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[ Abstract ] Researches on the inhibitors of programmed death-1 (PD-1) and programmed death-1 ligand (PD-L1)
enjoy considerable breakthroughs in recent years, which has brought relative changes in the therapeutic model of non-small cell
lung cancer (NSCLC) at an unexpected speed. However, it seems that PD-1/PD-L1 inhibitors are less effective in patients with
epidermal growth factor receptor (EGFR) mutation than those without. Previous studies have shown that the expression rate of
PD-L1 on tumor cells is correlated with the therapeutic effect of PD-1/PD-L1 inhibitors. Yet, there is no complete agreement
on the effect of EGFR mutation on PD-L1 expression. In this review, relevant studies will be summarized with an expectation of

making some contributions to basic researches and to the clinical treatment.
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FNATTRCR TN R, JEHOR S BB M B T LU
RIS PR 2, FATR2E— 2P BATEGFRRALERS
PD-L 1AM 1 BE Al S RATSE , I X L4l ReAr 122
S SRR BEA T A BRI, A BT UM AR ST S PD-1/
PD-L U 75 A4 5 R S BEAT RO el IS A

1 EGFREZZEHPD-L1E % A XFR

1.1 JEREAFSY 20144F, AzumalA BAIXT 1450 ANSCLC
A& (PC9, HCC827. NCI-H1975, QG56., 1-87,

H1299., H2122. H322, H460, LK2, LK87. H23,

AS49. H157 ) #AT =AM B AR K I & BRAFAEEGFR
RS (AL R PD-L13% 15 B I & T EGFRETF A= U 20 if R
(P=0.023) , HEGFREZHIYIEZHCCS27, PC-9,

H1975 7] LA #EGFR R 7K F- I BERRLAE R (R1) .

J T R EGFRIE X PD-L1R L0, WF5E & E—4
* 1 REEERTRSIARRFEL S ENIREAR S

Tab 1 Lung cancer cell lines classified according to oncogene status

and histology

Cell line EGFR status Histology

PC-9 Del (E746-A750) Adenocarcinoma
HCC827 Del (E746-A750) Adenocarcinoma
H1650 Del (E746-A750) Adenocarcinoma
11-18 L858R Adenocarcinoma
H1975 L858R+T790M Adenocarcinoma
A549 Wild type Adenocarcinoma
H1437 Wild type Adenocarcinoma
H1573 Wild type Adenocarcinoma
H1993 Wild type Adenocarcinoma
H1944 Wild type Adenocarcinoma
H23 Wild type Adenocarcinoma
H2122 Wild type Adenocarcinoma
H322 Wild type Adenocarcinoma
LK87 Wild type Adenocarcinoma
SPC-A1 Wild type Adenocarcinoma
1-87 Wild type Adenocarcinoma
H1299 Wild type Non-small cell lung cancer
QG56 Wild type Non-small cell lung cancer
H460 Wild type Large cell

LU-99 Wild type Large cell

LK2 Wild type Squamous

H157 Wild type Squamous

H596 Wild type Adenosquamous
Beas-2B Wild type Bronchiolar epithelial cell

EGFR: epidermal growth factor receptor.

XTEGFREZEHIMI ZHCC827 . PC-O T & E: e Ab Bl
KIHPD-L1# 3k R X EGFRBE R (L 32 20, (HXF
EGFR¥FA: BRI 22 AS49 . H1975 0 T i 45 Je hb Bl
IR HPD-L1) %35 X EGERBEIRIL K. % WF5T
Wi, EGFRZEZZ A LI FEANSCLCANiE ZPD-L1#E ik I

ChenZ§UF20154 %7 ANSCLCAIfE 2A549., PC-9.
HCC827., H1975. H1993L) K Beas-2B4i it R 47 4
KM FEHEAT T A8 o 2 ST B U ALk . DORF
S W A REE Y . RT-PCREGHN & B, EGFREE
NSCLCHiifi & (PC-9. HCC827. H1975) PD-L1#ik/K
S = TEGFREFAEFUAHMI R (AS49. H1993) FliBeas-
BN R 5 FF ik — 25 1 e 20 4 Ak 2 e £ vk R i 5K
53 BT AR XFH1975 FIAS494H it 52 PD-L 13 1A 15 1 ik
TIE, Z5R52Za—8. QW& M TEGFE G
EGFREFA: RUANMI R, W95 K BRRE & EGFIL TS 77 & i T
(0 ng/mL-40 ng/mL ) Beas-2BZfiffi /24 p-EGFRFIPD-L1%&
FF BB, bs, BT EHZgii R T T 5
YA AN 6] 58 3 U EGFR-19del A S EGFR-L8SSR 1% ,
& BLIRIRE AT LS B p-EGFRAIPD-L1 A K () T . B
W5 &I A8 e AT LA R EGRITE 2 B0 p-EGFRLA
JPD-L13ik FiH; AT LI Beas-2B-EGFR-L8SSR i fif
FRPD-L1KIk [ W LARERPC-9. HCC8274H il R 1Y
PD-LIFE £ iE; HIEERRALSMH1975410E & p-EGFR
DL PD-L13%ik & A2 4L, {HCO-1686 ( —~fUEGFR-TKI)
A AEIZ AN RPD-L1KE R . @WF5E & iE— LY
N HEGFRZEE J& il it p-ERK 1/2/p-c-junfi-= i 1 A S
p-AKT/p-S6il 5 M PD-L1AY ik o % 73 H Atk — 2
B UE T AzumalA] AR AHOCHIESY , AR T EGFRIEZS A]
LIS E ANSCLCHI M ZPD-L133k i, JFRTEGERE
PD-L1ZF IR A LI AT T 1Rl A3

Bif5 , LinE0 058 2 37 20 I B R & BREGFR%E
AL E (PC-9, HCC827. NCI-H1650 ) HEGFREFA:
B4 A (NCI-HI1299, NCI-H460, SPC-Al) PD-L1#ik
o [AIFE, A T E EGFRAGILE 7T IS $PD-L1KIK,
WF5E & N T H 4 AEGFE (100 ng/mL ) HliH46041 il
R, 24 WETEZMME R T ZI T FHEAPD-L1 mRNA K K
M. e B EGFRIETE i 3 3PD-L1& ik i, B
HE—HXFPC-9LL L HCC827 41 g Z AT A [l 7] 4 75
B F48 WE KT, HPD-L1Fk/KF T I H &2 54
PASAY %k 7 HH B e R /N RS AR P C -9 A1 i 5 /5 I FH 7
eI ST, BB AR R /N R
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PD-LIFRIAEF XA . M Z BT EoE, b8t —
AUt B N FHEGFR-TKIs AT D FEAIG/IN BRI PC-o 4l il 3 11
PD-L1%A.

Otafiff 5% A1 BA1217E 201 5438 1:f RT-PCR A it =X 41 A 43
M RXTEGFREZE IR (HCC827, H1975, PC-9,
11-18, H1650) MEFAERIZNML AR (H322. AS49. 1-87.
LK87. H23. H2122, H1437. H1573. H1944, H157.
H596, H460, H1299 ) fJPD-L1 mRNALA K PD-L14 il
PR (I R R TR . & BREGFRRZE U4 il 2 PD-L1
mRNA DL N M s 4 m TEFAE AL, JFHiff— 2
KB, NI E e MEHCCS2741 il ZRPD-L1 mRNA
P e PD-L 1A A (1 3R58 F

20164 Zhang %5 B3I [A A R FIRT-PCRANER [ EN il 43
M RS NSCLCAN I AREGFREF A= B ( AS49, H1299.
SPC-Al1) FIZZAER (PC-9. H1975, HCC827 ) 4ilif Rtk
Tii5E, K BUEGFREEZZ AN R PD-L1R ik = THF A A,
HH1299 5 PC-94ii il RPD-L1FRAAIT, # & 5PC-941
MR TPS3E AR A K, I HE AR 5PD-L15k
TR LA R DG, 3 A AR 150 B L 58 A8 () 4 AE AT DA
— 52 PD-L1A R IEIKY- o [RIHZ AT 1A B i — 20 &
B, EGFRZEZEFZWIPD-L15KA Y #% i) GE HIL-6/JAK/
STAT3,

20194F- Guoftf 57 A A% ANSCLCHI il RHS22
H661, HCC827, HI1299, HCC2935., H1650, H1792.
H197S 478 (1 EEE AR & 3, — PP EGFRZE A4l
Z (HCC827, HCC2935, H1975) PD-LIFKIEKFEmT
EGFREFA B4 Z (HS22. H661., H1792, HI1299) .
N1 B IRIEEGFRAEZE X PD-L1RIK 5200, WFST
HNTHO6 1A R AT Ye (el19del. e19del+T790M .
L858R, L858R+T790M ) , K IMLHE YL A PD-L15&
K15 TEGFREFAE RN R . W AR 5T i —2 &
T EGFRZE 7% 241 Ml Z2 45 A TRV A L 3R Ik Ba AR AR5 5 1A
F-1a ( hypoxia inducible factor-1a, HIF-1a ) FHE

TEBEATEGFRZSZE X PD-L 1 35 B Wi A SR I 5 1k 72
A, Abdelhamed[1BAl) | Lastwika[lBAU7ABFFE 45 TRt 2
7~ T EGFRZEZER] DL FIHPD-L1Eik, 40 I X AH 56 5 i
M % AKT /STAT3 L) M2 AKT/mTOMBFAT T i — 25 110 i B4R
1.2 RAFSE W32, AzumalAl BREIFEA SN B BF 55 1Y
FEAl b E— 2% 164 HINSCLC # # #E4TPD-L1 A4 &
B, EGFRZZEFHPD-L1KIAHRH]IE & T EGFREf A= HY
(P<0.001) , HEGFRERZAZSEHPD-L1FEIA FiRAH 7

K% ( OR=25.4,95%Cl: 2.9-47.9, P=0.027 ) .

D’incecco 5 USXT 125 (5] HINSCLC B & UE1 7 PD-L13%
KO, Hh G S6IEGFRZEAE | 29fKRASZRAS . 104
ALKZ7E | 30ff|EGFR/KRAS/ALKHF LT FEdEA T3 HT i)
A, A 78.4% B AR B TR AL, 13.6% MR
KB TR, i 23fbrA s T T PD-L13RA
PEAL, PR IEAKER75, X296 = AT A A UE AT
VAL J5 & B A PD-L13R3A7KF-E20, B AR T EGFRZE
15120 (P<0.001) . ALKZE7%11S ( P=0.02) . KRASZEZE
55 (P=0.06 ) . {EEGFRZZHRAHPD-LIFHM R 5w, H
At 25 (P<0.001) .

TangZEUIFSE T 170 B INSCLC  # (PD-L13d %
KHIE65.9% (112/170) o HHr, 99f| 35 7 /EEGFREE
A%, PD-L1id FRIKFEEGFREEAL (A4 55 7 A 70 R 3 vh 43 )
571.9% (64/89) . 57.1% (32/56) (P=0.067) .

Song &5 21X} 3855l fiti it e PD-L1#& I8 1 LA T0F T
T, R ELIPESY (tumor proportion score, TPS ) >
SR FIR A . W K 20 I EGFRAEAS 844
11245] (54.6% ) PD-L1&Ik [T ; 180 EGFREFA: AU 8 %
746 (41.19% ) FKFHPE (P=0.008) . 5 & IH—2
e PRAE38S 11| £ 3 G 249 A7 AE i R 98 AR FL 3R GR IR 1 10
H A 575 by B PR 58 78 % PD - L1 B 26 3% A9 52 Wi B K
(P<0.001) . 203l EGFRZEAS 4 h A5 14451 T 58 A% £
e, Xk U IR DR S S AR AR A A R AT RE S A IS 4 R

2 EGFRELSHPD-L1FE TABIERFSR

Huynh %5 2UXF26 151 it B 46 261 TPD-L13R A PEAL . 1%
WS HEBR R AL A Tl Bl B A7 i s . 38 S4lEGEFR
KA, ASHITPS>5%, 49%ITPS<S%., %M AN,
EGFRZEZF 5PD-LIFREE M AHK (P<0.001)

JiFE 220 100451 J5t e M i £8 B B AN i#E 4 TPD-L1
RTEBCAT I . O HEBR BEAEA 797 4 B AT 80A 1 % M b
A R o TR cut-of IE 1R B S S% .. 60f7|EGFR
RABE S, 201PD-LURKIL, 1865 &KiL; EGFREF
AR E P sHIi R L, 220lE Rk, IS K BAFAE
EGFRZEZE Y R PD-L1FRIAREE (P=0.012)

InoueZE 1%} 654 HINSCLC H & FEATHFFY, HUIE IR
JE4300 (65.7% ) | BEIEE1796 (27.4% ) . HAh456]
(6.9%) o HPEGFRZEAS B 1326 (20.2% ) , PD-LI
FaLBAE256) (12.4% ) , FHYE107M%1 (23.6% ) ; EGFR
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[FE, RSk — 4 & BLEGFRAS [l 5 1Y 2848 5 PD-L1
FIR T WAHSENE (P=0.599,9) , {HPD-L1 TPS 5%-49%
FEEGER 19del 8 # H1HH 2 /5 TEGFRAME F21 L8SSREAR
(12.2%v52.6% ) -

Li%E VAT T 2105058 194,857 B FR 3, 1,435Bil4F
TEEGFREZL ) & 608 (36.7% ) fF7EPD-L1BHM:
Fik; 34220058 A WE A RU B E P L4566 (44.1% ) fAAE
PD-L1FHM: i . PD-L13 K 5 EGFREF A RUAF A AH e

( OR=0.68, 95%CI: 0.48-0.96, P=0.03 ) ,

I, LeeZF 8%t 1,0000 FARYIFRNSCLCHE#E (IR
FE78SH, Widei 18840, 2140 KA ML pl 22 N o3 WA, 415
295, 2B/NANMAT S ) PD-L1RIATE kAT 79, 1
PR <19%. 1%-49%. >50% cut-of f{E 73 W HEA 143 25 I
T, RGP AEEEGFRR S % (42440] ) AYPD-L1
FoR U] AR TEGFREFA R (P<0.000,1) -

3 EGFRETLTESHPD-LIRERTLFHITFENX

20144F Yang 55 2200] 16307 fili i 987 S8 4 PD-L13R A 1 L
HATHFSE . PD-L1 TPS>S% M AN . 45 R BN,
PD-L1FHEF L H HN39.9% (65/163) , {HILFHM:HE L
AR5 8 LI il B 28 A8 SE I EGFR ( P=0.193) . KRAS
(P=0.268 ) . BRAF ( P=0.438 ) FIALK ( P=0.564 ) ¥J¥%&
FANE S 20164 1% A A SUXF 105451 fiti 93 £ PD-L1%
KA TRESE R, A, PD-L1 TPS>5% 4 k5
PE. PD-L1FAMEFIAE H56.2% (59/105) , ELFAMERL
JKF- 5 R A FENEGER ( P=0.561) . KRAS (P=0.255) .
BRAF ( P=0.064) FIALK (N/A) ¥IANHAMFME

ZhangUX} 14351 [ifi i PD-L 1R N IH L4 707 o
IFHEBRBEAEA 787 50 B Ak 7 A 2o S e g =0 1) SR 3
76IEGFRZEEAL B #H, 37(IPD-L1Fik A, 39131k
Y, 2558 L (P=0.946) .

Cooperfiff 5% A BABHG I T 678INSCLC 8 # PD-L1#%&
KGO, HhadE 276 . Bia2710] . KAifiRi116
B, WA HA A 26, MR AETPS R
50%8% H-Score>S07% [& N PD-L1 5 51k . EGFREZFH H W
T o320 05 1t AR R PD-L 133415 0 A8 35 A 50 B AH [
EGFREFA: Y HPD-L1 TPS<50%4 H #2224 (93.7% ) ,
PD-L1 TPS>50%1) #5154 (6.3% ) ; EGFRZEEZEMIPD-L1
TPS<50% M R 336 (100% ) , ZF LG IHTHEX
(P=023) .

Kim™!, SchmidtP*, GainorBs, Ameratunga[“]%[i]

BN, FEA AT At &k BINSCLC R F PD-L1# ik
180 5 EGFRIEPRIR A TCHH AR ME

4 MRERT—HRE S

TEXT BEAE A OGS i — 2 S b v, FRATA
MER I, EGFRZEENIPD-L1E 5 5 M (O AIF 5% 245 A7
EA—EE, BATEGEH IR ILETRERER . Ok
B IRAE TR Ry PR 5, AT, HMARE
Bk AR, AL RN AR E ORI D . QT L5
W, B SRR ARIE B R Rt S i R 4 S, L
LU N e 1b A s o TN TS B L D & o B S B T
BN, WHEEGFREZHPRE ST EH, fEWIMA
HEPEGFRZEAEAENSCLCH (539.6%, 7l ftd v o & 15
K50907) 5 9 55 I Sk R 98 AR (MR RO [R] B8
PD-L1 FAPE 5 7 69 NS CLC H b i 4 DL Bosol . (B
Yo RE VAT A, H T B Z 56 FPD-LIbR#EALINL, VFE AR
] P B3 b o -5 00 g 1 ) o A R ) e B ) —
PRAR AN HUAPD -L18E (k45 AR IRl; 53 A A i
FER IR, N FHSP142 L (A i PD-L 1% 1A FHME A% T HoAh 4t
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