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[ Abstract ] The epidermal growth factor receptor tyrosine kinase inhibitors (EGFR-TKIs) and programmed death
receptor 1 (PD-1)/programmed death ligand 1 (PD-L1) immune checkpoint inhibitors were landmarks in the treatment of
non-small cell lung cancer (NSCLC). However, the regulation mechanisms of PD-L1 expression were not fully clear in NSCLC
patients with EGFR mutations. Multiple signaling pathways may be involved in the tumorigenesis regulation. This paper sum-

marized and reviewed the potential EGFR mutations impacting on PD-L1 expression with aims to the development of strate-

gies on immunochemical therapy for NSCLC.
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KR TERAR

1 PD-L1

1.1 PD-L1f%5# & 534 PD-L1BFR NB7-H1 ( B7 Homolog
1) 3iCD274 ( cluster of differentiation 274 ) , J&PD-1AJ3t
I VERCR, PD-L1HHPDCDLIJEH i, o7 T e a4k
9p24.1, PD-LIBIANIEB7THE A KRS = lH, 5
B7.1MIB7.288 1A 15%-20% 4 [A I, 19994F i Dong® 15
W HiAr 44 B7-H1, PD-L1AYA KALFE7 M T4
X, XFR— 5 A 290 2 iR 40 kDat BE Y EE 10T .
PD-L1/2 H MIAP X IgVFE FlIgCRESE R, —A Bk 5 s
P, D B304~ S SR A B A — a0 5 R DX A ol iy 178
P, HHEE S RERA IR 267, PD-L1
FFRIA TR M40, SFETAIM . BANAE . ELWEAiff . B
ZAR A0 ( dendritic cells, DCs ) FIAEKZHAIH, 0 7] ik
TR A 2 b, AdE A A . fatk
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R RN B2 AR, [RIA, PD-L 1Ak o] 7 i g 4 it A
e ) S v ek

1.2 PD-LIFAEY2-6E PD-LUE 454 PD- 1324 i)
PD-1/PD-L 13 #§7E4ERF A RN A1 & S e inf 52 75 T e 51 5
BIVEHIB, PD-LIFE M B AR S PR 40 M v s 2255, AL
YEFHPD-L1/PD- 143 BH 11 ) HE T 20 B A 38 58 F1 43 ALY,
PD-L1AFICDSOAH FAE R, DT X B0 BT 4t i 7™ A= 111
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N, £920%-30% NSCLCHPD-L1#Y i Lt il
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B MR e g G PR B A R P P R A B R 2R
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Zfif % (overall response rate, ORR ) 7351 220% F18.7%,
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22C3HR ) 1 25 T pembrolizumabif ¥ o AE it
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