Sz EE B if R 2025 4 11 A4 22 455 6 1) 79

AR/ 20 i e R B AR KR T2 AR AR SRR S
i e 5 AR ﬁﬁﬂﬁﬂ*ﬂ?ﬂﬁ

REEC 2RE T AR 2Nk B

LEHERAFEREF IR EERSRA, T F M 646000; 2. W HEFH ¥k - WIHARER(ETFHEAFHEER),
WNEANRRFEAFARE L LRE EFEEFSFLRALFO, DI &HA 610072

[F#E)] B AR/ @MME(NSCLC) £ # &k H A K B F 2K (EGFR) 3 B &y £ & F I, IR T2 A 8 % 3 b g R
TR A (TMB) W&, & 2hAN2022 4 1 A E 2023 4 12 A# ¥ T & AR B kb i 356 ) 3 /N 2 J i e B 3, %
B R 7 B ARAT 2 & 437 ZEAAN, #5844 SAF AR R T F WK TMB AF, 941 EGFR ZE R % 5 TMB 89X %,

LEB A 356 17 2E /N 40 0 R 4L 48 b A B 605 AN R E , EGFR R MR A X 4 61.2% , 48 F 18,19 .20 F1 21 By R & & 4
A A 3.1% 38.0% 7.1% 1 50.9% , 60 ¥ UL T B # EGFR RE R % 65.2% , % EH EGFR WR L E£ 5 T B (74.5% vs
46.4% , P<0.001) , X T F K A 7% F(66.7% ) , 3t B EGFR £ % Fi £ NSCLC &% TMB A8 4 5 1% ( P<0.001) , it
NSCLC B # EGFR W R T E 5 kg, HE5 WA HE & JH3 X A X TMB 34 X %, (B4 X EGFR ®EZ L F 5§ TMB
LK,
[k$ER] A @iz, XL EKE T MERT A
[HE4Z%EE] R73-3 [ SCEktRER] A [ZEHS] 1672-6170(2025)06-0079-05

Clinical significance of expressions of epidermal growth factor receptor mutation and tumor

mutation burden in non-small cell lung cancer X/ONG Chan-yu'?, JI Juan-juan®, WANG Xiao'?,
ZHOU Yu'”, LIN Ying'* 1. Department of Medical Laboratory , The Affiliated Hospital of Southwest Medical
University , Luzhou 646000, China; 2. Sichuan Provincial Key Laboratory for Human Disease Gene Study and
Medical Genetics and Rare Diseases Center, Department of Laboratory Medicine, Sichuan Academy of
Medical Sciences & Sichuan Provincial People “s Hospital ( Affiliated Hospital of University of Electronic

Science and Technology of China) , Chengdu 610072, China

[ Corresponding author] LIN Ying

[ Abstract] Objective To investigate the mutation of epidermal growth factor receptor (EGFR) in patients with non-small cell
lung cancer (NSCLC) and to explore its effect on tumor mutational burden (TMB). Methods A cohort of 356 NSCLC patients treated
in Sichuan Provincial People’s Hospital from January 2022 to December 2023 were selected. Targeted second-generation sequencing
technology was used to perform a comprehensive genomic profiling of 437-gene test. The mutation status and TMB level of tumor tissue
specimens were investigated. The relationship between EGFR gene mutation and TMB was analyzed. Results Among the 356 NSCLC
tissues, 605 mutations were identified. The overall mutation rate of the EGFR gene was 61.2% . Exon-specific mutation rates were 3.
1% in exon 18, 38.0% in exon 19, 7.1% in exon 20, and 50.9% in exon 21. The mutation rate of EGFR in individuals under the
age of 60 years old was 65.2% . The EGFR mutation rate in female patients with NSCLC was 74.5% that was higher than 46.4% in
male patients with NSCLC. Mutations occurred primarily in adenocarcinoma (66.7% ). Patients with EGFR mutation-positive NSCLC
had a relatively lower TMB ( P<0.001 ). Conclusions The EGFR mutation rate in NSCLC patients is generally high. It is correlated
with gender, smoking history, pathological type and TMB. However, age and EGFR mutation location are not associated with TMB.
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