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Abstract: Objective To explore the detection rate and distribution characteristics of gene mutations in pa-
tients with non-small cell lung cancer,and to analyze their relationship with clinicopathological characteristics.
Methods The genetic testing results and clinicopathological data of 213 patients with non-small cell lung
cancer who underwent high-throughput genetic testing at the Gene Detection Center,Changchun Cancer Hos-
pital from April 2020 to December 2023 were collected. High-throughput sequencing technology was used to
detect mutations in 26 genes,and the relationship between the mutation frequency and its distribution and the
clinicopathological characteristics of patients was analyzed. Results Among 213 patients with non-small cell
lung cancer,192 cases (90.14%) had at least one gene mutation detected. Among them,the genes with rela-
tively high mutation frequencies were TP53 (60. 56%), EGFR (46. 48%), KRAS (14. 55%), ALK fusion
(11. 74 %) sand PIK3CA (8.92%). There were 132 cases (30.28%) of evidence level for Class 1 drugs and 11

cases (2.52%) of evidence level for Class 2 drugs. The incidence of EGFR gene mutations was higher in
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women,non-smokers and patients with lung adenocarcinoma (P <C0. 05). TP53 mutations usually occured in
women,smokers and patients with stage V. ALK mutations were more common in young patients, while
KRAS mutations were more frequently seen in male smokers. Conclusion Analyzing the distribution charac-
teristics of gene mutations in non-small cell lung cancer and their relationship with clinicopathological charac-

teristics can provide a scientific basis for further optimizing genetic testing for patients with non-small cell

lung cancer and offer guidance for clinical treatment.
Key words: non-small cell lung cancer;
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07 72.73%(96/132) . A7 SCHREE o H01)3E 9T B X A
SE AT FHL S, A1 EGFR, ALK, ROST %8, [ L it fif
JE 11 2 B 1R TSR VAT AR VT RE E R B, JF B )
BIT BRI T R A M NSCLC 1 & W28 fi R
CORR) FITE #¢ 55 HE J& 0] (PES) 2!, 75 3 PR ARG 0 3o 2
d ik B 1 2GRS S T NSCLC B 1R I7 B
AEENIESEM. A TLIEREEYTY, 82 &S5097
ROR AR YT SR L Iy SR B T A AR 3 T
AR 25 .

B UL E R g, ot L EGFR A+ TP53 (24, 48 %) Fil
KRAS+TP53(6. 29 %) Wi fl 4l & fe M W, A WFoT
FH, TP53 J& EGFR & 48 NSCLC B & W& 4% Wiy
G AR FER 5 55% ~65% "%, TP53 5 EGFR 3%
A (10 ik R 2 TR B g R R A B DU RO TR A RS R
F & (R A i 28 725 B ff . TP53 5 EGFR HE 58745 1)
FBH PR B 2  EGFR-TKI 497 1 8 SR AR Xt 45 25 —
el YU S ST R L AE 200 Bil4EZ T TKIs
IRYT I EGFR 5878 i 40 i 6 28 & b, 119 (9 B8 & 5 O
TP53 5748 , H 58 75 i 2 REAIR 1 A8 35 1% o 88 3 Jo 1 1)
(TTP) MM A7 (OS), £ CHENG %" iy #F 58
H1,66.4%(73/110) ) EGFR 2 78 i NSCLC H %
B I TP53 748, I 4252 T 5 — 40 TKIs 25424
WHBAIAIT .45 B8 EGFR/TP53 #-48 5 1Y
OS BEMTFREIIFREHRZFECLANH vs. 410 MH),
M HICE 1 TKIs B 253897 4 ik 2 Bk SR 7 4l b,
EGFR/TP53 #5841 OS #B @ ZERE K. TP53
I KRAS J& il WA~ S5 UL 9828 L L e A 7 i
TR R RANGIT RN P S A A, —
SERF5E B KRAS Fl TP53 Ay 2 5 25 0] G 5 i il 98
R X A A A A5 A A 3R CTCTD Y 52 5 490 4 — 30 43
Br T 713 4% 52 S e 36 T 10 W 1 A A AR AR A I B R
KI L KRAS Ml TP53 JL58 48 AR OS #HC, JL I
SEAEHESZ LR YT I B Th s B A 2 R AR Y R
T LA A B R A R ALY 4L A IR T R
R M2 ARBEEE N NSCLC 83 5 [ 58 48 3
TV T A R R A B TR 2 YT R W, R RS U
BT RS K A .

FE A TE T AR S DR 9 A8 1 43 A 1 LS S TR AR I
5 RBE G RAFE Z 18] (9 5C &, X T NSCLC 19 %
WHLE S Z R B AR JC h EE, ARG IR BN,
EGFR % H 748 B AT ZRE0E b el W= A X
919 SANE T 21 S AN TR L85SR KAE,
7E EGFR 53 B f& i, EGFR £ W T % 1 (55. 56 %
vs. 44.44%) AWM (58.59% ws. 41. 41 %) Flfii fift
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FE(94.95% vs. 5.05% YW BHE . —I¥ I 16 WiH]
WEPERE ST I 255 A BT 2R W L 2ot AN WA L B i 2 7 Je
W AFE S EGFR 48 B PI M 6 py F BN RN,
WFFEERIR L X AT RE 5 o VR 3R KT L R 2 B0
W 5 58 45 T 2 — s DRIk L (B BL AR (% 7R WL 47 5
PEAT TR A BT . AW 9T K B0, AS [6) 9 B 45 8 1
NSCLC H R 2748 % 0] 22 7 e 15 3 L (P<C0. 05),
A SCHRTS L EGFR 3 [H 58 75 75 il I8 A0 4G H 3R 4%
B LR W A AR R 5075, X —F K
t 5 R A il IR SR A TP A AR Y —EB 4 T RE N EG-
FR-TKIs WG 97 H 4K 45, I o EGFR 2 A %€ 48 2
EGFR-TKIs 6 J7 1) 51 S50 5 G B8 P 15000 45 75
L Z T EGFR 5 P 98 28 78 5 28 AR A iy BH Pk %
295 10 %, b 7R 7 il B g R b EGFR 28 748 1Y £
ORI & T AR ., X — 2506 5 e T 5.
HENE AT NG Z N EA L, Wk, EG-
FR 7 fili B g v i) e At 806 T 48 il KR T A &
B L EE R TEVERE EGFR-TKIs QY7 I, 7T LU H 5
H RPN IIR T TR

B 5% 45 F 8 R, TP53 16 & ¥ (51, 94% ws.
48.06%) A W M s (51, 94% ws. 48. 06%, P <<
0.05) K Jii 5937 (86. 82 % ws. 13.18%) ¥ Ay 5748
BAERE R, XA HTEE S WS B0 DNA $i
HABVIBR ., DR, &b i F F 9 5 v fg
B TP53 55 B I8 ik R & A 2 06 98 748 3 b 98 A8 4%
5 V) 4 P 9080 T Ao R O o 5 TR AL 1 AN R o L DT
e 3E R B R T AR g 4 OR R, TP53
G 1 2 M R A B 1 43 A B T R I R 43 48
IV o g ARGk 83, 72 %, M 7E 1 ~ [ 390 Ky
16. 28 % ,ixX &M TP53 158748 5 50 i) ik e J oA R
G AEHETNLR ., AL KB, TP53 3 H )
RAFFEEPHEING T 5 2 8 KB, A5 L i) ik 5
76.74% . TP53 BEHMANE F 5 & 8 K H I\ N &
N g 58 A8 11 G i X 3, S8 AR AR AE 2 R 38U p53 B
e FTrfig . T 7 A5 LA A ek g 4 i L 00 OF AR
™, 75 NSCLC v, TP53 J Bl & A %8 748 i 4 5 Tl
FARAR I HEIE T 5 F 8 Kiayas 1k, g
b A Il E A Y EROI (S

£ NSCLC Y+ ALK fill & 8 h 2 4k EGFR %
AR G AR 2 A B AT 24 B R IR B B AR
W 7R . ALK Ril& % K ETEAE R B A 1 (62, 5%
vs. 37.5% . P<C0.05), HJGW K8 1 Eb i)t AH % 48
B X—ZERATAES ALK flva % T 5l & 015 58
M REMIEREA —E X R, TR ER, 5 EG-
FR %78 f1 ALK/EGFR BH % 8 & # b . ALK FH 1
NSCLC & 3 0% W T 45 5% L 4F W 35 L B 9 1 &
ALK BHM B #E <60 & BB E (5 63.5% .1 =60 %

FY B d7 36, 5% HASK UL, ALK BHME4L S ALK B
PEALFEAE IS AP AR 22 R0 s s A R
ALK FHH: NSCLC B # fEE tk EGFR 28748 /B 3% T A
201 HOA] A8 & N MR . X SE 4R O ALK Rl A
AR IR T S TR YE L JF IR T AEAE R IR
We 4R B NSCLC 35 i 47 ALK 2 B I Y &
2

AHF5E 45 3 B, KRAS 728 78 3 P (51, 61%
vs. 48.39%) W HHE (54. 84 % ws. 45. 16 %) Flfii it
R (93.55% ws. 6.45%) RN H UL, (HARETE
B2, 7E NSCLC H', KRAS Fil EGFR 728 2 ¥ i &
R KR AR AR B — H LRI R MR, X
T 37 A 5 R 7 28 78 TT RE S ik T NSCLC AN [R] 1Y 43
FEORBLE S P AE ST IR 9T 5 58 i b 20 58 43 7% X
Fh 2z 5.

At NGS #5075 NSCLC &4 & k%
AT 26 B FEDY L I EGFR,ALK,KRAS,BRAF,
MET .ROS1 Al RET %, [Al B # 2 T7 — & sl 5 & 4L
1) Z2 55 DRLIBE 5 A 3R 455 3K o Jim 42 O J8 R RILASE 1) 49+
TATIRE IR PR T R ST S mly . il 9 26 A~ 3L 4y
Breh i FHEY NGS $R B &R e &, e e 7
e R B R AR RN S 1 L I ELRE A% R I PR I T 42
T 1 i e 28 78 8, T o NSCLC £ 35 71 o B 0 4
HEMIASTEARIRIT A B T 55 22 19 i i 28 3 BE % DA HEL
REPAg AR
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