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[ Abstract ] In recent years, the five-year survival rate of patients with advanced stage non-small cell lung cancer
(NSCLC) remains low despite recent advances in surgery, irradiation, chemotherapy, and targeted therapy. Inmunotherapy
which utilizes the immune system to control and eradicate cancer is a viable treatment approach for malignancy. Immunother-
apy in patients with lung cancer has made breakthrough progress recently. Novel immunotherapeutic agents, such as antigen-
specific tumour vaccines, checkpoint inhibitors, etc, have all been evaluated in lung cancer, and some have shown prolonged
survival time in phase II trials and III trails. The immune-related response criteria for the evaluation of antitumor responses

with immunotherapeutic agents have been made. Now, immunotherapy will likely be a fundamentally new concept for the
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treatment of NSCLC.

[ Keywords ] Lung neoplasms; Immunotherapy; Tumour vaccines; Checkpoint inhibitors

it 95 M R R A e, o S MR
FRHEBOC RIS IR, 24580% ) it £ eI/ NN R
fifis% ( non-small cell lung cancer, NSCLC ) o dEJLHAESR, Xt
TNSCLCHIRYF IS TR Kt BT TR 7.
7P BARS T TBAL, SUHHBL THEIRNAYT . SeEiny o
BT, AR IREYT AL SR L BRI/ NEOL
B, BHUE EIRIGI TS, IRE RIS RS HUR Y
T 1 FREAR IR 3 2 e A= K IR T2 AR 98 E NS CLC /3
AR ZE P SR, BRITINSCLCHR & M SAEAE A7 AT ARAR
%o HTTEMEIE A RE R, AR A SRRk 1
ARKRAYGEENERT, R, e B S By e R A IR
R . B S oA s A g, AT TR i

PR AL 100730 Jbnt, HPEESARERE, JLath MBS, Jtat
RIS BEREIE MR (GEIRMEE . £ &M, E-mail: mengzhaowang@sina.

com )

JABUE M L AR L iR SR i A2 S5 [ TR A
TR T, MR Rsafr R R L e, T A
s BIER/NELAZ BT ERS . BRI AL
TR G Ik R e, (HBOR B 2 LR R, 4t
JIeo o 24 I 1% B 5 7 255 it g S PR UG AE DG . AR
i 9A 9 B TR T U T SRR S, BT
SRR BT R TT el Ak, BFE R, BRI E L
S7FIGREIRY T A DM R G sRAE ], IR ™ A T g
1197 ( chemo-immunotherapy ) , A BRENGIEH 1L IFGYT
LG, B3GR PUM IR ORI, it A
B GIEIRT T R 7 B F A

1 B Ry % fe ot i%

L1 HUAIE R G AL O 1 SAF L T A ) S i
7, TG TR IR K A R R SR R AL
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TR A A B AT, D R R R R R R R PR, AR
P2 Z2 G n] LAR ) e o5 200 0 O Sk A M o e i 0 A
( antigen-presenting cells, APCs ), WA TR ( dendric
cell, DC) FIELMEANNL, X LEA0ML N LR HTst, JRBG
FEHPLAMENEL A (major histocompatibility complex,
MHC ) -1FI2H B IIFEAPCR IR K, AN Al Y S e84
MM WRAS , R B2t B, AT DL RO 0
MR FI T, BRI A R R A, R IR R . R
T, 245878 40 N 6 IR LA S8 22 e ) A AT Bk, gl
SITEARIN 73 ZLEFEIE TR MR o 5 0 g 1k B ILAAS £
N RARE, TR AR e M A i 52

1.2 MR 0 e i) e f) S I A A R O S AR
PRS0 1) 200 LR B 2 0 AR B IR IR S A
JENHIANAE, G1CD4*CD25 1T TAHME ( regulatory T cells,
Treg ) FlHE ZAUEINH 411 ( myeloid derived suppressor
cells, MDSCs ) , I A% W Treg%EECDNCDZS*T‘WFE
MR WRFAE MR A, TESMNE Y &, BTEMREF N IREE
FasE A iak, B —DHEER A S, A, X
SE L B SR T ALY 29%-5% . Treg AT A3 MAfo 2411
il 7~ BELWTAL, T 44 i Zh REFID CAR ML 1] APCHOFE AL
TEMR B E D, TregRAFA AL, MUATAY G MR 15 H]
JE I o T 20 S RE N 30 S AR R T A 1 A ZK 10
(interleukin-10, IL-10 ) %D%’f{ﬁiﬁ?ﬁ ( transforming
growth factor, TGF-B ) 5. NSCLCH # TregfE M 4141
HAS A LA P A 3G, X Treg 3 g {2 2k 1 fib
T . MDSCs2— Rl BB AN IR A REIA, 7T LLIZ
W e R R E RN, IR TN S B S
Bio GBEnl A R FAUFE TGE-B . 1L-10%%, HPTGE-B
AL RH BT AIBAH A A 5 P . NRORIIH B PR 0 A 4 A
JRLAIHT A

1.3 MR A2 IR e 2 R A R 2, &
B A ] R TR A B = — Rl el Ry, SE
HAE SRR, T IX 88 o3 AT BRI S R 58
FRAAZR o FEEALHE AT JUsL Bl QO g 40 i i £ i
JEvEss s @IMEPUERE . SRR, @MHC T
AR TR BUR IMHC- 1 e fo g2 ik i 1 2L 2
—, ZRIRE TR ELS:, HMHC- 133 A
P IR B o e SRR AR SC s @OILREA k= 5 Ot
Ji S A, QiR AT DA 5 W B TollAE 5244 ( Toll-like
receptors, TLR ) BERASHIDCHI A ERD; @R 40
PSR A G, B g A s mT e A i SR R S
Yo LA RE SR AL . A, R AT AR iR B AR i 3R

F, WRIFIET 43T 1BLAA (programmed death ligand 1,
PD-L1) , W LAGRE fyie 4 MIAR NI SZ 44, 75 S sie Ty hg
AL T-FIRBE

2 BRI RIERTT

R REERIT O, WIL-2, TR —
RIEHIRITROR AL, (B SRR I6 Y7 kA E& B KW
HEE . HETRE P IR T B IR Gl
TRYT IR A YR YT o
2.1 ZMAREIRYT RN LA EYT R St 2 Fh g
HESRAIE RS TIRRYT . — B3R . Faite
PEVRIT « BN IR YT R SRR IR YT
2.1.1 FEERIEEIT (MR Rng ) FEahRiEibyr
FERE Sk B RS SIHLIA S e RGN, BG4 IR ik
CLARME, %1k Sz 30 PR R s RO B . XK
W S A S R A R S I R 2 S A
JHREIRN, 5k HIEBAE I CD4 FICDS SN T4, 7%
B A Igg AL o [RTERE, e 92 e iR R SR Y, DAk
T 32 2 AR S AR 2800 TR AT

IEAEE, B R R AR T U T E R s,
H AT A SR Z P I e, AL 45 BT s Sk 1 b 9
B, T AR B RID CA M, — 2 HE AT I R
R,
2.1.1.1 PG FPEMEAE T ( melanoma-associated antigen-A3,
MAGE-A3) MAGE-A3TEZ PR RIL, (EARIETIE
WIIHZ (ZZILBRAN ) . MAGE-A37£35%-55%NSCLC
B IR, R T i R O 25 A S A e
H AT MAGE-A3HT 45 5 g 2 v 4l a5 85 A
( MAGE-A3FIIEIE AT R 2 D ) B S ie g oA 57
(ASO2bFIASLS ) #Ef . ARG B E Mg T/, 9%
B AT DU ORVE T, H A B 2 M — i il AR S
TRITRER

2PV TUA I DR 3 36 o) 32 2 4 X6 1o A RN LA 7 il
FERIAERAINSCLCHE#H, KK M MAGE-A3 N FHYERY
BENIREE, 18268 FH A4 . NSCLCEAHEHL
B TMAGE-A3JE s 2 B (2740 L4 T 1345R )7
A ), AMrEIBIEYY, PIJCE MR (disease-free
interval, DFI ) N —i{Ie & & . & P AR 5 I [a) 44
NHWBEZ, MAGE-A3% MR & K 0E35%, 1M
XFHEZH J43% . FEMAGE-A3JRYF 4L S5 X AL, DFI
[ f&F e (hazard ratio, HR ) =0.75, 95%CI: 0.46-1.23,
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P=0.254) | . W ELA (disease-free survival,
DFS) ( HR=0.76, 95%CI: 0.48-1.21, P=0.248 ) Fll i L 1F
Hl (overall survival, OS ) ( HR=0.81, 95%CI: 0.47-1.40,
P=0.454) , G ES, MHIZEKZE701H, DFI
S DFSZER 40 H ARl XMBITF 2 PELr, KW
SEEH A FR O . JETF LA ESER MAGE-A3ETH Y
LA R MAGERIT ( MAGE-A3 as adjuvant non-small
cell lung cancer immuno therapy ) IEAEUETT, 1T A412,270
BAT IR A R INSCLC, H¥EA 2 hr AR G171
B, IE— P MAGE-A3YE 1 i AR 5 i B G TT 4%
R
2.1.1.2 L-BLP25 MUCI ( mucinous glycoprotein-1) Ji &
WAL ISR, TE2 R R Rk, ThRer RUIH,
Al AR S A M A R RIS A O, ZEMIRE 4L, MUCI
REWMMERSE, HHRELRE, A5EHEE, 20K
RKAREE, K2R inyT TS Re s, L-BLP2SYE
B2 — D BRBT I R LAl A v, B0 E AR R A X R R
MUC- 45 A% 0> o L-BLP2S 2 B4 35BLP2S IS K (£
TS RAHEIR ) . AT MR EAPCER I G A it 3 R 4t
(ALFEH B . BERSIE T AN A=A e N e AR A )
DL a] DA Bl 5t S g R0 8 %) PR IS i o A
PTG R SE 56, 171 TIIb B FITVIINSCLC /&
H, -2 R C A B, LS T
L-BLP2S ( n=88) Ml ZHHAST (Dbest supportive care,
BSC) (n=83) , 4T L-BLP2SHE #1252 PRk It e
( Cyclophosphamide, CTX ) (300 mg/m?) 3K, 4kiM4;:
T8JH B T SIL-BIP2SRE W, R Ref 1K, &KAE
0S. ZEHR IR, L-BLP2SAHTHL0SIE17.40 )], XFHE4
131 H (HR=0.739, 95%CI: 0.509-1.073, P=0.112) . 4})Z
ST IR, TIIL A A P e i RO AN TV I B8 3 B A A7
Pt XFFICH RO A IIb I B 2, P OSIEA A .
134~H (HR=0.524, 95%CI: 0.261-1.052, P=0.069 ) [,
L-BLP2S¥E I M4y, RIMEF 2 H0=R 19000 A i AR
RS ERAL RN . K T4~ K 3. L-BLP2S
IRIT AR 3EAE AR R, A AR IR YT L E31%,

R 17% (P=0.035) . X FJRIFRAImEE, +
iR AR R B B AE K, R30.61H, MR Z13.3 1A

( HR=0.548, 95%CI: 0.301-0.999 ) . Xf FiZ W4, 34F/4E
A7 2R T LA B 23 1) 02 49% M127%  ( HR=0.548,
95%CI: 0.301-0.999, P=0.070 ) %1, FeF Fikfggh R, o
Il PRI G 20064 - IR AT, 4245 1,464151 A UIBR 1 T
NSCLCH# A1 by T he e sl A N I, B

ZL-BLP2S S BSCE{Z B +BSC, £ mJE0S,
2.1.1.3 TG4010 TG4010/Z— NEHEAIMIEEEEN , HikZ
B PR i Ankarafi§ 5, 8BS AN K hRE AR OCPEBT 5t
MUCIHL R ZRIRIL2 . MRS -2 02— iR 2L
JEAER, AT LA IR A DC M MUC LR R S 800 T2 i
SOE I

HE—Z W, BRI IE R0, 14815
ARIBIT IMUCT BHPE Y T3] R vl (5 452 6 Ji I G p
—Z&AyT, G (n=74) SAREKEGTG4010 (n=74) if
J7, TGA010%E [ & fz N g6 ldl, ZJa3fik, 55—
L JE6 H Jope itk i ] ( progression-free survival,
PES) . TG4010iR¥7 461~ HPESKT40% (iAYTrH143.2%
vs FFIRZH35.1%, P=0.13) , TG401034¥7 LHA%CHEm Txt
WAL (JRY74H43% vs XTIRZ127%, P=0.03) . WZHMHr i
AN, A IEE KRR NR AN A B, 6 A PRSI ik
58% (P=0.04) , ZIFA1OSHI k181 H (P=0.020) .
F ERGE R, — bl I EEHLXT B X 56 1 AR
17, I 1,0006MUCIZ IR B 1EH K- F3E0E N2
MV R E, %I ST 2011445
2.1.1.4 NY-ESO-1 ( NewYork esophageal squamous cell
carcinoma-1 ) PLJREFFPEMVE TS NY-ESO-1HL 2 —Fh
JiEE R SR, TR L PR ER T S 2 O M IR
A3k, NY-ESO-1f (NY-ESO-191-110) fik#Hi, H
HIC S5 DI RIS, 1o AL A8 35 o 2 05 il 8 AR
Kl g R E RIS, 1o E X TR 2 R
I, NREERTRIT R, ol (9/10) BEMRNTE K HINY-
ESO-1HiM SN, 9ffl (9/10) HFHIARNCD4/CDS T4
LS R 3 e L PRASCR T 12— 20 I R A 3 i
2.1.1.5 belagenpumatucel-L belagenpumatucel-LzEjl:ﬁ/l\HEPﬁé
YRS, EAR4FER S AR NSCLCAE R (214>
PRgEs, 1R, LRI ) ATRL RS — R
J5, IS TGF-R210 I U mRNAE LR TR g 55 e
BT HUTGE-B24 5L S mRNAAY 2 i DL A% 41 i K 7 /Y
PR DT R A R S o R A TR
7SHBINSCLCAE & th ey, 7RIS rh, A& HE
$112.5%10°, 25x10°8%50x10°411 1, R 167K . FE611HE
WA (IIbMAIVE ) b, 15% 8 HAFIPR, Ik
B, E AR A AR S A 2 AN B oG, i
4 (>25%x10°) BF2FEEAFES2%, I EH }20%.
TE6 L5 S R 3 kA T ey DR TR, A DR 31
(THRRYFIIL-6 ) SHERANAIT ARG . S 5%
KB, AR A1 e 20 B A H S 1 O SRR,
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BT ERZER, 1205 AT R B T IR E T o
2.1.1.6 FHHAKHET (epidermal growth factor, EGF) &1
TR K T2 4& ( epidermal growth factor receptor, EGFR )
{5538 BOENSCLCIRYT M — D EEE I, Hxhizfss
HPREGEEE I, Al LAS RN A IEGERUIARY, HETfi
ERIHUMIEROR . EGREE R B, B —EAW
NEGFEETH .

TETUWIG RSB, N EGERE 1 J5 73% S8 & 1ML
kA BIARGF A EGEHUAR SN, 58% 8 3 ] LA % RH 1K
EGF/EGFR{5 Tl f24, 7RI I R gH, 80fIIIbiA
IV SE B — AT I BB B FHEGEE i 5 BSCPs,
NFHCTXJG, 50 ug I EGESE 1 4 8 v FH 48 J5 5 H
WY, IBITA AT LA B A A R e (JRYT416.51>
Huvs XFHRA15.34H, P=0.098 ) . WLH4MHr Al LG FR,
HEIRILT 604 B3, Wik (11.61H vs 31T,
P=0.0124 ) o 8GRV TR 3R 2547, EGFPLIAIH
FER T 1:4,000, BC# D4 T Z R SRR 1) G AL
oS MH11.7M A, HAMHFAI0SH3.61H (P=0002) . H
FNZE B e B BT, W T I AvINSCLC i
I A ) | PR N L1 Y7 SR o e Ut A
2.1.1.7 DCANMIETE D CAN AL D) RE fe ik i B Jitash 52 4
JL, LA AR R T A R T A RE T, SR LA S
BRI o DU R TR ST e 1 Hh R O
YEFH, FIFH G028 g o I A D CHEA 1 3Bk B i S 897
S TGN S BRI B R . BT, SR
T 2R T DCHI MR, A0 b Re 20 R
Prs A T i e A R A e BUED C L R AR DG IR
HIEFDC ., W Mg A OCHT i 5L R ) v 2 L BBk
DNABG 7 M AR B YL DCEERS . Um0 F i
S ECEO CANEAE R I i, T s s
WINSCLCH %, A2k R4, HA A 22
PERXTFDCAMIAE R, BH AT BEA IR 45 .

2.1.2 WA RIEIRST BB iR T HE ARSI A e Rl
Ni#s, WA RERDY, R B R AT RO
e DL B S T SO R S E AL A DR . SRl
AN . DCAMMEAIATEREUIA, R R BT R i H
SR L AT T I E A AT 4, AL AREGR

2.1.2.1 4R MR FAErE PR 0 B Bk
FEHEREMER, Flan, THER (interferon, IFN ) yHIIL-2
R EE R A K T, AT RAY AR T R
AL (cytokine—induced killer, CIK ) , TNFa—/M4i%
B REIRTT A Rk P . FENSCLCHEEIRITH, 1L-2K

VE—EMIER, MR ZMRIL-2, 2R, IGRFR R
B, 2By, SRaifby A M, 14EosHI
FIPFSHTCALFAC, HEHIL 2145 PBMCIAYNSCLCE!,
FIRSAFOSHIRR (59% vs 32% ) , AT FHAKOS K ICHT
[8] 4 A [E] ( event-free survival, EFS ) ¥ TGt 1124755,
2.1.2.2 SARGREEIRYT G K S R AU SO T A0 M e 4
Jieg fE A, A HARA MR S ) o i Ak e B
T IR B B AR SR YT, SRR E T S G
J7, A —EMNIRIRPER . Zheng 5B Rl JELEZE5 T i 4%
I T NSCLCHIAN R A kAR M 7 12 R EL DR 7B
G (lymphokine—activated killer, LAK ) ek A
T TIL-2AT AR AT, P LUBERNK AN BT 52 1) g 5 il
JREIZ MR EL 2 ( tumor-infiltrating lymphocytes, TIL ) BEF
Xof FIf IR I A v R RN O TN SZ A4, AT LA 0 2% b BT iy
FY RN BAHG  BR Be e, TILA] AFERSME R0y 38, JFn]
IRER IR BN, AR, TILG S TR
BUAS, fEARICN HSZ R ; CIREAH A AT LA 1k A4 5h iz
FHPICD3BATEEPTIA . IL-2, IL-1aFIIENy A F21 & i
R AN TS, CIRANIE B A 2R Ttk DA i iR &
FIT-NKRA, HAAZMHCKR MR v 8 T4
NEAESNE 1L CD3 AL X 15 19-10%, HATLIFETEMHC
500N IRBIBUE , Ay —Fh AP CHH M B 252 ) 5 9% S
L, EP)ILE Ry STANMLA CRI vk i S e AR 7
PRI T s IR AR OCHTE (tumor associated antigen,
TAA ) R PERIANIEEEETAMY ( cytotoxic T-cell, CTL ) &
T A A B A A0 L A BT A S P P g e D SRR
WO, AT LR BRI X A R g 2
KRR o, Wk e iny TG TARIBIT |
ST A —E M Im RIT R, (HXATSEPES . OSTEHA I
I ARG UESE o A, a2k G ih 7 i SR B PR
K. e, MRS, AR R AREE
RZ, AR MAE), ARG T DI R A
T SR IO T A T B PEAL T HLAR 2 R R H
ML, 55—, AL i feid e, FAFEoR
L R TR, AN B B R I ) R AN R
A REAFAFPBMCIIAE
2.1.2.3 DCAIIIR Gt Ak S yiny? HETDCAfk & 1
b3k 20k S 5 A0 L B ] e A e i L 2 P R S 2 YR T Y
—ANRIETTT] o ZhongFEBUHEL T YR HEME Im KIS, DC
2B/ CIK A I 3k 5 167 I FNSCLCIRYY . B30 K $3Z
PR LA b S 2 16 07 20 58 8 B R 30 R A2 T IR e SR T
By, IR UEJR A E] (time-to-progression, TTP ) JEH:
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(7310 H vs 621 H, P=0.034) . %/NHKH— M5
WoR, MXFFRaifbIF 4, DCYRML/ CIKAMIEE &1Ly 7
HEETTPIER (6.9 vs 5271, P=0.034) , {HOS
JCHEK (P=0.18) . Li%FBUHF5 A IR J5 B %
IV FHD C 4t i/ CIK 4 M S e 6y T I G AT 4, AR T 2R
alifbyr A, WA RIRE (94.7%£3.6% vs 78.8%+7.0%,
P<0.05) , {HH4EDES KA IT2:E 5

2.1.3 CFRESRIEIRYT SRR IR T AR il R R
SR BEMALR AR B g R, NRFLEE R E N
(lactoferrin ) f&—FMERGPE M, AT BOE PRk IS
RGN B SR AN, s 22 A% 4 M R0 0 44
A PER . A AMRFLEL B E M (talactoferrin alpha;
talactoferrin, TLF ) J&MF5¢—Fh [RGB T, 7Efcin
AL I RS S 4, 11061 Jm) s i A0 50U 4% A% NS CLC
VIR, B2 CPIALYT Y IRl 232 TLRE &), 76
10051 AT DA 14 £ 2 rP A2 B0 21 R 3 AT RIOR S 479 1T ) IR 21
J£29% (P=0.05) , OSWALK (11.31)] vs 8.5,

HR=0.75, P=0.11) , MAMBIFHBIEME D (SRR
I: 472 vs 569, P=0.003) . AJBESEH FTLEMG N T %
R mER. Huw NI R e E e T

2.2 HIERRIARYT IR AR, RIVER D, AR
RIIPIEIR T BT, X TR IR YT, BRE RN AR
FRENAHR (S, R SRR UM e IRE . M
£ L 0 ) P SO S ) P T LA T 4 7 5 R
Dy T2, X Wb AR A R, X E e SR A
JE A0 7= A ) G A, O IR R . TN
FRLTEAE 1 56 P LA e AR S A AT o, P A i s
Ttk AR LA OCHT )4 ( cytotoxic T lymphocyte antigen-4,
CTLA-4) , THIME A skaE AR A3 IR P AL To-1
( programmed death-1, PD-1 ) & 15 T4 il SR FIRH L
REM LR 7, ST BCIARA S5 G T S5 80T 40 i Xt
T A0 B A RO Bk s, RS AE S AT R BT A L ) RE
FEUB, QUG Ab . or AN IR L Ao e R A ) T
REHRAH AR S 25 0 i 2 B AR TN M B S e i, AT LA RL
(A4 150 e R G F Mg 0 AR A o T 4 B P A A
B BUNREEIRYT SRS, HATE X T A
PR A, BIFSEE TE A T e S e i SR o) LT )

FEIG PRSI 20 7 S H A BB MR TR TR

2.2.1 Ipilimumab T ML#E IS B RO A0 A F 4, T
AN 1H15 G FIKCTLA-4, CTLA-47] 457E TAPCHYFL i
B/ 1-CD80. CD86. it CTLA-445%E TAPCI{CDSO0.

CD86, THIMEHfLH 1T (55, TAMGHIE#H—E0

DhReiE e, AT Sl L M T BR DS . £ XTCTLA-4
(T RT LB IR AN A, 00 T34 5 T 240 i 6 e I 2
TR SR I M . Ipilimumab g — P CTLA-4[¢)
NFBEREDTAR, AT LA S BH W CTLA-44H T 20 M1 P41
HilE5, (75000 T 44 H A g N BSH Fni= i , 30ip
SRR AN IR AL
Ipilimumab®k & 1657 1777 B INS CLC R T I K 1K
Byl —ILo04fi B H ALL, MR 11109 Hu Bl 5 CPy
FH (RS2 R4 Tipilimumab] ( FiT4)5 #
BIR 4 Fipilimumab, JF2JEMA4 TGN ) . CPT %
J¥ 5ipilimumabZi ( FHr2J8 45 72850, 5484 T
ipilimumab ) JRTRREHCP T R4, HIRITFRCR M B B
12845 Tipilimumab B 2B MR AERRRYTY . XTRIT
BRI PEAL 23 3R FH S AR DA RCE PR AR HER FIWHO
e, 4R BN ’fkﬁr?ﬁmﬁﬁipilimumabéﬂA%%ﬁ'ﬂg*ﬁ
Ko IR IE R E] (immune-related PES, irPES ) A3 ST
ezt (F B vs W IRZH=5.71 ] vs 4.6 J1, HR=0.72,
P=0.05) , Jyoin AW ER TWHORREPES (JF 1
H vs XFHRZH =511 Hvs 42 H, HR=0.69, P=0.02) , Jf
HAEROSH R (PR vs XTHEA =122 H vs 831>
J, HR=0.87, P=0.23) , Tila2N A4 IG5,
i, RETLTHBSRIT¥ES, )P M
ipilimumab%*”ﬂ:ijjiullﬁﬁéﬁ%, TERf 95 S I TR
TR . HYIG PRAF ST ipilimumab Bk 75 CP T R HIGIFIV
WG % g A E EAEEA T, RIS A 92001 8%, E—21F
IZIRIT T RA S . Tz /N ideE ( extensive-
disease small-cell-lung cancer, ED-SCLC ) HBE N A ipilimumab
WA R AirPESEUR: (IARIT AL vs XTREZH =641 H vs 5.3
J, HR=0.64, P=0.03) B, A[figX FED-SCLCHEE A
%o Ipilimumablé & EPIAYT ED-SCLCIE ZEZEF TTU I PR
55, IUII RSt R A 7 o
2.2.2 BMS-936558 FIBMS-9365589 Huf3Eifis 52 () —FIHIL il J&
J I 8 i PD- 1R AR SR s il g 42 . PD1 (CD279 ) 4&B7-
CD28ZEEH I — b1, JE— R ZAIK, A4
fitf&. PD-L1 (B7-H1) FIPD-L2 (B7-DC) ., PDI fEif
CD4*MICD8" T, NK. B. i i SFAZ AN AN SRR DCA
M3k . MG PD- 15 Sl M, TANM AT il & T
PD- LIRS — D EH LT, AT LA S R4 s
fif 3z, PRIPHLRZ A G HRBEffhFE), 7ENSCLCHE
W EEE|PD-17ECDS TA I 335, PD1*CD8* T4 ki 55
AT AR YRR T, A, R BINSCLCHE A
S T PD-L 1 BH PR 20 A W] 8 T g 55 il 2 21 1400, PD-L1
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FE IR AN Y 2238 S TR 224006 . RGO B A PD 13
AT LI 52 R i 3 08 1) b R e S Tk T A R A D B
HET A IR 75 2 1 S g I . HTPDHTIAlambrolizumab
( BMS-936558 ) FIHiPD-1-L13T1ABMS-936559 L 7 Allfii K
IR BL . BMS-9365 S8 THA I PR 52 6 1A 4 A 29645 512
IR, B2 s8JHIIRTIT . SR ABL, NSCLCHEHH,
18% (14/76 ) AIRIT RN T LRZER, HEPD-11F
S DR AENSCLCIRY Y Jr HiAFAEWE 1, dE—2 Wl
IRBFFE IEAEEA T o

3 SEIRTT BB T ROTAE

BEAG S et R B 2 1 ] SR IR IR 7
FEXTHUMIRE 1 AN RE 25 W97 SO AL U RECISTARE 2 FI %
SEHIWHORRHE, FEARBARAF A PEAL See ity P e M IR 7
TR TESREEIRIT T, WRITROTA NERE (stable
disease, SD ) , /& —FA B L IRITRCE, 1 H R
ZAPEIRYT JFRECISTIEAL M ESE ( progressive disease,
PD ) , BiJ5 BB AE e 2% % ( complete response,
CR) . BR5r2Efw (partial remission, PR ) 8{SD, HJei=#
K. RIEFFANTBEE SR IRIT R AR AR O
SPENAST H B ET I AR T IR 0 1 4 ) AN B R 2
Yy BRI ) s @IRYT S AT AE H BRAE H ME AL 1 PD
ZJa; GOBRAEELHEPD, SRR —RAREN;
@i IR FRMAPDIE AT HAZ 1, OFRFZEMSDATRELER T
PUMRIROR . S5 T FRIEAR, e I T S STy
JrROHG TR M - SR PO A AR (immune-related
response criteria, irRC ) 7] s TEBRIFE T P s By %lg
TR AT AL (AR 10 AL ECS A B R AL )
) I P A d R 2 AR R A Z A ('sum of products of the
two greatest perpendicular diameters, SPD ), A5 R
T AT IPAR BT Rkt A B MR S A R T IEAS . irRC
PRt S AL GE AT WHORRTHEAR FLHEE7 . Qs & B n] i 5t 9

(=5 mmxS mm ) , WHOAREAKIEAFEPD, TiirRCHRHE
it A SR S B 2 R PD s T R BN AT
AL (W< mmxS mm), WHOMRHEAIZZERPD, 1M
irRCARMEAE N ke ({HHFERIrRC) 5 %] FPR, WHO
T T 22 ] R 4 0 1 7P T 3 52 ) W43 i A4 UE S SPD A
FELL T %> 509% HLAR DU Aokt sl HA i 2 BE R, irRCAR
Y T S5 E 22 /0 1) R 4 ] 118 79 i 8 R L5 i 180 T 52
iR 970 i AL LR R T T R 2509% 5 X FSD, WHORR
P E P U 22 1Y WL ARG 2 SPD AL 2R T B < S09% 8K,

SPDH K <25% H A W7 A& g bt s FLAhs A2 i Jié , irRCHR
THE S5 6 T Y 2 52 11 LS5 o I 52 Jek g 71 g 58 L4 i g
i B F<509% 8 fi1<25%; % FPD, WHOFRHEZEIE—
WLEE Kl 2 SPD AL FE L MG M >259% F1 (5 ) 4 BLH &
SRR (2 B AR R, maRChRETE £ /D[R4
L R T R 3 5 L 1 KA —— i G 0 380) s g 7 i st i
2R e e i >25%. irRCEipilimumab?ﬁ‘ﬁ@%@@H
W AR A5 R b A T PEA, SR UE TR vERY G A
AT, AT RO e () S B R ST RAOCR AR S At R
SRATPEAL

4 RE

nws

g5 L irik, NSCLCHYGPEIRIT I ik AW &g, W
LT PR RE T L R SRR R S5 2 R AR 259
FEAERTHIG RIS B B —E AR, B iay T
RICVTA s 1 Ry B 1) PTA b 8 G 28 0 7 RO B T 3k
fifi. HAINSCLCHI BRI E 4k F AR . 1LI7 . JiX
ST HEE 0] YT 2 5 (8 IR EE B (IR Y7 s, 1RGP T
fif# NSCLC Hu e ki JL il S 83697 ik, E— 248 %
NSCLCHFIGIRIAYT 7 ik #E, MK NSCLCHRH A/
HHEEZ L.
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