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[#5F ] /bA0ffitisE (small cell lung cancer, SCLC ) JE TG 21— 28R, 304 R Z5WIAYT TR FH R, &
PERGAT S]] (immune checkpoint inhibitor, ICT ) W AU AEME—2E0E . FRFIEFET-1 ( programmed death-1, PD-1 )

R F)-EA 24 BB 5 A0 ML FE T L I BT -4 ( cytotoxic T-lymphocyte antigen-4, CTLA-4 ) #5524 77 SCLCI AR
HM10%-33%, AREFHEARFA; BEPPESET /A1 ( programmed death ligand-1, PD-L1 ) #illfil 56 A1by7 Xt ik
JT—LRIRIT) IZMISCLC ( extensive stage-SCLC, ES-SCLC ) LA fE ALK . RS HUT— 2 ral, AR THE/N it
Ji% (non-small cell lung cancer, NSCLC ) ZEXI 08 VA P AU A IR, SCLCRYITRIUIANAS N2, Xl Re S5k
IHIEFAEA OC o AL SCLCORBEFFE R IURIEAT B2 | /B4 Ihh L 20 L G2 00 1 200 6 1 e g PN D2 T 1 L
PD-LIFI FZHLUHZE AW ( major histocompatibility complex, MHC ) 7EMf 12235 DL AN I Sege 4 g i As , 3f
of 3K e G BERRIE 1 TS S X ICTF A4 i BUA (11 74387 o
[ RSIR ] /NANMEIGIE ; SeleAu s SR s Ml S tom b
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[ Abstract ] Small cell lung cancer (SCLC) is a type of malignancy with poor prognosis, and no advance in medica-
tion has been made for about 30 years except immune checkpoint inhibitor (ICI), which demonstrated efficacy in recent years.
The response rate of programmed death-1 (PD-1) inhibitor alone or its combination with cytotoxic T-lymphocyte antigen-4
(CTLA-4) inhibitor as subsequent therapy was 10%-33% and the response duration was persistent. The combination of pro-
grammed death ligand-1 (PD-L1) inhibitor with chemotherapy resulted in longer survival versus chemotherapy alone. Never-
theless, comparing with immunotherapy-sensitive tumors such as non-small cell lung cancer (NSCLC), efficacy in SCLC is still
unsatisfied and this is maybe associated with its immune inhibitory characteristics. This review describes the current research
about immune characteristics of SCLC, including tumor infiltrating of lymphocytes (TIL) and immune inhibitory cells, PD-L1
and major histocompatibility complex (MHC) expression in tumor as well as changes of peripheral immune cells. We also re-
view the prognostic and predictive values of these immune characteristics.

[ Keywords ] Small cell lung cancer; Immune checkpoint inhibitor; Tumor immune microenvironment
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T S 3K R 8 5313 (T cell immunoglobulin and
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ELANAE . AR DA . B SR 0 A A AR, A AR
B TYEFFIE T AL RREN 529, PD-145 H BT P15
T-HC{&-1 (programmed death ligand-1, PD-L1) FIPD-L245 5
JEAMHI T A0 SZ AR (T-cell receptor, TCR) {55148, M4
TN D RE . Iebyes 4 e A/ e e e 2L 2 g ik L 2
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ZANHIW TS, B 246w 5 R W A R £
FE I O ARIEIRY T 259

SCLCH AT AYFLLERFAIE $1 /R H ] REXTICTHIURY. SCLC
JE T E A s 58 48 iy (988 A, Chalmers %5 51%5 91347
PR A R i 728 28 AR KR 9.9 5978 /Mb ., A T4
R LR B IERSCLCR#H Mt 18 TR &I R 5
G, M A R IA I R G DU, 5L
AT A PR S SN T RESE IS TEALTITL S34h, A WEoE i
ZNSCLC M 11 %00 T 40 1 stk 2 4 i £ H 5 K 4 A=
FEAHDCE), SN IC DS TANMIIGFE S B E IR YT IR K TC
HEJRAATF A (progression-free survival, PES) A0, X SE]
GAR TR — TR SCLCHR A R N AT REAFAE ARG i 1o
2, TICTA] RE LR IX— UM

S NBHENZ, PD-(L) LMl S U SCLCIE
AR ZGYIARIT I ME— 28 . U/ T Z Hhus eMo320F 5T i
IR EAALST 5 R R A SCLC i FHPD- 13l i 57 4l ik
AP (AT CTLA- 43I FRIKVC A FR4T) 1Y
S RCE (overall response rate, ORR ) “A710%-33%%; XTb
HIRNO028 FITIHIKN1S 8B 5T 1) & I 43 BT i /m BEAL R 7
JE S CLC A HIPD - 1 i 550 1R R BT A ORR A
19.3910 X PIGLAIFFE 00 i 7R IMIC T PR AR R R
I, XPIANGRY Y T SR E SR E R SRS AE M 4% (National
Comprehensive Cancer Network, NCCN) *ET'ﬁﬁUﬂ\]SCLC%\
H G LBRETRIT 259 J34h, PIIIILBT 5% /R PD-L1
TR A AT —Z3R77 T IZSCLC (extensive-stage
small cell lung cancer, ES-SCLC) Wy &t FHalifbyr: 18
IMpowerl33fJF5EH, Bl F BR BLHTIBR 5 107 1Y G AR A7 1

(overall survival, OS) H12.31H, FET- KUK B EALlAL ST Vsl

130%12); FECASPIANHFFY b, FEAAHIL ok G 1byT s
FRAALTTAH HARL i HE K OS, FET- XU T 2791, Hg ikt
X FRTT T R PINCCNAE RIS HES-SCLCH —Zprifi
7T % MCTLA- IR & )7 — IR FES-SCLC
FYJOS . PESHIJZ v f 22 [E] (duration of response, DOR) £
HBABFFE A AL P4 HAD S e A ri AU 5 LAG-3 1
TIM-35F AR EAE A TG R FE S

HIRPD- (L) LI FES CLCA 85U YT AILRRA
HSMATT AT ik 25 T AR /N M9 (non-small cell lung
cancer, NSCLC) 3X J XS 2y 7 U A IRg - R A DG
U AT IRYT B K BUE R SCLCIW I CheckMate331
WEFEARE W78 OSHEAL 1y B 1) BR FRLHT X ALY — i
J7 2 & SCLCHITIHIIECT-1603 /57 A& /R ORR ., PESAI
OSHYHEE; FER AL )5 23R T ES-SCLCAYORR A

£9.5%); PD-L1I 77 A L) 7 L) — 2RI T ES-
SCLCH, A I [ Y IE AT BR (213, IX AT E S SCLC A
A B — LGP IS AEAHSC o MRS BAT RO FTEE 2R, 3T
X ARSI T HEA T AN LA

2 SCLCEBHREHFIE

SCLCAFTE LR H 2 41 1 458 Ak - DR 2HZUh iy
R EL A (tumor infiltrating lymphocyte, TIL) /b;
(2 Jif 96 PN A A 400 o) AR B 5 240 i 4 98 AR DG 4

(tumor associated macrophage, TAM ) . i R AT A= I il 4
Jifd (myeloid-derived suppressor cell, MDSC) ; (DffJgi£H 4!
PD-L1FRIKFHPEARAT, ELBUA A9 RAT 5T i A B Afy XS
ICIAYT AL TN AR ; DIIRa 2 L 2 B BUH A E A 1k

(major histocompatibility complex, MHC ) Fik /K FAK; &
SR AN G 2 A A A )T PR A A B R
2.1 SCLCHPR MR EL AL ZKFAIK Carvajal-Hausdor f451)
XT90BISCLCHRA PN /R TILFHE 32 2 CD3/CD8* T
LA AICD20" BIFLL AR, AFMACD3 . CDSFICD20
AR KBS B, P FRIB IR, 16% 148 CD8 Al
CD20¥JAFRIA . GNSCLCIHL, kKRR 2 CDS:
PRI IS 448, LUt ikef%, CD8/CD3 Rt 3 i
FNSCLC, BLBHSCLCH /A A EEETAIAE (cytotoxic
T lymphocyte, CTL) {2, 5 HAWZ M AU R W] Y 2,
SCLCHECD8* T4 i 151 i -5 i i I 0020, X n] fig
JEH N CD8 Al g B i i (Il B, XS R PR AR o
SCLCJ& T Hfiere i)

2.2 SCLCHRH S e sl A = e i
2.2.1 JEAROC VAN 2 A e ) 2 4
(tumor infiltrating immune cell, TIIC) B H E2H i o1,

Jifg AR | BE RS L ISR R G R I T RE R, A oY
i 7sMDSCEIREMIEE, TEARE A P s 2 el
TAM, J5 &1 2B PD-LISEHLH EA T Iz 1 T4
HIVEH . TAMAMY £ IAPD-L1, £ 435PD-1, PD-131H] T
TAMXT IR AN B REDRE, SRRtk A OE 2, PRI,
TAMLZ: 50 [ 1A G 5 RS o e S i () B BB,

Z 5T 2326 i )R TAMIF HEAL & SCLC TIICHY H %
A, SCLCHEA HYAIE i i e 40 B RE A% 78 AR g% T B4
HA M TAMAIER, Gadgeel % PYRHF 5T i 7 851 /20141
o PR R BT 4 R R 9A Y7 I SCL C R TR 5L J] Bl [ 11
PD-Llﬁiﬁlﬁt, PIEREANI A 3, PD-L1BHYE s s
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KAIPESHIOS, #&/RSCLCHRE 1) TAMAT RE L b g
G2 S, (H T RFSE AN D, 0 75 78 5 R AT
FERHE TR AR, R — IR e s 5AG
FAP 2 BRI 2 A 1F Lambert-Eaton L JC 125 A1 (Lambert-
Eaton Myasthenic Syndrome, LEMS) fSCLCHEE AL, &7
LEMSEH (it g ) miig v o8 206 i E 2
B, PRI TR E BB IR SE SO o I A4t L AR AN [+
Ji e S BE A T A R AV E R AT REA AR R 22501, PRI
Bk — W5 SCLCHANRI TAMIY U5 8 3% 15U S ieits
ITITRZ I R
2.2.2 BEAMTEMHIANM MDSCH—RE BA SRR AR,
SARE FR AN ZH B g 7 A Z2 80 R A MDD SCAE 1 T
TR, e 438 2k 2 A PR - i 4 N R A R R
211 O SSEH b s R v O SN o S b S R |
YA 2R -6 F e FEMDSCHY S AITH MY, MDSCRE M 1T £
FRRLEN AN A kAL AL EIAS 2R (arginase-1,
ARG-1) . FIKPD-LISEIHIT 40 MuIGH, 20T 40 235 Al
PR AHINK ARG P J5:CD4* T A1 ] 15 T4
Hfi (regulatory T cell, Treg) 43U AIIEFH ; 1755 EL NG AL ) {12
E R AR Y F H A3 A s 29 IR TE HE R /RMDS CTE
AN eI T 2 B A S RV E ], S S EiR YT
MDSCH BEL & SCLCHREEMHIHLIIZ—. TianZELOk
PRSCLCHEA N L MDSCHEC = MBI 8 3w FIEH A,
[FIMDSC il 5 43 H I TR 22 1) J00J R G o R 8 S B Y
WFoEts BRI 4S5 TclozanZE PR TSCLCH &
FHELA MDSCHI IR 4 Sz 204k R X p s 38 1 75 S0
G RE SN ISR, 25 5 i 7 2 FH R I 528 T LR B fof
PE MR R pS 3R Tk I N A 1 3 25 57, AR IR R
TR G BHYEC DS T 40 ML E R R R, 2 /RMDSC
Z 5 MHISCLCE A I PUIRE e ) v;, iMDSCHII AT
AIREHR = S BRI T AL
2.3 SCLCHMR e AuM /Ao # M HAE X Hamilton 555
INKSCLCARA I PD-1BH I TILZS 4345 T v Fifa) i <2 5
b, FFBAT IR IR N ES, X AT RE & SCLCRM U EEIRYTIT A
AMERJFE R Z— o R AR R T IIC/M 5 A 5T 7R : PD-
(U)1AY 1T, TIICHENRE A S i A —E AR X
PEIRITITALZE, FE R TRB AR ABCR M, A1 Tumeh S B4%T
S BEIRTT BIANAYT Y SR A R R A ARSI R s AR
HAEFH 24510 1Y g s AU G R Mg NS & A B 2 1 PD-1
FHM:CDS* TN AIPD-L1BHME bR 40 i ol S 22 40, PD-1

SRR PRI BT G e SN 7 A 3 MR R BB
RCBFRYT PR PR AL 2 B C D8 TR IS N, H
Hh, AT FI R 20 2% C D8 T4 5 2 B X7 R I W e
TR Kuang S5 B NT ST 7 4 i Jas g S5 Fa] o i AN 29
PR B2 i 22 X A PD -L14 S5 KT . Korehisa
SELAL A T TR m AR E I [PD-(L) LIRS 7 244 ]
F P AR 1 [PD-(L) IR T 2022 | 45 B IEAn AR,
2 BT R 0 5% 114 e R 200 B R IV 40 i % 3K o e /KT
FIPD-L1, JfH I P4 B 22 1) CD8* T2 [t Al W3 441 i =
HES

KA TIICIE fE7ESCLCH Y 43 A A5 Xt i 7 Hh 280
CFAiE . Schultheis %5 26 & B B IR 40 i 45 AR 2235 PD-L1H.
TIL/DA FIAPD-1, {HAE R 5] 28 A4 PD-L1FIPD-1
PR 43 A 18.5% F1489% , BHE: 2 15 41 43731 TAMA
CD3* THI, —FH Wi BE Y, Yo LI 58 R
PD-L17E I8 - [] J57 38 S Ak 1) H 928 240 LAY 2 18 1 5 LA
o PEAEFRIRIT B, F0 5 S e AN FE B . PD-L17E S 4
MR IE o I3 — I/ NREARIF IR P44 7N PD-L LT 5L ] i
U AR, B FHPD - LM i) A o = A SR A
K AEAF ]

2.4 SCLC PD-L1RIAFEA ML X PD-LIAE s 4 il sl
96 2 2P %) 6 93 A4 i R 3R A bR e A 2 b R
PD-LIZENSCLC. B . FEE IR | s e 5 2 e S ik
JHrRE 2% 35 5 PD - (L) LM 51 B 48 7 ARRE O 7
2.4.1 PD-LIZESCLCIMYREANIAFRIE AR5 FNPD-L1
TESCLC I 240 i 3R 38 FHPE RIS FE K 0%-82.8%, £4K
(13/17) W5 B /R PD-L1FHERAK: 0%-25%, BB AKT
NSCLC (1),

PD-L1E MR8 41 Af i) 25 55 2 75 A3 T30S 0 (v AN BH
SR ST S T G TS A OG (1) 20233839 v 203
X 194451 8 5 1) 43 A 7R i 48 Bl PD - L1 3R 35 5 2 (1)
TICIRIEFHC, |2 W H R IR BT # OS A LA a3,
{HPD-L13 35 50 TCAH M o Bonanno %5 ROKG I 1044
SCLCHRAS I /RPD-L1 A 7E Y- 110U i FIvil, s
TR R SERKMOSHK, ZHEMT LB EER.
Inamura5 BN 7451 (5 (194387 i 7R PD-L1 FHM: B H A
R AR SRR R S P TR ARAE T Ishii & B8 102451
H T B RPD-L1HME B E B 2 R R H A K
)OS Carvajal- Hausdorf3F AT 5T i /s e 41 i 2 55
PD-LISSAEAEARRTC G, HOR AE St e ORI, il
HAWHE 7T R B S re 204k, EAG I H A Brb R 41 i PD-L 1B

BH P FIPD-L 1 FH A 290 0 ) 7 B3 DA, ﬁf&ﬁxzr’aﬁr ﬁ*ﬁﬁﬁm%) o FA—TiFFE 4O R 7R PD-L1 3 1k 5 3
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ZAEAARC . IFR A5 1825 SRR AN, T Re S
PD-LIFUAR A SR IRBAME I BUE AR | A B A7 7 22
FEERRA K,

ST i 40 Bty 26 3K PD-L A IC T 7 & AR 8 (O I 5
Gz, PLES e AU, 1/10Y CheckMate 032857 i
7RPD-L1AMEFSI M £ 35 (i FHEA A E ST A ORRIC i 2
22500, ETITHICASPIANTI G Y, PD-L17E Rs 20 M 1 2
TRANFEN FEARRJE SR A5 AT 7 07 RO A A B TR]
2.4.2 PD-LITESCLCHVENRHE e AR ik BAREA
I 5 PD-LITE IR AR 22 15 5 PD- (L) LI Y T R G,
{H—LLPD-L1FHEE ToAk, Horh—A ] Re i A2 PD-L17E b
SN R R T A2 BITANME =B TR Ry 5T, T fg
2532 30| IR 40 e P AE ML 0 S SR DR 5 A i, i A
A IR P G e AR 23, DRI o EL A Ty 7
BN A B2, X Z A2 g i 6 D i 7R PD-L 1AM SR 35
TIREA0ME, 53R T AR A = B A FhTIIC B3+,
FIRE T AR IR ™ A T3 N S e BT, X SR/ NBURN
NRZ M FRA BRI 7R PD-L1 A FTIICH £k T
v 240 B0 B E TR PD - (L) LRI 057 35

AW A AT B2, 280 75202324264 i) JRPD-L1
FESCLCIUTIIC (B ERAL- W2 L . 5K U 248 L R 2tk
ANMEAE ) B R 200 i 2 35 PR R 5, 418.59%-56.3% (3
1) : Schultheis“52IXF 45| SCL CHl i M INH I8 O AG: I
IR 8 A AN 2 A PD-L1, {H i 5 1) i 28 Ak ) s 44
JEPD-L1FHMERM18.5% , I CASPIANTFFT B /n2776k5
AR PD-L1TE IR 20 M 9 BH Mk 5. 19 , E S8 440 A i) PH
PR HR22.3%4,

FTFTIIC PD-L1FHME 5 SCLCH A7 X R 1A BRI
FEHE /R LT RE S5 0 A A TS AH G (3R 1), 3 55 s 40 il
PD-L1FHM: A S M EAHALL : BerghoffS5E 431X} 3251 i % 7%
SCLCHZ I /R TIL PD-L1#35 5K AAAEAI
Bonanno®5 2%} 10451 SCLCHR A K I {2 7R PD-L 17E 8 41
I TIICHY IR 5 R MHA W ARG, B R i
AR STELFAEAFARG, ZHEZMTC N E 25

AT B 55 $2 7R PD - L 17E TIIC 3 3k AJ fig B A i
PD- 1IN F R M E, (H A= KEEAAF 5T, 4598
WANE S : THHKN1S8HF 5% 1 /R PD-L1 P g3 (i iy
FIER SBT3 T PD-L1BAE F s, BHE A s Y
ORRA}1435.7% (15/42) Fl16% (3/50) , OSHll M14.64
AFN7.740- A8 55— /1T CMo3280F 55 olrb 4 s )
JLARYTORRE PD-L1E A TE e, BHE B 35 4331

-5 PD-L LA I 240 B FE P AN [ AR G« 250 K6 00 ) A2 feh 8 24
JL L IR A B A AR L, Bk 255 BT 73 (combined
positive score, CPS) , J& 75 Il A4 {3 Ay ik 9o 440 Ff o441
Gadgeel ST i 7815 /20 |SCLC TIIC PD-L1FHPE,
BH P 248 L = 222 ] % e g L J0 6L 43 A1 1 B 4 i, TIIC
M PD-L13 35 SIA TR R APt 4 16975 K A PESFIOS
AHC . MPD-LIII 7] 54kY7 651/ SCLCHT, PD-L17E
THCHI A5 ORRMOSTCAHFEMEH,

B2, HRTZ 058 & /R PD-L17ESCLCH R 421
RACEARAR, 5 AR AR RS2 L P 3R AR TIIC i3 T
JEANML . PD-LITE PR 41 AN TIIC Y 2 38 ELA A DG Bo 20l

(F1) . ZHF 5 B /RPD-LUZE MR 41 AN TIIC ) 3k 15
[f4] 5 B 3 B TS AHOE o 56 T PD-L136 A XF ICT 7 2L Fi i fr
H A PRI 42 7R PD-LLTE IR 40 M A 22 TR T g 57 AL
WIS ARG, M AETIICHY R INAT REA —E BYJ 7 8l
{8, H AT 8= KB 55 05U, 4518 MANTE2E . 1Y
PD-LUMHI R 54076 A B, PD-L UAE fiIgg 200 it 1 55 928 41
LI 23R 3557 ACTCRH B AH DG
2.5 SCLCAYMHC IFIMHC ITT
2.5.1 MHC IFIMHC II7E IR 4R 2 A 0 5 S g 4t ifn 2
TIRIMHC 153 F-RES I b i ik i S 45 CDs* TN, 5
RCTLR ), ZFZERIMIE A MHC TR AR AH R T
K, 1 B HANBEMICDS TN SEHTFRRS), 734k, MHC 1
TR AL IR T RE 3 BT I B 20 A RE IR R
BRI =z, MHC A F P AAE AR 2 45 CD4*
HEEIT AL, 2 540 S RN QS B R A e e
SN2 | AERECTL G | #7355 G20 25 1A 0 28 4
R B AR MRS 5 0 il I e R, 4
KT RENS SR AN I 25 A MHC 1190, ZK i fdi 2 H AT 0%
HIBIT AR,

2.5.2 MHC IfIMHC II7ESCLC#IA N 5NSCLCHLL,
SCLCHYANAE R FRELHL bR A FIMHC TR/ B2- sk
FEIR D), HeZE RGN T42 N SCLCAN R . 55 1"NSCLC
Y R F278 B AR A R A TILAMHC 113k, 45
IR 7N SCLCHH it 28 AT B A Iiired 48 HfI JCMHC 1163k
MMi12.7%ANSCLCAH il ZAMHC 113 3A Y . SCLCZHZITIL
FIMHC IIA/KP I TNSCLC, A9 2 HiMHC
IFESCLC T 1Al g & A= i ki ny JR I 22— Yazawa
LR B [EIFELE A AR A0S TEDR (human
leukocyte antigen-DR, HLA-DR) A EATSCLCA I 3
ik, MAENSCLCANMIA A AR B Rk

H9% (1/11) Fl14% (9/64) o ‘S‘Cﬁlﬁﬁﬁ?ﬁ%ﬁ“ﬁﬁxﬁﬁ D Mﬁ:l TESCLCHNME B A ol T2, $E 7R3k
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=1 NERaRFEPD-L1FRIERMBEHA R
Tab 1 Research of PD-L1 expression in small cell lung cancer

Cases PD-L1 expression CPS Relationship with otherimmune Prognostic or predictive value Ref.
No. TC (%) 1C (%) biomarkers
948l 0 18.5 - PD-L1+* TAMs had close geographic ND 1261
association with PD-1* T cells
194 16.5! 56.3 = PD-L1 expression on TC or IC was ES-SCLC patients with positive PD-L1 122
(SP142); associated with the degree of IC expression on TC trended toward longer
44.8 infiltration; PD-L1 expression on TC survival; PD-L1 expression on TC was not
(28-8) was associated with its expression associated with disease stages
on macrophage
30 10.0 40.0 - ND PD-L1 expression on IC was associated 124
with longer PFS and OS after PD-1
inhibitor continuation therapy
277 5.1 22.3 - ND PD-L1 expression on TC or IC was not 1
associated with the efficacy of PD-L1
inhibitor combined with chemotherapy
104 25.0 40.4 - PD-L1 expression on TC was Positive PD-L1 expression on TC or IC 1201
positively associated with CD8* T was associated with early-stage disease;
cells infiltrating; PD-L1 expression and was associated with longer OS in
on IC was positively associated with  univariate analysis but not in multivariate
FOXP3+T cells infiltrating analysis
186 78.0 54.3 - PD-L1 expression on TC was PD-L1 expression on TC 140l
positively associated with its was associated with poor survial
expression on TIL
320 75.0 25.0 (TIL) - PD-L1 expression was not associated PD-L1 expression on TIL was associated 3]
28.0 (TAM) with TIL density with longer survival
920 73 ND - PD-L1 expression was not associated  PD-L1 expression was not associated with (el
with TIL markers 5-year survival
74 18.9 ND - ND PD-L1 expression was associated with 1391
longer survival
102 71.6 ND - ND PD-L1 expression was associated with 138
early-stage disease and longer survival in
ES-SCLC
148 17.0 (cutoff>=1); ND - ND PD-L1 expression was not associated with nol
5.0 (cutoff=5) response rate of PD-1 inhibitor
210 1.9 ND = PD-L1 expression was positively ND [E)
associated with ICinfiltrating in
tumor
39 2.5 ND - ND ND 151
100 82.8 ND - ND ND 52
20 5.0 ND - ND ND 1531
145 = = 317 ND In patients with positive PD-L1 (CPS=>1), =
there was no correlation between higher
PD-L1 expression and response rate
107 - - 39.0 ND Positive PD-L1 was associated with 1“4

response rate, 1-year OS and PFS after
PD-1 inhibitor therapy

[a] including 61 cases of small cell lung cancer and 43 cases of exrapulmonary small cell cancer; [b] PD-L1 expression in overall patients;
[c] PD-L1 expression in patients with limited-stage small cell lung cancer; [d] patients with brain metastasis. PD-L1: programmed death
ligand-1; PD-1: programmed death-1; TC: tumor cell; IC: immune cell; CPS: combined positive score; ND: not described; TIL: tumor infiltrating
lymphocyte; TAM: tumor associated macrophage; ES-SCLC: extensive-stage small cell lung cancer; PFS: progression-free survival; OS: overall

survival;FOXP3:forkhead/winged—helixtranscript]ﬁacfﬁ. D D D D
www.lungca.org
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TEmRNARG ST LA T B T2 S A I T (class
I1 transactivator, CIITA) &/ FIFN-yi5 $MHC IFIMHC
114535 1 3 BL3G SR 72— o), IR 5 49V | JRMH CAE
SCLCZKIA P ZM T/ E A CIITAR KRG &, i —
A0 ML 5T 30 s 5 A B B 5E - 31 - SR E (basic helix-
loop-helix, bBHLH ) £5 ¥4 A5 5% [ F AL FEHASH-1HIL-Myc
FESCLCH Rk, HAEHE e 25 & T CLITAR G 3l
FIXHE-box [, MIHIIFNyiE R CIITAZR A, 4K i B
MHCHEIEZ Pl
2.6 SCLCEH/MNA M BZEAMMIk A CD8 THIfES
e g G P 1) T B A RE AN R, An S IXRIBYTES -
SCLCEASME LT 20 i 7 FE (4 4G I 82 /R C D8+ T4 g 445
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