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1. AACR 2025 Summary

® 4% 25U~30Y 0= AlZtof|AM 4|t o]t AACROIM = Clinical/Development ZHOA F 59 OIS C40| 51 HNE WH
- ASHEE 5715t= Boehringer Ingelheim HER2 TKI2| %+ Zxt
- HNSCC(F3 5 HEMZEL)M 22 X M2R BEQY 7H5/dE& 2E KEYNOTE-689(Y% 34) &+ At
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- Al 407 M HHN| 2 AT KRAS, G12D, G12VE CHYeh Ho| CHA X| 24| ZHE 7He/d 2t A4 /HI e =t

—

(o)

- CD409| #& 7h5/d 2 ¢elvt U A H|YY Et 5

o = — =
- ROt /of[o[H|AHIO| 2= U4 140llA R-2l0vt Z0tE WH WIo|= 27, HER2
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® HER2PHO| NSCLCOlAM &R1%t Boehringer Ingelheim©| ZHZ Pt Zongertinib2| S22 dat Ui
Unmet Medical Needs?t =2 HER2 0| NSCLC A|ZOlIAM HESH= TKI AlEMIE= S8 AHEE S218t= A& B'5 U EFIPH OFN A 2ol

® ORR71%, mPFS 15.2718, 388 S§4 17%, &=l 2t T2 3%, §F A= 7% 2 71 24U,
Brain Meta At ORR 41%, HER2 ADC £ 0| = ZAHORR 48%)0lIME @40t 25 20!

® TNBC G HER 2 12 2} 554 et A 14 TS (NCTO04886804) 14 F& ol F U2 26 12, 2|15 FEU2 28 8 0%

HER2 TKI % ADC &2 NSCLC %4 Zat ZongertinibQ AVE 105 U Bt Zn} gkt £4
ORR |Median PFS |G23 TRAEs| Drug-related ILD ) Patients with Cohort 1
(%) | (months) (%) (%) Canlrrfied response by BICR TKD mutations Drug-related AEs#, n (%)  All G23
T according to RECIST v1.1 N =75 Any 73(97) 13(17) [ |
s Diarrhea$ 42 (56) 1 (1) [ |
pr— ]
T-E 18 44 50 NR NR i L i TE00 0 -
9 ASTincreased 18(24) 4(5) N |
(NCT02675829)" 95% ClI 60-80 ALT increased 16 (21) 6 (8) =
9, Nausea 11 (15) 0 1
T-DXd 5.4 mg/kg 102 49 98 ag 13 Stk i Dry skin 11(15) 0 1
(DESTINY-Lung02) : : PR, % 64 Pruritus 10(13) 0 |
DCR 96% WEC count decreased 10 (13) 0 | | Grade: e
Anemia 9(12) 0 B =3
- ORR |Median PFS| EGFR-related 95% Cl 89-99 Neutrophil count decreased  9(12) 1(1) |l i
s o
(%) | (months) TRAES (%) SD, % 25 Nalldisorder: 3i(17) 0 '} ; ;
0 20 40 60 80 100
0,
Dacomitinib 26 12 30 G23 rash: 14* [k - rer e g Bationte 0/}
1 i * Cohort 1: patients with . : Cohort 3: patients with
(N CT00818441 } G23 diarrhea: 8 C TKD mutations )C_|EE;Z::'::?;’O:;;“;J;:‘L"DC non-TKD mutations )
N=75 N =31 N = 20
Neratinib - o f
> | Median age, years (range) 62 (30-80) 61 (31-85) 65 (27-77)
(SUMMIT)? = 4 o G23 diarrhea: 22 Female, n (%) 51 (68) 21 (68) 9 (45)
Race, n (%)*
Asian 40 (53) 11 (35) 9 (45)
. ’ - Non-Asian 24 (32) 14 (45) 8 (40)
Afatinib® 18 0 2.8 Gz3 diarrhea: 17 Lines of prior systemic anticancer treatment, n (%)™
1 46 (61)" 5 (16) 8 (40)
22 I 2939 | 26 (84) 12 (60)
Pyrotinib . ) ECOG PS, n (%)
(NCT02834936)-’ 60 30 6.9 G=3 diarrhea: 20 0 28 (37) 7 (23) 4 (20)
1 47 (63) 24 (77) 16 (80)
Brain metastases, n (%) I 28@37) | 23 (74) 8 (40)
: 5 HER2 TKD mutation type, n (%)
Poziotinib 90 28 55 Ez:&. rash {9 R S | R =
(ZENITH20-2) G=3 diarrhea: 26 P780_v781nsGSP YK 3(10) o
Other 19 (25) 10 (32) 0
At&: AACR2025, SKZ&# At&: AACR2025, SK3H



2-2. Undruggable EPIIS| CHE 3 fk

® KRASQ| %7t Revolution Medicine®l Pan RAS(Daraxonrasib,RMC-6236)0 0|9 G12D(Zoldonrasib, RMC-9805)H0| L4t 24t 140 =
40t A0 E YH KRAS-G12D=NSCLC, PDACTS tHA%d DFHUOIM 4-40%7HA| L O|ZLY A3 BAF 2= HZE6T,000H9F O 2 Tt

® Revolution Medicine= #AH KRAS-G12D HO| NSCLCEHAS| 3%t 201 F 211% CHA 4HE TS5 0|, o]t AACROM Dose Escalation 22t &
2% HFEZF(RP2D, 1200mg)el Z1tE &H

® RP2D &% 1200mg £ 18 CHef ORR 61%, 358 Ol £28& 2%, F580l| 2Pt FEH 0% 2 0i¢ 240 ZaE LR

UZHRAS G12D UHE | Zoldonrasib A4 14 AL E4 Zoldonrasib 1200mg £4# H's Zat
RAS G12D Cancers are Common Tumor Response for Patients with NSCLC
Treated with 1200 mg QD (N = 18)'
foLc PDAC 100 — ORR?Z, % 9
% , % (n) 61% (11)
40%
o \ g DCR (CR+PR+SD), % (n) 89% (16)
8% 61,000 \‘:’1",.2' 5 L per RECIST v1.1 .
New RAS G12D - g 50 Includfes confirmed PRs and unconfirmed | Rs who
) m S were still on treatment and may yet be confirmed
patients per year 15% £ il
(U.s) NSCLC ]
4% = m
85
PDAC KRAS G12D Frequency® wE 0
37% ==
v %G
All Doses 1200 mg QD (s )
(N=211) (N =90) g -
Age, median (range), years 62 (25-86) 62 (25-86) 5 L
Male, n (%) 116 (55%) 51 (57%) - £ -50
ECOG PS 1,n (%) 148 (70%) 64 (71%) o )
Tumor type, n (%) 3 W 1200 mg QD

NSCLC 30 (14%) 28 (31%) m 5. = oh Haatment

PDAC 115 (55%) 42 (47%)

Other 66 (31%) 20 (22%) =100 PR*
Number of prior anti-cancer therapies, median (range) 2 (0-10)! 2 (0-10) umber of Post nd
Liver metastasis at baseline, n (%) 146 (69%) 51 (57%) aseline Scans 1 3 1 2 1 5 1 1 4 4 | 1 1 4 4 1
Metastatic at diagnosis [stage IV], n (%) 129 (61%) 55 (61%)

AtZ : AACR2025, SKBH AtE: AACR2025, SK3H



2-2. Undruggable EPPIC| CHE X}

Revolution Medicine2| KRAS *| 24| M2 Zoldonrasib 1200mg £2f ZAPEH Follow-up ?|2t0l| IHE H&
Uncontrolled RAS(ON) Signaling Drives Cells to an Oncogenic State?-3 NSCLC KRAS G12D patients (N = 18)
>
Normal | RAS Cancer Mutations _—»
]
e b
t S
i _e=—-_-—-----—)
e Median (range) time to response: 1.4 months (1.2-2.8)
bt L .l — p— (range) P
Membrane 9o . |emmenacs m———— Median (range) time on treatment: 2.6 months (1.3-8.0)
| : ‘ = 1
I N
Tightly regulated I Excessive I
RAS(ON) proteins control RAS(ON) signaling drives I N >
cell growth I uncontrolled cell growth ——
s 4
» Treatment Ongoing
= RAS(OFF) — § o
il — SR ——
RAS(ON) 0 1 2 3 4 5 6 7 8 9
Duration of Treatment (Months)
Zoldonrasib Y% 14 CIxI2! Zoldonrasib 1200mg Fo# QHH 4 ZHat
9
Patients Treated with 1200 mg QD Zoldonrasib (N = 90)'
Maximum Severity of Treatment-Related AEs Grade 1 Grade 2 Grade 3 Any Grade
Key Eligibility Criteria Part 1: Dose Escalation — Any TRAE 49 (54%) 16 (18%) 2 (2%) 67 (74%)
* Advanced solid tumors with KRAS Zoldonrasib administered orally QD or BID, TRAES occurring in 210% of patients, n (%)
G12D mutations 21-day treatment cycle ' Nausea 30 (33%) 5 (6%) 0 35 (39%)
+ Received prior standard therapy Diarrhea 18 (20%) 3(3%) 1(1%) 22 (24%)
appropriate for tumor type and i Vomiting 12 (13% 4(4% 0 16 (18%
Prop w _ - Part 2: Expansion and ) ( . ! %) 5 4
stage Bose Obtimization Rash 1 (12%) 0 0 11 (12%)
+ ECOG PS 0-1 900 mg QD 450 mg BID (NSCLCpan 4 PDAC) Other select TRAES, n(%)
« No active brain metastases - - AST increased 5 (6%) 2 (2%) 0 7 (8%)
- ALT increased 4 (4%) 1(1%) 1(1%) 6 (7%)
Key Endpoints f_mliﬂﬁl Stomatitis/mucositis® 1(1%) 0 0 1(1%)
TRAEs leading to dose reduction, n (% 2(2% 2 (2% 0 4 (4%
+ Safety and tolerability 150 mg QD ) o ) ) %) (%) (2%} (%)
« Phamacokinetics TRAES leading to dose interruption, n (%) 3(3%) 3(3%) 2 (2%) 8 (9%)
+ Antitumor activity + Max administered dose was 1200 mg daily TRAES leading to treatment discontinuation, n (%) 1(1%) 0 0 1 (1%)
+ No dose limiting toxicities observed in Part 1
+ Maximum tolerated dose not reached Mean dose intensity 98%
No treatment-related Grade 4 or 5 AEs or SAEs have been reported
Atz : AACR2025 SK3#H Atz : AACR2025, SKBH



2-3. 3MICH EGFR2| Z2iot Al A} -

o E Y T=oM S E2 TANfO| HHTH Aumolertinib(EFHE F: Ameile) 2] NSCLC 1A} 2R} CHe

=]
o 2ot E T

® Aumolertinib®| 7|2 H[Z}H™ IM|ICH EGFR A|2M|Z EGFR phosphorylation(2!4t2t) 2 NAPK/AKT SignalZ Asiot= 7|2 2=

e o AMOM Aumolertinib2 X H|il= -2 mPFS2| HR(I¥H|)= FLAURA-2 Study 0.62, MARIPOSA 0.7, AEBEAS2 0.472 3

HHE. mOSHA| 212} 0.75, 0.77, 0.44=

o T

=
27 22 Y| 0he D2
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o QI ZHOIM T HALZof| QI FEHE 2 THEA| 1.6% = FHAU=Z ! Osimertinib(Et12|4) 3-6% CHE| 3AH| ZH4

o O[2A 1A AIBH|ZAM 2L A ZEMoZ 5387
HYHO 2 0|ZLY TS ohao Brksio| Tzt 0] Al
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AEo|Lt A THAXN|F2 O|= L TEEMARRI EQRX (233 11% Revolution 2 QIE!) 7t
| A

AEBEAS2 Study : 33

MARIPOSA Study: =24

FLAURA-2 Study: 22H

Hansoh Pharma

Hazard Ratio

mOS

Hazard Ratio

3530l 2318
Sxtgo] oot 4t FEH

Aumolertinib
(n=316)

Aumolertinib+Chemo
(n=304)

28.971 18.970
HR, 0.47(1070& 7HM)

Nat Reached Nat Reached
HR, 0.44
79.6% 34.8%

21.1% 1.6%

Janssen
Amivantamab+Lazertinib Osimertinib
(n=429) (n=429)
86% 85%
23.770Y 16.6704

Nat Reached 37.371<
HR, 0.77
75% 43%
10% 3%

HR, 0.70 (7.171€ 7i4)

AstraZeneca
Osimertinib+Chemo Osimertinib
(n=279) (n=278)
83% 76%
25.571 16. 7704

HR, 0.62 (8.8711& 7i11)

Nat Reached 36.771
HR, 0.75
64% 27%
1% 6%

A& : J&J, ELCC2025,

SPHYY, AACR2025, SK3H



2-3. 3MIcH EGFR2| =gt 4

PFS : With CNS Metastases, HR 0.56 PFS : Without CNS Metastases, HR 0.43
Aumolertinib + Platinum-Pemetrexed  26.3 (20.9, 28.9) Aumolertinib + Platinum—Pemetrexed  31.7 (26.3, NA)
A lertinib Monotherapy 18.0 (15.0, 20.7) Aumolertinib Monotherapy 20.5 (17.9, 23.3)
HR (95% Cl) 0.56 (0.37, 0.83) HR (85% CI) 0.43 (0.32, 0.58)
Log-rank P value* <0.0001 Log-rank P value* <0.0001
With CNS metastases Without CNS metastases
) I 4 Aumolertinib * platinum-pemetrsaed e [ "™ “ Aumolertinib + platinum-pemetraxed
08 . Aumolertinlb 09 — - Aumolersnib
o8 o8
or o7
ae 06
os 08
04 04
03 03
02 L + 02
a1 01
oo 00
b 9 * " " i " o 4 = sl » 3 3 3 7 7] m T El W ] [y n
Monthe since Randomization
Progression Free Survival: median follow-up OS 23.470¥, HR 0.47 Overall Survival: median follow-up OS 24.474&, Not Reached, HRO.44
il Median PFS, months (95% CI) 10 < Aumolertniy + platinum-pemetrexed
- == Aumolertinib + platinum-pemetrexed 0p = Aumolertinib
" 1 . Kociries Aumolertinib + S
? 08 i Platinum-Pemetrexed 289283, NA) x 08 NM%.
a gy Aumolertinib Monotherapy ~ 18.9 (17.8,21.1) £ 07 .y
06 HR (95% CI) 0,47 (0,37, 0.60) 4 & Yy
Log-rank P value <0,0001 5 Ebf = renemarssnaneanannmarasna s et et e AR = SN R E A T R R e T
L A 5
04 E 04
- § 03
g 02 02
LY
o 0.1
00 00
0 3 1 1 7 15 18 2 2 7 0 3 ] 3 (-] -] 12 15 18 b1 24 Fid 30 a3 38
— Months since Randomization VR Months since Randomization
‘f:ﬂ:ﬁ,’:ﬁ T I T 0 10 0 f“:ﬁmﬁf 310 301 20 202 288 283 268 2m 141 101 37 2 0
pemetiexed pemeirexed
Aumolertinb 314 293 m 8 m 18 2% i % % 3 0 Aumolertinib 314 309 302 204 284 2m 251 183 120 80 27 1 ]
A2 AACR2025 SKE&H Atz : AACR2025, SKZH
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& =42 08 ¥ EX9¥(Adjuvant Therapy)E SHLE AT X| 2 T O} AN S Fofs Y
UOLt *IEIZJ-P f —§'==7<| o, Yot BAE O 2 B WES2 40-50%0 £210t0 |t 2017 o| £ CHAIE M2 2 X2 A Jldro] HUMH et

® OHKFYNOTE-689(2U4 342 22 MY 9o 2 SOC HE9M SOC2 Head to Head Hlu ¥t 240 Z mEFS(Event-Free Survival)Zt
F|EZLCHSOCOIM 51.870H&(37.5-NR)Z SOC 30.470(21.9-8-50.1)0l| CiH|5}q 21.470 2 HEYsH= D2 X0l A7} 9ty

o

® OSEJIEZCHSOCY ool D=2 stFHoLr SOC2e| HR(IHH])ZH 0.722 F7 =0l At

L. 0O

& = <} e} o A o
o S ZutE J[HtO 2 MSDE 25 28 FDA &7t A& tg, QMAUALE X|7g 220 2t FDA £2! 712 (PUDFA)2 254 6 23U = XY E
= CoHH L A - . o d L A{O L}x o
e O|tH AN HIFtO = SH U AR I|UALO|| CHSHA] Neo Adjuvant(f&T HARQH) = 28T Adjuvant Setting®liA S22 HF D MU 7H5H2 WE MER
o = o
BEAZHOZ AIE| T2 WO = Lol Y ME2Q 7[thot 52 4%
KEYNOTE-689 Study Primary Endpoint : EPS 23}, 21.40 ¥ A% KEYNOTE-689 Study £3H-8 T2 Aat
Pembro + SOC soc 100 Pembro + SOC soc
100 = (N =2363) (N=351) s (N =361) (N =315)
% 136 (37. 159 (45. . .
904 E"%‘fa'"'l‘( el 63376(%55)) &9((1523)) N TLE Median (range) duration of therapy, mo 9.1 (0.03-22.3) 2.9 (0.03-7.2)
80 Distant PD 26(7.2) 51 (14.5) TRAES, n (%)
. Local + distant PD 4(11) 7(20) 704 Led to discontinuation 64 (17.7) 39 (12.4)
i, 70 Local PD/recurrence 39 (10.7) 37 (10.5) . Serious 69 (19.1) 33(10.5)
2 6 ‘ | Median, mo (95% CI)  51.8 (37.5-NR). 304 (21.8-50.1) % - Ledtodeath 4011 1(03)
£ 162.5% R 2 5] .
® 50 : 3
2 H 9 40 3930 388 \ Grade
=40 | = 12 342
§ 30 3 5 i 04 pPembro +soc [ [l
@ 20| 194 180 S 187 soc’ M
20 ) : : HR 0.73, 95% CI 0.58-0.92, .m0 .5 159 156
: : : (20 278 118 14,0 108 1087 1021] gq108 o108
10 - | : P=.0041* 101 [4] s
S S T o NV g N N
B > & @ N @ TRAE = treatment-related
0 6 12 18 24 30 36 42 48 54 60 66 & & F &S S S S F S shipalh
T Months yﬁ‘\ Q@ \Q\ %\0@ @0 @‘ e@‘) d d& o‘\e& \\@\‘ Qo\‘}é\g o§40<\\ %0" o\\(’&\ \$ v(@ adverse event (210% incidence)
Pembro+ SOC 363 287 232 191 157 129 88 55 34 21 2 0 \A*QO W b Numbers above bars show total
SOC 351 258 183 147 110 88 59 37 25 15 7 0

NR. not reached. Data cutoff date: 25 July 2024

incidence of any-grade AE.
#Among the most common TRAEs, none were grade 5.

AtE: AACR2025 SK5&# At& : AACR2025, SK5H
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KEYNOTE-689 Study : Eof2Ix} E4 KEYNOTE-689 Study Primary Endpoint : Subtype & EPS Az}
ch _— Pembro + SOC soC Events/Participants Events/Participants
aracteristic Pembro Pemb o
(N =363) (N = 351) +50C SOC HR (95% CI) :?o{; soc HR (95% CI)
i = = Overall 136/363 159351 0.73(058-092)  Primary tumor site !
Median age (range), years 60.0 (29-82) 61.0 (22-87) Age ! Oropharynx/oral cavity 96/254 123/251 ==, 0.66 (0.51-0.87)
Male, n (%) 286 (78.8) 277 (78.9) <65 years 89249 100227 | 068(051-090)  Larynx 2781 373 —wt 0.68 (0.41-1.14)
Current/former smoker, n (%)? 293 (80.7) 267 (76.1) >65 years 4ima Sonzd - - 0.83(0.57-1.22) T"‘y”phary"X 15/26008/20 T 2550081717)
Sex i umor stage '
Alcohol use—yes, n (%)? 250 (68.9) 238 (67.8) Male 11286 136277 ! 067 (0.52-0.87) il 2190 40093 —a— | 042 (0.250.71)
Primary tumor site, n (%) Female WBOT WM —— 1,00 (0.57-1.76) il\l.{)AH — LA 0.85(0.66:1.10)
i ' Race i - !
Oral cavity 219 (60.3) 213 (60.7) White 100084 118070 = 07105609 % 25T 107242 073 (0550.96)
Larynx 81(22.3) 73 (20.8) All others W0 W5 —ek 078 (047-121)  250% 39103 51107  —a 0.69 (0.46-1.05)
Hypopharynx 28 (7.7) 26 (7.4) Region | Smoking status !
Oropharynx 35 (9.6) 38 (10.8) North America W64 229 —er 067(037-121) | Nevensmoker 2 gl s el St
Missing 0 1(0.3) EuopeanUnion 44138 Gitd5  —a- ooj0deny] RSSOk RO )
Rest of World 691161 76/157 - 0.73(0.53-1.02) Current smoker 50117 60123  -== 0.71(0.49-1.03)
Positive HPV status, n (%)° 12 (3.3) 15 (4.3) ——t— LA I
02505 1 2 4 8
PD-L1 CPS 210, n (%) 234 (64.5) 231 (65.8) ——
PD-L1 CPS 21, n (%) 347 (95.6) 335 (95.4) Favors pembro + SOC Favors SOC Fajore pembo . S0DEkavors 50
KEYNOTE-689 Study Primary Endpoint : CRPS 10> OS &z} KEYNOTE-689 Study HH#H 2418 An}
Pembro + SOC soc Pembro + SOC soc
1004 (N=234) (N=231) 30 (N =361) (N =315)
90 Events, n (%) 73(31.2) 89 (38.5) . - - Any Grade Grade 3-5 Any Grade Grade 3-5
804 oy Medianmo(E5%C)  NR(NR-NR) 618 (492-NR) adversa ovonts, n (%) 156(432) 36(100) 32(102)  2(06)
2 70 i 2207 Infusion reactions, n (%) 4(1.1) 0 2(06) 0
T 60 : 167.1% ; g
£ ; : ; LHR 0.72, 95% CI 0.52-0.98, J § Grade
5 50 i i “ 3 12 35
% 404 5 ; | s =t Pembro +soc [ [l
| e | soc | M
O 30+ : H : NR, not reached.
204 H Significance boundary was not met at IA1. 08 4 O-an 9503 0303 03, 03, 03, Nmbore above bare
H H H 1 T T T T T
104 : : : Additional follow-up is ongoing. OS R ) @  show total incidence of
: : : hypotheses will be tested in future analyses & @5\ &&" 0,0«5\ @@"\ & any-grade AE.
o o o o o o o o e o according to the statistical plan. N *q"q NS &
0 6 12 18 24 30 36 42 48 54 60 66 @Q @QQ OQ%‘ One gra§§ 5 event of
No. at Risk Months @Q pneumonitis occurred.
Pembro+ SOC 234 218 191 161 143 120 89 70 47 32 2 0
SOC 231 205 173 142 13 91 74 56 40 25 17T 1 Data cutoff date:2. July 2024
Immune-mediated AEs are based on a list of preferred terms intended to capture known risks of pembro considered regaruless of attribution to study treatment by investigator.
At&: AACR2025 SKZ# At&: AACR2025, SKZH
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® ADCA[ZH|Q| HY 31 Z 2tAl= 1) RAH-E SH 2)LHY SFOEH Y 4 UZ

® ADCO| BEA82 On Target— Off Tumor S/32t Off Target SHO2 &
ADCE TumorZ 7H= H|80] 1% O[T Off Target 542 Receptor Medicated 2218 3 Free PayloadOll 2P+ £3H80| 2 Q!
A

> Receptor Medicated 522 G| Fc Silencing ZI&2 56H, Free Payload®ll 2|3t 22822 Pgyload?| HydrophilicityS ZHMsH= @02 A1 5

ADCY| LHd2 Multi Target/Multi PayloadE £% CHH9 8! |ICl(Immune Checkpoint Inhibitor)2F2| -8 M2k Al

2t
> EI2HICI(Immune Checkpoint Inhibitor) B-&2 [5iA= ADCe| #2-& sffZo| T4

ADC o] iyl IA| : B2 Gl LY I = ADC 52t89| 2101 : ADC?} Tumor2 7H= HIE 1% 0|2 Off Target

42 R

ining ti Blood
A ADVERSE EFFECTS DRUG RESISTANCE R rcmring tasues LY 2 :
\“ "' Blood 'H ‘ Legs & excretion
Challenges: pre-release in the circulation . ¢ ) @ @
and non-specific uptake of payloads, long (a:;l'ttl;ng"?;un:al:.\’el inthe Mc{culamn. Iaw.h.xl:dmg .& Legs & excretion " l. Remaining tissues
1 nity with target antigens and immunogenici
halt-ife _ (| Liver Lumretuzumab MMOT0530A Liver
Optinitzations: design of more stable Optimizations: utiity of humanized or fully human (HER3) (Mesothelin)
linkers and mini fargeting units antibodies and miniaturized antibodies 52 trastuzumab Fat Fat
Kidneys
Kidneys \\»\ ///
ol L, o Spleen
een
P J@ Tumor' <1% tumor uptake
Challenges: non-specific ~ Y Nk Tu morl <1% tumor uptake L S A 20 20 20
expression of the target in 4 T T T 1 i
normal cells ', 0 10 40 Bevacizumab Percentage of injected dose (%ID)
2 Challenges: campelitive (VEGF)
t specif inhibition between ADCs Percentage of injected dose (%ID)
antigens with high affinity Challenges: defects in and naked antibodies,
e 5“"‘*:"";9"‘ i internalization and heterogeneity intra- and
resonance, phage display, elc rafficking pathways Inter-tumers B. Off-T R ediated
Optimizations: mutant Optimizations: ity of A. On-Target, Off-Site Toxicit: . Off-Target, Receptor-mediate C. Off-Target, Off-Site Toxici
proteins as the target, ADCs with bystander effect, 9€t, Y (FcR, Mannose Receptor, CKAP) rget, ty
finding targets which can * ~ bispecific antibody, and 5 5
prevent activation of 3 :;v;lzs‘slpna of ;r;‘]uga{as ofl* e ®  A0Chindsto of* aoc &  ADCbindsto
downatrsam signaling i e TMDeT TP s S0\ nplosma AOC eceptor Y X nd S A0 eceptor Extracellular payload Jl*
palhvways complexundergoes complex ndergoes i S, e
medated medited inplasma
\ ! g - *
Lo o . F/cpe '
- Target Antigen Lectin Receplor 5 -
s
ystome f— woseote N
ADC-eceptor complex ADC-teceptor complex Internalization
is degraded,rleasing is degraded, ikasing
‘cytotoic payload. cytotaxic payload
4 o/ ysosome
" ~ 0Cis degraded,
\ ™ Freerayioad I & Freepayiond & &;ﬁ;ﬂfwc
(Challenges: heterogeneous due o
different drug-antibody ratio and Challenges: payload tolerance or efflux
MTS_"H_“ i*“ﬂ""ﬂm’ﬂ "EUG? _ Optimizations: utilty of payloads that are poor Healthy cell Healthy cell Healthy cell
Optimizations: site-specffic binding efflux substrates, modification of linkers with with target Cell Death or without target Cell Death or without target Cell Death or
and utiity of engineered amino acids increased hydrophilicity expression Functional expression Functional expression Functional
L Impairment Impairment Impairment

A& : Experimental Hematology & Oncology 2022, SKE#

AtZ: Cancer Discov. 2024, AIFALR, SKEH
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2-5. ARM|c ADCE et =

AHMICH ADC HE e

Q7 A é o ot é 27t 22 ARy H|3
Multi Specific
On Target Off TumorE4d& :
: pH dependent pH Dependent?t M & %{0|2f Thet
SHZ 371 212 Tumor MY LA
Masking Circulation & Masking 3|
: Payload Hydrophilicity 7 Bystander Ht= ZfAH
Off Targef EAJ =

Tumor L %2 ADC S HIES =0|7| flsiA Biparatopic On Target 57§ &4 754 :
T e Ef R0 A% 9 1|2 &[St TQ
Bispecific On Target 544 &t It
Muti Antigen On Target 544 &t It
L T I e Ofqurgef%g%}gp}% Payload CHS Antigen e4SO] 12
Multi Payload i

S2I/2401% S4 40| > CMC Ol 75 ZA

Eigl|

re

B Y ; Ho|2E T H2Y

Muti Antigen, pH dependent/Masking, Bispecific/Biparatopic, Fc Silence Hydrophilicity?i#1, Multi Payload

Atz : SKFH
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2-5. XIMICH ADCE get = -

¥/
® ADC LIS 35517 ot HHOE A|LE|= Dual Payload ADC, ¥M|E A4t2 E0t= PayloadE A2 CHE 7|72 A== Yo = ot

Hlo| Z=of CHoH Li4go| EAYEIC{EtE CHE PF 72| H|o|2EojM MIES/Y BatE 7| 7ts

o ZIJMo=z ZtHO|ZEQ| 7|M7t AIHA|Z Z|CHE 4 /=0 OlE &M Chemo + Immune Modulator?| 28U HQ AT Q| FQF M| I AFE}
o

T /GBS oY FY 1t 7|t 7bs > CHEF Payload?| AIHA|7F 22482 SR S 4~ US0M| 7O|, Hant QFF Yol 2| 2 H=0| T8

b O

®  O[# AACR CH4:2] 7|910] Dual Payload ADCE| B2l 2t SHE, o] AACROIA LHE Tio|Z2tole Epat YAlo] EY, Ho|2 0| £yt g
242} 4fo]. ool uf2} R bl 7} o242 AYOILE FDA 491 HHe S Ho|ZE+5 Ef ADCE 21 I Al S5 KHE15& &2 T1 %ol
[7<I-

At Top12 AHE P Trop2 ADC2| MED=10mpk/HNSTD=10mpk, HER2 ADC2| MED=0.8mpk/HNSTD=30mpk
AACROIA ZEE 9 Dual Payload ADC2| H|i4}+ ZHat Y FDA 391

Ol 42 Trop2 ADC (Dtroway), HER2 ADC(Enhertu) H|2I4F 23} CHH| 4

DAR &

njo|mafoly FHAL ERZU (Al ZoH) Ho|2E DAR MED HNSTD
ARC-201 Araris Napib2b(lgG1Q295 Silence) Topl1+TopID(LESS PERMEABLE) 4 3mpk 90mpk (Rat)
o|57H Araris NECTIN4(Q295 Silence) MMAE(2)+Top1(2)+Top1D(2) 6 2.5mpk(2QW) 20mpk (Rat)
No Name Affinity Bio (ROR1/HERD2I_IE;I2—L‘I/Trop2) TLR7(8)+DXd(1) 8 bmpk(3QW) 80mpk
* DXCO18 Hangzhou DAC HER2 Bispecific Gemcitabine+Exatecan 12 1.5mpk 40mpk
TJ102 Phrontline CDH6 x Folate Receptor top1(PY-4CAR2)+MMAE(PE-E2K) 2 3mpk 60mpk
SYNBO11128 Syneron EGFR+CAI MMAE(2)+Top1(2) 4 3mpk -
MW-CO1/C02 Mabwell CLDN1 MMAE(2)+Top1(2) 4 3mpk 30mpk
* KH815 2% Trop2 Top1+RNA Pol2a (4+3.5) 7.5 2.5mpk(3QW) 40mpk
KHN922 3= HER3 (1gG1) Top1+RNA Pol2a (4+3.5) 7.5 10mpk(3QW) 50mpk
CTPH-02 MEEZ|I2 (HER2DE|£€;|IITrop2) MMAE(2)+Top1(2) 4 10mpk(Q2W) -
el O|=Hio|Q HER 2 TopT1+Tubulin Inhibitor ? 6mpk 20mpk

At&E: AACR2025, SKEH 13



2-5.XMIc ADCE %

® AAICH ADC ZHEo|M 71 @M E Bispecific ADC, 2024 ESMOOIAM %| X9
FOLLORR 46%, 358 B&HE 711% = 52 23182 552 dAl= ZUH ¥

® O|H AACROIAM= DualityBio® DB-4119(B7H3 x PD-L1+Top1 ADC) &% CIAIRI, J2[1

Chof HIYY Zat B Ty

o HIUYZEINYUR Y F AF LH TIYTH AbbVie2l ABBV-969(STEAPTx PSMA + Top1 ADC)&= HEMY =2 2Eo|A STEAP1 Top1 ADC &

PSMA Top1 ADC2to| AT H| & Soif HUMY AR &rh 7H54d2 2UQ!, C}at MED/HNSTD HIOIE & HE 2 FIHSIA| Qfot S4d M o H2 et 8ot

ABBV-969 5 Y MM} A% Ly et

STEAP1/PSMA-Top1i
PSMA STEAP1
Binding Binding
Domain ‘ ( Domain
Topli

+ ABBV-969 is a humanized, cyno cross-reactive

DVD-Ig on a LALA cys-engineered C6V1 IgG1
backbone

* Inner variable domain targets PSMA

+ Outer variable domain targets STEAP1
« DAR 2 Top1i conjugate

- Acceptable biophysical properties

Rationale and Key Opportunities

Dual Targeting Captures Larger Patient Populations

Cancer

.PSMA .STEAP1

Heterogeneity of absolute
expression levels

Single or double
high populations

Topoisomerase 1 (Top1i) Linker-Drug

[*] H o
Er\)Lu N\z)LNH

H
A-1770637 )
BrAc-Val-Ala

Permeable camptothecin analog payload with potential for
bystander activity

Sub-nM cytotoxic activity

Stable attachment, cathepsin cleavable linker with increased
stability that drives efficacy

Conjugate has excellent PK and low aggregation

STEAP1
Binding
Domain

PSMA
Binding
Domain

1s-in-class
therapeutic

A& : AACR2025 SKB#H

ABBV-969 HIY4 21t : FSRHOM HEUML AIY &L 7t

o]

g =l

Cell-Derived Xenograft Models
22Rv1 DEE MY LNCap.FGC
CPEY
B PSMA 112,634
"PSMA™30,284 4
STEAP1 64,809 STEAP1 214,975

2000
ABBV-969

pu Vehicle 1500
E 1500 Vehicle
E
g
1000
g/ 1000 PSMA-Top1i
>
g
5 500 500 )
| ¢-® STEAP1-Topti _
STEAP1-Topfi @ . ra PSMA-Topfi
ol ; g . ; ; e , o0l . . Seesss s NN
0 20 30 40 5 60 70 8 90 25 3 45 55 65 75 85 95
Patient-Derived Xenograft (PDX) Models
LuCaP 70 LuCaP 136

Vehicle 1500
T E
§‘°°° E Vehicle
g o
5 g 1000
3 3
g 500 'g
2 g 500
c
g PSMA-Topti H PSMA-Topti
] STEAP1-Topti 3

ABBV-969 2 ABBV-969
0 AP1-Top1j

45 55 65 75 85 95
Days Post Tumor Brei Inoculation

0+
10 15 20 25 30 35 40 45 50 55 60 65 70 75
Day Post Tumor Brei Injection

A& : AACR2025, SKZH
14



2-5 ARM|cH ADCE Tt = -

AACROIIM LHEI £ Bispecific ADC2| H|Q4+ Zat
Djo|majoiy N ERA (A Z2H) Ho|zL
i EMonovaIent PD-L1 x ITGB6/8 (ch

JSKNO022 Alphamab

AZD9592 AstraZeneca EGFR x Cmet

BCGOO03 Biocytogen PTK7 x Trop2

BR-2302 HER3(H) x EGFR(L) MCGGFG DX8951f

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

CS5007 EGFR x HER3 CSL20, Exatecan

GQ1033 Gene quntum EGFR x cMET

DXA023-G017 Hangzhou DAC VEGF x PD1 (LALA Silencing)

Trop2(H) x PD-L1(L)

Monovalent cMETx HER3

Innovent

............. iBI3OTO ¢ Innovent ~  :  BiparatopicFra ¢ NT1 .. 3mpk ¢ 60mpk

_____________ IBI30T0 Innovent Bivalent TF

____________ KA-2886 Kyinno

____________ KA-2887  Kyinno  Monovalent EGFR(H) xPD-L1() ToplLD38 . 48 . 2mpkDAR4)

____________ KA-3123 = Kyinno  Monovalent EGFR(L) xB7H3(H) = Toptitpg . 8 . 2mpk

T Phrontline _EGFR x B7H3 (Fc Enhance) -

___________ SCR-AO10 = Simcere ©  B7H3xcMET

...dkos °  salubris °  Biparatopic5TAFcNul - MMAE 8 o Smpk
0| 37K Zymworks Biparatopic PTK7, IgG4

At2: AACR2025, SKEH 15



2-6. 1YUS T T cell Engager?l

S
/Lw-s-ﬁ\
® T cellEngagers THAMEI} Ot S0|X MENA O 2 THAJOL © 4 QTS MOt O|FGH|Z, QF MEJ} Hroiste EZIT} T MES OlAISH= EfZIS B2

® FDAOSQE T cell Engager= 22 Y7HIO| AMEH A O = 501 22 Imdelltra(CD3 X DLL3)2 M|2[5t1 2 5F HAHROAM F 871 2fE 52!
S0 A*EFS2 25 CRS/ICANS & o B2r80| 2 4% Ol= On Target Off Tumor & HHA|ZOf| of E3iL[of Q)

- | I~
Mediated Off Target /4 IZ0[H EpZ e dat H /] Aojo| A 2T} R 9 SHA Ipx|=2 o} L= ot

rg O
2

-

® TcellEngager®| ECHE SHZ THA| 5 Stt= DHAAMO| W2 H 5. o= 7|&E HAYUANZ 20| 2715T Cold Tumor2| Antigen loss P4t &
OJMIE2F 2tFollM o] T M EfTlo) oft B3 ofg} Ihs4dol /7| T

® O 2H|T™E S=5t7| sl EfZU CHHY}

ffinity AFH8} Pro-drug HEHC| M2, Fc Silencing £¢!, IC| 29| H& S CIQfstHiHO 2 S| A Al

A
AFMICH T Cell Engager2| 312 2HA| : B5a} 2218 ZHO|A s Zo| T

=k ebS| HEAHS|O
Low grade @ CRS High grade '|'_'K1| (=] =20 EI |_|
- fever, fatigue, muscle  (Cytokine release syndrome) ... 6arage, vasodilatory
On-target off-tumor toxicity pain, respiratory distress e : B -
=
The afﬁpityTifAfoo thh:It:indi“g to low- i ; High grade CRS “__6, ”:N_y, TNF_(X o :‘_}‘E?_I' ECE! Al‘OlEa ?_I EH?j
expressing TAAs on healthy cells. eadaches, confusion, 3 ; H . . I ES
hallucinations ® ICANS ataxia, and aphasia i Fc effector function mediated2 R
The affinity is too low: affecting the (Immune effector cell i i | fail
efficiency of the T-cell redirecting bispecific Sustained T-cell activation,! esa:iuzt:';esna EL, -
antibodies. T-cell exhaustion | cardiac arrhythmias, AIO|EZIQIn} A2 FIO1 npET wnime BRBIY 5
® Insufficient T cell infiltration acidosis, azotemia, ICANS B B = 2|0| XK
immune checkpoint molecules, Reverse and even sudden death Fc effector function mediated= #H2IF™

recruitment of T cell subsets:
naive or exhausted T cells, regulatory T cells,
and different helper T cell subgroups (Th),etc . ) o =
Infusion Reaction ADA D7 ZHE|LL 2T
Infection @ T1LS
(Tumor lysis syndrome)

TLS

oF E=H} A[SHEHA|OF 0|2 o
(Tumor Lysis Syndrome) CRS2t S TIFOIIT RIS

Granzymes AN [ Perforin o, “Granzymes
Apptosis ‘/;_-_a, 1LY ;LS d ,.-—_—.\\A am;;;ba?ilrs-
. Perforin / H g
. i hyperkalemia, i ionO 2 &IoIAx™
D | g Infection On Target Off Tumor B cell depletion2= §QIF7
i hyperphosphatemia,

and hypocalcemia

Apptosis Low grade

A Y/ 4 ¥ \ Antigen loss MHC-1Downregulation.2 x| 2| LHAJ &4
o4 \\
@ TAA loss
I ,\%‘ V/4 ’ | various meqhanisms. . 5 <
Anti-CD3 BsAb Anti-CD3 BsAb pasrisadabtadia I R, ' T Cellinfiltration Cold Tumor®lM T Cell Engager 23 2t%} 7154

Anti-CD3 Antibody Anti-TAA Antibody

AtE : AACR2025, SKEH 16



2-6. 1YUS T T cell Engager?l

T cell Engager?l 52 CRS 2218

CRS grade = B ES-SCLC muUM R/R B-ALL R/R DLECL, 3L+ R/R DLECL, 3L+
:; = g’-‘ Tarlatamab Tebentafusp Blinatumomab Epcoritamab Glofitamab
o § g‘ Overall CRS 55% Overall CRS 89% Overall CRS 14% Overall CRS 51% Overall CRS 70%
1 _ ’Q‘g Q & g - 80 -
m e S a0 5 55 § = ]
P 8. f1 Bf 9 §iEe MW o -
=2 S S =a § = = ©3 % E B 40
65 5% 83 55 g3 8§ g3 83 gE g% 2 20 |
28 22 2= 25 28 2§ 2 =25 23 28 .i o >~ 1
= - = - g R/R FL, 3L+ R/R MM, 5L+ R/R MM, 5L+ R/R MM, 5L+ R/R MM, 5L+
— 1 >
75 !:l% 8 : Ig 8 é é I=I= =“, gl:z Mosunetuzumab Elranatamab (ecag?yugtirgsfs) -(I:';Il:"rj;t:g:::g Teclistamab
g 50 ia" ﬁ 8 i Overall CRS 39% Overall CRS 58% Owverall CRS 72% Overall CRS 79% Overall CRS 72%
=25 ] £59
i &0 =
O 254 = o
2 s0- = || = 5 o] %:. Lg, f«.\._\\.=. k._.
I - = || ol
§75_ il = B = = L= W 1 8 1522203643 1 8 1522203643 1 8 1522 203643 1 8 1522 203643 1 8 15 22 20 36 43
2 n 3 " 3 % . 2 Time (days)
& ?C'; &R < é Dose administered by CRS occurrence
WIN H/H 92 uM|| Josiaum | [Twaus| | wnw | [oTos-s3 [ ) e e |s@ SCgeiRle == geckas
A o = A
FDA S2E T cell Engager %% : €t S40 2 591
IHEEAL 2% HIHEDY EL2 ShA|| ol Fc Modification FDA 521 s s
Amgen Blinatumomab Blincyto CD3 x CD19 Tandem scFv Mg okt 2014.12.03 Acute Lymphoblastic Leukemia CR 34%, OS 7.7 744
D3 x Fv fused
Immunocore Tebentafusp Kimmtrak gp100-HLA- scrvtuse xg okgt 2022.01.25 Uveal Melanoma ORR 9%, OS 21.774
X witha TCR
A02:01
Janssen Teclistamab Tecvayli | CD3XBCMA lgG4: Hetero H, 0 2022.10.15 Multiple Myeloma CR 28.2%, ORR 61.8%
HL exchanged
Roche Mosunetuzumab Lunsumio CD3 x CD20 lgG1: Hetero H, O 2022.12.22 Follicular lymphoma CR 60%, ORR 80%
(Genentech) HL assembly
i - DLBCL : CR 38.9%, ORR 63.1%
AbbVie Epcoritamab Epkinly CD3 x CD20 IgG1: Hetero H o) 2023.05.19 Diffuse Large B-Cell Lymphoma,
Follicular Lymphoma FL: CR 60%, ORR 82%
Roche Glofitamab Columvi cD3x D20 19GY CrossMabi Fab- 0 2023.06.15 Diffuse Large B-Cell Lymphoma  CR 43%, ORR 56%, OS 11.574%
(Genentech Fc(G1) x Fab-Fab-Fc T ' ' )
Janssen Talquetamab Talvey CD3 x GPRC5D 9G4 © 2023.08.09 Multiple Myeloma CR 33%, ORR 73.6%, OS 18.3711¥
Pfizer Elranatamab Elrexfio CD3 X BCMA 1gG2 O 2023.08.14 Multiple Myeloma CR 35%, ORR 61%
Amgen Tarlatamab Imdelltra CD3 xDLL3 scFv © 2024.05.20 Smaill Cell Lung Cancer ORR 40%, OS 14.371¥

At& : Clinical cancer research, 2024, Drugs.com, SK3#
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2-6. gk

oc

AL ojo|zael ER FHETHA| X385 At
Glenmark GBR-1302 HER2x CD3 oAt 14 HER2+ QWY  B58Z0230
Pharmaceuticals
Imdelltra CD3 x DLL3 FDA 7t& 5¢! AM|EEH R ORR 40%, OS 14.371¥
AMG211 CEA xCD3 AU 1% Qe HAHY =X 2 T2 o| R 2 A4 5TH21.03.16)
Amgen 15 b B 15% THA 3% PR
OIAF 1A} x{alA{ot =
AMG 160 PSMA x CD3 2Y 1Y dE0E LHOFA T4 A0 O L} R[OHEOl 50 2 g o171 Rl
AMG 596 EGFRvllIx CD3 A1 HEANREF 8% 5 1B PR, Y 1 B & T4 A4 TIYSHA| b3
A 1ol CRSE QI 83 &5 Mg
_ - QIAF 1A —G+ ok
Janssen JNJ-78306358 HLA-G X CD3 A1 HLA-G+ 13 RP2D A% 2641 2AF 52
A2 AIALR, ZHAL SKBH
AtMICH Engager?l 0L 2k
st MRzt CHEEAL| SHE DA 2{sHjof ok At
Affinity(1:10) Elranatamab(cd3 reduction) On Target Off Tumor Off Target 218 31 Z of2{&
Affinity
Valency(1:2, 1:3) Glofitamab (1+2) On Target Off Tumor Off Target 228 3HA {34, CMC %213, ADA L447ts4
Specificity On Target Off Tumor Off Target 228 3HA o134, CMC o213, ADA L447ts4
Multi-specific
Add co-stim Target SAR-44257 Increase Potency CRS, ICANS 2421578 =otd
Masking ADG13, TAK-280 On Target Off Tumor ok= Circulation O|% OtAZ gloIR!, Off Target 221 SHE O3S
Pro-drug oha .
L . = Circulation ©| 20| Ph 2|&/d §A|7+ 2+
pH Dependent Y biologics, Mythic, BioAlta On Target Off Tumor = OFff Target £5+8 812 O_TE;—%
) . Glofitamab(LALAPG), HRFD X{7F b ojal HE
Selective Immune Modulation Epcoritamab(FEA) Off Target Off Target 221§ XMz 7t5, On Target Ol
Fc Silence vo T LAVA-051 Cold Tumor 32 TME &t50llAM y& T MlZ7t 22 04|
NK AFM13 T Cell #2H-& Mz NKAIZL| LE2 Potency 2t B2 A& 7|22 THA|
Atz SK3H
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2-6. DYAUS YO T cell Engager| = ?) K

® O|H AACROIME AEZ|21} Q00| YU CHY T cell Engager 21t HHE TYMOM, T cell Engager?| CHEFAI! Roche/Genentech?|
at 4

DFY CHY 2749 S Bt EEE T

® Roche/ Genentech2 CD3 T cell Engager & 7152 7(8to = Aot 4173 BRI IO| Z2[Q1Q1 Linclatamig (LY6G6D x CD3)2F 70| aot=|1
U= HER2 Al LIX| ORI HER2 A& A| LI/ A2 S2F0H7| I8 Ifo| Z2FRI91 Runimotamab(HER2 x CD3)2| 87| Y4t A HHE T

o

® HEZR22 Roche/ Genentech? Runimotamab?| HHEAIMO| W2 H'S =2 On Target FJZ JHH5H7| {15 O HER2 bivalent(High
Affinity) x CD3 monovalent(Low)& &4, HER2 High expression LEHAIAZH CD3 2’32t Al On target S8 Z4a @ Fc silencing 7|82 = !5H
CDC, ADCC, ADCPOI| ItE Off target 54 ZHAY 4 A A4

H|ol4} B0 Roche HHO|Tatol thu| o Fwt o BTk ol o|4¢ I, FYH QU= HMS wry

XT 0

=]
AACR 20259 HEF T cell Engager2| P CHE A4 14 Zat HE U 3L 7| LHE LHE

otz TR 32 73
Linclatamig LY6G6D x CD3 - Chayet Roche/ % 46% CHAHZEQZ! 441) PR 3%, 137 2UEZ Dose Escalation 2% (set up 0.2~100mg/ Target Dose 0.6-1500mg)
oo
(BLYGB8824A) Genentech :250(54%) M2ttt HAEL2 > 1500mg &% 71R| acceptable safety profile 22!, I E442 on-target/off-tumor £+ 2!
1a Runimotamab 2= €1 5 20 tH (5Y% 7AH ORR 0%, FYH 1t ¢iZ
353 Ol 2218 20%(4/20), Hln A L2 821 0.7mpkoliM 543 L/ Day8Yoll &% 575t A
Runimotamab HER2 x CD3 HOEEF%: Roche/
T oo

Genentech 11,51 MEl .8 2 53% CHAHZUZ! 8AH) SAJ2] 21910] HER2-+7A! I 017} m20|a} BHEH BIAIEI M E0KS. Runimotamab SRS QA
Dose Escalation Z& §%0lA4 ORR 19%(10/53), 20/60mg Ei4H ORR 30%(7/23)

353 0|4 HAR 37.7%(20/53), %8 POl E 100-300mg 71| 83 Sorstof nfat ATH 0 2 & 8ol Loy gt

Al ® HER2 bivalent(High Affinity) x CD3 monovalent(Low)Z &7, HER2 High expression AEHOIIATFCD3 Z/J2t A|#H On target S Z4
ABP-102/CT-P72 HER2x CD3 :HIYY . Holdings/ @ Fcsilencing 7I&2 =8 CDC, ADCC, ADCPOI| THE Off target 543 ZHa g 4 UA| HA|

AMEZ|IL
d=812 H|4+ 23t Roche?l runimotamab CHH| €5k T at 2l oj4t M, MED=0.5mpk, HNSTD=90mpkZ &2 TI(Therapeutic Index) ¢!

HER2+ = Outopy & 32% CHAHZUZE 2KH) ORR 23%(7/31), SX8F2(1.5mg Ol4f) 24%(7/29)
YH32367(ABL105) - HER2 x 41BB :

o
RYY | OOHIRHIOI 353 o4 B2ER 19%(6/32), AZHEHHELE 16%(5/32) 02 Lot 94

O T 70 o TT

AtE : AACR2025, SKEH 19



Runimotamab THE ¥4 1a%t : 353 O14 £238 20%

0.7 Dose®llM S48 &/, 2218 37| 2/ Day 191M H2 8% Day 80IM &2 &3 &2, gYPuI= S

( ents) i/ (2 20% of pa rnase 1a
AILAES (2 20% of patients) reaiment Related AEs (2 20% of pabents) Cohort# c101 c108

e s Max Admi
Pharmacologically Dose
- m active doses:
Cpche i e Measureable PX;
PD biomarker changes;
bees Gr 1-2CRS,
Peare Gr 1-3 rashes
E
§ o
;, bas AE Grade
Y e cam v B
oot i
2
oyrons
| E
Comeper
SR AT WIS

Aare ameoneste e novssc

Doses (mg)

&€ © 5 0 5 » 15 ¥ s‘:‘snljx:nﬁmu €COD: 01 Aug 2024

i

Runimotamab + S{{E! H& A4 b4 H'5: ORR 19%

ORR: 19% (10/53") across all Best Response
ORR: 30% (7/23') at 20/60 mg EFD WPR

1Including patients with Clinical Progression and Non-CR/Non-PD

Best SLD change from baseline (%)

[ Majority of responders had a HER2 score of IHC3+ at baseline

Runi target dose (mg) |80 20 50 200(88} 20 20 & i 20 80 22p
HER2 IHC score (8812 o 28] 2e| o 1+ |25 2 [0 |2+ JS 2 S0 7]

[B0I=2060mg  * Active on treatment ** cPRIcCR= Confirmed PR or CR

A& : AACR2025 SK5H

Runimotamab + S{MEl HE A4 b4 : 353 ol #2488 37.7%

49| Q10| HER2+ ¥4} MIZ OH7Hol| of ¢t Zio|at THEE S{El M EOFT Runimotamab F45H= W40 2 4t 47|
Dose Escalation 100~300mg7tX| 75, £HE CHH| S4] AHTHZ 0 2 ytopEl

) i . N Phase 1b Pt
AIAES (2 20% of patients) reatment Related AEs (2 20% of patients) Cohort # CiD1  C1D8  pggr Max Admin Dose
DLT of Gr 3 pneumonitis
Ao Nt 63 rash
st 6 =
e n=1;1
P ;8 20/60 mg selected as the
E Cytohne rease sarome n=1;6 4mmm combo recommended
3 dose for expansion
g Hoses n=16
¢ AE Grade n=42
Fug | [ n=1
Aonne amrama slerase rcreased 3
2 n=1
Corstyaton
. | K n=2

Aspartae amromsserase roreased

Rt macado pagules

oues |

A¥y  DS-8201 DESTINY-Breast 03

Enhertu 5.4 mg/kg Kadcyla 3.6 mg/kg

Grade =3,

. 24%(12%) 19.1% (49%)
Neutropenia :

A& : Clinical Trials, N Engl J Med 2022, SKZ#



2-6.4E2|2:CT-P72 (HER2x C

CT-P72 ¥H| Z%: On Target/Off Tumor ¥ Off Target £3-8 7JHM S5

® HER2 bivalent(High Affinity) x CD3 monovalent(Low Affinity) 2 &A|

> HER2 High expression 4E{OllA2F CD3 /4251 On Target/Off Tumor 54 7HM
@ Fcsilencing 71& X8

> CDC, ADCC, ADCPO| 12 Off target S/ 24 &|A%t

Anti-HER2 Anti-HER2

Remove effector function Bivalent Monovalent

CT-P72: IY2H(NCI-N87)0AMQ| H'5 &2l

ME2|20| CT-P72

Roche®l Runimotamab AI22]

2000

® ABP-102CTPT2- 15 mohy
@ ABP-02CTPT2 - S mghyg
i ABPA0QCTPTZ - 1 E mghg
& ABP-\G2/CT-PT2- 0.5 mohg
& ABP-102/CT-PTZ - 015 mphg

8
-1
Tumor Volume (mm”)

Tumor Volume (mm’)

o gﬂ Da’ZG 30

At& : AACR2025, Forbes, SK3#

CT-P72: HER2 HighO|M2F Alo| 7191 & 221, Roche O3 ¥l CHE| 24

* MER|2 & 24 ALy
SKBR) 42 hr PBMC cytotoxicity

HER2
i“ High

|
FEFSTTES

o i
amet oo o 81 1 W W
Antiboy concantraton (M)

Concentrabon (M)

MCF.7 42 hr PBMC cytotoxicity

MCFT L6

&£
Cancantraton (oM)

¥ BsAb parental

& ABP-102CT-PT2

# Runimotamab biosmiar

CT-P72: HER2 High(BT-474)/HER2 Low(HT-55) R 5 2ol

HER2 High(BT-474)0lM 25 HER2 Low(HT-55)0lM 5

@ Vehicle (PBS)
Tamwe Veluwe 2508 W ABP-102/CT-P72 (5 mg/ka)
1830+ o Vehicle Control & ABP-102/CT-P72 (0.5 mg/kg)
h B ABP-102/CT-FT2. 1 mgihg # ABP-102/CT-P72 (0.05 mg/kg)
2] ® ABP-102ICT-P72, 10 mgkg @ 20001 @ Agp-102/CT-P72 (0.005 mg/kg)
~  peeq ¥ ABP-102/CT-PT2. 20 mgig £
“E e ] 3
- =
= m . g 1500
-
3
pes 3
- 5 1000
8 £
Pz £
b=l

THay

e 5 0 5 10 15
po = Study day

A& :AACR2025, SK5# 21



2-6.

Y : YH32367(HER2 x 4\I

YH32367 2% 1% &l 2 £4 : o A= S5 T2 24H0-7.0)
OSmg/kg 075mg/kg |5mg/kg Smg/kg 6mg/kg 12 mg/kg 20mg/kg 30 mg/kg Total
{n= {n= (n = 6) {n=6) (n=6) {n = 6) {n = 3) (N = 32)

LzE
YH32367 U4 14 OFEIA) Hat: 353 0|4 54 19%
mg/kg O: 7 mg/kg 18 mg/kg Smg/kg |6mg/kg 12mg/kg 20 mg/kg 30 mg/kgl Total
( 1) (n = 6) (n=6) (n=6) (n="6) {n=3) (N = 32)
TEAE, n {%) o 1 (|oo) 2 (57) 4167 5 (83) 6 {100} 4167) 3 {100} 25 {78)
Grade 25 TEAE o 1(100) o o 107) 107) 102) 2(67) 6019)
Serious TEAE [ 1{100) o [ 1017) 2 (33) o 1{33) 5 {16)
TRAE. n (%} o 1100} 2 (67) 3(50) 1017) 3 (50) o ) 10 (31)
Grade 23 TRAE o 1{100) o o o ) o o 1(3)
Serious TRAE o 1{100) o [ o o o o 1(3)
I“@f) leading to death, o 1(100) o ) o ) o o 1(3)
I‘:f;:;‘t’:g 1 (d/")’e I o 1(33) 1017) 107) 1017} o o 4 13)
TRAEs by PT, n {%)
Pyrexia o o 1(33) 2 (33) 107) 107} o o 5{16)
Chills o o o 2 (33) 1417) 1017) o o 4 13)
Fatigue o o o o (e} 1017) (o) o 1(3}
Alanine
aminotransferase o o o o 117} o o o 1{3}
increased
Aspartate
aminotransferase [ o o o 107) o o o 1(3)
increased
‘:ccr'e'g',‘ :'“""" o 1{100) o ) o ) o ) 1{3}
Myalgia o [ o o 1017) o o o 13}
::"”f:;a":' sensory o o o 117) ) o o o 1(3)
Palmar-plantar
erythrodysesthesia o ) o 1017) ) 1(3)
syndrome
Rash o 1(33) [ o 13}
[E2] HER2+ 3 ADC A1t

Median {range} age. y 55 55 67 (66 74) 57 {49-73) 60 {50-71) 57 (49-77) 62(53-70) 61(34-79) 60 (34-79)
Male, n (%) 1{100) 1{100} 1(33) 4167) 4167) 4(67) 3 (50) 2(67) 20 (63)
Race, n (%)
Asian 1{100) 1(00)  3{100)  6{100)  6{100) 4167) 5{83) 5(100) 29 (91)
White o 0 0 0 0 2 (33) 107) o 3(9)
ECOG PS score, n {%)
o} 1{100) () 1(33) 3 (50) 3 {50) 2 {33) 2 {33) 3 {100) 15 {47)
1 (o] 1{100} 2 (67} 3 (50) 3 {50} 4 (67) 4 (67) (o] 17 {53}
Type of cancer, n {%)
BTC® () 1{100} 3 {100} 2 (33) 4{67) 2 (33) o) 2{67) 14 (44)
Gastric 1{100) (0] (o] 1017} 2 {33} 2 (33) 3{50) o 9 {28)
Salivary gland o [0} o 2{33) (e} (o} o 1{33) 3(9)
Breast o (o] o) (o] o (o) 2 {33) o 2 {6)
NSCLC o [¢] 0 1{17) o} (¢} 117 o 2 {6)
Other” o 0 o 0 o 2 {33} [} o 2{6)
HER2 expression, n (%)
IHC3+ and ISH+ (o] © [} [} 1{17) 1{17) o e} 2 {6)
IHC3+ and ND 1{100) 1{100} 1(33) 5 (83) 4(67) 4{67) 4(67) 2 {67} 22 {69)
IHC2+ and ISH+ [¢] [ 2 (67) 1{17) 1(17) 1{17) 2 {33) 1{33) 8 {25)
e avcatment ne%: 4,0 (4.0-4.0) 20 (20-20) 1010-50) 15{10-50) 25(10-40) 15(0-50) 40(1.0-7.0) 20{2.0-50) 20(0-70)
Prior trashmmub«
based regimens. 30(30-30) O o 05{0-30) 0{0-20) 05{0-10} 20{0-30} 2.0{1.0-20) 10 {0-3.0)
.
YH32367 ¥4 1% 25 ORR 23%
03 mg/kg W O0.75mg/kg M 1.5mg/kg M3 mg/kg 6 mg/kg M12mg/kg M 20 mg/kg M 30 mg/kg
1207 2 - ——
= OSMg/Ing 0.75 mg/ Ml 1.5 mg/kg Sn\g/kg 6mg/lrg 12mg/kg 20 mg/kg 30 mg/ke] Total
veral populafion et el nes n- -6 N3t
1004 ORRY n (%) o [ T T R S R 7(23)
DCR. n (%) o 0 2(67) 4 (80) 4(67) 5{50) 2(33) 17(55)
N 804 PD Medion {95% C1) DoRémo - - N BIINUNR) MR A2(NRNR) MR NR (6.2-N8)
i PD 8IC subgroup ne0 el nes n=1  nek n=2  n=0 =13
H ORRS n (%) o 0 1(33) 1{100} 1(25) 1(50) [ 4(31)
= 60 DCR<n (%) o o 2067 1000}  3(75)  1(s0) o 8(62)
H PD Median {95% Cl) DoR.! mo - AR S UEaNR) AR N3 NR {8.3-NR)
JE 40 PD y PD PD PD NE NE
o
2 B NE _PD
&
£ o
£
v
+  -20-
g -30
§ -40
] -60+
&
-80-
-100-

BIC. by fact cancar: 6.1 il 2D, prograve dveae 9. confimad parflrspons: 0. fuie dovan

DS-8201

DESTINY-Breast O3

Enhertu 5.4 mg/kg

Kadcyla 3.6 mg/kg

" .mu a3 g/ g roup had o besk preent hange from baseline o O and » best esponse of 50,

A& : AACR2025 SK5H

Grade =3,

19.1% (49%)
Neutropenia

At& : Clinical Trials, N Engl J Med 2022, SKx;lJ
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2l anti-TIGIT BA|, F4AIS 2 Ao = 25t NSCLC 1X Y4 24 Subgroup &4 (PD-L1 250%) 23} 3|YE 2 FA|

ool £
O4UH Rochell ¥4 3% Skyscraper-01 Study Zat & H I

Zil= PD-L1 TPS>50% 2HAI+

o 2o 7Py 2 Atol= ol Y
A L2 &%

1of 3ol REE 2tAbzof 2t 3

® VIR TIGITY HoRlE= 3|32
2o 2R Y

1L NSCLC PD-L1 TPS>50% 2tA} Ci%H @14 A3 Hli

2 Y22 U0l 2ot E|4

iTeos/GSK®| Belrestotug@ 2 A|':FESMO 20240(|AM &4

k| Fo| $HAlFO| H S0t HITHTY HI M| EHQF A} H| 20| FOf £7

2(PD-LNEHE] SAHO = Jolnjet HHHES

o Lifop 21 9 PD-19)

8 kol 24¢ Ty
S40| A|L4R| 210l Tt o4t 2%

Ol Skyscraper-01 Study (24 34) CITYSCAPE Study(2d4 24) Galaxies Lung=-201 Study (24} 24}) Keynote-024 Study (Y4} 34)
THEEAL Roche Roche iTeos/GSK MSD
Eotm Tiragolumab Tecentriq Tiragolumab Tecentriq Belrestotug 400mg Jemperli(PD-1) Pembrolizumab(PD-1) Chemo
e +Tecentriq (n=262) (PD-L1, n=259) +Tecentrig (n=29) (PD-L1, n=29) +Jemperli (n=32) (h=32) (h=154) (n=151)
ORR 45.8% 35.1% 69% 24.1% 59.4% 28.1% 46.1% 31.1%
7he 571 7.70Y 5.571¢
PIEY PIEY _ _
mPFS (5.6-9.8) (4.4-7.0) 16.674 4.7k (6.1-10.3) (4.2- 6.2)
HR 0.78 0.29 - HR: 0.51
24 6744 206 . 12,8708 (4.7~ . : 26318 13,4944
os (17.9-32.0) (16.6-29.3) MO ) 24.4) (18.3-40.4) (9.4-18.3)
HR 0.98(P Value 0.22, S4H 82|/ Oj&tH) 0.23 - HR: 0.62
A2fot
. 46.1% 41.1% 21% 18% 25% 9% 22.7% 20.7%
T 10
ScHe 16.1% 6.5% 15% 13% 16% 6% 13.6% 10.7%
Ref. AACR 2025 Lancet Oncology 2022 ESMO 2024 ASCO 2021
At&E : Lancet Oncology 2022, ESMO 2024, ASC0O2021,AACR2025, SK5Z ™ 23



2-7. O|A=l anti-TIGITS| A0j

= OlA A = o, Hn
Skyscraper-01 Study (¥4 34) PD-L1TPS=50% , OS Z=t CITYSCAPE Study(¥4 24) PD-L1TPS>=50%, OS &1}
Tiragolumab + Placebo + .
= Median OS,
os b o Events n (%) months (95% CI)  HR (95% CI)
Patients with event, n (%) 131 (62.1) 135 (64.6) Tira + atezo 8 (27.6) NE (30.3-NE) 0.23*
Median OS, months (95% CI) 24.6 (17.9, 32.0) 20.6 (16.6, 29.3) Placebo + atezo 21(72.4) 12.8 (4.7-24.2) (0.10-0.53)
Stratified HR (95% CI)" 0.93 (0.73, 1.18) 100 —
Data cut-off: 24 September 2024 (final OS analysis)
80 —
=
0 = 60 —
. = 24-month rate: 78.2%
(=] 1
£ 8 40 = 1 24-month rate: 33.7%
= ‘
[~} 1
3 1 1 : I
& 1 1 20 =112-month rate: 81.9% | |
1
: : 12-month rate: 56.1% 1 :
. - o T T T i T T T T T T T 1
o : : 0 3 6 9 12 15 18 21 24 27 30 33 36
T T T T T T T T T T T T T T T T T T N N .
0O 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45 48 51 54 Patients at risk Time (months)
Patients at risk Timo{months) Tiratatezo 20 29 24 23 22 21 21 21 21 20 15 4 NE
Tira + ate
Pbo + atezo 305 189 169 148 136 125 108 65 o3 o0 o4 76 71 48 38 % 1§ 3 1 Pbo+atezo 29 25 18 17 15 13 11 10 9 8 3 NE NE
=
U 3 VS U4 24 R HI 1L NSCLC PD-L1TPS>50% &HAl=2| BE x|t ¥

Regimen Tiragolumab plus atezolizumab Atezolizumab s
e o o T [ ol Fistine thaapy

— Pembrolizumab
Male 58 76 n 13 en
— Cemiplimab
Patient population PD'L1 . .
Non-squamous 60 729 59 734 expression — Pembrolizumab + chemotherapy!
Advancedlme{astahc — Atezolizumab + chemotherapy*
Non-smokers 838 10 108 10 NSCLC TPS250% ——
PS 0-1 —>  Atezolizumab + bevacizumab + chemotherapy?
Liver Metastasis 10 172 16 17 N Cemiplimﬂb i Chemmherﬂpy‘
: —  Nivolumab + ipilimumab + chemotherapy!
Brain Metastasis ) 17 4 16
—>  Durvalumab + tremelimumab + chemotherapy!
Jor more sites of Mets 54 53 L Nivolumab + ipllimumab
AtE: AACR2025 SK3H At&: AACR2025, SKZ#
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2-7. 9IH=] anti-TIGITC| A0j

[&2] anti-TIGIT & £ Y4 21t

mo|majol BN o 185 z0 Ay
: : : EPDL1+ NSCLC 124% th4, Dostarlimab(GSK, PD-1) £t= 3 Belrestotug -8 Hlul
: © O olAboAF
el el Celylees - EE2E - NSCLC opREtER 28.1% vs W 100mg 60%, 400mg 59.4%, 1000mg 63.3%
: : 353 HAR EHER 16% vs HRZ 100mg 33%, 400mg 22%, 1000mg 43%
) EAtezoIizumab(Roche, PDL-1)/chemotherapy 3% 82
: i olA} Ab i
Tiragolumab Roche - BE2AsE . NSCLC 503 69 Primary Endpoint B Tl WE 9508 ¢17 5¢ UE
N CHI LIAJZIRE CH4}, = ORR 0%, Keytruda(MSD, PD-1) & ORR 7%
Vibostolimab MSD AU 1/2% NSCLC 53%3 0?’},*-‘?—’%*—8?9%
Etigilimab . Mereo BioPharma . 24124 | A¥Y 0%, Nivolumab(BMS, PD-1) 58l ORR=11%

. . o :
Ociperlimab Novartis/Beigene A 2/3% 3 Q1A DAt 2 M © Beigenedt IIEL{S] £2
BMS-986207 BMS/Agenus Codd Ink-El} BMS-986207+Nivolumab(PD-1)+Ipilimumab! (CTLA-4) 58 Q% HLFEH wE
Rilvegostomig ERiIveqosfomiq ORR 4%, M2t 22L8 750mg T 24.1%, TA 25%
(PD-VTIGITOIZEA) Astrazeneca HYU2E NSCLC orgaier Aol 5318 212 5.3%, 3.5%, OfB AR ALY 4%

: : : éDomvanaIimab + Zimberelimab(PD-1)"8-& ORR=40% vs Zimberelimab ©'5 ORR=30%
Domvanalimab Gilead Sciences DoAY NSCLC & Mpfs=9.371¥ vs tH=547H%
5 : : PFHE Domvanalimab £040l [ PN 221G HO| RAL|X| oS

At&E : ESMO 2024, ASCO 2023, Genentech, A'§Atz, SKZH 25



2-8. O[HHZ A

o DNAAMZ Xuo10] HT7} 7% BHOIME on

SentiBiosciences2| &4 14+ 2

® AACR20250M HHTH ZH= CD33/FLT3 Positiv
Hatot FHH, 24H 128, 1215 1x109 cells £ 2HAL

|.

I. I-H_ *I:I. |"6|-_TI_

L =7

CAR NK MIZE A ZX|2] S| £t

® OH EHHOIME 1x109 cells ¥ 1.5x109 cells £+

44%(419)= 358 ol'del EE”

® =2 HZh20| 210|102 Y|AIEOM=
[ 20j| O|tH HLALR 0| 9J01.2. OF20j| Lot ELXLR O J}=AlO] =0 Abg}

SENTI-202 &4 1, &5 E1t

vER UL Y

W O

Sixtol ZiZ 7 Ao r}

B Y ORR 71%(5/7), CR 57%(3/7), 35
LIl w2t T E T 727 % SFEf 0| Ef%‘é* 13% ot2f

o3 M

£ 5380

EIX| 20l 3} 210] OftH HHF ol A{2] SHAl

18 22, AML2 52 0|2/ J2 2 QI HHRtoflM CAR-T X|=2A|9f PHA|7}
B 0|¥ 284.6% 77t 50| UU?(0f o At LHO|| LY

o4 #7312 100% %

I

oLt 71E CAR-T % CAR-NK X|=2H| ZEOF ]I

SENTI-202 &4 1%, 2H3’d &t

Fab HEO.
—

A ISt 7|12 (Gene Circuit 2HE) 2 -85l off-the-shelf CAR NK A|ZA|Z2 2}

EI=9te

£ Mols}y|

Dose Level 1

Dose Level 2

Best Overall Response on All Patients
Study, n (%) Schedule | Schedule Il Schedule | N=7*
N=3 N=1* N=3
Overall Response Rate
(ORR) 2 (67) 1(100) 2 (67) 5(71)
composite CR Rate (cCR)* 2 (67) 0 2 (67) 4 (57)
Negative MRD Status in
1
¢CR Patients 2/2 (100) N/A 2/2 (100) 4/4 (100)
Response Category, n (%)
CR 2 (100) 0 1(33) 3(43)
CRh 0 0 1(33) 1(14)
MLFS 0 1(100) 0 1(14)
SD 0 0 1(33) 1(14)
PD 1(33) 0 0 1(14)
*Two patients continuing into second Cycle after achieving SD with blast
reduction from 31% to 13% and 5% to 3% respectively are excluded from
best overall response assessment; “CR + CRh + CRi
preliminary

AtE: AACR2025 SK5&#

Any Grade 34" AEs e "“um i ms;':u:::'f Al Patients
Regardless of Relationship N=3 N=3 N=9
Any Grade 2 3 AEs, n (%) 3(100) 3(100) 3(100) * 9(100)
Febrile Neutropenia 1(33) 1(33) 2(67)* 4 (44)
Platelet Count Decreased 2(67) 0 2(67)* 4(44)
Anemia 1(33) 1(33) 0 2(22)
Abdominal Pain 1(33) 1(33) 0 2(22)
*No Grade 5 AEs, * 1 patient with G3 febrile neutropenia and G4 platele! counl decreased assassed as possibly

rolated to SENTI-202

SENTI-202 was well tolerated prllainiy

RP2D

+ In general, G3-4 AEs on study were hematologic, unrelated to SENTI-202
and consistent with R/R AML patients receiving LD

* No single type of SAE reported in > 1 patient

* No significant difference in AE profile across dose cohorts

At& : AACR2025, SK5H
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2-8. O[tH2 AU CAR-NK

SENTI-202 Mode of Action

Bivalent CD33 and/or FLT3 activating CAR

— SENTI-202 Gene Circuit Design ———

last cell

o33 e’ * OR Logic Gate “Kills” leukemia blasts and LSCs via CD33
LsC vati
- OR FLT3 activating CAR (aCAR)

+ CD33 and/or FLT3 expressed in ~95% of AML patients with CD33 being
predominantly expressed on bulk blasts and FLT3 on LSCs

* NOT Logic Gate “Protects” healthy HSC/HSPCs from ‘off-
tumor, on-target’ effects

+ Protection of HSC/HSPCs via NOT Endomucin (EMCN) inhibitory CAR (iCAR) even
when they express CD33 and/or FLT3

+ EMCN found predominantly on healthy HSC/HSPC surface, rarely on AML blasts

Endomuc\n inhibitory CAR to protect healthy cells

Healthy cell

prohctlan
MCN
CD33

arsls(ence activation of CAR-NK and lmmune cells

Healthy NK cells

from selected Ak “ * Calibrated release IL-15 “Enhances” SENTI-202 and host
adult donors % Immune b S 5
o cel immune cell activity and persistence
release IL- L
15

SENTI-202 is designed to selectively kill both AML blasts and LSCs while protecting healthy HSC/HSPCs using its
novel CD33 OR FLT3 NOT EMCN logic gated gene circuit

SENTI-202 &%

Dose Level 2

Schedule |
N=3

Dose Level 1

Schedule Il
N=3

All Patients

Baseline Characteristics

Schedule |
N=3

Age, yr, median (range) 64(26,72) 41(36,67) 63 (51, 69) 63(26,72)
Male, n (%) 1(33) 2(67) 3(100) 6(67)
AML, n (%) 3(100) 3(100) 3(100) 9(100)
Years from AML diagnosis, median (range) 284(05,62) 049 (03, 0.8) 0.94(05,1.0) 075(03,62)
Adverse risk by ELN 2022, n (%) 2(67) 2(67) 3(100) 7(78)
(E::f];'e";e SRaIIEON DRt o KRG 2015, 69) 30(18,31) 45(10,93) 30 (10, 93)
Baseline platelet count < 50 X 10°L , n (%) 0(0) 2(67) 2(67) 4(44)

+ Median of <1 yr from diagnosis to trial entry across all patients and in preliminary
preliminary RP2D cohort RP2D

+ Majority of patients (all in preliminary RP2D cohort) with adverse risk
genetics by ELN 2022 criteria

A& : AACR2025 SKZ#

Vv

SENTI-202 4+ 14 £ 8% U A5
e —Multi-Dose Cycle i TRy
. Lymphodepletion SENTI-202 icacy Assessmen
Dose Levels Fludarabine/ Cytarabine (Ara-C)  pose Dose Schedule gc‘:g:/l: gyf:ﬁ.saf :’: wzfl:srg
Dose | CAR+NK SCHEDULE | & ¥ .
Level | Cells/Dose :
[Dny 7 fo -3 [ 0 7 xf#] 28
1x10° - -
SCHEDULEII ¥y ¥ & & L 2
2 | 1510 [Day 7 o -3 0 3 710 .’4] 28

o e

Opening Dose Cohort was Anticipated to be Biologically Active

Schedule | Dose Level 1,N=3
No DLTs

Schedule | Dose Level 2,N=3
No DLTs

Identified as preliminary RP2D

based on totality of clinical data

SENTI-202 % 1% &<

&
<

Schedule Il Dose Level 1,N =3
No DLTs

F 2HAHE Follow-up 2[2t0]| 2 B 5

Days
120

90

150

5+ mo. CR

4+ mo.CR

180 210

E c *MRD by multi-parametric flow
< (sensitivity < 1/104),

= 0.“ “*MRD by NGS

—4 (sensitivity < 1/102)

[ =

Q

—

ﬂ
e
.-

sD
n Cyele 2

0 30 60

" Cyele 1

90 120 150

Death

Days
180 210 240 270 300

-

330 360

At&: AACR2025, SKZ#
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X Y CIAR, 3249 Initial | B2t

® CAR-TA|=A|Q =2 sHZ 2A|2!
g

£Eg $T017I0| BEYoL

® HustonO| & HS AIC100, ICAM Positive ZH4H1et 2tX} L4} Dose Escalation 13.670E Follow-up &% 1% A1, Dose Level 22+ 301AM 242 PR

18, CR1HOE ORR 22%(2/9), #3832 &It AXH=ATC HALZ ATC AL T ORR2 50%, mPFS13.67H#(1.4-20.3), mOS 3.67H%(
24.9) 352 Ol CRS2Z YUULLH ICANSE 40% &2l

AACR20250/|A Y Zat RO QA EPI CAR-T

Abstract #  ERI oy IHerA}  mojmall  mMgx ZzQ#m
S ) SR} 1; E9F 470” = TumorShrinkge ~100%
: DOOlAM AR : iAo =2 T = e - _
4799 MSLN x MUC1 ST EChantlbody Therapeutics : BZE2203 - IEE szt o 20 374Y = TumorShrinkge -46.7%, 352 SA8 337 243 1Y ol
: : ' Ax107~1x10° & 7H ASE 7Y
Ol AFAF (=3~ ] =Kol 3 S
CT058 EGFR @d1d  Guy's and St. Thomas' NHS Foundation Trust FE87Y ;EH-'?'--E- 1-2%& M CRS 44% 142 352 mos 10742
: : : : : i 1x107 /1 x 108 /5 x 10° & 37§ RS E I3, S4420l K| %O} 7.5 x 10° 82 27}
: OlAM A : o ZEARA{OF - Y '
CT206 ICAM(CD54) 5SS EHouston Methodist AIC100 Sty E%E £IX} 245, DL 2-3(N= 9)01|A‘| ORR 22% 20l
AIC100(ICAM CAR-T) ZMY Y H'5: ORR 22%, ATC ORR 50%
Dose Level 2 Dose Level 3 Dose Levels 2
100 x 108 500 x 10° and 3
N=3 N=6 N=9
Objective Response =
Rate, n (%) 1 1 2 (22%)
ATC, n (% from ATC) 1 (%) 1(%) 2 (50%)
PDTC, n (% from PDTC) 0 (0%) 0 (0%) 0 (0%)
A A e R R Disease Control Rate (CR
2 BRSO T cell2 SAHO| SHE> J(H + PR + SD), n (%) ° 2 5 {697
3Immunosuppress|ve°" ...... (.).".X-.l.b..l..a ...................................................................................... ATC 1 (% from ATS) - . T 50%)
ECM MY AE Ho PDTC, n (% from PDTC) 2 1 3 (60%)
4 ETumor Micro EnvironmentOllA T cell CtA| 223} o4 2 Q
At& : Molecular Cancer 2018, Mol Ther. 2020, SKZ# At2: AACR2025, SKB3#
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AIC100 CAR-TQ| E%

2 2QITH %S CAR-

T

= Third-generation CAR construct

= The targeting portion of AIC100 consists of the |
domain derived from LFA-1, a natural ligand
for ICAM-1

= The | domain targeting portion of the CAR has
been modified to obtain an optimal binding
affinity for use in AIC100

« E B2 1x107/1x108/5x 10822 10

Ss | domain

| TR HEF1a

co28 | 4188
Myc Hlnge TM | oyt

3
CD3(| P2A| SSTR2 H TR |

CAR

PET reporter

Adverse Events

All Patients

(N=15)

CRS

Grades 1/2, n (%) 10 (67%)

Grades 3/4, n (%) 0%
ICANS 0%
Infections

Grades 1/2, n (%) 4 (27%)

Grades 3/4, n (%) 6 (40%)*
IEC-HS 1 (7%)
Neutropenia

Grades 1/2, n (%) T (%)

Grades 3/4, n (%) 7 (47%)

Thrombocytopenia
Grades 1/2, n (%)
Grades 3/4, n (%)

Tumor lysis syndrome
Grades 1/2, n (%)
Grades 3/4, n (%)

5 (33%%)
T (%)

0 (0%)
1 (7%)

A& : AACR2025 SKZ#

v

AICT00 Y4 14+ £ giato) £4f

Characteristic

Median age (range), years
Gender: male/female (%)
ECOG PS: 0/1 (%)

59 (47, 69)
11/4 (73/27)

5/10 (33/67)

Disease Histology, n (%)

ATC 8 (53)

PDTC 7 (47)
Disease stage at screening, n (%)

Stage 111 1(7)

Stage IV 14 (93)

Median lines of prior therapy (range) 2 (1-4)

L ATC 2(1-4)

- PDTC 3 (1-3)

Median time since original diagnosis (range), months

- ATC

18.7 (1. 114)

< IFERE 546 (39, 111)
BRAF Mutation Status for ATC patients, n=8 (%)

- Mutated 4 (50%)

- wild 4 (50%)
Median time from apheresis (enroliment) to LD in
days (range)

- ATC 29 (17-51)

= PDITC 40 (23-61)

AIC100 Y% 1% Fob gt

AME Follow-up ?[Zt0l| L2 RS

Dose Primary
Level Diagnosis
Patient 1 (ATC) . o
DL 2 Patient 2 (PDTC) A o
Patient 3 (PDTC) a o
Patient 2 (ATC) ¢ + o
Patient 5 (PDTC) |
Patient 1 (PDTC) o x
DL3
Patient 6 (PDTC) o
Patient 4 (ATC) o x
Patient 3 (ATC) o x

4 CR
® PR
A SD
0 PD
X Death

T T T

T
01 2 3 4 5 6 7 8

T T—T T T T T
9 10 11 12 13 14 15 16 17 18 19 20 21 22 23 24 25

Time (Months) Since AIC100 Infusion

At&: AACR2025, SKZ#

29



2-10. CD402| & 71573 el

® CD402 £AIGMEE g AIAH & E0|X™ T MIE A L Fibrotic Stromal(Z|1& M-Q3H & 26li5H= 5 YA Zof gret HY &

Cold TumorE &25t7| #I¢h 717 B HQI ER F oLtz Bh2 2miotet Hio| QEjo] AH101H7E oF 400171 Q] Tio| T2l J{dof| =MoL} EH%:'—-E- AEII[H

® CD4O0 Epl k| QlojA I EA|7t =[AT 242 Thrombocytopenia, Liver toxicity, CRS 5 58 &7|0f|M LIEI = 220t Off Tumor 54 THE

® CD40=2 2/d3%} 617] 2I8iA = Trimeric Binding=t 71 Receptor Clustering2 =310} 5t=H| A2 7HX|= 25 FcyReceptor W Z A F 6= HHAlo 2
M. SFX[2F FcyReceptorE OHZHE & F Q2 X[ ML & OfL |2t Cf MIZ2| Hyperactivation®| &44¢to] [j2} £k &2F0| 1mpk & HA| Zot=
Ol 2 JFR| D QI Atgt

o S MHATJIIHLTIMO324= A Fc £219 LalLa MutationS =5t Receptor Clusterings &t X2 MUC-12 E85t= A0 2 5019
FHES sl ZoHE M2 H2 o CD4O AgonistZ O|tH AACROA 352 CD40 Agoniste| 2™ siZSH=Cio|E{ L E
> THIE 22 50t TY Tt HQIS 2I8H B cell deficient ZRIOAM etz nt 20l CHEMRE/F|HHRt BHIOAM E 2P 3Rt T at 240l
> MUC-1TAM|ZOMTEDC S 21T *Oil 2t M4 22 2 715 W&, 25mpk7HA| = @40 LHokd 2ol (et Tt 21tt 82F 7 5mpk)

CD40¢9| 2& 7|1H % 258 £ H{39] M0324(MUC-1+ CD40 Agonist)2| £%
\\ (/ . } NorTal cells (low MUC-1) Tumor cells (high MUC-1)
rgmm, ro,.m\\ T MUC-1
J. \ \ ns b meenbs
S s Fc-silenced / A
s ; : ¢ ¢ ¢ ¢ Jese CD40
D / \ 196 E s 08 ¥ ] B
E z Immune cells Immune cells
F £ e I| ccccc o J CD40 CDA40 hyperclustering
s X, ) Thrombocyt openia and Hc.-o.)!ollrn-c-?y Cytoxine redease  Infusion refated bmdmg
1?_,( Lymphocytopenia (CD19+ syndrome reaction site l l

artoon generated with BioRender

AtE: AACR2025 SK5&#

No/weak CD40 signalling Downstream CD40 signalling

At : AACR2025, SK3H
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MO0324: MUC-1 ZMIZAIMT DC 4ot = &0l

MO324: 25mpkOIME H|F 22 S,

DC cytokine release assay (+ MUC-1+ HCC827)

== MO0324 (anti-MUC-1 x CD40) - MO0324 + HCCB27

1000 -
-4~ selicrelumab (anti-CD40 mAb) 4 selicrelumab + HCC827
-@- |sotype control ®- |sotype control + HCC827
@ MUC -1+ M Z 2 212 oy

W o  DCUREIL12p40RE
Rache 22 ECH US| G2

IL-12p40 (pg/mL)
|

SHMIZ3H gt ) 2 et obel

Baseline
(unstimulated)

Log conc. [nM]

THIE Z/49LE St Anti-tumor Q! 2I5H B cell deficient BEOf|A{ Ztol

307 _g Vehicie control - MO0324m (5 mg'kg)

& MO0324m (25 mg'kg) - Anti-mCD40 (1C10; 5 mg'kg)

S
=
S
@
=
=
=
o
¥ -]
]
3
L .
~~-'».- ------------------------------------------ -12.5% body weight
v
15— . .
-10 0 10

Days after treatment start

CHEQh Rt Y 2HOIM = Pt Tt &l (7.5mpk)

2500+ —— |Isotype control 7.5 mg/kg

- MO0324m 7.5 mg/kg
2000+

1500

1000

Tumor volume (mms)

500 -

o 10 20 30 40
Days after treatment start

A& : AACR2025 SKZ#

MC38: Colon Cancer MUC-1Panc02

30007 - MO324m

Control M0324m Anti-mCD40
(7.5 mg/kg) (FGK4.5; 1 mg/kg) =
&
3000+ . 1 o
3
(';\ E 1000
E
£ 2000- - . e Sy s St e
g Days after tumor cell mplantation
2 3000: ~e- Vehicle control
3}
>
o 1000 5 b <
o E 2000-
g :
e e
E 1000-
0 2
0 5 1 15 20 0 5 10 15 20 0 5 10 15 20
Days after treatment start = - 2= =

Days after tumor cell implantation

At&: AACR2025, SKZ# 31
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Analyst 0|47
seonkyoung.lee@sks.co.kr / 02-3773-9089

- . D =7} ol ALjAoIZ
Trop2& 75h= SAIe| 4] AH4to] = STING Agonist Company Data S SR
EITESAEN 3,6612H
« F|ERLHECHE 2 A £Q 8 242 Cold Tumor 322 71 54 A7k 3,650 Alofed
EFZQI STING Agonist= Ch 2| BIIOLIF IHES A|ERHOLL AHE S FREFF ) a712H0| 2 (%)
ot EFA W QaeAn o 160,000 ———KOSDAQCHH| AtCH4=2l& 172
T ER e 228% .
- ol AACROIM WZSH= STING Agonist 22 5 71 EHU3H Blo|Ef i o0%0% .
gl O| MZ Q7S N OhESI= =212 H|o|E{ & H |
STING2| 35 g D5 OtRSHE =Z2k2 H|o|E & Stock Data 100,000 i
72
. H|QAFG|O|E{RIO 2 Y1 E 7|&0|ME JHSSIChD THohg| O OFMIO 2 77H25/05/13) 99,700°% 0o 0
1791 &h2{of| 7|&0| Tt Trop2-ADC(LCB84)E S7I6t= 2|79 KOSDAQG 731.88pt 200 &
OHA| R}ARO 2 X}2| O§2] THs 527 &| 17} 140,000 ' 12
40,000 8
507 A|x{7} 619002 R , , . :
et AHHo| =2 S X|2A|Q 8| LRCC15 ADC = 4 “r 210 a1 4
60U B a2 384l
+ S3(sarcoma)2 LHEXMO 2 AfHo| m 1 o|H/do| 2 LT F SILI= QIAIN Bl EXIX|E
Al K| 2H| JHEto| AJ T} AIQEIHEF CIALO| BF TH[O|A| RFHAl Zs
AU AZA HL G RICHE HPHD RAR] IO1RI B4 7Fs C cio| 2022 2023 2024 2025E  2026E  2027E
« OH AACROIM &3 X| 2N 2 7Hof| AIHTH AbbVie 2] LRCC15 OfjzsH Alotel 33 34 125 228 270 320
ADCSt 2|7HQ| 71 ZEf Tt FA THAH Zai Labl| 2FF CHH| Q40 Feiolef Alotel -50 -81 -28 67 105 -458
2O E 26 U4 T Al First in ClassZ A|R FRE et JHs #O[QU(R|HEZ) M -45 -74 10 145 183 -438
A EPS 2 -1630  -2593 277 3964 5010 -11965
I|=o|H 2tevtmjo|majolo| HLfH o[HIER: 5
PER by -26.3 251 3940 265 210 -88
. OHMIOZ 7|20|FUt LCB84(Trop-2 ADC), SHt7| QA 14 @HEof| 2 PBR i 54 121 63 4.9 40 73
OJAF DA} RIO| OI @ M JUE| SHALO|| [} O}UAE 901 7|CyZt =AY EV/EBITDA  Hi 202 =222 -130.0 40.4 253 -70
ROE % 205  -40.1 26 206 211 -59.0

« E2OR J|50[TY LCB14(HER2 ADC), EPILH &= 7t&52! 2178
7|cHZt =A| 33



%
2]73H10]2(141080/KQ/oi(-741)). \60,000%

LCD84(Trop2-ADC)E 57I5t= 2|71 H}o| 0] S AHiko] = LCB38(STING Agonist)

« STING2 B¢t HEH ALo|Z FHAI2] 717 =T EB|H T 6HLiZ QSO IS AME=UH Cold Tumor?| SHEALZ ATl ERN

« Crof 9imopop JHEof L O L CHEE MY, ATH O| 20f| &= Lot T HO 2 AHA| = otz § 2lo I 287t I =2 EF

« Ol B YA L B2 FHU Z|ERLIHHESHA| ZSH= Cold TumorE BRI Y 4 7| THE0|H,
Cold TumorE S&F & 4 QU= HH A H3 Al Fet A5 2AXO| F|CH 70% A= HHY 4 UCHE ZHOIM Al 273H4do| i =] MF

« 50| STINGO| 7| &9 T OIMIgHS S A H =2 Cold TumorE 7|E B 2| 2ANZ HEEO| b5t
b

o =
Hot TumorZ T2 A| 2| =0 2|1E X| SIS 12| A|LAIS ST Al 2d SHOME j3HA

. STINGS O§2{Z SHRo|LE JHt QPZ 10| MITHRE EFA 5 OtLL ML) T A|ARIO| B2 AT S ERAIQI BHE: SystemicStH| Activationo] E %S
olof| (}2 SAHG Y ZHs}Y| I

—

STING Agonist2| HZLIE H Alo| 29| ofsH

CD8* T cell primin
priming Trafficking
T-cells circulate the organism in the blood
to locate the tumor
© Type | IFN
T Active [ )

\ STING agonist

Priming & activation
Antigen presenting cells
introduce tumoral antigens
to T-cells

mtDNA

.

SOVOVOR dsDNA

M:cronuclei

Autophagy

1 7 > \\ Cross presentation

-, )

./\ C Lysosome \
® 9 atP © Abarrant DNA SOR%
—

GTP CGAMP CGAMP C

Tumor infiltration
T-cells enter the tumor from
the blood

Immune excluded

Activation
Maturation

I
Antigen capture Q :
& presentation !
\ Antigen presenting cells Immune desert | Inflammed tumor
\ trap, endocyte, digest and tumor !
\ O present the antigen !
\ Type | IFN Q !
\ I
I
Proinflammatory SRR
cytokines - . Tumor antigen release ’
Chemokines Tumor cells release characteris-
. OO o tic tumoral antigens

'] Tumor cell NK activation

Tumor recognition
T-cells identified tumor cells
based on the tumor antigens
they recognize

Golgi

STING

—

/.@ me 1IFN
K\ wmmamw genes

ER I N=Fel|
|
* P Tumor killing E ._I".'_' K‘"K‘"
T-cells killidentified tumor cells following
immune checkpoints verification

A& : Nature Immunology Review, 2024, SKZH A& : Journal of Hematology & Oncology, 2020, SKZH 34
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LTS

160,000

e\
STING Agoniste| 8l 45 Q%21 o] RE R4S ok oIt H|o|E{ E L H T 2|7}z H|o| @

o 2 Hmnopse| A4 A FHE F3H LI STING Agonistl]| dE 22 32| 471K|

o AW Z 23t Bioavailability2 MAIEA| ERI FEes 2t TQ 1A Q4fol| Muyot Bimnpo| 252 CHEE Intra Tumoral(BYLY 21 Q1) Ao 2
3% Bioavailability 20| HIHHOLt | CB39=PKE il Systemic TE #Alo| J4551H EPP" EA7|=2 MEN FY ML 82 0%t

o =M REMOE Aot E FHL, Teell 28} THIHET, NKAIZ AFES O|F 4 U7| IHE0]| YA XQI 2H/delot T QSHH, o= MAo HIZhy| 2t It T
LCB39+ B2 U7 2 HSOIM = HIE Clearance 755HH, 21X Q1 ZoF A4t 5210] U= LCB392| Active Metabolitel]l F2 5 =% BIZ7|E &

o AW ML =20 12 HALE-S A|of5t7| (o] MO E0|MO 2 E/T WA | CB39E 271 AL 7= ME T UE 282 SrHetsty,
ZOFM|ELH CHALZ Active Metabolite? @ U TS YO F|= LA Z MH| Active MetaboliteZt M| EfAJO| =] E|H S QLY CHAL O| & MAM|EZE
{0l IH5SIEE O TH7| Q6K M & Rl S 3F 2| oFH FHX|E 2

o UM Sting2 37HQ15 2t Ze50l 2 Ao E ZHR| 1 QUo] CH¥et Variantol] Zete] 2tE f"'.Q.OPEH LCB39+= LISt Variantoll CHEH 223 Zattx|
grolgtol| 2t LCB39+E STING & 21 o|4f&{ol ok=ol2fn THEH JanssenQE 79 Et2{of] 7|=0| Tt LCB84E 215t SAMR| W4l Apotoj2fa ThEt
STING Agonist O|"dHQ! 2FE2| TPP(Target Product Profile) LCB399| of=9| £E%
Z 29t Bioavailability 2 T4 F0 A| EPI ZZ]O0 20| MEHs 2tH WY LCB39:
1 LCB proprietary STING agonist
> LCB39: PKE M8l Systemic TE 715, HIY4Y HalollM T TE 53 &0l
Chronic Activation®| I}2 Tcell 2|3}, IHIHF, NKMIZE ALES 9t7] 9|9t ‘
5 Transient Activation©| H2>> MHTH 247 2 EOHOF .
> LCB39: &2 HtZt7| 2 W2 Clearance 7Fs, Tumor M“"°| A= &E %
Active Metabolite2] 8247|= LCB39CHH| 56 71 240 2 mof Potent > metabolie
5 DRI 2 50 S 4 FoiS 1ol MECIAE So|HoR o T — Systemic umer 4P @
> LCB39: 57 SFolMTt at5g 4 UA| A potency
NI EQES UE E4 ZIEE » Capable of systemic delivery * Tumor- targetingand retention
= = o * Aqueous solubility > Improved PK * Releasing active metabolite in tumor
4 Sflng% /S ZA5OI 2 AOIE ZHRIZ U e Varianto| ZEH 22 UQ * Low cell permeability = Reduced toxicity * Maximized anti-cancer immunity

> LCB39: CI¥¢t VariantollM =2 Binding Affinity 2¢!

AtE : Chembiochem, 2024, SKZH

At& : Journal of Hematology & Oncology, 2020, SKZ#
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. . HIT - C o
B LCB39 U Active Metabolite X : 20 20 HEF £l Z1E 29I
oIl
A -ce B o e |3 ook ot gtol |5 24 glo| A7) Mo 7]oia gol 9|8
60 1 Tumor - Reasedacive metaboke — 1000y s acte ol 22F o| =X gf Zokyn} 29l CD8+ A|AH 3 Fate| |
Plasma ECiofLm
in THPT repoter assay
- 15004
£ ] L 3000 & Vetide -8~ Naive: Isotype ctl (n=6)
g. E ®  LCB39 (0.1mgrkg) ﬁg -Q- Naive: CDBT cells depletion (n=6)
8204 I . -0+ LCB38 (0.3mg/kg) £ 10004 * CR: Isctype ctrl (n=5)
wol. i THP! apor sy E 20004 T -® LCB39 (Imghka) g | o CR CDBT cells depletion (n=6)
uﬂg_mm e =8 s . - / % bodvweidhtchange 5
Oimgky  O3mgkg  1.0mykg s b o ot S £ ywelg g 'g
1 1 M 10004 e " 500
Liver Lung z <]
e 2 1000 g D+277)
2 THP pena sy T "
gm’ g‘u_ z 0] '3 = CT26 rechallenge
3 g T 0
5 H g TR
3 n 3 3 275 280 285 290 295
3 0
5 , N S
Mgi...m.[“..m ........... e _ ’ _ Days
Ofmghg  03mgky mgky Otmgky  Cargk Ty
. . . o« . - [=1 . = K-}
CIYPt STING Variant Type®llA Binding Affinity IS 8l PD-1 22 2 T Mo A|IO| 7|2ia] 240l : BIG] A|AE At RHEGHS o]
MC38 syngeneic model
w e 914} TIQIOHOFE Tl o — e
R P R CI¥S Variant Type©llA a0 T e (e o Body weight change
I P . o % ‘
L HONPE - N s AUS ol . o
g% 150 §§ 120 e é\i £
E% 10 £ 100 ! QPE ] g 2000 Tumor
32 32 ' 3z 5 Rechallange
2 £ B 1000 ©157)
=0 = F }/ . = Patel S.etzl. /2017, 198 (21: 776 wscn ‘
) o
S0 A L 1t O A |]wuuwwrum-un«mum 102 STING variant type : : W A 5 % ‘Iﬂu . B A s
Conz(uM) Con uk) Cone (i) ' i
O R23RIN 5000+ v
THP-1 reporter Eumpen-:-:Il 3 R232HAQ — ant-PD-1 (RMP1-14) Smpk
. ~ 4000 — LCEA39, 3mpk
STING variants {ECy, nM) B HAQRAQ E __ LCB39, 3mpk
Test compound South Asim_]l] 1 R 5 2000 +ani PD-1 ab Smpk % TGl @D+12
R232 H232 HAQ B HAGH 1 . aPDA
LCBIS 67 | 3406 285 NI i e
7 | g Rechalleng i _
Active metabolite 272 381 21,05 N R LCB39 64.71 90.79
010 20 30 40 50 60 70 80 90 100 ! 1 FARRAN AR NS A T . o (1 mg/kg) (2/5CR)
Competitor 639.4 4903 674.3 % population oot ot Dera LCB39 93.04 98.13
(3 mg/kg) ) (2/5 CR)

At : AACR2025, SK3H

AtE :AACR2025, SKZH
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2|7FH10] 2(141080/K Q/oi (74 {60,000%

[&1] STING Agonist2| &4 FTH AR

e EIV mo|majoiny . Eomgm A 7o Al U 0 Hat O umAy weIdom
E—'.z—jé—'?'—%* QU4 2%40llM pembrolizumab -8 ORR 50%, PFS 6,470 &2l : Pembrolizumab
MK-1454 HT(Intra Tumoral) ‘2% 14 pembrolizumob #8& ORR 24%, e St (PD-1 7|E2CH
ST oly HAH8 14%, XIB FE7.1% : IS
MSD i ; et sss8E R RRRRRR 8 4 AR ERRR R84 4E AR RRRRE 144 4R AR RRR R840 4 R RRRRE 4R A RRRRR R sk A AR AR s R R
: _ E..% 388 0%, pembrolizumab E-& 6%, . P . Pembrolizumab
MK-2118 ;'T““”C’T“m”"');3%§o|M$§,r—gE|_+522%, J|ESC}SC SR 23% e 5t (PD-1, 7|E2C})
Novartis/ Y U 2% Bt spartalizumab(PD-1) -804 50% ORR ¢! fol=y
Adura Biotech ADUS100(MIW815) ;IT“”"" Tumoral) ©01AF 1A} EEEOl[A] ORR 10.4% 2=t Spartalizumab(PD-1)

D719] QJA1AF 20 119 QIAF 1A} KD : .
> 24% 7 8% SDYUQ!, QTH50~85%, L 40~85.7% THer Fer NA
H|4F STING Binding Affinity 0.15- O 79 uM :

Eisai E7766 IT(Intra Tumoral)

GSK GSK3745417 IV(Infravenous) 97':"' CH4 £h= 3 Dostarlimab & Dose Escalation €17 HY S (BBT?ZLHEFQT)

»a
n
Q
d
Q
EX
>3
a
= o

9% CHAtO| L FI%Y B ObTiAg g -l M ol M
5.03 2 Bt Mol
i : 54T T4 EoF g ot ATL(IM/IT/IV) % Nivolumab : . 1 er
BMS BMS-986301 /I T(Intra Tumoral) = Ipilimumab %8, 812 212 grolz T} . Nivolumab(PD~1, & |§2}
: “/IV(Intravenous) ‘23t 012 7H Ipilimumab(CTLA-4, S1&0l)
) 34 CHAFO| TGOt OlAM1Ab OtE & : [ Pembrolizumab
Takeda TAK-676 IV(Intravenous) 3745 A THE 81 pembrolizumab &8 QA 1/24F FIMHOLE SCH e St (PD-1, 7|E2CH

4198 Y 5 % Ezabenlimab(PD-1)%8 22, 352 ol #A& HE ¢
Boehringer Ingelheim BI-1387446 i IV(Intravenous) :11.5%, ¥ 0% Q! U TS : Ezabenlimab(PD-1)
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e\
L ol 22 & F X=A[Q] 8|Y STOT106(LRCC15 ADC)

<% (sarcoma)2 LHEM O Z ARO[ £11 0| /0| 2 UF T OtLt 0|2 215 Chemo R0|| CHFH BH3/d o| 50| ofF 1 B FUA| HHE M2 #A|
240t Al =Xl 7H o] AIDH At X|=A| J R0l S OCHH AP HALO| Bt HIo| XIS A It

* LRRCI15= 53 Suptype® HOIotLt 8~77 % 7HA| &, Al L7/d ZTOM LHE A|=H| CHH| ADC A|2XI0M TS A o 4 Q1= OHF Q1 Ep3
Hlo|2E S/50l| tah AEH - NSt IRPIA| HH JHsSHH HAYAM 20| 82 ol LHde 55 % 4 7| M, CHEt 2AE ES2 F9 A x|

r
-

o ST HZHOZ TP THA| 4ol TIYT AbbVies 2F 1¥] 3.6 mpk 8% ORR20%(4/20), 352 £&880%(62/85

—

=
Atz Y FTH MU, UAl Sotio biotech/E|7HHIOIR, Zai LabO| MY THl A+ TS OIH, o't AACRONIM T Bt HH Ty

+ E|7}7HI0]| 22| MED 2mpk, Zai Lab®2| MED 3mpk 2 52 §2folAe] 152 2|713HI0| 22| STO1060| 240t HEo|H, Ad 5
ABBV-0859°| Benchmark® &%, LRRC15 Low/High =2 &0l|A Benchmark2t2| 21 H|@ & 3 STO1062| FY=H2 US
S22 o= ZF gt U HIUAMOIA =2 T1 2QI%to)| w2t 214+ TIUA| First in Class2 A% 73 2HH OHs

S%50]| 0|24 ABBV-085(LRRC15 ADC) Y4 14+ %5 Ax}
IRt ME 2,138702] 8352l Sub Type 53 ATAIE £3: ALt Ho| BIE
e 7 ‘ . g Non-sarcomas  Sarcomas Osteosarcoma + UPS  Osteosarcoma  UPS
n.:é:g?ﬁ:.“\\é"‘p%m I - : = % Aldoses  All doses 16 mofkg 16mghg  3Emykg
I' %& Bast overall response, n (%) n=4 =3 n=2 n=10 n=10
- e,
I: 0, Y,
. 3@#%? Completz response 0 0 0 0 0
y 4 }‘ 3%% Partil response 120 4(08) 4(00) 1200 2(200)
i S Szbediseze Bay  BE) S0 200 3000
B ¥ Progresie diease MO0 MY 980 660 3000)
; ;;%‘%;% Unkoawn 0oE 36 2000) 0 2000)
v - "gg«?& Objective response rate (CR 4 PR)95% C1 % 1210111 4(108)30-234 4 120025556 2(200)25-556
" i'?.“' L :%%;:%ﬁ
o B «@%{%

At& : Nature Communications 2022, SKZH At=: :AACR2021, SKZH 38



3|7124H10] 2 (141080/K Q/0HL(-8A]))

SOT106 ADC 2 3l =0 EF

Novel humanised antibody
tuned for rapid
internalization

Enzymatically attached

Site-specific and % 2
isoprenoid spacer

homogenous
conjugation to
mAD light chains

4

i W

N

1gG1 backbone

Branched linker
enabling high DAR=4

LALA mutation for MMAE with tumour-selective
effector function payload release via lysosomal
inhibition B-glucuronidase cleavage

LRRC15 High PDX SE2H0|M Y &% Abbvie CHH| 52 ¥ 5 11} 242l

single dose

repeated dosing body weights

"~
8
o
~
o

o

500

o

Body Weight Change (%)
L=]

o

Mean Tumor Volume ¢+ SEM (mm”)
Mean Tumar Volume + SEM (mm”’)
8
(=]

R
o

1 T
50 ] 10 20 30 40 50
Study days
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SOT106 HNSTD= 10mpk

SOT106 in cynomolgus monkeys
dose 10 mg/kg (HNSTD)
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.................. S o) ol | Payload2] %
e =D O TelEeh S i ey
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Time post dose [h]

Concentration of deconjugated MMAE in
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HFSENE
128 ALHAAR) 2023 2024 2025E 2026E 2027E 2023 2024 2025E 2026E 2027E
BEAHt 135 628 806 990 565 34 125 228 270 320
TEATSGRR 63 551 628 769 295 16 15 18 20 24
OHEANR 3 7 BRI 19 22 23 64 76 O30l 18 10 210 250 296
RHORFL 0 1 2 1 2 OHE30|2UE(%) 521 87.9 92.1 92.4 92.4
HIR SRk 55 53 52 46 46 EHfH|ebEE[H] 99 138 143 145 754
IS8R n 10 13 12 13 Fo| -81 -28 67 105 -458
il 25 24 21 19 17 FUOIUE(%) -236.7 -225 294 38.7 -143.2
FGRRLE 7 6 5 4 3 HIgHUR 5 39 82 84 0
RS 190 681 858 1037 610 a8 5 19 27 36 0
S 37 41 61 55 65 Qfgtptto) 1 2 0 0 0
IS8R 12 12 12 12 15 AP AT FARE 1 0] 0 0
OHRUANS 2! 7B 12 22 34 30 35 MEAISAIRI0l =76 n 149 188 -458
T IS 0 0 0] 0 0 NIEHAEAIRIOIE(%) -2218 88 65.5 69.7 -143.2
H|Q-S5H 4 7 9 10 12 ASALHA -2 1 4 5 -20
el 1 1 1 1 1 ASAIRIolY -74 10 145 183 -438
7 IBHURHE S 7 [EFRHT 0 0 0] 0 0 IR0 0 0 0] 0 0
B TEAN 0 0 0] 0 O ~HelMma} 0 0 0 0 0
Sx5A 41 48 79 75 87 ol -74 10 145 183 -438
RHFFARR 148 633 778 962 524 &O|2UE(%) -215.9 8.1 63.6 67.9 -137.0
23 14 18 18 18 18 LI -74 10 145 183 -438
i 98 568 568 568 568 RHHF L £0[AUZ(%) -215.9 8.1 63.6 67.9 -137.0
J[EfRRERYdR A 3 5 5 5 5 B[R JEHRE 0 0 o] 0 0
N e -5 -5 -5 -5 -5 FZzol -74 145 183 -438
olRlYoiz 31 39 185 368 -70 Ll B -74 145 183 -438
B[R AR 0 0 0 0 0 HIR B 0 0] 0 0
A2 148 633 778 962 524  EBITDA -76 -23 7 108 -455
-r*HQP‘fE-e,Jﬂ 190 681 858 1,037 610




{60, OOOH

wgoEn ZREXIR|E
123 ZHMA) 2023 2024 2025E 2026E 2027E 128 Zih(RlR) 2023 2024 2025E 2026E 2027E
FHLFHITE -62 28 168 141 -438 438 (%)
Fleol(Ey) 74 10 145 183 -438 OfzH 22 266.7 821 18.4 18.4
HIHSYI=S 10 -18 -27 -17 Fold HR| x| s 56.1 Sl
FERRTPS | 3 3 3 2 MITAISALI01 HA| =l 1260.5 26.1 EShl
GRS 1 1 1 EBITDA HR| x| s 520 EShl
7|E -3 -22 =31 -20 EPS HR| s 1332.6 26.4 Sh
STREUABIH -2 2 19 -46 -3 2U%8(%)
OHEANALT [EFRIMIZ A (BT -7 -1 -1 -41 -12 ROA -33.3 23 18.9 194 -53.2
ROAR I (F7H 0] -1 -1 0 -0 ROE -40.1 26 20.6 211 -59.0
OHUAHE LT |EFHR I Z7H 24 -0 5 1 -4 5 EBITDATE! -223.0 -18.7 312 40.0 -142.3
7|Et 3 14 18 26 40 g% (%)
EHO M -1 -1 -4 -5 20 |32 363.1 1546.4 1,330.2 1,810.7 8721

EAgstiass 9 -12 -88 -1 -29 SAfH|E 27.9 7.6 10.2 7.8 16.6
T AR FIH 12 -10 -95 -3 =27 SARUF/AP RE= -65.3 -92.5 -97.3 -93.7 -86.1
[TRRRIZLA(FZH -1 -1 6} 0 0 EBITDA/O[AHH[S-(HH) -144.2 -39.7 118.8 178.8 0.0
EERRRIZA(F7H -1 -1 6} 0 0 BB 0.0 0.0 0.0 0.0 0.0
7|Et -1 0 7 2 -2 FERIEE)

MELFHITE -2 473 0] o] 2 EPS(HIGAIY) -2,593 277 3,964 5,010 -11,965
I 8RB 7 HLA) 0 -0 0] 0] 2 BPS 5,387 17,427 21,391 26,401 14,436
712 EAMAFIHE L) -0 -0 0] 0 0 CFPS 2,429 408 4,077 5,106 -11,884
RH2QIF7HL2) 4 475 O 0] 0] S oigdiEE 0 0 O 0] 0
HiEEA S 0 0 0 o] O  ValuationX|HE(HH)
7|E} -6 -2 6} 0 0 PER =251 394.0 26.5 21.0 -88

¢F0| 57HAUA) -55 488 77 141 -475 PBR 121 6.3 49 4.0 7.3

REN s 18 63 551 628 769 PCR -26.8 267.3 258 20.6 -88

7| Uiz 63 551 628 769 295 EV/EBITDA =222 -130.0 40.4 25.3 -7.0

FCF -b4 27 168 141 -438 iU S 0.0 0.0 0.0 0.0 0.0
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AACROIM 5%t pH dependent &4l 7|=3

o A 7|8HAINICH 7|22 2bg Bt Qs ADC2HT cell Engager 25
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Analyst 0|43
seonkyoung.lee@sks.co.kr / 02-3773-9089

Company Data e i B
LYFA 147843
AlPES 122 A
RQAX (#) QtolHio| 2 A A (%)
TETT 14,000 ———— KOSDAQCHH| ATl 8 70
8152 (9I3) 29.67% 13,000 60
12,000 50
NES 11,000 "
10,000 ”
Stock Data 9,000 -
8,000
Z7H25/05/13) 8230 ¥ o 1
KOSDAQ 73188pt 6000 0
527 2|17} 13,040¢ 5,000 10
4,000 20
523 Z|x{7} 5480 244 247 24.10 25.1 254
60 Y Hehchz 1A
FUN Y SRR
= cHo| 2019 2020 2021 2022 2023 2024
Ofz=H A 1 7 5 4 3 6
I« A -1 -8 -17 -19 -10 -8
#0|Q(RHHFZF) MAA -N -10 =17 -19 =21 -6
EPS o -1,034 -893 -1393  -1520 -1555 -432
PER HY N/A N/A N/A N/A N/A N/A
PBR HY 0.0 0.0 0.0 0.0 18 0.9
EV/EBITDA HY N/A N/A N/A N/A N/A N/A
ROE % -95.8 -53.1 -57.9 -92.3 -16.9 -30.8
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AACR 20259 5% pH dependent ¥4l 7|23

o A Z|2FXIMICH 7|2 2 Bt Qli= ADC2H T cell Engager 25 On Target Off Tumor /32 8 Z%t= A°| 8 HA|Ql %

42 £0|7] ol Al=El= AMMICH 21&2 34| 27182

—

+ OnTarget Off Tumor =
°

O O o

o

(o]

1) YHIS OEAZIBHO) Y BFOIMDH DRAZJO| SR 2 4 UA| 2| 2)0IM 5 ©H 0| S 1, 4 S BHOIMDH Binding
QhH| OpAZ) H20| HQ WA AILHOIA £ 2HE| D AHARG ElS THE2 RS SHET] DA BT OIAZ S AALG

o
= L1
o

[¢]
pH 2ZH FAHIO| F2, FHME(Ph7.4)2t HAMZ(ph 6.50[5) 2t0llA Binding Affinity2] G0t X[O| & HO|= GA| L=0| £IX| QAT 4

[

ADC?Q! AR1532| H|4 A WHE TIY, AACR202501M L HTHEAIR| 7|5 CHH| Q- 2Pt

T =

« O AACROIM = 2O[HIO| R 2X|AQ] pH dependent B EHE 7122 Ymax-ABLZ 0|80 2= B7-H4 FHE 7|22 2 A|5fot
A

cl;lu'-_l:llg Ol =0H OD:|’

Cro| M| AER Tt T pH HI Q1 EX B7-H4 ADCE Al/ZHFHM HIW E S3HA 22/ HQIHo] U2t On Target Off Tumor 54 UEE M52 UF

AACR 20259A ‘4 H%t pH Dependent ADC A3t 4H

opaHg A7, Y4 52 oAby YA
THEAL Ijojmajoly W Tl MED H|2
Binding Kinetics Binding Kinetics KD Ration
MYTHIC MYTX-0M
1 TIds Ph 6.5: 0.53nM Ph 7.4:0.3nM Ato| gl b6mpk AACR 2025 £H
Therapeutics (c-MET, veMMAE DAR2)
BA3361
Bioalta B CAB Safety 2 Q4D 3mpk AACR 2025 &1
(Nectin4, MMAE DAR)
AR153 24.2
B Ph 6.0:1.29nM Ph7.4:31.3nM Single 3mpk AACR 2025 &®
(B7-H4, DXd DAR 3.5) (CAB Safety 10)
ojo[Hjo| Q = A A
Ph H|2|ZX B7-H4 DXd ADC Ph 6.0: 31.3nM Ato| gl Q2, 3mpk AR153 H|m 7 At

A}E : AACR 2025, Cancers. SK33 45
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AACR 2025 A1t 2H: pH 273 tHelof| 2 ADCe| TIZE 24, On Target Off Tumor /4 B2 7ts78 &l

 In vitro’JollA pH H3}0|| 2} FAIZF FHUTE FA| Q| ZH/FE X[O|E 242l 2kt Z2191 pH 6.09M Binding Affinity+ 1.29nM, 4 Z2191 pH 7.49M
31.3nME pH }o|o] [t2 FHLGE X[0| S 2AIMO M pH H|QEH GHA||Q| Affinity= 24 Z210M 31.3 nME Ph 7.4%3 31} 33| H2X|A| ¥4

- Y A4 5L YOI S HY BY in vivo 2T, Al T 830! 3mpkollA| 2t B7 H3 ADC EHHI pH QZ4 B7 H3 ADC7H 52 A4t 52 2ol
£3| pH HI2Z% B7 H3 ADCO| 39 10 o|3 9fo| 27| 2|HL2.C = ol X2 202 SUV HES J|tf & 4 QUCH= 5
CHOIFAIZE| pH OIE5 B7 H3 ADCY! DS-730000| MUY 22491 2T UIDE SHME 291 2 4 Sl
Clo|MAFR0| ZQ BJHHRE &l ohg ZM8}7| I8 TR BAS 20| £

o+ QAO|HIO|QZAIATH UZE pH OEXQI FAll= pH Bt W2} DIZSHA| 2H35H| 2HS, On Target Off Tumor®l UHE £2HE JfMO| I|CHt 4~ QUCH=
Hol|A DNt = Cp TEE O ADCE Off Target 28 JHMHE LAY QIA| M-8 Al On Target2t Off Target B2 M 5 oftd J|z0| EAHE
JHdol| . 3H| 7|Hot= A| 2elo] HQ

in vitro OllA PH Q|EX /H|2|ZA] B7-H3 ¥Al2| Binding Kenetics 2 2H(calu-6)0lM PH S| ZX/H|S|EX B7-H4 ADCO| ¥t it

e Clo| AR DS-7300a B4} 23}
g7 (A)atpH 6.0 (B)atpH 7.4 2000 = = .-
5 <%= pH-BT-H3 Ab, pHT.4 e - - e :
gs J . = Calu-6 H
g . 4y =22 %10 Kn=1z’x|0‘: -~ | H B7-H3 -
EI E* 7 i «qu 863210 : =;g§z:\‘2 E 1600 FES . Heacore: 180 E
< Non-pH- | 2224 [/ ] m—— . H
seusan |5 /T S ,E,mﬂ NorgH-87-H3-Did, mpk : :
Dtn* 00 102 100 100 400 10 o i o = 3322” E e e E
Antibody Cone. [nM] o E : 2,400 Isotype control ADC 10 mg/kg l :
®) S - =+ Non-pH-B7-H3-Dx, 10mpk Do :g;;ﬁ;:ﬁ:
£ § ptH87-H3-0xd, mpk 3 Juepsbamenie  f :
g i E = g 1,500 ¥y .
§ ) S A phibddgk | 55, A :
¢ | § F L ¥ = B F ] :
i P“'::‘”B H == 1 & pHB7-H3Dxd, 10mpk H g %00 ~ E
D : 0= : - :
i, ‘ (T P :

Atz : AACR2025 SK3#H AtE : AACR2025, AIFALR, SKEH
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XHMICH ADC HEe| Pt Zo 2 A MIZ LY 2 ADC 3¢ HIE

« ADCA|2Al= LM EL FUEl= HIE0] 1% DT = UK U

oloj izt ADCO| E2 Hial2 g I2517| QP N2 AME L S HIES £ TN HR &9t &= 5
« PD-L1= ADCEIHYE 2R AA||A[Q] HHEE 22T Immune Check Point EFIQE ADC 200 2t 8k Ql= ER2Il = SHLt

« A|FESMOOIM = Pfizer? W4 THo| 2015 SHLIQI PF-08046054(PD-L1ADC)Q| 7| Y4 2ot HHE TIY, s =222 52
AMEL] Y HISS S7HAI7|2 ADCO #5182 R0 Q21 T otLte! A2 Fe 28| E AHAISH= LALA Mutation2 =45 A

HNSCC 94t o2 2f2f ORR 33%, 43% X 355 #4218

EQ PD-L13HM 23 : SfA A L= 715 57

22 PD-LT EAIC|
A 2/3*t 2t NSCLC,

32.4% YE. Pfizers= 8l 1S 7[Ht0 2 QU4 34t TIY s} op&3t FIF

 Pfizer2| Zat W2 G2 8jmnjol o|5o| FFE W} LHAHRLS S £Q1 PD-L1 PA| =0 289t =2 o<

« A4 AHES T SHCH FAR PD-L1 YH= 66.7% LA HI&E 22, HAH FDA 5¢ &2 PD-L1(LHAHEHE|&0] =2 E[MIER

ADCZI HMIE L 82! HIZ 1% 0|2t Off Tumor

ool H|gS

S HISS 2l o] St AIRI A2

S4oHZE R

ADC Nt A| S 2H FRY2 AR} oHS o ot

otojHto| 0| PD-L1 AlI2| LHAHS} H|E H|id

2|02

:FDA 391 %8

) CHH|

CHH| 28H o] JHH

Blood U HE
Remaining tissues (I\II‘M\ MB- 231)
Legs & excretion P
. Blood Remaining fissues 100 g FDA 52I=l PD-L12| MZLH LHAHZ}-S
Legs & excretion b 2 o a2 XX
ed U Liver . = YBLO| S5 81 ':ET'_' HEt'E Aol‘ I °|"—f EIA'” E IOE -‘
iver =
Fat 5‘{“, 80
. Fat Kidneys o v 66.7%
Kidneys Sol o 60 »
pleen :
Spl = LHA]
pleen Tumor}  <1% tumor uptake 3 orzm Hecn THEAL et
Tumorl <1% tumor uptake T T T T 1 = 40 4 © |
: Y 1 0 10 20 30 40 o 4 303 =
o i 20 30 40 Percentage of injected dose (%ID) - —_—
Percentage of injected dose (%ID) i 20 /’/ = Avelumab HHHIA| Q. MsD ~20%
2 \‘\ ’; 5“\ @“ 4 - |Pfizer
‘Q‘ O&& (1Y - 0 T T 1
N& Il " 0 3 ] 24 Roche
L Lumretuzumab MMOTOS30A Bevacizumab e Atezolizumab : E|MEZ 40~60%
ozr trastistraab (HER3) (Mesothelin) (VEGF) lGenenTeCh
Atz : AACR2025 SK5# Atz : HIO| Q AHE|O|E|, SKFH
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PD-L1ADC?HOj2{%Ql o|§

T cell responses can be
augmented by PD-1/L1inhibitors

Activated T cell

\
Turor  TCR | Immunogenic cell POLI
anv\gc\\)L death (ICD)" | [, T4 L
release MHC )
3 R ARG ‘

‘ﬁr . oLt
e I \j
E Cellcycle. N b,

/ Lysosome |k anclmubulsJ arrest 3
J | ‘
Joss 11
stimulating signals

 distustion o {
Tumor cell / 0 "‘.lv - \
S apc L PD-1/PD-L1Blockade

@ rectmorcel v o
Allows T cells to kill tumor cells

apoplosis

el

A0, ool MHC, majorhis ple MMAE. , programmed ool int,PD-L1,
epﬁler mnmm{c«\&mm’x\ e T—cdlmcepw Rt jonnd thei potent i oy oFsomé MMAE i 8

Jaates are currentlv

PF-08046054 £&2 Z1}: 1.5mpk &% 352 0|4 23t

383 ol ¥

€ 32.4%, 1.75mpk &%

PF-08046054 #'s ZA1}: NSCLC ORR 33%, HNSCC ORR 43%

Dose Levels*

1.25 mg/kg 1.5 mglkg 1.75 mg/kg 1.25 mglkg 1.5 mglkg 1.75 mg/kg
N=14 N= N=3 N=18 N=19 N=7

Confirmed Response per RECIST v.1.1 Assessed by Investigator (%)

14.3 333 0 I
DCR 78.6 66.7 100 55.6 63.2 714
Best Overall Response per RECIST v.1.1 Assessed by Investigator (%)

T :

PR 14.3 333 0 0 10.5 429
s w3 333 100 44 526 286

PD 71 20.0 0 278 26.3 286
_ 143 ‘ 13.3 ‘ 0 16.7 105 0

* Day 1,8 of 21-day Cycles using adiusted ideal body weight. Data cutoff. 01JUL2024. Data snapshot: 26JUL2024.

€ 50% > 2358 M MOLt TS| Neutropenia 358 58 T

39 Treatment-Related AEs by Preferred Term and
3 Maximum Severity in More than 5% of the Patients
£
225+
@ 23
o
S 2D+ 181
(]
2. 160 160 o
510 28 17 w7 -
@ 104 85
o L T L .
54
O-*éfb'b ¢ @ & & .0 & & e o G
@ ‘b NN F® v &S W&
';\QQ Q%'&‘g% %@\\$~QQ§*Q®(§§G\Q®®® Y‘\Q‘@Q-Q@ G& @@%
R A O R F & & &
QQ' (1?0 ‘Q@G \,&@ Q(‘ ¥
N b &
§ W

uG5
nG4
nG3
uG2
nGl

5.3

4@/\

Dose Levels*

Adverse Events 05 },I:lgzlkg 0.75"d:|4glkg 1.0 ;;%/kg 1.2:‘ zlsglkg 1.5N v:g;kg 1.7;': :;g/kg
TEAEs, n (%) 2(100) 4(100) 6(100) 33(100) 37(100) 12 (100) 94 (100)
Treatment-related TEAES, n (%) 2(100) 2(50.0) 4(66.7) 20 (60.6) 29 (78.4) 10(83.3) 67 (71.3)
2Grade 3 treatment-related TEAES, n (%) 1(50.0) 1(25.0) 0 2(6.1) 12(324) 6(50.0) 22(234)
Serious treatment-related TEAES, n (%) 1(50.0) 0 1(16.7) 3(9.1) 4(10.8) 4(33.3) 13(13.8)
e oo o wew [ osen [ ozen e
TEAESs resulting in dose modification” n (%) 2(100) 2(50.0) 1(16.7) 17 (51.5) 23(62.2) 7(58.3) 52(55.3)
Dose reduction 0 2(50.0) 0 2(6.1) 9(24.3) 6(50.0) 19(20.2)
Dose delay 1(50.0) 2(50.0) 0 8(24.2) 14(37.8) 7(58.3) 32(34.0)
Dose elimination 1(50.0) 1(25.0) 0 7(212) 11(29.7) 1(8.3) 21(22.3)

No DLTs or treatment-related deaths were observed

1.75 mglkg ABW 2Q3W* dose was associated with higher incidence of dose delays and reductions

At& : ESMO2024, SKZ#
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............... D e S
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LALA 7|& X-&%t PF-080460542| £2-&: Neutrophil®l 20| & EIhFeyRIla/hFeyRIlb, Macrophage®ll 30| WHEl hFeyRIlla AHEHSHA] 23
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z = i
s Basophils # + ++ - H - +- Immune Tolerance
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(7] H
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o
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