N 40 B i g BO it 25 AL I B EB T R B

DAL BhmaA, X B FR
B O XRFWELLERERA, EE 200040

W OE.LnHERMENSE 34&%&&&&1%5&41 ﬁé‘;i%ilﬁ@i‘?%]*](EGFR—TKI%)%?%K% 2 EGFR
R W AR AE > a A JE (NSCLC) 8 % 69 47 — & 08 Dy A2 B0 RS B B R A I R G T R — KEAL,
FIAAE B @B AR T R R KR irﬁeﬁﬂ%%l,u}é— 2 3 o) EGFR R #114 F= 3E 4R WM & 25 AL

B — AR EAR AR REE N, FN BT HENSETREEETFE, WP BELEETAHYTR
B RALHILRR IR T @ e R EmHRKESTFE. .5 4 K EGFR-TKIs ¥, A AR AR — T B %, B
B LA TR B E RS ST A NSCLC %M%#ﬂ%]ﬁﬁﬁ%béﬁéﬁzéé;Tﬂﬂﬁ,*%%ﬁ%%%ﬁv%ﬁﬁi%éﬁ%
AR A ERMASIER, AT, XTERRALAEARARFI R —FTRE. AT LIREBH R HEM,
wELBEETH,

KBW:RBHER; ALEKAT M FD@miemg; aHud; &7

FEZEDES R734.2 XHERARERD A XEHS:1672-9455(2025)16-2291-09

Resistance mechanisms of osimertinib in treating advanced
non-small cell lung cancer and its therapeutic strategies”
GAO Ruiqun ,DENG Xuan” ,GUAN Ming
Department of Clinical Laboratory ,A f filiated Huashan Hospital , Fudan
University ,Shanghai 200040 ,China

Abstract: Osimertinib, an important representative of third-generation epidermal growth factor receptor
tyrosine kinase inhibitor (EGFR-TKI) ,serves as the standard first-line therapeutic drug for the patients with
advanced non-small cell lung cancer (NSCLC) with EGFR mutation. However, osimertinib resistance has in-
creasingly become a major problem in clinical treatment. This article,starting from the mechanism level,elab-
orates in detail the acquired resistance mechanism of osimertinib,including the classic EGFR-dependent and
non-dependent drug resistance mechanisms,some novel drug resistance mechanisms and primary drug resist-
ance mechanisms,and introducing the corresponding treatments or potential treatment regimens. Additional-
ly,this article summarizes several hot topic research directions for osimertinib resistance,such as osimertinib
combination therapy and fourth-generation EGFR-TKIs,etc. ,and offers a certain thinking for future studies.
At present,there are still many gaps in the research on the drug resistance mechanism of osimertinib in the
treatment of advanced NSCLC patients; meanwhile the safety and efficacy of some emerging drugs and treat-
ment strategies have not been fully demonstrated. However, these deficiencies are expected to be further im-
proved in the future to comprehensively overcome the problem of osimertinib resistance and benefit more pa-
tients.
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