5529 % 45 18 11 hEMREFZZE Vol. 29 No.18
201949 H China Journal of Modern Medicine Sept. 2019

DOI: 10.3969/}.issn.1005-8982.2019.18.008
NXERS : 1005-8982 (2019 ) 18-0040-08

PD-L1 #P#l 7 7£ 3E /)N & Bel b 95
BITHHI R R

eE, T8
(MFEHBEZFS GAF, X 400042)

WE . AWML TS TEAA 1L (PD-L1) #7675 2257 52857 k@& (NSCLC) #—RE
KR, A2 THZ B ah e 2 A7 S Rk B RAE e T B AEE, B iz 7 R 22 20% Wi NSCLC &%
PRAER, 5EHEITHIER, NSCLC BHLESF N/ RIe@ib 7 BREIFO oM rTi, £5E4L
FF 2t A T NSCLC 7497 4940 PD—L1 254y, H3%iA4 PD-L1 3897 5435k od Wk &K B F 44 A |
Yo it Iy, ARG T B AR S gE s T AR 2 A0 N AT R

K . J&, B IRAE ; BRAPRI A BIRST R BT RR

RESES : R734.2; R3925 XERFRINES - A

Progression on PD-L1 inhibitors in the treatment of
non-small cell lung cancer

Mei-hua Jin, Yang Li
(Department of Pharmacy, Institute of Field Surgery Research, Daping Hospital of Army Military
University, Chongqing, 400042, China)

Abstract: With the rapid development of tumor immunity, immune therapies such as programmed death
ligand-1 (PD-L1) inhibitors play an important role in the treatment of NSCLC. Because of the lack of the definite
biomarkers to select the optimal responders, only approximately 20% of patients with advanced NSCLC would
respond to single checkpoint inhibitors-based immunotherapy. In addition, results from clinical trials explored
combinatory therapeutic strategies with conventional and/or targeted therapy reported a higher efficacy with an
acceptable safety profile in NSCLC treatments. In this review article, we summarized several anti-PD-L1 agents
licensed for NSCLC treatment, and highlight the clinical progress in the combinatory therapy of anti PD-L1 therapy
with chemotherapy, vascular endothelial growth factor inhibitors, targeted therapies, and radiation.
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/N9 (non small cell lung cancer, NSCLC) X} NSCLC ) SR 52 i % HA 15 ~ 30%”. 1fif PD-L1
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1 PD-L1 #l#I5 7 NSCLC &7 HrI1ER

Durvalumab ( MEDI4736 ) & —F & dE £ A
IgG1 x FyCRELAR, HApRFMEHAME PD-L1 5 PD-1/
CD8O AH&S 45, JFAEE T 20 U5 R B3 o e 40 i
TEIE & i 20 28, PD-1 53— ML AR PD-L12 5 4 SE AH
Ko T Durvalumab myit#PEHL 5 PD-L1 254, 1A
5 PD-12 46, HAUAT 3 B T 240 LR A Bk ik
AN, T LR L W 2H 2L A RE SO 8 KU .
&, Durvalumab AFELEFUAMRIG M A LA S 1) 40 i 2
PEAEH (antibody—dependent cell-mediated cytotoxicity,
ADCC) FIAMAIE SR A e 2018 4F 2 H
Durvalumab #% 3¢ & £ 5 F1 2 i H1LR) (food and drug
administration, FDA ) L7 T fkd7 S5 11 # NSCLC
AIDLENIRTT . ATONTA %5 48 38 — 350 T 399116 PR 52 6
(NCT02125461 ) %idl, s R R, 5L
FHEL, Durvalumab JLIE 77 A SE K YT NSCLC 835
AR TR A A7 ((median progression—free survival,
mPFS) ( HR=0.520, P=0.000), i 5 PD-L1 7E/
M R TE e, AN, Durvalumab 4R ZEZ
SAEFRAIG R AZ 22 U8 T 22 R4, 10 Durvalumab 2%
N2 fif % ( objective response rate, ORR ) BRI
1 12.4%, H Durvalumab 212 R0 20 ) P-4 5E T
[F] 3372 b e B B 18] 43531 23.2 i1 14.6 A~ H o T ¢
BRI PENT R ZEAN R S (adverse events, AE ) #JH
PAEPIAL B Y rf, HLPIAL 3 9l 4 PR AEFARRLY,
bzt iR 2B, 5% EGAFHLG, Durvalumab 4
K R ELEM (overall survival, OS) (P =0.003) 9,
X L $2 78 Durvalumab 7] 4 Sy 8 18] NSCLC B i B
fIre 15y — 30 I 1) B8 i PR A 56 ( ATLANTIC,
NCT02087423 ) " {iF 5, Durvalumab (57 3R 4 4
5 HAb PD-1 BT PD-L1 0HIFRAREL, HrhR A K
K F3Z4k ( epidernal growth facctor receptor, EGFR ) 8%
(]2 6k B S8 15 ( anaplastic lymphoma kinase, ALK )
FEPZE7E NSCLC ) ORR % (% T EGFR 8¢ ALK
HEPIRRAE NSCLC (¥ . HICIE EGFR B ALK 578
545, PD-L1 &3k (= 25% MRaieii e, ) B
A B A A (median overall survival, mOS) 5 T%
F3K PDL-1 . [FIRF 9% B I 3. 4 Zhyr A
KM AE, 6% A& MBUTE AE, MR FH AE 1
AR RE TR LA

Avelumab ( MSBOO10718C ) 5 b 4 | PD-1

FPD-L1 MM EAER, A0 PD-1/PD-12 i# %,
I AERE FDA LT T B8 1 A 5 2% 4 i 9 0 g 10 B
bRz gn s ™. BT FDA LR 5 FF PD-1/PD-L1
I, Avelumab J&ME— KA H Fe BE, HILA]
DLk 5 A AR 05 40 i CD16 AH LA F 1 4 5
ADCC, R4 ADCC XJ PD-1/PD-L1 41 i1 557 5 1) 5%
M) i) A A5 B G RIE A, (R AT E 45 R W, ADCC
ALREY K PD-L1 490441 550 A B ek 8 e 928 02 25 L Ab,
Avelumab T] 175 5 2 AR I8 40 g 2 1) ADCC F:14
RS T AR 24 ' H, X FRh ADCC e
SIS 3K PD-L1 Y G2 40 MO 5 o o il Bk — o5,
DONAHU 25 """ #f5¢ Avelumab %5t 28 3 41 & 1 Gz
AR BE AR PR A R SR, Avelumab Z2YKAE
WAZIE , HOP AN RSN S L A AR 4 .

H AT 2Tl RSEEUESL, Avelumab 7£ NSCLC &
I7 SR B YT AR 4% . GULLEY 4§ " i 5%
TR, NSCLC % ORR 2 12% . Ffifabl®h 50% .
mPFS Jy 11.6 J& (95% CI : 8.4, 13.7), OS N 8.4 />
H (95% C1: 7.3, 10.6); 1ii & F PD-L1 & ik 7K °F
W WF 58 & B, Avelumab 897 1] ZE K PD-L1 [H 4
(>1% ) NSCLC [ PFS ; ‘& UL AR IT A G PE AEA J¥%
95 (25% ) Wl (13% ) SFREIR 5 3 N = HE 1Y
TRITHISE AE RAETE 23 Bl E X (13% ), Hobix
Sk WL AN KR AT i BORH AN B sz A I g 7K ST
ThieE s ZM5E M, avelumab VYT AH S AR K4
AR (NCT01772004 ), BARLESI F 45 ™ 42 18 — 15
WG RS20 25 5 (JAVELIN Lung 200, NCT02395172 ),
B & B2 U2 AT J7 58 < MU 1 I 48] NSCLC
BELLL 1A HBIFEALS> M avalumab 1R 2 74 fih 5%
A HFREE R BN, PId] mOS 2391k 11.4 D H (95%
Cl:94, 13.9) 11034 J] (95% CI : 8.5, 13.0),
WL e, % 5 B S8iH 7% X [HR=0.90 (96% CI :
0.72, 1.12), P =0.160] ; W4, 52 PufhFEL4IAH e,
Avelumab #H 3 ol 3 A HIAITAH M AE KAR
BIK, 1 Avelumab JAY7LLETRANCHE AR KA R 5T
ZVIMFERTT A o AFR X PR DG A BN LA
A, HARDG R i, K2 (90% ) HEAERHT 3
YIRYT M, XIS IR, 7RI AL RS PE PD-LI
FH¥E (= 1% ) NSCLCIGYTH, 52 VaMhPedi L,
Avelumab 897 B ANRERLEE OS, SR H B G B U124
E G

Atezolizumab ( MPDL3280A ) J& A5 1gG1 FATE[E
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Bodk, HpePtrEFLET PD-L1/PD-1 A PD-L1/B7-1 4
HAEM, AT 4HM BT RO R T T AR
1AL, Atezolizumab ANAEAE ADCC AEH, Xt 40
T 23K PD-L1 BYSL N T 20 S 47 b I8 2807 A 462 2 o
Atezolizumab & Nivolumab H1 Pembrolizumab ¢ PD-1
Pk Z G, 55 1 eI NSCLC 3 Hh 8 i 4o
TEERIPT PD-L1 254 ", SPIGEL % ™ 38— 71 i
I 5911 P S2 36 FIR ( NCT01846416 ), ¥ PD-L1 [ 4%
Wi NSCLC & 2k 3 41, 43l R FE AR HE T id 4k
I7 BRI R AT T S M ) B S e R
1) S8 R AT 9 T) 422 32 3k il 8 5 B8 32 7 19 NSCLC #
H. 34 ORR 43510 32%. 21% i1 23%, MiiG 7 AH
X AE 4350 81% . 67% 1 69%, H:ih 3 ~ 4 9% AE
SN 16% . 19% F 15%. FfEMISE AR (kA5 H
i PD-L1 $ifk—2, (HR2H A RO R
AT ZFFE M, B2 Atezolizumab 7£ NSCLC( 41
FENT R B ) A BRI, HZ et
HHEIGRFR R 3",

AP TT Il R 5256, BIRCH( NCT02031458 )™
F1 POPLAR ( NCT01903993 ) " 1, 5 JIF Atezolizumah
1 i 8 TP (97 %k . PETERS %5 " i 18 — 101 PR 1T 30
Ilf6 K 52 3% ( BIRCH, NCT02031458 ) k44 A 659 14 )5
o g 4] Bk 5% A% M PD-L1 PH M NSCLC 2 & 430 3
WM, Sl BRAE AR #3207 (first line, 1L ), BEAE
P2 A2 25 IGTT (second line, 2L) DI R BR 457
it = 2 FbS T 2YAY TR (= third line, = 3L ). 3
2 ORR 4350 22% . 19% Fil 18%, X5 PD-LI1 Ak
AHOG. WA, 3 4 mOS 43512k 23.5.15.5 1 132 41 H .
1L 41 PFS H 5.4 1 H (95%CI1 : 3.0, 6.9), T 2L 4
28 1MH (95%C1:1.5,3.9) Ffi= 3L 41 2.8 ™H (95%
CI:27, 3.0), M4k, TC3 8L IC3 (TC3 : = 50% i
Jo AN 63K PD-L1, 1C3 . = 10% M V= 7 40 il 5
ik PD-L1) 5 TC2/3 8¢ 1C2/3 ( = 5% JifJe3 40 jg a i
JEIZ T YN i 2235 PD-L1) HF /) PFS AL, 17 TC3
5 IC3 H & 1Y ORR /& T TC2/3 By 1C2/3 & X 1
W9t gE R BN, Atezolizumab BRZ5IEYTLE M NSCLC
B BRI AT R, BOIL BRI mOS 2924
24" WAL, Joi EGFR 5 KRAS RAS S5, 7EMi
NSCLC #:# = 2 LAY G A B G IR AL. o)
— I ML 1T RS2 5% POPLAR™ ( NCT01903993 )
FHE AL Atezolizumab 5 Z VU TEAEEAZS 25 WG TT 2R
U P R e 0 i e R Pk NSCLC | P A9V . WS

ZE R B IR, Atezolizumab J&JT 411 OS & F £ W4 fh 3%
41 (P =0.040), X5 PD-L1 kK FAHITE, KT
JEAMS (tumour cells, TC ) BEAMEEEAM (tumour—
infiltrating immune cells, IC ) PD-L1 33k 7K F & 19 B
o, XA ECE O . AHS, PD-L1 BAYEE B,
PiZH mOS L2257, 1E PD-L1 ik AREH, P4
PFS 4351 9.7 #13.9 4~ H, ORR N 38% A1 13%, W
LA 2 H. Atezolizumab 41 H 3. 4 2% AE 1 /%
1EIRIT I LR 2 VA BEALAR, 177 9 ZE 0o ] Bl
LRI AR G RN R AR AL, H Atezolizumab JIF
SLEMFEEE SN, XUl S 2P0 IEM L,
Atezolizumab W] $2 5 SERIATT i ] NSCLC FRE 1Y
TR R X AGE S PD-L1 FkKFHIE, Xl
7~ PD-L1 FEKFE A 1l atezolizumab FYFAL

OAK (NCT02008227 ) &3 G RBFSE, &
TG atezolizumab 5 22 VY fb ZE 7E 4028 25 W k7T ok
W ) NSCLC A v iy 22 e st " 5 Wbl 3=
BIF R S N E 87 (intention to treat, ITT) F15E
ik PD-L1 AREfY 08, 4% JE— D AR 4 PD-L1 /Y%
BT A 4H, ITT ABEH, Atezolizumab 697 21
[ty mOS & T £ 4 fib 3% 4 J7 41 [HR=0.73, (95% CI ;
0.62, 0.87), P=0.000]. PD-L1 &%k (= 1%IC) A
B, Atezolizumab JRYTZHAY mOS /& T 2 P IERTT
41 (P =0.010), PD-LI flkx %35 AHEH, Atezolizumab
VBIT Wl 38 0S, LS & B, Atezolizumab 74
J7 2L 22 DU AL B IE 7 4L 03 AT 15% 1 43% 8
B3 ~ 4 PORIT R M AE". 2016 4F FDA 1 #E 4%
Atezolizumab F T & #1525 1) A7 HA H] 5l 22 )5 956 9 %
TRAEERS M NSCLC f93RIT s

2 PD-L1#MEIFIBEXS U Tr 204 7E NSCLC
BT RIER

b2y i — T R A NSCLC B b i
RIT %, B ALY I e NSCLC JE A
FERIFRE R ARV i, (HJ2 X ERYT 7 2211 ORR
HA 15% ~ 32%". CHEN 25" & b2y ikl 5
oS T VR ARG Ao IR 40 M T S R e e S
Hils, TR SCRANML ( dendritic cell, DC) FHLEHE
20 JRL PR ) X S g SRS B AR 2 T 20 O SO AR T 4
o Ceffector T cells, Te ) FIAHBIFENE T 41 ( cytotoxic
T—cell, CTL ), IAME27T7 1 A B BT 1 5t Ji g8 92 S
N, AU R A M B BEEE I, AT S e
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PEAIREASIE T, PP PE T 4000 ( T—regulator cells,
Treg ). M2 ELWEAHML, LA KB f 5 410 1 2 240 g
( myeloid—derived supressor cell, MDSC ) 25432 4111 il 4
Moo fE2AIP ikl vl s DC, 3455 Te FUVER, JFH.AT
4 PD-L1 7EMRANIE E YRk

LIU &5 ™ % 21— Ib W1 PRS2 5 (GP28328,
NCT01633970 ) ##i, T2 T4 Atezolizumab/ K4 /
VAT ( atezo/cb/pac ). Atezolizumab/ K41/ B
EHhZERITA ( atezo/cb/pem ), DL Atezolizumab/
B/ A S AT = BEIR YT 41 (atezo/ch/mab—pac )
TE WIS RV AR G i 2 R PE R BT Ak, 4
RN, 3HF WHIRITAHC 3, 4 B AE 5105707
ZARL, A R RN M R L. A 52 i
Fr 220 [A] ( median duration of response, mDOR ) 43
H189. 16.1 F113.2 M H o MHEBIFFTEUEN], 5 =8
H5REBG R mDOR HAA 41 ™0 Ak, 341
ORR 43514 36% . 68% Fil 46%, mPFS 433% 7.1 4~
H (95%CL: 42, 83), 841 (95%Cl:4.7, 11)
574 H (95% : 4.4, 14.8). Atezolizumab/ 5 4 /
B 455 55 =N Atezolizumab/ 41 /7 1% 351 3€
Y11 mOS 433124 18.9 1 17.0 M H , X 5 5l fbyr Jy
LA ILE T EER  XIATITLE R E7R8, Atezolizumab
AT IR EIRYT T SR BN B Y TR A2 .
— LV Atezolizumab 54128 I AT U7 S 11 i)
i RIS B EAE e T . Horh—JUBE AL . T T30 i
JRAZE: (IMpowerl32, GO29438/NCT02657434 ), F %
HLER Atezolizumab ( %F 3 JAIFRIKESS 1 200 mg) / R4
SR / K5 56 Hh ZE A2 G F-R A SO0 / 35 56 ith 240
FAEATTRRA R TV HIAEBRIR NSCLC iy PR, %
WFIE IE R SR . 5y — TR AL T 40 11 PR 5 56
( IMpower130, G029437/NCT02367781 ) LAE#Ef 724,
F BV R4 /5 =BG Atezolizumab 7% 7E IV
FEBRIR NSCLC HHAgfER] . 2P E 2 S0 PES, X
LK ORR. OS F1 DOR %, A, —IFFcHE I
191 PR 52 5 (IMpower 131, GO29437/NCT02367794 )
BB atezo/cb/pac 204 ak atezo/ch/nab—pac HEY
cb/pac I FAEASTRIE IV IIBRIR NSCLC I8y h AU EH] .

— It TR T PREEE: ( NCT02250326 )
A s A SRR o a1 B PSS TR 08 <
(CC-486) B{ Durvalumab 7F Bf ] NSCLC — 2k 1% —
LRI PR E A R, AR R Y
Durvalumab IS IRYT2HZ KRS 1 AN 8 K

BKTEST 100 me/m’ H S5 G IS =82, JFAERE 21 Kif
IT R EE 15 KERKA ST 1 125 mg durvalumab .,

3 PD-L1 #MMHIFIBE ME A K &< EFH)
#1717 NSCLC ;&7 FrIER

M4 B2 A= K 7 (vascular endothelial growth
factor, VEGF ) & H: 5% 1K (vascular endothelial growth
factor receptors, VEGFR ) & —F e S MAR o (1) 412 1l
AR, VEGF BY_E IR T2 NSCLC 45 i e i
A K P Bevacizumab ( Avastin ) & VEGF #4512 —,
HGIREA AT RS IR YT J7 228k FDA #tyEAH T 1%
WIHESBER NSCLC™, M) NSCLC #1, VEGF i i #il il
JHA 2L 24 L 285 BT A i 5 R AT 5 5 g el ik itk . 3
WIS, SRR s )R8 S Th 400, A
A8 e 2 B I 5 I 5 e ™ PR VEGE #3510 5
PD-L1 #5725 4 vl REMG SR B IPIR S g 20, FLfE
T 4R T R A ZUrh 3t Ry e iay 7 A i
A A YR B PR T FRE SEAE . SOCINSKI 45 ™
J ) TV PRI 52 850805 - ( IMpowerl 5, GO29436/
NCT02366143 ), #f Atezolizumab 5 Bevacizumab
TRI7 7 EMLE4A, Tt PD-L1 £k F1 EGFR 5 ALK
FR A 57, 0] e IV I a0 R @5 Ik NSCLC &
i PFS 1 0S. ZH5H% 2 55 50 A Atezolizumab/
1/ 42 =% (ACP) 2H. Bevacizumab/ £ 4/ % = g
( BCP) 4L) I Atezolizumab/BCP ( ABCP) 41, ACP 4
() mPFS =T BCP 41, H'5 BCP 4iAHLL#E, ABCP 41
mOS EK: [HR=0.78,( 95% CI:0.64,0.96 ), P =0.020]"".

— TR AERE LA T I PRS2 % ( NCT02572687 )
EERWIEZESSH, 1Z0F5E EE P Ramucirumab
F1 Durvalumab Bt £ J7 75 76 NSCLC 455 B M B g iE
TR s G e B 1 2 A, RO I B RN
R M AE. WA S ALHG ORR. BORHEH 5
DOR. PFS, OS figh{tah fi=~.

4 PD-L1MHIFEKED FREAYE
NSCLC i&fr HFRI1EHA

NSCLC H fie 8 UL 9 3K 2l B8 J& AL 4% EGFR |
KRAS Fl ALK . JAE i SE B[R] )48 i 400 8 75 J2: e
BT I B AR, B Y5 Rm2  H
G E SN T 7030 Ao I AR e P SR oy AR, X A
TR SRR, (SRR EK AER . H PD-L1 %
K5 EGFR ., KRAS Fll ALK 253 5l 8508 3 IR 28 A8 2]
A2, TR 7] 259 5 PD-L1 457 BE A % al
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HCMIGTT BA FE N 9748 NSCLC BY—FAa 50 T-BE .
41  PD-L1#) &7 BX & EGFR B = B8 i & #]
il 5

NSCLC H', EGFR R A g PD-L1 3Rk, i
— A R e kiR . X B4R, PD-L1 5 EGRF
1% S R 184 15 410 ] 77 ( tyrosine kinase inhibitors, TKIs )
A N AT 0 NSCLC BIRYFRCR ™ BT 2 M
FH T8 NSCLC —Zk3R77 P Y EGFR TKIs A JEI% 8
Je. FHARREE MPER e AT . AR A YITEIR YT W)
A 0 I RN, E2 Bl TR T 10 S s i e
FEE XX e A 2 L (AR, [l
PERFFELE SR X PD-L1 RIE A EGFR 9872 2 [A] () AH 5
PEAATEGHIL . ZHANG 55 ™ 32 I 7E SRR T AR T BR 1Y
s, PD-L1 F1 EGFR ik, Jo#izett, H—i
Meta 43 H7 #£ #], N IV OLUMAB, PEMBROLIZUMAB
Fl ATEZOLIZUMAB “5 S B i RI/E S —2ibyr, I
N HE L% EGFR 2872 I 0] NSCLC |8 & 19 08™. 5
XEELERLA R, INCECCO 25 ™ &P, NSCLC fB# LA
EGFR TKIs A7, 5 PD-L1 BATEMEAHEL, PD-LI
PH P T 038 2 ik 2R BB i JR AT ]

EGFR TKIs 5 PD-L1 #iJ il 57| BX & 7 25 7E NSCLC
VR T E AR I PRS2 50 h AR B 5HIE . GIBBONS
A6 T X I S I ZE B R 10 mg/kg Durvalumab e
4 250 mg F AR R 7E TKI 4136 EGFR 2878 NSCLC
Hh s RAFIN 20, 2l 255 5 gl
251 HIRI4E5Z Durvalumab M AR JEHUIBYT , AR
2 I NPIRITAL, TEBREIRYT I 4 R4 AR e
HUPIGYT . P41 ORR AL, 439k 77.8% Fi1 80.0%
AN, PR EIIGTFHIE 3, 4 94 AR, H&R RS
R 40% F1 70%, HEE 2 414 4 (75 XL AR 2
1F36 97 (NCT02088112 ), TATTON™ J& — i £ Fih
Ib Sl PRS2 50, 3 PP AR IR 4 1057 ( Osimertinib )
% 4 Durvalumab £ EGFR TKI il 4% ¥4 9% 1 EGFR
TKI #] ¥ NSCLC J& J7 H 19 28 4= . Tl 52 P & o7
3. EGFR TKI 1l 46 36 97 £ & ORR 4 21% ~ 67%,
H EGFR T790M %848 [ 3 /s e i W S0 SR T ATF
FER 3. 4 GURITAE G R A 2 (38% ) i 445 1k
( NCT02143466 ).

42 PD-L1 #l#I5B& ALK TIKs Z£ NSCLC i&
57 R R1E R

NSCLC ., 4% ~ 7% HFH NP ALK JEH &

HE, 1M ALK TKI Xt ALK 5878 Iigg 43 2 e i iUkt

PR, BHAES mAm 2k, 55 118 ALK TKI
T JE( Crizotinib NHYT MR AE ALK X I L1196M,
G1269A ) =AM A8 =it 25 138 X ALK
I FG 2 (Ceritinib ) I IREEE (Alectinib )
RETC AR Z i 2558745 2,

HIARF IR R B, ALK Z (55875 PD-L1 %
IHEEBEBYRZ", KOH % ™ HF55iE, ALK K4
78 5 vl 38 it HIF-1 o« A1/ 8% STAT3 {5 5 38 B4 1k
Jits S5 968 440 it 6 38 PD-L1. I Ah, ALK 8748 (1 fii 98
B L SEMR SR IR T I, 5 PD-L1 BFPE e A L,
PD-L1 BH ¥ b 88 PFS i1 OS #0863 1 [7] ALK TKIs
A PD-L1 HUIARYT 0 A T ALK 2878 il $2 41

ALK TKIs 5 PD-L1 il G36 97 19— R 51
L IEAEHEAT . Javelin lung 101 ( NCT02584634 ) &
—IUIF M 12 B IRAE Y, FEFH Avelumab F
TR JE Y, Lorlatinib ( ALK-ROS1 XLEAHIF ) BES
J7 A6 NSCLC VRYT &4k . Ak, Zifkah )
SRR, BE AR AKL AR/ A
ALK [P 5 06 3257 Avelumab BE 5 7Em B JE 3 ALK
BH Pk 2B 32 5% Avelumab B4 Lorlatinib 3697, It
Gh, —IE 1 BBl R S50 25 PPl Atezolizumab Bk
AL e 8L AR B JE 7E ALK 3 EGFR 28 75 11 i
W1 NSCLC JA 97 B 2 4tk it 32 vk Fn 245 10 3h Jy 2%
(NCT02013219 ), X LLim RIS IITEFRSEEE, HAE
I R 52 B E A X — BBy 7 ¥4 X NSCLC iR Y7 B
RKAE L.

SR R 22 1 UE 38 SRR G2 7 TR I A )
RS RIHT Z2 Mg b, AE AR 7 5 e 3 ok
FRLEE I HoWe ™ AR & AR 3R B e (R AR R B ik
NS —, X —fih, EHE T T
S )R YT XML S RGOS A2 e 5 Ut
AP ST IR I RSB 28 i AR TP 7E DOR, TIANJE:
ORR. B Ry 5] 1) e ik 23 ] A2 ol A o 0 ) 7007 2%
S, [FEFFE PD-L1 A0 S )57 N R
OB . &5, RRRPe IR A m
IRIT IR SER , — s 2 T K38 2 1 AE bRk
Yok Bar ks s AL 2507 %, DR s otk
ek,

5 PD-L1 #HIFEX & M5BT NSCLC
BT EER

i 5F 36 J7 (Radiotherapy, RT) J~ 32 W H F
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NSCLC f3RY7H, AN B 200 2k %o e 240 A i) 2
T Tl R R O A0 R, R Ao i) g S B T B
ARG RN o B P a] Lhsa o R g A 2 Bt
JEFE AP -, RS2 a5 i igg e Ao S o 5
Hio #E— DC. Te S W40 R A 78 Mo G 2 1k
W, SRS R A A B A ™. DENG
GUMREIR, RTIGITIE, MREEAEER PD-L1 (%
FRA PR E . SHARAB 45 ™ W5t 45 R o, PD-LI
MG R AR A FLRE T, RT iAY7 rI 3 m
CD8' {CAZPE T AL, A5 X Rl iip [l 4 FH i it DD AL
WA, (ISR, FH RT 67 T fei i
PI3K/AKT 1 STAT3 f5*5i&4% 14 PD-L1 &3k ™, X
SEfffFE 4 A T PD-L1 HUiR S RT BRA AR LR
%, NCT02992912, NCT02400814. NCT02888743 %
NCT02525757 235 RT A1 PD-L1 #5597 1)
I RIS IEAEREA T2 mp . A, oealn & A 8 — 20T T
PRAZES (NCT02125461 ) WFFE L5 REW, Frdesz il
97 89 JF 3B e ) NSCLC #£35 h, Durvalumab 7 2 3
PFS 1 08,

RT 1 PD-L1 0 il 500 B¢ & 97 v 76 Mg v 97 v L
RIS, SRIMAEB X e Al i 75 25 1R L
RIUFPIRIEL - A, AT BRI AR Ak
B FAOA AR S T I o ie I 2 5 Hak, IR
RT Il PD-L1 IR0, AT Re<s5 B i 2 5E 1 I T
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