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I EGER/cMet ADC SN CDH17 ADC SIM0237 [t

SIM0615 Nectin4-Trop2 ADC SIM0688 B7H3/cMet ADC SIM0680 ENPP3/CD3

SIM0611 EGFR/cMet (NMTi) SIMO0611 EGFR/cMet (NMTi) SIM0615 Nectin4-Trop2 ADC

NEXT GEN I/0

4 2F [ BsAb/TsAb || ADC
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2026 5-AF X i &

+— FIH & #4FIND —e

SIM0610
EGFR/cMET BsADC

SIM0532
PanRAS (on)

STM0613
LRRC15 ADC
Py

SIM0689
PD1/VEGF

IND:i#$ X

STM0518
44X, ALK
T

(EXH2H)

—— Ib/IIBRE R —

IND 3% #

B 3%
EGFR
1L 3k 27 %% 5%

495
TPO-RA
CIT

FP1

SIMO0505
CDH6 ADC

LPI

SIM0237
PDL1/IL15v ﬂg

NMIBC
EAU, 2026

— XREMIBKR —

FPI
CDK4/6
LS-SCLC

EGFR+FOLFOX
IL £ A Mm%

PD Ll
NSCLC (B A#)

LPI
SIM0270
SERD
2L $URI S

P E S PVt

+— Pre-NDA & NDA —

Pre-NDA

........
........

%%_‘E st
ALK/ROSI ﬂg
3E /)~ 2 BBk ASCO, 2026

NDA# %

.......

Bagx
PD-L1 ﬂg

JiEER

ASCO, 2026

B
A A 8
T4 PRI AR R

NDA 3% 3

AER
CDK4/6
2L/3L ES-SCLC
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+— FIH & # 4% -FIND —

SIMO0518
44X ALK
BN
SIMO0688
B7H3/cMet ADC

E

—— Ib/IIBRE R —

Phase II FPI

B 5%
EGFR
1L 3k 27 5% %

4%

TPO-RA
CIT

Combo IND

SIM0505
CDH6 ADC
EYY

SIM0500
GPRC5D/BCMA/CD3
MM

— X{EMIER —

LPI
A3 4
CDK4/6
LS-SCLC
TOPLINE

SIM0270
SERD

[ 2L $URR 5

PDu
NSCLC (H &%)

Pre-I11

SIM0237
PDL1/IL15v
NMIBC

SIM0270
SERD
1L SUA% A&

Ripm
ALK/ROSI1
E| M) N
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Fr g 2 AR B iR SR AR 2 FKFENHHERTE,
HEF B AR ERTFHANGDELRST

(\ B K87 5 5 Ktk k 54t 3 l\ Rl kTG 618 E K )
£ TCEF 5 0N Wt R 46 P B AR
PZS f Vo R IO 6 i ‘Eﬂﬁ";/‘
TCE % 4 5+-1 2024 ﬁﬁg 2035#\\ e : FARGE I =
- - 6 LM B & (S 3R E F)
HARF S T 304% QR UELS P58 K0 5 R R TCEFF AL AESFAITT b Rerensdis

: / A 3 X5 M SR ARG R R B 5T A BRI G AR R AR A

S \ £H4L4 89 Payload Fk
o h\ : g
142104254;?4 g 2035 NMTi %k TOPOi#} % 1058 NMTi Topol/pan4 £,

28.2% WALYE L ‘ 451 RAS & £,
‘ 4-#7 Dual payloads (TOPOi/panRAS)

é’*%’imﬁm% b= TR AR 7 0 R T
/O+ & asicin FEF . N 3R 1/0 2.0% &
16.9% PD-1/VGEF/IL-2v: %A, B& B4k 0057 A s Ak
RS TIRT .
=, BIC# /) & F & 35 Ras ON 2~ F i
20245 = 5
ety FRE B 7 Ao T S RIPTAC
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TCEF& & : fiRIE E LIRE WA A

—— “AND gate” i&it, ¥ AW B EEFT@/ROIGE 2

-

=

STEAP1-PSMA-CD3: R F R At #t, MK off-tumor &4

CTL assay of SCR-M039
C4-2B with various TAA expression

100 «ooo
*40 X

150
20 929.9pM

Cytotoxicity (%)

1 24661001000 10000 100000

Fina co‘n. &M?

o

9

60 i
oo 768X 8

Ics0:
3853pM

Cytotoxicity on C4-2B-WT
(IC50, pM)

SCR-M039
AMG509
analog
JANX007
analog

JANX007
(Non Mask)
-o- C4-2B-WT(STEAP1+/PSMA+)

0 C4-2B-PSMA KO (STEAP1+)
-0+ C4-2B-STEAP1 KO(PSMA+)

1.74

100
10.11
_ 8
340 g
0.53 g‘ ®
4 [T}
% s
g &0
[9) (]

CTL assay in C4-2B

Fina con. (pM)

* Folder has been normalized by AMG509 analog or Janx007 (masked) analog

—— FEHTAA: BIEFTHREK, B1K on-target toxicity

43 SR I8 B 78 4% 7 & L CDCP1 neo-epitope

PHN-010
G
N

uncleaved CDCP1
(Full-length)

%ZM binder/ CL-03
PHN-010

©m g

Tumor-associated
proteolysis

N\

cleaved CDCP1

cell adhesion

. Cleavage
ZM binder CDCPA
Cleavage
CLO03-hlgG1 CDCPA 4
PHN-010 CTF +++

T T T
o 'e *

J 0.1 1 1’; 100

20

-o- JANXO007 analog

JANX007 analog
(Non Mask)

T 1
1000 10000

L 2

R ERBTEOEE S XEAY 36 EM

A FCD2#9 344 8 TCE — 3245 &, 12 RFLBT

Abs blocking assay on Jurkat cell
(10ug/ml hCD58)

200

4 — e o
15-1‘104\ 0% 197 "10¢ 103

Abs'canc.(nM)
L8

Competition (%)
o §

8

\,,_."7 .

Epitope | cieavage | human P
CDCP1 CDCP1FL
+++ - -

*
2

Evotec BMK-1
CD2-Mab032

CD2-Mah002

~e- |sotype

Evotec BMK-2
CD2-Mab016

CD58/CD2 Blocker

Non-Blockers

Enhance CD58/CD2

TCETF —# ¥37: PH #& & EE

T cell proliferation

TAA-CD3-CD2 in
vitro killing and
cytokine release

Masked / pH #R8iH: CD3: F-AH R 8k 78/ A J8 A 3R SLBRLHE A #H 2K

T Cell

Tt

Pl Aal

TME (pH 5.3 to 6.7)

T Cell

.'“l':u % et

Healthy Tissue (pH 27.4) “ Dﬁ
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SIM0660 (CD79a/CD19/CD3): F—AB-NHLJ} %

L 4

T—A&B-NHL; %

s BEF ) WBmIETA, HF 5IRINACD20ZCDIOE J7 ke & kit 2,
o JRERE: BEWMLREK/MELBREME, 15 RCD20K A X KA 25
#“B-NHLE X AA R EMERESH, BEEFAHGRE

A A X AFIC =3

L 4

v 3R Bk, 3RS ATBan T G 69 A TR R E

Vo Mgtk RAHCDIL S F N, ARAFAG R i 2F EILKCRS K &

v\ F# /. First-in-Class TCE, CD79a#7¥e &, 47l g, %, 408 24,
TIHRKTHA, k8 LB MRERGILT

v’ 27Q1i% IND

Autoreactive B cells Heterogeneous tumors

< *

e

Deep B cell Depletion v L
Ao, L .
B cel(.ﬁil Killing "\ADONOSIS
> s 8

& 3 o

Immune Reconstitution Cancer cell Death

N . kY
SIMO0660 & 30 £ 4K 694K 5L A 2Ok Fo 2o +
05 Autologous B cell depletion
Lo =
:Ens - —h— CN201 analog
302 - 5IM0660
By
00
o0t 01 1 10 100
Antibody concentration (a4}
£ TNFa
S
N s
® Ea
g,
8
2w
z ) 3
< 0.01 o1 1 10 100 0.01 01 1 10 oot 0.1 1 10
Antibody concentration (nh) Antibody concentratian (M) Antobady concentration {nh)
. SIMO0660 7 F) A & A & & 4k A 2 R4k 7+ .

.

E E 0 =DkConvel 05t

3 5 & ot S0 anag 01 mpk

= 7 A & SIMOBH0 0.1 mpk

- H § J = Nl >

: 5 A B AR
= s

o

8
F e L
4 & L 10 12 14

3%
-

e 1%CRS, &% B4F

IR R
Time afer treatment(d)

Time after treatment (d)
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SIM0616 (STEAP1-PSMA-CD3)

. — JESTEAP1-PSMA SLIa &4 fib % 20 0 b LA MA2 6 S0BF 8 2k —
EHRBTCEMR® 7 %£: FICZ4

« mCRPC &) Kith R l6 RERAH LKL AL wH. FURFMME. £W1F

2

CTL assay in C4-2B CTL assay in 22RV1
E ek EM . b , .
N 45] )ﬂi li\ EE I";".\ ‘2 ﬁ ﬁ JJLE%U—"TE\ }i 7N r] 3\'}&4 —J? 4’% éﬁ ]] K&&E\' 100 = -»- Simcere dual TCE 100 e Simcere dual TCE
B B oo D e s ” : ‘ = i = AMG509 anal
* AND #FB# 745: I:4F09 57\‘%197';1‘]', AL 3G 7% %F B B 5 69 2545 9 B PRI = 8 . JANXOW?:;EQ _ = AMG509 analog
. 2z 501 < o s JANXO007 analag
A v £ 40 o fﬁgnxﬂglﬁnabg ? " ~ JANX007 analog
g 20 o Isotype :_.; » (Mon Mask)
° 27Q2 ;IFW Zr o 0 o 5 -e Isotype
204 1000 “10000

SIM061 6 ,1/F )ﬂ *)L -%I] Concentration (pM) - " Concentration (pM)

L 4

L 4

— STEAP1=PSMA 3 i 6 48 e b AL * Gz —o
#fe 09 FIC R 32 5 TCE, 7 8 ff i 38 3u 5 69 57 P &3k 3] K 69wt 2% 5] 2 23 X, &k o om e b B AR < 85 %9 25 3L

. - PSMA-/STEAP1+ PSMA+ /STEAP1-
uorogatie | bl T G MR, | Tassone. _
Prostate \— ' STERP1 \ PSMA | reamy A PSMA CTL assay in STEAP1+ Cell CTL assay in PSMA+ Cell
C4-2B #PSMA Ko C4-2B #STEAP1 Ko - Simcere dual TCE
2 N 2 X 6. 100 . o-g
: [

-+ Simcere dual TCE 100 -= AMGS509 analog
= AMGS09 analog 80 - JANX007 analog

No Activation, Weak Activation, Weak Activation, T cell Activated, 80
No Killing Weak Tumor Killing Weak Tumor Killing Targeted Strong Killing

80 -+~ JANXO007 analog 60 o
40 323.9pM . JANX007 analog (Non Mask)

20 “" (Non-mask) » + JNJ-8081 analog

o " ; . : % } o AMG160 analog
-20 o ‘;6--- 0 I$ ~ ™ L
A '&0 \@@ 20 :_n_ﬂ_o__, | éﬁﬁ)

Concentration {pM) Concentration (pM)

~JANXO0O7 analog

STEAP1+ PSMA 1. Target Recognition 2. T-cell Recruitment 3. Gated T Cell Activation
I (STEAP1 & PSMA) & D3 Binding & Co-engagement

PSMA A antiSTEAPT .\
anti-PSMA
Y anti-CD3 o 4 ) Y
X sTEAPT anti-CD3 © olEr e
L ; 3. Co-engagement co3 T Cell Activation A~ ] Y,

STEAP1+ PSMA+ for AND-Gate T TCell Perforin/Granzyme Release
Prostate Cancer Cell Cell Activation Cancer Cell Apoptosis

rf 150
40 3853pM

Cytotoxicity (%)

Cytotoxicity (%)

[N}
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ADC-F 4

F 48 Version 1: NMTi#1 & £ 4 5 Topol/Ras ON S 47 & AK

NMTi &% &% BEILFHAELZRFZNHYE (%) , T&ES

¢ 45k 2% F (NSCLC, SCLC, BC, GC, HCC, CRC, GU%) # . BiETAABMNMTI &A% 69 & & &R *
W KR & ADCH 2 & % sf &4 49wt 25 ZM-NMTi f2 % #f %% JE & IR #9 DXd/MMAE/ 4R &% & / SN-38 & 25 40 A AR ¥ 15 BR 4 3R L3045 W1
ASCO 2026: LY4052031 (NEXUS-01, abstract 4508), Eli Pay'(?g;) PO&e}ncv Cancer type cell lines Payload Potency (IC50, nM)
A 5 £ " c t Cell li .
NEXUS-01 (2026 ASCO) : Lilly's Nectin-4 ADC, in urothelial cancer. ancer type elllines e ZM NMITI
Nectin-4-MMAE /ﬁ’- Topo-I Payload: camptothecin (TOPO- inhibitor) j— 022 1 Lung HCC4006 01 013 «  DXd ﬁj‘?’?#% ICso ¥2 1% 1.9~3.6 X (Xﬂ’ﬂfﬂ" DXd: 21~35 %)
p Confirmed response rate: 42% Breast Cancer _[CenocarcinoMd HCC4006/MMAER 033 729
ADC 274 B LA v o Subgroup 18 patients who had previously received TOPO-1i ADC: O r S o =% P cell lines Payload Potency (IC50, nM) * MMAE #f 25k 1Cso 321 3.3 X (#F B MMAE: 56 X )
Overall ORR: 42% ovarian cancer SK-OV-3 0.21 286 P e
2026 ESMO LBA4: T-DXd £ Y 23 SRR Hee1808 o2 081 * Exatecan A} 254k 1Cso 3 $% 0.9X (A B8 Exatecan: 136X )
. - | Breast Cancer
EV-Pretreated -33%1 HCC1806 0.12 0.45 HCC1806/SN38 R 0.14 2324 e o
= | reast Cancer e e - T 22 : 2 o -38:
% HER2 MBC  SG+y %2k e | Breastc oo o O ..o conines  _PRYOR Potency (cio, SN-38 #f itk 1Cso 38 1.2X (478 SN-38:29 %)
jfL}U@ Tl R A o 20 60 80 100 HCT116 031 088 i ZM NMTi
ORR (%) Coloreceas o Colorectal DLD-1 0.24 054
Patients without that prior exposure responded as expected. Cancer R364H * 028 1008 Cancer DLD-1/Exatecan R 0.34 73.26
. A3t MIRE G HFE M4 TOPOI/RAS X&#% .
TOPOi sensitive/RASi sensitive TOPOI unsensitive/RASi sensitive TOPOi sensitive/RASI unsensitive
p . . s CPT116:3.3nM, RASi: 0.03nM CPT116:21nM, RASi: 0.32nM CPT116:3.1nM, RAS: 5.7nM
A% KRAS R B RS Yty ) %R FA5 ( AR DO : i, RASE OS2 ( 1A, RASH TN
Cytotoxicity on SW403 cell Cytotoxicity on ASPC-1 cell Cytotoxicity on HT55 cell
(7 days, CRC, KRAS G12V) (7 days, PDAC, KRAS G12D) (7 days, CRC, KRAS WT)
* CDH17-RASi ADC £2 4 i KRAS K K &9 it 7 4m fe £ R Ik 52 K &G XA 27, e 120+ 120 120
-~ CDH17-TOPOI
KRAS 274 A (KRASWT) it & LN JU-Fi%H & < %01 % - % - CDH17-RASi
€ 60| i, 60 < 60 e~ CDH17-TOPOI+RASi
% 304 £ 5 % 20 e ISO-TOPOI
* k5 CDH17-TOPOi 2 CDH17-RASi #8 tt., CDH17-TOPQi+RASi ADC 3+ A 5% 4m ML/ I b & £, e £, = ISORASI
b = 0
JUEs RERROFAHAT), BARZKRAS RICKRE 9% 0k -30—@& St eSS -30 Q.@\ St NS e -30 @“\ RN S
Conc. (nM) Conc. (NM) Conc. (nM)

P
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102.0-1: PD1/IL2v/VEGF

T T B H AR K AR ERBERE K ¢ o ZENRT RKETELE .
; : PD-1 X IL-2v X VEGF =4 FH 44k, 3+%127Q3:£ XIND
« PDI/IL2v, IO @} 25 ¢yNSCLC ¥ 5 2 4%, 12 845 A &
« PDI/VEGF, PFS# ## k, OSH% & #t—F IR, # %% VEGF &1 * SR R4 PD-1. IL-2 Ao VEGF @5, ZRME A5 (TME) |
20mpk Q2W ORR mPFS mos RIE T L A
1L EGFRwt NSCLC 471% 13.6 months 13.9 months . g‘eé,f&: @ %%}I@{& 1L-2R %ﬁaj} ; @ Iﬁli PD-1 W%ﬁﬁ,}&,ﬁ;}ﬂ 7]%%,] , ]z%,m
T 104 sSmonths 151 months IL-2 & VEGF 48 % 4%, PD-14=VEGF s & 4R # 49112 it 3%
10-resistant NSCLC 12.5% 6.7 months 9.4 months
2024 ASCO
. £ ALFUY 7 7 1 .o REFRACH R FHAES Lol ‘

Colo205 colon cancer
(PBMC-NPG)

CD3+ T cell counts In tumor (D14)

£ o - lsoctrl é
1500 é 0]+ Keytruda, 2.5 ppk 5 H
g o 3%
- i o
% 1200 7 55
E P, -&- Iso_Ctrl ©
2 g0 - AV ESEEE] 3
5 Eea— -@- PDI/IL2v 3 mpk(2.67puM) 2/6 Death 2 drug Iso_ctrl DIIL2Y Trize
3 dose(mglkg) 10 10 3
> 600 -®- PDIL2y 10 mpk(8.87uM) 2/6 Death All mice of PDI/IL2v 3mg group died in D14
g - LC, 3 mpk(1.41uM) . .
2 300 Body weight Survival

0 2 4 6 8 10 12 14
A A A A
Days after treatment
* Deaths occurred in IBI363 group thus interfering the efficacy analysis at the last 2 timepoints.

weight change (%)
Percent survival(t)

Body

Lung weight Spleen weight Body weight change
ns *
400 400 50
*k >
%%k %k %
300 300 2 e Vehicle
=
g 200 :En 200 ; 0 ~¥- PD1/IL2v, 30mpk
=) -+ LC, 30mpk
[
3
100 100 <
°
@
0 0 -50 T T T T 1
1 2 3 4 5 6
P & N‘q O 39
& && &Q & q<“°> @Q Treatment 4
JCUAIRN N A
Vﬁ; (’:,_'B o 09,° Day after treatment
\\\\) v Q& %
* <
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WN-FF & F4R: Ras 5T

Best-in-Class RAS(ON) 4

* /& RAS &R tm ek b B &R 7207

PR BT

&
v
# /£ F) £ ZARasMULTI (ON) £F ik
panKRAS(OFF)i panRAS(ON)i
RAS Tricomplex
KRAS Hydrolysis i
A S
wh N
war” et
_:_r:;tpn;: Inactiée LGDP) Exchange Acuvg ’(VGTP)
Inhibited
Mol Cancer Res. 2026 Jan 2;24(1):60-71
&
v

H441 Xenograft
NSCLC KRAS®12V
-o- Vehicle
- RMC-6236, 1.5 mg/kg, p.o., qd
-+ RMC-6236, 4.5 mg/kg, p.o., qd
~ ZMD-9105, 0.5 mg/kg,p.0.,qd
o ZMD-9105, 1.5 mg/kg,p.0.,qd
6004  ZMD-9105, 4.5 mg/kg,p.o.,qd

-o- Vehicle

Tumor volume (mms) Mean + SEM
Tumor volume (mm’) Mean * SEM

0 5 10 15 20 25

9 12 15 18 21
Days after treatment

Days after treatment

0 3 6

PK59 Xenograft
PDAC KRAS®12D

% RMC-6236, 1.5 mg/kg, p.o., qd
-* ZMD-9105, 0.5 mg/kg,p.o.,qd

ZMD-9105, 1.5 mg/kg,p.o.,qd
% ZMD-9105, 4.5 mg/kg,p.o.,qd

St B4R A 25 M A=PK

Tumor volume (mm®) Mean + SEM

FRGRF 7 F

72 4F RAS 1R #1204 R LAAE
(ADME) L5#4#%

2T I SIM0532

Phase 1 #47 %

Cell lines ZMD-9105  RMC-6236
bR}
MDI10S %t ES-2 >10000 8587
5 A375 >10000 8846
RMC-6236 - * c:: oo
THLE-2 >10000 2598
T T 1
0.1 1 10 100 -
\Can (M) W138 >10000 >10000
RAS-dependent (KRAS G12X) cell lines RAS-independent cell lines
KT 69 A 2 AR BT BRSP4k .

SW403 Xenograft
CRC KRAS®12V

-~ Vehicle
- RMC-6236,1.5mg/kg,p.o.,qd
-+ ZMD-9105,0.5mg/kg,p.o.,qd

ZMD-9105,1.5mg/kg,p.o.,qd
-% ZMD-9105,4.5mg/kg,p.o.,qd

|

0 7 14

Days after treatment

21

2500
3
= 2000
of
}EE 1500
9] —
=1 E 1000
<z
o 500
£
0

Significant Exposure Improvement

TR ARE A F K HE KT 6236

Blood-Steady State AUC(h*ng/mL)

BT, FFHET
SIMO0532 4 % & 2 3+ A
RMC-6236 # 3.3-3.8 4%

100000
L]
1942 2040 o 10000+ .« °
Exposure in mice at 10 mpk | = = = = = = = = P
7.9 Exposurel inmiceat3mpk |- --- R
- 10004 ©
%
642 665 543
ll . 257 100 T T T T T T T
= LLLLSLS
Mouse Monkey \Q& @@ ‘?@ @6\ Q@ Qé‘ @é‘

= RMC-6236 PO AUC/D

S oS
Dose level (mg)

FEEETUl
mcere

ﬁ Sim



RIEHARTE, BEEEALELRESH 04 HTF

Ft 78

NMTi based ADC

|
i B %

I SIM0237: PDL1/IL15v

I, NMTi based ADCs

*  NMIBCI& R 5POCELHE 45 R T IR
o #HATHINAE S 265Q4B X EE
o BINTHHSH E KR, BINERA A

I, Topol/ Ras ON based ADCs

i B 7

KB & KPR F &
|| SIM0725 CD122 |1 SIM0721
BT, XEHCDEHT, SAMNK o SAAH, R AR e B g AR 35
% —# Pipeline in a product # 5 e fibest-in-classyF 3, HeikAe kA
T ¥vhtreg, AR . BKEREENS, B
. kLB pipeline-in-a product # 7

|
TCE (2 ¥ S48 )

I STEAP1-PSMA-CD3

CD19-CD79a-CD3
CD3-CD2-KLK2
CD3-CD2-CDCP1(neo)

|
EBFS
I, SIMO815 % fi-AB 4%

© BAMNFAREU-EHHES
o HME/ ik B R EAK
© ZRHFRY
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B AR, . Al, 23 E®@mAT 3 #
B e s/ HARTFE — 2 R e FR K

BRI R

02 AlB# B FAEECRAE

1 Target Discovery ¥&.,% X 3

2 Molecule Design 9~-Fi& . 44k
3 Translational Science 34t 4}+%

4  Clinical Development & & 7 &

5 Commercialization 7 34k
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