e (P BZAER L) 202045553055 101
826 WK FERFARS CHINA ONCOLOGY 2020 Vol.30 No.10

IZEINE RS S R A A AT TR R

=EW, @ 8

1L L BERR AT TS A2 BE, L A15E 050011 5
2. L BERR SR Y R B g SR, AT A5 050011

(FE] TR/ IuifiE (extensive-stage small cell lung cancer, ES-SCLC) & —fh¥i)5 AN B #) & B g, fEidk
LR, RAEE YR 2 00 T3k 2297 20 R LA R AR A 1 RIS W R, (LS AR AR — B DA AT, &4k
ZiWIHEP/ECIIT 77 & — B ZES-SCLCHIbRHEVRIT AL, SRTMIAbIT AR AR A A=, A A A7 [ RI24F AR A7 28 45 3l A
T~101 HH110%~20% I 4K G T ES-SCLCIN Sl BR &7 V5 OB IERE, F18 7 MERNG TS, ES-SCLCH) 45
MM EoR, KEZHES-SCLCHEHPS3 (90%) FIRb1 (65%) FEHRL, XEFEPKRA SH T RRAM AT, g
FEAEREA NI RHUR, (FFFES-SCLC G M RAZ A, MM BLE T RBEIRTT R BB 4 87 S (19 STk, s %
PEIRE ST RIZIRETUT « RIZICA . RIZIA PN E BITES-SCLC T ZANIELE T IR RIRE, thshik B ATES-
SCLCH Pk &gy i SN IR R AT 2518

(R ] T2/ gr e, ity RIEIEIRTT: InRRL%.

DOI: 10.19401/j.cnki.1007-3639.2020.10.015

RESHES: R7342 CEMREM: A XEHS: 1007-3639(2020)10-0826-08

New progress in the research of immunotherapy for extensive-stage small cell lung cancer LI Guoyu', HE Ming’
(1. Graduate School of Hebei Medical University, Shijiazhuang 050011, Hebei Province, China; 2. Department of
Thoracic Surgery, the Fourth Hospital of Hebei Medical University, Shijiazhuang 050011, Hebei Province, China)
Correspondence to: HE Ming E-mail: heming6699@sina.com

[ Abstract] Extensive-stage small cell lung cancer (ES-SCLC) is a highly malignant disease with a poor prognosis. In the past
few decades, although many clinical trials on new chemotherapy with its combinations and new biological agents were conducted,
the overall survival rate has never been improved. The platinum-containing EP/EC chemotherapy regimen has always been the
standard treatment method for ES-SCLC, however, the results of chemotherapy are not satisfactory, the median survival time and
2-year survival rate are only 7-10 months and 10%-20%, respectively. In recent years, there have been new advances in the combined
immunotherapy for ES-SCLC, breaking the previous treatment bottleneck. The comprehensive genomic analysis of ES-SCLC
shows that p53 (90%) and Rb1 (65%) are inactivated in most ES-SCLC patients. These gene mutations lead to the instability of the
genome, causing ES-SCLC to have a high mutation load due to production of persistent related antigens by the tumor, thus laying the
foundation for immunotherapy. We reviewed and analyzed the recent literature and discussed the combined immunotherapy regimens
of ES-SCLC and ongoing clinical trials. We also reviewed the current exploration of combined immunotherapy model for ES-SCLC.
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AOBTIR TG L), SR, RREMEAET [ EA
fiif&-1 ( programmed death ligand-1, PD-L1) Al
FHEHALAEMN R G (major histocompatibility
complex, MHC ) $tJE AR IE LK i e =2 11 bk
L2 B9 ( tumor infiltrating lymphocyte, TIL ) f¥
AR 1 e 2 Jre fRL T R 1 S B9 1
g M i EELHER, — i R
C VP T EAR AT BEl b 3 A0 S e ia o7 k)
ES-SCLCHFH R 20 st #r 45 10l 71
HATEAEDR ST, R 0 A HE P T £ 2
fAH BT E4 ( cytotoxic T-lymphocyte-associated
antigen 4, CTLA-4) MFEFMEIET: [ HEH ] -1
( programmed death-1, PD-1) /PD-L 1]
LSO BT, AR, M T REZ
e BIRIT R EE, AR ALY AL LG
atezolizumab ] i E 4 1% H 1 AR V1O
TN, RIEERETUT . RIEECG s . RIS
PRI TES-SCLCEFH W W78 AEsL3RA] 1]
BRI 3 M I Y SCHR - B ES-SCLCHY ik &
RIT T FAIEAE AT I RS, Ik B ATES-
SCLCHIERR BRI TR IR R A T4 .
1 BREEENIT R
1.1 AtezolizumabBR A EC— 4,74 97 R vk
REAEIMpower 133150 3R 1, MHA THnifEfb
JT, atezolizumab®k A5 EC /7 E—Z AT ES-SCLC
Al S R R e R A A (progression-
free survival, PFS) , #EKITIMNH, BALRF
H] (overall survival, OS) I ZEMWEL12.31
H, K2 H, T X REIE309% 0 1,
IMpower133iX 5 & B MEES-SCLC—ZiRYr
R AR IR T A AT B A bR E AT AT
FHER B E PESHIOS I RIS s BETF IR 5
atezolizumabBt G EC T & —4 AT ES-SCLCIYIE
IET20194F 4K 5 [ B 25 8 B ( Food and
Drug Administration, FDA ) 1F=CHEHE, 552020
AE2 A 13 H AR EE 20 i I 5 3R (National
Medical Products Administration, NMPA ) i W ilF
Hidit,
1.2 NivolumabB&EC— 74 77 R vk
202043 [E 1l R 725 ( American Society

of Clinical Oncology, ASCO ) /M T 3 Z-
JatMEL ( Eastern Cooperative Oncology Group,
ECOG ) —EH G #2515 M4 ( American
College of Radiology Imaging Network, ACRIN )
EAS516 13X —ITipENLXT IR 1T 116 RT3, B FEvF
flinivolumab®k & EC—4kiAITES-SCLC ST M
ZeapE ) R AL 1600, H B o LML
340, AZH Mnivolumab 360 mg+ECH % (421 d
RS, 4R ), BESSSR HInivolumab
240 mg, FR2RVKRMAERRAYT, B2 Mok ek
IRITIE2AE; BAUAECH R, R21 CH IR,

e, 1], PR AR AT ( prophylactic
cranial irradiation, PCI) #{ L8 . P4
Z A BB AN M, BFAE A0 2 B R )
PEVEYT (intention-to-treat, ITT) BFHPFS, K
BN ALFROS . BMLE#ZE (objective response
rate, ORR) FfIZatE, 45RExR, EITTARE
W, AZUAH EEBAL AT B B E K RS I PFS, P4l
# 1 PFS ( median PFS, mPFS) 4% K5.54
HM4.64~H (HR=0.65; 95% CI: 0.46~0.91;

P=0.012) . AZHOSW B EMTBLA, W4l
£70S (median OS, mOS) 435~ 11.3F18.57H
(HR=0.67; 95% CI: 0.46~0.98; P=0.038) .

TEF IR B SEIR T I B BER T, AZHAH lE B[]
FEM R T BB PFS, Jfik®E T0S, W4l
MImPFSA5.5f14.71 H (HR=0.68; 95% CI:

0.48~1.00; P=0.047) , MZHmOS%r5H11.3
9.3 H (HR=0.73; 95% CI: 0.49~1.11;

P=0.14) ; PIZLAYORRSI R 52.29%M147.71%,

R Fr 2Lt E] ( duration of response, DOR ) 43
B5.6F13.3 10 H o e 4w, AL4MBLH
3~d A R F A R AR R T T % F162%

PR I 5 350T6 T v T YRR LB 43 3 R 6.21 9% Al
2.07%., HAI, 1061 8EF 586 Fnivolumabift
TTHFFIRIT o SIRIT M BUOE A R 7
WiLH b & A VBRI, AZH 9, B T4

Nivolumab¥k G ECH & —4iRY7, Al LLRFH TR
ES-SCLCHZIPFSHIOS, {HIEA RN R4 H
o, TER Iy SR N 12 5 ST EAS RSO
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1.3 PembrolizumabBt A EP— & /& 97 5wk
Pembrolizumablf 5 fbLI 7 FENSCLC £ 5 HHL
BT AR EEE > . fEES-SCLCHEZH hIITAL
A N H LR
20204FASCO#iE T KEYNOTE-6043X — i
XUE W TG R A 5E, B 7EPFAlipembrolizumab
(200 mg q3w ) +EP & vs HRIFI+EP %,
—ZRIAITES-SCLCHYIF R4 4k 1 . J03A
ES-SCLC H R#Z3Z i th ikt &8 R G ¥ 0T
B EMBEEREL - 1B, 52
pembrolizumab (200 mg q3w ) S ZEFAYT,
% 22351 JA 01+ 44 JE) A o ) 1 R T 1 40
R2iy . WITANTEME, 2% E (complete
response, CR) il f# ( partial response,
PR ) Y84 Al M8 B 90 12 Wi 45 52 PCIL,
SIZR RO (RE vs W) |
ECOG PSPy (0 vs 1) MFLERGI S (lactate
dehydrogenase, LDH) ( <ULN vs>ULN) ,
FEHEZ G NITT AREROSHPES . I E A 1
NORR., DORFIZ 4k, WFFE MM T 421K
o o AT R 253 B o R A A 45301 i
( pembrolizumab+EPJ7 42284, EP /7 &4
22561 ) , pembrolizumab+EPJy 5¢24H Hh Lt &
JF W% # 0 F8 5 L T s, PR 20 0 14 %
10% . FZ5HrEs (P BT HI21.60H ) |
pembrolizumab+EPJ5 2240 47 9% 1 [ H FRrEif
J7, TEPHT R N1%; WAHFEZPCIAY L H
H129%H14% ., THI o HrE (rhALBREDT I Rl 13.5
NH ), pembrolizumab+EPF ZAHILEP %
FUGEITT ARERIPES, mPFS/M 51 44.510H vs
431 H (HR=0.75; 95% CI: 0.61~0.91; P=
0.002 3) . FHZS5HTHT, pembrolizumab+EPJ5 %
HITT AREOSTRFAGELR: , PIZHmOSH10.87F19.7
ANH L ARSEPEA RS B &M BE (HR=0.80;
95% CI: 0.64~0.98; P=0.016 4) . TEEZIGIT
ANBE RS OSorbrH, PEW /N T 8 M BME
(HR=0.78; 95% CI: 0.63~0.97; P=0.0124) ,
A M}, pembrolizumab+EPZH fJORR N
70.6%, MEPZ N61.8%, M4 mDORS 5N
4.2 3.7 H . ZatIrm, REMHFHAR

JCRE, P (] 3~ 420 A BN AR 38R 7T % il
75%, SHA RN KHER ] 6% 5%, PILH TN
AN BN ASE ZGH LE ) 0 5l R 15% F16% . TR,
pembrolizumab+EP 7 A lLEP & —4iAY7, W
DL S ES-SCLC R H IPFS, {HEOSJr i,
U T, 255t E L mnr i,
TEALTT B JERE T BX A pembrolizumab, H A4 H
Al RAL0.2 A PFSHR %, [HPFSHER £ A
AL MOSHEK %S, FMHpembrolizumab®k &4k 7
TEES-SCLCHEE PR EL AL, 5 2 b iy ik
— ST LASIE o
1.4 DurvalumabBRAEP— £ 78 J7 F ek
BETECASPIANAITSE i 7 durvalumablk 5 EPJ5
R IAIFES-SCLOIT AU % 2
20204FASCOHIA T CASPIANMI 5 Y
AR, —maesk, ML, ik, Z2H0
g A R 5, |/ A VE AL BLPD-L 131 il 51
durvalumab + $TCTLA-4P7 A tremelimumabit &
EP /5 £ AEES-SCLC—ZRIA YT Y 7 RUFN & 4>
PEIBD D OANHEBEL - 1 1B L BIBENLA T 2
durvalumab 1 500 mg+EP7‘i%§q3w, durvalumab
1 500 mg+tremelimumab 75 mg+EP 5 % q3wiEP
FEQGw. FEREEIRITA, BEEZ4 TN
EPJ5 Z&+durvalumab + tremelimumab, $XJ54E+F
durvalumab 1 500 mg q4w, HPNBIRIEE, 7F
durvalumab+tremelimumab+EPJ7 %41, £ FH 1EEP
1 B J5 FHEZ tremelimumab 75 mg, FEEPJTZ4H
Wb BRI Z T LI 6 R EP 7 S AT ik
PCIL, WFFERYPIAS 3222 i & durvalumab+EPJ5 58
vs EPJ5 %& Flldurvalumab-+tremelimumab+EP 7 % vs
EPJFZII0S. ZRTHIH It (122201943 H
11H, 63%W#E ) W~, durvalumab+EP ;%
( durvalumab+EPJ7 % ) #HILEP %, 7EOSEH
A EYE . (HR=0.73; 95% CI: 0.59~0.91;
P=0.004 7) "', ARREHKE2020451 H27
H, ®{BaEyiatE~25.14H, durvalumab+EP
Ti % vs EPJT REJOSEH (82% i ) , PIK
WIS AG T durvalumab+tremelimumab+EP J5 4
vs BP & 0EdE . MILEP %S, durvalumab+EP
T RBIM B HAF20SH4: (HR=0.75,
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95% CI: 0.62~0.91; P=0.003 2) , H{7;0S%
A12.98110.54 H . Durvalumab+EPJ5 41 )
24EOSH N22.2%, THEPTT AU N14.4%.
CASPIANM ST I IR B4 S PFSHIORR,
durvalumab+EPJ7 & FIEP J7 £ 41 I 5 5 U PFS
2R 5 h5.1515.44-J1 (HR=0.80, 95% CI:
0.66~0.96 ) , durvalumab+EPJ7 Z& HIEPJT 2520
IABYORRZ 54 67.9%F158% (OR=1.53, 95%
CI: 1.08~2.18) , durvalumab+EPJ5 Z4H [LEPJy
Lo A . Durvalumab+tremelimumab+EP
HESEPHZEMI, UANEHE AL EK
THRAEOS, #RM 2 5 I A I8 B A B 5% il %
M 2255 A8 it m W E SR [ HR=0.82, 95%
CIL: 0.68~1.00; P=0.045 1 (%:kP<0.0418) ] .
Durvalumab-+tremelimumab+EP /7 & 41 B &
FmOSMN10.41H , 2420SFK H23.4%, 5
EP T EAHIL, durvalumab+tremelimumab+EP
T EGH R EHIAMORRFPFSAHIIT, W4
[JORRZ> N 58.4%M58.0%, ML AImPFS
I3 4. 9f15.440H (HR=0.84, 95% CI:
0.70~1.01) . ZRIMFE 1281244 A HIPFSH J5 1 ,
durvalumab+tremelimumab+EP J7 R FEZ(H I 5
=, PZH12 A PESAril h16.9%F15.3%, 244>
HPFSHILH /35 A 11.5%12.9%, mDORS 5N
5.2F5. 0 H o EEXTBNEE % B E FEA T A A
FELA MG AR R I e B R, 2
% durvalumabi@yy OSHHR 4351 40.73 (95% CI.
0.42~1.29 ) #10.78 (95% CI: 0.64~0.95) , %i/n
AR ER RS, P OB S, i i
R L5 ) N 8.39%H19.5%, 45 R, L %
SRR BN R B, BXA durvalumabifyT
WA, ZeMJm, 7Edurvalumab+EP
J7% . durvalumab-+tremelimumab+EPJ5 & Fll
EPJF R4, 3~4G WA K I b & A R 4551 0
62.3% . 70.3%M62.8%, A K KMz,
9 4 9 10.2% . 21.4%F19.4% ,
AN RN 5 BT R E R 43 4.9 % |
10.2% . 5.6%. ES-SCLCHI—ZIG¥7 T ik A
BPEIRIT T AL, CASPIANIR K A ¥k 0 7 ,
F—IUEH T durvalumab+EP J7 & 0] I 2 2E

KES-SCLCHE#HMOS, HHFi%IT %M MES-
SCLCH—ZiRyr #itnilE, I HAEMZELY N
PERE DAXT R G . MEIERIZ B, HEA
tremelimumab, BHEIFTLE LK. HIL,
durvalumab+EP % £ VL HES-SCLC ) —
RINEIRIT %, F3E 1, durvalumab+EPJy
ZALF O 9L EFDAH M TES-SCLC—£k
7.

Durvalumab+EP 7 22 /EES-SCLCH)—ZkbnifE
T E IR R, MR B, R
A tremelimumab R H ARG H L . Feili—
WERLZ i T s R FFESUPEA LS-SCLCTiL
ABIT J5 durvalumabik & 5 AN KA tremelimumab 2
FRATTHTRL T, HEE A N E IR
2 RERELEHITREE

T A B T IR B SR T 0 —F
RREM . DA SEIE I R NS CLC YUY 7
VRBCA R IR B B I R g
PRI T Il PRI (NCT02402920 ) 3
fli THEES-SCLC F1LI7 J5 % pembrolizumab5j
Wil iy ( thoracic radiation therapy, TRT) BE&
PR 2 AE T WAL T B SRS IES-
SCLCH 4 % pembrolizumab BX & TRTIGYT,
K FH3+3 57 115 1 5 P4l pembrolizumab 1) 2 KTt
ZH, 100 mgHFih, PL50 mgftiy &
IEN200 mg, E3FFESK, L1641,
TRTHHLE F15 dfE H4S Gy. RIS R FH R
RIBEFRAEVA.OPFEAN B, IRIEIRIT IG5 35
H50) E B il 551 ( dose-limiting toxicity, DLT )
KRR, FELGBRGIRITNE 2, 45
BN, 2015459 H—20174F9H , 44 A3814ES-
SCLCHEE (P hifFik6s% , Tu37~79% ) , 33
BB B2 T SIRTT . T A e 52100~
200 mg pembrolizumabif¥ 7 35 d7 11
%, JTGDLT, &A4~5HMEME, 26] (6% ) k&
A3 (VIR 1 55 8 S H B e
PEVERN ), ARETIES ] 7.3 H (VR 1~13
A ) 5 mPFSHIOS r51h6.140H (95% CI:
4.1~8.1) F8.41H (95% CI: 6.7~10.1) . Jk
2, pembrolizumab+TRT T 52 M R 4f, I
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JUEAN R T AT S AR MERS A
VI ek A AR SR A A

FARFEHLIAR C L2 UEW] 75— TRTFIH—
T REIR T RO, BB G T  RIT R
— 5T . [ AT R LS-SCLC AR & 1 i
B 2R T RN 7 00 IR I 1R SSCRAT 7 BF 52
(NCT03703297. NCT03585998. NCT02046733 .
NCT03540420FINCT03811002 )
3 HRBERER, WERERIT

BEAEF 9 CheckMate227 % B Joig &
PD-L1MM (=1%) SBAM (<1%) ,
nivolumab-+ipilimumab ) —Z 5y EGFR/ALK [H
FERIEIBINSCLCRYOSHIIE T 16 4e k7 > . H
nivolumab+ipilimumab . Z:4% 3¢ E FDAHLER T
PD-L1= 1% INSCLC—43A)7, Hyrsa
EE T
3.1 CheckMate 032: nivolumabd%-&-ipilimumab
% 2,36 77 ES—SCLC R %

Nivolumab #2577 1 3 F CheckMate 0324/
Frai g 0 B e EEDASK T =4 S LG
[ ESCLC . 7ECheckMate 0321 A% IT
PEAL T nivolumab®k & ipilimumabfESCLCKE &
BEPRITR, EANHHRKRIOSEL T
B UYL BRAE 2 1~ 2R AT IR YT S R
BRI SCLCE E WL N3 = 2, F2)d1
Knivolumab 3 mg/kg, ¢ %E:3)H 1K nivolumab
1 mg/kglk&ipilimumab 3 mg/kg, Frze4 i,
Bifi J5 152 5] 1 ¥k nivolumab 3 mg/kg, HRIEICHTAYL
JP TR R T LA, JEEATIRYTY, EEEN
R AN AT e, FEATEORR,
iR NN, BIL1470 83422 T nivolumab Al
96fnivolumab®k & ipilimumab, 4% H B 15 [A]
H11.9F111.24H , nivolumablk&ipilimumab
PORRHE R [ 21.9% vs 11.6% (HR=2.12,
95% CI: 1.06~4.26, P=0.03) | . OSH I,
nivolumabZH f5 /Nl U5 i [8] 529,040 H, i
nivolumab¥t & ipilimumabZi ~28.41H, % H
mOSH5.71H vs 4.710H, 24FOSHEN17.9% vs
16.9% . 3~A%TRAEIIHIHN12.9% vs 37.5% , 5
BIFHEMZET LN 3, R4 nivolumabt s

ipilimumab 5 EAYORR, {HEIFBEA 1L HOS
g, JFHLBEWR T H AR R,
3.2 CheckMate 451: nivolumab¥%&ipilimumab
Y G IT Rk

7E.CheckMate 45133 522 &t 71 AL B 4 T
W RAFF 2, BFSE B PP T nivolumab
B4 ipilimumab Flnivolumab #2577 1E i &
fLI7 J5 4R 36 7 M ES-SCLC A MIr sk, JIF
HYeFIHACZ B AT T IR . 45 R B,
nivolumablk & ipilimumabFlnivolumab #2757
B R B EHImMOS (9.2 A, HR=0.92; 95%
CI: 0.75~1.12; 10.47H, HR=0.84; 95% CI:
0.69~1.02; P=0.369 3) . $EZRIEIRITHI ML
BH mPFSECL G A 15 B ( mPFS/)
NLT, LOMLANA ), HERTGIHEE L.
GAAVEH, AN RB~4HN BN kA%
nivolumabik & ipilimumab4] N86% (52% ) ,
nivolumab L 2§h61% (12% ) , LKL N
50% (8% ) o T IRJ7 TR M & LK R
nivolumab¥t & ipilimumabZi431% , nivolumab
A RO% , LRFNH<1% . 5IHITHICHFE
T-nivolumab®t & ipilimumab K761 (2.5% ) ,
nivolumab M 14| (<1% ) , ZEHNH N1
(<1% ) o FEFHI7 Fnivolumabf 25 5K 5
ipilimumabZE #5147 ES-SCLCH & B A HBUiHOS 3k
it o [HA NARAT A, TEXT 58 MALST 5 R N 4532
AR YT Bnivolumab B 5 B 19 41 0 B
OST9& 1 ek, JEIH AT HE S BE T nivolumabff
FHBLHAS [/ B B 1 A 22, Hoy7 R A5 i — 20
gl
4 SRBEEHNERTT

2020 EIEIEM PP 2 ( American
Association for Cancer Research, AACR ) il
T IR P R WS . camrelizumab
64 apatinibfEES-SCLCH1 Ay 1T HIPASSION
5%, JmBEHL . R AR . 34 F 17 BA I B
5%, BEWRAILE (1:1:1) . WRIFH
%% . @ Camrelizumab 200 mg q2w+apatinib
375 mg qd (apatinibB Hi#EMR ) (n=47) ;
(2 Camrelizumab 200 mg q2w-apatinib 375 mg qd
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(5dH%5, 245225 ) (n=6) ; 3 Camrelizumab
200 mg q2w-+apatinib 375 mg qd (7 dfZ5, 7d
15225) (n=6) HB|HIERIERE, Ral#2n
BEPE RN, BOAAE PR IR o ARPEESE 1R
28 dIWi 2 MRS VB B o, 1R RE— 1 PA
GIKs Y R B 456 HE RS2 B By, ETA LR
R IE SEARIZ ST REAN B ifE ( Response Evaluation
Criteria in Solid Tumors, RECIST ) 1.19F4h
ORRAIZ&VE, 45 /xR, ARHE (n=59)
AJORR433.9%, PR%33.9%, SD435.6%, PD
1i30.5%; DCRN69.5%., %51, 2H34HORR
}34% . 33.3%M133.3%, DCRN68.1% . 100.0%
F150.0%, PRM34.0% . 33.3%M133.3%, SD}
34.0% . 66.7%HM16.7%, PD531.9%. 0.0%%l
50.0%, fITHUREHE (—ZLiIT)E =90 d&E
K, n=20) : JifiB#HORRN35.0%, DCRN
80.0%; %51, 24HORRS 7 H37.5%F125.0%,
DCRH}75.0%411100.0%., fbyrfikyidfiE (—%&
RIFJE<90KRE K, n=39) : i HFORRN
33.3%, DCRN64.1%; %51, 2HMI34IHJORRA
32.3%. 50.0%%133.3%, DCR}64.5%. 100.0%
150.0%, 55140 BFPES 3.6/ H , Hofkyr
MU E R3.6 1 H, AT IR E 2.7 A
H1ZHOS N84, 6N HIOSHE N63.3%; 12
MHBOSHEH}36.3%, Hrh by F U B 79.61
A, AFibiEE N80, waetthm, H43
B (72.9% ) 475 T =3 MAIF AR R3S
WA RN N EINE (254% ) . FRES
fiE (13.6% ) . If/MRITEREAR (13.6% ) o 54
(8.5% ) MBEPIRITHIEA RFM1E; &
A HGE SIHITA RMIPET . TR YT
J&, camrelizumablkGrapatinib7E fb 2= BBURRIAL 24
HEHLAIES-SCLC A 4 i m th i R e g 1
PR, JfF BHEA Tz Rt
5 BESRE

MZ, HRETRIEEAIRITTEES-SCLCUUHK
3 T ATERIALHL, IMpower, CASPIANA:HFFER
BT T AR K S RFAEES-SCLC H i ] #0525
KA S ) e 22 3 B, ETFHPD-1/
PD-L 15 HoAth G e A6 A a5 00 i 550 (%) 2065 2 75 AT DA

HE— AR OSSR PO P AEES-SCLCH R 75 %
By S E Pk ARgs A T, BRTE I RIS 5
s BAESE AL, AT T KR 2 e
WRFELAIESE P90 ) B, AT aE YT
BN RBIREA R, OSAY M  3k 7 34 H
DAY, PFSEE R4 HEMEA 22 H 1. %
JE BB A RTT R R % 4k B DA 4 T T A 7
P, XUCIRYTT T R RETE 2 KA I ek As v B 1 i
PRISTT SCB A 15 Tk — SR E 7 sk, %
PEIGIFAENSCLCAi, &4 TMBAIPD-L1MN;
FHBEA T2 BIAR A — SRR PR AR i vl L)
RN O /EES-SCLCHUR, HAT
{5k Z FE S AR A TR T, IEBRAIRYT IR
IS (U A R A R R T

HAKES-SCLCHRIELR G IRYT 10 & J& R Bk
WROER ST RN RAEA A TR, HE—S T
BRIV IR AR, A, iR Tk e
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