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Research and Clinical Application of Targeted Drugs for Lung Cancer

Chen Bao
Tongliao Clinical Medical College, Inner Mongolia Medical University, Tongliao, Inner Mongolia, 028000, China

Abstract: Non small cell lung cancer (NSCLC) is the most common type of lung cancer, and precise treatment of driver gene
mutations has significantly improved patients’ survival and quality of life. Targeted drugs targeting driver genes such as EGFR,
ALK, and KRAS, such as Ecatinib, crizotinib, and Sotorasib, have shown high efficacy in clinical applications, but treatment
resistance and tumor heterogeneity remain major challenges. Research has found that mechanisms such as T790M mutation
and bypass activation are the main reasons for targeted therapy resistance. To overcome the problem of drug resistance, the
new generation of TKI drugs, targeted and immunotherapy combination therapy have become important strategies. In the
future, molecular diagnostic technologies such as liquid biopsy and second-generation sequencing, as well as personalized
medicine supported by big data and artificial intelligence, can further improve the precision treatment of NSCLC, solve the
problems of drug resistance and heterogeneity, and promote the development of lung cancer treatment towards more accurate
and personalized directions.

Keywords: non-small cell lung cancer; precision medicine; targeted therapy; EGFR mutation; drug resistance mechanism
=T e, HREN NBERDIRFA, (7, BoTEiE
e e 1 s = = S
RS LI AT DR, BUSR DR, (HZE4 ﬁ'ﬁﬁz% S e ELTLGGT\ SR
(ot AT S B e, k gy NSCLC BERISN ZE ARSI, BubTdcRE, HR

BRIZEREN . VAL JE T e eIaya bR Sk n RS2
B EE s T2 AR F R T8
1 Rl iEiR
1.1 /N BERTE R IR TR S IR R 4F1E

2020 FREBESIET R, FiEA S BER T
FHEFRNZ—, HRIEE R EAR DT AFEFRAL . /N
il (SCLC) SHE/\mfhig (NSCLC) . /NmfEhiiE
2905 15%, SHUUTHEUE, BUERES, Bk Emibists,
G %. AB/Ndalaiie & & WiiE R, 295 85%, *
BN = 2R AR, SRR iE R . Hh s
e EEMNIA, 2953 N T 50%, Al b
20%~30%, HAMZER 5 10%, dE/NAORRIRE TS <2 2 FhIK
T, GAERVEOH, EERREEACNE, S8

TG RTGE ., FilEE%E P,
12 ERAZSEHEERE
Fh E B e R B DL R B AL TR 28 45 5 EGFR R 48
(£950% ) , 1Ph)y E S AR 5 & UL 9 KRAS
FERRAE (25%~32%) o FIRAAEARETT R &A%
T % 5, ALK @&, MET §73#4, MET 14 )2 1 Bk
BRZEAE . HER-2 93555 /D WAL R S8 AR Aes & ol 5
3%~5%, H4xZE %4541 ROST fil 4 . BRAF V600, RET
Rl 5 22 24 o5 RS £ 1%~2%, NTRK it & 5 [K 7€ NSCLC
HIR LRI 0.2%",
fE AR/ N0 M i s B9 6 T, R AR E T 2R
( Epidermal Growth Factor Receptor, EGFR ) [JZARIREE
SEMRTATT 77 S BRANTIUR O RN R 2 — REERKKNT
ZAA (epidermal growth factor receptor, EGFR ) /2 ERBB %

111



ISSN: 2661-4499(Print)
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