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Abstract: Lung cancer is one of the common malignant tumors in the world,of which small cell
lung cancer accounts for 14%. Small cell lung cancer is highly sensitive to first-line chemothera-
py,but most of the patients relapse or transition after the first-line therapy quickly. With the de-
velopment of molecular biology,immunotherapy may bring a breakthrough in the treatment of
SCLC.This review focuses on immunotherapy of small cell lung cancer,such as immune-node in-
hibitors, specific vaccine, cytokines and curative effect of adoptive immunotherapy.
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JEE SR A5 BloAT R S T B fili i 32 s R 4™
A T ISR B D TR S e A BB R IR YT
FEA R =K OFRET AIH . AT T
T B 20 A S BT IR (CTLA-4) i 57 R e M SE T--1
(PD-1) 1035 351 5 @403 457 7 22 1 - 1 22 75 4 1R e
FET ploySA FEHT B ZE AR AN M S 1 5 B3 5 Fa 2 4
LT E < 4 R T
1.1 BT RIEF
1.1.1  Ipilimumab CTLA-4

Ipilimumab J&—Ff AJE LAY 1gG1 BB CTLA-4
PTTREHIR, 5 CTLA-4 454 J5 LA 5 3 5 Him ik
(CD8O/CD86)AH H.AEHT, il fa 1 94 15 T 40 Jfa 3% % 5 FHL
Wr CTLA-4 {55, 2T 40032 209 0 4515 5
R Wk 55, 16T R 52T A0 T e R O TR TR
UM T 240 Jf0 8 58 700 G028 R eGSR YT e
BB Z IR N A Ipilimumab 525 36 7 il Ji JL -7 AT
MR YP 3, 2 Ipilimumab S546Y7ECA B, 7E SCLC
R R T SR ) — i B EE A I K 3K 2% . Reck 46
1B T Ipilimumab B &SRB REI T £ —4 K&
HeFFIRYT ) IZ I SCLC BHE MBENL BUE 2 oL bF
53,130 1 2 95 4 9 = 41 Ipilimumab [ 216 J7 G
J7 41 Ipilimumab By BEIGIY 4L (SE T 2 NPT RS T
¥y, FEEBRA YT S Ipilimumab) 22 &7 20
(PRl eIy al), AP —LIR)T ot R ks T
Ipilimumab 4EHHAYT, 4550 Ipilimumab By BUAYT
2 114 B 95 A G T 3 Jre 2B A7 300 (PES) 85 22 gt 37 20 W 4k
FEK: (P=0.03) , 18 Ipilimumab [R5 34 77 20 09 5 % A
K PFS S54RI AT B2 5%, =41 PFS AL LA
B (0S) LGt FEE X ER, PR E IR Ipili-
mumab 7E {2 8] SCLC ™ B3R J7 (6 15 i3 — 0 9 oF
58, M, i IF T H AT 1R E— 3 Ipilimumab A
J7 SCLC I 1A 16 IR BF 5% /) )5 % . CA184-156 Al
CA184-R62 #F5¢ 2 Ipilimumab 167712 ) SCLC I
B BE ML R 5, 43 e A ER R b [ R b b AT, A
5807 BB LA A F CA184-104 B 5%, H 2
AT PFAS Ipilimumab 75 Jifi i H 997 280 A R R M
RIFE . 78 SCLC T/ ##F58 (Check-Mate 032)
1, Nivolumab ¥ & 5 A HX & Ipilimumab 597 & &
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1.1.2 Pembrolizumab (MK3475)
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B P, BE R ME BT PD-1, HAE AL &I 25
Nivolumab, Ott " #2i T KEYNOTE-028 #ff 5% 4]
HEE R AN 20 BIATT R MR PD-L1(+) ) i1z
SCLC ## , B IKIRZSTE TN 0~1, 4 Pembrolizumab
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Horp Rk B KA 250 h A B )k 8.6 J8, A RUE T AL
Froemf a2t 16 Ji . X xffz 0S HA 8~12 4>
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Fik 0 HATE 20%~33%11) SCLC & T RE K I 2]
i BEC2/BCG 77 4E B4 GD3 ik, 1999 4EGrant
SR AR TE 15 1] SCLC 3% 4% 52 BEC2/BCG 7
HIVRYT, Herh 13 114 2800 B 44 7 /E 5t BEC2 #Y IgM
Pk, 5 B 5T GD3 $iik, 3 Bl A TgG Hidk 1 fi)
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— I B AL TS0 I DR i e b, A2 515 1] Jsy B 48] SCLC
B R 2 AT SO Z ) BENLEE 32 BEC2/
BCG P/ sk i iy, #etg 4l & 76 10 N2 5 Ik
PE T TR ST 45 S 0 R BRI 5 T A R U 2 1 e
0S 44k 143 4~ A Fl 16.4 A~ H (P=0.28);PFS &
AT R AR NGE ; H R EOR RO S
S ANE S B P B R 1 s A B I R RE IR 1O, 2008
AF — 10 T 499 1 PR 56 2 7 , BEC2/BCG %2 14 4 Bh iR
7 SCLC LA e 4 JR A M A T T

Fuc-GM1 Y% % : 5 & B Fue-GM1 1E 75%~
90% SCLC i 2 Zirh A A 33k, (HAE 1E 8 fifi 21 21
TR IRRARC . UG R IR B, RIE TR H
AR BRZH 2L Fue-GM1 % 1 7] i 5 SCLC & & 7 4=
Pt Fuc-GM1 119 IgM Fl 1gG HTAR" 2004 4F , Krug 5
il 17 BIREAEH 32 Aby7 A %00 SCLC 3, TLL 3
FPR TR B ALY Fue-GM1 SETHIRYT o 1425 30pg
FE I 6 B 8 & b )5 4 BT Fue-GM1 IgM 7K1
TFE %2 10pg FEHTHY 5 Pl A 3 6 IgM K
FTbE s 52 S A TR B IgM KEI TR
S5 R R Fuc-GM1 & 1 I Xt SCLC 7™ A= G i I
ELPE B ) B 25 ) e i — AP
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028 20 L B 43 L I 5 R 2R D 43 A 9 A
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B 56 - ploySA 410 il 240 M 85 B 4 25 4, foli 98 40 O
R o T MRS | B R SCLC F548 (11 IR 4%
PEDST, 2012 48 Krag 55 "7 58 WG e 18 e e 1Y
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0], p53 F AR — 7 Jie g 410 i) 5 A1 7 42 o A g A=
Ml FE b A A A, 90% LA 1Y SCLC 8
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SR AR AR T AE IE A 4Uh RIREAL ™, INGN-225
FEA T RSN R LR AN, AR RS S ON A A
p33 FEIH Y B #E L R 55 & . 2010 4F, Chipper %%
X INGN-225 19 T /11 310 IR S R 55 647 T 38,
NHE I i, T8 52 Ak y7 1972 1 SCLC
B o B 24 1), Lo bk 30 B, A5 R, 18 i/
43 5 (41.8% ) Fo B F5 SR BT p53 Ho i 1 25 BA 1 5
W2 B R R 13 Bl s AR e, H AT Bk
J s b R E 33 il ALY RO R R R
51.5% ;22 BlEA ST 258 SR WiRIY 2 )5 , BT Ak7
(1) 2 WL LR i %R 45.5% 5 HPE N BH 1 B0 328 10 25 B 3
o WL 8E B Post- INGN-225 i 25 95 91 43 ]l 11/14
(78.6%) 1 5/15(33% )(P=0.014) ; 7 £ 4 3% )i 24 F1 G
G E NV R B TP OS 43k 12.6 4~ H i 8.2 4
H (P=0.131) , H: 7 @l 5L ol 37, A 9T 3 7R i 58
AR 200 B 92 v B G AT B B R R AT AR R RS . )
— Tt INGN-225 & 5 Pp ] 4 e U4 i 97 ) iz
SCLC B AL I 1 PRI 50 1E A #E A7 v, vl i — 20 F
W] INGN-225 2 75 38 s B b g 15 1 1
1.3 HpEF

4 it X1 (cytokine , CK) A2 H fe 3 Jit | 22 24 i 5,
At AT 5 SR8 200 L 7 A A A3 AT B
J AR BT, B R AT Gy I R g
IO 285 A8 a0 i i LA R Sfi 38 200 B TG Ak B B RN 1k S5 T
fie, CK 7E4m FHUMIR 0 [ B fesie h R FEEZAER,
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AR W R jo-2a T T E K 8 F 19 2R A7 I 1]
3.5 F, 1 AR REE S 9%, (HIRG A% B8 >,
HARXT Ry BR 19 SCLC Je )iz ] SCLC &3 #1743l
O3 b, A AT e it — 25 B, — 300 1 S BE LI R F
FEVE LB A ILIT IR YT SCLC M7 5k, A4l 164
il ey BRI B8 )12 A R BE AL 0 4 2. A A alifh
57 B AAbIT B A TFN-o, C 416 J7 BE 4 TFN-y,D 4
FEIF B A IFN-ao A1 IFN-y, 45 210947 55 2 B o] 0
— B, GRS 2 R) BB G2 R S A AR TC W ) 22
SR sy AR A R BRI SCLC & b, B 4l
B HAHEZ (A4 vs B 4,P=0.039;C 4 vs B
4 ,P<0.05;D 4 vs B #41,P=0.038) , i OS i 34 4>
H PR R AL TS IFN-o i 32 P, T 2 75 81
JRE ) FRUGIE B TFN-o0 AT )55 FR 9 SCLC £ 35 4E
KAEAFIT ]
14 HteZETHEERR

Bel-2 Ml 5 Bel-2 3K 2 584 40 g8 1 IR
FEAN A Wi 4 it B2 Bel-2 A BHMS 4 T, PhBh2
MO e R GE M W, B 2 S B A 1, 65%~
80%I) SCLC Hi#% fE7E Bel-2 1 Ik (1 i 2e»)
1.4.1 Obatoclax

Obatoclax & 55—~ #E A G IRBFFE B9 Bel-2 /N3
T 2014 4F Langer %7512 9] 35 19 I IR
WEFE T, BE AT A N RFTIA IS B 2R AT IR
4 Obatoclax 1 h—43A YT 254 , % B2y [ AR AL T
RS LEFNRYY , 458 Obatoclax 2H 1) & WL 2% fift
RO T R4 (83% vs 69% ,P=0.033) , Hi{ii 0S
(10.6 ™ H vs 9.9 4~ A ,P=0.052) FI {ii PFS(6.0 1~ H
vs 5.4 )1, P=0.034) 47 SEK (8%, I H Obatoclax
WD TR — 2k 6 ALY IR &%, BE
BT — e R 2 RGN BT 22 R AT
142 ABT-263

ABT-263 J&— B AU 1 Bel-2 #0547, 1 BH3
SER A R R R AT A 2 Bl Bel-2 LM To M
Rudin %77 —30 [1 1)z 8] SCLC MG IRk 5e v,
A4 39 BT RRAR S VSR 1 43 B REAE 432 4
WARIT TR B E . BERW 7 KR 150mg/d
ABT-263, 2 J5 325mg/d, 4558 1 & B L it |9
FlEFEFRRE, A PFS A 154 H, Wi 0S hy 3.2
A, Hd 41% 1 3~4 BRI, FEANR R
B A LN > (12.8% ). = 51 (71.7%) . %

(7.7%) . WeHFFEE R B4 ANAE {3 ABT-263 7£)
121 SCLC R Y7 I B D)7 A5G4 5 28 58 K1 I R A
P S R 5 IF ol F 8 RN B W F— 2B %F ABT-
263 (W4 R AT .
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o983 B4 4% B G 38 IR T S 2R WL B T AR 1
E RN ) ST AL AR HUAA A0 PR | B RN A i A
P 3 A/ A 114 S 98 A0 400 O A T AR N R HE B
FAAE ] 27 IR AN T A B R S DI REIR A
R 7 = S e D RE AL TR T AR, e e bk 1
RYERITVER . L 20y MRS . DUARAT (B X b
TR EE ) s 1 AR PR S BRI
21 Nik#EHm

58 40 AR 0 A L AT AR K MG RS R
B4 I A8 A R R AR T 1A PN 2 A 4K TR (vascular
endothelial growth factor, VEGF) 5 P )z 4il ffd I () "
A2 (VEGFRI 1 VEGFR2) 4R St 454, Ak
Hht & — B VEGF HLw BEfiik, & H TR T
NSCLC, {H7E SCLC &3 H 7 2L M FF 5 1E . 2011 4F
Spigel & HEAT I — 00 11 #1772 W13 10 22 vh o s
RAFFE b, 1697 N RFCIA T B A A2 0 by T Ik
B DURBRGTAE R — 2 R R R YT 250, X IR TR
ALY I BRI G R RNAYT, 45 DR Ry gl i h
fii PFS K F 74 (5.5 A vs 444 A) B4
Fz OS AL (9.4 A~ H vs 10.9 4~ H ), 2015 4E Pujol
S E DR PP A AL IT — 23R YT T2 1 SCLC
() 11 399~ T W BF 5% (IFCT-0802) , H % e % 2 N7
FEALTT A 50E FEREHL > 41, B 9T 4 (n=37 1] ) DL 4%
HHTER A ALY, T DR FRPTAE R IR T 5 X R4 (n=
37 B HHATT AL R A7 PES 4351k 5.5 4~ H Al
5.3 1~ H (P=0.82), 458 Mk FALIT 5 B4 AR bt
ARE 12 ] SCLC MAE A1, M Petrioli % 07E
Tz SCLC g vEAT 1 IR FE I BE A LA PRt
AEFFRIT IR D, —SARFRIA G2 3 S
fRI7 e i, dhsk 3 RBKFEIn AT IR & H 2 & I
RABIRITZE M, T 0 IRIKRITIA T B A DR A
PLE BTG R S BRI AZ, 258 9 N H ¥
0 N 36.3%, H 7 PFS 7.8 A~ H , 4% 0S 13.2
ANA R DARBRPTI A Ak 7 2 5 9 A I 22 i
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