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AR IR AR 2 AR /N A T ( non small
cell lung cancer, NSCLC )& Jili Jig = %L 1) 41 41 2= 2k
AL, 20 i 9 S AR 85% o SR AMTRIT AR
BOT I RELE SR YT T B, {2 NSCLC T4 A A7
PRA 16% , Bt ZIUVEPRA U BHEEF,
NSCLC 1R7 Wl G 55 AILAA G0 32 Dy RE A i) K2 Jif e
(¥ S e ki AL T 25 DD AE OG0 T A1 AR Ay 4T i
PERY T2 GO A, FE LA IR S i i i v
BB BT 4 R Y kS 1 A
A SRR B NSCLC HY AR R AN L
JE IR DR 22— % AT R A, T A0 % A
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MHC-UEIR S T A2 RS & 58 (5 52 ht
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55, FETTRAE T 40 M ) 3% P , 2 i AILAA 1 007 e
J1. BT CTLA-4 #6157 3224 P : Ipilimumab F1
Tremelimumab .
1.1 Ipilimumab

Ipilimumab( MDX-010 ) &#T CTLA4 1) A1k
IeG1 B FLREYIMAR, 2011 4F FDA #t7fE Ipilimumab JH
THBERBRZEIIRIT . HIRE Ipilimumab 7£filifE
PR SCR AU T — RIS, Lynch
AR IHEAT T Ipilimumab 6 1R Y7 14 7 I 39 NSCLC
MIBERL SR 2o iy TG R, 20 e A
204 BRI ALY Y O BERL Y O =2 CP I3 ( R
B+ 820 ) [ S Ipilimumab J397 41 7T 4 JA
HHEX A Tpilimumab, J5 2 B B A LR ) .CP HE
J¥ 5% Ipilimumab 537 41C /i 2 FIHBC A 2R, 5 4
JEIHIER A Ipilimumab )DL K CP J7 RER A2 R4,
B HERE TP IO R R AR S 25 T 12 Ji— IR Ipili-
mumab BEEFIVE R YERRIRTT . 45R B AT F
B Ipilimumab 55720 4 7 S 2 AH D TT I Jé 2 A7 1)
( immune-related progression-free survival, irPFS )%
Xt HA4] 0 3 HEK( 5.7 vs 4.6 ~H ,HR =0.72,P =
0.05),mWHO FrifEPFAN PES o4 i AHISE (5.1
vs 4.2 NH ,HR=0.69,P =0.02 ). A, Ipilimum-
ab JFAR REH ALY AR5, X IRZ 3/4 AR
WK 37% WA R 41% JF 5L R 39% .
7R, Ipilimumab T 42 & B 3] NSCLC 4L 47 97 5. It
Ah, o —3 T HIE RIS 25 R 2 B, J7 B Ipilimumab
YR B S Al 14 A7 A AR S %8( objective re-
sponse rate, ORR)ikF] 60% '/, T IR P s;
PRI SR, 53— 2 O BEALXUE T
RIS EAE#EAT o, B 72— 2R & Ipilimumab
WA CP J5 281097 IV W B2 4 il 8598 £ 5 1097 2,
HAERAEAINE L 284 b LI A , Ipilimum-
ab R AT HE AL AR NSCLC A RGAIT 25 .
1.2 Tremelimumab

Tremelimumah( CP-675,206 ) & N Ak 1gG2
SEREPUIAR, 5 CTLA4 AR m 1R F 7, HR e g
J&i F Ipilimumab, Tremelimumab 14— T % PR
Ko, A4 87 iG] NSCLC R, 252 4 JH LA 4
R BERh i) — AT, OIS BEAL Y AL, o3l 42
Tremelimumab 797 FISCRFARYT B AR RV b
JER: PFS,{H 5% 132 0 H A5 % WEM . T
Tremelimumab Al MEDI4736( # i) PD-LI (444 )
TERR I A TR WL T UM e Th e, IR
H A BAT Y R SOV, Tremelimumab 5 MEDI-4736
A AT I G T TG PR 0 1 A R 18

2 PD-1 #N#IF

PD-1 J& TH e il P2 1k, FERIEE T H
JitL B i NK 40 ssan i Feim ), ik PD-L A&
2 fh PD-L1( X FkA B7-H1 ) Fl PD-12( LFRH B7-
DC )™, PD-1 5 PD-L 454 a4l T 20 Mo 7% 1k Fndsg
B U/ TL-2 TFN-y F IL-10 B9530 , K453 Tk
REVR W AE R [ B, B 582 & B, PD-1 7
NSCLC % CD8* T i rh KA w5, PD-1* CD8* T
S Y HGFE R TR B, 20 B DR o W e D R T
PD-1H0 IR RE SR B2 AL E iy 17 i i S T
2N Y ) £, 28 17 6K 0 PR R Y S AR
PD-1 #0317 2 F 2011 4F 10 A #E A G KR, H /)
FEA Y FB: Nivolumab( MDX-1106/BMS-936558 ).
Lambrolizumab( MK-3475 ) .CT-011 #1 AMP-224 '*/,
finigia vPATF 5T 28 22 142 Nivolumab F1 Lambrolizumab .
2.1 Nivolumab

Nivoluma 2T PD-1 [ AR AL 1gG4 PR 50 BT
A, B R P T PD-1/PD-L 38 %, #F MK & T 48 iy
BT RE T, IR 2RI IR R H e —3 T b #3k
YA T 129 5 Z A4 32 5136 9T 1 ) NSCLC /&
# .3 mg/kg FIE FHAL OS Ky 14.9 A 1 4F 2 4F
HEAFRIY BN 56% 45% , BRI EFN 17% , Fis:
NEEIHE R 17 AN A 374 GORIT AR KN & 4
H14% , HZ R k. $75, Nivolumab 697 & i
I NSCLC B AT WAk o TR A, B Z 2 TER
ﬁ?r[ 25-28]O

2014 4= ASCO i T Nivolumab H 2 8% Bk &
ipilimumab | JEI& % JE SHIG YT RME Y T WG RIS 1Y
FRATEEH 2 (1 ) Nivolumab B2 AYTF 2, 20
KLALIT I3 NSCLC B ¥ ORR N 30% . i {if
PFS 24 29.6 4~ A, H 9 i PD-L1 FH £ # ORR
H67% , 6 1] PD-L1 B 35 Jo— ) SE 3 2%,
i PFS i 23.1 4~ H , #78 PD-L1 #%£3A 5 Nivolumab
BIT R AFE —E X R (2) Nivolumab B4
ipilimumabi}mTlﬁjBﬂ‘m%ﬁ T 48 J 9 A4~ B 3] 3%
O NN 46 BIR AL I NSCLC
ZBARITIR ORR M 22% JfiikssE ( stable dis-
ease,SD )N 33% ,0RR 5 PD-L1 B sk pH G A G
o G REMHE K, 48% 1y B & H Bl 3/4
PR R, 41% 19 8 d ki 56 . (3) Niv-
olumab BX4 erlotinib J6Y72H , AZH A 21 ] EGFR %
AR 2R B IR NSCLC H#, Hidh 20 £33 3%
it EGFR #4658 i976 7, 25 &R Y7 1) ORR
19% 24 J& PFS } 47% . X} F 20 1 erlotinib Tif 24
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TR, 3 IS PR, 9 BISCBE SD, 1 oK 4 3% i
EGFR 5703 77 1 S8 928 PR, RS2 N1 2% 24. 3
JRLA Lo eIt 4 2R W], 74l A TKT i 57 22
KLk K EGFR ZRAZH I NSCLC /3, nivolumab
BX 4 erlotinib ] B AR A MG R K2 .

DL 255 R, Toit # 24 Nivoluma , 825 7 —
G LR A>T 7 2 TIK B0 0571 B A, #RE
5 KU 19 Il R 3K 25, 18 Nivolumab X 4 ipilimumab
IR R A R R AEAT . O T #E— 2
Nivolumab Jf1J7 NSCLC J7 2, P13 53 31 X g A
AR89 B 0 B R (e AR A7 b, H e T
FLA Nivolumab M1 P b FEAE D NSCLC — 277
HEPN =t It
2.2 Lambrolizumab

Lambrolizumab J&#T PD-1 By AL 1gG4 H5g
REHLIAR, H Fe Brfd & — AR IX, BEFH 1L HTIRARH
2 B A5 104 20 Bt B 4 4 FH( antibody-dependent cell-
mediated cytotoxicity, ADCC ). 5 Nivolumab HJHEH
{1, Lambrolizumab X} NSCLC [RIFEA %, 1 #i56
AT 84 PIRZIAIT IR NSCLC &7, Hirf 57
2 PD-L1 PR , 9025 45 3R 7R 38 S S AH S PEM A
fE( immune-related response criteria, irRC ) ORR &
36% 7, IR A INALLT 221 B2 RIT Y
M NSCLC /3% , B9 irRC/RECIST #iiE AAHIIE
(I 2 3R 15%/21% , %t F PD-L1 A B 2, ir-
RC/RECIST B 1k A By Uk 14 13 25 280 16% /24%
XFF PD-L1 B SR, irRC/RECIST 8 iiE F1A iff UE
HIREE RN 10% /8% 2 48% Y I8 5 A F AR &
AR W immune-related adverse event,irAE ), {Hi#
FAE1/2 907 BRI IR, MK-3475 397 PD-LI
PHAE A IO R AL FS L NSCLC & Z AR #—
GRS ] 5] 5 /Y Lambrolizumab 5 22 74 fll 3§
TERIAYT NSCLC J7 3k 22 5 Mk o 5 IR AE AT,
[A]H Lambrolizumab B&& A28 PR MEALIT B9 T 1 IR
s O AT

3 PD-L1 &K

PD-L1 24 PD-1 AECAA, K2 Rk TGRS T
Gl OISR O R BN I OF U o ) O S a
WFSR 2 R, I e 4 A PT 3 2o 5 %2 38 PD-L1 kREHILAA
BPETH S, PD-L1 7£ 19% ~ 100% () NSCLC ik
SR, LR MR N PR IR Y R R TR L, O
HSHUGEARBA S 2 % PD-L1 765 il v
SHEAE I R BT e UE T PD-L1 301 57 78 b
AR IT Th By & 2. PD-L1 M F) 3 %A BMS-

936559/MDX-1105 .MPDL3280A 1 MEDI4736 =,
HYARI P I AR K 280 F 1/ T3 20,
3.1 BMS-936559

BMS-936559 J& — B = 2% Ly 1y 4 N Ak
IgG4 Huya TR, & B YRR B X il 43 2500 PD-
L1l 2236 7 S8 T 06 IR 35, 49
R NSCLC & H52 1.0.3.0.10. 0 mg/kg 7 &
() BMS-936559 J377 , SRAS 45 AN 2 i, .19 ORR
7 10% ( 896 8% , AEBEIE 11% ). FIET, Z 25T
TR ERT ], 31% [ 35 PFS 1586 M H . %
R 207 £ ZiRE, B 3/4 AR RN RN 9% ,
RIBIFHI A PET-HRaE
3.2 MPDL3280A

MPDL3280A J& A\ JEAL I e BEHL 44, ATBH 1L PD-
L1 5HZ4& PD-1 #1 B7.1 W454 . ZPiika & —
N NTAEM Fe B, BbiiH4E T PD-L1 #1a] 1Y
RPN 4 1 . MPDL3280A 7E NSCLC 4 5L il
PRI T s T B YT AR, B2 iR T Y 52 iR
] NSCLC H:# ORR N 24% ,24 J& PFS ik 46% ,3/4
WA B K2R 34% , Ak, MPDL3280A ¥7
S IR AN PD-L1 43 7 3k 2 E A &, PD-L1 H
LRIRHEE ORR ik 46% , m AR ORR &
5 83% ), IS LR, T4k MPDL3280A 1 #:
R 2E NBE, LM IR YT R — 2L B 58 07 1] o

T FREE R, M9 PR Z 2 BIRCH 1 OAK
IR I 76 2R 4T, BIRCH 2 — 30 B R [T 116 PR 3
B0 R AZH 300 1] PD-L1 BH A4 3 3k 1 16 4
A4 NSCLC 4252 MPDL3280A 1577, FEF
M2 )& ORR. OAK J&—M 2 ey (BEHL ik Y
T30 R AR BG4, 8 76 He e MPDI3280A Fi1 2 7 fily
FERITESALTT 28 W) i W sl 7 7 NSCLC & 4>
PEFIAT RCHE TR ZH 850 13, 3288 H bR 2 1L AR
MR YT JE ) 0S, 2 Hix A ILE ORR Fil PFS
%L 48JO
3.3 MEDI4736

MEDI4736 J&—#h 1gG1-Kappa ZEAYPT PD-L1 #1
P, T WHRIEAZL T 13 5l NSCLC, 34532 1 4 Fl
Sk TR IR, 43% R L TR
JPARSEA BN ABARAE 1 ~2 2%, HLATTi 32, R g
I EAR N, [FIREEE] 3 Fi B #HSL8 PR, 75
2 1] B A5 eI 4 /NC A3 S i /D 46% 1 48% ) HR
iKE] PR, AHRR PD-LI (87K V-5 254 A A
HRR KRB T 52385 54 DL KGR YT Ja B it
JiffgE ZH 21 PD-L1 B 335 K, A S B A itk —
}/F/Lﬂfﬁ[ 49-50 ] .
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4 LAG-3 #p#I5

LAG-3 J& T Bk R B %, B8040 T
PRI T 34k B 40 B . NK 40 g RS 2 1R 40 g At
LAG-3 R—F s il 01, fEfe 5 MHC I 2443
TFLEAH APC BTRAE2 FIH LAG-3 5],
0 e A L A, Sk IR 1 e B TR T B A VT R
(g%, BRI A AF 9 808 o

TERZIE S sh A, LAG-3 # il 5)
RERZ IS PR g A 4, I 245 PD-1 SR A (8
FHIBE % B 42 F i i 3R e FLIR R
LAG-3 i 7)( IMP321 ) E #E AT 390 i AR 3R 362
T LR gE R LAG-3 #3550 76 e i6 97 5 i
EAERE 71, LAG-3 # i 7( BMS-986016 ) 5.7 1k
4 nivolumab 1697 NSCLC 5S4 1) 3 I TG 1 56
WIFAEREAT 5 5 AR Ay

5 TIM-3 #5151

TIM-3 53 F & TIM KA 51, 3 B3R IATE
CD8* T.Thl Th17 \Treg % #M iy, S5l ABEEEK 9
( galectin-9 )25 A REANHI T 40 M3 M, i S 41 8 i
it 520550, YEAE R & B0 TIM-3 78 8 (4 & A= % b
R e 21 4 T A R AR S TIM-3 i 5
Xof B FIR S R AU AR S R Sh R R A R
SEAE T, H A i R e 0 PR A AR 56t 7 E AT
USSR A Bl BIF S O E— 25 TR A, TIM-3 4156 541
S E M RIS

6 & i&

R G IR TR R AMRFREAR T AT RZ IS
BRI LA S 25 R 0 I 8 56 DU R e v
J7 e SR, NSCLC K AR A J2& Ak S s I 1k 1y
iR | G TR YT I A FE I IR YT B A —
JE 2 Mo 3T AR SR, G AE A 3R A0 Nivoluma | Ipili-
mumab FERFE TR YT 0 AT 50 B T — a2 19
Iy, Je S R 6 1F TV T R M B A A D
T T6 T g (4 FE 24 B ) L 255 24 590 45 DA R ARG 4 i 41
TN IR RE T ARIT IR YT RO ST i 1 —
RN KA s M FIAR AT BRI NSCLC Sy iRdT
(R BB, X B o NSCLC J 3 BIART 7 o %%
W PEE R
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