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Research progress on the mechanisms of chemotherapy and
immunotherapy resistance in small cell lung cancer™
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('Department of Thoracic Oncology, *Department of Thoracic Oncology, the Third Clinical Medical College of Xinjiang
Medical University/Tumor Hospital Affiliated to Xinjiang Medical University, Urumqi, 830011, Xinjiang, China)

Abstract: Small cell lung cancer (SCLC) is an aggressive neuroendocrine carcinoma characterized by rapid growth and
metastasis. Initial treatment with chemotherapy has demonstrated high sensitivity in SCLC patients, particularly platinum—
based chemotherapy which significantly improves survival rates. However, the development of resistance to chemotherapy
in most patients leads to a poor prognosis. In recent years, immunotherapy has emerged as a novel approach for treating
SCLC by activating or enhancing the patient’s immune system to recognize and target tumor cells. Nevertheless, understand-
ing and overcoming mechanisms of chemoresistance and immunotherapy resistance remain crucial for guiding personalized
clinical treatments. This article provides a comprehensive review of the latest research progress on chemical treatment,
mechanisms underlying chemoresistance, and immunotherapy in SCLC patients while exploring therapeutic strategies post—
resistance development to develop more effective intervention measures for this lethal disease.
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cell lung cancer, LS=SCLC) 1) ¥z A /N 41l it fili Je
(extensive stage—small cell lung cancer, ES-SCLC) .
LS-SCLC & # W i 4= /7 ¥ (median survival time,
MST) 251741, ES-SCLC % MST A 8~124 J 7,
REBUBETEMRISH O &R E R I B
JHRERE RS T W o A IRFETR T + 52T AR W)
(etoposide plus a platinum derivative, EP) X3 9
97 5 AR Ry SCLC 1 —ZIRYT W 248 (B H
Al ES-SCLC #)—Z&if 7 BB T 407 K 15 S e df
F7, W BT R BR BT R AR I B A 4 DL A B
PUAE , AL GERY B4k 7 5 S48 ok b . A
LAY 0 A VT s i SR ) B S R G U
FOTC s g 2 . SR, SRS — K, SR Eif Tl
A REE B 24 (), R, WS84T S e ia T Y
TiEf 245 AL T 6T T 2L 0 o R TS 2 TR 48 e i PR A 44
IR AR B G H . A SO 2554 SCLC % 11k
7RG BETRTT K LT 25 B 4 BB F ek Ji , ORI
I 25 J5 BOVR T7 SRS

1 SCLCHHITRE®ZETT

SCLC PR o B2 AR 22 P B R R O 0 it
23 W BHE AL C AL Tz . —H ROk, LS-
SCLC PATRI B A 97 2553097 9 5N, ES-
SCLC LAEST Jy T L5810 97 0 sl o ARFEIA 1
+EPALST E R 30 Z4F K SCLC —ZIARYT bRk s
5 RE B MW IR T B RN (60%~70% )
B R WAR

Fe3Z1097 A, LS-SCLC /4% MST 3 16~24 1,
ES-SCLC 8 H AL 6~121 A2 SR, KT 25 )5
ES-SCLC 9 H 57 2 A 77 1 (overall survival, 0S) A4
141 2R 7% BB LT
NN (programmed death ligand-1, PD-L1 ) e
PERG AL ST B, EP 5 PD-L1 A0 IR B A IR07
1Y % W 2% i 2R (objective response rate, ORR) A
50%~70% , 25 >} AE 71N 40 i il 955 (non small cell lung
cancer, NSCLC) [y 2 £, —35i @ A 4% T #A 1 A3k
5 LA T LASAZE S Bl i =R ART S M R R
93097 T RO & etk S5 R R, ST IR
£ OS B M B B 2530 97 B I SE 4 (18.2 > H s,
12.5 4 H , HR=50.67, 90% CI: 0.51~0.88, P=5.007
9) , fH PR H ™ i) BE R SO O A8 R A T 0B PE 4R
TR R - AT A 83% Y A B 3~4 G rh M 2
LD | v 3~4 0 FAE R PR A AR D 1 K AR
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HH3190) 7 KPR FRUETRTT T -

MR8 77, H AT, ES-SCLC i —Zk iR 7 i)
e BT A BR BRI S R B ARFEIA T, AR 4k IM-
powerl133 M HHAFSY , AT 25367 A0 L,
0S F1JC i#F i A= 47 3] (progression free survival, PFS)
BEUEES . FE ASTRUM=-005 TR 5T b, 30745 Al
BPTIR G Ay 5 R AL P A 1, OS AT B R
O RARIX T R T ES-SCLC I BiUE L fHK
L2 3 BB E R (progressive disease, PD) ,
MST R 124 H o I, W58 SCLC ALY T M Ay 7 Y
T 25 HILHRI X T e R Filfs B B

2 SCLCHIT R BEBITHIM 25 H

AT i 245 13 4f8 i Jre 2 AU AT 43Sy e KA T 24
ARAF PR 2y o 56 AR MR 245 48 I e 40 i e R Xk sy
LGP AR, T AP TR 24 T2 45 Mg 200 M 7 Ak y 7 i
T B W 25 W A R . T 2 AL R ) X T
e B E S B B S T JUAE SRR IR
N U8 Ve 2H 20 57 Fh B A 455 AU (patient—derived xeno-
graft, PDX) K 83 VR 1) a2 2% B B8 (patient—
derived organoid, PDO) %5 SCLC i 25 1L il A b 5% 47
K THiATE . PDX AL SR AT LUAR A BEADLA P 1Y
0L AR A, I A L2 T L PDO A
RIS T AR AMSAY L B i S PR H Y, TR R
TR 0 16 1) 98 i 6 T H . PDO BB g 1 P = B4
T U R 25 O R | 2 R PRI E IR e AR
PR iR A R AL BT A AT T 25 HIL
SEIARZHE W LA AMEA B I DNA #0518 5
AL A0 T e g 200 i S o PR O G L A Wk R Y
il e A A 1) SO R R AR B 1) 52 0 S
(1) o SR TT T 25 7] BE i 2 R L 51 , 45
S R P I8 1) S S T T L S A A T Y L
e 200 i 1) A ek A 4
2.1 ZHYIMNER ZEMZ

SCLC #1124 £ 11 A9 _E 38 2 Ay i 24 1 5C i
Z— %%ﬁi%(multidrug resistance, MDR) &K
I 200 B X A U R 2 i 25 0, 3 2 R A R
B 45 55 ) LAt 24 9y i 3 s 2 ST 244, 3 fili Ak
JYRLNEAR . MDR 2 322065 40 M L A9 MDR 25
R g L, un P- 2R (P—glycoprotein R P—gp) N
MDR #H 5¢ & H (multidrug resistance—associated pro-
tein, MRP) 45!, A8 ATP ALK AT 259
SR AN AN U 25 YT AN N B SR BRI 25 )
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Fig. 1 Schematic diagram of the characteristics and

Jibges £ L () A A E T o R E MRP R, 5412524
Y 250 25 VAR 5% FLAMHE ) 32 2R AT e Rk 4
G5, E HE9AR Tif 245 SCLC 4l il & , MRP1
AL ABCC 1914 S 25 M3 s A7 5¢™ . Ik
Hh, miR-134 X &3k 5 MRP1 ik B 2R T
P35t A% IR % /F MDR 8 I RSB R R
SMFFE IR , ABCCL 334 X MRP1 8% P-gp ik -
JH 5 1097 TR 24 4 G 5 S R 2R T 24 M 2 75 ml 3, 2 A
SR AT T MRP1 25 ) B PE VR &2 305 , 28 MRP1
S AR R A B S 24 4 ) 24 ) s
Y2, Fe W BT X MDR 25 140 i S s T e B 7 e
HRifit 245 S Ay
2.2 PhEESF R

SCLC /)i PDX HE BB 53 & L, SCLC R i (i
5 PE S PR AT BE r R i A A
JZ - [8] 78 i % 1L (epithelial-mesenchymal transition,
EMT) i R 2828 51 . i 95 35 36 T sk v s 1A
F R IR R H DY AP SCLC WA . SCLC-A % SCLC-N
Al SCLC-Y %  SCLC-P &I Hrf ASCL1 £l Neu-
roD1 J& SCLC Y G5 bR i ) A4k R [R5, G 1 4
5380 AT IR A L T o 28 N 0 D 2 B e — 2D 4R
20 B 3G B TR CEMT FIARSF TR 2617, PR 4 i
RNA-Seq 7T 7R , 1697 BT IR 76 5 F )2 T Ak —
A MR B K 4y F 5 B CEMT AH G JE  3R 3k
VR AR S AR AR OGS L A A i S R
56 2R 1 13 B A0 AT 52 I i 24 5 SCLC-Y I Y
i KRAS BX Notch 42 A 300G 7T -5 SO MR i 22 4
I3 IRV AR Sy AR B 28 N 4y IR, E AR ALY

potential mechanisms of chemotherapy resistance in SCLC

it 2510 A, Biised 40 T 6 3 Ao AR 2 e 240
14 19 R T RN 22 ) Ak 0 R, 34 8 e ) S o R
it 250 . BF9E B, CD133 5 22 Fh il sgg 114 T 245 1 A
X%, Horb, CD133BSCLC 40 Jifd H. 4% il s - 40 Jif 4 4k
I 0] AE G B /N B PP R B, X AR R I T
251200 WA B AKT B2 5 T SCLC 19 &
Az, CD133p 4 i AKT 36 1 38 55 ] i 5 UK
FeIH T 252
2.3 DNABRFIEENH

FEARST i R T, SCLC 241 B i BB ML 3 ZEAR S
T259)75 3 09 DNA . UURE W7 24 Kl 4814732, i
AL PN DNA 510318 2 R GeRe e 4R LR 4l AR .
WF5¢ 7%, SCLC 4f Jfd b i) DNA B & 25 1,
PARP1.ATM .CHK1 1 EZH2 ) ik K F 8. & & T
NSCLC 4fi g, 3 F 22 5 7T BB £ /= SCLC 4 it % Ak y7
5B . 2 BT R AW SR A 1 [ poly
(ADP-ribose) polymerase, PARP ] fi¥) H F& &1 J& DNA
fiff B R S48 2 I b7 1), bR T e 20 i v it = [
?ﬁﬁ?ﬂﬂ%fﬁ(homologous recombination repair, HRR)
A2, {15 PARP & 12 i i DNA & & 19 & 3£ AL
il BRAERESE4E AT BURAI Y b SLENT L 2
TR Z LN Z —> SCLC LYY 5 & & il i
EZH2-SLEN11 547 /) , EZH2 9 5 19 22 W 18 A4 &
M 20 SCLC Twistl L&A1 SLENT1 T 3, M i fefi H:
XA AN CE ™= A= i 24542 . SLEN 1147l AT 4
FET, M ATR/CHK 13 % GE 155 DNA i 475 7142 #F 21
MAFTE " ATR/CHK L AE A 200 1t J5 4 S 1A 52 il 4G e
RO Z —  EBE TR AL O e R e R X, SR
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RIS AT T, o 20 B A At B 5
Ml SCLC 41 Jfa ) Ay i 25 1 . il an , 22 4 e i
fit} (SHMT2) 1o 33k 5 H 2 0504 i 25 40 0C . SHMT2
il 35 25 B IEAR AR R T AZ T IR ) A LR T,
S DNA SR8 . BRI, X SHMT2 264X i

it 11 7N 1 I il 300 RO 0F A1,k i il SCILC AR Tt 245
PRI T B S
24 B

I W8 2 A4 L35 I 32 4 B 11 A AL, B
HAWEAMER : BEnT LU AN 5 2 E i 258 SR
PR Il Jea 4 ML 5 2 Ak 7 25 W B 4, o T S R PE R A
PR TR AR TP AN BR T 25 R A A . R A R
] 2 — ol 200 A A SR W 3 o 7R IR T I O SRR
YL F i 24 b 98 20 ML A AR . Ne— BT R Sk
(N6—adenylate methylation, m6A ) &1 2 5 95 4= b
88 W St 25 PERY . Sun ZEPYHESE R T, moA FH 3L
%% i METTL3 38 12 # [7] DCP2 8 4% Pink1-Parkin
A T 19 SCLC 4N 3 e A Sk 43 45 , e 248
P SCLC AL 7 it 285 . Ma 25655 20 B 1 I 40 T 24
H446/CDDP Jif i 41 il 55 S5 A< Ha46 4 f Y JE K 238
25, % B HA46/CDDP 20 i [ W B Sk 3% %, J k) A
W T] A R 25 SCLC AYTRAETR 7 SR .
2.5 BEREHRET

SCLC ALy 7 it 25 5 A I8 W %6 V1A OC , Kern
SEDUEE T, SCLC i 25 20 Jd % mTOR {5 5 ALK 2 1R
B AR 6 3 T 5 5 AR K IR 7 i PISK/AKT i 42 5l £
TR 2R 52 B4 R R A 2 Tk i . PR 1) 2 25 1 ) %
mTOR"™" K5 G R LIV AN AL IS TR 245 40 A7 375 R A1
Wang 250 B, TR 24 fili 96 20 B 9 B SRR 2R 1T 1
(thioredoxin, TRX-1) ik F 4, o] F 22 R IAFE R
NN AH OCHE ) mRNA 235 1l ) TRX-1 3835
VR AT U 55 SR AR I AR R 2 it 24 0 L (R R
PRI 5 ik 25 M i ELAAR 531 WL o A o 4 B W
Lii 56736 | 2 b 1A A= W) A BUAH 56 3k R AE SCLC i
2 20 it P g AR | AT R R 2ok AR A 1 5 T RE
AR IR 2 . A WF5E R, SCLC i 24 21 Jifd
LRLR DNA & 5T, PRI EE 5T A (R T T 3 s
S T 40 i A A Bk A A e L AL A R )
&= miRNA A5 0 8 8% A7 Bl 1 830 i 25 3% B i
ik,
2.6 MEERATEER EELIE

SCLC 41 ity B % 1k ikt 1k 97 245 901 S 0 40 i 07
T, 3k — 43Pk AT RE 5 4 PN R T A G S
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P KB UE T U0 Bel-2 0% L 5L TAP 57 i i
B kAT 64, TPS3 AT RB1 AY ik Bl 2k 5 502
JIE0 T 300 8 s 2 8 25 SCLC 20 i Ak 45 S 18 B R
LT B, e A, B T 40 B (cancer
stem cell, CSC) 7 BEIE i 4 15 5 1 RS B XL y7
5B NI SR YT i 32 12

SCLC 4 i e % im it T~ i B2 S AR A
& 1T 2443 F (major histocompatibility complex— I ,
MHC- T ) Sfe kit G 2 48 U0 A, vl s8I HI
988 IR JIC 1) P9 40 B AR A 928 507 440 L 1)
W ARk e, Ak, SCLC 21 i RE % ) 45
i R A A5 ) 2 WA, A G D e 2 0 o)
PEAIM A 7, W TGF-B F1IL~10, 301508 T 40 i i
TG PR R BE 0 G0 928 40 WA 5 T b 8 s
SCLC 2 il if 58 9% & 1#F 94 775 1% T 48 M (regulatory T
cell, Treg) i R AE NG , AT 3G 5 S e 100 1 A 8%
A BT b A R, Akl T T e
A R, SCLC 4 M AN i 358 4% AR5t A% B
PARE BRI 3 W] e ] R e A0 e )
2T 2 4t H PN Rz 4 B o G 43 0 22 A At i R,
(7] A4y AT 1) o A K I RO B X — R A
BT MR 5 1 22 R A A A EAE L i — 2 e
T SCLC e 1 W 28 K ML &2 2= 1, T &
BT T R MR AL T ] RRAY IS
2.7 BhEREEMER R

SCLC LI 7 i 25 WL AU AIF 5T B 22" Ji 3] i e 40
PRI, SR R Sl B 5 v A4 i P 5 40 i )
WA B AEF9 . COL11A1 & & SCLC &%
RAZIEN Z —, gt mg X 1 BB o [ 854
KHEAN AN TR 1, SHIZEI 25 HHOC S, fF5R A
K, Notch B FIE AT 75 5 SCLC 4 i 25 431k A A
2N AT AL T BT T 25 P B 5 | IFAR S i
oA S PR v Al R A ) A AE oAk A
TR B AR BE 2%, RH OC 4 Mk £k I 4 CXCL12/
CXCR4 Hli () 75 AL A SCLC ALY 7 T 24 1 B 22 4L
il Z— o CXCR4 3ZAARAE b 0 A= A7 hy b4 i
ORHEAR 0, JU A bR A = 28 55 1T 4% rh ol 31 DG
EH . CXCLI12 fgf% i 3% I SCLC 41 g CXCR4
(e ak , HE 0 22 2% 5 A0 i A A2 FNBG B AH G 915
53 I, e 4T B R A R AT 2 A A Y
fiif 320

B JE K A 15 4] 5] (immune checkpoint inhibi-
tor, ICI), 411 PD—1/PD~L1 1 i ) A1 20 Jfd 75 % T 4k 2
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20 9 AH & PR 4 (eytotoxic T lymphocyte—associated
antigen—4, CTLA-4)# i3], © 7€ SCLC H i /R H —
SEMTT R, SRNT, D P 25 AR AR kTR 245 BR ] 1
FCG PRI FH o T & M 24 7T 6 5 e R B v 4
REA IR AN JE A8 56, T R A5 Mt 245 ] 5 -5 g 240
JiL 3 TH] PD-L1 & 3K I B8 5 8 Sl PR B2 el A2 A OGS
FE GRS 25 P (T B, IR i A e A 3] T S B
FHEY . e T A5 T A7 A G 2 S 4 L, 4 Treg 2
JHE T8 P51 40 ) 40 B (myeloid—derived suppressor
cell, MDSC) , AJ 3 12 43 WA S 2 41 il X (4 IL—-10 A7
TGF-B) Il Gy N 22 . SCLC 5 WA 5%, Hiks
fiF = )5 b ooed 28 2% 471 fof (tumor mutation burden,
TMB) , 9K 1fij PD-L1 Fl MHC $ 5 3 357K F3AIG, s
21 6 1% 9 i R A R, DRk 2 ) e (LT SR BR T
PRI S RE AL AS o ITAER  BE X SCLC it 25 AL
il A AT 5T 4 IR T A0 A5 5 55 s AR i A fk 2848
Ty 0 S Bt S T E IR AT AR e R
AR S RGBT, TR %
Ejitit 25 K0 O 0 5538 B, LA 4 PI3K/AKT 38 [
MAPK i [ R Wnt 3 #4562 o Bifi 25 Jioigg (0 22F &2 i
e DX BTG ML A, 35 4 XS ) g 41 o 2587 PR
il T U L A B S A A
28 RERERSFRIELR

o E A 43T PD—1 H1 PD-L1 7640 5 T 20 3%
P B IR b ke G A TR AR . W
SR MY C PTG S 3 A 9 IR y T3 (inter-
feron—y, IFN-vy) {5 5 # S, JF 5 240 g it
PD-1/PD-L1 #l il 351 7= A= i 25 v . Ak 136, MYC
YR 38 AT ) TR 4 ) A SR A S B, A
968 201 it 30k s 0 2 ZR 48 10 W A, DATT X BT PD—1/PD-
LRI = e 251k, it — 248 /R T A0 A 5 S5 b
9o H 928 1k 3 ML ) =2 180 0 AH R 4 G RV FE 4
SCLC WV Y A 358 v A7 7 1 7K ST 1) G 2 40 i 352 1 A
S8R A far | 1T BE S W G B R T U o R AR
SCLC-TMEAY , JFURFAIE R 30 g b f B 5% v 44t it
Tk E A0 . A 2% 240 (natural killer, NK) 2 fifg & [
Wk 41 i 1) S 2 02 L T PR TMB T P R 2 i
AP (A HLA KRR ) 33k, DL IFN-y {7
T O RR SRS o X B s RE FRAE $E R %
TR 5 AT BT S P A A s A1 55 (1CTs ) HAT TSR Y
TR R S I R AR 2R R
SUETIF AR ICLs, I &1 % B B 25 i A 14
B AR PEIR YT WG, BB X PD-L1 3k K4 A1%

B 2 A0 LK ST 458 18 19 SCLC JE, 45 4 L Ath 62 7
ATl IR ST T BRI RE R B R e IR T
HORRIEAETT 5

3 SCLCM#RIETT

XEFARS P 245 i, R WE R Z e N &R
WARE —ZIRIT ARG . IR HIRITIA T —&iRyT 4
W B JC#E J [0] B 3] (progression free interval , PFI)
>90 RN A2 “FIBURR” , e W] AR 3k 25 {0 PFI
<90 KB Hy I “FHT 2457, T ALY 5 #E B A Ry I
“HAMEIR " NBURR R B B R SCLC bR IfE TR YT
T7 BAMSRZ R HRATIA T, ol LB PFS (4.7 1 H
vs. 2.7 ,HR=0.57,P=0.004 1)"*, i 240 %y y7
AT AAE— PR B Lol 1), 4140 1CTs & Bt v
FHF ES-SCLC 8 & &7 SCLC & . T4k K%
HJE IR IT 1 K e , ES-SCLC B3R YT B % A ek 2%
IMpower133 J& ES—SCLC 4 Jak () L #2 8 =C A 57, >R
B 5 ) B B P A R AT RURFEIA AT — 2R IB YT ES-
SCLC, H4% T OS F1 PFS [ XL H 4K #5 « *h 7 Fifi 17 13.9
AN BT R Bk BT 2 22 R 4 47 08 4351k
12.3 4~ H #1103 4~ H (HR=0.70, 95% CI: 0.54~
0.91, P=0.007), H{ PFS 4351k 5.2~ A fil4.3 4 H
(HR=0.77, 95% CI: 0.62~0.96, P=0.02)""', | TJ7
Rhf, OS Fl PES 75 H U 3 A isf 2 2835 31 BV 25
AT 2 1k .

P FN R R ME — B AL T R R b
5+ FI i 1 (topoisomerase 1, TOP1) $il 5 , {H A 37
SRR B R L AL T P AR K AR B U R 5
25259 5 HY P 30 BL . Thomas 458 8 T —
TR X 22 P SRR A Y T 30l PRI, 76 #0124
SCLC f& 3, 3/5 1 J8 35 (1 F 1 b 2 FEHK &5 Ber-
zosertib T ARAFFEA WG IR AR 25 o — T4 FN S B
4 Berzosertib 1697 SCLC B & 1Y 1T 1] B8 F 57 445 M1
WoN L AEE K VESCLC B3 1, Berzosertib BE 5 i b
B HEM ORR A 36% , F1HUR 2 (60.0% ) FIEAZE it
2 H 3 (30.0% ) ¥ WA BN 2 A . 3X Pl ATR 4 4
R+ H M AL & = R8ORYT T R B iR
BT P A

PN G , SCLC AIIRYT FRUGH I B 25 . 7
He s % (Lurbinectedin ) J& 6 8 Z AT A9, 0 RNA R
A0 P07 . 782 &M SCLC i v, 2 B
R BRI . RS ATLANTIS TG R
RIGEE R A T EA MY TR, e
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WA 2R ILR RFRS T EF M ORRMOS, Bk
& A AT U YE B R -3 i ORR
45% , FALOSIEEN 1.9 H i 7EAL) 7 iinf 25 52 % 16
H 1, ORR 4 22.2%, 2 OS Ry 54 H o ek, P Ik
BrE IR AR R &M SCLC B R B R 4
fI7R%, ORR 9 35.2% . T IXBE45 2R ) LU EAT
BN SCLC AR e Tr 58, JF 345 36 16 £ i
2 & W B 45 LR (Food and Drug Administration,
FDA) 1 “IRJLZ5 "B

U JLAFE 1 SCLC 5T v, S 14 1 166 25 4 (anti-
body—drug conjugate, ADC) k1% 45 2454 () i b 32 3%
T —MEBE R T % . ADC PR TE R BUIA ERER
FA BT A, e PR L 1A X 5 A0 i et 2
Py AH O B I JeE B 5L, e 245 ) 4 e 1k 2 e A
g PR BE b s D I FE FE M L 4R TR YT IR
2023 4F t: B fili 5 K 2 (World Conference on Lung
Cancer, WCLC) 1B T Ifinatamab deruxtecan (I-DXd,
1847 DS-7300) if 75 ME ¥ 1 SCLC 14 A 58 B 48
I-DXd ) ORR i5 52.4%, 1 {3 PFS 4 5.6 D A, i fir
0S ik 1224 A 3 KK 149 08 AR Bm th R 4FRY
W AR RN 5580 22.7% W A 2 1R IRYT o
{15 9 e R E2TE 7Y i B (5151 € 1 TSR P 0 A 117X
10 V) B EEAS ADC A Rt e 4k, LAER
P SCLC WA # R o

BT — USSR 1 i 25 SCLC A A 38 5 45 72
HAH T H F2 IR (mevalonic acid, MVA) -7 I 3L 7
3 — B fiR (geranylgeranyl diphosphate, GGPP) if
%, AT DA FH I PR 0 At 7T 26 25 W8 ) R 97
TERLE b, A7 T 262459 F 2@ i MVA & ok
HACTT I 25 A0 M AR o FEAN TR B GGPST R R i
SCLC PDX B8 17T 254 se it T SCLC X fky7
B P AE T 25 PR R4S VRN 25 0 Ak IR 9N B R
B, GGPS1 £ ik /K 5 SCLC B # 1y 2E A7 0] 5 fAH
RIS T TT 2 25 W G AT X 3 10— Ay Bk
B SCLC B 774 T HRP AT AL . X B R i 4878 1T
MVA-GGPP i ¥ 7£ SCLC H (9 £ 35 i 55 1 , If-3IE 5%
T 28 25 10— b v IR Ak 7 T 24 M Ve TE A 2R
IR

XT T Jy 3 1 R 1Yk b5 2 JE (progressive
disease, PD) WY BR T 29697, Jmibin T T B
Wy, VA AR BE G Bt i A8 A 125 ) 5 PARP 417
il 77 S AL S AT AT BTR YT A, v RE X b IR B AE 2% i
PR R A I TEM A
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%k

AR, 7E SCLCIR YT T sl , fby7 AR — H
JERLOIRYT TR AR RBE IR YT I LR, Sl SCLC
IBIT IR T BB bR i A5 1R 7 SR M I B R A8
SR, T 24 PEAR SR J2& 24 /i SCLC 497 T Ifs Y ™ 1R Pk
. ASCOMHT T2 SCLCARST B S ie 16 7 T 25 1Y
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