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[ Abstract ] The use of epidermal growth factor receptor (EGFR) tyrosine kinase inhibitor (TKI) is the first line
treatment for EGFR-mutant advanced non-small cell lung cancer (NSCLC), but drug resistance will be acquired within 1-2
years, and the following treatment efficacy is poor. The invention of programmed cell death 1 (PD-1)/programmed cell death
ligand 1 (PD-L1) inhibitors has dramatically changed the situation of tumor treatment. PD-1/PD-L1 inhibitors are less ef-
fective in patients with NSCLC harboring EGFR mutation. It is a challenge to make patients with EGFR-mutated advanced
NSCLC benefit from anti-PD-1/PD-L1 therapy. In this paper, the research progress on the impact of EGFR mutation on the
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immune status of NSCLC and related clinical studies in recent S years are reviewed.

[ Key words ] Lung neoplasms; Immune therapy; Tumor microenvironment

il e 2 AR BRI AR | FET RS E AL A AR L, i
/N T 9 (non-small cell lung cancer, NSCLC) 245
85%. A +3Z 1A (epidermal growth factor receptor,
EGFR) ZR7Z i e ;BB AR A 7 159, T 7E SIE.
AR 2550%0, B P HEFET 521K 1 (programmed cell
death 1, PD-1) /B2 JFPEFET - HLAARL (programmed cell death
ligand 1, PD-L1) 7B H BL, flREIINSCLCH 1S4
AR R 2 15% LA BB, TR ENANE K R AR ST
KF, EPAEXTEGFRIS A INSCLCHF ST A R i 2 T[T,
EGFRZELHINSCLCEH X HLPD-1/PD-L1IAY 7R M2 i
JEREAE, T ELR 7> E ARG T-HIPD-1/PD-LIH I R 50K
EGFREZMBHHERAESD, XSG —E e [k T

YEH AL 116021 JG3%, RIEBEFHIHME S —BEp ClEilfES . &

], E-mail: dzx21882003@163.com ) D D D

EGFRZEZEXINSCLCEFHHIPD-1/PD-LIRYT B F I

{HHEAAFIHRE EGFREZAE FUNSCLC M A PD-1/PD-L1IAYT
Ran B W S0, HAETTE H S R iz s B AT it
PD-1/PD-LIAYT ik 4, B0 L HTPD-1/PD-LIIAYT Y
s NS 2T R R, A S R RR R [ SR Eih
ISP, HiFE TEGFRZEAE X NSCLC O 855 FI T RE 52
i) SRS RAIF TR, TR B AR B9 SR YT i1l

1 ¥PD-1/PD-LUATTHLE

B g% 2240 3 B0 I A0 TANMIR AR E R X e
SR, iR a1k i A R RN T AR LA A

PD-12: 5 G928 I I 3] 79, A2 S 8 A I a5 i) 410 o
R, FETHIM . BAIML . BEANML AT A SR 540 (natural killer,
ﬁ) éﬁiﬁ‘djwo PD-1Y LA 5 PD-L1RITAR J5 1 FE

www.lungca.org



b [ s 24 25 20224F 10 H S 25 45 1008)

Chin J Lung Cancer, October 2022, Vol.25, No.10 © 743 ¢

T-FefA2 (programmed cell death ligand 2, PD-L2) P Ff, T
AN BANMG  FUWEANNL . PN B 0 Ao A R R R
PD-LI1, [MiPD-L23 ZAER 2R A MY (dendritic cell, DC) F1
FLmg b 22k, THAEAZAA (T cell receptor, TCR) 5
FZHPLHETER A K (major histocompatibility complex,
MHC) FIFHEAE 2 T A0S A G HEAL B8, PD-145 HE
fAPD-L1, PD-L24543 /5 AT LA S TCR/CD28 15 514 % |
Tt T 20 M A PTG, DTS s g S e 1k s 1) 47 PD-1/
PD-L1A] LISE4+PD-1 5 PD-LIMAH EAE IR, AT 1
PD-15PD-LIMYEE &, SO TR LA SEVER, M
TN LA E U DIRE

2 EGFRETENINSCLCHRIEZEIRSS

2.1 Htljﬁéﬁﬂl%fﬁ (tumor microenvironment, TME) TMEH)
PRS0 2%, A0 35 MR A L S e 0 A P - ik
Jo 240 L 55 A 8L e — ORI, AR 1 A g P 200 J A -
CD4 T4l . CD8* THHfiL . CD134 41ififs . CD137- 415,
IR 25 A3 It T 1 A0 LA P TR (regulatory T cells,
Treg) . MIREAHEERELHME (tumor associated macrophages,
TAMs) | BEIEEAIH A0 (myeloid derived suppressor cells,
MDSCs) 4§, #5270 BAE X HTPD-1/PD-L1IRYT
PR T AR o A5 I IR e S A5 (tumor
immune microenvironment, TIME ) 43 ~3/1~2J5 1. Dy
SR TMEH [RIRAAAECD4  FICDS” T, A
200 LR SR AR L, 5 A L5 MR 200 L S AR EAE L, X e
PD-1/PD-LIAYT A RIFHIIGIRRN ; QG fFRRAL: Hff
TER i AL AL, (H G0 528 200 AN BEAR 1 b 72 1 1) e g 52
[T 5 e 2 AR EAE T, B AZESTPD-1/PD-LIVAYT I, A
RTLN AN AIGEE, (B ICIRIE, IR S 22 5 O e ibise
B IR Z TAIAE, XTHIPD-1/PD-LIARXEN %

[l N 2 A BF 50k S5 X FE B A B A EGER IR
EGFRZZE B NSCL C 14 98 Sl 20 B8 v A7 AR B9 f 92
048], Zhao 55 OV o X 19 0 5] il iR 9 AR AR S BT &
WEGFRE L A W CD8* I = i bk L2 40 Y (tumor-
infiltrating lymphocytes, TILs) [ Hu i i 251K T2 A= AU 8 %

(P=0.026) , it s (RSN K AIE S EGFRAE L FUNSCLCHA
LR SNMATTAE FECD8* TANMIIA T, X B8 1 #0 il e e
240 SN UAA RO BE 2308/ CD8* TILsY T, i TILsHE
Tt R AT I RE , (HIX 5 ZH R UESE o ChenSFROAJF
58 R IR M eE 2 M e e BRER 1 S 4 (immunoglobulin-

EGFREEFR L K VAFFE IEAH I SE R, ILT4RY T 235 8
FASEM2 BT A M s R 555 T 200 At sz 07 F 410 il e 988 G %, TR
WAL T4 35 BEAEIG SR BT MR o2 DI RE, 2T SR 48R
TEGFRAM 7 1Y Mg f0 5 1k 3t (1) B i 12, I HEGFREE
INSCLCHEH M einyr 4 i 7Bl s, ChoS5lsid ok
PO R 5 S 4 A3 BT R G 2 B AE EGFRZE B IJNSCLCHY,
NOTCH-RBPJ 15’ 4% 52 45 5% e 3 B 1012 CD 8T 4 il
(T,,,) FEEOIRAS, UG BhCD4 THIMI( T ) FIBAIAEZ

I EL /38 13 CXCL13-CXCRS RS , %M 58 RIAT -
B-T, JE = ZOR S IE b By U RE I 2408, R T
TR SR | T, -BZ AN EAFE S , & EGFRISE i it
PD-1J WA R A EER, MRFFT, JaiS . IKE T, -BZ A
HAEHIA WA SR SR 0T A0

M R FEAMER I EGFREZEHINSCLC M M e HE
o R0 e v DB AR T E T AR DCHIL R A ST E D, B e e HE
o 2 B YD TR AL A Ry G P SR AE Y, S AR ST
2 EGFREAFYNSCLC I HIPD-1/PD-L13K 25 Y F
Bt TuZ IR & AE EGFRZEE (NSCLC Y S A RS i
/NI, HTPD-L1AITCD 736 A 2 1 1 R it A4
K, BT MR A LU R CD S T AN A AL & Sy T
% (interferon y, IFN-y) YR SRFE A Fa (tumor necrosis
factor a, TNF-a) H53- LA B 5 9 e FIT 40 i L) BEAH G Y 2
KZRIk, %58 WEGFRIEAE NS CLC e 3 I A% Sy fi
P2 S AU AL TPV B S
2.2 e 228 74 (tumor mutational burden, TMB) TMB
SR FH A 0 b2 0 e s o DO 50, T R
PR A T A X A ) SO A | A IR 2 AR A AL
T, B Amut/Mb,

Zhang M %F 245 EINSCLCH & 158 & BLEGFRZE
AR i R EE A B TMBCOT- S 25 B o LisE 2 5 X 8 6.4
DT P it i s 8 AT TR — 4R (next generation
sequencing, NGS) & MR =3 00 i g (solid—predominant
adenocarcinoma, SPA ) [ ¥ ik /s AR B U LR P1BZE AR AN
A EHIPD-L1FAPER , M LRPIBZEAS 5 5 T MBI HH 44 2
PEIRTT RN A G, FRISPA B T XTI BE IR Y7 A 4F
P YangZE U5 % B EGFRAE A B I TMBACEAR T
HPrE AR SY, EGFR-MAPKILR AR B Y TMBHIPD-L1%
TR AT 8 I HAT 5 B A R SRR ) S B RO B, 2t
FAE—ERE E#R TEGFRE A NSCLCHEEHIPD-1/
PD-LUAYTIR N A 8 Io N 22 B, [l & B T EGFRZE 7%
NSCLCHEHHIPD-1/PD-LUAYT HITETEIR 5 AHF, X 72

like transcript 4, ILT4) E"J%@ﬁ'@}\NSCL(ﬁQPZ @ﬁ) ﬁﬂﬁ?{ﬁ*i%ﬁ]ﬁo Wang %5 2303 33 5% 22 3451 i i 4 AL 3
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AR G R AT K BLEGFRZEEAE R EA R TMB/KF-.
HEEUL, TMBBRG, %% 5 PR B8R, HTPD-1/PD-L1
BITITRCE AT, RO —E B EE LR TEGFRZEAE )
NSCLCXfHiiPD-1/PD-L1J7 % 22 B A, {ET MBI J] 3
1K, BOR—E MH AR H A &, ax BRI TR I
PRAS
2.3 PD-L1 Nishimura®5P4F5% & 3L EGFRIE AR (1) Jili i s £
., B7/CD28 Y T fo 2 A A 0 3E B B, (HPD-1/
PD-L1AYHHI % G e i A w3 [ 32 2B, 10 58 X EGFR
RAFHINSCLCH ZHTPD-1/PD-LIEY T G /AR N A et 1 it
B, RIS A0 40 0 25 1 T 9k 0 A0 B A DG B 14 (cytotoxic T
lymphocyte associated protein 4, CTLA-4) I&¥ 7 H& AL T4
Luo%P9 % I EGFRZEAE FUE PD-L1 5k . 35 = TRy 7Y
B (P=0.001,9) o Liu%F o MImiH: 5341247 51 FADIBR )
JF & PENSCLCE# FI26 1 HAINSCLC AR & I PD-L111Y)
Tk K, LI1% A cut-off(H, BF/EAIEGFREH HYPD-L15K
KKV 3 B TEGFRIEAS 34 BRI, Guo 5 R7HESY & 31
EGFREZAEYIIEZ (HCC827, HCC2935, H1975) PD-L1#
KR TEGFREFA: AU 2.
ERA—BTRE S 7T XT 4 (4 R 5 HLWRA)
FIAIRIA S, 17 ELH RT3 PD-L1A A Je—ShniE, ¥£50 77
ARSI (H AT A — S0 SR, L N—E B i
W] TEGFRZEZEXPD-LIRZ I & 4214, EGFREZE I HefE
ZAN T THRFE M PD-L1Y R, AT EEt e [l 1 7 5T
WIZWIIRR, X2tk EGFRZEEHINSCLCH T
PD-1/PD-LUATHARE TN 2 Rl 45 BT R 7R
2.4 EGFR& S8 1 e 0 11 5] (tyrosine kinase inhibitor,
TKI) G EEREE Zhou ELI3E i Xt 71| EGFREEAE )
16, 07 fr I 98 £ 5 42 % EGFR-TK VAT I A0 it S S Th e iy
ST A BLCD3 . CD4FIA SR A A% (natural killer, NK)
0 i F i D) 2 CD4/CD8 ARG fil, Watanabe 5 ROIfF
5% & ML EGFR-TKIAL # J5 85 12 b JE X M EGFR MIERK (1)
TS EEHALHAEMERE S KT (major histocompatibility
complex I, MHC-1) i i | =i PECDS* TN £l it (118
JAIPD-L1Y 3R IR 3G INAH G, RWIEGFREAE 23 MMEK-
ERKIZ A EAMFINSCLCHMHC- 1035, IS B
I X G TR T AR N 2 B T 2, # A MEK-ER K& 12
RE PR E MHC-IRY R 1K, MITHE S IR T I 38, 7 2
RIS KB . Peng 5000 1 X A% EGFR-TKIMM 25 i
PD-L17E EGFRZEZE NS CLCH AR A FE F ML AR 52 %
PIPD-L1. 4 iu[a] Bk | B 5% e K7 (cellular—mesenchymal

epithelial transition factor, c-MET) %ﬂﬂ?éﬁﬁﬁﬁiﬁ

(hepatocyte growth factor, HGF) Z [AJfF7E IEAHE, X —
Tl 42 S48 A0 7 94K B 40 B A PD - L1 36 3k I U 1R L 40 i
BTG AL AT EE 1, PD-L 1A I8 T4 &2 90k 0 400 i 14350
I A TEE . Ntzifas5 B0 % I B A5 e 28 A8 it 24 /1 1fi
B PD-L1KF-Fh i Kawana 5 B2 52 974k 2 145 fi i g £
KM EGFR-T KI5 bk T 40 i 2 31 22 (R A A G
fd FHmiRNA PCRIFHIFR T2 15 28 b e K miRNA :
miRNA-1 (miR-1) , K EGFR-TKIMZ)5, CD8* T4l fK)
BT 2 AR, miR-1g 0 EGFR-TRIAY/EFH A4
MR 775 S, AT A% 40 75

ML EWFFEAMER HEGFR-TKI i, 234 IEGFR
Z7R NSCLCHE A TME R S e 40 il 540 e PD-L1AY 3k,
X SEF 5% 25 5 45 (8 FHHLPD-1/PD-L1 AL T 3570
S . EGFR-TKIIN 254 PD-1/PD-LIJE 52 4 i
AR 557 ERTENAMA EGFR-TKIIAYT FiJG TMBF ik
LA DCTF 5T

3 EGFRFETRIIEHINSCLCHIPD-1/PD-LI;ETT

3.1 HTPD-1/PD-LUNHZGAYT MazieresSEBIF 58 A BAAE12S
425241 PD-1/PD-L1HL.25{397 N EGFRIEZE I IKIHINSCLC
B, b Jo ik A AE ] (progression-free survival,
PES) M2.11MH, B MR (objective response rate, ORR )
129 U, BF 5T HE EGFREASHINSCLC &
R¥EMATPD-1/PD-L1H1 3k 25, A4 WMol EGFRZE A1)
NSCLCHH MHLPD-1/PD-LIIAYTT AR 35, HHICHLHIE A
HAFFERY T 1]

3.2 $iPD-1/PD-LIFKAIAYT EGFR-TKIC B NEGFR%E
I ANSCLCARE—ZRIRIT T R, ZHUEE ST 2
RN, J5 ST ImR IR A R, IR b7 2 iiRyT
FBOR e IR . HTE NSNS T EGFREE S 1 1
NSCLC#iPD-1/PD-LIEK SIRI T8 F 2T T —4
EGFR-TKIAY PRI

3.2.1 BEAEGFRTKI LiRFE A HEGFRZEZEINSCLC
BATERZEGFR-TRIRT &L TME, B I
EGFR-TKIBX &HLPD-1/PD-LIIAY P2 A ThIEIVE , 1H 2%
TG TEGFR-TKIEK S 4LPD-1/PD-L11IE R A5 721 R ]
PEFRER B 2R RN T AN R R R 1) R A%, BRILIk &
FHZNR R, ARAE 25 W45 R sS/r T ARG SRR IR ) o H 2
EGFER-TKIMZ 5 A A= 2k 2B 51 35 DR e A8 A g 1 4 1) 24549
R HoAt S IR [ 25 BE AU PD -1/ PD-LI A IR R IR R
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3.2.2 BRALST ST AR iR AR S S REBCE 21
P, X2 B v PR A L ) B i B i AR YT RE ST
FPD-L1K AL, Bk, #1PD-1/PD-L1K & 1LIT
FETEYMRIVE o [ NSNS A BIF ST 56 0E T 7F EGFRES AS 1
HINSCLC—ZEEGFR-TKIfM 2454 PD-1/PD-L1EK 5 4bLTT
PIPMFEVERT (3R1) : Arrieta®F WIHEFT 9 —T0 T, BEAILAY
G IRIFFE Y, A9 1786 5 50 5 S AbTT i T 24 1 16 1)
NSCLCH##, Hi U 525 EGFRE A i, %250 B
TE 332 S0 27 Rl T R e el AR R e, Hidz
58 E AR B R T+ Z VUM TR, 130 R EIAZL
PUfbFEF254H, ORRAIIIINS8.3%F123.1% (P=0.14) , PES
I3 R6.8 AR5 H (P=0.04) , Shen“ /M HFEGFRZE
I HINSCLC #4252 — 48/ —ACEGFR-TKIIMN 24 5 fifl
FHOEEIRYT SR A ALY T 997 38, 13056 40 A 3041 2B
H, Hrp 2o BB 2 2R YT, SRR E 2
G ALTT, Sese 2 ARG E + Ak TT 4L OR R Il 49.1%
H125.0%, G+ AbIT AHA R A PESFLEAAF I (overall
survival, OS) #%#, A T790MEAL A A HIPESHA i KT
HiZRHERE (4.231H vs 1,700 H, P=0.019) , YuZls)
X} 14405 EGFRZEZE MG HINSCLC R A EGFR-TK LAY T I
JE R SZARYF PN A B (n=100) 51LIF+PLPD-1/PD-L1
(n=44) ST RGHEATXT LA, 7620 7047, EGFR-TKIT
25k ZMET790M AR I E ML 7+ 4T PD-1/PD-LIIRYT
Rs M TREEAL T T790M BAME B (3.420H vs7.63 11,
P=0.028) , XTI 24542 by r+- P i s A Ry 7 v,
kKR T790MRAE S ALK K T790MRAE B ({3 PESTLAL
TeE2e 5 (P AIPES 35,331 H L 7.461H, P=0.202) .
ChenZ§149% 86 15| EGFRZE AL i 2 EGFR-TK AL I IR TR
TR ANSCLCERE HEAT T MBI 5, BB S R
PRSP ZG A (32/86) | MHTHAIZR 4T+ 172 (26/86) |
AR 2R AT+ 22 B B e 4 (28/86) , L PESAr 5l A1.5

% 1 EGFR-TKIF{Zi fR LT BX & H1PD-1/PD-L1M I KB 52

MHL43MH 3240 H, H0SH IR 74110 H L 14.924>
H.15971°H, ORRIIH3.1% ., 23.1%. 21.4%, Long 147
X401 EGFRSEAE B HI B 7 JE i 24 Y e SHIN'S CLC i
H AT TIRBPERR G, 5200 S8 #4552 TP+ 3L
PD-1/PD-LUAYT, 200 /54252 TH0IT, XTI ral, 45
KL F+HIPD-1/PD-LIRYT B I ORRE EHY 5 (45%
vs 25%, P<0.01) , P PFSIE & HEK (6.4 H vs 2.81H,
P<0.01) , fbIF+HiPD-1/PD-LIIAF R E P 0SB E K T
feyriE (12.81H vs 10.57H, P<0.01) .

Aredo 5 WIS BEARA G BB FH T FTUIBR A9 58 ARG
PEALIT BT EGFREAS NS CLCH F JE AT T Ml B 43
BT, ZIR B A 3701 8, o3 AR A kT
Je 1232 FEAR AL SGTIRYY, 16451 5 B0 52 B TARYA MK
157, 84l B HEGFR-TKIBK S HIA TS T s HUATEE
S+ EERORIEBABT A | BRI P TS 4 AR PR kT
H+EGFR-TKIAL A7 PES/3io810.3 1M H L 6.9 1~ 26.1
NH, 6B AU RGTIR YT 0 B FH A K J5 12 EGFR-
TKIRYT, HA i el B A e i i e 4 it 42,
M FEAN R I G e A 7 BB, IR P i 7
B PERTT T BIEGFR-TKIAY L 2P . Wang 55149058 12 X 44
FJEBAHTER S BN TR 2 DU FE X I NS CLC R (1997
BOREEMEIF AN 58 S0 SR 25 g R E Sepi AR L,
TERZE LT 7R MUS BINSCLC % , SSEGFR/ALKCIR
BICK, PRAJC PR Z Vb TR AR T g 2 ek
HEPESHIOS, SRIMTEIZIE SE AN AR 7711 3 P AN o9 s 3
EGFR/ALK[HTE

IR AR KR 25, (HIX TR A 5
/Iy, KA F] LUE 3T PD-1/PD-L1BESAbTT 4 3 25 #
P, BRETA GG R 5T IEAE #EAT, A A5 R 2N K
&t

3.2.3 Z4HAIGIT PUMAEHE L2 WAl (8 A rg 20 2 4 i

Tab 1 Clinical trials of chemotherapy combined with anti-PD-1/PD-L1 after EGFR-TKI resistance

Author Study design ORR PFS (mon)
Oscar Arrietal®! Pembrolizuymab plus Docetaxel vs Docetaxel 58.3% vs 23.1% 6.8vs 3.5
Chia-I Shen#4 Immunotherapy plus Chemotherapy vs Immunotherapy 25.0% vs 9.1% 4.23vs52.93
Xin Yul#s! Chemo-immunotherapy vs Chemo-antiangiogenesis 29.52% vs 13.0% 7.59vs 6.90
Ya Chen!s! Pembrolizuymab vs Pembrolizuymab plus Chemotherapy vs 3.1% vs 23.1% vs 21.4% 1.5vs4.3vs3.24

Pembrolizuymab plus Anlotinib

Yaping Long”!

Anti-PD-1/PD-L1 plus Chemotherapy vs Chemotherapy

45% vs 25% 6.4vs2.8

EGFR-TKI: epidermal growth factor receptor tyrosine kinase inhibitor; PD-1: programmed cell death 1; PD-L1: programmed cell death ligand 1;

ORR: objective response rate; PFS: progression-free survival.
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EEF A, DT N G 75 A M AE MR 22U, G
TME, HILHTPD-1/PD-L1BK A4 A IR 7 FIFEA P
[FIfEH]

IMpowerl SOMFFEANA T2 LRiMN 2T EBENSCLC
%, EGFRZEZE AT L 547 2 /R ABCPAH (BT I ER 470+ D
FRER P+ REA+ 2121 ) B P PR BCPA ( DAk
BB RS20 | ACPAL (BRI ER B bt+ R+ 12
fig) SEK (1021 H vs 6.91H vs 6.91H) , ABCPAI5BCP
HIGFRIAEIFE OS5, Yang 551X 31f5| EGFRAE
AR A NS CL C 345 EGFR-TKITH 25 - 12 32 Ha i 1697
HY R AT T M ST, & BB A S iR T (fsE+ 1k
7. SR+ PUINAELE BURYT . e+ r+ BT A4 Gy 7)
FE B2 G REIRT T PRSI, (HJCHH 22 57 (3,421 ws 1.61
NH, P=0.078) , SRMITERIEEIRTT A He 32 Bt A A= 245
B R A AT TIPS (3.421H vs 1.581°H, P=0.027) .
ORINET-31HF 58 5244 A 74440 EGFR-T KT 2} ) i 1]
NSCLCH#, BEHL1:1:143 M5 F] BAdi+1B1305 ( DAk BE A
oA 2y ) + 15 55 th ZE+EALE L {53 ) 2R+ 4% 95 h
FEAAL , 5 5 ZE AR L, B HTEUEAR A, MR
S ZEMAALH , 151 A AT+ IBI30S +1% 3 il ZE+ A ZH 1)
PESIEEIEK: (6.9 H vs4.31H, P<0.000,1) .

TEEGFREZZ R HINSCLCH#E T, $TPD-1/PD-L1kk
AP A BUAYT X HHTPD-1/PD-L 1824 fdi H 5 A ]
FRERYAR SR, SR 4 HEPD-1/PD-LUB ST AL BA Y7 4
I HTPD-1/PD-L1K G A7 I F8 35 2 A B K LT T
WG 2E S, (H S FEEE R AN A

4 fiLiRzm ARt

HAT{UMPD-L1 #5450 . TMBA i3 PD-1/PD-L1
TR ANRET R IR TR oK o

IMpowerl SO 5¥ SO H] ABCPZH X BCP AL 47 AN[F]
FEEOSHIME, X S5HEPD-LINERIRAS TR, Shens
(4] R Yu S s I T T790MZE AL ST EGFREE AL [ HINSCLC
B F 52 BGFR-TKITM 24 ) fiff FH S0 2 B 5 A7 97 380
AR, Ye S5 SIF 58 & M2 85| EGFRIE AR ENSCLC
%&%EF', 7%%%%@%%%&3\ (tumor proportion score,
TPS) >50% ., YamadaZ§ 5438 i3 X 27| EGFRZEAENSCLC
R R A SR (immune checkpoint inhibitors,
ICIs) ) B T7 350 3B & LEGFRZE WL AR AE (A i+
181 G719X FIAM - TF204 A ) f 3 1 ORRFIBI 45 1

TR71% vs 35.7% . 57% vs 7%, P=0.14, P<0.01) , Z¥ILEGFR
ZEAR T TCT790MZE AR 1 B4 1 37 PESBH S B (43511
P=0.003, P=0.03) , Ozaki“Iff 55 KN, KeT LA H /0T
EGFRZEZZIAYE (P=0.011,1) FITPS35 748 fH (P=0.042,5)
TMBF}E . ChenZF59HF 57 % FLEGFR Ex20insf8 & HPD-L1
Fih 3 B THER2E AL 85 (48.6% vs 19.0%, P=0.027) ,
B TMB (P=0.025) FIPD-L1 ( P=0.045) F ik 5T G AR
SEAHSE, iCD4 /CD8* TILs 5EGFRE{HER25E % HINSCLC
T 22 [A] A SEI6, EGER Ex20insiE # IPD-L1%3k
F R THER2%EAE B4, X AT e & X PD-1/PD-L1IAYT
AN PR S5 R 22—, ShiZESIIFST R IR, Xof L B A 5k
A, EGFREUHZEAE . ALKH HE . ROSTEH HETMBEAIK,
FEPD-L1*/TMB-HZ fT 7 LUK . Metro®5 9%t 3044 EGER
Ex20ins A NS CLCIR E 0847 T 5T, Hrfisiis
Bz T PEIRYY, ZEIEZICISIAIF RS S R 2 T s
BITHBE AL, AR AL0S (41290 H | 25.2
NH, P=0.08) , TEZ 4T, X PP 22 5 SR LM ESF
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