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Abstract
ligands (PD-L1 and PD-L2), PD-1 can inhibit T cell proliferation, activation and cytokine secretion. In normal

Programmed death-1( PD-1) is a major co-suppression receptor expressed on T cells. Binding with its

organs, PD-1/PD-Ls signaling pathway plays an important role in maintaining immune tolerance, while suppress-
ing T cell immune response and promoting tumor immune escape during tumorigenesis. This article reviews the
research progress on PD-1/PD-Ls signaling pathway from the structure and expression of PD-1/PD-Ls, the mech-
anism of the signaling pathway as well as the expression characteristics of soluble form of PD-1/PD-L1 ( sPD-1/
sPD-L1), and summarizes the categories of anti-PD-1/ PD-Ls antibodies and their clinical trials in cancer immu-
notherapy.

Key words programmed death-1; programmed death-1 ligands; monoclonal antibody; antitumor; progress

2P PR SE T 5% k-1 ( programmed death-1, PD-
1) 2 T 208 b A8 — T 300 i P A2 A8, e ) A 0 T
19 T 20 i 2 220 vh A T A S B R B 1 i
PEME K (immune checkpoint ) 2 AL A 2 51| 384 k#1145
GO R IT G, BB T A0 1 24 1) e E AR
ZEf[E], T PD-1 GE#E 5 Wt 44 ( programmed death-1
ligands, PD-Ls) PD-L1 . PD-1.2 A & /ERT, M T 41
0BT W A 2tV 0N S R 0 /S B o g IR S M

Wi BHE 2015-10-19

JHL S 1 Y BB A e W R . PD-1/PD-Ls {5 53 % 2
B7/CD28 X5 bt , th PD-1 5z 44k & B fA& PD-
Ls 2. 7EIE#1H LT, PD-1/PD-Ls {5 % i % nJ
DAVE 3 FNAE R A1 R 20 2 ) S i f 52, W B 1k 221
ok FEARRE SN LA S [ B G e PR 1 e A B R
WAER, e BRSO T, PD-1 5HC{& PD-L1 ,PD-
L2 AHEAER, T8 T 240 6 5 5 s 4t i X5 4
IFN-y,IL-2 , fl TNF-o 1) 43 W LA B A7 36 2 ) 3
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K AR R P B A P A0 L PR TL-100 1 4330, AT
M T A SRR . PD-1/PD-Ls {5538 #
TEMBRGIIR ) s RGP (0 F B g
PEBE R R R e R e
) 2y T AT 3 T A R 1 . A
Je AR MR 40 PD-L1 Al PD-12 33k Bl 5
T ML Y PD-1 32 (4AH BAE T, #) T 20 s i
TG AL 53851 , AT RE S A= IR S e ke . &1 X% PD-
1 .PD-L1 5 5 BEHT IR 4 RES BELIET PD-1/PD-Ls {55
I, INTTRIE T 41 D RE , i X 22 b fir g .
AT T R H BB sPD-1 sPD-L1 3y PD-
1. .PD-L1 { 0] %% 5+, XA PD-1/PD-Ls {5 %5
R —E R, WAk T K. B
HiT, A Z4k5T PD-1 1 PD-L1 (50 A#E Al X5
T ZFh b6 (3697, an4t PD-1 Hit44& Nivolumab |
Lambrolizumab . Pidilizumab , AMP-224 ; 37t PD-L1 {4
BMS-936559 . MPDIL3280A . MEDI4736 . MSB0010718C,
H.r* Nivolumab FlI Lambrolizumab & 28 %3h 17,
FHF 371/ N0 e A 0 B € 3281, AR
AT PD-1/PD-Ls {5 5 id % S BT IATE MR 16
I7 5 TR H] o

1 PD-1/PD-Ls IG&HI R RIE

1.1 PD-1 ey 25 M B Rk

PD-1 & —Fh o i i 705, J& 7 CD28 5Kk
BCO, B 268 DEIEFRA LAY T BB B L 8
£ PDCDL K |-, S 4 ffisE T ik E 40 o AH 5G4t
J& 4 ( cytotoxic T lymphocyte-associated antigen-4 ,
CTLA4),CD28 LA K 75 5 i i /3 F (inducible
costimulator, ICOS) #1 & 21% ~ 33% ¥ I 1| [&] 5.
PEo 5 HA CD28 S5 i S AH [, PD-1 PRIk = Jfd b
ok IR B HE AN BRIE A — SR AT LA X
FAAE, R I B2 B 2 Il 2R A IO AR S & 37 T A &
AN TR Y ECAA U 5 S S 3 HL . PD-1 Y45
T2 BT g S S BR A 1 a] 2 X (TgV) FESS 1
I K A B R D DL KM N DX N X AL A C g
N I B R A L, & 2 Sz i R 1 A
LR, 7390 A G A2 VA T B R A i i (immunore-
ceptor tyrosine-based inhibitory motif, ITIM ) F1 4 J%
ZAR s A R B e £L P (immunoreceptor tyrosine-
based switch motif, ITSM) . ITIM |~ yZ 4745 T 1 i
PESZ AR WA TE PD-1 0P D RE 4% £

FAEH,AH Chemnitz 45 I I 2615 Z A 5728 PD-1
I ELIR B il , ZEMRSP S Uk S, TTSM 4 & PD-
R DI PAY S S C

PD-1 KGA7E CD4~ CD8 ™ g B 4t it I, if5 3k
FEARTIRALHY T 4000 B 40 B BE40 A A5 2 R 4n
JfL L EARG  diE (NKO) | B AZ 40 55, 25 90 el T
B, g 2% 5E s, T 4l iy PD-1 SR80 D
PD-1 FREEVERIRTE T 400 B 253 T 40y 5
V. iR IR T R B 4 i ( tumor-infiltrating lympho-
cytes, TIL) 235 PD-1 255200 T A i EIAE , ol /b 4 i
L0000, 980538 T 200 JHL P 3% 9 %500, 5 ' A M
AE /1Nt e s 98RBT 22 MR A2 R R i 7 DDA
Sl AR R, I ) Kleffel %51 i 5
RT-PCR, i B[ , i X 240 M ASCAG I 45 R e LR
IR WAL M h W A7 AE PD-1 B3R5k, R
RIAAMMR T PD-1 @k 5 PD-LI (4545, H 2
RS L St e /)N B ARS8 e 1) i R A
5 HAh CD28 KM i AH L, PD-1 HA Tz ik
KT R ROV AT A ) TR, R
B RIR TR A
1.2 PD-Ls ¢4 25 # R Rk

F AT, PD-1 Y 32 AR BGIE 52 A P> PD-LI
( XFK B7-H1 5% CD274) #1 PD-12 ( X B7-DC 5
CD273) . PD-L1 J& 290 A~ 2 B R 7 41 1 1 5
AR T, LA B P A e e Bk A B E X 1gC AN
IgV FEGE IR B, 223838 T U CD4 ™ T 41 iy
CD8 T 4ffif \ HLAZ% 40 L . B Wi 40 L . B 440 it 4 5 1R
2 0 A5 3 1A, DA B — SR 3 1 240 L, o Bz A
i Tk 8 200 L S O A e 55 i) SR T, PD-L1 W] LA
TESAEAT BT, 41 TNy JIECT 5 3655 T 2 Fh 4t
KA, ZRIIE AN Y e 2k PD-LL 31, Mg
Y PD-L1 23K 0% 38 AT DA i 5% 3% v Fn = 40
P, I B 4 i 7 5 i CD8 ™ T 4 Y Hciti o
PD-12 J&Hi 274 PR ERIR AL N B R 1, 5
PD-LI 23 R [/ Y5 Pk 7T 3k 40%  (H 35t B A —
FEMZ2E 5o W PD-12 R N 20 2100 A HoA Ry B
e, JTE B R0 B SR A0 F1— 28 B 40 i 126
AR T 3, (B AR WF 58 3R W], TR 5E TR
BERECT , PD-12 75 HoAth 22 b 092 41 i A0 3 H 92 4
by AT i PRk MR ELIA S PD-1 45
HREMJ WA 2 5, PD-12 5 PD-1 454 1 £ FI
J1Z PD-L1/PD-1 )2 ~6 ;Wi 5 PD-1 Y454 .
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VBLEAE, 45 PD-1/PD-Ls {35 5 i B LS P 2RI T o 1o T "

B S S AR R 2 e IR 5K A A
PD-12 24555 PD-1 454 (AAEE B4 T, PD-
12 AEAEARFE L, A PD-L1 J& PD-1 i 3 e A
PD-Ls 55 PD-1 45 & A7 75 50 4, LA e kb A 137
— B,

SLAh 7 SN IE 5 LR/ Ra 40 L b 15
WAEEE 3 —AH S BE A& PD-L3 (B7-H3) ™ BF 5t & A
PD-13 55— R I Z ARG, A% 3 A A7 5 18 K 5 3T
WIBFFE R, A7 (E PD-14(B7-H4) , 5 PD-13 —
S5 T RN R S SO I, BRI% K S
R R V2 A (AR

2 PD-1/PD-Ls {5 S @ EBIERVLE

PD-1/PD-Ls fE HlH- A B S84l i 1=, =
JE AT LAV T 40 B 60 £ 3 A A . HJR A GRALIR
Ja, TAMEREE R DWHE2 N ENES 1]
AME 5ok B F iR &2 4 M (antigen-presenting
cells, APC) | F B 2] 4L 45 & 4 1K (histocompati-
bility complex, MHC) fif i 2 fU PR IR 5 T 40l 52
A& (TCR/CD3) A0 B H, 15 5 BA P 5
P55 2 MES Rl APC B S T 40 11
ez RA AR AL, SRR AP 2R B3
TG Z AR R L Z R, s 2 MESskE T T
S 2 B D B A SO 2 L, 3 R A 2
Te S A T

PD-1/PD-Ls {5 5 i #% () VE AL an &l 1 fr
~o PD-1AER T 4 I i 40 i 4 32 {4, &5 PD-Ls
e PD-1 R IX ITSM 45 Fa ek i i S 2 iR &
WER L , 545 SHP-2 B2, ff TCR-CD3 43FF1F
e ZAPTO A LR AL, e, 8 o BH e 41 B 4t
T T Bel-XL iy 33k, #E— L BHLIT PIBK (435
A, T L2 Fah Fam A . i IL-2 py 3Rk
TE 255 CD8 T T 4Hfd A CD4 ™ T 41 fifg &b
TFIIRER RS, BB Sy i

52 A, PD-Ls 55 B 4i}d_F# PD-1 4545,
PD-1 Jfd it [X. ITSM &5 ka3s 11 i S R & A= IR 1k
G4 SHP-2 R, ({5570 T Tga/B 1 Syk kA=
b, dE— 2055 N liE5r - PLCy2, PI3K, vav,
A K ERK1/2 (93546 , Wi i S ie il 5 o

A REEME, R GO PD-Ls 47 R AR, fiff
HARES PD-1 456, KB Rie 2ER TRIE®R T
YL 2 PD-1 BRPE T 40M I, 28748 5 19 PD-Ls 3

’/, B Cell * A

| 3

‘\\ ls‘lp.z\ S*yk /
ITSM 2

.
.
\
A}
1
’
%
S w2y .
ITIM Tl ® i e
PD-1

PD-1 ‘
. IL-2
SHP-1
Zap 70 PI3K

T Cell i‘ %‘

Ras PLCyl
Akt

ERK PKC NFAT
Bl 1 PD-1/PD-Ls {523 i 16 F AL

REAEIE T 240 i Y 1 5 0 40 J DY) 7 1) 20 00, UK A
PD-L1 #1 PD-L2 B T &40 il {5 5 5, ik g il 1o 45
B —IEARTZAR, e 2t T 2401 /Y 5 1L, (23X Fif
R AT S PD-1 B,

3 TAAM PD-1 #1 PD-L1 B3R L4514 & E Xt PD-
1/PD-Ls 5 S8 BKB1ER

LR 5T B, PD-1  PD-Ls B T 45 4 74 4h
FFAE AT EIE 2 sPD-1,sPD-Ls, SZBR I, ZF)
IS 38— XA R 31 LA 400 L S 45 -5 7R R 3 2 7
FE X 77 78, 4035 CD28 . CTLA-4 . CD8O ., CDS86 .
ICOSL ,B7-H3 #l B7-H4 % w4y 7 0l DL i
FE /K Fifk 8 4 A L A BEE 85 5 B8 4 T A,
A& — 1 mRNA gt =, A Sen] i oy
FHAIEKRZ WM E. HL&H sPD-1 sPD-L1 il
sPD-12 [R5 = A AL S o st 5 L PD-
1/PD-Ls {55 538 8% (1 5 /5 F 56 1 A B B, 3 2]
VoM R 5 I PAC B 1) A DG 1 A A 4 2 3 A v
BRI

H T, 5T sPD-1 DhREMAN ST £ B E R TEsh YY)
SCE T . WFgEAE H, sPD-1 REiE ik BH KT PD-1/PD-
Ls 38 5 1M i 2 T 240 i B2 iz 3 % , B ik sPD-1 7E it
iR AN 7 B T AR 2 B2 6. B
FEN UK B sPD-1 3 558 IR A 5 0 3 5% e 21/ B
PSR, K B R A R, /N BRI A A K
JHE sPD-1 /b T g 610 PD-L1 XF T 41 i ) 41
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WP, G50 T T 40 Y S R EE R AR P,
sPD-1 7E4h#E CD8 ™ T 40 iy i& Ak FE v, il 3k A
LI TP 1 Bel-xL {33k i — 20 14 s 50 R e
CD8* T 4Gtk > o sPD-1 5 HAb T i Rs 2447,
IR 70 92 1 S5 A I G (8 FH BB I i 1 s b e
JETEPE. XL SIRAE AT, sPD-1 7E T 4 it (1) 94
T-LALWIG T A0M % i e bl A E 2 i 1y
YERT 38 0] LI Ay It i 4% 500 FH T s 2 1 (9 e
Fibgg i Atk o [N, Kuipers 2524 4% 18 76 1% e B 4t
IR ,sPD-1 Fil& 2 ] T DC 2B 00 s, %
fIXT OVA ™ Hi53E CD4 " T 40 1) B I 336 5 T 7 7o
WREPT R RIPLT , sPD-1 GRS AL HE T 4 i (19 34 5
PRI, AR S DC 20 B 1 JSRE B2 D) R, TCR {55 0 i
MR sPD-1 A BEA 5 AN A A= 03000

sPD-1 ZE AR DIReF R FEE T FA SR
PEPEGET T, WS XGRS R I AR B R
B VIS i P & 8 5 QP ZE M RGEVELL BRI
UK EAE LG 145

BB Mo-DCs 77 A 25 7K SE sPD-L1, sPD-L1 &
L mPD-L1 " 2 ff 28 43 J& 2 (1 B ( MMPs) 55 4]
mPD-L1 j=4:, G 3CHRiR A sPD-L1 7] DL £ BH Wr
PD-1/PD-Ls {555 f % 1M 3% 5% T 44 M S 57 3% P
Wan 21258 70 2 KB 515 48 £ 11 1M 375 A i
W, sPD-1 Fl sPD-L1 ik 7 g & T . FERSb,
W BRI A A I 5 2BAL ) CD4 ™ T 4 it 3 [m] 5
72, R EE T 20 ng/mL 14 sPD-1 F1 sPD-L1 #f
REWE G0 T LA IS5 . 5 Z 0 JE )42, Frigola
2260 g B o sPD-L1 5 CD4* 8 CD8 * T 4
HEE3R 4510 CD4 " 5, CD8 " T ML IH 1=, 75
FH B 00 R 9 5 A DY R A% ARSI B i Mk E 1Y sPD-
L1, Hoe B IG5 9 i 7™ R B 8 IE T, sPD-L1
W RGN — A%, SET- KBS 3 41% o 5% & 45
Jiggg i A Bf, i JeE 44 B 26 35 1% PD-L1 BB &% 417 i e
JeA TP T S 5 20 L P T R B AR BT MR Y
sPD-L1 BEHCEIE PR FR 58 H R 23 0 F05% 20 i = A= 3R
GEPE ) B IR0 , P RR AR e S B R 1Y e
ik > . sPD-L1 %} PD-1/PD-Ls {524 i% i /E FH
PSFTESL A itk — Y

4 PD-1/PD-Ls Hi{E7EE & IETT AR F

PD-L1 "2 3R 76 i 1L AR G A & i 3R 4e b
A, B H AT Ak, B S g kA T

A W =R N SN R RN L N = N
BRI SFE NI H P A ) PD-L1 & YR
ik, H PD-L1 [ 3R 3K 7K -1 £8 35 9 I DR s B AR¢ A1k
NG BRAOC . 76 B 20 MR FIEE A 4 v s
%35 PD-12,

i g 248 i 38 ) = #% 38 PD-L1 B PD-12 /3,
5 T #iffl L5240k PD-1 456 fL i i vk a5
5, SRR BT R SR T 40 A i S R T A A
Y2 TCRE , {57 e 4 A 2 s ML 179 S 928 W 4 A R A o
Bt , BA PD-1/PD-Ls {5 5 By $E AR, AF A 51 %F
PD-1 5% PD-Ls [ RH W 7], GE A5 3 58 T 4H it T i g
MR A, T PD-1 PD-L1 (%) BH W 7] R HE R 47
ST ROREAR A R Ryt 2 28 B Ry 30 4 H 76 I Jed
P ZE VR T AU — R . TUHRTE R AR
BT, B PD-1 HUiR A EH S NI A FI6E
S RN TR A3 A8 208 A MU R T A7 AR PD-1 3835, 41
PD-1 HrfARRR T BHIKr T 40 g F 1 PD-1 5 PD-LI [y
LA LIMRIE T 20 Mo g 35 PR A, i B3R T
BRI MR Y PD-1, 4 H 5 PD-L1 9 4%
B, T 205 = 3% A Bebgd T eV E T o PRRD
WA E PR, R KRAE T 5t PD-1 HLIATFE R AR
FVAYT R
4.1 PD-1 FaWf ) B 26 KX
4.1.1 Nivolumab ( 7 & 44 Opdivo,
BMS-936558 , MDX1106 ) J& — #% 4= A $i PD-1 [
IgG4 S FEREDUIR , REAE = SR Fl T ML 25 & PD-1,
Wi PD-1 5 H i iA& PD-L1 .PD-12 {454, 2014 4
12 J ,FDA i Htb#E 1T Nivolumab FFiAY7 X HA
A AR AT D) B B sl e A M SR (R R
#2015 4E 3 A 4 H FDA #it#E T Nivolumab ¥
TRITTESE0 R FE A AL T 101 8] sl Ak JS A s
JEE PP R Wl A /N A4 9 o

TE B0 ZR LA AR /NIRRT s AR YR T R I R
REEE (£ 1) 2R Nivolumab 72 B i, K %
VR PTHEZ 0 N A7 3R s I e A PR
PETAIT 253007, v A0 2008 A S A /N i
Jitiges TR T SR TR e

B T FE R IR N IR i T TR A AN
RT3 I R 2 B, Nivolumab 7 ' 4
JfdE R P G R 3R 22% , P L SR AT R
25.5 ANAYY . 7823 AEASMEIR R PIE I

Nivolumab
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VBLEAE, 45 PD-1/PD-Ls {35 5 i B LS P 2RI T o 1o T 1

RIS 87% 24 JTCHE AT 30 86%

#& 1 Nivolumab Ilfii K 56 45 0

I PR 3 iR 25 Bk ES U AR 3/4 BRI P
Fr B (BERE) FET 5/ % ZRE/ % A R HEFR/ %o
I st BAZR (n=94) - 28 - 14 3 IR i A T
I/ B0 298 (n =107) 62(1 48), 31 16. 8 22 -
43(2 %)

4120 FEZITIRIT 0 BRAF A %848 72.9/42.1 40.0/13.9  5.1/2.2 11.7/17.6  Nivolumab %4 2§ #/3k
BEFRHEH (n=210/208) EL R AT 2

13" TPUCRAHT B BRAF 1 i 790 3897 - 31.7/10.6 - - Nivolumab %5 24 41/ 1k 7
TCHRLI % 7 1 W 400 P8 €0 308 AR (kR B R %
# (n=405) IHE)

T 4032 5 IR W0 00 X A IR 2 42/24 20/9 3.5/2.8 7/55 Nivolumab % 24 41/ 5 %
JINERE s Fo AT B4

4.1.2  Pembrolizumab  Pembrolizumab ( {5 i 44 FEH BEA S K IETE K LR B2 3 v ORR &

Keytruda, MK-3475 , Lambrolizumab ) & — ¥ /5 3% #1
J14t PD-1. N Ak TgGax g, FDA T 2014 49
J1 4 HAttiE Pembrolizumab 74552 (T B4 7 125
Ja P i R AN T B R 1 B M R ORI R
HIEYT o

T A1 PR 6 092 ! 32 B Pembrolizumab FH
T ROREELZ AN IR
(NCT01866319) ' 7/~v Pembrolizumab 7 I B2 6 %
TR T EIAYTRCR B B AL T IE st IR
HEATRY IR AR 1 91156 (NCTO1704287 ) & 1E LL
A3 7K F Y Pembrolizumab 577 54677 (K4
EAME AR B B S ) 7RSI I R A R
o BE PR E

UEA, I R £ 9% i 7R Pembrolizumab 7
fu iR iRy B BA R /). Pembrolizum-
ab TEZE A7 B R LR B E R & W2 A 32 (ORR) Jy
53% e S R W IR 40 i 9 B # P g ORR
H20%
4.1.3 Pidilizumab  Pidilizamab ( CT-011) J& A&
64T PD-1 1Ggl « BA4T, HAEVRYT A0 3R AL
DB I 290 P A B K

— 3 11 391l R 16 45 2R {275« Pidilizumab 76 fF
AHBMERORBEEE TN ORR K 5.9% , —4F
BEARAFTE RN 64.5% o BIRA BRI AL, (B1ER
TR BRE ARG R s, HIRYT I 32 R4,
ALY A 16T 1 B A —
T3 —3 I PRI I A A T 32 44 % 25 A A
SRR 52 ¢ IR MM TR FR A, B AEWE Y Pidilizumab
SRZE RPU G A 2 E A R . 45

66% (19/29) Bt A M2y Z M R Ar, B %A 1
W H G B sE R A OCH 3/4 AN R
Pidilizumab 7E 8 6 P Ik T 98 V6 7 O T8 9 A 3hE(E
B0
4.1.4 AMP-224 AMP-224 B—Fhitr &4 7%
F1, B PD-12 Ja4h X Fl 1gG2a Fe i BAZH L. 1AM
SIS F I Z A B 1 RB IS5 A X e SRR 1Y) F g
JVE o R RIBESE B, BRUE AMP-224 5 345 1%
JHE TR P F 06 33 8 o 38 1 B 9RO S AMP-
224 WFEFBLEIIE A E BB PD-1/PD-Ls {55
T TR T PR R R IR PD-1 (s T A, b
FEUIRERON, T 2006, f22F T 40 ff 1 S e ) g, k2
T LA RBETIRE . AMP-224 J397 R W, mkik
PD-1 ) ZE3y T 40 Jfid )& /b, IFNg ", TNFo ™, T2
CD4 DA K CD8 T 43, T 20 A S 7 14 58 , Fa 928

BE—EWE, X 5 AMP-224 {5 4E FHLHAH
WG . AMP-224 UK [A] 3 HoAt JL D S e REBTAR, B
AMEERAE FIBLA , 00 S S B 25 ) 4 I K S
FEERHE T B B

PD-1 BH W70 1 A I 2 78 1l DR By Bt L LA
ARV B 2 s .
4.2 PD-LI FaLIbf 7 2 2 JRiX 56
4.2.1 MPDL3280A MPDIL3280A J&:—#kHi A Fe
B4 PD-L1 AL 1Ggl k ZEHAHT , REFHIT iR
F0 PD-L1 5 H: 52 {& PD-1.B7.1 {45 4. MP-
DL3280A 1) Fe i Beg kPR TR s B 1 Js , ml A
LT AR 1) 2 B A S 1Y) 48 i 75 PR AR T Canti-
body-dependent cell-mediated cytotoxicity, ADCC )
t ISR T 4wt 23k PD-L1, iz Mk H
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Al REBT 1 MPDL3280A % /& 2¢3k PD-L1 & fk T
R Al 25 455142 MPDL3280A 42345 FDA
MR MEIR YT A, B FiR Y7 PD-L1 [HPE DA

&2 PD-1 BRI AT T Ak e

B SR AL i A T AT A 2 R A/ i
sz (NSCLC) o

2 PiiRA TRYT IR I R By Bt =S BEG LT RN

Nivolumab 4\ 1gG4 RAZOR AE/NIMERE Ea /0 FRIET R V= BMS

JgaE AT Ak R B S
Lambrolizumab ~ Aiifk IsG-4w  BEZR A/l e T/ 0 %55, S aRmEs, X1 9% 9, = Merck

i EA AW LR Rk JEPE, B2 5 DA B R IS L

T BER A M | H AR5 il 98
Pidilizumab AN 1Gg-1k  BEZIE A IEIEMRE I W57 TS, K il R B f CureTech

W PRI X 58 25 7™ N R ST
AMP-224 PD-12 TgG2a  MtiScidesms I BN 5 JC 2 W R G 1) R w Amplimmune/
A EE SETEAS KW GlaxoSmithKline

T 991l R i35 ( NCTO1375842 ) %4 75, MP-
DL3280A Xf 2 i Jif g £ 25 A &8, G045 AR /> 4t i it
RN O N | O TN N R = R e | B 5
PRSI E 1) ORR Sy 219% (25/122) ,24 i Joik
JEAAFHR 44% , Horp MPDL3280A 7 J5) S i 1
R AR E T ORR Jy 26% (9/35) ,iA
SE RIS ) R E IR B B B 45 0N, 24 TR JC e A A7
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MEDI4736 NG 1Gg-1k /N 41 il 9« Sk I W57 Tl B KRR A2 R, R = Medimmune
SR 20 Mg 5 Sz BREE I 9 e IR
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SRR G I . PD-1/PD-Ls {5 53 #% BT 55
AT IR 259, Ui H Al A 2 5 BH BT 7 ( CTLA4
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Pidilizumab + DC/ 2P 48 M 1 (4 100995 Fil£5 200 2 T I Sk BB AN M 1 1 NCT01096602
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Nivolumab + ¥ P 1 Mt 2 NCT01176474
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Nivolumab + IL-21 SRS NCT01629758
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R 97 2, A BE E 0 & ¥ A W bn B TR
e,
EXA¥EG T 1,1 400 £ 2 5 KX 5
FI o, PD-L1 ik N FHYE R E H 5 45% Xt
PD-1 SHLIWTHIA B 5 ifi B 3 o 5 15% (1 56
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