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a. 5T KEYNOTE-048 #F5¢ '/, 2 £ & 25 5 Wi 45 1% ( Food and Drug Administration,
FDA ) T 2019 4F 6 H L r b A 2k i le & 1Ly (BA2E M 5-FU) 1E8—& 0 Rinir &
R WU RS M S SUE g, [] ARG I TR B BT 2T T IR A R AR R T A T 2 AR
f& -1 ( programmed cell death ligand-1, PD-L1) (CPS = 1) Wy #&. 7EE K, BATHF
YR i AR ARTFIR YT B K ol B 1k S S Bl i 35 W IE, (R A FLAE B2 W) ( PD-L1
THC 22C3 Htdk) T 2019 4F 8 J Fedit, AT B 45 i 1) Bk S B0 565 A0 97 RO 1 ) 2k 2t
M2 (CPS = 1) Ak T EHits. e I M BE AL R85 (randomized controlled trial,
RCT) v, AT A ER B30 86 &tk )7 i A A7 S A= A7 it ] (overall survival, OS) A 13.0 >
A, BT LR MER 1Y 2 5 Pt & ey 19 10.7 A~ (HR: 0.77; 95%CI: 0.63~0.93;
P=0.0067), I HIEBMEEHZR (objective response rate, ORR ), JoiJE4: 17 ( progression-
free survival, PFS) AR K Z 4 (adverse effect, AE) F 1 S5/5 & KA B & EH., 5%
CPS = | WA, MERZREGT A OS N 123 4, BER TV ZE Rk n
10.34H (HR: 0.78; 95% CI: 0.64~0.96; P=0.008 6), JHAEL&MmE ERTIEE.
{EAERE AR, M A 2R P09 ORR A1 PFS B RAR TS+, Bk n] B8 A8 it
BRI R .

b. 3T CheckMate 141 57 ', 26 FDA T 2016 4F 11 H by s A o /E S — 2R sk ¥ kioy

- BRI S R




FIRIT LMESAAZEIRIT KA B K sk e R Sk 00 ies o 7 1o A R L) i, k]
JeHBL AL OS 2 7.5 M, WER TG NHKIEIT Y (H S 2003 uk vy 2 1
Hii) #9514 H (HR: 0.70; 95% CI: 0.52~0.92; P=0.0101), Jf H7E2¢ 4 F A= 1% I i
T E TG A . IR 2 ARRETVISS R R, TGS AN R 75 234 PD-L1, HEREN
WRAICAGATT RS DL 2019 4F 10 A, K245 MBS 3R ( National Medical Products
Administration, NMPA ) HtHEERFIL BT FI6)T MR 4N PD-L1 BHPER b2,
WATE P FIZ 2550 0 T B

c. JT KEYNOTE-012 5% ', 5[ FDA T 2016 4F 8 J Pttt o iy 1 1) Bk bV y — 2k sl %
R RIRIT MEZAZIEIT R B B K s RS iR i . 7e R Py, A EURIER S it R kA
VRYT Sk BB RIS N UE, ARSI Z 2 o T RAHERE . A6 )5 2t v i DI B LT
% KEYNOTE-040 BF5¢ ' v B, WARIER TR OS h 8.4 N H , BEM TS RIHHL
RIT 2 (s . 2P0 I sl P8 25 5h0) 1 6.9 1~ (HR: 0.80; 95%CI: 0.65~0.98;

% P=0.0161), JEAEZEMITBER TS . (AMREZRIE, AR IR 40 il fa 4a
£ i PD-L1 &3k (TPS = 50% vs. <50% ) {ENZHEZ —, 2R ERIT TPS = 50% 1S
l} HA RO TR SR AP 325, M BRI 2 525 5123 (European Medicines Agency, EMA )
g (A A MBI

&

S Ak, BN ERT— S A ARSI TR R AR




Yk B F/NEEAR I IT , X LAAESAZIG YT R M B & sl Re vk |, AN[E 259110 ORR
AT 20%~34%, TiLEAFRE 22 080K (0, BURTE—LRIAIFIR, R B AIBR AT LT 7E
TR/IBEAR I S5 R 3045 TR RS ORR, (H R A A7 5 i 0 T 4l Ak 7 i 7 KRR BEHLAF 5T
AYIESE

SE

[1] RISCHIN D, HARRINGTON KJ, GREIL R, et al. Protocol-specified final analysis of the phase
3 KEYNOTE-048 trial of pembrolizumab (pembro) as first-line therapy for recurrent/metastatic
head and neck squamous cell carcinoma (R/M HNSCC) . J Clin Oncol, 2019, 37 (suppl, abstr
6000) .

[2 ] FERRIS RL, BLUMENSCHEIN G JR, FAYETTE J, et al. Nivolumab for recurrent squamous-cell car-
cinoma of the head and neck. N Engl J Med, 2016, 375 (19): 1856-1867.

[3 ] FERRIS RL, BLUMENSCHEIN G JR, FAYETTE J, et al. Nivolumab vs investigator’s choice
in recurrent or metastatic squamous cell carcinoma of the head and neck: 2-year long-term sur-
vival update of CheckMate 141 with analyses by tumor PD-L1 expression. Oral Oncol, 2018, 81:
45-51.
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[4]

L6 ]

(7]

(8]

SEIWERT TY, BURTNESS B, MEHRA R, et al. Safety and clinical activity of pembro-
lizumab for treatment of recurrent or metastatic squamous cell carcinoma of the head and
neck (KEYNOTE-012): an open-label, multicentre, phase 1b trial. Lancet Oncol, 2016, 17 (7):
956-965.

COHEN EEW, SOULIERES D, LE TOURNEAU C, et al. Pembrolizumab versus methotrex-
ate, docetaxel, or cetuximab for recurrent or metastatic head-and-neck squamous cell carci-
noma (KEYNOTE-040): a randomised, open-label, phase 3 study. Lancet, 2019, 393 (10167):
156-167.

MA BBY, LIM WT, GOH BC, et al. Antitumor activity of nivolumab in recurrent and metastatic
nasopharyngeal carcinoma: an international, multicenter study of the Mayo Clinic phase 2 consor-
tium (NCI-9742) . J Clin Oncol, 2018, 36 (14): 1412-1418.

HSU C, LEE SH, EJADI §, et al. Safety and antitumor activity of pembrolizumab in patients with pro-
grammed death-ligand 1-positive nasopharyngeal carcinoma: results of the KEYNOTE-028 study. J
Clin Oncol, 2017, 35 (36): 4050-4056.

WANG F, WEI XL, FENG JI, et al. Recombinant humanized anti-PD-1 monoclonal anti-
body (JS001) in patients with refractory/metastatic nasopharyngeal carcinoma: interim results of an

open-label phase [l clinical study. ASCO, 2019, abstract 6017.



[9 ] FANG W, YANG Y, MAY, et al. Camrelizumab (SHR-1210) alone or in combination with gemcitabine
plus cisplatin for nasopharyngeal carcinoma: results from two single-arm, phase 1 trials. Lancet
Oncol, 2018, 19: 1338-1350.
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a. HATENIM Z R F AT 1 (programmed cell death protein 1, PD-1) P& 1k
T7XT LA T eI B 5 — 2 b i TR PRIF S I A A 7 v

b. ESCORT #F 5% /2 5 A~ £ XF v [ £ 87 i A8 2 0 AL, P, AT 25 %68 B 22 v TIT 400 i PR BIF
FE L PR R T R IR SPTXT HURRTE B B BT T Al 7 WL SR T 0 e B
PEE BRI T et . S 448 BB EBENL 1: 1 AL, FHorb 228 {41 35 4552 R B Rl Bk
HHUARTT, 220 GRS TR RRNST (VB B ). FEL LN 0S8, &K
BN N PFS, ORR, ZZfRFFZLHT[H] (duration of response, DoR) & ek, g5 ExR, K
E A ER BB W TP 4L, 47 OS iA% 8.3 N H, MifkIT4UH 6.2 A~ H, JET- KUK %
1 29%, 22FRFIGT48 X (HR: 0.71; 95% CI: 0.57~0.87; P =0.001); 124 H YOS F

BB EF
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G35k 33.7% F123.3%, WS EAN, 32 RInAIBRAYORTT I A B ks, b
{37 PFS iR 2] 1.9 A, BRAIRERIERE / JET- R 31%, 225k 84iT2#E L (HR: 0.69; 95%
CI: 0.56~0.86; P =0.0006); i DoR ik 7.4 H, WibIr4Ah 3.4 4NH . KEHEREADT
2| ORR H 20.2%, HbI74H 6.4%., F Fm Bk 4049595 2 ] % ( disease control rate, DCR )
1 44.7%, ITAH 34.5%. %5 A B A L] A 0 A i 2 0 AR P R LG R
BOFHEGON R 1A 2, AR RISy T it .

. ATTRACTION-03 J&—Ii kLl | BHPL. FFRORZIISE, TEXT SCHTHESZ 1 PR e e A1 5
FIZYIMETR TR 37 (AN RT DI bR e I s 5 AV R R PR, DA TN RRL TR X
TALST (VIR LR ) BT RCR e 2t P AR R, SIramt, Mils
JEBBAITA OS 153 10.9 N H , tWIFd Hy 8.4 1 H , JET-XBSFRE 23%, ZREAGH¥E
X (HR: 0.77; 95%CI: 0.62~0.96; P=0.019), JCieMed PD-L1 Fk 100, BA AR 7
DoR ik#] 6.9 M, Mifkyrdi{h 3.9 ™ H . GalAIJEEAT4] ORR A1 DCR 405120 19% F137%,
TS T4 N 22% F1 63%. 1ZHFSE A RTIEPEREHLG BRI, (BAGRE D DA SEREE N E,
p T e T AR N AR (T . B R 2 S S RO R 4 A s Y, BOIEd
G R 2A 25, AFERIRHA N 1T R

. £ KEYNOTE-181 Bt i, SkX)sk b T Wi R 2k bt 55 A0 55 3 26 16 00 A7 6 e ) sl e B
BB /Siewert | BRI B 45 &M IE B 2R TR RFAL . RSt A4 628
BB, # 1 1 A LUBIBEAL S FCHE 2 AR BR BP0 200mg q3w HELRYT 2 4F, siFse st

BT EF

—_
w
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HIAST (GFGSEAZIEE . Z DU Sl B sr 2R ). JLrP i 401 ] (63.9% ), PD-L1 CPS = 10 /1Y
B 202 ), MR R A . PD-L1 CPS = 10 M3 FE mEia 7 AR OS. Ik
B K PFS. OS FIZE 41, fE PD-L1 CPS = 10 Ry b, iR Bk b 20 W2 1k T4k y7
A, o 0SIEEN 9.3 A, MALIFAMN N 6.7 NA, FET- KRR 31%, 225 k3 528
X (HR: 0.69; 95%CI: 0.52~0.93; P =0.0074); 18/ H i OS KWW, H26%, fbyrdl
J 1%, fEEEEHEEE S, MERER AN OS WA IR R X ek, K582 1MH,
fbI72H M 7.1 A (HR: 0.78;5 95%CI: 0.63~0.96; P =0.0095); 181 HH OS EMZH 535K
23% Ml 12%, 76 ITT ABEH, IR BREBT4L0) OS BfbIT AL B AR TSI : 25 5% (R OS 4
S 71AAM 714 H 5 HR: 0.89; 95%CI: 0.75~1.05; P =0.0560), A IREzS s,
18 1~ H Y OS #5514 18% Ml 10%. 7F 2019 4F CSCO Fl ESMO -, 4352854 1 f 19 70 2k 2
BUIRTT BT E23Z 3 4= BPVR YT 1Y 52 R PR B G 300 ke e B M £ A7 1 A Bk 22 O 1 T A I DR AP 5
(KEYNOTE-181) (30l 11 Hh 37 2 ARG M4 5 > O, JRal A 123 lBEHLIE 2 i R 2k 2
P (62 1) sifbyy (61 Bil)e WLVRXT i FEAREEE 4T 1) B2 5 SRR oY — 3, hE R
JTRHA . B HHERHA . PD-L1 CPS = 10 Bf&1) OS 12 1~ H vs. 5.3 ™ (HR: 0.34; 95%ClI:
0.17~0.69 ). ZMF 5% A 7 BE M BE ML B S8, BIOIESE 2 30 0 1A 28, ARFGEEH H A0 T %
i,

- TEREER SR BB CIROAYT WY 1B/ LR M T D 7, AT 48 B R I R

JEROT LIPEAR, Hod 1 )58 222 f% ( complete response, CR ), 8 fi#8432%f# ( partial response,



PR), ORR 4 22.9%, DCR J 50%, #J4455% Bon7e &8 a6 RN & 5 83 PD-L1 &ikK

SENK

[1] HUANG J, XU JM, CHEN Y, et al. Phase 3 study of camrelizumab vs chemotherapy for locally
advanced/metastatic esophageal cancer: The ESCORT Study. 2019 ESMO.

[2 ] KATO K, CHO BC, TAKAHASHI M, et al. Nivolumab versus chemotherapy in patients with advanced
oesophageal squamous cell carcinoma refractory or intolerant to previous chemotherapy (ATTRAC-
TION-3): a multicentre, randomised, open-label, phase 3 trial. Lancet Oncol, 2019, 20 (11): 1506-1517.

[3] LIN Y, TOTSUKA Y, HE Y, et al. Epidemiology of esophageal cancer in Japan and China. J Epide-
miol, 2013, 23 (4): 233-242.

[4 ] KOJIMA T, MURO K, FRANCOIS E, et al. Pembrolizumab versus chemotherapy as second-line
therapy for advanced esophageal cancer: Phase I KEYNOTE-181 study. 2019 ASCO GI.

[5] PhHk, MR , MURO K, % . i RIBR P TRT L ALT7 2347 Malb] / 56 8% M £ s sl 4 bk 4
Ji# : KEYNOTE-181 MEME4153#T . 2019 CSCO.

[6] CHEN J,LUO S, CHENG Y, et al. Pembrolizumab versus chemotherapy in patients with advanced/

metastatic adenocarcinoma or squamous cell carcinoma of the esophagus as second-line therapy: anal-
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ysis of the Chinese sub-group in KEYNOTE-181, 2019 ESMO. Abstract.
[7] WANG FH, SHI JH, SHEN L, et al. Recombinant humanized anti-PD-1 monoclonal anti-
body (JS001) as salvage treatment for advanced esophageal squamous cell carcinoma: preliminary

results of an open-label, multi-cohort, phase Ib/ Il clinical study. J Clin Oncol, 36, 4_suppl (February 1
2018): 116.
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T IR zh B & 2 FE A JEEE NSCLC?

IV # UG 3K 3 3& ma s A Bk S Br (FR PD-L1 TPS = Pl Bk BT A 22 + R4 +
. JEf% NSCLC 50%) P (1A 2%iF4%) (PD-LITPS DUARERNHT (1A Zr4) 4

—ZRIRYT & 1%~ 49%, 2A JKiiFH) P BT R 2R B BT + R S +
WA R R BB IR A B 25 M ZE R0 R4 (LA Z5FEHR) ©
126 (1A 259EE) © REGFIBR BTG S M 2R R0
(1A Z9E4) *
e dH-IE 8% NSCLC AL & (LA SSIEHR) A 185 1) 2R B BT (B PD-L1 TPS =
ft 1 M 1%) (1A 204 b

BTRSFIBR AT (1A SKIEHE) 1
JE I NSCLC [R5 A ey7 I (8 H A Bt
LGS (1A 238 !
Ih HHEAT ™
B WA




[ £ ]

a. AE/NIIEMTE (non-small cell lung cancer, NSCLC ) IR FKIETFIE CSCO +57 M Z4m] I
P, HATEZRM EGFR, ALK, ROSI., HARIKSNFLR 5748 5 e ity R0 5¢ & AT S
AR, HATRIERGE: KRAS 4591 STK11 28] fig s N3R35 ABE, KRAS £39F TPS3 5878,
ARATRE R S VA YT B S RE ST 265 4 4> 2L 3 DR, BIFSE 7R STK 1T HEPR 5¢
AR Fp BRI AR I Y, STKIT £ %785 PD-L1 Rk AR DY, sk SR IIY
STK 11 775 ] RERRAR A EIGTFITAL . il & 361 IMMUNOTARGET BF5E %t PD-1 #5) F1gR 2
RS AL RS AT T RIS, E 2018 4F 4 A, —ILgWA 551 ZH, KIS BEMLI
T AERDIC RSSO R ER T, IR RN 3 . KRAS 26%, BRAF 24%, ROSI 17%,
MET 16%, EGFR 12%, HER-27%, RET 6%, ALK 0% .

b. KT KEYNOTE-024 #1 KEYNOTE-042 fff5%, FDA ¢ )5 Mt A 2k b /5 &y PD-L1 Jib
I8 FH P L %1 43 %% (tumor proportion score, TPS) = 50% 5% = 1% H. EGFR % 7% F1 ALK & Hf
600 B At A 0 9 TV 1) NSCLC #8219 —4RiAy7 ) 76 KEYNOTE-024 BIF5¢H, i 1) 2 o
Ve 54k r AL, TP A2 PES 43500 103 N H vs. 6.0 A (HR: 0.63; 95%CI: 0.46~0.88;
P<0.001), ORRZ}HI% 44.8% vs. 27.8%. A, DAIFIZRAHCAL SIOTAIMIL, 3% a7 )
FHEA R (treatment-related adverse event, TRAE ) &4 R AL (26.6% vs. 53.3% ), 2019
AETHHT ) KEYNOTE-024 AFE 9 OS $ofii s [ AR Bk s 4L A Ak 7 416 OS 4351k 300 ’7’*’




El3

N

I

AHvs. 1424 H (HR: 0.63; 95%Cl: 047~0.86; P=0.002), 7£ KEYNOTE-042 ff55rf 7, i)
BRFBUAH SARIT AL, P07 OS 4351k 20 A vs. 122N (HR: 0.63; 95%CI: 0.46~0.88;
P <0.001), [6]0AE 245w, iR R HiAH 57 A A LG, 3 90 AE & AR R TAR
(18.0% vs. 41.0% ). MFZHAMHT 7 PD-L1 TPS h 1%~49% Ft) AR FHEFEA) 2R Bt 540 7 AH 24
Pz OS 73510 13.4 4~ H vs. 1214 H (HR: 0.92; 95% CI: 0.77~1.11), $ER%FFH by
SRR, IR R SHT AT /R S —Fh k. 2019 4F WCLC 251 418 T KEYNOTE-042 i
[ 20 HEEE, IR B b S by At FRARIE T XU 35% (HR: 0.65; 95% CI:
0.45~0.94), H7E PD-L1 = 50% f AREH, o147 OS 4 20.0 I~ H vs. 14.0 ™ H, L5200
TEAERITE MR R —B, WAHE B EANLEEES . 5T NMPA E.3% T KEYNOTE-042 fiff
FEHEMEAR R TG B UE, SRAHR RS T A0 TR 2R SR H0IRYT PD-L1 TPS = 50% H EGFR 9878
ALK FEHER PR SAR HIB IVIINSCLC (B3, T SfEFEmiim Bk 4tiAyT PD-L1 TPS 1%~49%
H EGFR %75 ALK T HEAG I B PE s R A0 A IV U] NSCLC i, T AR B i ih )7
PD-L1 TPS = 1% H. EGFR %75 Fl ALK TR I P oK 20 09 IV NSCLC #E .

. FT MY KEYNOTE-189 #F9%, FDA A NMPA i mf Ak spdiiee &5 26 th 28 / 40 (Sisn )

YEH EGFR Z375 il ALK FHER I BAPE sl AR 109 IV IEE SR NSCLC i—4RY7, HART % I8
PD-L1 kK, BOAEH T LA 1 9fits. 16 KEYNOTE-189 BFFer 1, it ek i &
Ay 4 5 oAby P AR L, ORR 439K 47.6% vs. 18.9% (P < 0.001), i PFS 4351y 8.8 4
A vs. 4941 H (HR: 0.52; 95%CI: 0.43~0.64; P <0.001), 14F OS 53N 69.2% vs. 49.4%



(HR: 0.49; 95%CI: 0.38~0.64; P <0.001), HIJGiE PD-L1 FiksKFanfaf, mATERER G4
FEITALRY OS FX A i MINE, WA BREAHTI S by 4 5 S fby T4 3 UL |- TRAE k&
HFARL (67.2% vs. 65.8% ). 2019 4F ASCO i OS $ude mom % WA A Bk e &ALy
2 5o A AR L, HRAL OS 2351 22.0 ™ H vs. 107 4 H (HR: 0.56; 95%CI: 0.45~0.70,
P <0.000 01), M AR AST / B5536 2 T4EFIAYT . 2019 4F ASCO i T3 PD-1
RIS PSS T —ZRIGIT NSCLC R RERZE 2R 1B s 1 BRI A
TG EGFR 587885, ALK FHE Y Jey i e 91 35 i B PR AR iR ANk NSCLC /% . ik 2 2019 45
1A 15 |, JESHEAMBHEA S IALLT 21 B 20 FlEE . P00 19 B 17 flkE =
AT T USRS, ARBRIRFIEEIR NSCLC (1) ORR 235 68.4% H1 64.7%, {3 PES 43
MR 1AANHF6S5MH. 46 (9.8%) B KE= 3% TRAE, 10 il (24.4% ) KA
THRPEMECHIA R FHE (immune-related adverse event, irAE ), HH&E#H W2 EE (n=5).
filige (n=3) FHRIRIIARIGE (n=2), JCirAE 3T,

. 3T T IMpowerl50 BF 5%, FDA b Bl 8 FI 2k S 40 / DA TR BT / A2 EE | REQIE B &
£ K1 EGFR 5378 Fl ALK # HER I BA M 38K 4189 IV I AE BRIk NSCLC i —2ki697, HATR %
JEH PD-L1 Feihk P 1 R MR b FRG7E N E BT, E T NMPA 4 AR %58
VE, BORFE RN HE R T REFE . 7F IMpowerl 50 A5 rf ), PR A K BT / DL ARBR 24T / 1k
TS DARER b / fRyr A, 7 PFS 20508 8.3 A~ H vs. 6.8 1 H (HR: 0.62; 95% CI:
0.52~0.74; P<0.001), "2 0S 300 1924 H vs. 14740 H (HR: 0.78; 95% CI: 0.64~0.96;




P=0.02), [RAFEEZPETrm, WEERIER AT/ DARER bt / AL)7 415 DR ER Bt / fhyT 4
B 3 9L _E irAE &R R ML (58.5% vs. 50% ). {EAS R IR, 2019 4E 38 [ I A iR 2 4
( American Society of Clinical Oncology, ASCO ) 44/ IMpower150 WF5E H R IT445 4% AT
BB R 1, BT RIRR BT / DUARER BT / (LS IE A IAYT 5 UUARER BT / ALS T4 I, ORR
531 60.8% vs. 41.1%, i PFS 7371l 8.2 H vs. 5.4 (HR: 0.81; 95%CI: 0.55~1.21),
AL OS 4354 133 4~ A vs. 9.4 41~ A (HR: 0.87; 95% CI: 0.57~1.32), Ak, NFHEB AR
AIREIZ T Ak g S R, AU R B R R BT L DL AR Tl 2 R B A A
1BIT

e. T MIPIHFFE Mpowerl30 ), ZRHE 1 T ZLHf 2 BT MR BAHTIBE & 1 R 1502 / R 4ATDT 0
T EGFR 5375 F1 ALK TEHER I )94 sl R 109 IV B13E 8 NSCLC 9 —4RI897 . 4 IMpower130 fiff
GO ITT-WT ABE D, BB BT / (VR (VAR /RN R a4 e, v PES
7.0 H vs. 5540 H (HR: 0.64; 95%CI: 0.54~0.77; P <0.000 1), H{ii OS 2351k 18.6 1~ H
vs. 13.9 1 H (HR: 0.79; 95%CI: 0.64~0.98; P =0.033), FiA PD-L1 /KE4HABMELE] PES il
OS M3RtE. b, BRI Wi W4l ¥ s 2] PFS 3Rts, (TR R EERAL, XalfEh

¥ BeAT OS gk (AT 4RI, [RIREZE VIR NSCLC 1) —Z3A) 7Y IMpowerl32 1 1,
E% B IR ST / e Se 8 / R (SUBED) XT LAl TaE, H OS Z s RISEI, [URAS PFS

f. 2019 4F WCLC b 113kl 7 — T it A ERAAGTIR 5 AT —Z3RYT EGFR/ALK 5872 11 ]




JE % NSCLC fBEHLITEIRTSY 1, BFSEANA T 412 5, 1: 1 BEHLSTECZ 1 5 R Bk i
GAIT A (205 1) FEpalifbyTa (207 B)), 52 4~6 A AIA-RET (AUC = 5) + F53E 2%
(500mg/m®), BEABREES REFIZREAHT (200mg) JAYT, 4ERRATT R IR 25 i 2815 4 sR Ik
BREGFIERRDT, q3w. WA RTIR, REAIBRAPIIA B0 58 / -RAN—ZI8Y7 EGFRIALK
BF A= RGBS NSCLC I RIR 28 3, A WUTROTAR L A L T a6 ih 28 / Ry,
{7 PFS 2 1134 H vs. 831 (P=0.0002), Hfii OS y NRvs. 2091 (P=0.0272), ORR
4 60% vs. 39.1% (P < 0.000 1), DCR Jy 87.3% vs. 74.4% (P =0.0005), DoR N 17.6 T A vs.
99 MH (P=0.0356), fEZ4MEJria, I~ 5Bk BP0 G 177 28 R B 4l 4k 7 20 (1 3~4 21
TRAE % 4= 45351 66.3% F1 45.9%, W2l H TRAE SEKAET /0510 5 4] (2.4% ) F1 4 4]
(1.9% ), i LI 3~4 9% TRAE GG B8, GlanrhrEsc i i 8o . m a0 |
UL MR, RS FI BRSBTS AT 4 P UL BAT 2290 irAE A4 J2 0 e ik B
20 1 & PN B2 38 42 iE (reactive cutaneous capillary endothelial proliferation, RCCEP) (77.6% ).
ALT T (12.2%). AST Jhir (11.2%). 21 (11.7% ), FURIEIIREGE (10.2% ), AL
KR = 5% 1) 3 H ML L irAE, = 3 1% RCCEP (U &4 2 ], Z4tEnl#:57, RE ARk
PUEN T T, SRR I 9t .

. T MMEBISY CheckMate 078 12 NMPA XHZIGE MEAYALHE, AT T SAEEA AL BIE R
EGFR 575 ALK T HER M B 1 5 A 00 IV B NSCLC —£83A¥7 . CheckMate 078 J2& & MEFR [
TRy . Lhrh ER A 1 PD-1 IMERETF I E /N (NSCLC ) AYREAL TG R AT




F¢ 17, AE 2019 4E CSCO K4x b, HHE T H: 2 ARV B ' gy RIs B LN £ 79 A B4 2
AEY OS Z 4550k 28% Fl 18%, i OS 435k 11.9 A~ H #19.5 4~ H (HR: 0.75; 97.7% CI:
0.61~0.93), 2 HI L RPUIATT I B H FUE M3 (ORR) N 18%, i Z P4 fliFE (LN
4%; CheckMate 078 f5TAY OS 3K25 5 CheckMate 017/057 BFFE 45 FL AR —5, AalAICEAHi7E P
AR A 2 4F OS F53 71128 28% Fil 27%. i — LI 3 HT R, TCIR i 4 212 m0h i
PR, TCIE PD-L1 Rk (= 1% 8% <1%), ANalHITE i 2 i S RERS FE I s 35
A RIEE, FEdeatiorimn, MRAICEAPA ML VG TEALE AR TRAE KARN 65% Fl 84%,
PIRAIICERBTIRTTAL 3~4 2% TRAE PR FRALTF 2P, 720510 12% 1 47%,

. J:F N KEYNOTE-010 B 5% "', FDA I i i 1 F) 2k B85t /E & PD-L1 35K F = 1% H.

EGFR 5875 1 ALK FEHERI B PR AR A IV I NSCLC —43897, M T NMPA i RALVEZE N
TE, BOAHE RN ILE ]y 1T 347 . £ KEYNOTE-010 WFgrh 7, Wit Bk i 4l 5 £ 74 fih 3%
ML, OS 43 104 4H vs. 8.5 ~H (HR: 0.71; 95%CI: 0.58~0.88; P=0.0008), HH,
XFF PD-L1 TPS = 50% M8, MAFEFIZREASTALN OS ARES MR, 7351k 14.9 1~ H vs. 8.2
A (HR: 0.54; 95%CI: 0.38~0.77; P =0.0002). [FIAF7ELe4 k)7, WATHEE s 5 %
PUMBFRLEATLL, 3 9L |- TRAE RAEFRTAL (13% vs. 35% )o

i ST MBIFFSE OAK ™', FDA THLHfERTE Bk BAiAE Ky EGFR 5875 Ml ALK TR B 1k sl oA

JNA IV NSCLC B9 23697, IF H AT PD-L1 335K, FIBFEASENC T,
E R T NMPA i AR IS I IE, SR A AT TR . 78 OAK WF5Erh 2, 43z



BrRIBR BHTIRYT AR BRR NSCLC B 522 2V 38R T e L, F 4z OS 4351k 15.6 4
A vs. 11240 A (HR: 0.73; 95%ClL: 0.6~0.89; P =0.0015). {H 758 E b, ) 2k
Yol OS K5 A &, Az OS 435K 8.9 4 H vs. 7.7~ H (HR: 0.73; 95%CI: 0.54~0.98;
P=0.038), AELEMEIE, BIERBRAYIAH S ZIMIRAM L, 3 HLL L TRAE & AFE(L
(15% vs. 43% ),

i — T R R B B IE A BT S JE VA 77 EGFR Al ALK BT 48 i 3 Ik 8% NSCLC 9 T/ T i bR

WFgess R Bon 2, FERRAE IS i B A — AL FIATT R T, 3552 R ERFIER BT 200mg
q2w i K T + BT JE 250mg qd HRAYY . BT A AT PR AL A 1 ORR 24 30.8%, DCR 4
82.4%, Wii PFS 4 5.9 41, OS A fiAkiks], Lo, i W= 3 % AE G485 &1L
(16.7% ). FRLAME (11.5% ) F1y-GT F+i5 (9.4% ). RCCEP HIAAHRN 15.6%, KEkE=3
2% RCCEP,,

. 2019 4F WCLC b F k445 T — TR Ea 2R BBt ia 7 A [a] PD-L1 kKR 2ia il / Rtk
NSCLC f# T #1420 BF5E 120, WFFRAA T 146 il — LR AL ST 5 I EGFRIALK 575 [ 1y 16 39
NSCLC 3 (H A5 5 7] EGFR 248 fHPE . —28 TKI G 7RI PD-L1 = 50% A9 B35),
feHE AR PD-L1 FiA K4 A 4 AR (BAFI 1. PD-L1 < 1% = 74 fii], A% 2: 1% < PD-L1
<25% =311, B\FI 3. 25% < PD-L1<50% =11 1§, A% 4: PD-L1 = 50% =30 ffi], AL
FH 42 R R ER AP 200mg 2w 1RYT . WFSREEH s, ITT ABEAY ORR 2 18.5%, DCR N
53.4%, WL PFS 324 H, WAL OS Jy 19.4 4~ H o PD-L1 FRik/ACF#Ey, HITRGELS:, BA
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G 1~4 B PFS 43518 2.1, 3.1, 6.0 f1 7.1 Ao atEm, = 3 9 TRAE HEA&ER R
17.1%, %8 A R (severe adverse effect, SAE) & /=% N 13.7%, H i (3% TRAE &
BT 30 (2.1% ). W WLEAT Y] TRAE 145 RCCEP (74% ). HUIRIEIHAEMGE (11% ).
AST FHim (10.3%). ALT FHim (8.9% ). MIGTEMEF & (7.5%) %, # UL = 3 4L TRAE N
RCCEP (4.8% ). IMWGTEMEEFA S (2.1% ) FIEA R (0.7% ).

. JEFATSE PACIFIC ), FDA B4 v B A& A o B0 g 8 7T 40 % ¢ T3 NSCLC [l 45 il

AbI7 5 00 1Y R A DLIE T . NMPA 0 B v a8 e, S0k /R AT g T 90
#fo 16 PACIFIC BF5¢rf 2, BEARAI L a4l 5 22 R 2L A e, ORR 2305114 28.4% vs. 16.0%
(P<0.001), ™ i PFS 4> % & 16.8 4 H vs. 5.6 4 H (HR: 0.52; 95% CI: 0.42~0.65;
P <0.001), HH i DoR B4 (£ 18 A F B RRLL 42 i 1 Lb 4511 531 hy 72.8% i1 46.8% ). [RIAT,
FERRIIE BB B 7 BAET s A S RS B B S (232 N H vs. 14.6 215 P <0.001),
P B 3~4 94 AE KA AL (EERFIIE AT 29.9%, LRGRIH 26.1% ), Mg Em i
B 3~4 2% AE (FEARRIILEAHILL 4.4% vs. G4 3.8% )o

. NSCLC %f Bl fie % 36 97 09 T3 AF 9% 1E 7€ #F 17, 4 #§ ANVIL, IMpower010, PEARLS,

KEYNOTE-671 #1 IFCT-1401 5. ANVIL #3552 —WiRaHL . [E PR 2 e iy MG R, 24
A 1B~ A # NSCLC RJHriERBIIL . A7 AR EE , THERAICEST 240mg q2w
M Rk, EEWEIT L IO A AE M (disease-free survival, DFS) M iifk OS, [F]#E,
PEARLS J IMpower 010 BIF5 43 72 2RI IR B SR FnBaT 2 41 Bk SR 7E S0 T VIR It i A Js



AEYT TR W LA IG R ATSY . KEYNOTE-671 W58 A 1L B 5 A HIRZI897 1) NSCLC
B, PP AR T TR ER SR TIC A AT LR S B AR BR B G 2 et
vk, HAT, SR BhR T IR T, SR AT

n. NSCLC 3 4 Bl e 82 36 97 I W3 9% (E 76 #F 47 b, & 45 KEYNOTE-671. CheckMate 816 #il
IMpower030 5%, [RIFA T HHWFSE C AT IIEG, 45 CheckMate 159, NADIM, NEOSTAR
M LCMC3 %5, CheckMate 816 57 B 76 4 1 B~ MA 0l F AR 1 NSCLC H H
g iR I BT A AT X Al Ak 7 A AR S B IR YT I & S E A 8 . IMpower030 5
B FE DA B R Bk BT A R I S AR S T BB T . TTA B s nT e B DIk % T B
W NSCLC #BE B Bia )y i9Ir st 54 4. CheckMate 159 BIF 58 45 JEAE B T ds 22 AR i i &
%, JFE T NSCLC RATH B e a P Bl IR R . %irseh 2, 36t 21 Bl E 32 7
ARYIGE, 20 FHEEBIMRA IR, Hrb 2 6 (10%) PR, 18 ] (86% ) WiEkaeE, 141 (5%)
IR, 9 0] (45% ) 3k WP ZEfi% (major pathological response, MPR ),
3 FIA R 5E iR PREZEf# ( pathological complete response, pCR ). 2018 WCLC #2415 A9 NADIM
WFE i gy il R e BB IE A AL ST Y MPR #6534 80% ', NEOSTAR J2&— Tl 5 75 1A 37 4 Bh 40
B I T B4 A e B +ipilimumab A7 NSCLC B R0R 22 4 P it TG R BIF 5 2, *
2019 4 ASCO #1245 i S5c B8k i . 41 BB T, 10 13k 3] MPR (49 AL sbidl 4 i, B
Ak Bt Bt +ipilimumab 41 6 1), 247 MPR %%y 24% ¢, LCMC3 ') BF5% & —I5 A B =
BRI BB N 1B A Ve R PE T VIR B 4] NSCLC 8 (05 i DA T 77 RO 42 4L 1)
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G RBESE, 2019 4F ASCO R 45 Y FaH B R, MPR 24 18%. 2019 4F ASCO #i#ifi T
— 351 PD- 1 055 550175 2 ) B A A s 7 T VISR AT K 5 R PRI G AR 0,
B 20194E 1 A 28 H, AL 22 B, 3 HIEH BRI PPAGRY PR, ORR J 13.6%, 10
Bl (45.5%) H#FLE) T MPR, Hr 46 (182%) ik pCR. AMAITT , Bl B s Gy i

] RCT WIS RAEHITF



& zh B ] 22 3 PH M B9 JE®E NSCLC

—ZIRYT @
—gEg =g LERT b o d

[ %]

a. MERTE A BITRE, JFAR LR S P A9 i) NSCLC 3 — LR i s ifir. —
TP A B BT A T S BRAIE S 2, HEHRSE 11 44 RGN EGFR S8 i, Hirp
64% MUK (EGFR 19 GRS | L858R 2745 ), I 73% WA A PD-L1 ik i BH 4
(TPS = 50% ). &M/ A 1 # B FXRPERITRER, A8 9% (1/11); MR
WERADRAS LB, X4 BEIHTC EGFR %78, WRiJE Uit T EGFR RABF M &, 22 01H +
FIZR P —LIRIT A RCRILT- N 0. [, 7ERF9EEA T 6 A~ H INEA 2 #l3#% I irAE 3t i
T2, I REE b B BT P T RORE, IGZIF S BB A 2 1k o X FOe kS M maY Y, i
BEPERI A N 2 BIBR . Ahn SR, BRAEC A BEARFIL R TIRYT EGFR 2878
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I

NSCLC (2, [Tk i i % 5w ik 38% ', Gibbons 24 177 A 25 JR Tk 4 B AR A1 B
AJT EGFR 5875 NSCLC (E It ', 3~4 ZLIFRETH 5 00 HO AR B3k 40%~70% . Ak, Xt F35 A5
Pz R0 AAYT I EGFR 2278 FATE YIS NSCLC i, EIfi PD-L1 @ik, aiCiitmng)y
VER—Ei097

. —Ji Meta 43 #7 ELE T PD-1/PD-L1 M55 5 2 PU th 381597 8230 NSCLC yrs 5 & 4k, It

A 3 T RIR S, 245 CheckMate 057. KEYNOTE-010 FI POPLAR {3 *2/, 455 R,
£ EGFR UG A PRI AT h, Z P8 FE 4 1 Y7 208 T PD-1/PD-L1 #Iil50], #2758 EGFR %
AR R G R 86T, HAREE A ALY . OAK WFFS i e pighie 1, Hird
BT IR, EGFR 5878 [ 1 R I R B I B BBTIA YT Hh 3R 4F OS 1Y ik ks . ATLANTIC
S —ANE EGFR/ALK+ B3 T S e K s R P AL EMERTSE 2 EBAS 1 v, A
20 111 1] EGFR/ALK~+ %, HraliPAhin PD-L1 = 25% BYB34 74 51, 94 (12.2%) His
LA o

. IMpowerl50 AIFFR 49 A T EGFR 278 1 ALK FHEMFERE NSCLC i3, XL Jori iz

Z—AMRENRYT I . BB FIBR GBS0 + DR BT Az OS ek, HATIARIAE!,
I 60% 19 EFAAF IR L 26 A, AT A AL OS A 17.5 A o AT,
BTN AT 108 4] EGFR 587585 ALK THER S 7, X BEE TKUAT IR G (S0RfE
M52 ) $es2 7 BB R Bk B / DUARER BT / fkyT, 7 PFS W B Aby i (9.7 A~ H vs.
6.1 "5 HR: 0.59; 95%CI: 0.37~0.94), P, Bl A BReA$t / DAER Gy T O 6T B2



EGFR 587580 ALK HEHERH TKIIG T HERIG ez —.

- E— TR R BABTIBE A 1 € M 2E + RA1VAYT EGFR-TKI i 250 8] / & & EGFR %87 NSCLC
B I gE v, e A4 40 f]—48 EGFR-TKI JAY7 2 W H T790M B 5 . 78 vl PEAG Y
B 38 B i b, ORR °H 55.3% (21/38), DCR b 92.1% (35/38), ™ AE i & 4R K
24.3%, KREMALTUN AE, JEIL T XFMETHAE IS AR PARE 4 R AT 5, MRS
TEAEHEAT Y




%1k NSCLC

| arsw | agwm | ugmm | ngmm
Me BRI NSCLC TS AIZR 5T (PD-L1 TPS = 50% )
—4RIRYT © (1A Z5EHE) 2
(PD-L1 TPS 1%~49%, I A Z&iiF4R) 2
WA R BR SR ER S A2 B ) IR %
KRR (1A 24FH5) b

MBI NSCLC AR FIE st 4 (1A 255F4) AR BR ST

e i (B PD-L1 TPS = 1% )
(1A Z5iEHE) ©
B[R R T

(1A Z5iF#E) |

£ JRTRBIINSCLC R I il FH AR e bt

5 JUERST (1A KiEH) 8
L iy b

&l

AT




a. & F I # KEYNOTE-024 Fil KEYNOTE-042 #ff 5%, FDA 4 )5 it ik i1 3 F1 Tk 2447 4 & PD-L1
TPS = 50% 5% = 1% H. EGFR 78 Il ALK 75 HERG I B ol & 1 59 TV I NSCLC & 1Y — 436
J7 . 76 KEYNOTE-024 BF5¢ v, M 1o 1) B e 4 5 Ak y 7 4L AR 1L, vP 32 PFS 23 512 10.3 4>
H vs. 604 A (HR: 0.63; 95%CI: 0.46~0.88; P <0.001), ORR 53 %] & 44.8% vs. 27.8%, [f]
I, AT R A BT SR T AT LL, 3 LA TRAE & AE R K (26.6% vs. 53.3% ), 2019 4F
HUB Y KEYNOTE-024 #F58 1) OS %icdis s ' iR 2R Sbi 2 A Ak 41 OS 4351 30.0 4>
H vs. 142 4 H (HR: 0.63; 95% CI: 047~0.86; P=0002), £ KEYNOTE-042 #f 55 7", iy
TR 2k o bi 5407 A A L, A2 OS 43 2 20 4~ A vs. 1224 A (HR: 0.63; 95% CI:
0.46~0.88; P <0.001), [AIASAZ2PEDrm, WA RHAH Sy AMLIL, 39 AE kA%
K (18.0% vs. 41.0% ), {HREZMFFLM ITT AREH, PD-L1TPS = 50% 9 ABE 5 47%, HE
2051 7~ PD-L1 TPS 4 1%~49% () A HE I 0% A A TR 2R S BL 197697 th 3k 25, 7 OS &
Sk 134 4 A ovs. 1214 H (HR: 0.92; 95% CI: 0.77~1.11). 7E 2019 4F WCLC 43 ¥ % i
T KEYNOTE-042 1 [ W20 A #EECHE, wo A Bk s u gl S5 Ay 20 A L, BRARAE T XU 35%
(HR: 0.65; 95% CI: 0.45~0.94), H7EPD-L1 = 50% By AREH, 47 0S K 20.0 4 vs. 14.0
AR, BV S 2R SRTI P MR8, EMENE SRS, BT NMPAEE
T KEYNOTE-042 Lyl A0 N3 B IE, HARTR RS 1 4 h R Bk 2407397 PD-LL TPS = 50%
H EGFR 2875 Fl ALK T HEAS TN B P 56 1 B9 IV 30 NSCLC s 3%, T G EmhispI Bk st iayr A




El3

N

I

PD-L1 TPS 1%~49% H EGFR 2248 fil ALK S HEAG I B PEmk A< 20 A0 IV NSCLC B, 1 ety
AT R 2R BB 38T PD-L1 TPS = 1% H. EGFR 275 Fl ALK = HERGI BH 14 55 A< 260 %) IV 3] NSCLC
B,

. JE T 1Y KEYNOTE-407 fiff 58, FDA L 0A A 2k PR R 80/ K28 (A E A S

B2 VR IVIEEIR NSCLC i—2ki677, HAF%IEH PD-L1 £ik/KF ™, BT NMPA Bt
WEZIE NOIE, RS RN R 1 90%E . 7€ KEYNOTE-407 Rt b 24, i 1 2k S b e &
A7 2H 5 Sl ALy FZHAH L, ORR 431 57.9% vs. 38.4% (P =0.0004), {3 PFS 73510 6.4
~H vs. 484 H (HR: 0.565 95% CI: 0.45~0.70; P <0.001), H{ii OS 4351k 159 1 H vs.
1134 (HR: 0.64; 95% CI: 0.49~0.85; P <0.001), [GIMf, iR ek sapiise &1yl 5 e
MALSTF LK 3 LA TRAE & AERAHPL (69.8% vs. 68.2% ), JHAE i A R Bk BB 1E Ty 445
MEY I

. TEWE I NSCLC — £k 97, CheckMate 227 BF 5 Partl #7315 U UE 55 49 i A1) JC BT + 1% 57

H ipilimumab [ BB BR A5 IR Y7 5 S 0407 A LU BE W A K B B ARt (Rl O EGFR &
ALK Pk B 34 T ARG T I i s i e B et . 45k U, ST, g Al
FPLEL A KR & ipilimumab 7E PD-L1 = 1% B9 AR b B ZE A7k 25 B2, mOS 205k 17.1 4
H vs. 1494 A (HR: 0.79; 97.72% CI: 0.65~0.96), 2 4F OS & 43 % K 40% Fl 32.8%; 1E
FUZEfREA (ORR) Jrifi, ZAAJE LI A8 7 & ipilimumab L YT 41539y 35.9% Fi



30.0%, SEAZMRE (CR) 439 5.8% M1 1.8%., HIMEi %) T PD-L1 < 1% W ABE, RUREEA
I7 [ RE B B I MR AF (HR: 0.62; 95%CI: 0.48~0.78), b4k, JCi PD-L1 ik /K F-4n
fal, AR A JC 2R BT A R0 5 ipilimumab 41 B H S R5 22 2% R F ) (DoR ) 34 81097 B E Y
A, A, ST 18 A A MBETT, PR ARWERER L fE S, kAT
FHLER A KR B ipilimumab 76 T A BEPL 4 3~4 905 TRAE &% K 33%, fhI74lh
36%. HFiFDA CAZ T BT %47 I EGFRIALK FEH 5328 Byl NSCLC k465 i
TR

. LT MWFSE CheckMate 078 S NMPA X i%id I iE LI, ATe R 1 Zdf 2 g sA) e sk
9 EGFR %% 7% Fl ALK T HEAS 10 BH P 35 60 9 IV ] NSCLC =4k 497, CheckMate 078 J& & 1
TEFR E PR Ry . LLrp [ R JE Y PD-1 40 503697 1 91 NSCLC /9 BEL T I R A5 7
7E 2019 4 CSCO K £x b, UM 7 2 4E BV KO ' 4y i) G B0 41 A 2 74 fb B 401 2 4F
) OS 2 43 5l 2 28% 1 18%, iz OS 43 524 11.9 A~ 3 1 9.5 4 H (HR: 0.75; 97.7%CI:
0.61~0.93), 52 i F L PR IT 1B H B M R (ORR) “H 18%, 1M 2 ¥ fih F& 4 (X
J 4%; CheckMate 078 T 5% (1) OS 3K 25 55 CheckMate 017/057 BIF 5% 4% A% 5 — 2, Al H It
FABLTE I BESE H B 2 4F OS 5051 28% 1 27%. #E— 4 B 0 o, JCit e 4a
AUERAN IR B, T PD-L1 FRib/K ¥ (= 1% 3K < 1% ), WRFLHAHUE L3
REAE AR B R AE R, [, FEe ey, AL AL A Z 7 il 3841 TRAE K /E
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K 65% 1 84%, NI T BAPIIAIT 4 3~4 9% TRAE AU KR T LM IR, 70910 12%
M 47%.

. B F I KEYNOTE-010 A 5% '), FDA #t # i1 18 £ Bk 20 47 /E # PD-L1 % ik K F = 1%

H. EGFR 275 Fl ALK B HE A M B P u & %0 59 IV ) NSCLC k3477, T NMPA [ A it
WEAZTE I AE, WCAS 45 BB VR M AR i T U 5. 78 KEYNOTE-010 BF 58 v ), iy
FI TR S BT 5 2 04 fth FE 4 AH Lk, OS 43 51 2 10.4 A~ H vs. 854 (HR: 0.71; 95%CI:
0.58~0.88; P =0.0008), Hr, %FF PD-L1 TPS = 50% (155 %, WA REAHTLH 1Y OS $zs
EANE R, 4% 149 4 H vs. 8.2~ H (HR: 0.54; 95% CI: 0.38~0.77; P =0.0002). [d
WHEZE ek, PRI BRI A S 2 PSR A AN L, 3 UL LIRYT I AE & AR HE A
(13% vs. 35% )

L BT OAK 5% 1, FDA TAituEBI R FIBR MBI N EGFR 575 M ALK T HERIN B4 A

IRV NSCLC 19 283897, I E TR PD-L1 A2k /K. Bl A ER B [ N 2 B,
{HEH T NMPA B ARHEZIE R, SOk A AR 1 R . 76 OAK WFFEH ), Bz s
FIER BRI AREBRIR NSCLC [B# 5E32 200 h38ar et tt, W47 OS 43510 15.6 T H vs.
1124 (HR: 0.73; 95% CI: 0.6~0.89; P =0.0015), {H7E®R & E A, B %R 2k i
20 OS ks AN, 7 OS 4351k 8.9 H vs. 7.7 A (HR: 0.73; 95%CI: 0.54~0.98;
P =0.038), fEc4 Ty, PIEFIBRAGTA S Z VM eARLL, 3 KL LIRITHISE AR K&



FIEAL (15% vs. 43% ).,

. JEF 9 PACIFIC i/ 5¢, FDA 1 # B2 A& A G S50 AE S A w90 B 1% T3 NSCLC [ 25 i
1bI7 5 A R AY BB DL 7 2. NMPA O A% W 0E, SOK AR AT B T 945
7E PACIFIC B 58 b 20, JiE A 1) i B 0 21 5 22 B 300 4L M L, ORR 43 1) o 28.4% vs. 16.0%
(P<0.001), ™ {ii PFS 43 Jill & 16.8 41 H vs. 5.6 4~ H (HR: 0.52; 95% CI: 0.42~0.65;
P <0.001), H i DoR B4 (78 18 A4~ JT B 45 22 2 ik 189 EL A7) 43 53] Ry 72.8% il 46.8% ). [+
BF, R G BT 2 A 6 2 A T B Ak B B B R B B AE K (23.2 S T vs. 14.6 N s
P <0.001), WIZH BN 3~4 9L AE R A FAHML (BEARFIIG BT 29.9%; LRI 26.1% ),
Jili 96 S f UL AY 3~4 G AE (B AR R 0 P40 40 4.4% vs. R 4 3.8% ). 2018 4F B H By
OS Hudl R 2, BEAR A e BT 5 2 R AR L, ob {2 B8 T B Ak A A% I 1] 43 R
283 vs. 1624 A (HR: 0.53; 95% CI: 0.41~0.68), 2 4E OS F 4> % N 66.3% vs. 55.6%
(P=0.005),

. NSCLC 4By o9 AR 5T IEAEUEFT, fU$f ANVIL, IMpower010, PEARLS, KEYNOTE-671
FIIFCT-1401 5F, ANVIL BF580& —HiREML. EBR 2 ot iy MG RS, 1A 1B~ A ]
NSCLC ARJGHrUERTBII . fbI7 5 A RIEE , AR FIL P 240mg q2w AR, £
TIPS LT DFS K Bk OS. [AlAE, PEARLS & IMpower010 fF 57 43 512 R 3 i i1 2k B Al
iR A e B AR A T DB e AR S il BRI AL IR T I PR A 5% . KEYNOTE-671 fifF5¢




AT B 5 NA BIARLIEYT 19 NSCLC o, PPAG AR FT A F AR 2k b & 40 25007 LR
S B 07 R TR R BT 1 22 A PE R B . TRCT-1401 & — TR 5T 58 2 VIR I NSCLC 3%
o (RGBT R S BT IBENL . BUE . R IR RTRE R TG R 5E . H oAb,
VL BB E T, S SREAHI R

i. NSCLC Y8 4 B fo ve o7 00 55 An iy B i, IE 7R #E47 . 2019 48 ASCO iR i 1 — 3
PD-1 1040 350 15 it 1) BP0 Ay 37 0 B9 97 0 T 470 5% 19 ik 98 F % Ph T AR 22 xR S Y
BAE20194F 1 728 H, I A4 22 1] & #, 3 4 B & 35 8 52 18 % 37 £ 19 PR, ORR
13.6%, 10 fi] (45.5% ) B EH X T MPR, H 4 4] (182%) ik % pCR, Lk F, H
HIA B T HH B e ey BB, B AR AR TR YT, AT 2 T B AL IR0 45
BZE
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a. FET MG RBFSE ——IMpowerl33 BIFFY S NMPA X% BEE i, 45 BT R Bk BAST / 4RHE
AT/ KT Z /N0 fiie: (small cell lung cancer, SCLC) BY—ZRIGITFIEAATER 1 2%
et MRS RN Y, BRI ER LA A T OS HORAIAKI T AEK 2 N (123 4 vs.
103 4~ 5 HR: 0.70; 95%CI: 0.54~0.91; P =0.0069), 7E 1 4E OS #J71fi, B F) 2k 247t
2 51.7%, fLITZH 38.2%. fEr i PFS Jrif, Bl AIBk AT HER T 0.9 1 (524



A vs. 431 H; HR: 0.77; 95% CI: 0.62~0.96; P=0.017); 12H PFS & (12.6% vs. 5.4% )
ORARE T UL . BRI ORR (60.2% vs. 64.4% ) FIFfZ DoR (4.2 7 H vs. 3.9 4
A) TRFEES, CEMIE, PRI AR KR (FTH BRI 94.9%, 1bI7
2H 92.3% ).

- LT I RIFSE——CASPIAN 5% ', H BER AT A / FTIAH / RHUH T2 sCLC
1) —ZIBITE AT RS T 9ty . WFoe s R, MER T epalifbyr4ing oS (103 4~ H), R
FIJE SIS ALY T4 OS 353 T 13.0 M (HR: 0.73, P =0.0047), BafifbyFeaig 12 A
OS #4 39.8%, i BEARFIIC B G AT 40 53.7%. FRLEALTTZAY ORR 2 57.6%, FEfRH]
TCHHUER A STy 67.9%, I35, 4832 BEAR I spbiik & A 7 20 AR A Aby TR 18 > H
20 BE ARG LU 230 33.9% F1 24.7%, BRI 0 BApTIe & 40T 7 8 10 % S PERT 32 M 5 254
ELAIAY L PRI — 3

. 3EF T/ T CheckMate 032 #F5¢ H' SCLC A% & /& ORR 1 DoR (5T 4E, FDA LN
RAJC AP TR 97T WE A2 3 B 4075 AT LA B /D —Fh oAb D5 AL T 5 B it e A i 1k
SCLC. WFFE45 3 mR Y, 109 ] SCLC BFEZ MRS BHATT IR, A 13 4 BELRHG
PR, BAE ORR N 12%, #kaihsr T PD-L1 %3k, H, 12 A PR, 1 A CR, JrRichsti
FRZEFE] DoR A 17.9 4~ H (95% CI: 7.9~42.1),

. % T KEYNOTE-158 *' % KEYNOTE 028 HIF 5% °', FDA T 2019 4F 6 J3 it vfi o1 15 1) 2k 40
I FIAY7 = 2 W ] SCLC. #F KEYNOTE-158 fF 5% v !, i1 1 Bk 2L 514 7F ORR Hy

ENCY

BT ES

-
~



18.7%, 121> H i) PFS F1 OS 73510 16.8% F140.2%., Heidr, 39% M3 PD-L1 fHTE (= 1%),
T HB A IO P P R B BAA T =0 ORR (35.7% vs. 6% ) FIE A MINZS, 14F PFS
OS 43512 28.5% 1 63.1% ZWFFLUESE T AR BRFLHTAE PD-L1 FHME B b iy, HE
NS, AEMRAICET, SRR, W ERITRRPTIRTT 28 SCLC M7 3
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a.

= BAMEFLIR S (triple negative breast cancer, TNBC ) B JESEMEILEZIK ., MR Z IR E X
B, Bz N A H T 324K 2 (epidermal growth factor receptor-2, HER-2) it 3% ik 5 3t
HP- s FLIRE, 5 aRELIRIE N 15%~20%. TNBC 212509, =ZE 5%, dHRW, 5
AL EERE, ANHE AN 2 W6 A YT K P HER-2 M SEREPLIRIG YT TPk 25, PRI TNBC )5
2%, A0S HAT 8134 A 1. BFFE R W, 5 TNBC MIlL, TNBC H4LEURA H il 2
1 94k I 40 M ( tumor infiltrating lymphocytes, TILs) >’ F1 PD-L1 % 1. mRNA "' ¥ 5 3% ik,
H PD-L1 &3k 5 TILs fF7E A NE, ik, TNBC AT GEJE G B K 2 30 50036 97 OV 7E 22 25
AHES

. T # IMpassion 130 W5 W~ , XFEHM TNBC WIiR &8, FIERIERIAGTIR G H & A S

AL PFS B 724 H, XFIRZE 554 H (HR: 0.80, 95% CI: 0.69~0.92; P =0.002), Fi[%k
FIER BT + AR VA2 B A7 OS i 21.3 A H, XHIR4 M 17.6 A (HR: 0.84; 95% CI:
0.69~1.02; P=0.08); PD-L1 FFI: 8 3 PRI BRS040 + AR I S22 PFS y 7.5 4, %
B4 H 5.0~ H (HR: 0.62; 95% CI: 0.49~0.78, P <0.001), PD-L1 B BT FI Bk St +
H & LB AL OS Jy 25.0 M H, WFHRZEM 1554 H (HR: 0.62; 95% CI: 0.45~0.86).
FEFULAFSE, 2019 4F NCCN ZLIRIE T8 B 25 — M LA 2A ZSUEds 7 T % B % TNBC, %ih
O IE 2 25 %) FDA HEE, {H %A 3575 NMPA Hbfe, PR A RS BB H /R o T4 ), o

B
R
S




7
B
=

PD-L1 (A5 X0 PD-L1 = 1% ( SP142),

. 2019 4 ERM I 988 P R i 983 2% 45 ( European Society for Medical Oncology, ESMO ) 4447 i

1y 11 49) KATE2 BF5% s, BE AT 42 52 55 02 B A it 22 Bk 0470 9R 97 2 W% HER-2+ I J9) 21, it 8
B, SRS T T-DMI+ BRI BR T, XA A T T-DMI+ LR, 458 Bon, i
AL PFS N 8.2 AN H, XTHRALAY {7 PFS 6.8 I~ H, Pidl LG iT225%, (27 PD-L1
FHAE 4120 M ef, T-DMI+ BT A 2R BB 9 oF 3 PFS o 8.6 S H, X B4 H 7 PFS 2K 4.1
A, WAIRIT B A LK B H PFS; SCEAY 1 4F OS %o 94.3%, XL 1 4F OS
H 87.9% ",

. 16 11 ) TONIC W58+, 67 BE5F 1 TNBC B #orh 5 4. QN A JC 0 PiibIr; QU

(3x8Gy) EFIRITIE, MRFILHRPIATY; QOWBEmEE 1k 50mg qd, &L 2, HFIHIT
Ji, ARG s @IS 40mg/m®, 1R /R, ELE2 A, BSIGIEE . AR B
HIT; OZVEMEE 15mg, 1R/ JH, #4228, HRIBITE, ARALRY0NATT. TEEH
ORR # 20%, A5G40 23%, ZPifhEEdR S 35% ©/,

. £ 2018 4F ASCO #i# I ] TOPACIO/KEYNOTE-162 #3555 7', PARP #iI51 J& RrliFIE: 400

TR ABTIRYT I 2320 Z 2T BRI S RS TNBC B O3S HE Bhaloiil BhiG YT ),
ORR } 29%, DCR N 49%, Hirt CR3 ] (7% ), PRI10 il (22% ), %a:E 9 1] (20% ), itk
J& 23 ] (51% ), PD-L1 = 1% i # ORR H 33%, PD-L1 FAE R 15%, = 3 I8 V7 # & AE
A 50%.



f. £ 2019 4F ESMO i i T #§ KEYNOTE-522 B 5% ' '*), 1174 | TNBC /& # % 2:1 I
BIANH, LA FARAE T 4P ELE+ R+ R R TH 4B Z 2
MR/ R R + FRBENE I + 00 A SR BB A BIG T, TRIS 47 9 A JE B in iR 2k
AR BIGIT, WA FARAES T4 MM ELE + RO+ ZEANTF 4RI ZE
AR/ REWE + MBI + 2R, FARFS T AN AH IRy, BEAN
J& pCR I TG 14 4= 4% (event-free survival, EFS ), 43 H7 WA 14 ] Bk 20455 156 & 1k 97 2 pCR %
H64.8%, Xt FR 4l A 51.2% (P =0.00055), H 7 PD-L1 FH 1 &£ & pCR % 4 & 14.0%
(68.9% vs. 54.9% ), PD-L1 [J] 4k i 35 pCR 2 42 & 18.3% (45.3% vs. 30.3% ). 1A2 43 #1 18 4
H EFS 536 20 J9 91.3%, % TR 4H 4 85.3%, 3~5 % AE & B R SCI0 41 K 76.8%, X M4 N
72.2%.
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—ZIBT 2 MHTERER PR (2A ZRGEHE, MSI-H)  bA R 2k s dp (1B 2R IE 3,
HER-2 [A4: PD-L1 CPS = 1)
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a. T KEYNOTE-062 #F5¢ ' 22, MAMFIER el by 7 AEAS S PD-L1 CPS = | Bk B &

L F A AR OS K2k, MATERIER BB LLALST WoRAE SR, R BIRFFTLT s (EaTA Bk
BB S ALI PR ILARIF, PD-L1 CPS = 1 8§ CPS = 10 3% PFS Al OS - L EME 2R, Rk
FNGARIFTT L, B, RHEFEAE M 18 9 1 —ZAY7 TR F AR BR S bLBe 5 17 . 78 PD-

i L1 CPS = 1 W, WA R Bk ST 4l Xt tAb I 41y 47 OS 435124 10.6 4~ H vs. 11.1 A~ H
(HR: 0.91; 95% CI: 0.69~1.18; P=0.162), W5k B2 MAEL S E&MF (HR: 1.2).
TR, WA, DIRIER TR ST, R T LT, A
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T HAAE S LR, GG TR E AR ERMZB KT, TR I PRI H I R b v 20 700 2% 18 24
WATTFEEZE, [RGB B i e i 2 s A R0 S i R AL . S e AR
Bz Fe B, oA e pE OCK LA O Ttz . #E—25 347 PD-L1 CPS = 10 Y&, MhkE
FIER B4 BE TALIT4, HR: 0.69 (0.49~0.97), 1B TiZA AREI-AE BRI ik 32 B0t
FLT, R BRI, MABERINIE THERE . 7F 2019 4F ESMO X KEYNOTE-062 Al 5%
FE BB LR ek e / & BE R T AL AR ERUE (deficient mismatch repair/microsatellite instability-
high, dMMR/MSI-H) K% BB P07 2 o R B0, MSI-H B B L7y aks, et ek
U A 2R BA BT S AL IT A A BLAY ORR (36.8%; 57.1%; 64.7%) H1OS [8.5 (5.3~20.8);
NR (10.7~NR); NR (3.6~NR )], B T I A 2R AP AEARIE R . A IMMR/MSI-H AR5
PR IO IE A B AR T2 0 5 o iy Dol Bk 5, A6 e 2 MST-HL 1 15 i — 24 R e 19 ok Bt
2A JEHE, T TR, ENEA 24 PD-1 BBLI G Ak T X F AT 16 22 ot I R BIF 5 1F 7E i
(T

. KEYNOTE-061 W45t " 45 5 @i gk e 5 S Mk PR L, BATSAIER Bt — iy PR
FTGEE PD-L1CPS = 1 HBEAY OS. WFFTANA 395 4l PD-L1 ik CPS = | [ E, WL A
TATEFIER G (n=196) FIALITFLL (n=199), BATEAIER S TAHBALTFHIERS TAL 1A
B OS (9.1 41 H vs. 831 H, HR: 0.82; P=0.042), HAbatifgkeabid fibyr4ae 12 4~ H
0S 4 39.8% F127.1%, 181H H 25.7% 1 14.8%. WiZLiAI7 IRl PFS Fil ORR JLiB #2225

c. 3T ATTRACTION-02 5t ', HASEHLME T 48R0 4t = 2RiAy T B K Bk b vk B o

[
]
=
B




%
#
=
=

SiATIE . EIZRh, T AAT 493 HlEHE, MRFCRST S AL, BE TR
W6 WA 37%, PR 14F OS B3 1H 26.2% 1 10.9%. il A At gl 522 B4 B
Tz OS B a1 530 5.26 A~ H AL 4.14 A~ H 5 565 24 A~ BF OS %4 10.6% Fil 3.2%. A A G
YL A OS B T RRFIAIBIF A, HR: 0.62 (95% CI: 0.51~0.76; P < 0.000 1),
HF NMPA [ ARALHEIZIERIE, SOARTS r AR A 1T 9fE7E

. H:T KEYNOTE-059 [AS1 1 5% °), FDA LA R Bk bt = 28497 PD-L1 £ik= 1% &

KEEER IR E B AL SRR . 7E KEYNOTE-059 fF55 7, AZH 1 259 i34, ORR Xy
11.6% (95% CI: 8.0~16.1), "'{ii DoR J& 8.4 1~ H (JEMl: 1.6+~17.3+) ; £ PD-L1 PHME M &
™, ORR K 15.5% (95% CI: 10.1~22.4), i DoR & 16.3 4~H (JEFl: 1.6+~17.3+). T
NMPA i ARHAEZIE N UE, FLIZATFE N R T RIS, AL E 2 NERE ATE, BOARTE
PN T A7

- SRERL TR AR IC Y 15 T B R DL AR B A . — T IR AT S A 75 T

FERY 11 Bl BLIETT 2 AMMR/MSI-H SRR, 2320 tE FIER BH0IAY Y, ORR K 53%,
CR %4 21%, PIL/AIA MSI-H/AMMR B 55 132 S8 i v i as NBE L B4, w1
7% EBV fAME, PD-L1 CPS. MR8 fiff (tumor mutation burden, TMB) T] g 5583477
RAEHISE T Y Kim %% R — AR T SR I PR e 45 31 7 B 2R AR 0 S 3 1 7 IR A
W B B E I FARE. GIA 61 & & /b —2-Aby7 R R AL RS o A2 6 1) S B B A s AL A i
FERAE, TIAERZRAGIAIT . S8R, 74 MSI-H BB R 6 4 EBV FHIEHE ORR 430514



87.5% 1 100%, EBV BHE 8 i vl BEM X e iy v JE UK A, {H PD-L1 3k CPS
WO 197 SO DG FHEAE B G RIF ST Th v AR I . S8 — 258, 76 RIEFIZRSBLIAYT 30
1) 8 Er A s A 3R B T G RBES0 A8 23.3%; TMB & AR E R, HLil
i s Tt e 5 U O 25 . R R B T AR A 2R A W0 B T BA S v 0, S A4 58
BB, AR 12.1%; @& TMB BE AR (33.3% vs. 7.1% ) S OS BfA] (14.6 ~H vs. 4.0
AH) B BAATAL TMB B . BRI B b SRERCR R, WU — IR E ks
N

SE
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g HART MR (HCC ) SfEiayr —RRmHERE '

| g% Il e Il e

JIFENRE Child-Pugh A 22l Bl 2 ) 2R ST 15 DL Ak gt 2 T RBR S I

BEERES B

BIHHI B (< T91);
HBV DNA < 5001U/ml;
ECOG PS 0~1

(1A Z5uEHE)

L7 R s
AR A B b
(2B 2R ) 5

HVL R 1
G AT B A
- By A R BT ©
(2B Z&iFR) ;

By iy 5 JE Bk A
& i ) 2k g 4
(2B Z5iE4R)



[ £ ]

a IMbravel 50 WF78 & —TABEHLXT R . TFHchRs g PR 2 b TR BRATFSE ', L4 A 501 1R
FERALEZ 3L ZGERYT IR T YIBR B9 4N 88 (hepatocellular carcinoma, HCC) &, 2
20 1 B E A REHLAE 52 BT R BR BB AN DL AR R BAHTI AR YT SR PR R IRYT . 7R RS 21 K
JEHR SR 1| R IR 25 T BT R 2R BAPT 1 200mg F1 DURERBAHT 1Smg/ke; XHRA H RS T
RPAE, 400mg, bid, BELEZHAIGITIT AT, HE M2 MRSt &
W Tl R AR 25 o R BIFFE (3L 222 S A LAY (IRF) AR#E RECIST v1.1 PEAR Y OS
FIPFS, WEIFRLZ S AR RECIST v1.1 (WF5E4P#45 [INV ] fTIRF) 1 HCC mRECIST
(IRF) 433 3F5HY9 ORR . PR IEEAYHTA] (time to progression, TTP ), DoR. &R 54
JR A4, 2019 4F ESMO-Asia 233 | Ann-LII Cheng #2455 7 45— W 43 BT 48 5, OS I
PFS BJik BT G2 T E . BRI BR BB & DUARBR BE LA mOS AR F], RPdEed
mOS N 13.2H (10.4, NE), BAUIRf# OS KU FAT 42% (HR: 0.58; 95% CI: 0.42~0.79;
P=0.00006) ; BEG M mPFS y 6.8 1, KEAECH N 43 4 H, ik e XS K 41%
(HR: 0.59; 95% CI: 0.47~0.76; P <0.000 1), Bt4 41 ORR (RECIST v1.1-IRF ) ik | 27%,
A CR 18 4] (6% ), PR 71 (22% ) ; &wHidl/e4l ORR by 12%, Frt CRO 4] (0% ), PR 19 #
B (12% )o BEAN, BRAYT IO RBAE L7 fB A8 A6 0 T it R A AR B ] (TTD: 112 41 vs. o
3.6 ; HR: 0.63; 95%CI: 0.46~0.85). AEZaMEESRII, 252 BRI Bk B hT 55 DL Bk .




BEERES B

]
o

PURAITIEM B E T, 36% K4 3~4 BAGIRITHICHE AE, 17% KAEIRITHCH ™ & AE; %R
AR 41t 46% K LE 3~4 2 5IRITHIENE AE, 15% RAE SIBFAH G 8 AE, BEAYTF LY
W A7 Pk R A R PE T, BRI R R AT DL ARER P B e Sk A, A R
AR, 7E 2020 AEWIBRPIATAE G -4 (EASL) WIS b, dt—4kd 7 EBE R
UBE 2 U 194 Bl (137 BI3E [ IMbrave150 2ERBFSE, 57 B3k [ i EH R,
Hoh A 133 4, RhdRJedl 61 BiliGYT; BEATAYT 4L mOS MRk F], RivdEJe4l mOS
Jy11.44H (HR: 0.44); mPFS /& 5.7 ™ H vs. 3.2 A (HR: 0.60), AILVAEF], %HFHGH
XFHE 24 v LA HCC B2, BRG IR YT [ REREAY AT i R 3 LY OS i PFS A3 . 2020
42 A BT E 2 NMPA $21 ETTHE, I A0 d e didit .

RO BB IR ER A PTA 1 B ) KEYNOTE-524 BF5¢+f 2, B 8 DI 12me/d 5

8mg/d (IRIHATE ), HEAMAHAZR ST 200mg 3w, 26 FIEFE T, AU AE ik 100%, 3 %%
PL I AE ik 60% (L Eiifiis 16.7% . AST FHi 16.7% ). ORR Jy 42.3%, il ORR Ky
26.9%, mTTR 1.41 /3, mPFS } 9.69 1 H . CHEEJE + MFEFIZRAST vs. CHREFE + LRt
YENMI HCC /B — 43RBT I e Ay TG RIFSE (LEAP-002, NCT03713593) H
FIIEZEREF T . 2020 4F ASCO-GI 45 & (R Je B 9 sl R e bt — 23697 AN T Y1 B 1 wHCC
BEM BT (117 8F5%): ORSCHEREE (K= 60kg: 12mg/d; < 60kg: 8mg/d), Bt
BARFICPT 240mg q2w. FELT BEATRYT I Z M bk . BEZ S ISEE TG
B ORR. 43 A MFR4y, Part 1: FIEBRHITEEEME (DLTs ) #FAf; Part 2. AHMBEAEZT R



GOBITIHCC %, 455, #ZE 20194F 6 A 28 H, k30 Bl H 2 T CRB RBES AL
HPIHIT (Part1: n=6; Part2: n=24), BFEMEFE: BCLCH M. A B (n=17) 5 C (n=13),
Child-Pugh 743 548 (n=23) 864 (n=7), L4V 1E, Part | F%A BHHRE DLT, 2
(6.7%) BEN I TEAE FE A IEIFZ, 46 (13.3%) & 1 TEAE SR L7
iy, 30 GRF YR AET TEAE, fH ILMET RS HEGE (56.7% ) AL ENME (53.3%),
B AE SR AR, WF5E RS mRECIST ArifEITAL, &) ORR 4 76.7%, DCR
4 96.7%, CBR A 83.3%; i IRC 4K 4l RECIST1.1 #5374, & A9 ORR A 54.2%, DCR Hy
91.7%, CBR H 62.5%.

. R 5 Bk AT +FOLFOX4/GEMOX — £k 1647 i) HCC 1 BTC & —HlEAE #EATH Y . FLE
EZRL . TR, 2019 4F ASCO 4F4: | (2019 ASCO annual meeting Abs4074) Z RUE
BB TS SE R, 78 34 I n] PRAS 19 HCC BT, #iAiY ORR 4 26.5%; #iiA Y DCR
4 79.4%, mTTR N 2.0 ™, 6/9 BIZEfR & UkSERZ A7, mDoR Aik%], mPFS 4 5.5 1H.
85.3% I HCC % & /LT 3 8 4 44 TRAE, 5.9% K= T 3 5 4 2 irAE (30K NS 7 48 i ).,
REGANER AR A FOLFOX4 LWEFRUEIRYT (FRHiAEE i FOLFOX4) —4IAYT i HCC
Bl FFhR%s . 2 T (NCT03605706) HETIEFEH#AT.

S 2019 4F 1 H, REFIBRAGTIS BT e e 7 e it . B A B4 G0y 1 I R
FEERIELR KR BN GR B G — LA TR B3, BFFE oRikidig (TA)
PR (1B) WiWrB. WFoeRm, T A BB RTihE: e iy RP2D iy 250mg. 7EH25% RP2D
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~
N

HAIRITIY 16 BT IEAL HCC B, 8 i3k PR, MLIGRTIIEJE 125mg 4 1 f41F1 250mg 21
7 ], ORR FI DCR 351 50.0% (95%CI: 24.7%~75.4% ) F193.8% (95%CI: 69.8%~99.8% ).
TR GE AT TE] R 3.4 AN H GER: 1.4~9.7 0 H ). BTIFEEJE 250mg 201 ORR 24 53.8% (7/13),
o 6 I EARELIG T, S I MErE KT 49 . ## 7.8 S H B LBl i n], HCC &
1 mPFS 5.8 ™ H (95%CI: 2.6~NE ). 250mg 41 () H % 6 1 H PFS % 51.3% (95%CI:
21.4%~74.9% ), 9 H PFS %4 41.0% (95%CI: 13.8%~66.9% ), H{ii OS KikF], TRAE A5,
BEMZERLF, RCCEP B RAZRN 9.3%, JCIHITHIZEIET . HATREGFIEREST + FTihE: e
vs. RPAEJE — 43R M HCC BAHL . XTIR . EFrZ oo TGRS (NCT03764293) 1E
TEHEAT

- R R R A B R BT LR AR R SR R R B A ERZ L BERL. TR WS

(COSMIC-312 WF5%) VUK BRI B4R 4 tremelimumab X HBEAR ARG B sk &2 fr AR R i T
HWAWFsY (HIMALAYA #%%) 5%, #EEEPESI Rz,

1245k, W HCC BRI TRCRA TR AHED, (FURIRASUNE, sk il £ 5 B

S PRI o



FERHA HCC %R iayr — LRk °

SE | HEZER Il %EHHER= Il 5% & K

JFUIRE Child-Pugh AAERAIEAHT . WATERIZRAHT D, AR G BRI R % AT % 1 A iR e # bt
A GBI B REGFIBRIAST © 55 (2A JEiEE) 1 B A Bk B HUHR & FOLFOX4 B ipilimumab

F(<TH); (2A 29 4, (2A i)
HBV DNA< P43 fd F 2F FOLFOX4 J5 28 3% 7]

5001U/ml; 5 B R H IR AT S B e

ECOG PS 0~1 (2A ZK0FHE) ©
[ %)

a. CheckMate 040 BF5Y &—iZrputy . AR HLAeNE . TFAChRZS . RIS Ry R P!, A 262
BIFES A HCV 8 HBV BB HCC B, Rl b2 0 A L 4T 0.1~3.0mg/kg
HIT, 2w (ESC, n=48), ¥ JRIIEZNAIICHIT 3mg/kg 1097, q2w (EXP, n=214);
R LSO eI 2, PRI R M (RYE RECIST 1.1 FRiEEAL ). %

BHESRES B

-
w
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.

0 1/2 HIFFEK ORR K 15%~20%, JEHE DCR ik 58%~64%, I HIFRCHFEEM ) A . HE—3
BEVIZEW . K2 RPEAERIGITRIM HCC B3, RAMRAIL PRIy, Hdfr oS Kik
28.6 1M TMiHEAZ AL RIARISIRYT IS, AalRIL bt — 2Ry R AL OS Wik 15.6 1~ H .
RF UL, 2017 4F 9 A 23 HARFIJL AP E 3545 FDA A &bl o] T HCC —43AI7 RS
PiE. A=BR[AETT R CheckMate 459 WF5Y (ANl AIJE ST Fb g Fi AR B —ZaR)7 Ml HCC 1
BEAL . ZH OB TG RS, NCT02576509) 9455 EL 78 2019 4F ESMO K4 |- i 1o,
PR AILEEBTH N mOS 2 16.4 A, WigHARRA N 14747 (HR: 0.85, P=0.0752), i#
PRI, OS RABAEITE XSt EIE (WiE HR: 0.84, P=0.05); mPFS & 3.7 1/ vs. 3.8
A, WEFZES; (EHE TR, MRALRYisyT HEH S S 2 BT OS 4t
Ka#h, ORR WIS (15% vs. 7% ); AP SR 2VERAF, 3 R EAR
R W ERPAEC IR TAL, BRI et EGS, sl

. KEYNOTE-224 #F ¢ jit 53 —WUAEBEAL . VR . FFRchR%E i b & vt TR RBFSE 7, 45 10

MEFK 4T RESTHLEE, WAGRHERREEREA TSR HCC . BRIk EiR T it R ok
PETCILNZ . ECOG W43 0~1 43, NERRTIEEIE R . Child-Pugh 7740 A 9. Z i E A2 AR
TR 200mg q3w, HL2AFaEEPRIERE | TR Z . Z R E WU A s s e 2,
FHHF L E N ORR, 2018 4F ASCO 4E43 |, Andrew Zhu #R45 T ST 455, $hAivk 169 4,
A4 104 4, 455 ER, ORR N 17%, 44E 16 (1% ) CR A1 17 4] (16% ) PR, 46 i (44% )
SD. mTTR } 2.1 H, mPFS 4.9 1A, mOS 129 A, 76 ] (73% ) HPLAIFHIE AE, H



1641 (15%) SAE, 251 (24% ) 39 AE; & WAZAST & (761, 7% ). ALT FHim (44,
4%). Z71 (40, 4%); CH 10 (1%) ZiKE BB 4 GAI7 AR R IRLT R IUEE, 1 915%
K AT IR R A R IET, 30 (3% ) ik KAERPEAERINTA, TR IR,
2018 4F 11 A 9 H, FDA U\A7 A% AL v ey PSR Bk S bic 1 I 20897 . PPEAS M 1R 2k 2
Lk B0 T HCC ZZeify7 19 T B HLIG /R 1056 KEYNOTE 240 (NCT02702401) T 2019
4E ASCO 4E£/AM i (2019 ASCO annual meeting, Abs4004), %55 7R OS I PES # AT ik 2 1
BG4 FHE, AR R A pT S5 2R A . 0S 13.9 4 H vs. 10.6 7, HR: 0.781
(P=0.0238, K4it¥2:%); PFS3.01H vs. 28 1~ H, HR: 0.718 (P=10.0022, it
225 ); ORR 18.3% vs. 4.4%, mDOR 13.8 I H; %45 feniitE i) KEYNOTE-224 5%
BEAR B, ARG R A G R R A%, KRR ELHBV/HCV S i 2. WAL/ 0T
gE s SR, R O B B0 20 Fn 2 B 0 2843 045 107 BN 50 9 %) 4532 1
FIERBAFLIGIT I OS 425 £, HR I5F] T 0.548 (95% CI: 0.374~0.804, P =0.0009), 4%
M TERE B HAh, PPN IAERIER 2 ht 2347 el HCC 235 A9 37 K b X TIT 34 5%
(KEYNOTE-394; NCT03062358) C.225E AT HIALL, IEERDIMERZ .

- BRI 13 Fu SRR R A T2 R UL R E I ER SRTIRYT HCC /Y TG RBEFE, 2020 4F 2
H 26 e 3 . W o A BRTE 2 /40— 20360 7 HE R BN 32 19 HOC %, BEHL M 412%
TR B FBRBAHT 3mg/kg q2w B q3w. FEAZH 220 #2874 HCC i, L2 ORR Ml 6 4
H OS 3R, RELZ 5K PFS F1 0S %5, #F58 %M. OXREA: RGN TT RISk ATt 52 i) Hh
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N3 HCC 3, KA R EGHERBAPIIAT 2k K DL E3RYT O R A . Bl 7 Fe s 2k
ARETE 2O, REGFIZRAHTR I 5 Fo Al PD-1 #0461 50 7] LAY (ORR: 14.7% vs.
14.3%~18.3% ), 6 ™ H M ETFFREE (6 ™H OS . 74.7% vs. 77.9%~82.0% ) K i A= 771} ]
(13.8 1 H vs. 12.9~15.1 1 A), HBHAL S =AM B2y, 28k, P
BEVTEST] 12.5 AN H, K8 3R 22 i B B A e e 2L 2 b [ BICR: 18/32 (56.3% ) ], ZEff s
AR (BICR: H47 TTR 2.0 ™ H), B HERAMTUR S, @%%atnirEn, TRAE
1) S A 22 5 HAD PD-1 HIIFIAY (3~4 9% 21.7% vs. 18%~25%; 5 9% 0.9% vs. 0.4%~1%; 24
WA SAE: 11.1% vs. 15% ). TRAE KA1 5 RIZE2525L, RCCEP Z4: %R, HRZHUE
F (144 ], 66.4%) J1~2 9%, BA7 1415 3 9%, RCCEP ik A= 5 it R % W7 2 35 VI 56
@itk e Je a2 il FH R A B PLR SR BT 3k 4% . HERIS 6 S H OS . 74.0% vs. 54.5%.
F FIERBAHLE T 2020 4F 3 H 4 Hiiid CDE PEAT, 1ERFA A s 01 AT 40 i g — 2838 B .

. PG I E— & PSR RIS TR .
. B PIGHIITE —L IR RN d.
. 2019 4F ASCO 4E4: R4 T CheckMate 040 5T (1) X G i A 1A T AF 4 (4R A Bt +

ipilimumab ) —£EVAIT BRI HCC B9 IR SE 45 5 0, A 0 R PR JE IR YT AN 32 ol ik
R HCC, # 1:1: 148 =4 A A hgal R Ju BT Img/kg+ipilimumab 3mg/kg q3w
(47%); B2 R4 i) J: 41 3mg/kg+ipilimumab 1mg/kg q3w (4 W) ; C 2H k4 ik A1) G # 4t
3mg/kg q2w-+ipilimumab 1mg/kg qéw; A, B WIZLRH G #E AN FIE BT 240mg q2w [ e 5=,



A AR BN R F AN 7. S50 Zad = 28 A HARIBETT, A 33% (16/49;
95% Cl: 20~48) MEE XS IEMRAIEITA K ; BICRARYE RECIST v1.1 AR, 8% (4/49)
iKF] CR, 24% (12/49) PR; DOR N 4.6 ™ H ~30.5+ P H, Hrh8s% g &=L 61 H, 56%
RS 1240 A, 31% 2/0FFSE 24 4~ A . BICR i [f] mRECIST PFAii ) ORR Ky 35% (17/49;
95%Cl: 22~50), 12% (6/49) CR, 22% (11/49) 45 PR, HEZRPARCIAIFRAELL EINEE,
AR A I BRI BAR OS M Bty 1 P ety U Y R AR AL BT 1mg/kg
¢4 ipilimumab 3mg/kg JGY7, 59% MEF HILT SAE; 29% MEHTWHATT, 65% EHHE
AE JERIATT . [EHA, = 4% B9 SAE AN IS . Uil AST T, W EARIIAEA 4. 1]
KL B E RSB L L ARANINAE . AR L T LA R AR 48 . Fe LY AE GER
it 20% BEIRE) MEE (53%). 3K (53%). WA KB HER (41%), 15 (39%). %
Wk (37% ). BECFRE (35% ). 9255 (27% ). K (27% ). J8IH (22% ). K9 (22% ). Tl
(20% ). k% (20% ). HURIRIIAEWGR (20% ) FIARE FEE (20% ). ST LRGSR, 5
B A G BRG], 2020 4E 3 H 11 HZ5[E FDA s gy i A L 4T 1mg/kg+
ipilimumab 3mg/kg (FKiES, q3w) FITFREERZ A RAEAE AT RN HCC B3 .

g 14 M1k, B HCC MIRYTRCRA TR M, (R RRWAE, W%l B Bk %
SINHL G RIS "
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a. WA 2R EHTH T8 7 W3] AMMR/MSI-H 25 00 95 H % 8 S e 2015 4R 4 3% 11018

7% (NCT01876511) R4l MMR IR BEI =41 & HEATIRYT: B AMMR A . pMMR s &
dMMR HAEMENE ;. BN O & 4832 0k BRI by 7 e RIS i 4, SX 5420
HHERRADT, 10mg/ke, q2w. FEHFITL SR 20 IR irORR (HEA SE I B LW ) il
irPFS (BoPE AR JCPamiE A A7), BT RIAAL 71 B3, LB A4l 41 Bl (dMMR
Jpd 11 4], pMMR 798 21 A1 dMMR JHCARI0RE 9 f41]) I 83k 3 FZERFR & . =41 20
J& irORR 43 51l 2 40% . 0 F1 71%; 20 J& irPFS 43 51 J&: 78% . 11% £ 67%; i #% % 45 RECIST
P14 19 ORR Fl DCR = 4 43 %1 4. dMMR Ji% & 20 40% F1 90%; pMMR JIi7 5 20 0% Fil 11%;
dMMR AW JIEE 24 71% F1 71%, dMMR 2 14 H 47 PES F1 OS ¥ A5 5, i pMMR fi7 98 20
B9k 2.2 A #15.0 ), PFS BY HR: 0.103, 95% CI: 0.029~0.373, P < 0.001; OS 1
HR: 0.216, 95% CI: 0.047~1.0, P =0.02, It4h, 2017 4F 5 H 23 H, FDA L T b 85 2k
HHLAEITA 49h AMMR/MSI-H SEAAR I35 0E . R, RV o el o S R BR AP /E dMMIR/
MSI-H 45 B 7 A GBS, AHE R HEREE AMMR/MSI-H W45 B s — 4 M —Eikir 2
Ji& R FAMA TR BR SA4TIRTT

. 3T CheckMate 142 #F 5% 25 R H ipilimumab 1 A& 76 E P LT BUR, AH8 B 77 7E dMMR/
MSI-H M 45 B 2 R 2 i6y7 Z 5 vl R AR BHTIAYT . CheckMate 142 WF5Y 244
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BT B B 2 A AU 25 3R YT B Kk S ALk MST-HL 45 1 s 1) T R R Mk e R ATF
58, A 6 MWl Hh— M WALR AR R hTaYT iR B, — AR R A
PUI4 ipilimumab Y477 1A B . ISR BT 2520 45 R0 & A T 2018 4 ASCO-GI '™,
T4 BIETT S5 L EL 4 2017 4F Lancet Oncol %32 1", 74 I ALHERE S AL B4, A
Y1J2 53 B R mERE . YD RIS B BRI ¥R B, B 4102 21 B4 — &k — 4
BT R . ADLBRF PRI N 52 2, Hib 16% BB BRAF 5875, WS i it i)
214 H, 39% BEVMESAIT . BRSO HATEER ORR 8 34%, 62% E R EIgom
il WL P S AR 2 2.8 A H, 60% 35 s far iz o TP PFS S 4.2 4~ H, 124~ HHI
18 H, PFSHH 41% (A 4l) #52% (B ), i BFH P OS #AILH], 1249 H 0S Foy
K 68% (A Z) F181% (B4), 181 0S KK 66% (Al) F170% (B4, KIHRET A
DAL, 440 2 A — B N AE BT ipilimumab 41 % % T 2018 4F JCO '™,
119 A B F, T6% 5320 “L UL FIRYT, POLBETIRE] 13.4 4~ H, BFREIEAL Y ORR
55%, 12 JAILA_E DCR Jy 80%. i DoR AikE], 94% 7 N 8 EEIBERHE L H AR
2. 9 AN R 12 AN F % PES %k 76% F1 71%, 9 /S H F1 12 4 H 0S %K 87% F1 85%. 5T
et S5 R AR B HA o 2e B IR IR AR ks, s B TR . SERAEN . 32%
) ER A R AE TR0 3~4 2% AB. 13% & S5 250 HHOC I AR 5 1IRY7 . AN AL stk &
ipilimumab /8 H W, 12 S H PFS 1 OS HU AR, IGRMUGE B, 2t
¥, WA T AN LN AN I S o2 B AP 3R 25 - W ARAE, i dMMR/MSI-H mCRC



B EIRITIREE T — M AR RIS, B ipilimumab 7EE PN MANTT &, HATERE
KL THEAE

c. XFF dMMR/MSI-H % (M — 263677, WA RRIBR BT LUAREARST +/— #1367 1 BEAL G
BRMIADI IS IEAE SR T, S5 R M AR AT, R ASHE g X AT i 52 5 21— 263397 19 dMMR/MSI-H
BE R PD-1 M 0,

d. 2018 4E ESMO 23130 %8 % 18 44 3% 1) Jt S50 A ipilimumab 1962 1 T 7T 1056 205 0 9 (40 00 i B 7 BOF
Fe, GERPUR: AMMR/MSI-H B AT USRI B2 g ) (R R R, EHR 2
%, AHEEE KRBT fHER, SRA 2R O TF R A IR R ITSE .

e. XFHAZMRIAET ARG H AMMR 1 TS e 8 R BIG YT, B2 R Bk A 4L% 5 FOLFOX 7
X} I FOLFOX J5 R BIBEH LY BRI EG (E 7R HEATrpr 00 10 G55k, PRI AT B 0BG
J7 ] PD-1/PD-L1 MBI A THER

£ EPNE R LT PD-1 $uik B B3 70H TS5 B B B 5 .
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—Z&3aIT IR MATERIER BT + FTEEE avelumab+ BiH 52
(1A ZKiiFf) © (1A 2KiiFd) 4
B | B AT +
DURTR BT
(1A Z50FEHs) ©
—Z3R9T P RO BRI + B | BT +
il (NS = DUARER BT
(1A iR © (1A Z&iiE) ©
HEAIE BT + avelumab+ 45 &
ipilimumab (1A 25FH) 4
(1A Z9E4) £
R UL g2 vl K MAAIER BT + B avelumab+ BT JE
§ tvig (1A %iiE#R) & b (2B 2iiFHR) © (3 2iE4) 9
- RRAICEATL + ipilimumab

(1A ZKIEH) |




[ 58]

a. BB AN (clear cell renal cell carcinoma, ccRCC) 24 i & 40 g 4% ( renal cell carcinoma,
RCC) (4 80%, & VLAY B m B2 . B A DR K dm W A . A . 8 I 5
2%~3% KB IR LN 2 F 30, 40 von Hippel-Lindau £541iE 27,

b. &R - PUERIEIE 0 ( Memorial Sloan Kettering Cancer Center, MSKCC ) THiJF A= 7 4 J2&
SRS YRR RS YA i A An i, B RTS8 Iz N . MSKCC BN TG B 2y 5 30, {46
i R B A 2 h2s (International Meastatic RCC Database Consortium, IMDC ) #i% )
1.2, 3, 40K “FURI AN TIEEE LR L5 M52 FUS KR 3 4. X (G
ARBUGHZ), PRE (12 TRRBUSHZ), @A G AR EARRBUGKNZ) P, fEi
JEAfi I, IMDC 4215 T IMDC #5E ), B BUS RN EY M E 6 4>, HATZIRED 8 NCON 1§
M. ESMO fERI RN . AIEHEREEARIRSN, ¥R IMDC FrifE, HAPM RIS LT 6 A
£ OPIRIN2EH IR RGEIT BIRRRE AL 145, @A EIES (kamofsky performance
score, KPS) fIXF 80%; LI AT EHE FBR; @S F1Ew E LR, OH ki
Y XHE TGS TIER [ ERR; @i/ 8os TiEwE ER . BUS K590 ARXUES: (ST f]
ARTUSGHE). PR (1~2 BORRBGHEZE). SR (3~6 BN RS F 2 ).

c. 7MY KEYNOTE-426 AF5EH, 861 il A4 Z 3 1Y IHE Y] ccRCC B AR XU 4525 53
ZIRHE 1 108, EZmEEE (Smg, DR, bid) BESIAEAZREAST (200mg, #ik

]
)
=
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WHTE, q21d) HEFRESE (Somg TR, qd., d1~d28, q6w) JAYT. S5 BREEAIAITY 124
H 0S ZREM T4 R R4l (89.9% vs. 78.3%, HR: 0.53, 95% CI: 0.38~0.74, P<0.000 1),
AT AL PRS RIFE R LG (150 A H vs. 1114, P <0.000 1), XA R XU At
I 2IE R . @K ccRCC BAIRYT I EE R KUK K TEF e &R e, (R RURS AT
MRS Z R AR E . eI, WaRTaSE R ed AE KA 53008, & AE:
98.4% vs. 99.5%; 3 94LA I- AE: 75.8% vs. 70.6% ). FrhE XU . fIRXUS: ccRCC B3, AT5HT
WA R BB A BT E R Je A g — ki T I | Gdfens . Ttz

. I JAVELIN Renal 101 #5546 T avelumab BEA BT B4 e S5 &7 e e H T B —£kiayT

M5, 886 A4 UEREI P EE 1 1 HEHLIEZ avelumab (10mg/kg 2w ) + B E (5mg b.id.;
n=442) dEFJeREe (50mg q.d. qow; n=444) 37¥7. EEMFFTLLEE PD-L1 APEEAAY PFS 1
OS, KRNI & B AREN PFS, 560 44 (63.2% ) i~ PD-L1 FHE, PR {7 PFS
S 13.8 M vs. 7.2 (HR: 0.61, P<0.001), S AR PES 4351 13.8 M H vs. 8.4 1 H
(HR: 0.69, P <0.001), PD-L1 BAPEHEFZEH, ORR A 55.2% vs. 25.5%. OS Hdi i R, W
MR 11.6 DA 107 DA, 235047 37 2 42 2 EIET-. W2l AE R 52E 99.5% vs.
99.3%, 3 LI AE KRS 71.2% vs. 71.5% °©. {0 avelumab 7€ E N ¥k L7, A45
R A Tt

- e 1Y) IMmotion 151 BF 58, BEAE R 2836 97 19 915 91 ¥ 98 A8 & 0 Ji 4 52 ] 5 M) 2k B 47

(1200mg) BEA DLARER BT (15me/ke, #IKTEE, dw) &8 e (50mg Mk, qd.,



d1~d28, q6w) JA¥7. 362 1] (40% ) H# PD-L1 FKiKMTE (SP142 Hifk, = 1% MIAHERIHE ).
gE IR, PD-L1 FIMERE, BeAIA)T4] PFS BB TAF e B edl (P PFS: 1124 H vs.
774 H; HR: 0.74, 95% CI: 0.57~0.96, P <0.05); {EBMAARET, BEAIAIT 4 PES [HEE 5
i (FF A2 PFS: 1124 H vs. 844 H; HR: 0.83, 95%Cl: 0.70~0.97, P < 0.05), #% XU %524
(JE: BRFZER A MSKCC XUR 4y RAEE) (198 % PFS ¥n k45, W4l OS 7£ PD-L1 B ARE
AR ABER R W R E 25, 76 PD-L1 HMEERE b, BARITA. Ereiedin g 16 6
(9%). 84l (4% ) iAF|CR, 60 6] (34%). 56 i (30% ) iK% PR; FEFLHR AREP L ERiK
W 24 B (5% ), 10 1] (2% ), 142 ] (31%). 143 ] (31% ). 7 AE F1fi, 91% BEAIRITHR
HH96% E7 e e B FH I AE. BRATRITALH 3 L L AB KAERH 40%, 5% B H K
AE 12 1697 47 B e 4% 8R4 1 54% H1 8% 70, JRAS KREA LA BRI B0 E 52 T bl %
FIER AP A DUR IR TR B — AT TR e A, (LR PR R R b e 1) A it A AL ofe
Bt e, AHE R RIS Tt

. T CheckMate 214 B 5% Lb A T 40 i FIDG BAPLI A 1K) i ipilimumab FIEF JE 5 e —ZI69T
PR, AR E 1096 4], 1: 1204, 45 EmR: . @REEE, SORFEER
(422 5, 50mg/d, i, d1~d28, q6w) L4, BXGIAYT (425 6], ANkt bt 3me/ke+
ipilimumab 1mg/kg #IKiME, 3w, 4 BN RADCIAERRAYT, 3me/ke FIKEE, 2w)
B ORR M2 CR & Z WL (ORR: 42% vs. 27%, P <0.001; CR: 9% vs. 1%, P <0.001),
HERGIRIT A 18 1~ H OS KA {1 PFS Ak EI T P < 0.009 (1 & &L E (18 ~H OS %K.

B LS
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75% vs. 60%; L PES: 11.6 N H vs. 84 H, P=0.03), JAIFAIX AE J51f0, 93% BEAAITH
BT 91% FFRE I I AE, Hirh 3~4 9% AE & 455010 46% 1 63%, MZH4A 22%
1 12% BB A AE FPIRFIAYT L, CheckMate 214 4 A 249 (il {F R B 2, 125 BB 24,
FIJCHPUEA ipilimumab 1GYT, 124 B2 87 R B CIRYT . S5 in: AU EE, AR
J7 18N H 0S| PFS. ORR E¥IAKEFREIE (18 1 OS #: 88% vs. 93%; ORR: 29% vs.
52%, P <0.001; PFS: 1431 vs. 25.1 ™ H, P<0.001), {HECSIAYTH CRETEE (11%
vs. 6% ) ", CheckMate 016: T G RIFSY, 40A ccRCC HH 100 5], #43BEAZ 3 Hifly
VGIY, R XU 6 1) rhRUR: 47 1, AIRXURS: 47 ). AIRRUS B 21 1] (44.7% ) 52 slH)
JEHHT 3mg/kgtipilimumab 1mg/kg (N3I1 J7%8), 21 5] (44.7% ) #5294 XA JCEAAT Img/kg+
ipilimumab 3mg/kg (N1I3 5%2), 4 MEH, 21 REE, RIGHE2 MR AC ARG
(3mg/kg, q2w) FEFRIEREFEMETCILM 2, EBAFET, PIFAIT 74 2 4F OS 4370 h
67.3% 1 69.6%, i BETTITE] 22.3 4~ H, ORR #J %y 40.4% ), 224 )7 1, N311 /7% AE
KA 91.5%, N3 FTEN 95.7%; 3~4 9% AE K350 38.3% H1 61.7%., Pifh 7 RI7
OB EZES, MF N3 FREEMT R, RSEHTEET N3 &,

. 7E T CheckMate 025 WF5EH, 821 HIREAEHEZ i — R sk 24 A 77 it B ccRCC 4, 1:1

S, R AL RPT Gmg/kg, KT, @w) sUKZERE (10mg/d, OR) 6
I7 . NESFIEEAPULH Y ORR BB TARAE R I (25% vs. 5%, P <0.001), OS [FkELE (H
£ 0S: 25.0 ™ H vs. 19.6 ™ H ) PRFIILHBUA AE KR 79%, IRAESLHELH 88%; Midl



) 3~4 9% AE KAZR53 010 19% F137%, 430 30 8% Hil 13% my B hikigyy, ks
FI4LA 2 6] AE EFCR01, 4 iAo BB JEAE T B GE . TR R SR A 3 e 4
e, g A I AR A TR i (quality of life, QOL ) iP4rBfilsf A1 F Wil & . KT Fig
Kedl, FDA TN A GV N HE B ccRCC B9 "L H1Z5, 240mg BRIKIM T, q2w; =
480mg FRIKITE, qdw; STERHEIRR AT 30 40, JRT I RREE 2 PO R o 2y Y 2k ok
ﬂ'ﬁ]"—" LIOJ

. — Uk ST FFEXT CheckMate 025 TN A BB EHFE AR FISEL FERIIEF T 02, BUARHERENE L . KU 55
P, IRITEREL. AERCRBUIRY T AT ITEZ IR AR R A R IIAE AT A L b g R A G
Y3y o H— B OS il ORR #K25 e e AT HLEI AR FAE 483477, CheckMate 025 £
PEIRIT G Pt R B, B RS Ak A A TIAYT # 50% HBLIE i REAIK, 13%
) IR TR = 30%, AE R AR HERATIL 2,

i. CheckMate 016 586 7 BEFE 32 i HoABIR T 98, IR [ A 22 Bl T 9 R I g

3mg/kg+ipilimumablmg/kg (N3I1 77 52 ). 26 il 1 J 44 2R & 4t Img/kg+ipilimumab 3mg/kg
(N1I3 J5 %), ™ 41 19 ORR 43 51l 4 45.5% F1 38.5%. 1% WF 5% 1F 52 1 44 kB JC P 3 Bk &
ipilimumab J5Y7HE ] ccRCC FREA SR Z bk . R B> 2k K DL _IRYT o e Mgidim )
Lo, (AS5EUERE £ iR REE, AREmHErE & XL FIRYT I N3IL %R,

]
)
=




3E % BA 40 A v °

B A AN e RFITHHT (2B 25EHE) b
PRI FIBR BT + DUARER AT (PRIRIAEIR
PD-L1 = 1%, SP142) (2B Z&iFE) ©

a. AEBIHANE S AN E (non-ccRCC ) 24 (5 B RY 20%, AN[F] non-ccRCC AYZHZ . 40 K FEPH 4
TEAEREZE S 1)) SR g R €2 40 M9 2 non-ccRCC 5t UL IR B | 24 K 80%, ILAlA
ARG . PR . FEAERS 0L TR EIE R R R IR, B AT
non-ccRCC Z5YIIRYT IR IREHE A B, A 20ARI7 I . non-ccRCC 1 #H K Z S HERR 72
WG ARIFTE Z4h, XF non-ccRCC 23R 7 A IE P H 3T/ INIASE [ Bk Z iy, sl KRN PRI 5
P ST, SEIRYTHE non-ccRCC H I FIAT Rtk — AL RTHEME IR RIFIE HEA TR 2R

b. T Z s BRI S 43 TN sl RE BT FE R A5 M non-ccRCC HIMTARYT AR . IFSEANA 35 17l
B, B2 1 R ADICRSTRYTY, Hoh PR 7 6 (20% ). SD 10 #] (29% ), 1{i PFS
H3S5AH, HAREVIRE 8.5 N H . AE AR N 37%, FERPES . LPMEE L H—
T [ AR ST N A 43 fil423Z PD-1/PD-L1 6 513777 1954 5 1 non-ccRCC i34, ORR i 19%

%
b4
=1
=




(8 i), Herf 4 {33 PD-1/PD-L1 M FETF 7. % 1EF non-ccRCC K i RIFIE 270,
ARFEFPE AN AT A non-ccRCC R GEMIATF I 1T 9tz .

c. IMmotion151 49 A T 86 ' PR B, 78 PD-L1 = 1% AY'B PSR RRIE, BT A Bk B 16
4 TR ZREGTIAYTT Y PFS W T4T )24 (HR: 046, 95%CI: 0.28~0.78) ',
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RS0 PR e b B — £k PAEAZR BT (3 2KEHE) @
HaVig BAER A ZREABL (3 2KIEHR) ©
W 30 IR b B — 4k WPEAIBR ST (1A JGEH) D FTEAIBRAAT (3 2K0EHR) d
=L LUEIRT HRAICEST (3 FEHE) ©

JE A BT (3 20EHE) |
avelumab (3 Z53FHE) 8

HeFpipyr b
WhiRyT i
BrHIAYT )

[ )
a. FEF 13 KEYNOTE-052 W55, &M FDA LA TR ER BAPL A ARIE B 2 EMIA T 1 R
W 01 L e AN T IR i e A M PR B - B i R i — 23Ry . T NMPA. W R ME %38 I IE
WOARTE B A MR . XTI R ICIEZE T 374 85, 370 LB E R T 2/0—HFh

R
B
i
3
=




TR BT, B WMBEME 89/370 (24%, 95%CI: 20~29), 89 A 74 5l (83% ) Fp&iZfh,
H sz B B )R 5 H [ interquartile range (IQR): 3.0~8.6 |, PD-L1 323k 5 A 10% B 5
FIZREAHT I ORR AFFEA I, PD-L1 KA TESr= 10% 11 110 £ B35 42 4 (38%, 95% CI:
20~48) HAMGEME ., fH WY 3 Ik 4 PURITHIDE AR B 57 (8/370, 2% ), BREBEER AN M
(5/370, 1%), ZEmdFNLATC T (3409 4/370, 1% ), SAE 36 fiil (10% ). 174 (5% ) k45
TRITTCRIMFET - FF, 1 BIBE TR AR AE (WA 3 PRI R . 3 G4 . 3 B RN
4 GLONIR ). IEETEFT ) KEYNOTE-361 BFF0F iE— L1l — 2 i FH I TR Bk B bt sl e 540
FEASTRF LU FALST BRI T AR .

. JET MY KEYNOTE-045 W15, 3¢ FDA Ht it dA A Bk B0 B T 4047 5 e 18 ik e sl 2 R 1
JRF I L) B A AT IR B s B T PR B b B —RIAT  tT NMPA # AR %S B IE
HOARTE HpBE A TG . AR REHLOYIE T 542 13507 R & & Bt e i e 301 Dk it b Jz
P, IR SR PP F R R . 2T ER T AT, A5 R BoR R
FIERBAATAH AL OS 103 A (95% CI: 8.0~11.8), TMifkyr4Hl 7.4 A (95% CI. 6.1~8.3)
(HR: 0.73; 95% CI: 0.59~0.91; P =0.002), MHFIZRAFLIE PD-L1 BCATES = 10% 1Y
BEPNAL0S M 8.0 1 H (95% CI: 5.0~12.3), MifkyF4ik 52 ™~H (95% CI: 4.0~7.4) (HR:
0.57; 95% CI: 0.37~0.88; P =0.005), PIZLHEH MY PFS ¥ 25 (B AHE HR: 0.98; 95% CI:
0.81~1.19; P=0.42; Jif& PD-L1 CPS = 10% MY AHE: HR: 0.89; 95% CI: 0.61~1.28; P=0.24),
AT A ER BAFT2H & A ATAT 0 VAT A5 AE (60.9% vs. 90.2% ), 3~5 2™ AE (15.0% vs.
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. T I IMvigor210 5%, 32 [E FDA b BT 48 R 2k 5T FH T A8 A 32 32 A0 IR 7 1Y Jay B i

IR R R R I b B —2R3AY7 . T NMPA i R EI% IS W AE,  BAS$8 m 4 oA o T 2%
Hedr B XA . 2 OB R Bk, 123 ZEE T 119 A2 T — 75k £ 57057 & b
BHERPT, ORR 4 23% (95% CI: 16~31), CR J 9% (n=11), 19/27 $54:5¢fi%. 1C 2/3 .
ZH ORR 2 28% (95% CI: 14~47), IC 1 TF2H 21% (95% CI: 10~35), IC 0 WF4H 21% (95% CI:
9~36). i PFS 2.7 A, i OS K 15.9 1~H (2018 ASCO & HH A 16.3 4~H ). TMB
S RIS . KRR 10% IGTTAHIC AE 29555 (30% ). JEYE (12% ) FRSEE (11% ).
RAT VISR CHBET: (WUMAE ). 9 6] (8% ) M I AE FHUARYT T ik, R
i RAEE 140 (12%) BET . SRR IORA Y, AR 2 IR i KA
Bt E— 25 SO UE BT R ER BT TTR,  TEAERETT Y IMvigor130 A5 & — 3 I 22 v B BL
XoF FEIR G, o HEBTRR FER BT S IR A AT 7 — 3R 7 R 0 LA K B Rk DR % b 2 S jR 3 0

. BT 1T IMvigor210 Cohort2 5%, 351 FDA v Bl 2 2k 240 F T4A 254k 7 I 6 0 R il

W B FE LML PR B b Hodss —2RIAY7, T NMPA i AHEEIZ S W E, HAS 48 BB AR g T 4%
e L XTI | OSSR R, 310 B T BT AIER AT RS T, 1C 23 A
B ORR 4 26% (95% CI: 18~36), IC 1/2/3 AH#EH 18% (95% CI: 13~24) FIrA £EH N 15%
(95% CI: 11~19), "FAiBEVIREIN 11.7 4~ (95% CI: 11.4~12.2), 38/48 (84% ) FFEEN,



IC 2/3 ABEOS Jy 11.4 1 (95% CI: 9.0~NE), IC 1/2/3 AREN 8.8 A (95% CI: 7.1~10.6)
FUTA BE R 7.9 Ho 3~4 9L TRAE 16%, 5 WWAYIEIE 97 2%, 3~4 HAPEM S AES%, B
WIAMR . BRI BOEMIER R XE, O R R & A SRR SRR T RS
Hr i /n TCGA WHSFT TMB 2Bl 2 F BRSHTY 7 AL A Al 57 T B . IMvigor211 J&—IR £
O BEAILXT RS 00 Bl AR SR TIA 7 N 28 AT I HE R 1 Je 5 M B S A 1 DR B I
FERI TR AR 7 931 44 ME R BT RFIER YT (n = 467) B _Aby7 (KERT . %6
BEEE 75mg/m” ZFHEEAEE, n = 464), 7E IC 2/3 AT FIER b4l ffbyr 4l OS JC 524 5+
(11.14H vs. 10.6 ©~H, P=0.41), IC 2/3 AFf ORR Hifbl: B FIER UL 23%, fLIFAN
22%, BRI BE BAHIZH () DoR K TALIFLH (15.9 ™ H vs. 8.3 AN ). 152 BT R FIBE BAHLIAIT 1Y
BE G2 TR ERE ML, 3~4 SUAITHIE AE RAER 20%, 074 43%, H AE #0535
BIT TSR (7% vs. 18% ). HAYIEAEMEITIY —£RIF5E 04% NCT03179943 . NCT03237780 4%,
AR REA T 2 (45 SR SR BT R BR AT 2E PRI T B3 ) 2 N -

. T ] CheckMate 275 5%, 3¢ [E FDA 5 R ALK 902 A 0 20 bt F T4 07 5 kR A9
Jeh i SIS ] U R B EE R M DR B b g R B T ERIAYT, T NMPA MR E IZIE RIE, #
AFE R A ] M gfiety o, XU Z IR RIS R, 270 4 BB 132 T 9k A G B bt
Hirp 265 & BE 2 TITROE, . OS Hrazkfiiftal 74~ H (IQR: 2.96~8.77), 52 7l (19.6%;
95% CI: 15.0~24.9) THIZH WG, 46% B MWIE PD-L1 = 1%, JCitjE PD-L1 Rik 5, ¥
RSB F T T A B AT, PD-L1 = 5% [ ORR K 28.4% (95% CI: 18.9~39.5);
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PD-L1 = 1% [ 5B # J 23.8% (95% CI: 16.5~32.3), PD-L1<1% %) & & H 16.1% (95% CI:
10.5~23.1), 270 Pl P 3~4 SUEITHIE AE K AER 18%, fied LIS 3 e o7 FIRTSE, 3 #
VEITHISCHET (I . A PR el RO I 08 ).,

. ST T/ T Study 1108 5%, 32 FDA i EEARFIL ST T 24025y e 1k R i) J=y s g 4

SRS R B b R T AT IERNE, BT NMPA i RAEZGE RIE, SORHE R HA N I
Gty T, WEGETh 191 IR EAEZ TIRYT, PABEDTIEI N 5.78 N, 95.3% A2 IR AL .
ORR H 17.8% (34/191; 95% CI: 12.7~24.0), 7 f°h CR. H& 2R 77 30 RIS 058 05 2% e
TTR y 141N GER: 1.2~7.2), I HEEMREEFFLL, T DoR AKik%|, PD-L1 @&3Ris4
PD-L1 5k / BITELR X WS BB S5 A% . ORR 43511 27.6% (95% CI: 19.0~37.5) #15.1%
(95% CI: 1.4~12.5), " PFS Jy 1.5 H (95%CI: 1.4~1.9), H{2 0S H 1821 H (95% CI:
8.1~NE), 14 OS K 55.0% (95% CI: 43.9~64.7), IAJT A 3~4 9 AE (K (6.8%), H
4 BIERFE (21%) K4 3~4 9L irAE, 2 BIEFE (1.6% ) K irAE i WHATT, 2 BRI
TRITAHCIIAET (A BRI R A2 ). \EAIEFT Y DANUBE 55 & — IR BEAL . 0
YRR, ZHuny . RRMIAESY, HE AR st B B8 AR JE BT +tremelimumab BXA 1A Y7
X REBRIEARST , T TASTTUIBRAY IV B IR % b Hedm FR 3 19 —2k3R YT s NILE BFSE 2 —WipEsL . JF
Bk XL bt SRR, LR RAJC BTt A AR Ay 7 Fn B AR e s b e &
tremelimumab N ARUEALST X B HIBRAES T, A T UIBR %) Je S e A i B 1k DR 5 1 12 98 £
HI—LIA09T .



. 3T 1 1 JAVELIN Solid Tumor BF%, 25[E FDA HIt#fE avelumab JT T 24025107 I i R 1Y SR i
W SR RS R DR I L R —ZRIBIT OIS N UE, T NMPA i AR AL HEIZGE NIE, SRS R
VER MGt t. 249 ) F 454 404252 avelumab 3457, T %ch 12 )5 (IQR: 6.0~19.7),
F RV 9.9 N (4.3~12.1 41 ). Bkl 2016 4 6 A 9 HEFHAS Tyrai ik % et b
P 6N HM 161 ZEFE T, ORR K 17% (95% CI: 11~24), CR. PR 2K 6% Fl 11%.,
e WLHRIT AR AR ERITEMDC RN (29% ) FEST (16% ). K4 3 HLL LIRYFHIE AE 8%,
s WA JRIEST (2%). =71, BRITEET = . (KBS IE AU 22 45 1%, avelumab J3 77 AHC
1 SAE 8%, KA T 1 I S5IETARMZET (i ).

. IEFEHEF 1Y JAVELIN Bladder 100 f&—J50 i T 2w BEA LG BGRSE, X avelumab L fef#
YHRFARIT 5 B AT AR R AR T 76 M2 S ST IS B A R 1 SR R e 7S
PEPRIE bR g R

i IEAEFEATAY IMvigor010 J2—T i) MUY JFhR2E 9 2 i O BERLBE ST, XoF LU Bl ) B S g e B

I RBEVTEAERAAR 5 s FENUZ R IR i b SR i vh i i e 2 etk . iehh, TEAEiE
F7 CheckMate 274 J2 14 . XUH 2 O BENLBISE, X HeghilAE Bt 5 4 R 4 Bif e
MEAAR G G HUZ B EIR e 1 BI85 i U 2 4k

j. IEAEHEATHY PURE-O1 J2—J [LJ . JFROhR 28 60 SO IR PR AT TS, TITAG AR AT 32 3 1> A 303

TR ER BA G BTG T 7 = KU T VIBR IR I b R 8 5 v 2 VRN sk, AT EdE R T
RAFAIFEIRCE (pTO = 42% ), NABUCCO 2&— | B WI#F5%, 1Al ipilimumab F144 8] G20
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BUTE = AU T VIS R B - B o R v A T B R BT BT 7 0 2 S MR R 80, IR T
VRIT RN R I T R IER (pT0 = 46% ). ASCO-GU 2020 /A4 T BLASST-1 Fiiili%dE,
WUPRRE PR RS e (MIBC ) G845 A RC TR & GC Jr AT - TR BliaY T, 25
SRR NLARIEZR (PaR) H 66% ., pCR A 49%, BEAIGIFIF RGN tEalstr:, HIf
RIGINFARLER K It A5E, HARWIBE R T

SE

(1]

[2]

(4]

BALAR AV, CASTELLANO D. First-line pembrolizumab in cisplatin-ineligible patients with locally
advanced and unresectable or metastatic urothelial cancer (KEYNOTE-052): a multicentre, single-
arm, phase 2 study. Lancet Oncol, 2017, 18 (11): 1483-1492.

BELLMUNT J, DE WIT R, VAUGHN DJ, et al. Pembrolizumab as second-line therapy for advanced
urothelial carcinoma. N Engl J Med, 2017, 376 (11): 1015-1026.

BALAR AV, GALSKY MD, ROSENBERG JE, et al. Atezolizumab as first-line treatment in cisplatin-
ineligible patients with locally advanced and metastatic urothelial carcinoma: a single-arm, multicen-
tre, phase 2 trial. Lancet, 2017, 389 (10064): 67-76.
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based chemotherapy: a single-arm, multicentre, phase 2 trial. Lancet, 2016, 387 (10031): 1909-1920.
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patients with platinum-treated locally advanced or metastatic urothelial carcinoma (IMvigor211): a
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Oncol, 2017, 18 (3): 312-322.
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platinum failure (JAVELIN Solid Tumor): pooled results from two expansion cohorts of an open-
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B HA Y B —ZiRyT @ i T 1) 2R Bt (PR PD-L1 2635 BH 14 8%
MSI-H/AMMR %) D ¢ (24 ZKiEH#)

30 By AR 2R e DL

ity

R ©

[ ]
a. HHTIEAESEAT (0 G000 ke At o 004 FR06 7 8 3000 9 I PR B A3 30 20 T, A4 NCTO01693783
CheckMate 358 Fl NCT02921269 55, {HARH st aIAK, If HAEIRLS R T s 14, 2
A3 45 R B I RIS A £ . NCT01693783 1Al ipilimumab {097 2 & 85 # HPV A5 80 1)
ARV BTN, SR 42 BIRETE B A7 B0 ST I B S R, 34 BRI R, 1 )
PR, 10 515 RaE, 23 G5 R, A7 PFS k2.2 A (95%CIL: 2.1~32 ), Hifii OS
H7 85 H (95%CI: 3.6~ AisH]) ', CheckMate 358 &—Wirpig . Ly, 1/ I RHF
5%, VPGB L K AR BRI A ipilimumab JAYT 5 R EERE JC IR 192 A KA Bk,
BEFEYT 31 HEE SR, 19 01 & s B SR T, 16l CR, 4 %] PR, ORR H 263%™

=
=
B




GOG 3016 (NCT03257267) J&—WITHthnasiy . FEHLT TG RS, & 78 thi PD-1 15
cemiplimab FLST AT 24 1) 52 & ol B B 00 h Y748 . BEATee (NCT03556839) J&—1it
REAIL TG RIS, B 7 R NZE . SRR A DU AP U R R BRSAhT 54028 . BRI G
DURBAHTIRI TR . R B SR A, BET, DL T, 2R (E
WitE.

. 3T T KEYNOTE-158 /5%, FDA LA A BR 5T TG 97 A7 i A8 v sl A7 I S i
J It FLMRE 2040 PD-L1 63k PR (4 e B 5502 5 85 . 1T NMPA 1 AR AL HEIZ IS BOIE,  #AR
FERPB LA ] TRt te . fE X eh, a0 A 98 Bl K sk o v iy S i s, 82 i
(83.7% ) 4 PD-L1 BHPEME, Hoh 77 Bl & 20k 1 ek 2 wAbyr. SRt ek 11.7
A, 76 PD-L1 BHMER R, ORR 2 14.6%; ZHiHEZ it — kel 2k Aky7 % 19 ORR Ky
14.3% (95%Cl: 7.4~24.1), 13 2.6% B9 CR F1 11.7% f) PR ',

. 3T T NCT01876511 BF 5% M Hop™ A 5%, FDA b 7 A 5 A 2k 40 H F 348 97 MSI-H 1§
dMMR [ T U153 110 W6 0 S AR o 02 1 A4 A A ek T AS 2 35 T 4 2 SRR HEHE 1 B i
S s T NMPA i RHEHEIZIE MAIE, SOASHE BB HLVE R T R . /£ NCT01876511 WF5%
o, RGN 41 12 A AT R IS R S TR B A2 AR BR IR Y, AR MST B Mk
Bk, T MST BHIE 9 522 % ORR S~ 40%, 20 J& (1) PFS J& 78%; 1fif MSI 34k () #2 % ORR
0%, 20 AR PFS & 11% . ZE gy JEHFTc, JRahA 86 1) MSI-H BAPERY 12 AR 2 1
ZEAERAYTAT, WIEEE . NEE. KR, FENBE. BSMEEE. Mansi

=
s
@




PR PR . AR . RUSUARIE . N . HURBRIE AR R A AS B R 86 B AR AT AL
% 53%, Hrh 21% MU CR, 77% MR E Bk s 5

d. CA017-003 (NCT 02658890) J&—i T/ Ta HlIGRAFSY, B 76144 IDO #1171 5 BMS-986205
XA AR B TAE R0 SR R PR S e Atk . WD AR, BRAEIARY T I 22 fE
HFEBE T (85% LU LB A =R MIFLRIAYT), ORR 5 DCR 4354 13.6% fil 63.6%, 3~4
AE R4 N 11%; Ti7E PD-L1 ik = 1% RYHEFH T, ORR F1 DCR 43510 25.0% Hl 75% .
HRTZAF AR ESA T, 255 EMHITE.

e. ‘BHEMBIGIT M 1 BB NCTO1711515 IEAESEFT, XIHFFTHRI 90 A 78 61 1 B~1IB 1§
MB~IVA B8 84, FEI AT 5 45 7 ipilimumab (9 &I/E A Bom R &, 2
WF5E BFRE5E AT 1 4FERY PFS LIK 1 AFE N K sl . 45 Ry

S5
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tumor activity in women with metastatic or recurrent human papillomavirus-related cervical carci-
noma. JAMA Oncol, 2018, 4 (7): e173776.
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nivolumab in patients with virus-associated tumors (CheckMate 358): Efficacy and safety in recurrent
or metastatic (R/M) cervical, vaginal, and vulvar cancers. J Clin Oncol, 2017, 35 (15): suppl. 5504.
CHUNG HC, SCHELLENS JH, DELORD JP, et al. Pembrolizumab treatment of advanced cervical
cancer: Updated results from the phase 2 KEYNOTE-158 study. J Clin Oncol, 2018, 36: suppl, abstr
5522.

LE DT, URAM JN, WANG H, BARTLETT BR, et al. PD-1 blockade in tumors with mismatch-repair
deficiency. N Engl J Med, 2015, 372 (26): 2509-2520.

LE DT, DURHAM JN, SMITH KN, et al. Mismatch repair deficiency predicts response of solid
tumors to PD-1 blockade. Science, 2017, 357: 409-413.

LUKE JJ, GELMON K, PACHYNSKI RK, et al. Preliminary antitumor and immunomodulatory activ-
ity of BMS-986205, an optimized indoleamine 2, 3-dioxygenase 1 (IDO1) inhibitor, in combination
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B REHEBETFEN TR Bk 2T Do (KR MSI-H 3% 4R AR5 SR 1 A i 2k e d
fisieg @ dMMR H#75)  (2A ZSIEH) (2B Z5iEHH)
[ %)

a. HHTIEAEBEAT I ek 2 Sl nva g7 1 5 S 9 I RIS AT 20 AR50, (AL 43 i 2t ]
B, AMEIRRBIEABR . KEYNOTE-028 5% 5 2 ITAS I AIER SAH1367 PD-L1 BH 1Y)
SRR R e R S . WAL R, 24 5] PD-L1 BHAA: Y S5 3 0] it i R 1 e Y
JEE R B, 3 ) PR, ORR M 13% (95%CI: 2.8%~33.6% ), 3 il i H Wik e, 13 6l &
(54.2% ) HEL AE. MATEFIERBABTAE PD-L1 BHERGE I 75 P RS 3 0 4H v o At i 22 4
P K04 g e R

b. TE W B AMMR & 42 % 20%~30%, FDA #7752 & v 75 I s 9471 MSI-H/
dMMR ARG, —300 1300 RIS 9 wI 2B 45 0 R, 9 1) MMIR (it A e 3011 DY s s 4 7
BEZ WA SR BB HTIG TS, 1 4] CR, 4 ] PR, ORR N 56% (95%CI: 21%~86% ), JC 3 4Lk
Y AE &A1



c. J&F 1T # NCT01876511 Wi 5% B Hoym R WF ¢, FDA Htafi T Wi Al Bk # bt F 13697 MSI-H 5
dMMR [ T 783 110 B 0 S AR o 02 1 A4 A WA s W T AS 2 ik A B SRR AL HE A B ik
JEZW . BT NMPA [ R AHEIZGE E, BOAHS B AR T 9fiEtE. 76 NCT01876511 AfF5%
RGN 41 1 ATA YT S U I S A R 2 AT R BR B BTIAYY , A4S MST AP L
Bk ST MST BHIE 4 #2135 ORR 4 40%, 20 JA 1) PFS /& 78%; 1fif MST P4k i) f# ORR
0%, 20 JH) PFS & 11% . 7EHy AT Fs b, Jhah A 86 4] MSI-H BHYERY 12 AR R i 2
B AR P IRYY, AR . IR K. TR, BMEEE. Man
Sy UAIE B DRR . WRMRAER . USRI . N . HCIRARE AR AR B MR 86 iR K
AR 53%, H 21% M CR, 77% M BE BRI RIES . WA ST R, 15 BIER
MSI-H/AMMR )£ N B 8 e sz TR Bk S btiBy 7 I, 3 9 CR, S Bl PR, 3 Bl 5
SE, ORR M 52%, BmfEhIRN 73% 4,

d. 3T KEYNOTE-146/Study 111 (NCT02501096) I&E#F5E, ¢ E FDA #4882 + baths
APIEAIRIT I R TIRIT M 2 RAUIRYT R I R . ARE ARG F AR SUIHARYT
4k MSI-H/AMMR (9 BE 0] F 57 SO R . s e —I 2 s B . S m T, B
FEVEAR SR AR S BB A TS AR AR T RO Ve T B SR SR B A R . SR T 54 B3,
o 53 PN AT, WSS R P O BE RS TR R 13.3 AN A PSR EoR, 7E5E 24 JA, 21 41
BEAEVIINE, ORR N 39.6% (95%ClL: 26.5%~54.0% ). 16 1] (30% ) HE &/ “HINETT
M AE, 1 HIBET S, Bk WATARITAHSE AE i (3161, 9%57 (29 #i)). 16
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15 (27 61) FHARARIGEGE (25 ). & WA 3 GRS AR A EnE (18 ) FIigYs
(4 4]). JC 4 FIBIFHE AE IR 501 (9% ) fEIDN TRAE M AT . R RBBEAM
TEAIBR AP TAEREI AT E NI B v R HOMR i P, e ek 5 S A ) AR R
JE AT AR BPTIETF AL, R RE DB A A 2 2B 28 hm R IE 7 T R T e R
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1 ) Bk B BT P (PR MSI-H 8}
AMMR £#) (2A Z5iEHE)

[iE%]

a. HET, C4JE 3 U0 S G i A s il a7 e RIS I 60 101, Horh 8 T 28 1k AT )
I AR B B o BT 7 58 R B S R IR R B2 T A R DR, DA G K A S
HFRNBCA ALY . BRI SR AR S 1Y — 2R Y7 r e T2 & 0 4. F E A T
G RIS St RV, K MR A GRS, FEMBIRE Rk A T~ TG, M
HATRIBFR LS A, 5% R0 &R, PD-1/PD-L1 FiiRIGY7 i M R I AR A 12 il
JAVELIN 2—HHEE . 1B WIGIRIFSE, BETTAN avelumab 697 & & ol i 1k U1 9% 148 3%
PER 224k, T iBET 26.6 D H 45 H R, 125 Bil#E A 14 CR. 11 %5 PR, ORR 4 9.6%
(95%CI: 5.1%~16.2%) "', {EHATEAN 95 T2 Wbn b W som R R (SO M R, W E &
BE AL ey rhakas . wlhn, TGRS KEYNOTE-100 A5, WA ZRLhiin
SR 2502 K A R (T R RT3k 8.2 N H, i FFLE 6 N H DL & i 65.5%. %5 [H]
HER T 578U R E WREWIIRIT, % 376 (Il H MILEA TR, ITT ABEH) ORR 4 8%

g
%
:‘&
op
£
=




(95%CI: 5.4%~11.2% ), CPS <14 ) H& & ORR / 5.0% (95%CI: 2.0%~10.0% ), CPS =

3 B H # ORR N 10.2% (95%CI: 6.3%~152%), CPS = 10 L | # ORR ¥ 5 ik 17.5%
(95%CIL: 9.7%~27.0%) " BLAb, ek samibl e Aiay TR A2 AT L R HH—E i g
TOPACIO/KEYNOTE-162 W58 2T I A BR BB A PARP S5 R BLMARI A7 £ 25 1) &2
KRS T TG IRIFZT, LA 62 Bl . 455K, ORR 4 18% (90%CT:

11%~29% ), DCR } 65% (90%Cl: 54%~75% ), 35 3 ffil (5% ) CR, 8 4] (13% ) PR, 28 4
(47% ) MURERASE . JTRCS BRCAL2 SR RAS TR 0 SuBEiAy v 1E U1 S0 b o 1 A e K 1Y
BB, BRRT AR A TRIT LR . TR A IR SRR S . A BB — DR 2
SR8 R U1 S SR R T Z IR TR

. 3T T NCTO1876511 WF5E B oy R WF 5, FDA b T M Al 2k 5 bt F 13697 MSI-H 5
dMMR (AN FTEIBR B 1 SRR o 002 1IN AE IR i N AN 2 3 T A SRR A HE U e
2], BT NMPA i ARHMEIZIE N UE, SRS s AR TTRAHERE . 6 NCTO01876511 BF5EHh,

LGN 41 BICABTARYT 2 U B S A R0 2 A TR BR BAbIR Y7, A4 MST PHPR sk 11 .

XFF MST BHPEM BB ROR K 40%, 20 JE I TCEEI U SR AL A7 %02 78%; 1 MST B B E A
I 0%, 20 R TCLRE AR 1% 0 ey JRwigeh, LA 86 il MSI-H FHE
12 ANRFP G B B2 IO AR AP TIRYY, WS . e KiE. FEWNIYE. §
FIEAE . PRSI IR . B DR . AR . USRI . N . FRBRE . TR AN i
s 86 Bl EEIA AR 53%, Hirh 21% BUBRHE CR, 77% MIBEBRia s m 7,
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I I B 0 TR 0N

i {FA] T, AT LRSIl e =~ TEA 751 B LR
N, Ml (2A 25iiF#E) ! (2B 2KiF48) ™
"R Fiy 3 A1) R BT
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a. 2019 4F 2 H, FDA HtifEmrrisA ek oo KU T 24 (0 3008 - R 52 2 DI Bk 2R 35 (0 4 B AT
I I o 2 5 TR T4 I PRAFF9¥ KEYNOTE-054 % . % Fg 4 A58 4 Ik i T4 i
H (WIEMA, MB, MCHKEGERER 1~3 NLULMC KRR 4 1), SRR 52R
FIAELE, MAECRER PASTAEG YT 1 ERE B B K B R LR K A7) (recurrence-free survival,
RFS ). WAL AL 1 4F RES RN 75.4%, ZRFNA N 61%, ToBE LXK 43%.

b. 2017 4 12 A, [ FDA #tifi PD-1 #0598 R AJC b /E m MB. TMC = IV 58 2V BR 1
B I BB 2R B RS IR BINAYT , %R SE T CheckMate 238 MUMIRAEHLY IEIKE 27 %
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WX LA 840 (3mg/kg) 5 ipilimumab (10mg/kg) 7EMB. MC. IV & 28 %
BIAR G BIIETY, 12 4 H BY RES 53518 70.5% 1 60.8%, 36 1~ H 1 RFS Z43 %1k 58% Fil
45%, AN H IR S 2 BB T KU % ipilimumab 2 FF% 35% (HR: 0.65, P <0.001); &
Mlc iR, 4% BRAF SLPDIRAS . PD-L1 £IK VA EE, WES TR AL Ry g m A 17
ik MARFICHGIAL 3~4 G AE B4R 14.4%.

. 2015 4E 10 H 2 [# FDA #tt # ipilimumab 1T 11399 28 0 25080 AR5 19 B BA 7 - % I BE
HLXT IS (NCT00636168) 24 A MHA J it B E i st & VIR ARG B, BN
ipilimumab 21 F1Z2 B 741, ipilimumab 41 5 4F [ 0 R &A1 R 2 40.8%, ZERIFI 42 30.3%.
ipilimumab 41 5 4£f) OS K 65.4%, LREFIHE 54.4%, WHHMHrE R, ipilimumab 2 7] g 3
TR R R LT . KB ESU N R AT IR A AR (RS T30 A FIB #) 5ok T 3 4tk
UL 2z 2 M C R R AEMTE . {H ipilimumab 2 3~4 2% irAE (1) & /1 R 2 41.6%, 28
FIH I 2.7%. 2019 4F E1609 AIF5E 45 K20 ipilimumab 3mg/kg 20 7EHBIIEYT H OS Mt T4
%, [T 10mg/ke FIEAEERIVER], 2019 4F NCCN JE AR A A GG 7 5 % .

. KEYNOTE-006 W58 42— M), JFi, £roise ), S iR Bk 4t 5 ipilimumab
TBITREAEARAE3Z 2o ipilimumab JEYT RS AT UIRR M s IV IR AR ITRL. —Zng s,
A ) 2R BAHT 20 4 4F ORR 53k 47%, &5 T ipilimumab 20, 0 {8 F) 2k 2L 504 1L ipilimumab
ARRFA Y OS 3Rz, 2019 4F AACR AFSATIY S AFMEI S S WoR, 2 iR IrEN
— AT, AT A Bk A4 4 A ipilimumab 40 59 7 OS 435 K 38.7 S A vs. 17.1 4
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(HR: 0.73), PFS 435 11.6 ™A HI3.7 4 (HR: 0.54), FEM AR P42 32 0 R 2R s 40
ipilimumab JEIT I A 38.7% Fl 31.0% MY EAIRAETG, i —4IaT AR, #
AR BR BT AT ipilimumab 1697 Y E 43I 43.2% Fil 33.0% HYEFEAAENG . TE5EK 2 4F
MR ER PTIAI TR R (18.5% ) FIHUAE CR (TGIBEA58N 2 4AY7) M b, Jridkwy
Fra: SERL 2 AEMATE A ER BAHOIAIT AR, 78.3% AR BRSO HERE , 93.8% 7E 3 4EBHTINAT)
6 BUS CR W, KEH (85%~86% ) TEf524)5 2 Al A#EE ., KEYNOTE-001 j&—Ii
KITFHARZE . 2 i 1B WG RRTSE (', 2014 4F 9 A FDA J THZI5HF 54t v b e 1)
BRBASF T 0 BB (0 ZIRIE YT . IZITSEAN 655 Wi e BE A B M R, 75% R
A2 o HAbYAYTY , 424 ipilimumab, HAYARIZEE . 2018 4F ASCO K4: I- KEYNOTE-001
W T S AR, BRI 34%, BRI PES Jy 5.6 H , ALt E 2.8 0 H |
SUNTE 5 4F OS %08 34%, W12 54F OS o0 41%, B IRIESE T PD-1 Huiinyr Bk B
FR IR

. CheckMate 066 B 7% J&=— T EALNE MIAHFFE . FDA F 2015 4EIETIZHF 8ttt T 9 2R It 8

PL—ZIBIT BRAF V600 B HE RN Y)Y Br sl 5 A5k 2R (1 298 . 2019 4F CheckMate 066 B4 T
3AEREVIRE 7Y, 1E BRAF V600 BF A BN (0 20 P, SIAREURMILL, A0k F) s
LI R 3 4 OS # K PFS ., GNAILHPIAIREY) 38.4 A, A REEARKD 38.5 TH .,
RAFT BB OS K 37.5 4 H, A REBEN11240H (HR: 0.46; 95%CI: 0.36~0.59;
P <0.001), R LB AGE-RERA R 3 4 0S 55k 51.2% F1 21.6%; H {7 PFS 435



5.1 A HF2240H (HR: 0425 95% CI: 0.33~0.53; P <0.001); 3 4E PFS %51% 32.2%
H12.9%., WA G BAF L B A RCE 42.9%, W E T Ti5 - REWEL] 14.4%. CheckMate 067
RO BEFLICE TS ), ALL01ih BRAF V600 BRI BRAF V600 5875 Rt ]
BAFEIE, 945 BIEHEh 3 4. gIalAI U BRI & ipilimumab ZH . 40 3F]JE HAHT B2 40 R
ipilimumab H.2452H . 2019 4F ESMO K230 T Bl; 5 AE TR R AR, A4 . galARJt st
28 Al ipilimumab 21 1 5 4F OS 435 9 52%., 44% Fl 26%, BES AP AL OS Rk H], 44
RAIC BT AN ipilimumab ZH A9 mOS 43914 36.9 4~ H . 19.9 4~ H; 5 4F PFS X550 36% .
29% F1 8%, mPFS 350 11,54 H . 6.9 40 H . 2.9 A, BeA4LH ORR Ky 58%, YAl LA
YUY ORR N 45%.,

. CheckMate 069 BF5¢ & —IUUUE REHL T A5 1", FERRTERIESZIGIT (WG) BRIl
R RO R E T, XTI R AL ipilimumab 5 ipilimumab #.245 T —4k3G
SPITPROM e 4, G5B IR, BRAF V600 B7 A TR 30 SR A0, 25080, B 4L BUAS: T W 5 1 ORR
(61%, n=44/72), 5HZ54 (ORR = 11%, n=4/37) HIILEAGIH%EBEELRE (P <0.001),
EEXT BRAF V600 5728 RIS (A R0, kA 7 B WARIFHIIZE R, 7 PFS B EMERK (P13 PFS:
8.5 M H vs. 271, SGi i R EIE T XU AR 60%. FDA K& TZ 5T T 2015 4F 10 it
HET AR AR ipilimumab —£RIRYT BRAF V600 B A5 RURGHA MA (6 90 i3 .

. KEYNOTE-002 & —ii 1 ALY B 1 2 40 A 540 4 ipilimumab 1477 1 () 28 (4 208
B, BENLEZ AR BAPTIATTY (2me/kg 5% 10mg/kg q3w ) By, =41 6 4~ H Y PFS &4y
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WIN 34%., 38% N 16%; AHELARST, PHANFRIE4 B MR Bk s r 24 25 s PFS (2mg/ke 41
HR # 0.57; 10mg/kg 4 HR 7 0.50), =ZH{; OS Afla) 4502 13.4 A~ H . 147 A~ H A 11.0 4
A, 2 FEFERNE 36%., 38% M1 30%. AAh, TiCZuiieszid 0~1 Wik > 2 IKIif)T, =&
A NN, DL PD-L1 Rik/KF, e 1 OS Z1—34. ChectMate-037 J&—IRFHL
SRR FERORRZE R AT ), 9252 53 ipilimumab 1 / 5% BRAF ) 303457 (14 16 1) 22 2, 26080
B 405 B, 20 1 BENLAR I, A3 2 N R (272 6)) kT (133 4), 4551
AP ORR 4331 31.7% ., 10.6%, AL T T R H A9 DoR FNHE I ()2 M H L

. T KEYNOTE-151 #F5%, WATFIEEHA4 T 2018 45 7 H 25 H 3k NMPA #tfE =N Ei,

TARTT YIRS RSB (0 R —ZAYT . TSN RIS 1, R0 A 103 it B (0 %
B, B TR RS (2me/ke, q3w) JRYT 35K (24F) NE EMSERIERE, WFE
PETCHE 2, BURE [ IFEE e 1. 241 ORR 9 16.7%, i CR 1], PR 16 f], 22 {4
(21.6% ) BFH FFEWiFEE . DCR K 38.2%, Mo BRI WALE F 1 ORR 2 15.8%, FhIEE
5 13.3%, BRAF V6005575 3 1 ORR 2 15.0%., TERCHRRIERT, AR 1y F A DoR Jy 8.4
AH ;5 561 (65.6%) % DoR = 64H . i PFS 2.8 N H ;5 Wil 6 4~ H PFS R4 20.4%,
124~ H PFS #5 11.9%, {7 OS Jy 12.1 N5 Tttt 6 4~ H OS %4 75.7%, 121~ OS %
9 50.6%.

i. T CT4WF5E, FRms H Pt T 2018 45 12 A 17 H 3K NMPA #LAEEE N Eri. %Rt &%

TR 4 B RGAIT R AT L) R BV (3R B, e R 21 — 2%



JRIF Y ORR Ny 17.3% (22/127). DCR K 57.5% (73/127), 18 4~ A ) OS N 52.9%., Ik viig 2B
OFRIFA TR R 14.0%, AR R B2 kB0 200 R AR08 31.3%. X IR 5 244 7 i 28
{03452 PD-1 HAHTARCRAR T HRSE B35 e R B 3 A RCR
. TR xR 2R R L AT R I, 1T MG B SR R O ) R R 2R
FH1Z PD-1 MHIFNAYY, BURBUARCE RN 11.5%, —IERSEFF MM 7 7 B
LI RBESE 7, 253 T PD-1 40K (9 EAP 5 H LUK Z 5006 RBFSE, f045 NCT02083484
NCT01295827. NCT01295827. NCT01927419, NCT01024231 LA & NCT01721746, 44 A 35
BN 2R, 25 B R ORI . IBE AT o, Rl B (0 R He52 PD-1 ilRlaTT
ORR # 33%, [aR&5HRIRIR, WK 825 Moo 8 €0 32088 15 SV B 28 € 3R 9 1 R IR 5 Bl IR
IR PR SR, YT B RAEAR G RAF 5T HEA T
- T H AT IR A 0 R R 0 2R 1 R G W LA BAR TR, CE R SR L R A S R
AJCC JZJRFBEFRF M, TRYT RN 2 I Rz ik R, 3R
. R EEROA W AR EFRE R (5 22.6%), GIGEK B/ B, Ok, &/
L EWBHLE . AFHIE . WARIESEERACRIE M RO R . H AR (2R 1 TNM 2 7
I, SREERRUE (B B B ) A FRINDEE R E 0T S 2% AICC 4y
W B, AT AERERIE A TR AL A0 TR T, Ik a5 55
M, bR R IV, BB AR AT A 5 TR BORE, HESE L,
o MEE KR, RgWEMBNaYT. Bt H PD-1 Sy Rpeinyr fE R IR O 3R A 20R
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fi%, B EH AT A R BRI A B A7 32 B R84 B PD-1 BB LR KT
TR RS EAESEAT . X AR AU 14 Jr s e B S A e A 1 B A4 3898, PD-1 SRR G
BT 5 7 8 AT AR T A RS R BRI A B e — 2R T R R R 3R 1 B
HRERRFE R 1Y, AL 33 GRS 13 RGO AT AW B (0 R . WIR
FAAEGE ) 3+3 0 G 3 0, TGSl B BERE A2 4 2 ) — IR 1. 3mg/kg i 2 A1) BAf0 5 Fioma 4 LA
Je BT e Smg bid 1R ; ORR 4 48.3%, DCR % 86.2%, mPFSIEKE 7.5 H, mOS KikF],
MK AE ATTHAZ .

. KEYNOTE-151 B3¢ 244 A 103 {5 i [ 16 ) 28 ¢, 26030 0 2 1, 25 T A 1R Bk 24T (2mg/kg,

Q3w) IRIT 3S AW (24F) SEEMRIZERIEIE, sEEETCIL 2, SURE / IFRE e i
1. 421 ORR K 16.7%, Bl %% B % (14.6% ) ) ORR K 13.4%, CT4 W58 % 40
TR R BT LR v R B R IR A AR, SR A ORR S 17.3% (22/127),
DCR 5 57.5% (73/127), Fh M6 24 (0 2508 1A 0% 0, DCR 4 40.9%, {HZAE 1 i R F
FE T R B R BB TIR YT AT AR B R 0 R R R XTI O B s 2 R €0 R
% PD-1 FAPUAH R E T R AR, — IR X i [ 28 6 28 FR 3 00 [l Jasi vk e
BN 17 BIMREZI T 9 BRI G SRR E 2 T PD-1HIRIAYT, MR IA AR
N 11.5%, —TRR 3 BT T 7 DR EIR DTS 7, 2387 PD-1 B EAP
T LR 20006 RIFSE, f23E NCT02083484 . NCT01295827. NCT01295827, NCT01927419,
NCT01024231, LAK NCT01721746, —ILWAT 35 BIEEIHR AR, 25 BsmB .



JEE A3 AT 45 R R, BB G R HEZ PD-1 SBUIRYT AR N 23%. BR3E Iy — Tl i 43
B ), 253 KEYNOTE-001, 002, 006 = K5 1567 i) B (0, 98 f 2, Lo 84 {9l & oL
(e A2 M AR SO PTIATY, ORR N 19%, i % F K 281 ipilimumab 3677 & A 80K
H 22%.
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(cHL) @ (1A 255EH) b (1A 285iFH) © Mg (2A i) d
R lE7 AR 2R 2T
(1A Z0FHE) © (1A Fr9) £
B A ZR BT
(1A ZKiEHE) 8

JEUR\FE B 4k AT R BT

ELR (PMBCL) b i (1A 255F#H) b

[ %)

a. EAT&IKESE (Hodgkin’s lymphoma, HL ) 352 MR FISE T bk AN =R RIS, H
i, MR ZE A A LR (classical Hodgkin lymphoma, cHL ) A HL ## WAL Z1 4285, 24
di A HL (9 90%. BFE 7R, 9112 cHL JL-F- ¥ al kil 2] 9p24.1 S, 46 2R (5% ),
PD-L1/PD-L2 f 4% DUE N (58% ) s B4 (36%) ', KT 9p24.1 fY &5 4 R k25 Al PD-1 it
TRIGZIRHENN, PD-1/PD-L1 W T cHL AYAERIAYFHEpER .

g
%
®
A
i3
#
b3
2
=




b. ORIENT-1 #55 o, (S A AHIAITE % | MR cHL 9 ORR £k 80.4%, 224k pLig

c.

FETHCRFFE, 2018 4F 12 7] NMPA #UE(F R BP0 TURTTHER MRk =2 M UL FIRTT IR B R
f¥) cHL,

I #] CheckMate 039 AIF 5% ¥l 1T 4% &% B JU BB 6 97 23 B &2 % / XEVA M HL [ A 2% 41
( brentuximab vedotin, BV ) Fl H &+ 4 fid # A ( autologous stem-cell transplantation, ASCT )
BTG E KR ] TR, 455 R DCR 53k 100%, ' ORR 7 87%, CR EH 17% ',

JEERZ s . BRI IR 1T CheckMate 205 BFFTdE— A 1FAG T 4N al R AP AR PRI 74k . 1%
WA LG REHRIA IY B P 1 T-41 RS HE (autologous hematopoietic cell transplantation, auto-

HCT) RWERE K / MEiGPE cHL 3%, 7ErPOiBEYs 18 A I, U5F 40% BERFLMZ; &
& ORR 7 69%, #5BAFIHY ORR H 65%~73%; AKH) DoR K 16.6 ™~ H, H{ii PFS g 14.7 4>
His BHETZIEREE, R 7% KRE PRI DS AE M iia)7 . 2T CheckMate 039 Al
CheckMate 205 5% B FAZIHFST A4 L0 B 35085, FDA T 2016 4F 5 H #LHEGN AL s b H -+
TRYT B B AR HSCT Y7 /5 A BV HBLGmIE Y cHL B .

M AR5 5 10— 0 B R BRI A M P AT R B A BR AT 23R T A %/ METRTE cHL
mg L/ MRRAFR g R R 7R, ZERRAEARAE A PD-1 #lA B v, B0G M CR &k
T1% (FRZG2: 32%), 6 D B9 SR 52 R 100% (FRZ524: 76% ); TEREAEAE I PD-1
MR B E T, BA 20 CR. PR EHIH 28% 1 24% ),

fE 2018 4746 11 A Sk EPRIFT 2 1, )38 T 2 FREFIERAHTIATT R/R cHL A 1T ]

g
%)
b3
A
[
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)
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WFSEME . 455E 7R, ORR 217 84.8%, CR %1k 30.3%, H#E N MEIE #2019
S A, TR, NMPA HUMEREFIZR RS T2 & / dEatE cHL ) =Z3877 .

f. 2l FFchE 1B W KEYNOTE-013 858 FAlk 1 AR BR S 76 &2 % / MESR P cHL i3
B ERA R . EIFFEHHEE T 31 2424 BV IRIP R, WA R AHTIGIT S ORR 1A
58%, W PFS i 11.4 A, 6 A~ H M1 12 4~ A 1 PFS K40l 2l 66% 1 48%; 4 OS i A&
EBE], 6 AR 12 AR OS FAM1 100% F187% 7. ZJ5, KEYNOTE-087 W5t (MU II
M) AT 210 B K /AT cHL B, 258 B8, ORR A3k 69%, 9 A 1Y OS A
PFS 3Bk %] 97.5% F1 63.4% *, 2016 4F 4 7, FT Y40 IE/EHEF T KEYNOTE-013 W3¢l
KEYNOTE-087 BF52 445, FDA 5 WA Bk R TIE YT 5 & / METGPE cHL (28 m M 25 ) ¢
#. 2017 453 A, T KEYNOTE-087 BF5E 1 I 2 5 F N 24 RS2 W 8icd . FDA HHbif 1F 2k
PP TGRS =2 R A IR R 2 R AL cHL, SR, AE A —I0 SR I R
5%, KEYNOTE-087 JLikIESEA R FILAE R & / MEVATE cHL 3 h R T35 5. 2018 4F,
Keeping SR8 T MATEFI R P05 (4 GhRiEy 7 ik Z R LA, JRoR T AR B b feih 7
2% | MERYE cHL J7m R HVER .

T T0ARE  ZHuay T BGB-A317-203 B4, 2019 4F 12 H, NMPA HEifiEE: 55 FI Bk 2Adi
HFiRI7 20 %08 LR AP IR K sAYE cHL. st R EoR, 1 9.8 MAMIZ A,
ORR Jy 87.1%, Frft CR %% 62.9% ",

h. JFEZH 4 M EIE (non-Hodgkin lymphoma, NHL ) 73R Z, FEEALTE B Ak ERE (B-cell

B CESERECRREDL # / RERD
(0je]




lymphoma, BCL) A1 T ZUMEikEI8 ( T-cell lymphoma, TCL ), AN#BEEXF ICIs BUBAY 5
FEE; (/D88 NHL 28745 01 9p24.1 sstf& P2, i3 PD-L1 #1 PD-L2 ik, 5 &R\
K B MR R ( primary mediastinal large B-cell lymphoma, PMBCL ) H 5142 5 cHL 251l
HIZH LU FIAEFARE , JE AR 9p24.1 Yo (P ASRe)

i. KEYNOTE-170 #fF75 UFSE 1 MR Bk s pit BE A 3 32 1l s AL 697 I R & / MEYAPE PMBCL 3%
WG RA R B gE A2 S3 AT, TP OiBETT 9.7 B, ORR Ry 45%; 7 24 HlXHAEYT
AR EFE T, AL DoR M ARIBE (1.1~19.2+ A H), S % W L% i Fh A7 DoR 2y 2.8 4>
A (21~851H); “4tkhim, B AE fls s (ko R R By0EIT LR 800000 15%., 8%.
2018 4F 6 H, %+ KEYNOTE-170 #5819 %4%, FDA HEEma A 2R A5 FI1E97 k1A v ok Bk
TER MU YT ERIATT IR & & () PMBCL 7,

SE

[ 1] ROEMER MG, ADVANI RH, LIGON AH, et al. PD-L1 and PD-L2 genetic alterations define classical
Hodgkin lymphoma and predict outcome. J Clin Oncol, 2016, 34 (23): 2690-2697.
[2] SHIY, SU H, SONG Y, et al. Safety and activity of sintilimab in patients with relapsed or refractory

g
%)
b3
A
[
ik
)
3@7

classical Hodgkin lymphoma (ORIENT-1): a multicentre, single-arm, phase 2 trial. Lancet Haema-




z
£
%
&
#
#
o
2
&

tol, 2019, 6 (1): el12-e19.

[3 ] ANSELL SM, LESOKHIN AM, BORRELLO 1, et al. PD-1 blockade with nivolumab in relapsed or
refractory Hodgkin’s lymphoma. N Engl J Med, 2015, 372 (4): 311-319.

[4 ] ARMAND P, ENGERT A, YOUNES A, et al. Nivolumab for relapsed/refractory classic Hodgkin
Lymphoma after failure of autologous hematopoietic cell transplantation: extended follow-up of the
multicohort single-arm phase Il CheckMate 205 Trial. J Clin Oncol, 2018, 36 (14): 1428-1439.

[5] NIE J, WANG C, LIU Y, et al. Addition of low-dose decitabine to anti-Pd-1 antibody camrelizumab in
relapsed/refractory classical Hodgkin lymphoma. J Clin Oncol, 2019, 37 (17): 1479-1489.

[6] SONG Y, WU J, CHEN X, et al. A single-arm, multicenter, phase 2 study of camrelizumab in relapsed
or refractory classical Hodgkin lymphoma. Clin Cancer Res, 2019, 25 (24): 7363-7369.

[7] ARMAND P, SHIPP MA, RIBRAG V, et al. Programmed death-1 blockade with pembroli-
zumab in patients with classical Hodgkin Lymphoma after brentuximab vedotin failure. J Clin
Oncol, 2016, 34 (31): 3733-3739.

[8 ] CHEN R, ZINZANI PL, FANALE MA, et al. Phase I study of the efficacy and safety of pembroli-
zumab for relapsed/refractory classic Hodgkin Lymphoma. J Clin Oncol, 2017, 35 (19): 2125-2132.

[9 ] KEEPING S, WU E, CHAN K, et al. Pembrolizumab versus the standard of care for relapsed and
refractory classical Hodgkin’s lymphoma progressing after brentuximab vedotin: an indirect treatment
comparison. Expert Rev Hematol, 2018, 11 (6): 503-511.



[10]

1]

SONG Y, GAO Q, ZHANG H, et al. Treatment of relapsed or refractory classical Hodgkin lym-
phoma with the anti-PD-1, tislelizumab: results of a phase 2, single-arm, multicenter study. Leuke-
mia, 2020, 34 (2): 533-542.

GREEN MR, MONTI S, RODIG SJ, et al. Integrative analysis reveals selective 9p24. 1 amplifica-
tion, increased PD-1 ligand expression, and further induction via JAK2 in nodular sclerosing Hodg-
kin lymphoma and primary mediastinal large B-cell lymphoma. Blood, 2010, 116 (17): 3268-3277.
FDA approves pembrolizumab for treatment of relapsed or refractory PMBCL. https: //
www. fda. gov/Drugs/InformationOnDrugs/ApprovedDrugs/ucm610670. htm [Z]

=
%)
b3
A
[
3
ik
)
B







175, EiE (EEe=E)




FERSPE B K avelumab (2A KAEHE) P WARERIZRET (24 i) ©

B /R A PUERFPLAFL (2B S0 4
Bk cemiplimab ( 24 35iiF4i) © DPRIEREL (3 i) ©
PURFLHGT (3 20FH) |
(%]

a. BRVTR A S — A R TR A 2 P 4 R, LB trabecular carcinoma, AEEZFEWL, 7E3EE A
P W IR 2R 2 488 . BRTO/R MM & — PR 2B MAR B i , TR 22, 5 4F OS
2R < 20%. NCCN F5 M FE R SR o R 4 — 2 % avelumab . WA R bk gh iR L
g2

b. avelumab f2—# PD-L1 Ho41, T 2017 4 3 H 345 FDA it T —4aayr A f 12 2 UL
BB RN . X2 IRAE SR T — T4 S JAVELIN Merkel 200 (WU | ZH00 1
I RS . BT SR A 88 {37 B 1k R v /R 4 i F8 %, 25 7R : ORR 2K 33%, CR
BE N 11%, PR EH N 22%, 86% M EHEZMEIE > 6 4~ H; 14E(% PFS Al 0S F4 4k
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c. 2018 4F 12 /] 19 H, FDA it i A2k B4t H FIRY7 R 5 & W sl 5 R 1 3R v /R 2 e
i, MRRAE ST KEYNOTE-017 5%, 15T —T 2l . AERGHL . FFchRZE Y T
PRIES, EGIAT 50 B K 1 R R e T sl A B M R s R AU IR R, 14% (n=7) AE
K SRR R T R AN, 86% (n = 43) N AbFE RS BRSO IR A0S 255 SR AR 2R B bt
ZH1% ORR 2 56%, CRHFH i 24%, ARZEEET, 96% RIZRH >6 ~H, 54% N2t
> 12 H 5 IATRIER BT ZH 2 4F PFS %K 48.3%, mPFS K 16.8 M, B TR B4, 2 4F
0S %K 68.7%, mOS KikF| . —wL s JEXTIA TIWIBFFAA T 26 {51052k 52 R 40
FEVNG R, —RIEZINERIERADUETT, ORR 4 56%, 6 1 H K PFS FHN 67%; 15% M
FHRET 3~4 G2k AED

d. CheckMate 358 j&—JidE bt . ZBAFI . FFbRicry T/ THIIGIRIFGE, Z0FoE w045 548
AN O R ST R AN A Ak, IR VR AR R ER T ORR O 64% ©,

e. B BRI OR T RIS A MO 0 58 o WL IRARE , 95% MR T LGE i FARUIBR A BA M, XF
TOBER TR R L TR B, PD-1 ST BB VA T 6 3%, 2018 4E 9 H 29 H,
cemiplimab 3K FDA it Fil F—2& 167 i 301 =5 S5y a7 e Je ik W B3 %) B2 iR 89 o cemiplimab J&—
Pl SR AT PD-1 B, — I rputs T W1 RAF T AT 26 1 Bz Jik g i 3, o 15 43
(58% ) REAA%E%Z i BRE4ATT, ORR 2N 50%, DCR Jg 65%, i miltia) 2.3 A~ H . R I
WG RAFFEEE N2 59 153, ORR & 47%, DCR K 61%, iz miisfE 1.9, Hrp e
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B 1 Se&iafr BT BiTMHindE (IRECIST )

ST SOFNIRE (RECIST) (B%)
RIEATT SRR UM IRE (IRECIST?)
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JktiliaE SR ([ RECISTL.1)
FEL A = 10mm (WRELSS = 15mm ) ([A] RECISTI.1)
R/NEER
LM AL B 5 N RLE, B AR E R 2 AL (R RECISTL.L)
B PR
ekl =55 LiCR #1iUPD
Bk ST AL R A BN 5 A (AT AL 2 4), TEABERLRM (sum of
diameter, SoD ), {HATFAZELZL SoD
S R A A e 2R A T A A (3 R R AN T )
iCR A sknsZe (6] RECISTI.1 X CR 5 X)
iPR kL SoD 4i/NREE = 30% ([7] RECISTI.1 % PR & %)
iSD ARIEF] iUPD, WAk iPR A3 (R RECIST1.1 Xt SD % %)
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ALK anaplastic lymphoma kinase i) 225 P e 2L it
ASCO American Society of Clinical Oncology & EIIf R 22 25
ASCT autologous stem-cell transplantation A AT 4 s te
Auto-HCT  autologous hematopoietic cell transplantation A A3 i T2 A Al
BV brentuximab vedotin N

BCL B-cell lymphoma B #fi bk e

ccRCC clear cell renal cell carcinoma 5375 HH 4 i3

cHL classical Hodgkin lymphoma 2 RS A LI
CPS combined positive score ZRA PRIy

CR complete response TEAREGESH

CSCO Chinese Society of Clinical Oncology Hh I PR s 2 2
DCR disease control rate PR ] 4
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DFS disease-free survival JoR A A
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DoR
EBV
EFS
EGFR
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FDA
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HER-2
HL
HR
IMDC
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deficient mismatch repair

duration of response

Epstein-Barr virus

event-free survival

epidermal growth factor receptor
European Medicines Agency

European Society for Medical Oncology
U.S.Food and Drug Administration
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hepatocellular carcinoma

human epidermal growth factor receptor-2
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hazrd ratio
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immune complete response
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GEE

iPR immune partial response GRSETR I OE

irAE immune-related adverse effect SIEFHOCHIAS R FH A

iRECIST immunotherapy response evaluation criteria in solid S EEIEYT LI FREM b
tumors

irORR immune-related objective response rate IR DI B XS g

irPFS immune-related progression-free survival GBI T s 1 e AR A7 1

iSD immune stable disease BPEBIRTEE

iUPD immune unconfirmed progression SRR

ITT intent-to-treat HERT

KPS karnofsky rerformance score A TS RS

MPR major pathological response R AR G

MSI-H microsatellite instability-high EERM D EARE

MSKCC Memorial Sloan Kettering Cancer Center 20 IR - BRI AE 0

NCCN National Comprehensive Cancer Network 5 [ [ ST L5 A E M 4

i}
X

NHL non-Hodgkin lymphoma A AT itk T
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SR

NMPA
NSCLC
ORR
0S
pCR
PD-1
PD-L1
PFS
PMBCL
PR
QOL
RCC
RCCEP

RCT

National Medical Products Administration
non-small cell lung cancer

objective response rate

overall survival

pathological complete response
programmed cell death protein-1
programmed cell death ligand-1
progression-free survival

primary mediastinal large B-cell lymphoma
partial response

quality of life

renal cell carcinoma

reactive cutaneous capillary endothelial proliferation

randomized controlled trial
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GEE

RECIST response evaluation criteria in solid tumors SRR (RS RBEAN BR v

SAE severe adverse effect JEEAN R

SCLC small cell lung cancer J N i

SoD sum of diameter HAER AN

TCL T-cell lymphoma T 2 bk EL R

TGR tumor growth rate i £ A R

TIL tumor infiltrating lymphocyte i T VR 4

TKI tyrosine kinase inhibitor it S BRI 11 59

TMB tumor mutation burden i Ied 5= AR A7 A

TNBC triple negative breast cancer = IAPEFLR

TPS tumor proportion score Jiekge BRI L 3] 43

TRAE treatment-related adverse event TRITHE A R FH4:

TTP time to progression Est Uil

TTR time to deterioration BB ]
g WCLC World Congress of Lung Cancer PR 2




