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FPEIRIT A 20 T4 90 4RARIRI T LUK , B 7RdAE
IRYT RS T R M R R E R
J7)(Food and Drug Administration, FDA) 5 [E %< 24 i
Wi B R (National Medical Products Administra-
tion, NMPA) FHARHE 1 T 224> Sy b A 3 il 5 (Gim-
mune checkpoint inhibitors, ICI) Ff F I8 e 1077
e 2 Jp PEFE T2 32 1K 1 (programmed death recep-
tor=1, PD—1)/F2 J¥ M AL T Z IR L 44 1 (programmed
death receptor—1 ligand,PD-L1) ¥.40 Braifg e T
I B 400 i A1 5 470 5L 4 (cytotoxic T lymphocyte—asso-
ciated antigen—4, CTLA—4) BLpp 257 25 75 A 2k
Pt (tislelizumab, T 5 2®) 72 H 3 B @ 350N A 320
R — T R IR A 1g G, A s B, BAT IX ) T
HoAth PD-1 BT R A 455 3R AL, RIS 208 Fe Belt
T, AT LUA 50 S B R A 1 4 B A w4 (anti-
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body—dependent cellular phagocytosis, ADCP) , A
WU A0 T 40 BB A , O 4 b & B bR T P &
FIZR AT T 2019412 1 27 H 4K NMPA L 77,
MTRIT 20 250 Z R R G AT I KSR TR 2
M 2R A 4 bk B 98 (relapse or refractory classical
Hodgkin lymphoma, R/R cHL)"' . 2020 4 4 H 10
H  NMPA B St HH] TRy 7 52 & s )7 2R W
AL B B A B AT 12 4 H Pk R A SR g )
AT PD-L1 R IA B IR B I K9 (urothelial carci-
noma,UC)", 202141 H 13 H &8 FI BRI
R G A2 B MR 0 T ) 8 6 300 02 R M AR AL /)
21§ il 9% (squamous non—small cell lung cancer,
sq-NSCLC) (il —£I597. 202146 H 23 H , & &H
FIBR BABTARAL I 5 15 56 Hh ZEFNBAZE 25 T T 2R B AR
K H 7 52 1K (epidermal growth factor receptor, EG-
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FR) LA 5222 BAYE AR A PR EL 3 B (anapastic lym-
phoma kinase, ALK) B4 AN AT FARYIBR 4 Jar B i 4 ok
B %% M JE 5 IR JE /N 48 LI i (non—squamous non—
small cell lung cancer, nsq=NSCLC) i — £k G J7" .
A, o B S5 Pt T TR 7 20 400 1 R e BrRyT
i) T 21 ifg 92 (hepatocellular carcinoma, HCC)™ ., A&
SR B R BR BT ) 2 B L 2 A Bl 2 L
IRIT RO P& VPR SE 3 T A 41 B e Ll R
GRS,

1 ZHIEEH

PD—1 J& 3R TE T 4 i ¢ 1 1) — b Hi B A e 40 o)
PR, 2 CD28 AW it . PD-1 47 2 LA,
PD-L1 f1PD-L2, PD-L1 . PD-L2 FiLH )i,
B ol (| E [l i A R A o i AN 1 = 3
S EE ST AN M S ) b, H AR PR M i R A
E b 7R3 T BR B8 eh ik RS A B R 8 2 3Kk PD-LT B
PD-L2. X 24ALIKS PD-1 1045 &4 F3PD-1
DAL 435 A a1 I 24 1R W IR Ak L O 4R 5 I 2 1R 6 TR Il
SHP-2, fifi T 4l Jif1 32 #& (T cell receptor, TCR) {5 5 43
F R AL, D855 TCR A B N W 145 5 300  BRAR T
£ 34 5 3 Ak RN AR IR DR A O B R R R BT
TF 2 3 A8 BH W PD—1 38 i, K A2 T 240 % ek 8 4 i 1)
RL N VIR N

B BRI R BT R T B2 5 W] A2 IX (variable region
of light chain, V) 3N E A E [X (complementar-
ity—determining regions, CDR) ¥ 1 # fif ] 12 X
(variable region of heavy chain, V,) ) CDR3 %} 5
PD-1#HZE G . BB FIZR ALY PD—1 45 G004 5
LRI B R S 197 s = SIS o7 Sy K T N
A= PD=1 By Z kM GIn75 . 95 282 Thr76 . K
AR Asp77 FOKG 24 IR Arg86 5% i 2 5 B F Bk it
MIPRRFAS S R BRI AT 5 N4 PD-1
254 1 2 B RN W (concentration for 50% of
maximal effect, EC.,) °& 0. 12 nmol/L, i il PD—1 5
PD-L1 45 & 12 3 il ¥k J& (half-inhibitory concen-
tration, 1C,,) 29 0. 5 nmol/L" . WA TR Bk BB ) EC,,
FIIC,, M 0.07 F10. 6 nmol/L"7", 4y ikt BFL Y EC,,
MIIC,, ] 0.64~1.66.2.52~2.59 nmol/L"™ ., L4,

A FER AP S PD-1 BIfH 55 13 R (dissociation rate,
K,) k4. 82x107 /%0, Lk gy s AL BT (1. 57x107/#>)
S MATER) BR BT (3. 88X107°/Fb) 0 fiff 5 1l 80, axX
P58 B R R BT A L 1) S T B A, 2 i 4 5 35~
6015,

2 YR NFE

FEF 798 191 0 300 2 1 P g A I R AR 25 AR i
B F7 21 B 128 191 W 0 PR BB G A i B
25 Bl Ty A B W - B DK R B R R
FYUR L7 0. 5~10 mg/kg FIETLH N, 25 B &
(G FTAUC, ,, o) Bifi 71) 15 B LG 51385 o, A= 4 ) FH A
HoE 4. B kB S R 2R BT 200 mg )5, 43
i 25 R (4.4121.04) L, 3 B % H (0.247=
0.0918)L/d, M A (13.3£2.95)d™ ., LKA
J RS A 45 N 5. 247 L5340, 164 L/d,
AMRTAVAE TR 32,2 %, AR EMA N 26 d "7, 2
HhRE B Y R B R A R T R R B 2 AR
Bl )2 T0 R, E B DR B AR
Xof 5 T R B BT 4 25 AT B 1 A5 e AN A

3 & ARITROEM
3.1 ZHMAEHFEHERE

NCT03209973 BF 58 *" & — WA Hh [ JT Jié 1 £
B2 I RIS , B 7EDEAl A 7 A 2R B o
5697 R/R cHLRYF 3R 22 ek o S A AT 11 44
T 4fl ifg #% 48 (autologous stem cell transplantation,
ASCT IR YT IO BB ke B2 id = D2 R4
fRI7 HAGE A ASCT Y R/R cHL 4 70 4], 45 60
11 (86%) 4 < 9 e 31 (Ann Arbor 433 1T b~ IV
W) o 2T R FIER AT 200 mg B 3 JH — IR IR T
T5 %8, B2 NG HE R ORI 32 AN RO . 3
BRI ST A S ST R R B2 DA Y 2 0L 4% ik R
(objective response rate, ORR) , ¥ % 2¢ i A 45 JC i
J'& 173 (progress free survival, PFS) | Z& fif 345215} ]
(duration of response, DR) . 5¢ 4> Z¢ fi# (complete re-
sponse, CR) % Fll & 2% fif i) [H] (time—to—response,
TTR) . HIREYIE 9. 79 H o 45 R BIR A 614
(87% ) K A EI & Mk, Horh 44 61l (63%)CR. 61
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2% fik () B 8 B B IR e AL BE Ve 6. 7 AN H
Hifi DR MRk F] . Hf PFS Rik#], 9 A PFSF N
74.5%. HATC L g HA PD—1 54T Canma ) 2k
BT gy XA JE BT AR A R AE ) L2587 R/R
cHL Y CRRTE 21%~34% , X B R H K/ B E Ui
1K 334> 2% i (partial response, PR) . Hy I 40,
5 H A PD-1 BAHTIR YT R/R cHL A1 Fe (FE 3k % 3k 1
B, BB FIBR BT 2R YT R/R cHLRBAE (T £ /1
HIRBIREE A, A B R 2R R R A5 -
3.2 SEBRREAS S PR BE L K TR

NCT04004221 W55 > —Hi s oy 11
I ARG, 5 FE O B R BRSBTS 20897 S AT
IR 6T Fa IR HE R 1Y PD-L1 5 238 R R I
Y R P o [ B [ UC B3 A RO e 4k
A HBF 1130, Hrh 108 4k A I (96%) , 3%
Z B TR FIER BT 200 mg B 3 JH — KRk 25, HE
KGRI R AT 52 AN KR o8 1 H At i R
B RE . BE76% K ENIELS R,
24% KRS, 23% BB . BRI AT
i ORR, YR B2 55 445 DR \PFS  H5 15 i K (disease
control rate, DCR) fil & 4 17 1] (overall survival,
0S) . WA IBYF A 15. 3 &, i BE 7 i) 1] 9. 4 4
Ao Z5B SR ZETIEAL A 104 41 35 b 25 Bk )
H LR fi# , ORR b 24% , Hov CR 10 #4i] , PR 15 i .
DCR 4 38%. i DR AIEE], H AL PFS K 2.1 4>
H 64 H 124 H i PFS 24535128 32% F120% . H
£ OS K 9.8 H 61 HHA124H 1 OS H53 5 h
67% M 43%, HETE EiiiyH AL PD-1/PD-L1 Hidit
(o PR Bk Bt AT R BR B0 A ) ¥RYT UC 1 ORR
TE 23%~24%, CR K 5%~9%"*' , [H I, %5 85 ) 2k
FPUIAYT UC H G RRCR 5 HAh BApT FEA A 2 >
3.3 SEBRREAS R I B AE /N B R

NCT03594747 5% & — MK [E 46 ZEMF5E iy
FERER Z e JFBhR%s BEPL IR TG R 9E , B
TEVEN 2 B FIER BT & S A2 1/ 1 B A2 B+ R 40
—ZRIBYT R R I s B M (Tb/IV ) sq—NSCLC 1)
AR b A B 360 B, B HLA AL 2 3
HEZAFEBIRIT . AL (n=120) 4T85 FIER AL
(200 mg, 55 1 HOBCE 2 (175 mg/m*, 551 H) &
F4I[AUC 5 mg/(mL-min), 55 1 H 13AI7 ;B4 (n=

+ 39 .

119) 45 T FIERBAHT (200 mg, 55 1 H) BRG]
LR (HEAZSAM,100 mg/m?, 55 1.8.15 H) &
F4A[AUC 5 mg/(mL-min), %5 1 H 13677 ; C4 (n=
12D TEEBE(75 mg/m?, 551 H) ZFK4A[AUC
5 mg/(mL-min) %55 1 H AY7 . L E3RyTFh g &
PR PAPT 38 i ik A e A 3 FE — Wk o T BB R o
AN E PD-L1 KB #EAT TR 7. F MR A
JR PFS, B2 4045 ORR DR %, # & 2019 4F
12 H, s ipaEintEh 8. 6 4~ H A4 R B4 A 63
$1(52.5%) .66 6 (55. 5%) & HERIT H, CHA
54 5 fF (44. 6% ) 38 X2 32 B 765 FI R B PT B 2453
J7 o SRR BT CYL, A4S B4R PFSH %
FER (HR=0.52,7.6 ™ H k5. 54 H,P<0.001;HR=
0.48,7.6 ™ H 5.5 H,P<0.001), 453 BRI EEH
PR T KUK 48% F152% . V4150 BT 46 50 W | 2
A R BLPTICA AT hy SR  R Y PFS 3K 4% 5 AR
P HTE O s 4 PD-L1 B WAL ¥ 478 A 4R B 4111
PFS FIlORR ¥4 i 4k %5 .
3.4 SEBREHAS AR 1 IE S 1 AE /N B i 2
NCT03663205 iff 58"+ & — 1 £ 38 [F 47 ZE 0 5%
HUO TR R BERL i 2 e T RIS, B 78
TR o R R B HTIC B 028 + 35 3 h ZE (A 41) % L4
Fe+35 3 E (B 41) T REAE R B 32 16 7 10 =30 i 1A
s e R e (T B/IV ) nsg—NSCLC B A %501 Fi 22 42
PEo H AL nsq—NSCLC 55 334 i, DL 2: 1 EL il ReHL
SEEAY (n=223) X BH(n=111), EEMHFFTRL N
J PFS, B FE 2 15 ) ORR . DR J2 OS, Hh 47 fifi 177 it
[49.8 1 H. &R E/R, 5BAMIL, A4 ] i3k
# PFS(HR=0.645,7.6 ™~ A £ 9.7/~ J1,P<0.001),
24112 H PFS R3] 16. 7% F131. 3%, AZLAI
B 4H ) ORR 43 5124 57. 4% 1 36. 9%, CR #&43 5I| Hy
3.1% F10.9%. {7 DR 4% 4 8.5 4 H fl 6.0 4
Ho A OS KikF, 6 1 H OS F453 514 92. 7% F
84.6%.
3.5 Br4pasE
NCT03419897 W58 " & — Tl =Bk vl (LR |
FEabR 2 I RS, B 7 PG 2 B A R B o
29IRYT MR AR 22t & /b —Fh 4 BIRYT AN T U BR 1)
HCC (7 8 R Z 2 o % IFFT 9 AR [ I RTRICH
8 /™ [ 57 FlHb X {14 £ 3 249 1], Hovb v [ 235 122 )
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(49%) , BRI 127 1911 (51% ) ;55. 4%(138/249) (1) i %
P23t — R T 2, 44. 5% (111/249) (4552 55 —
kMU B BRIT o WY EELS N S R &
BL 2T B9 ORR, YR B 28 i A1 45 DR .PFS . DCR %%,
A 202042 A 27 H ikt E] 12, 44~ H o 45
RRKU, BEAORR N 13. 3%, izt —4& 45
JRYT A B ORR A 13. 8%, #5321k — 2 KM LA LIRIT I
ORR 4 12.6%. DCR } 53%, i CRE K 1.3%,
PRZE N 12.0%. Wi DR ¥ AILF], 124 H LHH 1
RAEHRNT79. 2%, L OS F13. 240 H 3%t —4k
IRIT R 2 S UL EIRIT TR AL OS 40 5k 13, 84 H
12,4401, iR 2l -8RI 8 %
DL EIRIT A1 6 D HAAERI N 76. 4% .77 2%
M 75.5%; 1240 H HEALER 53510 52. 6% . 54. 3% Fi
50.7%,PFS433lh 2. 74 H 2.6 AR 2. 74 H

4 ZEWEIFH

B MR BT ZIR YT I A TR E Bk 1183
) B, Hod 745 41 (63. 0% ) % 32 %5 B R Bk B 4T
200 mg % 3 JH— K 3R YT, 355 41(30. 0% ) 552 B i
FIER B4t 5 mg/kg B 3 8 — K iR IT , FL 4y 83 4l
(7.0%) 73594 32 2 T M BRI 0. 5.2.5.10 mg/kg
2 i — 8k 2 mg/kg B 3 il — K BUIGRTT . LAY
WfE] 17 J , 36. 0% B 834 4% 32 36 97 if 1Al =6 > H
19. 9% WY B FHHEZIGIT I RIZ1 24 H o e 9y
N R FH4 (adverse event, AE) & 24K 63. 9%, K4
K >10% 1) AE AL K 4 2 MR = 7L % % Wi (aspartate
aminotransferase, AST) N TN & fR & L% #4 1l (Alanine
aminotransferase, ALT) Fti& S22 S = o 39 V) 1
AERAEFR N7, 3%, KA H>1% i) AEGLHE AST ALT
Ko =45 E B IR (y—glutamyltranspeptidase, GGT)
FhiEs B il A IR ) R it gt

B FIER BT S AT 2 R Y 2 AR Bk
H 497 il 35, B W32 T BRI ZR 59 200 mg
3 —WMIRIT™ . AL 2 E Ry 31.9 M4,
66. 2% B H IR IT>6 1 H ,12. 7% KB
FEZZRIT I EIZ124 A o A GO AE Kk HEHh
83. 5%, K EH=20% ) AEALFEFEIAL | 1 40k i
rh MR A BRI E Il D RE CAST . R R

F=2% M 3 9 S LA I AE L35 H PRk 40 A sk A E
20 B A RE B N D | S 4 E (R IR
PRI

BT IR B R A B A G AE SR 1183
Bz PRRIT IR . BAER21% 1 ARG
P8 AR S DR R T i DA G 8 A G B R R R R
I PE AR S HUIR B DI RE T HE S AH G 4% A
TERH ST & | G 3 AH S R VS Bk 285 B A B B e A 2%
PEHIRIR A o S pE M A KR 1] & A 46 16 97 I 1A]
KAF 2505, e RIATA LR T o X TRl ez
FASEAR BB, IO R AT 78 43 A 3k DAHERR A 1A
R 2B PEAR I AE S0 338 14, L vl DL 3 v 7
T AR PIRTT R TS [ R oAb B

5 RAzHA=E

v R BR ST R e Dk e i A 24 MR R
41200 mg, B 3R A 2 —Ik . 2 EH BBt R
AT 52 BN R RN o 5407 25 I, 25 ]
H 25 20 0 S v 8 2 R BT . B 7 R Bk e S At
Fe bR T SR SRR T SRR B 2 1~5 mg/mL
AT ER K R . 26 1 U IS RIR AN 25 F 60 min, #7
ST A2 RAF S 2R U R B )R B T 30 min.
SR, TR P A R AT 1 A TE TR TE IR I
LA RS g (FLA2 0. 257 0. 22 pm) . 7F
WA AT EARYERGE IE DLF | ASF 5 oA = 24 7=
BA AN R — i s 5 HAb 2 [Fr 2525

XTE HCC B3 52 B IF DI REAS i Jo 75 #1751
SRR R ol I RN A R AR s X
HCC &, B I DI RE A 2 TR s H . Hal
v TCAT X H R T BN 4 AR I A, L)
REAN A B AHEREMT b B B D e 4 38 A
EEUidE S N EUH , T A, TR ST A, X
T=65% A B A, AWAEEINKIES THEM, @
WA, EFH AT R MIEfE18 8 LITILE
K AR i 2ie 5
6 ZAWWIHEEEHR

P T2 B AR 32 B LA A A P A B A B
KX AT IR, K, & I ff FH 40 il 2 2 P450 (cyto-

< 40 -
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chromeP450, CYP450) fiff o 25 JH:Ath 245 4 £ 1 il 114 $1
il T 175 5 500 N 2 R i B TR R BR SR 0 25 AR
J12E T AT RE TR R R SR 2GR A
IO 3kt G 7 TF 4 YA T T 4 B P p o [ 2 R HAth
oA

7 THMHREHE

B AR BRAHLE VGRS , B TR R R SRR A R g
AR T () 22 TG R B 5% OE AR AT R, A EE B A
VB s LR P L A R
#WE 20214F10 A 26 H B H ARk AP 136 007
TP RS A 4Bk 224 [ G R b X R I, B4l 4R
SR T 19 89541, Hir 21 35k I AR

R AT IR E AR AT I PR

WE,

2% |- 8015 PD—1 8% PD-L1 B9 50 sg BT iR & i 4R
o b IB e VR YT IR AN . BT ISR LML 5
PD-1 iRy S I it — 24k T 20 F 4544, H Fab
Bl 5 PD-1 245G, 5 PD-1 SRR &, it g ik
FENS P skRis . TR, 2t Fe Benltd , T LA R0k
ADCP 15 T, f5e 2388 G PR T 240 Jf ok /0 171 52 W B B9 7
o BEAITRPBUL A B E WOk T IR IR, B
A R0 % A e i 52 vk, 27 [ 3R 5 300 Y
HE, Hr R/R cHL FTUC 38 N iE 2 9 99 A S i [ 5¢
BE R 2 i H ok o R 3 A Bk S U 7E HoAh 5 22 e
TR YT IR s B I PR TR, A AR R BT Y

TR

i RS 7515 FEAS & (1)) I N IE TR OUEELL /X R ) K&

NCT03777657 997 5 A S Ak i B A Sk B+ /R AT A 51
NCT04866017 900 NSCLC BRIBRBHT+HLYT /HE LA i+ IETEARSE
NCT03358875 805 NSCLC BRIk BT/ Z 0 5% W A FH 55
NCT03412773 674 HCC E2y R R WS VA | e GRS
NCT03783442 649 ESCC BRSBTS W AFH S
NCT04746924 605 NSCLC B ER B +ociperlimab/# R Bk BADL +22 B /A BR BB+ IEAEFASE

K- eil

NCT03430843 513 ESCC BB/ AT i AFA
NCT04170283 500 B 20 e g BHBR AT HEA B /R e IR 4
NCT04005716 457 SCLC E IR R A i LIE N {EE
NCT04921358 420 NSCLC B BR B +sitravatinib/Z P 7% IEFER 5
NCT03967977 420 uc BRIk BT+ T /RN AT EFESE
NCT04379635 380 NSCLC BRIk BT+ T /R AT EFESE
NCT03594747 360 NSCLC BRI BR BT HALIT /22 B +T W A FH S
NCT03663205 334 NSCLC BRIk BT HTT /RN AT i A FH 5
NCT03957590 316 ESCC BB+ ATT /B AT BT S
NCT04164199 300 RS 00 S P g B RIBR ST/ WK A F] WA
NCT03924986 256 SR BEEAL MG BRI BR AP T+HLTT /22 RR T GRS
NCT04973306 176 ESCC BRSBTS /2R ST W A FH 5%
NCT04799314 132 DLBCL BNk L/ W AFH 5%
NCT04486391 123 CHL BRI R /T IETEHRSE
NCT04789434 94 DLBCL B BRI i A FH 5

1 - NSCLC Sy AR /NI i it 5 SCLC Ry /NI BT 93 5 ESCC Ay £ 85 IR 41 Ji s HC.C R JHF 40 M 98 5 UC A IR B b 2 i 5 CHIL kg ALY 782 25 4 Uik EL 08

DLBCL J k18K B 41 itk (983
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