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— A, FIRF MR EREAF AN TATHI ) F 1R ILFRE G257 kK P
B #4014 6 KA. £, FLR )T, ek, ERGMFFE —KeFHH L
FEFl, RAKRBUHHE - ANATERELEA TRGHARARE.
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AR, AT ANTHELEGRELE, PECFHBELHBZELEKTY, Sk
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# mRNA Z4-, @it F7 mRNA &k, RLRIEHFAR. 225088 LEEER"
(ASO). »F# RNA (siRNA). s RNA (miRNA) % %%,

- Fh: AR — R TS, BiLEF R R AT LA R A8 EAE A MIBE N EG
JRZ B R AW, Mimiflds ek 8 T e e BR.

TCR-T @miesisk: 3 Tale kAR TARMAT miessik, AMERTREK, H4HFF0iR
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R ERPIE LR, AR I LE AT B b A B 09 4 IK-MHC B 6448 23K 43 316 2545 If 78 4m
FLEGRE ST o
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PROTAC: & %&a l‘%ﬁi’%éf’:/-\ , BILE AR R T AR, eAtka, 7%
—int 4 E3 2 RN, 550 7]"]’ gz xR, FAAEE ﬂ‘iﬁﬁié “EI B ARG
89 4 T R

AR 15 AT 5800 R EEIR R KR A4 245 55005 DNA 4 2, MEiH AN R
M DNA 15 ZAuE], A E I3 DNA 52 2 54 AR, afEdaibhEALR.
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1. PD-1/CTLA-4/VEGF =% R4 ad bl o 55

1.1 EREROER: URIRA MNFhSREkE

EE TS W EXRANFBLEET (Immuno-Oncology,l0) X%, ZMELEFA=XH
M (WBERBCER, REFELX):

F— WK B & BIE R Gt AT ERTAYB I A IR A2 AUKIE T 4 I B AR AL BRILTT 2.
CHEBHFRAEY R, REARRE, SohIREAR 54 LB Az ki, ¥ 22 kmie
FHRIGHA R EA TG WIERTRRY 27 LEHTRNR, B HRER, ML T
Y I8 20 e A KR A S TARIR, AR R R ATIRAN LA A F 6 FTwmie, M BHRER T
D AR RBAF SR BPIEAR XBUR, B S X, M AUR A IR R SRR B B 0 I 69 A% s
(ER

B = WARE G B R G T RSB AR5 £ 20BN A Al Bk SR
& DB A R ADARIIY G 69 5 — BB &, EHITBRRTHAIERME A Flde, NK
TR B F LR BURM, FRAT R A RAT; EAm— | AR AR AR
Mg e, 5B —7@miZhtaut TNF-o SFamiesit B, BB mIe. QiE ik ik
RIRGIT B 69 £ 27 X, #lde, CO8 @itk T ke i (CTL) T 45325 b 73 40
fo &m0 BB AR-MHCLE 5 F 2 64, — 7 @@ B F LA BEss A8 A1 08 m e,
5 — 7 @ & A 8 Fas/FasL 12 5@ %5 5P 78 ta e B o

=, WEaEeTRBLERKOAE? MWHB B LENE LS4, ThRHHmRE:
RRIRA R 250 i h]. BT ERE. BBBIRRER. Hlde, IWIEmIRTEL
AR RE. AMBEARE, TRAXSEEMHC-1 %4 F6) &k, MBS IR G CD8'T
WALt 2, MRBMILETBIFF LRALEEEEST, R T @iee)Eis 51145
A, A 9% PD-1/PD-L1 i@ % iF 3 m it & & 38 PD-L1, 5 T itk d g PD-1 454,
iR s S, ST @mieiesd. %4, ssh, CTLA-4. LAG-3. TIM-3. TIGIT & 34t
HE LA EE A

B 1: Mg g kg 4n X145 5@ %

a b
e
€ PD-1 =
. g APC
Tumor Cell - E P >
B () 2
TS\ ® coeo__
v ¢ PDL1— v 6
— &PHZ el - -
v | POA— A - . CTLAL—
RAF Jak PK -
An-PO-1PD-LY ¥ & 1% o + w Anti-CTLA4 e T
Ansbody YOEE) | FrKAR

T-Cell ex ot T-Cell ) : :
3! o s Affects cytoidne  T-cel survival

STA r’oR signaling and peoliferation
ERK) STAT) M

Affects éy\okme' Tcell survival
signaling § and proliferation
i

mune
response
c d e f
TGF-B IL-10 Stimuli
TGFBR IL-10R w .
- v e
SMAD2 p -Suppression of cylokines IFN-y, TNF-a. T2 | Tyk2
“Inhibition of cytotoxic molecules (perforn, granzyme), JAKI Ik p cBGAS ~ STING
SMADI @  NK (Natural Killer) Cells JAK1 e
-Reduced cylotoxicity and target recognition. } |
-Decreased expression of actvating receptor NKG20 TBKY -
s Helper T-cetis (CD4+ T-cels) B STAT3 STAT3 KB ';‘"‘"’"ﬂ:"”];:""‘""""““‘f“‘ .
oD St rom T o Treg iterentatn T o v o
. -Reduction in inflammatory/cytotoxic subsets. . RF3 B
SMAD3-p Regulstory T-cells (Tregs) } ~Secretion of immunosuppressive cytokines
-TGF-f promotes Treg differentiation. T peemae .
-Tregs secrets TGF-5, renforcing IMMUNOSUPPIESSICN.  a===wa_ % o0 o S . | emmee,
,,,,,,,,, b i pes o s S ] # BTBKIPIRFS S
& » Induces End d cylokines -Production of type | interferons
""’"‘” ’:::’g“‘":“ of genes that mhibat Enhanced regulatory T-cells ~Production of pro-nflammatory cytokines
of genes ; immune responses -Enhanced suppression of natural killer cells
immune responses

AAHF M [1] Tufail M, Jiang C H, Li N .Immune evasion in cancer: mechanisms and cutting-edge therapeutic
approaches|J].Signal Transduction & Targeted Therapy, 2025, 10(1), PubMed, {5 i X#F 4 F &
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1.2 PD-1/PD-L1 5 CTLA-4: $13% B R E 8 & = i i 4 )

A LR E], e B BRI R R LR A T RIH L — N B RIR A B Z AT,
RAVEPAFI G LR ot d b REAE SHA = %%%% Bt & iR iB it $ A
M RBEEZAGBAE TR, LRARE ERMNE LI RRRITIRH N X5 TESL,
o %A B A7 A R4 X — R R AR TR SR B R R E ST AW

%L EapHF (Immune Checkpoint Inhibitor,ICl) 2 — i id #p4) o g 465 S5,

W AR & S 9k 4m RLAR R Fa A% RF 98 20 AL GG RE Ty, I 38 38 o SR B S gE L B R 49 2540 o
K& a4E CTLA-4 45 PD-1/PD-L1 476 7 A R A3 LAG-3. TIM-3 % 32 & 6937 A
A E SRR ICI 2B ANIE R A R AR 9B 95 7T %, H4de CAR-T 4 e J7 i
MG mALE 7 EE 3 AL ICl 69l RERBEAENEE ZCH .

B2 WEmesTmEeR®LEeE LRAEME

B7-1
CD80

CD80 B7-H1 BZHS Neeétin-2
B7-2 4-1BBL CD27L P VISTA Negtin-3
B7-2 PD-L1 f ale*—g lel'
CD86 (pge B7H2 A MK 1" Kll

B7-1

PD-L2
v cD27 M Tim-3
o A1BB LAG-3 A A
cD28 i I 1
CTLA-4 l g i l l 1 £ i i ! TRuT
i
T cell
—» activate —_— inhibit

FAAER: [2] Wang D R, Wu X L, Sun Y L .Therapeutic targets and biomarkers of tumor immunotherapy: response
versus non-response[J].Signal Transduction & Targeted Therapy, 2022, 7(1), PubMed, {547 XHF L &

PD-1/PD-L1 #p 4] 7l % i 2 3269 4o & £ #I A, 4E A A e T

EFARBEALT: PD-1 2 228 EN T mitkd, PD-L1 2 25% THE ZiE @
%@, % PD-1 5 PD-L1 XA %HLen, 2w T @fitd iz, 26 T
AL e A, Ak R R RS A SRR, EHAURE RS

Bt & tm e 34 PD-1/PD-L1 8%, £REFERE: B miardmieiin KEFTF A
LPDU RABEF AR, HAEe)PD-L1 25T miek@mey PD-1 5714 s, &

o Tl FERAeES, B8O E 54T @t NHEB. KEKRE, RGBT
émﬂ@é’ambjiﬁmaﬁ, 1 T @R kin R KEMB@mE, REMNIE R LE TR R G
BALL F k.

PD-1/PD-L1 ### s iF 48 : PD-1 4l Al 4571256 T miekmey PD-1 55, @y
B EIELE M, [k PD-1 5Rb&mineg PD-L1 £ 4-; PD-L1 395 F) W) 45 310k 25 S0 5
itk &g PD-L1 4-F, RIAfdidds & b3, 2470 PD-L1 5 T sa/e PD-1 69454

PD-1/PD-L1 #p4) 7 i@ it 4 4 rLiy PD-1 5 PD-L1 69 B &4, RARESE, 2509 TwmiE
FAME, WA B IR e 5 X588
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B 3: Taktiws ks (PD-15PD-L144)

Ba: TmerR#E ks (PD-1/PD-L1 F 4l #) FLET)

T cell receptor

T Cell

\ —— Blocking antibody
‘I PD-1

T Cell

T cell receptor

FHFR: [2] Wang DR, Wu X L, Sun Y L .Therapeutic targets and
biomarkers  of tumor immunotherapy:  response  versus
non-response[J].Signal Transduction & Targeted Therapy, 2022,
7(1), PubMed, fz:if FHFL o

FHFR: [2] Wang DR, Wu X L, Sun Y L .Therapeutic targets
and biomarkers of tumor immunotherapy: response versus
non-response[J].Signal Transduction & Targeted Therapy, 2022,

7(1), PubMed, f5:i&iEAKHFL F

CTLA-4 4] 745 A ALkl 5 PD-1/PD-L1 Fp 4] 5] A 7 2 X %)

EFABREAT: CTLA4 2 T ik @megipdl bl 2R, BT LR EGOR Rk, ©
5 T miekmeyi &Rt rszih CD28 Rk, —F¥ iR 2mie (APC) £@mby
CD80/CD86 * fttk, CTLA-4 4k At s ogdphl it fgite &, @idE$ L5 CD80/CD86
44, My CD28 L5 CD80/CD86 #94: 4, iy CD28 /%49 T mieit &1 5, Fat
W T @ ddmeiEs, TRAT @ H. Ml FTok Ry ndhk, AELH S 2Rk
B o

BF B st i@ it CTLA-A ALK B3k . APJE smhe £ 3h4) A CTLA-4 3@ 3%, #3751 69 it 73
WIS, MRBAHCRFL P e KER TR BAX@ER T (o TGF-B) H&hlimam T
mie, H5Aim CTLA4 69 R X 2575, Ra, MRSy AYH® T @ie (Treg) =
V¥ A, 3k — Pk CTLA-4 #4142 5,

CTLAA il M4z wiBsE: CTLAA iR H 46T @ik @ty CTLA4, ik 5 APC Eéd
CD80/CD86 %54, ik CD28 #t £ #7 5 CD80/CD86 4T 44, #£i& T ta e E1L iy & 69 34
BAZ5, ERMBRHEAET miReggEs 510,

B 6: CTLA-4 %5t & Sran &R

B 5: T#mhie CTLA-4., CD28 5 CD80/CD86 £ 4+ &M

D (cytotoxicity (

CTLA4 blockade '/(

744 g : [3] Rowshanravan B, Halliday N, Sansom DM. CTLA-4: a
moving target in immunotherapy[J]. Blood, 2018,131(1), PubMed,

15 B IEFAK o

### K : [3] Rowshanravan B, Halliday N, Sansom DM. CTLA-4: a
moving target in immunotherapy|J]. Blood, 2018,131(1), PubMed,
15 BIERFFL P
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1.3 VEGF: $t3JEfIF 5 E 2B k&ML &

REEEE LRI, BRARER LR B LZALRLENZ SR —, L P B
EHRFTABRRERE LRATHBHEMHEE.

# VEGF E# MBI, 75 B 2 REF B3R I3 % 2R B MR E 0 T2,
HEH Ay, e kl, RTAR @R mIN IR 77 T, FERIBUAREA. BT
&, MAFH ARG g m IR, stmit it A K. 8. SRR RL T I,
N AEKEF OB @R AT sk, T4 VEGF R334 & W k. o
W, B BEE B kA R BRI B4R R S B S, R A R A A IR Eh A
Fo ARRE T b A RE T 87T, &L FHRITRFELE FF, mith
B R 4 A VEGF/VEGFR 4 ¥e &, i@ addpd) e 8 £ k. FELBT AT 8 dofik, 60 AF 78 SH &

B 7: BrEMIRIT et VEGF /677 K%

Inhibition of
angiogenesis

/
stem cell

VEGF-specific

S antibody IGF1R-specific antibody
! / VEGFRZ TKIs | el € C/

: \. @

g ¥v VEGFR2 ™\ TIGFIR

; /

! SEE / - NRP-specific

VEGF, @ ‘antlbod

1 P R %

; @ L g \ = /]

: e L]

| Tumour regression or enhanced o @ Conventional chemotherapy
H response to therapy L4 L4 to reduce tumour bulk

HFHF N [4] Goel H L, Mercurio A M .VEGF targets the tumour cell[J].Nature Reviews Cancer, 2013, 13(12):871,
PubMed, /154 7EF£HFL Fr s
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2, 10 2.0 ERESEHE: W, Eﬁiﬁﬂ##ﬁiﬁﬁ%ﬁﬁ%

21 IeRBER: B—RERNESRIUTHAR, WHE

BH—%F, RMNEL=DR T A G @A R ot & PD-1. CTLA-4 AR A} & MR3E X 4t
IZ]% VEGF S8 %05 k69342, H 558 T4 PD-1. CTLA-4. VEGF =/ 325 4
A7 FRLBT Mt 52 IR 9 69 4% 18 35,

HH =% RN ER L. PD-1/CTLA-4/VEGF = 3ufe 10 2.0 04X 69 4%, & F %3t
BTG AH] . FHNE R B IE X wg A AT, AT Ak AWM iE PD-1/CTLA-4/VEGF
Z P AR 6 A

1O 1.0 ZAF 93 5t 7 AT 9% — AN EE2HE (2011-2020 &), RFE—%BHE L
BHRAGS, AR T miews . eI B A F B LB 204, 574 PD1,
PD-L1.CTLA4 = X2 43455, ABEX ISR L BN EHKLALH, £+ CTLAA4

e SR A G Qs F L R Al £ K45, PD-1 32 S K & 294 36 40 XA L2400 )
Fapg Al 2R 2 (K 2§).

1 M RA101.0 2R EHH (RA)

BT LF 4 | ERMES R
AR 3 B g ML E AR RmieE. SAMR. .
(Ipilimumab) (Yervoy) EEES 2000 ) a5
CTLA-4 B R A P T R e e (B EARA L)
3] 1 ) s 167 J £ AR AR A A >
(Tremelimumab) (Imjudo) T 17 ) B 2022 f\ﬁ,{%j};)] an AT R (BRA EARA AR +
o KA AP 47 B K g REFA A mIeHE. FmiE. EF
- (Nivolumab) (Opdivo) B RATE 2014 Bk LG
b TR 254 T3 95 & O O L ROl NN
(Pembrolizumab) (Keytruda) PR Et NN S S &
T R 2R S 3 REH A 2016 |[RFELAE. AR ImRAR AR ) om R A
(Atezolizumab) (Tecentriq) AT =AM SRR 5
FARA 37, EER v eI IO R FR
PD-L1 | [ (Imfinzi) PR 2017 VimemtArs) ¥
FT 45 47 & A R b 5 .
(Avelamab) (Bavencio) BRI 2017 AL R R

RAHRRE: EZET, 15 2REFRFL P

i 9% %% 10 1.0 57kl R A s mREEH A6 OF AR, XS REEZLEKSE;

@t 2% £

ARAR: A PD-1/PD-L1 dp#) 51 AKX &89 10 1.0 573, RAFRB T Mk Lz dps 694
BER, 2B ENEMEL S HERB P ARBIMK. #IE «The landscape of objectlve
response rate of anti-PD-1/L1 monotherapy across 31 types of cancer: a system review
and novel biomarker investigating» 2%, ZAAAANIT FmEEE. TR 121 B L
#k It 143 /N~ ORR #3E, A % T3 PD-1/PD-L1 £ 2538 F A & B b o9 ENLE M %, 31
Fr I8 I 09 BGE M Z A fE 0%-40% X 18], K35 A7 49 ORR &4 £ 10%-25% X 1], 3¢
o2 ORR 431 0%,

g 10 1.0 57k eyt 25 T F a7 o2, QiER L IEm Ak Fuat2h, R A
HLZ T aAmA, TZRAMNBmEET TRARERZE. MELRIPFBER, £ T @it
EIRR Ao ERT G AR A A AR s B LT, WBRmABE AR RE.
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K\

PD-L1 & &3 & T, Wik Fo ik R 8945 BAL.

B 8: 31 /& E4 PD-1/PD-L1 2 #2F EMNEMRELER

A o4 @ACC eLUsC
COAD(MMRA) BLCA MESO
S ®BRCA ov
cEsc ®PAAD
03 ®cHOoL PCPG
= ®COAD @®PRAD
5
@ ®COAD(MMRd)  ®SARC
<
B ® COAD(MMRp) SKCM
L<o3
g @ @DLBC ®STAD
e &
73 @ . ®ESCA eTGCT
3 @
o . . ®GBM ®THCA
£
3 . o ®@HNSC ®THYM
8 = @ KICH/KIRC/KIRP @®UCEC
ov.
0.1 i ®LAML eucs
hd @,
PCPG & @ i
& LiHC uvm
e SO ®LUAD
THCA
PRAD .
SRR uvm Cohort size
COAD(MMRp) ucs
o e ® ® OzooOsooOmco
TGCT PAAD

wHA R [6] Mao Y, Xie H, Lv M, et al. The landscape of objective
response rate of anti-PD-1/L1 monotherapy across 31 types of
cancer: a system review and novel biomarker investigating[J].

B 9: FDA 4t 5L 4k98 69 BF 98 . 98 57 Sk 3R #L1H A

FDA 10 approvals for solid tumors

—Total approvals

12 PD-1/PD-L1
~——Non-PD-1/PD-L1

Number of trials approved

2014 2015 2016 2017 2018 2019
Year

wA#A K : [6] Miguel M D, Calvo E .Clinical challenges of immune
checkpoint inhibitors[J].Cancer Cell, 2020, 38(3), PubMed, fz:47E
P N

S1X1UESS

CINDA SECURITIES

Cancer Immunol Immunother. 2023;72(7):2483-2498, PubMed, 15
B IEFFBL P

2.210 2.0 BHMXESL: PD-1/CTLA-4/VEGF =i B2 A T— R E G ZE 4870
JREEDTF

10 2.0 (2020 $£4) AHEHWHRERBREER, BRTHALREK: F—K: LBR
R H AR, A PD-1/VEGF siFitiihAmoRhk. F=K: LBBRHH+
RREWA, £ PD-1/PD-L1 i@ 3869 R AT, @i 3op) T R e B F i3 — & sk
M Sg%, ERdesais IL-20 IL-15. 4-1BB . F=X: Z@B B AREH, Rt
FELBF 7 AN BOA B IR A h) B, B GALMIRAY G g kiR, TR s ads PD-1+TIGIT,
PD-1+CTLA-4. PD-L1+TGF-B . $wk: £% %75 ADC ZHhthRBEA, 444410
%R 4—K ADC, L& 10 2.0 413757 % 5 ADC 2.0 3 —RABE M a9 B & FH AT Ko F
AR FWH S FE KL, AR b SAHE Ak Ed— P IR, A=A

1% % 3roF AR Kk, 84 PD-1/CTLA-4/VEGF =4¢. PD-(L)1/VEGF/TGF-B =%,
A2 P 1020 2R EHY

APFER | ARABAANE | LHRBALNETLEH
AT E A B 5 & 2p/Summit A, Pk b 2024-05-21
SSGJ-707 = B B e 49 06 A 2025-03-25
SCTB14 A9 91 4m feL I 1 27016 & 2025-08-06
RC148 ® G M X404 I 1 27006 & 2026-02-11
JS207 B LAWY XA | [E::073 2025-03-03
PD-1VEGF MHBO39A PEE % A 1 2025-05-20
LM-299 b B £ 250 A e VI 3915 Ak 2024-09-14
SHR-4610 e E % S IRy 2025-11-04
CR-001 #H5H & /Crescent I, IRy 2026-01-13
CTX-10726 Tha ik | 9 A 2026-02-19
PD-L1/VEGF LR R . &R I 1 2706 & 2024-05-17
/BioNTech/BMS

HHERE — AT F AR LEWE http//www.cindasc.com 10
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I QN i
CINDA SECURITIES
R mEEa e A wmARe I 27k R 2025-12-26
Mg REa B A mAeEE 129k & 2023-11-20
HLX37 bl & e I | #9016 & 2025-12-03
JSKNO027 BT AR i ADC | #9006 & 2026-02-06
IBI363 ER X TN whEEEG 129116 R 2025-10-11
AWTO020 Z 5 & 4h/Anwita wWhEEEG Il 27k & 2025-12-24
REGN10597 BETL whEEEG /11 #1701 R 2024-05-14
PD-1/IL-2

eciskafusp alfa 7 K AR ASEE I 2700& & 2025-03-17
SHR-5495 185 & % / | #9006 & 2023-09-27
TEV-56278 Teval§ 2 & % RS RE | 2906 & 2024-06-28
SAR445877 K 3E iRk &E&E I #7005 & 2025-08-21
IAP0971 BREY ER N RS I 06 & 2022-05-31
PD-1/IL-15 ASKG915 NE S 3 HREREEG 111 #1016 & 2023-05-22
JMT108 A& HER HIREREEG /11 #1016 & 2025-03-12
PF-07209960 35 E RN RS | 27006 AR 2020-11-16
SIM0237 % F b iR R &R E /11 #1016 & 2023-12-18
PD-L1/IL-15 SAR445710 K53 iR R &R E | 05 A& 2020-01-27
BAT7205 "RE whaeEG | 206 A& 2024-04-01
BAT7111 EESS A 111 #1016 & 2025-05-15

PD-1/4-1BB
IBI319 15k A mFL R A I A6 R 2021-01-08
acasunlimab Genmab/BioNTech AR #7006 R 2024-10-10
QLF31907 F&H % A Il His & 2023-03-21
LBL-024 %5 & A Il H16 & 2025-01-20
PD-L1/4-1BB HK010 A A Il A6 & 2025-12-12
ES101 ## E 2/Inhibrx I I/ #9006 & 2021-02-04
PM1003 &k #7/BioNTech I I/ #9006 & 2021-09-30
ATG-101 iEBLE BB Y I | #9006 & 2021-08-03
FERA I B ) AR B B 2022-06-28
volrustomig [T 37 ) B S 1 H0E R 2023-08-09
PD-1/CTLA-4 vudalimab Xencor AT Il #9006 &K 2021-08-13
lorigerlimab MacroGenics S Il A 0E R 2022-07-26
danvilostomig FHA X B S Il A9 0E R 2023-06-21
erfonrilimab JE TN, SHL I 27006 & 2020-07-16

PD-L1/CTLA-4
SKB337 RN AR | H7ks R 2021-05-20
FAEIFAREIR Compugen/ 7 1 #) B A I 276 & 2023-10-31

PD-1/TIGIT
nilvanstomig FRE AR Il #90& & 2024-08-16

BAZ &M E http//www.cindasc.com 11
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IBI321 15 3 & IR & A, | 706 A& 2021-05-25
BC008-1A PR I, | #4905 & 2023-02-02
SHS006 ES T LE RS 2026-01-09
HLX301 AEE A, I 390 & 2021-11-01
PD-L1/TIGIT
PM1022 # S #7/BioNTech A, I 390 & 2022-06-01
HB0036 g2k IR, I 27k & 2022-06-14
¥ E-a BIHEH e Feofp B 2026-01-05
bintrafusp alfa % % /GSK meEG I A70& & 2018-08-15
TQB2858 P E A 2 I, 11 2705 & 2021-11-16
89Zr-M7824 % RDC I 390 & 2020-03-05
PM8001 AR gi;rgech/ iz BAEY VI 3915 Ak 2020-06-24
PD-L1/TGF-B 6MW3511 i B AEG HIEAEEY3 2022-07-28
HB0028 g2k RAEEG NEREY S 2022-08-09
BPB-101 e T, N1 70 & 2023-03-23
QLS31901 F &% RAEEG | 3906 A& 2021-06-02
GS19 T 36 25 b/ E IR 4 2 AEG ESEY S 2022-02-24
TS1905 Wz wmeEa | H#7l6 & 2022-08-17
R7015 Fokh E 25 meED | 2906 & 2026-04-16

RAHRR: EZET, 15 2EFFL P

M LA FF B A, PD-1/VEGF SURAR M B %% M 10 1.0 #7110 2.0 s9 R Kk, RK K
P4 o xt KA e K 35.E X2 T — R 3% 75 #9345 B Ko £ HARMONI-2 5
Rob, Axt PD-L1 Faibkad By 2p ety Sab A1k NSCLC &4, AKM2 tb 45 Rtk & A0 14
MA4 AR, 2E®T K %4069 582 A4 (HR=0.51, P<0.0001), HAK1124art K %52
$329F 7 &% 49 ORR (50.0% vs 38.5%) #» DCR (89.9% vs 70.5%) . AK112 4k a4 44
BRAEERFH AN AR FIEY PD-1/VEGF UMM, Rk T %4734 BD #
¥, HBIE % 5%t s, PD-(L)1I/VEGF 3R 49 BD % 5 % 241 242 it 300 12 £ ..

B 10: A5 MR iAE # 5 HARMONI-2 3 2 B 11: PD-1/VEGF 4% BD X % & &% (§7 £1)

A B 1 ——————————]
% AHRCIS A A 4. I
e AR 24 b Sorie

. e s v __ ) A E HLM2994k0% 4 I
- 'L"R-\ N VI fE FPFS y g bl
g Rl I B AR 24 Sumit |1
::%}'“?;‘-g S S B ey [~ mm Crescent CR-O01HAUFHE 1 45 |00
FHFN : A F4 2024 £ NMPA #e. _E 778977 5 947704 AR EBRET, (2R IEETE P

1R IEFTL Fos
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2.3 BFiRIT: CS2009 iFiZREME QiR T AMELMMEER, 1+1+1
>3

%87 B A A &) PD-1/CTLA-4/VEGF =4 FH ke abix ), kg 21k CS2009 % E] Ti"l‘i
R  R ¥ b SRR, T 2025 59 AR BRI G0 545, N
3 it T 2026 £ KA B #h Ak N A2k % POl R,

% 3: B A PD-1/CTLA-4/VEGF = #F ik LA & ZHE

AR B A BT 4
CS2009 L a ik PD-1/CTLA-4/VEGF R e E RN Uy 2025-09-23
HCO010 EREY PD-1/CTLA-4/VEGF =R FH AR U 2025-08-26
GB268 E RG] PD-1/CTLA-4/VEGF = FR AR Y 2025-04-18
HH160 ARG AP PD-1/CTLA-4/VEGF =R AUR W B AT /

HATRI: EHEZ, 152 IERL P

A5 25k CS2009 A& %, PD-1/CTLA-4/VEGF =4 Ft itk 4 Fi%+t: £ 8 “2+1+17
EFAREM KT, EF PD-1 4464, CTLA4 4 454 24 scFv 1 X, 9 744 F VEGF
—?Jbuﬁéié‘) C K%, VEGF & 5418 ) Fab &4y, #A5F Fc h kR T AIgGT &
z2 Stid it LALA £ %5(234.235 S 2 A b L R4 A) i ADCC % = 48 .CS2009
éa\%uﬂ’-ﬂ-é-lﬁ} PNTR

2 — VEGF 3h 65 L LAY B AL SR 345 /i 4 &2 . CS2009 #f VEGF-A AL & & £ 1 5 88 7,
38 iF Bk VEGF-A — AR s 254 R 524k, 323t PD-1/CTLA-4 3£ & 3K 5o 9% 2m 069 45 &

WIF5 FEA S, LIxZEm Lk ke 44

F=, CTLA4 5 R A ik FE A X3, SRBRBIEKE. SMA LB LS T, CTLAA4
L5 CD28 4R i 2 4 B7 Btk A A5 A 7 o4k, # CS2009 H CTLA-4 45 &4F %3t 4 24
WKFFAMAE, EIFREFHAR T, ENEHLETLME BY7 Guiks CTLA-4 49 £ 32448
TR, FRRBRAGHINE B, NEHE @ AR CTLA @34 I3 k69 & F 1% o9k
FVER R, WA BMIREN I, 248 VEGF B AS69 5358 408, SHaHAa
HOR BB 4563 R F I, T AW B 2R CTLA-4 69 Mg fE 7 -

PD-1. CTLA-4 21 % VEGFA A % 17 ) % ¥ & ¥ FI4f JA BE4k 3% % CS2009 & TME + & Hid
BE, Bt @t E CTLA-4 Sk Tamias T4, BEHEELETEH.

B 12: PD-1/CTLA-4/VEGF ZH#. 5 F4HF&H B 13: CS2009 #2444 PD-1/CTLA-4 sLfapE T 8 fie
Cooperstve Bindi _ —_—
Reverses i E ______ 8 Promotes T cell 1o 1o
Tcell :g‘-l‘l- c?:lt\l- activation & — ) = % . S
exhaustion CS2009 - proliferation e cstomsrost -l S~ /S e
ad LR i~ A
o = ™ Cg = o ) _ v
TR T oty con b
/
/ Crosslinking leading to synergistic ] e
activity within the Tumor Micro- e ~ -
Environment (TME) La \*

~+ unbound CTLA4

Sl 7T = 2000
i
Anti-angiogenesis HIN » e
Vascular Normalization “Aretbody Conc. logleM) Antivody Conc togiam
AR R 250 2025 F AL GEH A, 15 BIERFL oo AR Rz 2k 2024 F L SEH A, 15 B IERTL P
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K\

PD-1/CTLA-4NVEGF = &5t AL, A AL L RS Sk T miEitfoh £ 4 K,
FHEELAHR R, $—FhH: i CTLA-A T A& %95 B M2 Ui i thst T sa i
FALE I E], R R RN T MRSt S LIEY Y, S=FMH: e PD-1 T A
T B B M B R B MRS P Ry T @it dgis8 ks, WA L) S
Gk SR it VEGFA — 5 @3l v 8 % A s ARAEAY G 8 EF AL, K
E T wmlefethh o Fabtig N6y 55 52HE, B — 7 AR BRI, B Lidp
H e s &

A 14: CS2009 1 ALk (B8 MIRE) B 15: CS2009 £ AAL® (ShA)

S1X1UESS

CINDA SECURITIES

MEMRIFE (TME) HE

sy S s ESM A, CS200989CTLA-4B B FRFM D, HASPEE
» TMEDh, CS2009@:3%ES B ENE CTLA4/CDSORIABE/ER , {#185MEICTLAA S PRI TAEAR

HREEEBING, (5L v =
FORIPREMEN (TILs) FEHOPD-15 EXRTRINE, NNEERRIRE.

CTLA-AR TS, KIORELEIER
BEI38CS2000 5B ANES TN,
KIBRFERE SI0H (CPI) ERE, M
TR ES R TILSBIR I BE, ([ AdreaRiive

T cells

‘\ Treg

% cp28

TCR
VEGFA dimer .' MHC 48 CTLA4 -
©s2009 | "CS2009 CS2009 €S2009
o™ 209, APC . cpso . cD8g

s = TCR B= WMHC
Effector T Cell ®— 28 99— cpso
\j ) @ '
TMES, CS2009i33 5VEGFAZRARBIY ARSI, 1838 HIIPD- creas e
1/CTLA-A RATRMNE S FMN N, FHREFAHCPIEY, @ PD-1 C€s2009 CS2009
AR K 20k 2025 FALSEHA, 15 BIEEFL P HA R : Feig 2k 2025 A GEH A, 7B IERFL P s

2.4 IR¥HE: REWE, TR, F3F CS2009 FEMIEZN

AR T B £ 2025 ESMO B & & 49 CS2009 | #1006 R AT & 2 4%, £ %8 A
PD-1/CTLA-4/VEGF =4 Ff M huik 84k 7 b RATOI R ot fedt 2 OF 2K AL L
A FRA &M (DLT); @3 2L TRAE. 3 B L%kt R ¥4 (rAE). VEGF
48 % TRAE 89 % & % 55 4 13.9%.4.2%.2.8%, kM5 4 B 5 Bt 748+ B E4;
@iz R Z A FAL2.8%; DFHAAITHAGRRFMH 4. R EF, CS2009 %4
BHIEARBRAA & £4 b VEGF, CTLA4 @R 6L TR A TFALRSAKFE; Fk3
RARANEEEFEERGEH. RES R LT AN RAFEARKERTHGELRIE,
PD-1/CTLA-4IVEGF = .8 & A" £ H % Emi B,

B 16: CS2009 i5 & | #1-% 20 I8 %

DL1-3 DL4 DL5 DL6 FFASDLS
1-10 mgl_kg, Q3w+ 20 mg-'l(g, Qsw 30 mgll(g, Q3w 45 mg-’k_g, Q3w (N=72)
(N=21) (N=21) (N=27) (N=3)
H 21T RFFABE R
SAYTHAE A REEH (TEAE) 21 (100.0) 19 (90.5) 13 (48.1) 3 (100.0) 56 (77.8)
3k A LA ETEAE 8 (38.1) 6 (28.6) 6 (22.2) 1 (33.3) 21 (29.2)
SATTHXT REMH (TRAE) 18 (85.7) 16 (76.2) 8 (29.8) 3 (100.0) 45 (62.5)
34 R L ETRAE 5(23.8) 2 (9.5) 2(7.4) 1 (33.3) @
B TEAE 7 (33.3) 6 (28.6) 4 (14.8) (o] 17 (23.6)
SBFFHE X FEETEAE 2 (9.5) 4 (19.0) o] o] 6(8.3)
I iEXTEAE 8 (38.1) 2 (9.5) 2 (7.4) 0 12 (16.7)
3H B LR AR X TEAE 2(9.5) 1 (4.8) 0 (1] 3(4.2)
BUEEXT R 0 1(4.8) 0 1(33.3) 2(2.8)
SEBUK A EFHITEAE 0 1 (4.8) 0 (o] 1(1.4)

FA R K 25k CS2009 | Ay s #4474, 2025 ESMO, 1534 7EKFFL s
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otk CS2009 5 PD-(L)1/CTLA-4 %4z PD-(L)1 #37x+CTLA-4 £ 3%. CTLA-4 # 3%,

PD-(L)1/VEGF stdi. PD-(L)1 #3554 4k 10 MR A KA T i o402 bk -

(DCS2009 23 4 TRAE #fu-3 347 2549 TRAE & £ £ 2 £ 1K;

(2 CS2009 1= & L 5| #223 & IrAE & & R LA B 2 1K;

(3CS2009 1= & 4 5 #223 % VEGF 48 % TRAE & 4 %) 2 4% F PD-(L)1/VEGF ix;
@OCS2009 4= & A A F I IrAE £ & %9 4% F PD-(L)1 5 CTLA-4 SR R IBEA 7 Ko

B 17: CS2009 5 34k 10 SR A I AT HZAapafib

CS2008  PD-(LJ/CTLA-A%H PD-(L)1 8 4i+CTLA-4 8 H CR‘%‘ PD{LN/VEGF Wi PD-(L)1 841
70.00% Y TTTTETET
60.00%
50.00%
40.00%
30.00%
20.00%
ol I I l I Il l II I
0005 — | -
o“ﬂn"&? 0"\ ‘@O\’
Ny S o o = A A~ o o AV
) ~ a? & & & 5 A
o« & & o 5° @“Q :;é‘“ & o5 > &5{; e g @‘?‘y
& = e <& 4 &S @ ¥ o o5 & & e &
& <& = ~ & & & N <& =
o & o <& & 5
& Sl & oF & < & & o¥
& O© & N < & & -©
‘e\‘\o == a!ﬁe \bc-sp C\eg < \§\0 =
E Iy ~
aﬁe\ & S cp.sg 4\.‘“
S 3 ot 5 &
¥ o & & ”}csﬁ“q
qé”b « o ~ @
,pn?' <& h m>=G3 TRAE mTRAE leading to drug withdraw

AR : K 250k CS2009 | Ay s /R 547 #, 2025 ESMO, {52 1ERBFL F s

PARNERYREINGA B AR LERNSRMBEEASY, ATEHETRARYG 2 AR

A LT, B4k DCR i 70% 4.k, 230mg/kg 7] £ 48 ORR & 25%: # b & 3EH 5% B (2025

# 10 A), PpfRraiz A At st A IR, &7 243 e s3] CS2009 4 Fuht 9% 77 24z
5, HERTRXZAN ZRAERIFFAE, BIRABRBENG ML 12.2%. Hmizh ik
71.4%.,

B 18: CS2009 5 & | #7A 20k K IEIL &

iAW EE, n (%)

DL1-3 DL4 : DLS DL6

1-10 mg/kg, Q3W 20 mg/kg, Q3W ! 30 mg/kg, Q3W 45 mg/kg, Q3W
(N=20) (N=17) ! (N=9) (N=3)

EWNEMRE (ORR)

B ERE (PR)

EiRiRE (SD)

EiwitR (PD)

HixiEHIE (DCR)

1 1
2 (10.0) 1(5.9) i 2(22.2) 1(33.3) E 6(12.2)
i i
2 (10.0) 1(5.9) E 2(22.2) 1(33.3) i 6(12.2)
a |
11 (55.0) 12 (70.6) - 4.(44.4) 2 (66.7) i 29 (59.2)
i i
1 1
7 (35.0) 4(23.5) E 3(33.3) 0 i 14 (28 .6)
i i
13 (65.0) 13 (76.5) E 6 (66.7) 3(100.0) i C‘ 35(71.4) D
1 1

FA R K 25k CS2009 | Ayl s #4547#F, 2025 ESMO, 154 7E K FFL

CS2009 A S ABA P EAE AATI B LS 4F /) M 5% 14 ORR 11.8%.DCR 82.4%,

ST TA B 5 B A bR (SD) #ALA ¥4 %M (PR), %A% ORR #—F 424

HHERE — R AT AR EWE http//www.cindasc.com 15
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% 17.6%, HIKzh A H MM E4 ORR ik 25%; 47 £/% ORR 16.7%. DCR66.7%; =
Iz ORR 25.0%. DCR 75.0%; 3F i% 9 48 L 1§ 40 7% 5 2 & 9L 4%, ORR 33.3%. DCR
i% 100.0%; #4122 % ORR 11.1%. DCR 66.7%, %434 2 I BA4506 K 5 245 5.

B 19: CS2009 & & | 354 Btk 3% (452078 £2)

R, n (%) e/ mpERERE (NSCLC) * SRR (OC) =[AF.B#% (TNBC) E4mpaRE (nccRCC) BLAPIE (STS)
e (N=17) (N=6) (N=4) (N=3) (N=9)
BI4103877 17 (100.0) 1(16.7) 2 (50.0) 2(66.7) 2(22.2)
AT ML B4 AR TT 7(412) 4(66.7) 1(25.0) 3(100.0) 4 (44.4)
ENEEE (ORR) q 3(17.6%) D 1(16.7) 1 (25.0) 1(33.3) 1(11.1)
BaERE (PR) 3(17.8) 1(16.7) 1(25.0) 1(33.3) 1(11.1)
FRieE (SD) 11 (64.7) 3 (50.0) 2 (50.0) 2 (66.7) 5 (55.6)
HEiRE (PD) 3(17.6) 2(33.3) 1(25.0) 0 3(33.3)

#HIEHE (DCR) < 14 (82.4%) > 4 (66.7) 3(75.0) 3(100.0) 6 (66.7)

#*NSCLC.&Z £ F 10 mg/kg (n=5), 20 mg/kg (n=8), 30 mgrkg (n=4), B F14F U F 155 —H & &

AR R 20 CS2009 | M5 /K4 FE#1#F, 2025 ESMO, 154 FE AL 15
HRAE A7 253k 2026 4 3 A A7 KA 69 CS2009 11 7 ls IR 9%

CS2009 £ A& F J7 258 %h: CS2009 £ 2 4% i 69 1/l I4n F 77 A4, £ PD-L1
Pt 7% 2 J P M vkl - % (TPS) 250%89 — 3k mAehik (NSCLC) &5+, ZNRM £
ORR #i% 90%, #%%¥ 4] % DCR &3] 100%. & %% 77 %%4%. WA E (AGA) MK
0 =& %5 % NSCLC &4+, ORR % 25%.

CS2009 A &/ ey, b CS2009 # 25 4 5 PD-(L)1 3t R AL 69 )5
ZEOAR R B E PRI B EER, AEEYW EmLE (nccRCC) &4+ ORR
£ %) 40%, AL A B (STS) &%+ ORR % 33.3%, 27T HExt SAPArg LA 69
LT .

B 20: CS2009 #—& ki (PD-L1 TPS 250%) # &k #3%

ORR 90.0% (9710) | DCR 100.0% (10/10)

o B e e e L it
B 20 mg/kg
B 30 mg/kg

Best Change in Sum of Diameter from Baseline, %

-60 -

sQ 5Q 5Q NSQ NSQ 5Q s5Q sQ NSQ sQ

HHATRM . KB BB LT, 15 ZAEFFL
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3. MERR

1) AR KR

ZRF ZHFRSURY TR TETFAALBEAREL, WARNBETRE TSI 4
EA R . S S B L &N L

2) LR BRI R

QIR ETHHRFARK, EESEFEL A, 4HE RE AT LA RE R AL TH RN,
HFESE o LB E R T R

3) xFLHBHRE

PD-1/CTLA-4/VEGF =4 Fl % 102.0 =t Ak %, Tt FmmAl; EAREH 5B
KT RSN = S, R4 B Z .

4) HFr &R e

B A Ak b5 i sh B a9 A BRE TR F 64, SR kR Al A 5H. BRI
R, ARSI R FRT A e
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=il N b

Bl BEHAEMIN, e kFmEt, SHBRTAEAMALLEEGEMRIATATHTHER,
BEERE BRI EELT T RESTHERE LT, §EHIRT .4 fo i EE KT KT
AT EHEANE 7% TEA 13 5,

ThtiE EHAT, R KFEFRBRT ML, B4 FEHEMITLHARLEH, CPA(F L),
GHIRT 7 EiE 4, 2023 FmANfZRiER, TRHFE2FH. EHH LB E. BRH.

AR, EBHHFHRR, PEAHRFAM, X KFHRE, 1 FEHBITLFREH, 2025 FhA
fERIEAR, T BHAZQFH., X EBWERF R
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