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[ ] ek, R4 KT ZIRE R BRELEHNH 7 ( epidermal growth factor receptor tyrosine kinase inhibitor,
EGFR-TKI ) B4 Z W5 mtfErilE b 2 4 K T2 & ( epidermal growth factor receptor, EGFR ) J& R fUk2E 48 H ANFF
FETH 245 BRI /N LB ( non-small cell lung cancer, NSCLC ) [—ZiGYT 254, EREHMZARRAIER, KEZH
BE M IAAFIERTZS o IUAE, X e SR P AT 3244 (programmed death-1, PD-1) JHJiti& ( PD-1 ligand,
PD-L1) BRI S S etk g, sl 5 NSCLCIIRY T, M IAHSY /R, EGFRZEENSCLCHE# Sy
A S IR A AR, T REALE] T BASEPD-LURIIE . P S B IR S AR MR S AR 45 . B XTEGFR
FEAENSCLCH A S e IS i A AR 00, S o e s 300 1 37 B JHC 5 TRUBE & 17 F A BIF ST 2k SR 1 R A 43 BT, R
EGFRIEZENSCLCH A IIRYT Kb 2.
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[ Abstract ] In recent years, epidermal growth factor receptor tyrosine kinase inhibitors have been recommended by
many guidelines as first-line drugs for advanced non-small cell lung cancer (NSCLC) with EGFR gene mutations and no resis-
tance. However, with the prolongation of medication time, most appear acquired resistance. In recent years, breakthroughs in
inhibitors of programmed death-1 (PD-1) and its ligand (PD1 ligand, PD-L1) have rapidly changed the therapeutic model of
NSCLC. Recent studies have shown that the efficacy of immune checkpoint inhibitors in EGFR-mutant NSCLC patients is
not satisfactory, which might be caused by low PD-L1 expression, inhibitory immune microenvironment and low tumor muta-
tion load. This review will elaborate the immune microenvironment of NSCLC patients with EGFR mutation, the latest study

progression of immune checkpoint inhibitors and its combined with TKI, expecting to bring new hopes for the treatment of

EGFR-mutant NSCLC patients.
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F e R F 524K (epidermal growth factor receptor,
EGFR) FERZAE /N AT 4% (non-small cell lung cancer,
NSCLC) B H fe it WYUK FE N 2 — 1, I 4Pk, EGFRE
ARV EIF] (epidermal growth factor receptor tyrosine
kinase inhibitor, EGFR-TKI) WY EEl N
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2G9N -13 4 H R LR FAGPET 25341, TR mi g
BT I LA XS T2 1) A A o SR, SR dar B i AR P AET
Z Ak (programmed death-1, PD-1) & Hfig{A& (PD-1 ligand,
PD-L1) M fiIGAI7E Mt ia 7 s S pl vk ik fre o), B LA
EGFRZEEZENSCLCHEE, Rl M2y 835 17 RN 1
DU ANTE AE o WIFFE R IE AW R 28 H AR X — st 0, 5
FHIR L RIR YT 45 R4l A — ., HETHYIESS 78, EGFREE
5 B PD-LIFRIAHAL . IR A b e 2R A8 e g 58
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1 EGFRFETENSCLCEEPD-LIFIEIER

ARk, NMITREGFRIEAE B PD-LIRIN GO HT T
ZI5E, AR M ESL, EGFREEZE MIEAHfIPD-L1
Fe ik AKF-H39.5%-71%719, T Gainor 2 MIFFEAf e 3k KEAL
F119% . —SERERISEE B /R EGFRZEAE W] _FIRPD-L13R ik,
TR 2 G g2 00 I 84 e S IRE T Il 151140, Chen®02f1Y)
IR SR B A2 K [H ¥ (epidermal growth factor, EGF) [l
P 195N BRAFI20 Fh 55 548 4 AT SIH EGFR LA,
Wit J 388 1o S % (p-ERK1/2/p-c-Junifi %) FiRPD-L1
Fk, R TAMM T, WinA B FRIAR P TRIZE
YAl ) F PR PD-L 13 1A A 4t v g 4 i S e RS [l
FE, LinSE Lo — IR AT s, HEGFREFAEFUAALL,
EGFREZZ A 22 335 B =K V- PD-L1, 1 FHEGF R T
A RINSCLCIA M€ R PD-L1# AN BF 58 WA TESE,
e (gefitinib) AT 1 4% 7B (nuclear factor kB, NF-
«B) {5 il % FPD-L1K X, FIRERU N TRIZG PG YT e
BEMIHLE Z—. Zhang S5 UEBHBEIE I EGFRIE R v] 38 1o
FIAMMEA K6/ Janus /(55 7% SR /N2 M iy r e Sl
15 HF3 (IL-6/JAK/STAT3) {5538 #% [ 4 PD-L1
Fih . Akbay TR/ NS RN & BLEGFRS L ML R R ik
PD-L1, - HAEM# FHPD-1/PD-L1# 55 M /N, /N
FEIG I TAISE A, 4278 S8R 7 7E EGFRSE L g v il RE A7
TERTEVER

SR, 5 3 22 FUlfe PR A 5% {8 /R EGFRZEZE X PD-1/
PD-L 15 S B R AR, XFPD-L13 IR A7 7E f il a4
FRUvsel A0S 4, 8 574 i 98 £ A HCHE AT B meta 53T
7R, EGFRYFAE A 558 R IR PD-L1 R IR A A B2
255 (44.1% vs 36.7%, P<0.05) . Dong 55U 15 1A/ 573,283
51t i B A R AT R A3 BT A s B ARTRI 5 2R (P=0.02) o
HE—ESE, BFFE SR I T i SRR 2 L3 (The Cancer
Genome Atlas, TCGA) I A& ilif# /32> (Guangdong Lung
Cancer Institute, GLCI) B PRFErPNSCLC 3 s HE A
AmRNATE . PD-L 18K [ 5055 4140 A5 DU FH S AH 25 11 [ 1)

(reverse phase protein arrays, RPPA) , F-XJ255%INSCLC
FARRAMAT T A A Sangerill 77, [RIFE &I EGFR
AR B HPD-L1R A R IR, EGFREFAEZPD-L1
Feak s B L) i3 TR A8 4 (P<0.0S) D), il
Haratani%§ 74007 T TRITGYT IRIBER HE I Jo 40 2 5t

(nivolumab) G771 HYPD-L13& k150 L H 5 T790M

KRB Z RIS R, 4550 B /R T790MBAPE - E T790 M FH
PR RE A PD - LI FIGYT Rk 45 (h A2 PES A3 214
.3 H) , MPD-L17KF2109%5E > 50% H Atk 82 240 A L]
BT T790MH M B . iX—HFF R T790MEENSCLC
24 58 5, 4 )2 R REPD - L1 B 1 36 35 Y R 3 A e el
SRR PRt —E A
AR B 5 25 A0 P JE T RE S LT AT X

PD-L IR AR FAE ARG Y S B ie220; B g 2m At b,
TIL IR ARG I PD-L1 ) 2R IK 235 it 4h, fiff FHTRIZS )
Vi) 2 i 245 f o R a2 RS R AE B A M2 . Gainor 1Y
(I 5E F 38 T TR IE FH RS PD-L1A AR L A5, B /R TKI
IBIFRTPD-L1761K>1% . >5%F1>509% 7051 24%
169%F111%, T TKIATT )5 53 ) 1i31% . 29%F114% . 28%

(16/57) BFAETKIMNZY G PD-L1# A KR A sh A M2,
Hod219% (12/57) Fik B, 7% (4/57) Fi5 FE. LA,
PD-LI* (£1k>5%) 55 CD8* TILsiR (224 ) [F]if H BLAY
BETEIRIT A AN (11.69%F12.1%) o Han“F 2O 5¢
132 JREGFRZEAENSCLC B H IE R B it 2y J5 5:5438.9%

(7/18) MR 4L h PD-L1 335 B & . X 5 Jiang 5509
IR SE 45 R 3, 76 RIS PRR ikl P 2 o BUi M [ R 4B

(v-raf murine sarcoma viral oncogene homolog B1, BRAF) S
R AR R B IR T 2 5 G R 41 2 & B PD-L13R
IRHGIN, 25 RS TR 25 5 R 4 4U% Az Il it b R 5%
ft (mesenchyal epithelial transition, MET ) DA 2 FiAPD-L1
GeREANME, BANR T T ML (regulatory T cell, Treg) %X
AN 5629, EGFRERZENSCLCH F 1 FTKIM 24
HIJAPD-L1R A KR TILIRE & A sh 5484k, #5 280
PD-L13RIA A/ B TILIRE 0 B3G5, PTRE AR — Lk i
BT 5 2 PRI 7T A T

Ak, — 2RI AERF ST EGFRIR S S5 PD-L1K 1k >

(B AR DG, AT 0 I IR 28 A8 1o (tumor mutation
burden, TMB) , JIR (A5 H b 58 A i S oAt 73—+ 1 e 38
I3HT. I, 285 % JE EGFRRZE BB HpeR s, HHahs
DTS 24 ) ) S S SO AR AU X AR PR G T

2 EGFREZ NP EEHEME B RTS

2.1 EGFRZZFZNICDS T Migd i g Hh iR i it ik 12
2 PR A0 M EIE 52 5 NSCLC HR % AR A7 M e 2627) ]
FE B R 00 B B8 06T OR B LAY bR 2, 2 bt
5% 7R EGFRESAS KL A 5 g (A rh TILAR BRI A DG

Mazzaschi%E P 5% & BLEGFRZE S # CD8* FIPD-1* TILZH
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U b PR ) % I 2 /D, Dong S5 U6 8 VT R GLCIEK
P JE P mRNA KA AE BLIIE S EGFRZE S R P CD8* TILW
SR TE AR R (P=0.031) , FHJS7E2SSHINSCLCTAR
Pt & BUAI ] 25 5 (P=0.003) o AL, XFGLCIEL
PEEPD-LIFICDS TIL#FA T I G4 I i /R, SEGFREFAE
AR, EGFREEZZIALAMEPE (PD-L1/CD8 TIL) Hfi fit
Z T AUEYE (PD-L1*/CD8* TIL) Fefii] (P<0.001) 5 [AJFE,
XUBAPEZHH EGFRIE ZAE I L 2 AR ACE, AUV EGFREEAS
2B ERKF (P=0.005) 1, RIHEGFRFEAE HF IR i EF
BenlREMAERAERY . Gainor F UV [l B AFF 78 tAIF S 13X
—pi: EGFRZEZE U PD-L13 ih it S TAH IR e Tt B 1448
ik, HJLPFBACDS TILIZEFPD-L 1R #R A 2L H B
Jpa il Haratani%E U725 R /R, EGFREEAL [BH PO gk
BABUA ROV A RINCDS TIL% B B 5 34k, T790MFH M
HABAYE B CD8* TILs B A, HT790MBAME:ZH
PD-L1/E7E3k (210%) FlECD8* TILIZNE (=HE ) SL77 3
R 2T B [20% (5/25) F14% (1/24) 5 12% (3/25) F14%
(1/24) ], T790MPBAM:4 & FOXP3* TILIHAL R E LT
PHPEL, 7R S EiRy T nTRE T 790MB M 1 T A — 2k itk
¥
2.2 EGFRFEAF M Treg /i Tregie—2XT A By Huy2 S it
FOEEEAE A, TR %10 (interleukin-10,
IL-10) FiEEALAE KR F- ( transforming growth factor B,
TGFR ) H5 Bl 7= A= S e P 45, 55 CD4* TAA L |
CD8" T4 ig F NI 7™ Az (4470 ek g 25 1 1, e LA Jieb 92
FEH Treg 20 i i 200 38 # 23 B W i G132 Huang 5533
FIBFFTUESE, JiRE TP EGFRZE A8 3 R A L A Treg 41 () A=
B, I A PR R S R A AN L ) e s, AT S e B 9
J7 R W BIRM, NG SR FFoxp3 & Treg ZH i I fig
PERRE SR o Wang ZFBIFIY R B, M JRLA I -3 8
(glycogen synthase kinase 3, GSK-3B) AJ H 4\ i 1 - I
H 1 (B-catenin) FNFIAHAEIMRELIE /ML XL (Bel-xL) 14
ik B NI Foxp3 B MY RIE, HEMHIH Treg 4TI BE 1M
TEZFh R g e rh 228 55 F R B RGJE 2 1 (amphiregulin,
AREG) P, n]ifi i EGFRI5 5 FAGSK-3pEE FIMI& 1, 1
HFoxp3 25 [ Bl 5 B 2 iﬂ:ﬁﬁéﬁtT§TregéEH@ SHE
T IIRE . HarataniZE 07 & ILT790MBH 4 £ 45 ) Foxp3* Treg
gl R e € A R G g oY 3 Y A N e R
FEHbes WL R R R EGFRIE R 5 IR R 55 v iR i 1
Foxp3* Tregfifffi%5 />, [N EGERZS A AT LA I Ra oA S5
TregZHMl S ZE RS, A2 B A1
2.3 EGFRZZEFZMAMME IR S MR e T

YA HE T4 2Ry (interferon-y, IFN-y) AR 51l iRg 4 il
ST 53 S A AR E A N B2 AR | A A G g2 4 it
BRI R R s N S B I L e AR ey GTAS
ChenZE 02 AIF S /s 8 FHTK s AR B TEN-y A4, iE
SZEGERZE S X} Mg A 58 P IFN -y A7 — 3 M il VEH
CD73n{EF ATPAE SR 1T, 38 5 AR 1T 55 LM Treg ZM I
Feik, BOAR IR A R G A T B, LA SR S A
TR ES . [FB, CD73MRIAATHEEGF I, W HTKIs/S
CD73tH 4 /b, 20174FEASCOHIE B — I S IR BT T
TCGAMCP1108% 4%, X EGFRZEAENSCLCHE EPD-1/
PD-LIHHIFT R0 22 o W58 X B E AR A mRNAM 545
R BRI B EFAECD 73R R A FIIFN-y K5 MRS,
R T AN HIETT R A EER A AL AF58 A4
H T B CD 734157 5 TKIsE{PD-1/PD-L Il 5Bk -A 1
AT REME, AT 24 BTRY TR AL TR B

AL JECDS TILANHIFAIIEN-y Y NI, i TregZi
MCD73FE A/ LI, #FRHEGFRRAFEAFINSCLCHE
e SR B8 S RS T B, R SRORE AU G R R B
SRR F I AR E R R, BRI Ry T
AR 25 A0 A3 AL o Xl 3 S R 3% 5 e e A T B
PERS BT O IZ I BB IR T IR AR, AnAN Treg 20 |
CD 733157 B 4 4k CD8* TIL A il J5 P16 2 e 28 100 1 541
%,

3 EGFREZFNu e 53 2E fafar

Jieo 3 R 4 ) AR 2 — A B AN LR R, AL HE
DNABA G, 9533 PR e 15 S I S DR s 46, (b v
A B R ARSI o i /R TMB A S iR 7
RACHION (4 B A A= b s, P Ak ot R R R 4 2 X 1y
RAL BB WP RIHT MBS, s 7= A B e i 2,
5 Bl e S AR, DRI X S B IR T AT S SR A R A PR
AN RS ANEGER . BRAFFITPS 32878 1 & NSCLC L i 7t
FESRSh R, HRTIFIY B os X J8 e SR 58 A8 i 2 HOn)
GPERYT ROV FRAR,, T /D B TMBR] RE 2 o —FP B 2L
M,

HarataniZE V7R AFSY EGFRZEZF NSCLClit 245 5 i
PR AP OBIT TS BB TMBZ A E 2, BRI A9
Bl (LR 3BIRIATT AT SN & M6 Bl e ¥ ) 3EF5 T
SANEF A, 255 8RR I B P AL TMB
101, H X284 24 I A I TMBR 3 o T 0 g JE 3,
{HT790MZ AR BH P 55 BH: £ =2 A1 B 8 22 e [,
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Spigel AU 78 L fi /R EGFREAE B LA IR TMB., FH It
I, 5553 FE B PD-L1 s 2% 15 FT TL e v i {928 o0 o 541)
S0 25 W] BE S ART MBS B AR IR Bt b %5 UIAE G, Bl
J& TMBZE EGFRZEZENSCL CHt 3 il 771) Js2 1oz FA) 52 il A
Wi5 [ T A5 55T . Dong S5 0943HT TTCGAfIBroad
BARER B, ENTCGARHE EHEGFRIE AR (ST
19Del, L8S8R. L861Q. G719X. S7681; 225 i HA{E Jy
56) FEFAFITMB (72 it thAVAE S 181) [A]/F7ERH 2 22
55 Broad B4R {2 /N E GFR M A= A 28 2% 71 fif HR 57 350 HA i
T RAERL (209:59) o FHESEX—WLAS, BFFE A G335 Xt
GLCIER 5 2 1 8 S il Bt s 320 4 14 R 2HL 00 1, A5 HAH
[ 2516 (EGFREEIR Y Az 7Y 55 58 748 U (14 5 AR B fap H B L Ky
197:162) .
H Hil % TEGFRZE 25 5 T MBI A S MBI 58 I8 78 AT
o, R E AR E (microsatellite instability-high,
MSI-H) | 55 HEH 6k (mismatch-repair deficiency,
dMMR) 7E5 383077 H B VE T2 AR SR AT 58 Hh /5 A W
TR IEB 5o BLAN, B8y AT H Al Vs 7E 1) A= W b i
Yy, UNT A v B L A I 20 AR R A 2 g A Ak
(multiplex immunochemistry) T AEEGFREAENSCLC
BE P TRARE

4 BERESINHIFIREES N A/ATTEGFREENSCLCE
EWHARER

4.1 SRIERLA AN R AT SR EGFREEZLEFE N n]
SUMANS CLC A e A A s 4 77 A0y RS by, 6T Bk
EGFRZBZEIEH 3 R PD-LUIRZR A | S Pk S e R 1%
FARTMB A 1Y S e IR, il 19 22 i R iU s

2R Rk N ifr bk as, HEIFRBCE .

CheckMate057iR 3 > FIKEYNOTEOL0IA B % — £k PD-1/
PD-L1#iI 7] 5 2 P38 (docetaxel) AT NSCLCHIIT R
HEAT TR, SR R, B EGFRIEZE I B 18 BUAAT
] (overall survival, OS) |- JGiZ \PD-1/PD-L Uil 7] 3K
5, FE IO ] (progression free survival, PFS) [
EFTZVIBTE, MEGFREFA I B HFEOSHIPES BT
AR AZ 55 o B il R AR — TN A 28 6PD-1/PD-L1#1i
FIEST W3 e a8 1) [l B 2 A 4 S 7%, FEEGFRIEAZ Y
%%‘%ﬁyﬂléﬁﬁgﬁ (Objective response rate, ORR) 11%]5%0

Gainor SR A S8151 F8 5 1 (BBt 23 B b, H ROCTE T
{fi FHPD-1/PD-LUIMHI R M EGFRE AL %, I HEGFR
PPA: AL, 87E 4 FR T AU PES FTOR R PRI . X7 AL

(IR FEANAU T AN A 22 50055 {51 P 1 DR X 38 A 255 5 2 A o
K, AT TR 48 AR 21 E R 140, Dong %0
I TR ST (pembrolizumab) JAY7EGFRRE AR
NSCLCEH By ML AL, 115} EGFR-L8SSRIE L ifi fif i £
%, T, PD-LIBAYE, CD8* TILERHRE, Z9A57 21
JEB e 18 2 RIE e 5 73149 J& EGFREE R 195k i - Bk 2 11
ittt g F 3, ASWR AR, PD-L15®PHTE:, CD8* TILE: S,
FEIRYT 3R, 2B E L TR 25 H B ARk &
X PR g6 A B (] 41 8 34 2 /R EGFRZEAENSCLC 8
H ST R AN AN 2 R HRAE AR 4 SR

SRIM, Garassino I ITAATLANTICHF T B
/N, PD-L1R XM i$25% . fAAEGFR /ALK R,
AP BEIR T Th AR 45 o IZFSEX 2014 4-20154F 1 [A] 44 4
151 Joy S B A AT PR A TTTHINS CLC 64T TPD-L1
HIF (durvalumab) 677, 458 B85 ZEFIAHE,
durvalumabn] ZEK B APESH 1L 1170 H . (HEAMAIE, X
FEGFR'/ALK'HPD-L1FKAHIEINSCLCA, — £l
durvalumab{IAT7 N & AT 1512.2% (9/74) , FHH H2 4
P 5 HABPD-1/PD-LIN I —0 oA o, 7 A
durvalumab 21/1J1)5, PD-L1& A M i1 25% Y EGFR' /ALK*
BEH, ZATT RN EFEHS6% (5/9) 5k ek e AAT,
MPD-L1R MM T25%HTE AT PR BN ) A A i Je ol
XHE7R, MAEPD-L13R A I AT BETE S VR YT R e 5 AT
Z I IE G NRE, MCNMEGERRAL B H AT T 1677 4L
T A= bR B, ABATS G i — 2P IR R LA A PD - L1
1B DA K 5 HA AR 28 ) BB 5 10 FH o VS it , ik TS
AILREAR R B, SEo IR A B At v v R, 20
[ SE 6 R 22 5 (A A Ge it 2 MBORARAE ) nT fE R
M 52 55 25 5%, DR B iF — 25 X EGFRY /ALK 41 E 17
SERF RS HUR, & BB BE DT RS R — 2, FA S
SRS B A T8, LAEEGFR /ALK 5 EGFR /ALK
NSCLCH S b FF LI & AR L e, I 5 Fca 43
HrdurvalumabiG¥FEGFR* /ALK H 3 (1997 25 TMBIK AH G
P, AN EGFR B E Bk i 5 T790MIVAH I,

EGFRZEZENSCLC RN e A6 A i 41 il 550 97 2
RV TG Z RS RAFAET G, BARHRTZEW AR
EGFRZENSCLCHE A Sk xSRI T RURAME, (HET
— ST ORGSR A SIS FEGFRSE AR
FEE YT R, LARAE AT REAYYT AL IR 5 PD-L 14 4 Bl
R AT LURS B 22 R A7 2 S IR AT (AR AR S T
4.2 FPERG A SANHIFRIBES TRIGY P BIBFSE E R TRIA]
VI EGFRIEAENS CLC Y P [ 25, {H38 H 7E 91 H
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3N H R ARG 2 LG B4, AHEET 5, S s A S 41
il 05 s e g A S RS R BRAE T, AT el
RENFF LS. AT, EGFREEAL A W HILPD-L15&
IR VA ART LR S 1 S e SR BE , X B S8 A6 A
I 0 25 AR AR o — e 5 R B T RT3 4 e H 82 1o
I, DAL ST IRE 5 P, AT 58 A8 % PD-1/PD-L141]
Tl 3K 25 JLag sl Pl AT REA : D TRIATHE R F 2 41
MM E AR (major histocompatibility complex, MHC) If1
IR IR, $Em it 2/EHY; @TRIN E {2 Foxp3
o B8 R Il 553 Tre g A ML AR ST D RE SO, AR RIE SR I B I 1
T RIA] 0] ek A - AT e e SR 58 T Tre g 4 L1221 5
GTRIAHE TR A0 A B TR EL 4l (cytotoxic lymphocyte,
CTL) - FHIRI BT R TG, WD TR T, 3 INIFN-y
FrAbsus I, A OGS IEAR KT, IRRE S
I FHTRIFN G 2 4G A s AR 7 380 S B L

IbIITATTONM ST S HEAL T A JE K 5 durvalumab
IRJTEGFRZENSCLCIHYYT &K . I H & 73 A TKIV)
G GRsY 7)) Ml GRE IR, 458 8
N, 2B E A TRUAYT I EE T, 1261]35PR, 9FIAENE
Fa5E (stable disease, SD) ; 7E10 TKIYIGHEHH, 843k
PR, 2ffli5SD, Gettinger % SHIPAl 94 FAHTHL 5 LI
JEIRYTEGFRIEE  ALST WA MM IANS CLC AR (97 24U A
e, RIREK B A TRIVNG 4L (1) FEYT ST 25
41 (206) o R BN, BEORRNLI9% (4/21) , L
FFLERTE] (median duration of response, DOR) Ak #, 24J#]
PESHS1%, VA EAEAEH3R73% . HrP TRIVNA 15855 15
PR, DORAT72.3); JEIE RN L2015 5 v,
15% (3/20) KPR, 45% (9/20) FefES 7R ASD. LA,
AR (adverse events, AE) TE R[22 0 FIN, WA IGIT
FHIC R B, 3-4Z0R P AHICAE N 23.8% (5/24) , 19%

(4/21) EE B TAEHILIAYTY, RAEZIAI TSN E

PR, (B2 SRR UT IR, WA BB D, it —
R AR S ATA X AN BRI ELE S 45 TRZ
W E I I EGFREE BE IR G 1 I TKIHE [ 254 5
B2 A AN, A HA BRI T — A TKIE ) 24
Y1, IEHA A RE S BURK I

AR, BEPEAE R BB — A2 200 B i )
— I S EAL TR JE B A BT R BR B4 (atezolizumab)
He Al 25 R Bl W3 -4 S AR R R RN TR
%5 % Ji# (alanine transaminase, ALT) F}iEr, iZWE 5T o4&
MSHAEKR A M TATTONBFF S B /R G B4 2 e 5
durvalumab A 2B 45 38% (13/34) AR5 H B0 Joi A ki 2

g [ H& A%t S T2 A A B e (2.9% ) 8l durvalumab
(2%) 1, H15% (5/34) R3-42%, S9%EH HTAEMZA L
GBI —IRF9E 45 1201544 H 201743 F H[H]$£20,000
BIEGFRIEAENSCLCEE MY FORISS, 5 /i ] Sk i s 1)
KR TRARE T 114.8% 5 1£5,77714232 EGFRIN i 71
B 54.59%; TES,178614% 32 PD - 1IN AT i B 5
H156.4%; SRIMAE R A it EGERAN I AP D- 140 il 551
BB A R iR 28.7%, WL, PRAEIDE A (o R & A T e Al
P R4 5 1750945 RIIIZ S 58 & A, EGER
A IANSCLCH N B HE I 259 | iy LA S D
R BAPTEEPTMAE AE BL 259, PD- 14 50 a2 1 25 6 A
AR A I EFE
H HT 2 W0 A 6 24 I PR 6 1E A E A T, ARk
25 il DR A R A (D 24 %2 4 PRI R0k ()
AITRASRT, AR X5 G O TR A S AE; @
2R O R S il s FD s 1 & A okl e, HL R
A NFETCHETI , ATy A5 R R i SE AR ST A A7 50N o
PERON A= b5 88, e R TSRS A M ETE B

s REERE

LA, FFXTEGFRISASHE [ 259 TRIAENSCLCIRYT
HR U R, (A ZBUR BTV A A R 2y,
TBIT T RIER G TAMN T SCTE . ST, 22T 3E Ak A 5%
SRR TS R B P, FE sk A 2 52 4l
BATH RSN LA B /R, EGFRIEZE LR ] B8 1% il PD-L1{I%
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