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[ Abstract |

immune checkpoint inhibitors have become a research hotspot in this field. PD-1/PD-L1 inhibitors can reactivate the host’ s antitumor

Immunotherapy has been playing an important role in the treatment strategy of lung cancer, among which PD-1/PD-L1

immune response by blocking the PD-1/PD-L1 pathway. Numerous clinical studies have shown that it can significantly improve the
clinical endpoint of multiple types of cancers, including lung cancer. Based on the results of various clinical studies, there are four PD-
1/PD-L1 inhibitors -- Pembrolizumab, Nivolumab, Atezolizumab, and Durvalumab have been approved by the FDA for the first-line,
second-line or consolidation treatment of non-small cell lung cancer or small cell lung cancer. This article reviews the progress of PD-1/
PD-LI inhibitors in clinical trials of lung cancer, including the efficacy, safety and predictive biomarkers of single or combined drugs,
in order to provide evidence for the clinical application of lung cancer immunotherapy.
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FEHRALR 10%~20%"" o T 9 32 2 AL 45 A /N 248 it
J& (non-small cell lung cancer, NSCLC, 83% ) Fll/N 4l
JE i 95 (small cell lung cancer, SCLC, 13% ) , FL
NSCLC LA AN 3 23R 97 F Br, Jay s 1 101/ 20
NSCLC K SCLC EZER LYY T80T HLIRIT N
FHAYST TB AL E AR AN B T 4F
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PGS T 3244 1 (programmed cell death receptor
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FE TR IR YT HR R B O S i vk e, A— L 43R
J7 BIILENRYT , Seiny T fEmie MRS HER YT
I E RIS AREREA 28 PD-1/PD-L1 411
TR AP RLE , IEX AR I RIS rh A af F it
TIARERALEZE , B I T2 1R 7 A I AR N FH AL
el

1 PD-1/PD-L1 94 =2#1EA

PD-1 52—t iy 288 NI RR2H Y 5 At i
FROC I I M2 2 A, 2 /R TR T
20 (AL CDA'T 41 . CD8 T 41 ) | 41754 T 4 ffa
(regulatory cell, Treg) . B 4 ffd A 54K 41 g (dendritic
cell, DC) . H %R 3 i 20 i (natural killer cell, NK ZH
JRL) EAAZ AN M A A B R T AR A AR R N 2
PR T AN BE . PD-1 M4 £ 45 PD-L1 1 PD-
L2, PD-L2 FEAE AN DC F3RIK HTERE R
AN FRIBIE F AR, BRGSO, PD-
L1ZRIK Rz A2 MR R i 40 i 2 R vh Ay 3k
I8 G SRR AR (T 4 B 41 . DC B W21 i)
A G i A R 2 2 A M (L iz 06 L P9 R 2 I
ANMIEE)  IFAESAERNE T 3R3k B

TELAEFACE T, PD-1 5 PD-L1 455 )5 , i i i)
1) T 200 L 5 75 T A 0 T A A 5 &R T 4
RS B, i AT AR D T 20 B ) 22 D) R 40 i RE I T
A, AT PR S SR RO o 3k — IR A T
FAAS =GO TR (NS R RS B=e G N
FI B o) il F 24 . Ik, PD-1/PD-11 i
B E 7 A IR R 2 2 B RN IR bk 2 4 2 4 7 44 i
e SR 7]

2 PBhiEg R kiE K PD-1/PD-1.1 #P &5 B 4E BHLE

Dong 25" HIFFT & B8 PD-L1 78 £ fith 92 20 Jifd =
YDA B S A0 i ek B, G SR 0 R IR
B 20 B A R A O )N B S BRI S /N B
e v 2 T8 14 PD-L1 38 1 Jievged 52 g 4 T 240 e 1) 78
T2 R TR IR A . X R B PD-1/PD-L1 3
%2 P8 S P R VR E ML, P A e v S ek b
P& B PD-L1 (%) 235 bk e Wi i o I Ay 20
it AT 3 5o R AR LA 6 3K PD-L1: — & S RS 4k
P, BRI FL S g b ) 2 R BUE (S S S A B
BT AT B A Y PD-L1 3k i Tt ik, 5 R
i G OG5 i Ny P e IR, BB IR s
I 2B T P A B R AE AR 5 (AT R y) 175 519 PD-1L1

FERI L TR R BT IR b L A (-
mor infiltrating lymphocyte, TIL) 52 3| {988 371 J7 1 £5
S, 2 PD-1 Rt R0k I B AES 5
R A T ) PD-11 23k, FEE80E PD-1/PD-
L1 %, T35 T 41 i 2 BE A9 5 0 S IR A
PRGOSk 534, Noguchi
SEUBETE IR KB, SRR A ) PD-L1 2 A
9o 8 3 1) SRR L (H LR Kk BT 40 Ry AP A
RN, 1171 = 2006, D0 e A DG L W 240 B (-
mor-associated macrophage , TAM ) J& 45 PD-L1 215
) T EORYR, S T MR A TP A S IR S
TIL H PD-1 25 MR AR e fis 2 4nfigh PD-11 5%
TR R S 30 g B T 32 A LA SR A7 9 2 i
SR T SRR , PD-1/PD-L1 400130 1 32 111 2
22 I R T oA AL 7 I S BT PD-1/PD-L1
108 % ) AR RN T A0 B Eh R L BRI LM S
WERL, FFAEZ R REAE A i RIS b s AT A B Y
GEARL

3 PD-1/PD-L1 3556 7 B 89 I R 6 SR i FE

PD-1/PD-L1 45143 & PD-1 41 i 51 11 PD-1.1
AR, © T PD- 155 €248 Pembrolizumab |
Nivolumab, PD - L1 i %1 7 £ $F Atezolizumab . Dur-
valumab Fl Avelumab, HATC IR T 25T PD
-1/PD-L1 #5006 77 fifi s 0¥ s IR B 52, 843 PD-1/
PD-L1 1 57 £ 22 5 156 £ i 28 i i B4 21U (Food
and Drug Administration, FDA )t H F HEr AL
—2 EIRYTEILENRYT
3.1 BHINSCLC %77

H1 T B 2 DA IR, Z2 B NSCLC (%
S Wy B e , 29582 M NSCLC /Y 40% , 5 4F
AL R 13% 3125 104F 4, B NSCLC 1t
1697 7 SRR B ALY A TS R R Y
S, —E T B TR AR A E R
5 IS I RTIAN W s A 1 Je g T 245 452 1) RBUAT ) 135 10— 2
fifpe 2t AR, S EIRYT B W E M NSCLC /Y
HIT P R A
3.1 %

Pembrolizumab &% %} PD-1 i9 N AL [gG4 H. 578
REBTIAR,  T b W1 REFSE KEYNOTE-001 2 R BT A
T Pembrolizumab 2 47 W 1] NSCLC 1Y A &V #l 2
Ak, I K BIAE PD-L1 Rk F s i B rhy e o
-2 2019 453 E I PR PR 27 2= (American Society
of Clinical Oncology , ASCO) 218 /a4l TixMWF5E Hy
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54 A A7 (overall survival, OS) FIZE 4 PR 45 5 4
F20184F 11 5 H W5 HL R 32 T 550 141 16 41
NSCLC £, Hoh 1034 101 4], 2834 449 il , 5 4F 0S
KON 23.2%F115.5%. 4 60 Bl FH 7 T=24F
Y Pembrolizumab J& J7 , 1% &l 70 & 5 4F OS K N
77% , & B fi# K (objective response rate, ORR ) A1
85% . SFERTEARIMETST 221G YT AU AR AH L , Pembroli-
zumab R B B 1) OS el , Foh pia B R B
o BEAMEIHT AR, T1% H BLIATF AR A B =14
(adverse event, AE) , 13% 8 3~52% AR, 17% 4 433
BIES T AR, SV e MErT sz T/ I R
WF5E KEYNOTE-010 £ B ARFEARY LR - (n=1 033),
XFH T Pembrolizumab F1 22 PO 3§ — £k 747 PD-LI1
FHM: B 3] NSCLC /997 2%, 25 5% B 45 PD-L1 W41
H, Pembrolizumab 2H #8 22 P {h FE 4H A 2. & OS 3k 25
(10.4/12.74H vs. 8.5 H ), PD-L1 £ ik=50%+# 1k
% B 5k, i — 2D % Pembrolizumab ¥7 % [R]
WHE7R PD-L1 ATVE A7 R bR a5 42 . 2015 4
10 A , FDA it #E Pembrolizumab F T PD-L1[ i/ 21
Ji FH 4 HE A1) 438 (tumor proportion score, TPS)=1% ]
NSCLC i) —£R3A97 o 7E Pembrolizumab —Z8IRY7 4L
FAATE E r AL L, — I AR 5E KEYNOTE-024
B4 Pembrolizumab 546J7 —2869T PD-L1 £ iA=50%
UG NSCLC RSP R80EAT 1R L, LLJCHEJR A A3
(progression free survival , PFS) WHF5Y FEL 5, 44
RWIR, 5AEIFAH LG , Pembrolizamab 1 25 $E 4 fR 35
PFS (10.3 4~ H vs. 6.0 1~ H ), ORR iy 44.8% vs.
27.8% ATATHIA AE %425 73.4% vs. 90.0% , UFTE
ZHR 53 NFE Y Pembrolizumab HA HU4F (197 204
Lo BT ST, FDA $1E 7 Pembrolizumab BA2%
FHF PD-L1 331K =50% 1Y I3 NSCLC B —£3IR77 o
KEYNOTE-042 J2& 1 1 L 0S 4 =& 45, %t Pem-
brolizumab F1 & A X2y (b )7 — L3677 PD-L1 Rik=
1% H. TG U YE EGFR B ALK 28 748 14 i 1 /4% 5 1k
NSCLC iy L3I RO 5% o i W 52 45 2R R 7E 34>
PD-L1 % ik A B f (TPS=50% . TPS=20% ., TPS=
1% ) , Pembrolizumab ZH ) % 1k J7 4H . 3% #4E KOS,
PD-L1 3358 m 3K 1 B0 2%, 18 M H Z i R h
53.4% vs. 30.4% . WS SZHF Pembrolizumab .2
—ZRIG)7 Al SE i 2 JC EGFR 8% ALK 2878 H PD-L1 %
IR B BRI AL B M NSCLC g™, L EWFoE 2
H, Pembrolizumab AJ 7EMiHH NSCLC 1Y) — —ZiG97H
RIFEERH

Nivolumab tJ&—F$t PD-1 ()4 N AL IgG4 H.

SLEPUAR . 124, 200 G R A 58 % Nivolumab
BZGAE ) NSCLC By — A 7 h R sk AT 1
PPt o CheckMate-017 F1 Check Mate-057 P30 [ FRllf
PRI I 43 SITEAL T Nivolumab 7 I 3 5l #1151 IE
figk g v B RORN 2E A, 25 R 15 7R Nivolumab 2H X5}
b Z P FEL , B TP 14F OSSR K 42% vs. 24% , Zfif
F20% vs. 9% ,3~4 %% AE 7% vs. 55% , -85 v 14F
0S F N 51% vs. 39% , & f# K 19% vs. 12% , 3~4 2%
AE 10% vs. 54% , 3= WA 10 78 W 199 65l 30 2 3 o
H1, Nivolumab F25 —ZIAYT Y7 AR & 4 P34 1] I
T ZPEMbPE > 20154E, Nivolumab FR4EH T4k
7 JE 5 M NSCLC I —43R97 , MRS NSCLC /2
HRAE T A IR R R I e E A
HER TG RIS CheckMate-078 #2451 Nivolumab
TEARTT 5 1 1 391 JE EGFR/ALK 28 725 ) NSCLC
BRI FESR 25, Nivolumab 20 F1 22 P4 fih 5 41 v o7
0S4r5IA 124 A 9.6 ™~ H |, 5 &kt 45 R —
B BETZTEE 45 SR Nivolumab T 20184F 6 H 3k
o rp £ 24 0 B 48 B JS) (China Food and Drug
Administration, CFDA) FJ4tL#E , /E 0 JC EGFR/ALK %
AR NSCLC i 23R 97 , BN 1 AR AL
PD-1 4050 o 1 —2Z&36 7 J5 1, Nivolumab .24 i
KA R LE R . BEA: CheckMate-026 AIF5T 44 Niv-
olumab 5 & 414LI7 76 PD-L1 FHPE M NSCLC Hr iy
ITRCHEAT X AT, 45 3R 278 Nivolumab #46J7 TG
W @A H (7 PFS 424 H vs. 5.9 H , i 0S8
144 A ws. 13210 H ,ORR 26.1% vs. 33.5%) ,—%k
IBITIREE DLR IS4

Atezolizumab J&—Ff A\ U5 AL HE PD-L1 B4 02 fEdT
&, TG PRAFSE POPLAR K T 16 PRAFFGE OAK
X Atezolizumab 122 P il FE — 2397 M1 NSCLC
(YRR M T T 9. POPLAR 44 A 287 4
BT Ja e R R, 45 5 B R Atezolizumab ZH
0S 12.6 1™ , ZVhFELH 9.7 H ,08 F 5 PD-L1 %
IR IEACHE . OAK Ly A 35 1 225 f41], - 7E
[0 P43 M7 (intention-to-treat analysis, ITT) AR (n=
850) HHEAT TIF iAo 25 SRR IAXT L2 Pafh3E,
Atezolizumab ZH OS 1521 BH 2 243 (13.8 1 H vs. 9.6
), H 3~4 9% AE KA FFAR(15% vs. 43%) , 55
IR sE 45 1R — 3 xR R WAL 5 ik = A
Atezolizumab 7E{KEE TG PD-L1 T35 19 £ F G 3k
%2 BT UL WIS A, 2016 4 10 H FDA
FEHE Atezolizumab T NSCLC i) —£R3697

Pembrolizumab . Nivolumab 1 Atezolizumab Ff. 24
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TE W NSCLC YIRS 7 RO 2 4 1k B 4245 51
WAAT, I 5 FDA Stk i I B R — — 43k 7 .
e HE B ET A I R0 , PD-1L1 @ Rk i AR 2
PERZIRTT B EAF AR £ T RESE A
312 BRAEST
3.1.2.1 PD-1/PD-L1 #p ] F| BA4L 7

AU R AT ER T BA RV E AL
I T S GRPE SN, A 475 U8/ S 410 o 1 200 )
TGRSR PR PR, DL SR T A S AV E -
SR A R AR SEIE AR RT3 S R 2 i 1
PD-L1 {9235, R, K PD-1/PD-L1 40 il ) 54057
WGl REEA IR DU R . — IR AL 2 BA )
Il PRAFF 58 KEYNOTE-021 195 BB G BAFIZ4 3R i
7N, B R AR+ 1 D2 R ZE AT AR LE , I Pem-
brolizumab FJ 4 242 55 35 ORR(55% vs. 29% ) FIAE
KPFS(13.00H vs. 8940 H ), R UIHL S5 A T REZ
—FERIRTT R, TR SRR B, I
11 IR W 58 KEYNOTE - 189 Fil KEYNOTE - 407 %}
Pembrolizumab BX 5 bR ifE{b T — 23697 i 1] NSCLC
M7 RGHAT TP Rl . KEYNOTE-189 F5Y
S 4 A 616 191 JC EGFR/ALK 28 745 (1) 4% B M 3 i bR
NSCLC #3683, BEFL /3B F Pembrolizumab+-140/
IR+ % 5% 1 2 5022 R+ R BA/IUEA + 15 52 1h 28, B
J& Pembrolizumab B¢ B FI 4ERH1RYT o Th ARl D5 45
IR, Pembrolizumab B & 1R Y7 48820 4H i 2%
ok 3% PFS (8.8 1 H vs. 49 41 A ), 0S (69.2% vs.
49.4% ) , H 2 4 1k 1] 45 (3~4 9% AE: 67.2% vs.
65.8%) o ZIFFTIRAEXT PD-L1 3235 57 U7 5K
AR L, JEiR 3% PD-L1 3K 0], Pembroli-
zumab BEGALIT A IR 550 2019 4F 8T I Rl
Vi 8.7~ , Pembrolizumab BX& 0 T7 204 Fr2E i 3%
A AFAR R (45.5% vs. 29.9%) , i A ZRIRIT I PFS
(PFS2) 41547 W i Bt 36 (38.4% vs. 13.8%) , UESL %A
707 R ATEAR KRR b Bl 5 A P AR R NSCLC
BEMG )R, MIRZIE A R, S S 255
JiE M 2% (National Comprehensive Cancer Network ,
NCCN) | Bk M fifr 988 N Bl 2% 2 (European Society for
Medical Oncology , ESMO ) Rl IE S 8 17397 27 2% (So-
ciety for Immunotheapy of Carcer, SITC) 3§ Fd #f 17
Pembrolizumab BX 15 7 #1467 1 4 JC EGFR/ALK %€
AR AR BRIR NSCLC Y B 1 —Z3AY7 . BEAL WU |
I #4758 KEYNOTE-407 X} b T~ Pembrolizumab+-
FHHSAZ B/ A0 K SRS B N2 0]+ R+ SR AZ T/ )
KBRS PRI NSCLC B Iy ak, 2551

WRIBE T RAEEHE I R, H 5 PD-L1
TR,

AR, LI AR5 IMpower130 Al IMpow-
er131 23 HIPEAE T Atezolizumab F T— 43897 T EG-
FR/ALK 275 B3 AR IR NSCLC Ff I ik NSCLC
FIIT R AL A BEBE BEAIL 43 C 42 %2 Atezolizumab+
RE+GOR KA BE SR A+ GRS, v Bl 15 45
REIR  TER AR @R NSCLC 7, Atezolizumab BE&
FENAR ST A H B2l Ak T A B Y PRS (7.0 4 H s,
5.5 H)0S(18.64 H vs. 13.940H )ik , iz 5
Y Atezolizumab Bt G & FA AL T AF A W 101 E flHR
NSCLC [ —Z3R97 . Mi7E M B IR NSCLC H Y
PFS(6.3 1 H vs. 5.6 41~ H ) 3z, Horb PD-L1 & 3Rk
WAL R, BRI OS BGiT2:27 (HIE
ZH 53 M 7R PD-LI i 335 AHE AT BB OS 3k 47 (23.6 1
Houws. 14140 1),

2 |-, Pembrolizumab BS540 )7 7E M NSCLC 1)
— 2RI PRI B AR LS, HARSZ PD-L1
FEIRAE BT, B FORRUETRTT 8 . Atezoli-
zumab WA LI TAE MR AR B IR NSCLC )2 PD-L1 5 3%
IRAYEIR NSCLC H BAA BAF 751
3.1.2.2  PD-1/PD-L1 #p | 7] Bt 4~ CTLA-4 3 41 7] 2
R BT

PD-1/PD-L1 7l 350 11 2 i 7544 T 9k B4 40 JH A 56
P JiL-4 (eytotoxic T lymphocyte antigen 4, CTLA-4) 4]l
2 E R )2 I e KA i AR,
T 35 AN [ B AL A e I AN R B B, B
i FH AT BE 7= AR W RIRN !, 7 56 T R 0 IR 1 Ife
IR A5 3] T 300E™ . CheckMate-227 J&— i ¢
T XU G A A A AT ) SRV A TR Y7 I NSCILC A9 T
WG RIFSY , B 7E1FAE Nivolumab+Ipilimumab ( CTLA
-4 PR ) — 2B 97 B 3 JC EGFR/ALK %8 7% (1)
NSCLC B BYI7 R % 4t T T Il 28748 71
fif (tumor mutation burden, TMB) ) 4= 41 1 75 4 5%
o 53R BR5IFHI L, 765 TMB (=10 mut/Mb)
B T, TG PD-L1 23k 7K SE 1A, Nivolumab+
Ipilimumab 7] 3 3 7E K PFS(H 37 PFS 7.2 H vs. 5.4
A AE PD-L1 k=1 % Ry B F, al K 0S(h
£70S 23.0 ™ H ws. 16,44 ), ke e mT 1+
57— I b 9115 PRAF ST CheckMate-817 (491 2 4%
7R, [# 52 55 & Nivolumab+/)N 57 Ipilimumab —zk
IR YT I NSCLC (9% 4V 5 CheckMate-227 —
SR E AL PFS 5.8 H |, LAERFLEZE % 69% ,
FAF1 A1t TMB=10 mut/Mb 1 PD-L1=50% K H 3%
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g W FE . FRBIFEE E T Nivolumab+1pili-
mumab 7E B ] NSCLC —£36 97 T iIAE T, FF 4R
TMB A FH YR, Beg VA Dbr s g i

Durvalumab f&— e £ 4 | 55 5 A1) (9 $L PD-
L1 NG IG1 S reEp iR . —IBEHL JFBhr 2 )
I 3911 PR A 5% MYSTIC, 38 T —2 4 H Durvalum-
ab A BRI S Tremelimumab (CTLA -4 41157 5
WAL T IR YT Mo 0] NSCLC B I Y7 SR 4 4
P, W45 9 278 Durvalumab B84 Tremelimumab —
AARYT XS ST TS e, {H 2019 A HHE
fiidEs K 2= (World Conference on Lung Cancer, WCLC)
A I R 45 R 2R W, 78 3253 A B (PD-
L1=25%) , i MU e 5 T7 58 AT R S /0 JE 3 B AE
AR, AT BFTE SRR D RE4ERE LA S e A
{2 i o B A AT W]
3.1.2.3  PD-1/PD-L1 4] Al BR &4 dn B 3216776 I7

DU EAGTAE A hem A5 A s nFE my 259, @ 5k 5
1L 48 N B2 A K A (vascular endothelial growth fac-
tor, VEGF) 255 A HEAM i i 8 A= iS4 e e e 93
PE RN AR, DA AP A AT E 8k FDA St
FHFIAIT B AR BRIR NSCLC i —Z-3A 77, 1k
A ISR IR DA BT AT 1 8 G i A A S I R Y
SPRL ™ — TR iR 25 B B AIL I A AAF 5% IMpow-
erl SO PEAL T Atezolizumab+ DL AR BAF L+ 4+ 55 F2 1
VU5 HRK A —ZRIG YT R LAk IT i B Pk NSCLC i
FHImIRIT R, SRR IEARNEA RS, 1
FEAEA P A% M EGFR/ALK 2872 FHE Y 3, 5 1
BEAHTIR G AT AR LG, 78 DU R S AT i A
Atezolizumab 3] A] WL 3] 1 25 M5 A0 Il IR 3K 45
Hzz el 485 2 iF o8 45 R R, Atezolizum-
ab+ DU FRATE + - 41+ 5242 B0l iR 5 B PR R IR
NSCLC, JtH & JFF % B Al EGFR/ALK P 535 1 —
T R R VR YT I 6
3.1.2.4  PD-1/PD-L1 4 7] 8% 4B S BR BB 397 ) 71
(TKD) ¥e.& & 75

H A, TKIEE [ 3697 O ok B Al i 28 s A7 A
EGFR/ALK 3% 3 £& X 58 72 1) 12 19] NSCLC 875 19 Il
IR ), ORR J PFS #4847 i 242 i, Hif 52 vk R
U, AR T A R bR E— 2y 2 B
J2 , 20l EGFR-TKIIRYT 19 J & 23 ] 3kt e b
FRAET 24, FOR SLIR ST 1R DL BT 24P ) R £
etk . ZI00E R ATAFSE 78, PD-1/PD-L1 7E
EGFR 278 4l 2 rh 3Rk L™, Horb— 2 [m] st e
W58 238 T 7 EGFR-TKIJAYF ) NSCLC &,

PD-L1 PHM: A 1 SN % B fE R sl ] 2 OS #4755
T PD-L1 B X RN T HAT EGFR R /Y
EGFR-TKI i 25 NSCLC 24 , $T PD-1/PD-L1 f %353
7 AT BESE—Fh AT R AT, I PD-1/PD-L1 41l
FIBCA EGFR-TKIHE [ 3/ P HEA4E Tk

SR, — I 5 f2 5 3R HY I ARG 5 (KEYNOTE-
010. CheckMate - 017 . CheckMate - 057 . POPLAR I
OAK) ) Meta 73T 45 SR R , FE 2R 1) (245 EGFR-
TKIIRYT 8 fbST )EGFR 2872 NSCLC 2 # H, 5214
A L, — 248 ] PD-1/PD-L1 35 B 25 VA7 A
WM< 3 0S 3 25 (HR=1.11, 95% CI: 0.80~1.53, P=
0.54)" HPE 2 RYT 7E EGFR 28748 % i AR H
V55 A TS L AR 2 DL e B A

PLAESE , JLI R I PRAFFZE % PD-1/PD-L1 #1141
FIEK G EGFR-TKLHE [m]A 77 Bl R 7 SO 28 4k it
T TR AL . —300 1 MG IRIF 5 AL T Niv-
olumab X 75 JE 1% 5 JE 7E i ] EGFR %€ 7% NSCLC
F T RO e SR A 20 628 TKLIRYT
HEJE ) R L] TKI PG B3 . 45 2R s S
ORR N 19% , 2 )i 45 22 B ] E 4 2 60 4~ DA | .
249% W) B K 3% AR, 1E—Tdi H Atezolizumab
BCA B8 R 1A YT EGFR 2878 NSCLC TKI WA 4
(9 1 b WG RBFZE T, ORR H 75% , H v S v 43 22
[E]°49.7 4 H , Ho 39% 1 % HI B 3~4 2% AR, {HTC
[ JO P T 2 P Sy — 00 T B PR 5 % R
A Durvalumab+75 JE 8 JE BB 1R 9T 17 215 EGFR &
A2 NSCLC TKI#) 36 (8 5 H B 7 84T 7 ¥R A
Horp 1008 #2252 T Durvalumab+75 B R B S
IBIT, TN 0 B He3Z T 4 R AR e 2ih
T, Bt J5 3K A {8 HH Durvalumab+ 75 4R R 797 .
FELE A R L ALANES 2 41 1 ORR 43 31 A
77.8% F180.0% , #5652 4L B H T, A7 4 i TR 3~4
P AEZEIRYY o T b TATTON #F 58 ' ¥FAf T
Durvalumab B B PG4 JE 75 EGFR 278 NSCLC 4%
W e WSS A 34 B R, 43 i EGFR-
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