2232 EHEF2022%7TAFS1 A 13M

Ay = /‘_ ==
BE - MGERMAZR  doi10.3969/5, issn. 1671-8348. 2022 13. 015

E/NBRaAHRE S PD1/PD-L1 E S @S
EGER ZRZ5py4E £ MMt

A T HRER A L EKRT A
(MEFEHXFHEARER 1. REF;2. ;3. s, =F 45 010020)

[(FBE] BB WEFED@IMBENSCLO Pafefz PR T 1/ @i hasaF 1 6k (PDL/
PD-LDEF@EB SR AKREFZAKREGFR R T A, Fik #K 2017 F6 A £ 2020 F 6 A#ERK
%8 NSCLC B4 113 BIEAB AT £ ek B F — & T4, 40 PD1/PD-L1 &4 .34 EGFR £ £ H oL, 547
PD1/PD-L1 4% @ % 5 EGFR £ & # % %, 5t ¥ % PD1/PD-L1 42 5 i& % xF EGFR & & # 7 M 2k 4k,
R 1136 BEPAREEGFR 2% 41 4,8 £ %4 36.28% ;EGFR £ £ 41 TNM 485 £ & 42 EGFR ® &
iR, 2R A% FENL(P<0.05);EGFR R 2%t A M AIE#HK . PDI/PD-L1 M b3 & T RAL A
EGFR R E 4. £ F A4 HFEXL(P<0.05); A B X Fi HAH RBL KEL. . SHhEL BEHL &
Be S s oA JRAE B R KR VR A S, £ F Y RGITFEL(P>0.05) %5 (&)  TNM o
(N ). 4 # M A% .PDI/PD-L1 fa3 5 NSCLC %% EGFR £ X XA £ A % (P <<0.05); & & M7,
TNM %-#1 .8 A #%# .PD1/PD-L1 35 5 EGFR £ £ 89 X £ 48 % (r=0. 227.0. 279.0. 311,0. 525, P<C0. 05);
PD1/PD-L1 A F#m EGFR £ £ 8 £ X F TR MM X TERKX FRET 0.70, LA — 2 65 FA M 414,
i NSCLC %% EGFR R T R&#i % ,5 PD1/PD-L1 Mk %48 £, T4 PD1/PD-L1 %4 EGFR R & #
T B,

(k@A) ®. kb memmpiErlitcsrF L;EmREFrletcsrF 1R ERRERRBT SRR
48 kM

[FEESES] R734.2 [Xmk#RiZE] A [XEHES] 1671-8348(2022)13-2232-06

Research on correlation between PD1/PD-L1 signaling pathway and EGFR

mutation in non-small cell lung cancer”
KONG Linghui' \WANG Jinhua'" ,GUO Zhijuan',HU Sileng' sMU Yong ping’ sYANG Pengjie’
(1. Department of Pathology ;2. Department of Clinical Laboratory ;3. Department of
Thoracic Surgery ,Af filiated People’ s Hopsital , Inner Mongolia Medical University ,
Hohhot , Inner Mongolia 010020,China)

[Abstract] Objective To investigate the correlation between the signaling pathway of programmed cell
death molecule-1/programmed cell death molecule-1 ligand (PD1/PD-1.1) and epidermal growth factor recep-
tor (EGFR) mutation in non-small cell lung cancer (NSCLC). Methods A total of 113 patients with NSCLC
admitted to this hospital from June 2017 to June 2020 were selected as the research subjects, their general data
were recorded, the expression of PD1/PD-L1 protein was detected,the EGFR mutation was evaluated, the re-
lationship between PD1/PD-L1 signaling pathway and EGFR mutation was analyzed,and the predictive effi-
ciency of PD1/PD-L1 signaling pathway for EGFR mutation was tested. Results In 113 cases of NSCLC, 41
cases had the EGFR mutation, the incidence rate was 36. 28% ; the TNM stage had statistical difference be-
tween the EGFR mutation group and non-EGFR mutation group (P <{0. 05); the female, complicating in-
trathoracic dissemination and proportion of PD1/PD-L1 in the EGFR mutation group were higher than those
in the non-EGFR mutation group,and the differences were statistically significant (P <{0. 05). The age, gen-
der, histories of smoking, drinking, hypertension, diabetes mellius and hyperlipidemia, tumor type, disease

course, tumor maximal diameter and distant metastasis had no statistically significant differences between the two
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groups (P>>0. 05) ;the gender (female) , TNM stage (stage IV),complicating intrathoracic dissemination and
PD1/PD-L1 positive all were associated with the EGFR mutation occurrence in the patients with NSCLC (P <C
0.05) ;the gender, TNM stage,intrathoracic dissemination and PD1/PD-L.1 were correlated to the EGFR mu-
tation (r=0. 227,0. 279,0. 311,0. 525, P<0. 05) ; the area under the receiver operating curve (ROC) curve
(AUC) of PD1/PD-L1 for predicting EGFR mutation was =0. 70, which had certain predictive value. Conclu-
sion The patients with NSCLC have a high risk of EGFR mutation, which is closely correlated to the PD1/PD-1.1
positive, PD1/PD-L1 could serve as a predictive fctor of EGFR mutation.
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