AYBBRH 3832023 F55504525 187 Cancer Res Prev Treat,2023,Vol.50,No.1 el

doi:10.3971/j.issn.1000-8578.2023.22.1033 . g— g’{i@iﬁ .

9K B i DR 5 A8 A /N A M il e O 22 R )T Y
01

Advances of Immunotherapy for Non-small Cell Lung Cancer with Driver Gene Mutations
SU Chunxia, YU Xin

Department of Oncology, Shanghai Pulmonary Hospital & Thoracic Cancer Institute, Tongji
University School of Medicine, Shanghai 200433, China

HEE FEENT. IR AR, AR ST AA E RS
FATHE 4, AABAEE 42, LEFTREFRTERA, KB
A THREIGER, RAehfe b umr g, 248 8 KAHF A3, 45
PARATR, A A PL sub-PLar AR A AT B PR B 1 % P s R AF
104, #85%% R AEWCLCAESMO ASIAN% & FrA=CSCO%
AR BT kIREE20k, A (£F) $—RBIREE G
{2 The Lancet Respiratory Medicine % 37| X & & X508 B, %R
&) E 5 H830, A T HRRARMSE TAH T Z 5 R FLRH6
M, EBFREIREIE20225 5% K2 (WCLC) #4 . CSCO
BHEHRALF R IMELER, PREFAMNBLAFTFER. Lk
TRENREFFEFLNEFRT MARLELE TS L 5E (F
6 R 9 5 A e e A S AR Rl R R R Aedr ) (F Bls AR g S
2R E SR R AR TR ) fo LB (ERE BN G E TG 5 ) o AT
FALELET 5T 8. MERWE S 5RO F XIFFRMBE G 644 T4, 35 R EmREH
IARI004 %, £% (MEEHSTFM) (MBEEERIBFTM) (PRBRIFBFLELHT T
) Fo (BERETFH) FAEFH, REETHFRRGRA=FE, LHETHTHRF 5%,

Abstract: With the discovery of lung cancer targets and drug development, targeted therapy has improved the
clinical prognosis of non-small cell lung cancer (NSCLC) with driver gene mutations. Immune checkpoint

inhibitors (ICIs) have shown good efficacy in driver gene-negative NSCLC. Although some patients
with driver gene mutations benefited significantly from the corresponding targeted therapy, they did not

respond well to immunotherapy. In most clinical trials and daily practice, patients with NSCLC and driver
gene mutations such as EGFR and ALK are excluded or only account for a minority of patients. Applying
immunotherapy to patients with driver gene mutations, selecting the best treatment regimens among targeted
therapy, chemotherapy, and immunotherapy, and formulating the optimal treatment strategy are crucial to
improve the prognosis of patients with advanced NSCLC and driver gene mutations. This paper reviews the
characteristics of tumor immune microenvironment with different driver gene mutations and the application of
immunotherapy for patients with NSCLC and different driver gene mutations.
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