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[Abstract] Objective To explore the mutations of EGFR, Runx3, Met in non-small-cell lung carcinoma patients
and their correlation with pathological classification, TNM stage and survival period. Methods A total of 96 fresh tumor
specimens were collected from June 2014 to February 2016 through surgical procedures. The expressions of EGFR,
Runx3 and Met were detected by immunohistochemistry, and the mutations of EGFR, Runx3 and Met genes in tissue
samples were detected by next generation sequencing (NGS) to study the correlation of EGFR, Runx3 and Met expres-
sion, mutation status with pathological classification, TNM stage and survival period in NSCLC patients. The patients
were follow-up by telephone or outpatient service. The follow-up time will be from the diagnosis of the case to December
31, 2019. Results Runx3 expression was related to TNM stage, recurrence and Metastasis (P<C0.05). Met expression
was related to stage and histological typing (P<C0. 05). EGFR mutation is related to patient’s gender, smoking history,
histological classification and survival time (P<C0.05). Runx3 mutation was related to patient age. histological classifi-
cation, stage, recurrence and metastasis, survival time (P<C0.05). The EGFR and Runx3 mutation have the positive
correlation with the survival time. The expression and mutation of Runx3 have the positive correlation with the recur-
rence and metastasis. In contrast, the patient’s age, gender, smoking history, histological classification, stage. recur-
rence and metastasis, survival time, and pathological differentiation were not related to the Met mutation (P >>0. 05).
Conclusion EGFR mutations can coexist with Runx3 and Met mutations, and the Met mutation rate is low. The muta-

tions of EGFR and Runx3 are expected to become potential indicators for histological typing and prognosis of NSCLC pa-
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tients, and provide theoretical support for the implementation of precise treatment.
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Table 2 Relationship between the mutations of EGFR, Runx3, Met and clinicopathological features of disease
GRS EGFR IKEI'EE% . P Runx3 Bﬁ‘rttfé s P Met Bﬁ‘ri?é s P
+ = (X100 + = (X109 + = (X10H
533 0.178  0.673 6.776  0.009 0.008  0.929
I+ 45 21 24 46.70 9 36 20. 00 1 44 2.20
Il + IV #1 51 26 25 51. 00 23 28 45.10 1 50 2.00
R 53T 7.947  0.019 10.754  0.005 2.721  0.257
o % 9 30 3 0. 00 0 3 0. 00 0 3 0. 00
3] 26 6 20 23.10 10 16 38. 50 1 25 3. 80
% 958 67 3 64 4. 50 760 10. 40 0 67 0. 00
SMEE K K 0.005  0.942 6.037  0.014 0.014  0.905
P 67 18 49 26.90 20 47 29. 90 2 65 3.00
7 29 8 21 27. 60 227 6.9 1 28 3.40
A A I E] C4F) 15.120 <<0.001 4.417  0.036 0.023  0.880
<3 60 1 59 1.70 20 40 33. 30 2 58 3.30
=3 36 10 26 27. 80 5 31 13.90 1 35 2. 80
pita 0.494  0.482 2.398 0.122 0.111  0.739
s34k 41 10 31 24. 40 7 34 17.10 1 40 2. 40
ok 55 17 38 30. 90 17 38 30. 90 2 53 3. 60

(£+%§y7



< 496 . HHES 2022 F 4 A % 34 %% 48 Med ] West China, April 2022, Vol. 34,No. 4

2.3 EGFR,Runx3 fl Met £k M EEEN 58
HEAERFEI A 6P EGFR €748 5 Runx3 2878 5
F e A I ] 5 T AH & (P <<0. 05) ; Runx3 [ 3235 M %%
5B G R R R IE A (P<C0.05), L3 3,

% 3 EGFR.Runx3 fl Met RIZFMREFRE EHFEFHERHEXE
Table 3 Correlation between EGFR. Runx3 and Met expression and mu-

tation status and patient survival time
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