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o =EH H|PH A EA| A LEE X Semaglutide(Ozempic:M2Y T FAMN|, Wegovy: HIZHFAN| Rybelsus : 37&)7t 273 IRA 27t QIS ¢4t
Q 2

=
Oof ZH(HE2 25 112 1U7HA| ORR22|E oY) Eoll k2t KRAICH H|2H X 24| 2HEES| B k2 1) 7t & 7H T 2) @40 L 3) & 27| AT

I
AT SRl BRI, B8 TEf) 4) 8 ST U2 2.9 S5 5)Ffo| Hold = |

UFHo| IHUF Q! F-& AMEALH|TH AR D110521156 = &2 MEHdt G2 BiZto|J} EX0 2 TURXIQOIE S5, 1)L 2) #2tH 7HF A4 &t
HAE 3)HO|A] ATHOA] 22 HMS StH o A 9= TA|M

1L MEAL Ao MEFXRRI Orforglipron EHH| 38 =2 Therapeutic Margine 2HE ) Efo| E2|[0] 4 glo| Eofgt o~ QICt= MO| XAPHY| HOIER
LHOF4d T Hol4] ZHO|AM FHWH 28T} JHs, 55| 2|Z GLP1 A=H|I| 58 FEte| QI0] 1)k 4] 2)& 271 A/UE 1], AIFof|AMQ| O = =0t Tt

UFHI2F1D110521156 W S|AEE|

, ;‘1’;2‘1,.’ B 285
_____ VYOI E (1%)
1st SGLT2 XA 1st GLP-1RA VHIB-88Y
&¢l Z7E HEO|IE S
B e e e A
@R | o novet oaos | TR TN | unmet vedical neess | [N ND
i v 2 v
Orforglipron 371 Danuglipron 37l ID110521156
;Zzgy S Pfizer ILDONG YUNOVIA
o FE 4 BY
X BhE i 0| £0|: 5~ .=
IZ)Q::};? (4 Chiral centers) iﬁgqjﬁ: :?_—J;OI 5~9%) | Baserx AT A MUHOIRE & 1 ES

S5 = e - FOE UAN YY7ksd &) LS A

* 22X (Da) 883 556 < 600

= HICHE EtA fIXp 2 47H 14 17

= AIEE W E4Y (ECs) 1.1 nM 13 nM 0.68 nM

= MH U 85 8 (¥s0) 0.1 mg/kg 100 mg/kg 10 mg/kg

- PEHY (HS0) 3 mg/kg/day (36%) 100 mg/kg/day (65) 1,000 mg/kg/day (43)

= QMY 304} il 1004}

= MI0|2E (R¥s0)) 21~28% 5~9% 18~32%

AR YSHIY, SKEH
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§RL /3t X 2N 58 ST ZHAEMI(2018~2023, 125,474 TH4)

Patients without type 2 diabetes
Does not favor : Favors

Covariate HR (95% CI) discontinuation discontinuation
Age 0.99 (0.99-0.99) °
Age 265y 1.18 (1.13-1.22) -
Male 0.94 (0.92-0.96) .
Race and ethnicity :

Asian 0.85 (0.79-0.92) ——

Black 1.03 (1.00-1.06) .

Other? 1.00 (0.96-1.04) -

0.4 02 0 02 0.4
HR (95% CI)

Covariate

HR (95% Cl)

Income, $
30001-50000
50001-80000
>80000
Unknown

Weight loss (per 1%)

Gastrointestinal
adverse events
with treatment

0.95(0.91-1.00)
0.92(0.88-0.97)
0.91 (0.86-0.95)
0.94 (0.89-0.99)
0.97 (0.97-0.97)
1.19(1.12-1.27)

-0.4

Does not favor | Favors
discontinuation discontinuation

-

—._:

]
-9
®

T T T 1

-0.2 0 0.2 0.4
HR (95% ClI)

IQVIAZL 24 O[C|o{ol|A] ZALPHH|TH A S A|of| 27X Felo| £ 2191(11,431F)

49%

Side effects

Patients discussed the side
effects experienced during
treatment

Q.

32%

Cost concerns

Individuals discussed their
current OOP expenses and
expressed concerns about long
term affordability and continuity

19%

Access to treatments

Due to high demand and access
constraints, patients reached
out to online peers for ways to
continue on the treatment

A& : IQVIA, JAMA Netw Open 2025, YF A2, SKEH




® O 20U ZHEHYofM= A 1 Bat

E
® 200mg EATO HIT U2 9.9%, BEBAE ZY Al 6.8%E FTE MEAF 7P 1F M U SS HE 100mg &
EofF CHH| AIF0| 8kg MASONE S ZEAIEZ (T 90.6kg) CHH| 5.8% YRS &Rl AUCh= © Lot 02X )
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ASHR| UUOMH, FOF T SHDH O| AL BE OFE |2 §lo| 9| E|UC

Z7YoS Cijn| B2 w2to| mhsolat THOHEIM, AP Q40 LijorA T 2MjQle Sh O 4 QIOMH 0|9
FT1E& MERLGLP-12| ¥4 14 MAD A2t H|d
712 YUNOVIA e, € structure Sterns
H=H ID110521156 LY3502970 (Orforglipron) GSBR-1290 (Aleniglipron) TERN-601 CT-996
NCT No. NCT06635226 NCT03929744 NCT05893043 N/A NCT05814107
ALY 2zl Zizel el Zizel H| 22Xt (Part 2)
Baseline BMI 29.1 kg/m? 28.5 kg/m? 32.5 kg/m? 30.4 kg/m? 34.9 kg/m?
A4 AL 36 88 24 12 25
8% (mg) 50, 100, 200 2, 6,16, 24 30, 60, 90 240, 500, 740 90, 120
2SI XA N Yes Yes Yes Yes
(Titration) ° (Starting dose: 2 mg) (Starting dose: 5 or 10 mg) (Starting dose: 100 mg) (Starting dose: 10 mg)

HE 24 (4F)
(kg, %)

Z| 1 2EHof|A2]
HE HLA8
(PBO-adjusted)

>5% HSUx
AP ECC HEIZAL

&t AUC Bzl
(PBO-adjusted)*

Placebo: -2.7 kg (-3.1%)
50 mg: -4.7 kg (-5.5%)
100 mg: -5.6 kg (-6.9%)
200 mg: - 8.8 kg (-9.9%)

-6.8% in 200 mg

87.5% in 200 mg

-75.0 mg-h/dL in 50 mg
-87.5 mg-h/dL in 100 mg
-109.5 mg-h/dL in 200 mg

Placebo: -2.4 kg (-2.9%)
2mg: -3.2kg (-3.8%)

6 mg: -4.9 kg (-5.8%)
16 mg: -4.8 kg (-5.7%)
24 mg: -5.4 kg (-6.4%)

-3.5%**in24 mg

-42.0 mg-h/dLin 2 mg
-40.3 mg-h/dLin 6 mg
-29.4 mg-h/dL in 16 mg
-30.3 mg-h/dL in 24 mg

Placebo: -0.5% Placebo: -0.7 kg (-0.6%)

30mg: -1.6% 240 mg: -2.5 kg (-2.5%)
60 mg: -5.2% 500 mg: -4.0 kg (-4.4%)
90 mg: -5.4% 740 mg: -5.1kg (-5.5%)

-4.9% in 90 mg -4.9% in740 mg

- 67.0% in 740 mg

Placebo: -1.2%
90 mg: -2.3%
120 mg": -5.8%
120 mg?: -7.3%

-4.6% t06.1% in 120 mg

At UFHY SKEH




et ID110521156 ID110521156 ID110521156 . ID110521156 ID110521156 ID110521156

Characteristics (N=6) 50 mg 100 mg 200 mg N=5) 50 mg 100 mg 200 mg
& (N=10) (N=10) (N=10) (N=9) (N=10) (N=10)
Age, years 29.3 (4.7) 31.4(6.1) 34.2 (7.6) 34.3(8.0) Al TEAES 1(20.0) 6 (66.7) 8(80.0) 9(90.0)
Gender, MiF (%) 100:0 100:0 70:30 9010 Grade 1 (Mild) 1(200) 4(44.4) 8(80.0) 9(90.0)
Race - Asian (%) 100 100 00 106 Grade 2 (Moderate) 0 3(33.3) 2(200) 7(700)
Weight, kg 90,6 (13.9) 87.4(61) 818 (8.8) 89.4 (10.5) Grade 3 (Severe) ! v ° HL

BMI, kg/m? 20.5(2.4) 20.2(1.6) 206 (21) SAEs 0 0 0 0

F2E WP(EFUN) EE B9+ (percentie)2 TAE. TEAEs Leading to withdrawn 0 0 0 0

EAI2: X913 2 (Randomized Set, 29| HiHE 2E LA} T3}, Intention-to-Treat (ITT])
H1 8 XM EX GLP-1RA A5 ZA H[
A% YIE Soio] M2 HS UAR 4% Ut Solol| M2 HIS AAS (919 =7)
ID110521156 Orforglipron® GSBR-1290 TERN-601 CT-996 ID110521156 Orforglipron= GSBR-1290 TERN-601 CT-996

16mg 24mg 30mg 60mg S0mg 240mg 500mg T4Omg 90mg 120mg’ 120 mg®

S0mg 100mg 200mg 2mg 6mg

©T-996, 120 mg': 10/30/60/90/120 mg; 120 mg?: 10/30/50/801120 mg
*Orforgliprone] HE(%) HIOIEKS =204 WD B2 HE 84kgH 7|HO2 MU, (Diabetes Obes Metab. 2023 Sep;25(9):2634-2641)

50mg 100mg 200mg 2mg 6mg 16mg 24mg 30mg 60mg 90mg 240mg 500mg 740mg 90mg 120mg’ 120 mg"

%

CT-996, 120 mg': 10/30/60/90/120 mg; 120 mg®: 10/30/50/80/120 mg
*Orforglipron®] HE (%) HOE{= =204M R IE B2 4F 84kgH 7|U2R AUY. (Diabetes Obes Meiab. 2023 Sep;25(9):2634-2641)

At UFHY SKEH



® GLP-1AEe nEXel

o 0| EO|E0| NS S5 QIR HARS AVAIZI AT

OISIAITIE MAL Y TLE HERL QA 2F
- Nausea(HAME) : Orforglipron 24mg 58%, 36mg 48% | VK2735 90mg 72%, 120mg 55% / TERN-601500mg 77%, 740mg 89% /| GSBR-1290 120mg 89.2%
- Diarrhea(&A}) : Orforglipron 24mg 36%, 36mg 14% | VK2735 90mg 15%, 120mg 25% / TERN-601500mg 22%, 740mg 22% |
- Vomiting(FLE) : Orforglipron 24mg 32%, 36mg 14% | VK2735 90mg 35%, 120mg 35% / TERN-601500mg 44%, 740mg 77% | GSBR-1290 120mg 62.2%

© UASH|2kO| ID110521156%

Efo|Egj|o|M glo| = 7=||:||ol

2 GLP-1 10| ZE1Q19] @4t Hate HHAM0 = H|wsh =

USHLID110521156, {UTEHAH| A o4t

...
T
olo
Y
[
ic

Placebo ID110521156 50 mg ID110521156 100 mg ID110521156 200 mg

(N=5) (N=9) (N=10) (N=10)

Nausea H AN 0 1(11.1) 5 (50.0) 8 (80.0)

Grade 1 (Mild) o 1(11.1) 5 (50.0) 8 (80.0)
Grade 2 (Moderate) o} (0] (0] o]
Grade 3 (Severe) o} 0 (0] o]

Dyspepsia ATEEF o 1 (11.1) 4 (40.0) 4 (40.0)

Grade 1 (Mild) 0 1(11.1) 4 (40.0) 4 (40.0)
Grade 2 (Moderate) o] (0] (0] (0]
Grade 3 (Severe) o) Q 0 Q

Diarrhea MA} 1(20.0) 0 3 (30.0) 3(30.0)

Grade 1 (Mild) 1(20.0) 0 3 (30.0) 3 (30.0)
Grade 2 (Moderate) o [0} (e} o}
Grade 3 (Severe) 0] [0} (o} o}

Vomiting o 0 2 (20.0) 3 (30.0)

Grade 1 (R_r/ll 0] (0] 2 (20.0) 3 (30.0)
Grade 2 (Moderate) o] (0] (0] (0]
Grade 3 (Severe) (o} 0] 0 o]
“Constipation pjy 0 0 3 (30.0) 0
Grade 1 (Mild) 0 0 3 (30.0) 0
Grade 2 (Moderate) o} 0 0] o]
Grade 3 (Severe) (o] (0] (0] (0]

at

=

CH&MXL #=(%) 2 HIAIE; 243 e d B3 (Safety Analysis Set, Ja A EE 2|2HES 12| 0|4 &

o

WS RE i E )

At UFHY SKEH



O 2 SAD 200mg F2# 16.7%(1/6), MAD 200mg £+ 80%(8/10)9IA 24l
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o ZhEoj utE £7| 2|

SHI2tel ID110521156

o=
NGGCT X ALP 24| 2212 FoH Bt Ml 7hs/d

0
L

HX O|4t0 2 0]o] A 4 Q= M H|O]E

T{OHT
=17

715 oI,

2)ALT/AST 44| Zolg Sl 207]45 0|4t Q= 2 2ol

ZA| Glol F A= Bl =E|UCHE HE naq > 2t Q2|24 SI10j npE E|A3 = 3| 22{gh AJgH2 ofL |2} THEH

CH2

20~30%

ZtofjAf K{2] 57|

2ol Ha|gl &
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Placeho ID11052115650mg  ID110521156100mg  ID110521156 200 mg n}a}u|E1§ e 27} s

Parameters Da
J (N=5) ) (N=9) (N=8) ; 5
ALT(UL -140(7. 3. -1.33 (5. -13.00(8. EMZLY ERY SEe TA 2HAA Al YF 2K 59}
(U 28 140(7.2) 13.11(7.34) 733(561) 13.00(8.32) ALT  ~4OlUL E-A-I;)DI-A-I ot Aty ﬂg
& -140(907) 133(1274) 2891678) 138 (229) SRR N S SR
AST (UIL) 28 -160(7.09) -3.44(283) -078(3.38) -288 (4.91) C ZEMIELH EASHE AR 2F24A B2t
P 5 ZLA{/OFA] 7HCH FFHEH JFOF
0 040 (45) 322626 244270 588 15 AST o ~4olulL S s ol
ALP(IU’L) 28 5l60(10l36] -2l00 (7l53) _2.78[2lg1) -1.50 [10.27) .......................é.................................é .......................................................................................
0 360(12:8) 056(9.42) 13362) 500 (540) ALP 40~120 IU/L L] EAots Ta BE Ui ol Al 37t
20{] 625 9 3 866 -811 607 '2138 2045 .......................................................................................
L B b2 B8 0 . M1o-TUL ALP 37t Siolota] fish 5%,
42 2.20(5.45) 9.00(2102) 0.67(8.29) -9.00(13.50) GCT o4t o~ 42UJL THE B ol 9 S+, HITH
: T 2N HETM F7t
Albumin (g/d) 28 -0.04(017) 0.07(0.3) 0.180.19) 0.34(0.27) °:'_'_“ .......... O
. MO QR ol F QU Eh
42 0.24(0.18) 042(0.24) 0.38(0.24) 019(0.25) Albumnin 3.5~5.2g/dL st 7‘13|'|§ !é;b_—t,'_?_l PN
PT(INR) 28 002(0.02) 001(003) 0.03(0.03) 005(0.03) O SO WO
HIEFRI K A, 2HE, 2HE8H, 2t 215 ol
42 -0.05(0.09) -0.08(0.06) -0.09(0.08) -0.08(0.07) T 0813 QSN =8 S molAt Hu A
Total bilirubin (mgfdl) 28 0.08(0.15) 0.44(0.36) 0.94(0.52) 210(1.25) D ZEZH| AlZIo| 57}
T i 16019 o) o) 0024 =260 0 1~12maldL AL a2 A 19 b o] AStA| £
Direct bilirubin (mg/dI) 28 0,02 (0.05) 0.08(0.08) 013(0.20) 0.31(0.10) o == 9 HO =J} IAG WA Y S
Y] -0.04 (005] 010 (005) 089 (012) 0,06 (005] .......................................................................................
Indirect bilirubin (mg/d) 28 0.06 (0.17) 0.37(0.32) 081(0.53) 179(119) H,:igt” 0.1~0.4mg/dL 717|5 oAb ZHERRHEA A| BT}
8 0120015 201017 202(030) L O
2 B {BELA)2 A, B2 oA BA2(Safety Analysis Set). 27| STHEO2 Day 28 H1p7} ol chATE BEHMHLE (100 mo: 1%, 200 mg: 2%) 74 i N
ALT (Alanine Aminotransferas, AST [Aspartate Aminotransferase), ALP (kaline Phosphatase, GOT (Gamma-Glutamyl Trangferase), PT (Prothromin Time) wiz| 2y 0.2~0.8mg/dL MY O] 52t 2|5 Aot A| Bt
Atz YFHY, SKEH At AALE, ottt @, SKEH



@ 254 7% 220| HO|o|E &l CTCAE A|oMe glz2|REl 571 24 3
Limit of the Normal, % &8HX[) 2| 3t ~10HH o] 4+

= 54 7122 1) &X1Q| Baseline 4|7} 40| ALt F4 HOF S F2 ULN(Upper
2) Baseline £X[7} T4 A8 HLF 52 HL Baselinel 2.5~10817| $7I2 112

oM
N
re
o)
:|o
A
rir ojn

o LHTHYD U LE[RE £X|5 Ol WS W ULN2| 36l 2L} ofsto| 7| ol 2) 242! Baseline X127t 4 APHA| Bt =1 Baseline CHH| 52} e}

— L = - AA

o
352 2203 HEL|ICD THEh MLYAOI AX| 7} ZIEHE | RIS HALQ © Ol A|2] A 9l AX|OIX|2 TIO| 5= 70| = Q Tt AkSt

| N |

o

e CTCAE RIMofME ZHwal2 5018 Bxtg J|=0 2 H2sin QIX| Q0L Y Wa|2yl F7lo| izt 3 YWalReio| 5719 4Yo|02 200mg FotRe

ol | =
Y| RO FAA 218G - 0.1~1.2)mg/dL & X2 YA 8 A= 255 FHEO2 2]

i)
o]
=~

Mo

£

W

oln
H

g 2H Q22U SIt= 3| 22{% Apeto| ofL[af5 THEE

= X
(=]

o 71 WaISHI F7jo| b2 257} o|AF Af| Y Y ofof h2 k2 FAYJ QIck M T

e Li7HY) S22 iy LR e 3217t of2 FTholl Uizt et BIRACHs d, 2)8F ool Mzt AEHO = Tt k= F, 3)0IH Y2 24(36%F), T
= Zifets HE NS U 2ALE 2 3 0| S| [ 2|AI S ATS| B = Q= AEHOlE= BE X7| Yo oot F|HDH2|AT)

AHALA Ol

o

=2 olA

rir

24Ol I}2 Q242 HAIA|5 |4 ClO|E| HOJECIH ar xjololx £76kR1) @40k LHOHY 2) 7 9l

o EI2 HIZI[o QI DI, U4 2440IM AL i ditd o
7F3)Hold SUHE 7|40 = S = HITH X| S| AIof| Ao FRY=S AHE ot 4~ QIS J10 = I|CY

[H3] CTCAE AIHollM Q1o | Rl ZItet 2h ZHENE | 22 2A1g

1P AT/ 22 Y et I|2f 57 (Sinusoidal obstruction syndrome) : 258 2|24 2-5mg/dL > EHN|A|, oA, 4 T2 S F0IPHSA TR

2) 2t2 M (Hepatic failure) : 352 > Asterixis(AtMIE AIZ

ot 4
453> Y AYSH R olof

A& : CTCAE v6.0(Published July 22, 2025), SKZ#



[E#3] CTCAE A|EHlA 2elgt e

Blood bilirubin increased

Grade 1 Grade 2 Grade 3 Grade 4 Grade 5
>ULN - 1.5 x ULN if baseline >1.5-3.0 x ULN if baseline >3.0 - 10.0 x ULN if baseline >10.0 x ULN if baseline was -
was normal or less than was normal or less than was normal or less than normal or less than normal;
normal; 1.0 - 1.5 x baseline if | normal; >1.5 - 2.5 x baseline normal; >2.5 - 10.0 x baseline | >10.0 x baseline if baseline
baseline was >ULN if baseline was >ULN if li > was >ULN
Sinusoidal obstruction syndrome
Grade 1 Grade 2 Grade 3 Grade 4 Grade 5
- Blood bilirubin 2 - 5 mg/dL; Blood bilirubin >5 mg/dL; Life-threatening Death
minor interventions required | coagulation modifier consequences (e.g.,
(i.e., blood product, diuretic, | indicated (e.g., defibrotide); | ventilatory support, dialysis,
oxygen) reversal of flow on plasmapheresis, peritoneal
ultrasound drainage)
Hepatic failure
Grade 1 Grade 2 Grade 3 Grade 4 Grade 5
- - Asterixis; mild Life-threatening Death

encephalopathy; drug-
induced liver injury (DILI);
limiting self-care ADL or
severe impact on age-
appropriate normal daily
activity (pediatric)

consequences; moderate to
severe encephalopathy;
coma

A& : CTCAE v6.0(Published July 22, 2025), SKZ#

*ULN(Upper Limit of the Normal, 84 43Hx])
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® ARAICH H|ZHA| =2 A| 2RO (2 1) /7t B 71 FRE 2) v Liekd 3)Ff 27 AT kol St (il ERY, 8§ TE) 4)Ff ST ME 88 S5

5)Foto| Hold Uz e, 318 MEAL A 2H U &4 oS S0t 2935 JHs X2 X2 O|ofX|= ApACH |t X|.2A|Of FHT digko) FFoHOSH= o|f
2
[=)

® THI[fE2 EASD(9/15~19)0lM & 6719 H|QY 2ot LHE T, FAE MEAI ZEESE X &4 ogo| I ojo|Za|Ql ZntE Ui
® O|F 71 2 5Y 0Kt Zt= UCN2 analogueE O'H 2HHOIM 2& A2 S &5H= 2|1H2 4%

® HM17321& OllifAlQ] S48 Bt J|= Il A Eat Sra| ALY LAA| CHALS ZTIAIZ|E LRSS F71S olotnt SAlof Sofbt 2-80] Ehd] YAl
M g2 ObLIzt 7|5 HMIIRIE OFQ A RO Q1 > 21450] BROIA RIA|MH HE BuIPA| LYQIMCH: XS0l T4 B0l Znt

PHO|2HE EASD 2025 4 H L&

sy wEy MM Tjo|Zajel wEHS
99 192! Oral éProTeomic analysis of skeletal muscle supporting muscle growth and metabolic improvement effect
== s by HM17321in diet induced obesity mouse model

HM17321 ECircqu’ring proteomics analysis reveals potential beneficial effects of HM17321 on muscle and bone

(CRFR2 selective UCN2

analogue,

HIZH 28T S7HoI™)

Efficacy of the novel UCN2 analogue HM17321 in weight loss without muscle wasting in obese non-
Ehumcn primates and its applications with incretins in obese mice

novel CRFR2 selective UCN2 analogue, HM17321, enhancesfavourable body recomposition, ene
y expenditure and metabolic health in DIO mice

9% 18 Short Orals HM15275(GLP 1/GIP/GCG, HII:,l_)Mechoms’rlc insights into the potent anti-obesity effects of HM15275, a novel long—acting GLP-1/
: GIP/qucogon triple agonist

HM101460
9€16%  LBA ShortOradls (KA Z7Y GLP-1,
: HIZHRI2Y S )

‘HM101460, a potent and G protein-biased oral GLP-1R agonist with enhanced bioavailability, exhi
b|fs robust efficacy in animal models of type 2 diabetes and obesity

At& : EASD 2025, SKZH
12



in-vivo EJ-I'

5 2UM 25 2ol

#a}

Experimental scheme

‘/ 00 D14

Drug treatment (S.C, Q20)

DIO mice ¢
CS7BLI6N, n=6/group
(16 weeks HFD)

Tibialis anterior Mesenteric

muscle fat

LC-MS based

proteomics analysis

Bioinformatics

Body weight change

10+
0
104

20 ot

Body weight change (% vs. DO)

g
$

3000

0-

Holding impulse (sec X BW)

»n
=3
1

&

Fat mass change (% vs. DO)
Grip strength (g/g BW) -] 8
o L 1
1

E
1

»n
1

whx
Hkk
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3 Normal vehicle

M DIO vehicle

m DIO HM17321 30 nmol/kg
B DIO HM17321 100 nmol/kg

Obese monkey study (mean BW: 18.0k

10 ~18 yrs

(Rhesus, n=6-7/group)

W-4

wo w2 W4 W6 ws W10

Drug treatment (HM17321 0.5 / 0.1* mg/kg; QW, s.c.)

Bod .0 A Body Composition A A A A

at
Budysﬁggs Index (BMI) : 4
Fasting
Systolic

39.2 mmHg

Blood Pressure
Bloodchemistry

IVGTT

* Dose adjustment after 1< dosing
The initial dose was 2.5 mg/kg, followed by a reduction to 0.1 mglkg

W12 W13

(a) Change in body weight (b) Change in body position
20 30
@
@
socoes < O P2
£2 ?g 20
23 204 5%
2.9 o 3
a 8 -a04 83 104
8y o] £e | L gt
&3 W oeR O
&< -804 @3 <
T T T T T T T T T T -1 T T T
-4 0 14 28 42 56 70 8491 D-31 28 56 84 D-31 28 56
Time (Days) Time (Days) Time (Days)
(c) Change in body composition
-e- Vehicle -0~ HM17321 2.5 — 0.1 mg/kg

|
1

Mass change
(kg from baseline, Du)
& &

i

= Fat =] Lean

(a) Changes in blood pressure

175 =
o I
E 1504 £
E
£ S E o
& L&
L 1009 i 2
S ]
2
5 ™ 8
[ a
58 T T I
31 2 56 84

-=- HM17321 0.5 mglkg

» In obese monkeys, HM17321 reduced body weight (a) and fat
mass while preserving lean mass (b).
Actual mass change from D-31 to D84 (c) highlight the fat mass-
driven weight reduction potential of HM17321.
~***p < 0.05 ~ 0.001 vs. vehicle by One-way ANOVA test, n=6-7/group

(b) Change in heart rate

1004 200+
E 180
! :
]
= 150
801 E" £ 5%;_3:::3
noE,,
Ewdo
404
2 1201
20 T T T 100 T T T
31 28 56 84 31 28 56 84
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HM173210| 2|3t UCP1 2| 2¥H2 of|LR| CHAF| Q1 ZHMX[3tS 2/d ot

Experimental scheme

“ o . i UCP1 expression is selectively upregulated in
® o i o 2
Drug treatment (5.C, Q2DQW) BAT, a tissue-specific fat consumption through
DS e 4 * Administration interval changed on D22 YT frlo;n BT fm|m f:
C57BLI6N, n=6/ ingui t int t . .
(19wee|:'ls ng{l;;}up Inguinal fa Interscapuiar fa actlve thermogeneSIs
White adipose tissue (WAT) Brown adipose tissue (BAT)
e T e AN F )\ S OO
, \l s YA N . I R O 4 N
* o ' AN ) = o i \f !, \, N
o ) o ) ™\ g T G ‘/\‘ i |
\ / y X i X Y i b ) "‘ = ";Z ~ : I |
N /}/ } 'H\\ \ ) 7 ¥ E A “ \ G @
e\ S ] T & Wi S @ T ag G
RS N RO
. A / Nl i s
—-— Yo { g = —— . ( A
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HM173219| &2 7|

Body Recomposition: Burn Fat & Build Muscle

Information of HM17321
HM17321

[!;% v High-selectivity to on-target
&

v Long-acting suitable for QW

CRF

¥ UCN1 \UCNZ\

N

Muscle Brain Heart
Hypertrophy 1 Lipolysis t Appetite | Cardiac protection
Insulin sensitivity 1 (Detailed MoA  (under investigation)
Energy expenditure 1 under investigation)

%

A
W
..t ~‘

v Pathophysiological changes in muscle

{ Muscle fiber CSA* > UP
O Capillary density > UP
<= Satellite cell number 2> UpP
* M® infiltration 2> DOWN
> ~Inter- /Intramuscular fat 2> DOWN
}2 ECM deposition > DOWN

*CSA: Cross-sectional area

=4

AtE : EASD 2025, PHO|kE, SKEH
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® SIAL I Alat ASYE mo|Zajolo)

O ML
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PREZ RIH= A% o

Afo| 7 otofof BIZtsp| ot

25, ol= B2t ZatollM ZETH ORR 47.6% ChH|

o4 FYol
DRI AT UHOE BT, 0N A B

2 £R|Q 35.9%E HEU| UWE

e EF4E fH]| 2 ¥'50| ot Safety Margin M2

M 258 ZoloME Z0610 PFS/OS HAlg SeHu ok7| 9ot Hofgtor] 1w

RRO|l 22| SOl %A UCH= H, 44H G2t 0|2 Drop out 5 B (ZHSOHA| Q42 AR 2| RHAL
ORRO|| %#{A QICH= Ho| Cha ofel2 %

HES TK| oM = A/ B2t T, olofl it 457 |= o| 2 Aol 228 AlAIM2l Z|9] @210

, IT [y=1VVN [ =1 —
=
EATHCE TR
o A [e] (@] (o]
o SRHIE AY 3T2 Post-Taxane ZHAIOIA Ty, AH| 20| 4} AT} H| 2O UE YofS HIW RS Ml O Al BIZ(81.3% vs EFHE 93.3%),
(o]
OL—'—% .£ /0 L7005 = I:I—'—% .J /0 [ /0 IgI_I_O LOE=E |
TBUEF(13.2% vs 16.7%) LA U2 F(3.3% vs 6.7%) 5 2AT/o| JHME S 22l
Ix Ix
Z2ulE ofAlo} 4} : QHEIA 23} MH|.2 QlA} OFHA] 23} vs ERHE ofAlo}
All Grades All Grades
0 U4 Ok At E2YE Pocuvotide
o o0 N
AEs %, n (%) 177L4-PSMA-617 77Lu-PSMA-617 77Lu-PSMA-617 ABs®,n (%) “T7Lu-PSMA-617 17TLu-PSMA-617 17'La-PSMA-617 All grades
Post-Taxane Part Pre-Taxane Part All Post-Taxane Part. PreTaxane Part Al Ol Ated| ey RA 93.3% (28) 81.3% (74)
N=12 N=18 N=30
N=12 N=18 N=30 sl 53.3% (16) 5.5% (5)
Edema peripheral 3(25.0) 2(11.1) 5(16.7)
Number of patients with 21 event 11(91.7) 17 (94.4) 28(93.3) Vomiting 3(25.0) 2(111) 5.(167) AeZE 26.7% (8) 12.9% (11)
=T Edu g F 233% 4.4%
Constipation 9 (75.0) 7 (389) 16 (53.3) Dysgeusia 1 (83) 3(167) 2 (123) :\3 +2h - gi - %(29)
Decreased appetite 4(33.3) 4(22.2) 8(267) Arthralgia 3(25.0) 0 3(10.0) oy 200% (6) 11.0% (10)
Platelet count decreased 2 (16.7) 5(27.8) 7(23.3) Dental caries 2(167) 1(5.0) 3(100) 1FUzS 16.7% (5) 132% (12)
i I 7% 4%
Anemia 3(25.0) 3(167) 6(200) Dysuria HED 2y 2000 — — —
Weight decreased 1(8.3) 2(111) 3(10.0) y2e3 ) EEElE)
Nausea 3(25.0) 3 (16.7) 6 (20.0) Qe 16.7% (5) 33% (3)
D th 3(25.0) 2 (11.1) 5(16.7) orvere ’ — 267 s 19.9% (3) 22% @
mou - 2 . |+ a 2T . ..
i Leukopenia 0 2(111) 2(67) wamaz 6.7% (2) 22% (2)
Malaise 2(16.7) 3(16.7) 5(16.7) Insomnia 2(167) 0 2(67) T 7% @) 5% (0)
Thrombocytopenia 0 2(111) 2(67) F) PSMAEX WAt Zof Cis FDA QY HEA| FZHES, T4EH 5288

At= : Cancer 2025, ¥H|2, SKZH
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® 4 20| HHUFO! Pocuvotidel Safety Margin HA12 9IsH 12:410] ZHOIE! 742 ALGSH IOt HAM 2IZHE OloFEO = B2HIE Cil| &

[=ol| k= 2 [2| R Q1

12

by

QI PCWG-modified RECIST v1.1?7|& ESHELE 30 5 9% kS

-

2! ORRZ 30%, YT 7|F2| MH|2 ORRZ

2 Safet

Margin 21410] 7|CHE|RAH 2bE = ot 4t Hat= ERHE CHH| 2 U5 + HHE ZAES oz QS WCH Tk

® AR S0l e 2

Local Review (Primary Endpoint) Central Review (Secondary Endpoint)

T2 HIE AL QA AT HTHEIA £ S0} %I Y 4 2UOH, Post-Taxane/ Pre-Taxane BAHRAA 18, 2518 2
HO|E|S 2|#HO 2 Alopx| X7

AM
Ax

177 -PSMA-617 177Lu-PSMA-617 77Lu-PSMA-617 177Lu-PSMA-617

Response Post-Taxane Part Pre-Taxane Part Post-Taxane Part Pre-Taxane Part
N=12 N=18 N=12 N=18
Patients with measurable disease at baseline 12 (100) 18 (100) 6 (50) 11 (61)
Best overall response, n (%)
CR 0 4(22.2) 1(16.7) 3(27.3)
PR 3(25.0) 2(1L1) 0 1(9.1)
SD 8 (66.7) 9 (50.0) 3(50.0) 4 (36.4)
ORR: CR + PR, n (%) 3(25.0) 6(33.3) 1(16.7) 4 (30.4)
90% CI (7.2,52.7) (15.6,55.4) (0.9,58.2) (13.5,65.0)
95% CI (5.5,57.2) (13.3,59.0) (0.4, 64.1) (10.9,69.2)
DCR: CR + PR + SD + Non-CR/Non-PD, n (%) 11(91.7) 15 (83.3) 4 (66.7) 8(72.7)
95% CI (61.5,99.8) (58.6,96.4) (22.3,95.7) (39.0,94.0)

UMy
(NCT05114746)

/ 3?“?3@;;4

54.4%

CellBion

(n=57)
In patients with Measurable disease at baseline

F) LE 7t iMooz TWo 2 20251 7€ Cancerd 20| LEE|QUS

At= : Cancer 2025, ¥H|2, SKZH
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77Lu Pocuvotide 24t ORR %|F Z1}7t $2tZ 1} CHH| s+ 29I

Data cut-off AIZOlIM YB BAL 27| YYTS o Y22 F/U ZU0IM YR HFALY LAY
HEXBZE S ZLET HAE 2t Q9 (by RECIST v1.1) 4X} Z7HEDL 0|2 HE AL
_ 22H LMWL | 3R AW | 4% AW REE [ orR n=20 [IERE
ORR 36.4% (n=14) 429% (n=21) 38.5% (n=39)  47.5% (n=61) R—
s ata Cut-o
(Evaluable patient) 058 0908
Data cut-off date 2023.02.28 2023.11.30 2024.03.31 202408060 | | rmeemmmmmmmee===———m == e -6

| 215 29 n=s

(1 AR Data cut-off 0| F/U
A2 55 U EHgo=

1) Data cut-off A| O A L5 BHAFO| Z2 A BKY H4 BFZHO| BHY
F2) EY7|ZHE H7|1HQ 7 A2 T30 £ F0RR HH2 PR = CR 0] 23| 0| 4HA] &4

1 Data Cut-off 43)
120250731 hEma® 2
Dropout 5t & 5% 7t
- (%|213] £, unscheduled data)
27| AAIE E Inixe o]
DUEY 27| AAIS S8 SO ASHY Ol e

ORRn=28 [KIX:}A i

9.0% 26.9%

Atz : A2, SKEH
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MASH(Metabolic dysfunction-Associated Steatohepatitis) Spectrum

20|/ 25 QHOR X2 5

X 2H4 N FY

Healthy

10 %, 7'4

Ballooning(ZHM| Z&4h/EE>>4 93

Reversible | 7t x|at 59 oot
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F2to HCC 4%

+ NAFLD: Metabolic dysfunction— Associated Fatty Liver Disease
-+ MASH : Metabolic dysfunction—-Associated Steatohepatitis
*+ HCC: Hepatocellular Carcinoma

F3to HCC 7~15%
F4 to HCC 30~35%
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2,649 ZHALCHY Meta =4

NASH 2HA}=9| Placebo B2}

Z1t: NASH resolution 11.65%

Fibrosis 12t 7041 18.82%

Qo % gl

- O

= NAS 25 7H 21.11%

12 ol g%t Ty

(%)
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N
(@]

—_
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% of patients

e}

- 33.33

2221

22.56

124 o & d&

18.63
17.32

Lol A S
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6-12

Time Period (MonThs)

One-point reduction(%)

12HA ol NAS 2H4d

(%)

35

30

25

20

15

10

Lobular

Ballooning Inflammation Steatosis
] 31.25 31.62
29.09
N 28.42
26.86 277
24.28 2533

i 19.05 I

<6 6-12  >12 6-12 <6 6-12  >12

Time Period (Months)

AtE : Placebo effect on progression and regression in NASH : Evidence from a meta-analysis, Hepatology, 2022, SK&#
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o
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Eli Lill (9/10) 362 T3 | 243 P2 YRt WO Qo YEY Gateway Labs(3-5 HT 32, HTA Al U HMB{2|0|E AL 408 MIE|) EALAYS AN B HOR AR HE
Y s CTE * I Gateway Labs= T E QAT 524 2171, A5 AIYS il Llof QIRHOIEZ HAH O|= LY 37, F= L Vi 2FF

139 22{Q R&D EA Y F2 2A MY T FH
: Jol e2to 2 255 K| London Bioscience Innovation Center ¥ Francis Crick Institute?] H7AE H| Q1 3T R&D A|AS 0|02 o|HE A2

Sanofi | (9/15) - G H7E KL 7| oko] O} YA OfIF 2 THEZE B L R&D EALS NESIA| Ofs HOR AR HE
AstraZeneca: (9/12) 27907 PR AQULEIR| AT A| M| Tt EAL M|

0} 0|9k o7} QIsk EEi EF 27 27} QIAKH 22 Himja} g

JYE  wEY  optEy =0 48

AstraZeneca: (9/26) © O|270% %! ' Farxiga(SGLT2 M2% Gt AIRM|, 1Y), Airsupra(H4] X124, Z7 SUG AO1Z3), FluMist(52f #41, H|Z} AT20[%)2] DTC(Direct to Consumer) AlH|A
stol - Eliquis(Factor Xa 824, %) online Direct-to-Patient Z212 ZA|
(LIS DTP 230 2 Sotyku(HM Al2A|) Q| ZAIE o2

BMS i ................................. T T T T T T T e R P O O PP RO TO ISR
(9/22) Oj=-F= Y : 26 G200l EAIY Cobenfy(d2 ZE A2 A|)Q 27} 0|F2H FLSHA AL oY (™ 71E $1,850, & 7IE $22,200)
...................................... L BPEBAL - B Opdivo(HAYUM) 240mg HHA 0= §7,934, FRA 586 A2
(8/14) . HZ1709% olA} - Mounjaro (M| 2% =8 A|2AI/HI2HX|ZH|)Q] 7} A|H 170% QUAHSHE 71F 122 TR E0i|M 330THE 2 14, ALY oHy) A2l Wi
/ ° 7SO ot oIl HEISH B2 33 UM AFRHTI 2 B2 Mounjaro MAE UAIHO R FTH
Eli Li”y ................................................... e

(2/25) & $50 25t DTC(Direct to Consumer) Z21%4 9V Zepbound(H|ZH A|&2A|) 2.5mg & 7|& $3999MIM $3492 12.5% ¢I5t, 5mg & 7I1E $54901M $4992 9.1% !5}

Novo Nordiské (3/5) 63% 25t HH XEo| Y= W AlE SR YL 2 A HEShs Wegovy (HIZHAIZA|) &7 2| §lol & $4992 Ll(TAN 7 |A|T $1,329, AL o[- &A| Z|Ci & $255 L2l 7tF)

A& AIFALR, SKEH
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OO 5LA7H4THO| AITANAF Al Aol EX} O[S SO 3 YA S THs
(20270 2709 EH oy = 0He RERL APIZ 1 AR AIALS 9I5h 214 of

EliLily  (9717) | 50T (2/27 LES 47 Alo|E 5 AR |2 LH) ADC Y THEEWK| YA 3f VirginiaZ Richmondoll Al B3 2141 2rE

(9/23) 6521 et (2127 LEBH4I) AO|E F SHM| H|2 2E) Texas® HoustonOll ZHJ2IFE API MIZ Al 244 WH- orforglipronS EF CHAF Q|
TETL opor mioimlel x| 2A| AYAt of
o 5(3/0 4 B - TD Cowen Healthcare Conference®llA 0[0] 0|2 L A|CHO| AYAH Al H.9 915 (0]2 LY 1374 AlM %)
zer THN| TR, G A| A0} B17] [H BHQI RIZA| Aol CHE O|RLY o[ ThsAf ol

) gooimay 207181 OL¥ OIS LA AL 2 910 1209 22 £} 21, $$ 2028W 71| 5742 80 HR AL oY
: - (3/11) 10 2215 SAR 2HCHS T WA WA A4 North CarolinaZioll 2

 F|EZCHAMS 98 10

12

EEE BRI DelawareFOl A ¢HAlE 244 A2 2 H
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(3/21) . 5500 Ay - North CarolinaZ0ll {%|3+ A7 SX|of| M2 0|%FE HIZA|AM 2444% of 7, o]
: T A M A2 A Y 87 2T g 9l 5001 A YALR| & Fte

: YT 5AZH107H Al Mo 24 EX(OY, 0| F 77l Al A4 O[] 0|5 S8 o Hopl UKt2| 3 ol
Novartis : (4/11) : 230 &2 : California®ll HO|Q HT|H A7 5{E AM, Florida ¥ Texasoll YA QUE HZAIM 714
: : - HIO|QO0lobE ol 0|2 7|7| F7 Y IHF|Foll FHE 3742l AT AIMS E F 4742] A7 AR AN 244 of

A= AIYRLR, SKEE
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Regeneron (4122) 30 &3 Ao I AHE(in North Carolina)t CDMO A2k A&

Amgen (4/25) 9B OhioOl HIOIQ QIOHE A¥M AlM 2 U 350742 AlF YALEl BE

| B 10412 OIS L) A|Z 3 20t QU9 EAL Y 2rE
AbbVie  (4/25)  T00HEH - xp| ol mejo)= o) Avat 9/t 47H 2177 ASAF AL s 9 21 117H Afo| 27} 213

L 5EZER&D MIE B AL AlY FAL A Y H, o|F o o HINO| UALE| BE oY
F(4/22) 7 5009 ot | R A Z M (in Pennsylvania), 237 BT XS A A4 (F2 013 7H), AEHS BLIEZ 9|7|(in Indiana), 272 R&D MIE{(in Massachusetts),
o s : 2|1E e A28 R&D ME{(in Arizona, Indiana, California), 2IE FITHA| 24| A4H G S AlE &3 3 fTgolE

Roche - (in Kentucky, Indiana, New Jersey, Oregon, California)

North Carolina®l 700,000 sq. ft #22| 444t A 1% (Genentech AIAICH HITHCHAL %S S4)
7| Zof ETH 210 HE £AL 2L 2030F7HA| 320 HE| FALH, 7|1E 370 AlD F0|E % F7F AT 3 AIE HE A LH
Gilead :(5/07): 320 &3 : (9/03) CarolinaZ Foster cityQll A0l new Pharmaceutical Development and Manufacturing (PDM) Technical Development Center (NTDC) \
5 5 - Ald AL, 55180t sq. ft AlE2 ARMICH HEO|.Q QokE It X|Rlo| = 2

Sanofi  (5/14) 20094 E3  AIZTE 240 HEf SAFLY 20304 TR A7 U AIE Al LRI EA Y

Astra

QT 5AZHO|ILY TN U AR QIEEE SHES QIS EAL S WE o|F 129 Y

© 1)Pennsylvania®ll 2Z7|2¢t 3 otoj| L HIO|.Q OJOE AJ4d 2hH (26! ALF o),

: 2)7|E 0|ZU U= 57H2] 2§ 4H(in Pennsylvania, North Carolina, Maryland, and Montana) Al&2] Al % CIR|H 7|& X& 3)DS A4t Capa &E
- 4)auto-injector X CIHIO|A 2HH EX} EVHE|Of QLS

GSK  (9/17)  300°iEe

A= AR, SKEH
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6. WCLC HIGHLIGHT

® M|A LSS (WCLC, World Conference on Lung Cancer)= AH|QI HIZAZLIOIAM 9 6~ THZ|

@ TAFH|AMEHQ X[ZA|Q 22 2M & SILIQ! AstraZenecall FLAURA2 &4+l %15 OS 23t 2HH BMSC| HER3 x EGFR ADCH+ EfO2|A 4 24+
7| a7 U 24 O|X FMO 2= Keytrudal| HHEE O[o{hE FALZ Zpg b Qli= Ivonesimabll Y434 At 2 i T

o |t 30 S0k AT QISR 2AF SCLC A|ZHOIM 7H5 A1 HOIZ 2414 58 FDA Al43{7}
L2 13}, 24t S4H0MQ| Tl ADC 2ot e

of

Q1Z 92 Amgen® IMDELLTRA(DLL3 x CD3)E

® Ui 7|HOZE QO QATEO| WO | azertinib CHOf A4 Zit @ 31 2|713HI0| Q9] | CBS8A(CEACAMS-ADC) HIY4 At 2 H Ty

sy mojmelel  wEY MM F0UE WS
iMechanisms of Acquired Resistance to First—Line Amivantamab Plus Lazertinib Vs Osimertinib: Updated Analysis
from MARIPOSA

Lazertinib
J&J (EGF/I_T_ TKD : Enhanced vs Standard Dermatologic Management With Amivantamab—-Lazertinib in EGFRm Advanced NSCLC:
ootor - Amivantamab The COCOONGIobal RCT
IREYY | Amivantameb — > 253 0l4o L S COCOONDM41% vs SOCDM73%

:Validation Analysis of MET |hc as a Biomarker for Amivantamab~-Lazertinib Response in Post—=Osimertinib
EGFR-Mutated NSCLC

:PALOMA-2: Subcutaneous Amivantamab Administered Every 4 Weeks (Q4W) Plus Lazertinib
in First-Line EGFR-Mutated Advanced NSCLC

: Soluble Ceacam5 Resistant ADC for Effective Tumor Targeted Delivery With Clinically Validated Tumor Selective Linker
LCB58A i oo : Payload
2|ZHAId}o : : ..éJ Qal T e LT L LT PP TP PP PP PP PE PP PP PP PRT PP PFTPEPPPPPTRrTevPTRTPPTPPRF PP PRESY
RIS (cencams-aDc) THEE L Poster S amitamab(CEACAMS WAl il & Uikisie ol
5 ~CDX % PDX 2E0jA 240t PFF T} A0l TG O A BHOYA 0 LHOHY 240l

AHR : WCLC2025,SK3H
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® A|tt30H T TITO| GiUTE 24} SCLC AR HOlM 7H5/dE EHFM 24 53 FDA 21E557t 5218 22 Amgen?l IMDELLTRA(DLL3 x CD3)E
| A o

LSZ T CellEngager, ADC 5 DLL3 % B7-H3 EFl S219] &

LBl FRo| MRt == F

® O WCLCOM«= 1AE R80l|A Chemo 88 Pumitamig(PD-L1x VEGF)Q| 2% Z3t, SCLC 2410lM 1AL §A RO = &3bs 2= IMDELLTRAS

10=
PD-L1%& 4 b Z1tE YUHIO|E, £93| 2K} o4 2HALE CHY O = IMDELLTRACHH| D2 X0 ANE HHDF DLL3, B7-H3, SEZ6 ADC Tfo|L2tol9|
OlA} 7=|J__I|.E HI‘E
oo =2 =2 =

WCLC 20259|M 2Bt SCLC X=X =2 Zxt

32 THerAL | mo|majel  Ep, BuRlE|  Zm zQ 77}
Endl've ES-SCLC 4353 tH%, Pumitamig + Chemo & 2%
"o BMS/BioNTech ~ Pumitamig PD'LbL’;ZEGF - 2% - 20mpk +Chemo(n=22) ORR 85%, mPFS 6.37H%

30mpk+Chemo(n=21) ORR 66.7%, mPFS 771¥

. ‘Del Lphi-303 Study : Chemo X PD-L1 4~6 7| £°F 887 L
%;Isgﬂ Amgen IMDELLTRA DLEZ;XESDS' b4t IMDELLTRA+TCENTRIQ(PD-L1)or IMFINZI(PD-L1) &2 22}

- mPFS 5.670E, mOS 25.37H&. CRS 56%- tHE& 155, ICANS 6%

: : - 2%t 2tQ! ORR 56.3, mPFS 5.67H%, mOS 1271
MSD/Daiichi Sankyo  1-DXd DA om HA ORR 48.2%, mPFS 4.9%48, mOS 10,34

-ILD 12.4%, 352 ol £24& 36.5%

2Atold  QLC5508  B7-H3, ..,

: CAF 14 9 THed olo
(MHBOBEC)  ADC. M 1.672.4mpk ORR 61.3%, mPFS 5.9 748, ILD 28
' . IDE849  DLL3, - 24t 2t2l ORR 80%, X4 ORR 73.7%, mPFS 6.771%
- (SHR-4849) = ADC 35T0|A HALR 48%, AR BT 2%

A AP

: : SEZ6 - = 3At2t2l ORR77%, mPFS 6.870&
3ALolA Abbvie ~ ABBV-706 ' 14 - ©A| ORR 58%, mPFS 5.77H%

f f ’ - 3530l BE. 1.8mpk 63%. 2.5mpk 14% , X2 FEH 9%, ILD 7% (8.7%)
AtE: WCLC2025,SK3#
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2X10|¥ SCLC 41274y =9 mojmafol - |:._L o ot ¥e
THEAL MSD/Daiichi Sankyo  Ideaya/ Jiangsu HengRui Abbvie BMS/BioNTech Amgen
DS7300 . . BNT327/BMS98654 IMDELLTRA
mjo|mazjol - _
tol 2l (I-DXd) IDIED (SRR, ABBV-706 (Pumitamig) (tarlatamab-dlle)
EPl /B Cta|g| B7-H3 ADC DLL3 ADC SEZ6 ADC PD-LIxVEGF-A DLL3 x CD3
= (TOPOTi, DAR 4) (TOPOT1i, DAR 4) (TOPO1Ti, DAR 6) Ol A o|5 Al
yaq | [Deare fungll Study 2iat 14} ot 14} QA 14y ij}"g‘g ﬁé’;‘ peiist
mgomam| 288 Total 24k &4 Total 3584 Totl  IOTreated  Tofal  IMDELLTRA  Chemo
TeET S (n=32) = (n=137) (n=35) (n=19) (n=30) = (n=80) = (n=43) = (n=65) (n=254) (n=255)
ORR 56.3% 48.2% 77.1% 73.7% 77% 58% 37.2% 41.5% 35% 20%
42744 3,704
mPFES 5.670& 4 Q7Y == 6.770¢ 6.8701¢ : 5.77HY 4,371 B.ETNE b
HR O.71
13.67% 8.37%
mOS 1274 10,374 - - - - 14.374¢ 14,3 Ermmmn b
HR 0.6
>3558 3= >359 27%
5= 1.8mpk 63% :
9 Sow P - =rchg 39 = 490
x oot > 353 48% 2.5mpk 14% 2353786%  Gutor =5e8 0%
TSSO o E X|E%'.:_I'%2% NEES ':I"g‘?% k|i%':._|'%7.'|% P omadTAao . o =07
9.5% ILD 72 (8.7%) CRS 17%
ILD 12.4% R CANS 4%
Reference WCLC 2025 WCLC 2025 WCLC 2025 ELCC 2025 ASCO 2025

A& : WCLC2025, ELCC2025, ASCO2025, SKZH



Pumitamig (PD-L1x VEGF)2| 1L SCLC 2 85

Tumor res ponse

8 & & 8 o 3 &
‘ .

Best change intumor sze from baseline (%)

II o
PR
PR PR PR
PR
CR
CR

M Pumitamig 20 mg/kg + EC
cORR 85.0%

SD PR III

PR PR

PR PR

M Pumitamig 30 mg/kg + EC

cORR 66.7%

""III
so
PRTPR
PR PR g
PR
PR

~—

Encouraging antitumor activity observed with both
dose levels of pumitamig

)

All
(N=43)

Evaluable patients, n

BOR* n
CR
PR
SD
PD

Primary endpoints
UORR¥*, % (95% Cl)

2
27
9
0

86.8 (71.9-95.6)

Pumitamig

20 mg/kg + EC

(N=22)
2
15
3
0

90.0 (68.3-98.8)

Pumitamig
30 mg/kg + EC
(N=21)

0
12
6
0

83.3 (58.6-96.4)

| CcORR, % (95% CI)

76.3 (59.8-88.6)

85.0 (62.1-96.8)

66.7 (410-867) |

Best % change in tumor
size*, mean (std dev)

—56.7(20.5)

—-60.0 (20.6)

—53.1 (20.5)

% (95% CI)

Early tumor shrinkagef,

89.5 (75.2-97.1)

90.0 (68.3-98.8)

88.9 (65.3-98.6)

Secondary endpoint

| DCR*, % (95% C)

100 (90.7-100)

100 (83.2-100)

100 (81.5-100) |

mPFS in months (95% CI): 6.8 (5.6—NE) overall.

ﬁ 0.9 A
o 0.8
o
= 0.7
g
g 0.6
§ 0.5 - mPFS,
E 04 months (95% CI) .
c . .
S 0.3 || Pumitamig 6.3
@ 5.1-NE
§ 02 | 20 mg/kg + EC ( )
5 —
o || Pumitamig 7.0
o 0.1 30 mg/kg + EC (5.6-NE) + Censored
0.0
0 1 2 3 4 5 8 9 10
Progression free survival (months)
No. of pati )
Pumitamig 22 20 19 18 17 15 2 0 0
20 mg/kg + EC
Pumitamig 21 18 16 16 16 12 1 1 0
30 mg/kg + EC

A& : WCLC2025, SK5#
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S 2 0lAF 2AFC|XOI

All (N=43) Pumnamlg 20 mg/kg Pumitamig 30 mg/kg

+EC (N=22) +EC (N=21)

- Am1 Any TEAE 41 (95.3 27 (62.8 22 (100 12 (54.5 19 (90.5 15(71.4
el L -_ Treatment-relatec* 35(814) _ 23(535) _ 17(77.3) __11(500) __18(857) _ 12(57.1)

Inclusion criteria: Patients, n (

§ + TFI 26 months since last

N=40 Any TESAE
8 CHUCRURIxforLSSCLC __ Treatment-related* 8(166) 70163 4(182) __4(182) __4(190) __3(143)

T S r—— — Any TEIrAE 2(4.7) 0 1(4.5) 0 1(48) 0
g'S'CLC*aﬂddsEESEp‘Oﬂ'"sscn . ‘ f”zn;-}?n:slgimg;kgwmpad‘m&lMmgm ' » Pumitamig 20 ma/kg IV Q3W Any TEAE leadi d
S gfterllplainumbasedCTx ) A IS SN D EeE 10(233)  8(1856) 5(22.7) 4(182) 5(23.8) 4(19.0)
é (w/wol0)ar 2L CTx 4 i’l{mltarl'llgiiﬂmg;‘kg\VQS‘,-.upachlaxel 175 myme IV » Purizmg Omglg QoW interruption (any treatment)
Arm?2 2
Any TEAE leading to
. . X 7(163 70163 291 291 5(238 5(238
tElSI:LC’EdeSEESED'@;'EESCH '1_”“1 Pumnitamig 20 mg/kg IV Q3W + topotecan 1.5 mg/meor 23 mg/moral discontinuation (any treatment) (163) (163) @ & (@38) @38)
9 after 1L platinum base . ’
s N=40 . . Any TEAE leading to
g ) - PiemigZOmgh AW+ g Smgintor 23mginéor disﬁ:ontinuation (gpumitamig) | 60140 6(14.0) 2(9.1) 2(9.1) 4(19.0) 4(19.0) |
Any TEAE leading to dose
et (] 11(256) 11(256)  6(27.3) 6(27.3)  5(238) 5(23.8)

Pumitamig-related TEAEs (occurring in 25% of overall population)

Pumnitamig Pumitamig F'-mlarrug Pumitamig
Characteristic All (N=43) : 30mg/kg+ EC = 30 mg/kg +
(N=21) EC(N=21) All(N=43) Pumitamig 20 mg/kg Pumitamig 30 mg/kg
| maar)wggyears (58?)5% . (57%5505 ) (wi?'?az ) Site of targetlesion, n (%) Patients, n (%) \ ) +EC (N=22) +EC (N=21)
. £ ; b Lymph node 34(79.1) 17(77.3) 17(81.0) Any grade Grade 23 Any grade Grade =3 Any grade Grade 23
P e T L B | Aygiade | Grade>3 | Anygrade | Grade>3 | Anygrade | Gradexd |
Male 36(837) 18(818) 18(857) B‘N:er' 13 g;g ;g}:} g gg;} Any 18 (41.9) 6(14.0) 9 (40.9) 1(4.5) 9 (42.9) 5(23.8)
Race n (%) Brain 1(23) 0 1(48) Nausea 4(9.3) 0 4(18.2) 0 0 0
Wi iz ) 7610 e of non-targetlesion 1 (%) Fatigue 4(93 0 3(136 0 1(48 0
3[5;1% 11 %%6) 7(318) 4 UGQU? Other ! 27 (628) 13(59.) 14(667) d - ©3) (136) (48)
&l 123 168 Lung 25(58.1) 12(545) 13(61.9) Constipation 3(7.0) 0 2(9.1) 0 1(4.8) 0
. node 25(587) 12 )
9"‘;"'”9'”(%3 Brain 9(209) 3(136) 6286 Hypertension 3(7.0) 2(47) 1(4.5) 0 2(9.5) 2(9.5)
lever 3(70) 209) 1(48) e T T r
|_F0n'ner 30(69.6) 14 (6356) 16(76.2) l Epistaxis 2(4.7) 0 1(4.5) 0 1(4.8) 0
Current 10(233) 6(273) 4(19.0) e
treatments*, n (%) Hemoptysis 2(4.7) 1(23) 1(4.5) 1(4.5) 1(4.8) 0
EDgGPSn(%) ] 80364 o Chemotherapy 6(14.0) 4(182) 2(95)
y Radiotherapy 9(209) 4(182) 5(23.8) -
; 7528 14636) 1619 et ey i s i Decreased platelet count 2(47) 1(2.3) 1(4.5) 0 1(4.8) 1(4.8)
Tumor stageat BL, n (%) - o - Alopecia 2(47) 0 1(4.5) 0 1(4.8) 0
1] 3(7.0) 2(91 1(48 N
" 40(93.0) 20(909) 20(95.2) Proteinuria 2 (47) 1 (2,3) 0 0 2 (9<5) 1 (4,8)
AtE: WCLC 2025 SK3¥H Atz : WCLC 2025, SK3H
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2) B7-H3 ADC2| Z3*4

® SCLC #|2H| AIHollA Amgen2| IMDELLTRAZS 7H Wt2A| Z2Hst 0 Q=
ADC, Top1DAR4)E O*H WCLCOlIAM 24} 24} IDeate-LungO1 Study ATHE U H

Al
(=

l.

MSD/Daiichi Sankyo 2| Ifinatamab Deruxtecan(l-DXd, B7-H3

=ad
pag

® mOS10.3ME, 358

36.5%,ILD 12.5% 2 f15 9l ot

H

Al B0 Cha Of3|@

<

=]
NEMOI AN UE

| DLL3 TCEOl| 23/LH’8 ZHAFEHY 1198 (8%) T 108 2| PR &f¢!

—

E , DLL3 Negative ¥ 2-&/LHd TAL T MER P00 =
37, I-DXdE ALt 88 18U FDA AKX SN2 K| tto} Ip& £01 M FTIeh A

MSD/Daiichi Sankyo?| I-DXd(B7-H3 ADC) IDeate-LungO1 Study 25 A1}

2 dFf
-l =&

B OL} k| 0| 2R} CHAMOIA] ORRL 46.2% 2

CR,n (%)
PR, n (%)

DCR,* % (95% Cl)

87.6 (80.9-92.6) 96.9 (83.8-99.9) 84.8(76.4-91.0)

3(22)
63 (46.0)

I-DXd 12 mg/kg

2L 3L+
(n=32) (n=105)

Confirmed ORR,2% (95% CI) 48.2 (39.6-56.9) 56.3 (37.7-73.6) 45.7 (36.0-55.7)

0
18(56.3)

3(29)
45(42.9)

20 ‘“‘

ik,

4 2 | o T
ettt tt

-20

4 t 1

o A ) *

A1)

-40

Best percentage change in sum of lesion
diameters from baseline
o

Baseline brain
-60 I-DXd LOT  metastases®
2L = Yes
6 ] B
B 3L+ B No

-100

Select prior therapy
+ DLL3-targeting TCE
t+ TOPO | inhibitor

i

* * 1ttt

il

*11

I

t
LARS SIS |

L2 o 3 50 g O s O 4 s

Patients

Subgroup

Confirmed ORR*» % (95% Cl)

Prior PD-(L)1 inhibitor :
Yes (n=111) Coe
No (n=26) e
Prior TOPO I inhibitor i
Yes (n=44) e i
No (n=93) i
Prior lurbinectedin
Yes (n=29) P
No (n=108) ——
Prior DLL3-targeting TCE :
Yes (n=11) ]
No (n=126) s
Prior tarlatamab §
Yes (n=7) } - {
No (n=130) i
0 25 50 75

Confirmed ORR,?
% (95% ClI)

45.9(36.4-55.7)
57.7 (36.9-76.6)

38.6(24.4-54.5)
52.7(42.1-63.1)

44.8(26.4-64.3)
49.1(39.3-58.9)

72.7(39.0-94.0)
46.0(37.1-55.1)

71.4(29.0-96.3)
46.9(38.1-55.9)

A& : WCLC2025, SK5#
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IDeate-LungO1 Study : CIxI2!

Patient eligibility Part 1: Dose optimization
Histologically or cytologically
documented ES-SCLC
Age >18 years? Arm 1: I-DXd
>1 prior line of PBC and <3 8 mg/kg Q3W
prior lines of systemic therapy n=46

Radiologically documented
PD on or after most recent
prior systemic therapy
ECOG PS0-1

21 measurable lesion per

Arm 2: |-DXd

12 mg/kg Q3W
RECIST 1.1° n=42
Patients with asymptomatic
brain metastases (untreated
or previously treated) were
eligible + 2L CTFI<90 days; 2L CTFI 290 days; 3L or 4L
«  Prior anti-PD-(L)1 treatment (yes or no)

Stratification factors:

IDeate-LungO1 Study : Subgroup — =|710] ORR 46.2%

Part 2: Extension

1-DXd 12 mg/kg
Q3w
n=95

Confirmed ORR,*

Subgroup Confirmed ORR,*® % (95% CI) % (95% CI)
CTFI,c days :
<30 (n=18) e 11.1(1.4-34.7)
| >30to <90 (n=40) i 50.0(33.8-66.2) |
<90 (n=58) b 37.9(25.5-51.6)
| 290 (n=72) e — 55.6(43.4-67.3) |
LoT {
[ 2L (n=32) [ — 56.3(37.7-73.6) |
3L+ (n=105) [ 45.7 (36.0-55.7)
Baseline brain metastases by BICR i
Yes (n=52) I 46.2 (32.2-60.5)
No (n=85) —i—| 49.4(38.4-60.5)
Baseline liver metastases by BICR
Yes (n=55) Eooe 49.1(35.4-62.9)
No (n=82) —a—ip 47.6(36.4-58.9)
0 25 50 75 100

Atz : WCLC 2025 SK5#

IDeate-LungO1 Study : ¥At E4

Characteristic
Age, median (range), years
Male, n (%)
Race, n (%)
Asian / White / Other or muitiple
Region, n (%)
Asia / Europe / North America
ECOGPS 1,n (%)
ES-SCLC at diagnosis, n (%)
Brain / liver atb line,? n (%)
CTFL, n (%)*
=30 days / >30 to <90 days / =290 days
Number of prior lines of systemic therapy, n (%)

Total I-DXd 12 mg/kg (N=137)
63 (34-79)
90 (65.7)

67 (48.9) / 63 (46.0) /7 (5.1)
66 (48.2) / 40 (29.2) / 31 (22.6)
106 (77.4)

111 (81.0)

52 (38.0) / 55 (40.1)

18 (13.1) 7 40 (29.2) / 72 (52.6)

1/2/3 32 (23.4) /75 (54.7) /30 (21.9)
Sel prior anti th py. n (%)
TOPO | inhibitor 44 (32.1)
Lurbinectedin 29 (21.2)
Amrubicin 12 (8.8)
DLL3-targeting TCE' 11 (8.0)
Prior anti-PD-(L)1 therapy, n (%) 111 (81.0)

IDeate-LungO1 Study : QHH/d Hat

TRAES reported in 210% of patients in the total -DXd 12-mg/kg group (N=137)

Incidence (any grade / Grade 23), %
431/22

3437139

Nausea®

Neutropenia®

+  Among the most common TRAES,
the majority were Grade 1 or 2

«  Adjudicated treatment-related
ILD/pneumonitis was reported in
4 17 (12.4%) patients:

- Grade 10r2 n=11(8.0%)

Anemia 343/102
Decreased appetite 328/15
Leukopenia® 234/36 Grade
Lymphopenia®* 1977124 12
Thrombocytopeniat! 19.0/58 . . . .
Asthenia 19.0/15
Fatigue 16.1/22
Diarrhea 153715
Constipation 124/0
Vomiting* nzes

- Grade 3,n=4 (2.9%)

- Grade 5,n=2 (1.5%)°

*  NoILD events were pending
adjudication at data cutoff

0 10 20 30 40 50 60 0

Patients, %

80 0 100

At& : WCLC 2025, SK5H
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2) B7-H3 ADC?| 5% 2i=tofl

|2 252452 Immune Checkpoints EtZl & 5tLIQI B7-H3 ADCE [-DXd 2|, At 5& Qilu pharmaceuticaloll 177M FEZ 7|=0| Tt

_ HT OO L

QLC5508(MHB0O8SC) U4t 14 ZaE W R
@ QAUA 3 LY MHL QAT HRZ, F 106 CHA 1.6mpk/2.0mpk/30mpk Q2W £t A1} 2.0 mpk 7I& ORR 42%, PFS 5.970%, OS= 11770, ILD

bt

O
2282 HNE|X| Qb= T 27| EHA0|21 okt B7-H3 ADC & 7 nEA{91 el4t AuE 9 > QLC5508= ADCE| Hplol2t & 4~ Q= Safety Marging
INMBET|2f5] 1) AL MELH 9 HIZE 52 AIZ|1, 2)7|&E H|o|2E CHH| ZHIA|E= 235t PHH 3) o] 2 EQ| BtZtI|= &¢I ZI0| EF
B7-H3 ADC mo|afol o1t
MSD/ Qilu/ GSK/ ~ BioNTech/ o L
THEEA : ; . : : o : : : : OIEA
HEAr Daiichi Sankyo ° Minghui : Hansoh - DuadalityBio eIl : leres] : e e : =
DS7300 ~ QLC5508 | GSK5764227] : : :
ojo|mzfol : : : - : : :
o melmEe o woxd) (MHBOBSC) Hs20093 - DBTISTUENTS24 yeor oo Blsoor MGCo26
(23/10)$1.5B 4123 | (25/5) $38M M2 (23/12) $185M M-S (23/4) $170M 23 ' =
I|&o|H RI|FTAIRII O ESGI77M AR ERH7BAR 0 ER$I1EBHE
; © (HER2ADC E3}) : : :
.............. e e
T I 2 L= S FeSilencedLALA © Fc Silenced Synaffix.  FcSilenced =
ex 23 Al 2ot Kl 2o
Cweiee | oxa o RN R ESATE ERA s mewwl  meAe  mENRE o
= | (TOPOT,DAR4) & [ BEET 04 " - (TOPO1,DAR6) | (TOPO1,DAR8) : (TOPOT, DAR4)  (TOPOTi, DAR4) g
Sl e QA YNIMED) | AMINANE . MM GMEHER) . 98 AMINTUE U1 IND 39

9 % (3%
5-’.‘-2-%'-’5.*% >'3L51232/;% ILD ¢  4/5521LD=1% & ILD5.7%(6%) 'i%;ﬁ(gf%

A& : ESMO 2024, ASC0O2025, WCLC2025, AlHAt=E, SK5# 35



3) ldeaya®| DLL3 ADC 4%

LUHT Ideaya®| IDE849(DLL3 ADC)= ORR 73.7%, PFS 6,782 DLL3 ADCE ME5t= ZaiLab®l %
o

® SCLC2A}ol% oM 4 1% Bt

=
=
1% b= 28 Amgen? IMDELLTRA 2% Aot 2FH MO = H| s 22Xl A E Ui

® 353 0l4 B3482 48%2 ALHO 2 £OLH TD 4.2mpk £ 3HO| EOHE| Zp s Y4 FI0M RYTH Y4t 2 24 Qlafollrle) A%
2

DLL3 ER2l 9 mpo|matQl g

THEA Ideaya/ Jiangsu HengRui ZailLab Suzhou Zelgen Amgen
mto|majol IDE849 (SHR-4849) ZL-1310 alveltamig(ZG006) IMDELL TRA
e (tarlatamabdllle)
I — DLL3 ADC ; DLL3 ADC : DLL3 x DLL3 x CD3 DLL3 x CD3 0|5 ¢
.......... ~ = | (TOPOWDAR4)  (TOPOI,DAR®)  ~ ~ &8%d = (24/05FDASY)
oy i o4 14 o 14 Uy 14 I T B
=Q o= 7} 2%} : Total : 24} : Total - ZAlOIAF 10mg | 3Atolt 30mg = IMDELLTRA Chemo
T . (h=35) tn=19) (h=33) (n=74) (h=24) = (h=24) (n=254) = (n=255)
ORR 77.1% 73.7% 67% 51% 62.5% 58.3% 35% 20%
e e T T
mPFS D=y 6.77h% - -
: HR 0.71
: 13.670%  8.3H¥
: . HR 0.6 :
S 352939 : - 23553375% 2353 27%
o > 353 48% A2ETHE 6o - >352208%  ARFHRO0% @ FHE3I% =353 62%
Te X2 5T 2% =2 ng;:f.(z 4%) ABFTHR 0%  BIBO|QRFANY . MZITHCRS17% . 3TE 6%
| T 42% 0% MZTHICANS 4%
Reference WCLC 2025 ASCO 2025 ASCO 2025 ASCO 2025

A& : ASCO2025, WCLC2025, AlHAtR, SKEH
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2%} SCLC Mo 9 mojmafol — 2|2 Y4 Hat Y2

o
THLAL MSD/Daiichi Sankyo Ideaya/ Jiangsu HengRui BMS/BioNTech Amgen
DS7300 BNT327/BMS98654 IMDELLTRA
mjo|majol -
tolz2tel (I-DXd) JRIZER SRRt (Pumitamig) (tarlatamab-dlle)
= B7-H3 ADC DLL3 ADC PD-LIxVEGF-A DLL3 x CD3
Ep2I /R EE[E| : - = =
(TOPO1, DAR 4) (TOPO1i, DAR 4) oI5 A O|5 Tl :
IDeate-LungO1 Study DelLphi-304 Study
OlA} o oA} 1A} OIA} 1A}
0o I_; (?:I%Iionli) I:IO10 I:IO10 (24/O5FDA%?_)
=g o7 27} 24t &M Total 24t &M Total O Treated Total IMDELLTRA Chemo
(n=32) (n=137) (n=35) (n=19) (n=43) (n=65) (n=254) (n=255) :
ORR 56.3% 48.2% 77.1% 73.7% 37.2% 41.5% 35% 20%
4. 2704 3. 7704
mPFS 5.671¥ 4,904 ol=g 6.7744 43744 5.570&
HR 0.71
13.670¥ 8.31¥
mOS 1274 10.370¥ = = 14.370¥ T4.3THQD
HR 0.6 _
=2 o | 2358 2/% =3 499
.  235%= 36.5% > 353 48% >35378.6% zcig 39 = 5oE 62%
2ig AEFTHE9.5% 2Ee o=’ ; L =g 6%
D 12.4% XNz 5HE 2% ANz ZHE71% AT EAE CRS
: 17% CANS 4%
Reference WCLC 2025 WCLC 2025 ELCC 2025

ASCO 2025

A& : WCLC2025, ELCC2025, ASCO2025, SKZH
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2.4 mgkg
M 3.0 mgkg
¥ 3.5 mg/kg
W 4.2 mglkg

Best change from bseline
in SoD of target lesions (%)
A
o

o
S S o
L

-
o

E:;Q;'""nnlllllulll\lllHIHIHHIHIII\||\|\|””|””"”H“”

Events, n (%)

Median (95% Cl1), months

3-month rate, % (95% Cl)

EEENAAAAAAAAAAAAAAAGOOCOOOOOOOOORONO0000000000000000000000000000000000000
RARARRRARARRRRARRARARRARRARARARRARRARARARARAARARRRARRRARARAANRRRARNRARNRRAARARARN

Best overall response ®“ PR ASD EPD

ORR, n (%; 8 (80.0%;

95% Cl) 44 4-97.5)
Confirmed ORR, n (%; 7(70.0%;
95% Cl) 34.8-93.3)
Response pending 0
confirmation, n (%)

DCR, n (%; 10 (100.0%;

95% Cl) 69.2-100.0)

14 (73.7%;
48890 9)

11 (57.9%;
33.5-79.7)

1(5.3%)

18 (94.7%;
74.0-99.9)

6-month rate, % (95% CI)

DLL3 expression % Positive # Negative # Unknown

3.0 mg/kg

2L Setting AII 2L Settlng All 2L Setting All 2L Settlng AII 2L Setting All
(n=10) (n=19) (n=8) (n=18) (n=16) (n=31) (n=1) (n=35) (n=71)

6 (75.0%;
34 9-96.8)

2(25.0%;
3.2:65.1)

4(50.0%)

8 (100.0%;
63.1-100.0)

12 (66.7%;
a1, 086 7)

4(22.2%:
6.4-47.6)

8 (44.4%)

17 (94.4%
72.7-99.9)

3.5mg/kg

12 (75.0%
47. 6 92.7)

11 (68.8%;
41.3-89.0)

0

15(93.8%;
69.8-99.8)

23 (74.2%;
59. 4 88.1)

16 (51.6%;
33.1-69.8)

1(3.2%)

28 (90.3%
74.2-98.0)

4.2 mg/kg

1(100.0%;
25100 0)

1(100.0%;

2.5-100.0)

0

1(100.0%;

2.5-100.0)

3(100.0%
29. 2 100.0)

3(100.0%;
29.2-100.0)

0

3(100.0%;
29.2-100.0)

Total (22.4 mg/kg)

2L Setting All
(n=42) (n=86)

8(19.0%) 22 (25.6%)
NR (4.4-NR) 6.7 (4.4NR)
93.3% 83.3%
(75.2-98.3) (71.090.7)
59.0% 55.3%
(31.2-78.8) (37.869.7)

Total (22.4 mg/kg)

27 (77.1%; 52 (73.2%;
599896) 614831)

21(60.0% 34 (47.9%
421761)  359-60.1)

4(11.4%) 10 (14.1%)

34(97.1%  66(93.0%
851099)  84.3-97.7)

A& : WCLC2025, SK5#
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'/Key eligibiity criteria
+ Histologically or cytologically
confirmed relapsed or
mefastatic SCLC and other
NECs expressing DLL3;

* Had progressive or recurrent
disease after standard
treatment(s);

+ ECOGPSof Dor1.
\

Accelerated
Titration

00 Primary endpoints:
+ Safety;
+ MTD or MAD;
« RP2D.

0 Secondary endpoints:
+ Efficacy;
+ Pharmacokinefics;
+ Immunogenicity.

SHR-4849 was administered intravenously every 3 weeks.

SCLC k|¥o| #A}9| 75 - 2.4mg ORR 100%, ™A ORR 83.3%

i11] SHR-4849(DLL3 ADC) 2 Zi}

[ ]

AL £4

4.2 mg/kg

Total
(N=3) (N=100)

0.8 mg/kg 2.4 mg/kg
(N=1) (N=25)
Sex, n (%)
Male 1(100.0%) 17 (68.0%)
Female 0 8(32.0%)
Age, median (range), years 49 59 (36-73)
ECOG PS, n (%)
0 0 1(4.0%)
1 1(100.0%) 24(96.0%)
Tumor Type, n (%)

SCLC 1(100.0%) 23(92.0%)
Other NECs 0 2(8.0%)
Clinical stage IV, n (%) 1(100.0%) 20 (80.0%)
Brain metastases, n (%) 1(100.0%) 6(24.0%)
Liver metastases, n (%) 1(100.0%) 6(24.0%)

Prior lines of therapy, n (%)*
1 0 13 (52.0%)
2 0 7 (28.0%)
23 1(100.0%) 5(20.0%)
Prior immunotherapy, n (%)* 1(100.0%) 19 (82.6%)

3.0mg/kg 3.5 mg/kg
(N=29) (N=42)
23 (79.3%) 27 (64.3%)
6(20.7%) 15(35.7%)
60 (44-75) 62 (33-75)
4(13.8%) 0
25 (86.2%) 42(100.0%)
28 (96.6%) 32(76.2%)
1(3.4%) 10(23.8%)
28 (96.6%) 34(81.0%)
9(31.0%) 7(16.7%)
10 (34.5%) 12(28.6%)
14 (48.3%) 23(54.8%)
13 (44.8%) 12(28.6%)
1(3.4%) 7(16.7%)
19 (67.9%) 23(71.9%)

*riot line of therapy for one patient in the 3.0 mq/kg dose group was missing. *Proportion of patients with prior immunotherapy was calculated in SCLG patients

orH/d At

3(100.0%)
0
54 (52-64)

0
3(100.0%)

3(100.0%)
0
3(100.0%)
1(333%)
1(33.3%)

1(33.3%)
1(33.3%)
1(33.3%)
1(33.3%)

71 (71.0%)
20 (20.0%)
60 (33-75)

5(5.0%)
95 (95.0%)

87 (87.0%)
13 (13.0%)
86 (86.0%)
24 (24.0%)
30 (30.0%)

51(51.0%)
33 (33.0%)
15 (15.0%)
63 (72.4%)

Best change from bseline
; in SoD of target lesions (%)
'S
S
I

2.4mg/kg 3.0mg/kg
(n=6) (n=4)

6(100.0%; 54.1-100.0)

ORR, n (%; 95% CI)
Confirmed ORR, n (%; 95% C)
:‘h)sponu pending confirmation, n
(%)

DCR, n (%; 95% CI)

AAAAGoocooo0OROROOS
RRARRAARRAAARRRRARRA N

3(75.0%;19.4-99.4)

5(83.3%;35.9-99.6) 2(50.0%; 6.8-93.2)
0 1(25.0%)
6(100.0%; 54.1-100.0) ~ 4(100.0%; 39.8-100.0)

Dose
W 0.8 mgkg

. W 24mgkg

W 3.0 mgkg
W 3.5 mgkg
W 42 mg/kg

Best overall response © PR A SD
DLL3 expression ® Positive % Unknown

3.5mg/kg 42mglkg Total (22.4 mg/kg)
(n=7) (n=1) (n=18)

5(71.4%;29.0-96.3) 1(100.0%; 2.5-100.0) 15(83.3%; 58.6-96.4)

4(57.1%;18.490.1) 1(100.0%; 2.5-100.0) 12(66.7%; 41.0-86.7)

0 0 1(56%)

7(100.0%; 59.0-100.0) 1(100.0%; 2.5-100.0) 18 (100.0%; 81.5-100.0)

Atz : WCLC 2025 SK5#

Summary
e

Any TEAE 92(92.0%)

Grade 23 52 (52.0%)
Any TRAE 92 (92.0%)

Grade 23 48 (48.0%)

Leading to dose reduction 15 (15.0%)

Leading to treatment discontinuation 2(2.0%)

Serious 16 (16.0%)

Leading to death 0
Dataaren (%).

TRAEs occurring in 210% of patients

WBC decreased
Neutrophil count decreased
Anemia

Nausea

Platelet count decreased
Decreased appetite

ALT increased

Lymphocyte count decreased
Blood bilirubin increased
Hyponatremia

Hypercholesterolemia
Hyperglycemia mGrade 1-2
Blood LDH increased wGrade 23
0 10 20 3 40 50 60 70 80

Occurrence rate (%)

At& : WCLC 2025, SK5H
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4) PD-(L)1 7|4t0|5 A

WCLC 202501|M 2 ESHo|SgHN| x| 2 A| ¢l

20U

1= THEEA mo|matel He& ERZ, RErE|E| A1} a 1
- : b “naive ES-SCLC 43% CHAY, Pumitamig + Chemo 88 9
; - Pumitamig - Ao = 9 Pl
SCLC BMS/BioNTech . (BNT327) Chemo PD-L1x VEGF 2% 20mpk +Chemo(n=22) ORR 85%, mPFS 6.370&
: : ;= 30mpk+Chemo(n=21) ORR 66.7%, mPFS 770
scLe/ : : 5 BNT324 Part1: SCLC &&= NSCLC dose escalation
. : Pumitamig : _ Ab aBE 77 M
NSCLC BMS/BioNTech  (BNT327)  (B7-H3 ADC) PD-L1x VEGF /2 iF’(:ir’r 2:ATE 7HE 74
: : -Pumitamig(BNT327)THs 5 BNT324 THs 23t & -8 CIAR! E721
EGFRNSCLC - : : HARMONi: Chemo EHEah] 8] 94
Pretreated : Akeso/Summit : Ivonescimab :  Chemo PD-1x VEGF 3% i~ ORR:45% vs 34%, PFS 6.8 71" vs 4.4 IHE HR 0.52
EGFR TKI : — 08S:16.8 7H¥ vs 147H¥ HR 0.79, 352 £28 50% vs 42.2%
;HARMONi—ZI Squamous /non-Squamous®lA Pembro Hlul 44
NPSDC1I:|—C Akeso/Summit : Ivonescimab - PD-1x VEGF 3 - Squamous> PFS 9.7 /H¥ vs 58742 HR 0.5
. — non-Squamous > 11.1770& vs 6.771& HR 0.55
oL : : . EPre’rredted PD-1NSCLC 47% th4, Cadonilimab + Pulocimab & 4 1b/2 &
NSCLC = Akeso . Cadonilimab if)g‘é’;g;’ PD-1x CTLA4 = 1b/2% - Squamous> ORR 11.5%, PFS 7.174%, 0S 16.774%, 355 2318 26.9%
Prefreated 1O : - non-Squamous > ORR 14.3%, 5.574%, OS 12.871%, 353 258 19%
1L - Rilvegostomi - B «  ARTEMIDE-LungO2: PD-L1,1%+ O|4} €At LH4 Chemo %8
NSCLC ¢ g ;  Chemo PD-Tx TIGIT e - vs Pembrolizumab+ Chemo -8 @44} EIAHR! 371

1L
NSCLC

Volrustomig

PD-1x CTLA4

eVOLVE-Lung02: PD-L1, 50%+ ©|%f BAtCH4f Chemo H-&
: vs Pembrolizumab+ Chemo H-& 24 BRI 574

A& : WCLC2025, SK"*lJ
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Pumitamig (PD-L1x VEGF)2| 1L SCLC 2 85

Tumor res ponse

8 & & 8 o 3 &
‘ .

Best change intumor sze from baseline (%)

II o
PR
PR PR PR
PR
CR
CR

M Pumitamig 20 mg/kg + EC
cORR 85.0%

SD PR III

PR PR

PR PR

M Pumitamig 30 mg/kg + EC

cORR 66.7%

""III
so
PRTPR
PR PR g
PR
PR

~—

Encouraging antitumor activity observed with both
dose levels of pumitamig

)

All
(N=43)

Evaluable patients, n

BOR* n
CR
PR
SD
PD

Primary endpoints
UORR¥*, % (95% Cl)

2
27
9
0

86.8 (71.9-95.6)

Pumitamig

20 mg/kg + EC

(N=22)
2
15
3
0

90.0 (68.3-98.8)

Pumitamig
30 mg/kg + EC
(N=21)

0
12
6
0

83.3 (58.6-96.4)

| CcORR, % (95% CI)

76.3 (59.8-88.6)

85.0 (62.1-96.8)

66.7 (410-867) |

Best % change in tumor
size*, mean (std dev)

—56.7(20.5)

—-60.0 (20.6)

—53.1 (20.5)

% (95% CI)

Early tumor shrinkagef,

89.5 (75.2-97.1)

90.0 (68.3-98.8)

88.9 (65.3-98.6)

Secondary endpoint

| DCR*, % (95% C)

100 (90.7-100)

100 (83.2-100)

100 (81.5-100) |

mPFS in months (95% CI): 6.8 (5.6—NE) overall.

ﬁ 0.9 A
o 0.8
o
= 0.7
g
g 0.6
§ 0.5 - mPFS,
E 04 months (95% CI) .
c . .
S 0.3 || Pumitamig 6.3
@ 5.1-NE
§ 02 | 20 mg/kg + EC ( )
5 —
o || Pumitamig 7.0
o 0.1 30 mg/kg + EC (5.6-NE) + Censored
0.0
0 1 2 3 4 5 8 9 10
Progression free survival (months)
No. of pati )
Pumitamig 22 20 19 18 17 15 2 0 0
20 mg/kg + EC
Pumitamig 21 18 16 16 16 12 1 1 0
30 mg/kg + EC

A& : WCLC2025, SK5#
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S 2 0lAF 2AFC|XOI

All (N=43) Pumnamlg 20 mg/kg Pumitamig 30 mg/kg

+EC (N=22) +EC (N=21)

- Am1 Any TEAE 41 (95.3 27 (62.8 22 (100 12 (54.5 19 (90.5 15(71.4
el L -_ Treatment-relatec* 35(814) _ 23(535) _ 17(77.3) __11(500) __18(857) _ 12(57.1)

Inclusion criteria: Patients, n (

§ + TFI 26 months since last

N=40 Any TESAE
8 CHUCRURIxforLSSCLC __ Treatment-related* 8(166) 70163 4(182) __4(182) __4(190) __3(143)

T S r—— — Any TEIrAE 2(4.7) 0 1(4.5) 0 1(48) 0
g'S'CLC*aﬂddsEESEp‘Oﬂ'"sscn . ‘ f”zn;-}?n:slgimg;kgwmpad‘m&lMmgm ' » Pumitamig 20 ma/kg IV Q3W Any TEAE leadi d
S gfterllplainumbasedCTx ) A IS SN D EeE 10(233)  8(1856) 5(22.7) 4(182) 5(23.8) 4(19.0)
é (w/wol0)ar 2L CTx 4 i’l{mltarl'llgiiﬂmg;‘kg\VQS‘,-.upachlaxel 175 myme IV » Purizmg Omglg QoW interruption (any treatment)
Arm?2 2
Any TEAE leading to
. . X 7(163 70163 291 291 5(238 5(238
tElSI:LC’EdeSEESED'@;'EESCH '1_”“1 Pumnitamig 20 mg/kg IV Q3W + topotecan 1.5 mg/meor 23 mg/moral discontinuation (any treatment) (163) (163) @ & (@38) @38)
9 after 1L platinum base . ’
s N=40 . . Any TEAE leading to
g ) - PiemigZOmgh AW+ g Smgintor 23mginéor disﬁ:ontinuation (gpumitamig) | 60140 6(14.0) 2(9.1) 2(9.1) 4(19.0) 4(19.0) |
Any TEAE leading to dose
et (] 11(256) 11(256)  6(27.3) 6(27.3)  5(238) 5(23.8)

Pumitamig-related TEAEs (occurring in 25% of overall population)

Pumnitamig Pumitamig F'-mlarrug Pumitamig
Characteristic All (N=43) : 30mg/kg+ EC = 30 mg/kg +
(N=21) EC(N=21) All(N=43) Pumitamig 20 mg/kg Pumitamig 30 mg/kg
| maar)wggyears (58?)5% . (57%5505 ) (wi?'?az ) Site of targetlesion, n (%) Patients, n (%) \ ) +EC (N=22) +EC (N=21)
. £ ; b Lymph node 34(79.1) 17(77.3) 17(81.0) Any grade Grade 23 Any grade Grade =3 Any grade Grade 23
P e T L B | Aygiade | Grade>3 | Anygrade | Grade>3 | Anygrade | Gradexd |
Male 36(837) 18(818) 18(857) B‘N:er' 13 g;g ;g}:} g gg;} Any 18 (41.9) 6(14.0) 9 (40.9) 1(4.5) 9 (42.9) 5(23.8)
Race n (%) Brain 1(23) 0 1(48) Nausea 4(9.3) 0 4(18.2) 0 0 0
Wi iz ) 7610 e of non-targetlesion 1 (%) Fatigue 4(93 0 3(136 0 1(48 0
3[5;1% 11 %%6) 7(318) 4 UGQU? Other ! 27 (628) 13(59.) 14(667) d - ©3) (136) (48)
&l 123 168 Lung 25(58.1) 12(545) 13(61.9) Constipation 3(7.0) 0 2(9.1) 0 1(4.8) 0
. node 25(587) 12 )
9"‘;"'”9'”(%3 Brain 9(209) 3(136) 6286 Hypertension 3(7.0) 2(47) 1(4.5) 0 2(9.5) 2(9.5)
lever 3(70) 209) 1(48) e T T r
|_F0n'ner 30(69.6) 14 (6356) 16(76.2) l Epistaxis 2(4.7) 0 1(4.5) 0 1(4.8) 0
Current 10(233) 6(273) 4(19.0) e
treatments*, n (%) Hemoptysis 2(4.7) 1(23) 1(4.5) 1(4.5) 1(4.8) 0
EDgGPSn(%) ] 80364 o Chemotherapy 6(14.0) 4(182) 2(95)
y Radiotherapy 9(209) 4(182) 5(23.8) -
; 7528 14636) 1619 et ey i s i Decreased platelet count 2(47) 1(2.3) 1(4.5) 0 1(4.8) 1(4.8)
Tumor stageat BL, n (%) - o - Alopecia 2(47) 0 1(4.5) 0 1(4.8) 0
1] 3(7.0) 2(91 1(48 N
" 40(93.0) 20(909) 20(95.2) Proteinuria 2 (47) 1 (2,3) 0 0 2 (9<5) 1 (4,8)
AtE: WCLC 2025 SK3¥H Atz : WCLC 2025, SK3H
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(s,

[&1311] BMS/BioNTech Pumitamig + BN
()

Pumitamig (PD-L1x VEGF) % BNT324(B7-H4 ADC) tt= 35

SCLC SCLC SCLC NSCLC

1L9.10 2L Ecz;ll:'gr;ﬂ L2 Eéll:'l,grl;ﬂ?’ 2113 2L+7 2L+ nsq’ 2L+ sq’
Treatment p:an:;t:/r:tlc?; p:r:;ﬁ;;r:gr p;;;:;sg; pumitamig monotherapy BNT324/DB-1311 monotherapy
N efficacy 38° 4810 65 64 17 36 8 73 a1 25
ORR, % 86.8 87.5 56.9 60.9 471 19.4 12.5 56.2 220 16.0
DCR, % 100 o7.9 87.7 93.3 100 69.4 62.5 89.0 80.5 60.0
mPFS, months / 3-mo PFS NR 6.9 55 NR 13.6 55 6.7 73.6% 74.5% 50.5%
mOS, months NR 16.8 14.3 NR 13.9 15.1 9.4 NR NR NR
N safety 43 50 70 64 61 277 (across all tumor types)
Grade 23 TRAEs™*, % 53.5 86.0 78.6 60.9 19.7 41.5
TRAE* discontinuation, % NR 6.0 71 7.8 8.2 5.4
leading to: death, % 0 0 2.9 1.6 0 0.4

Pumitamig (PD-L1x VEGF) + BNT324(B7-H4 ADC) &

o4t CIxfel

y Inclusion Criteria

Ag

8 years

Part 1: Dose escalation (BOIN Design)

I

Part 2: Dose optimization and signal-seeking ]

c
W In Part 1, patients with SCLC or NSCLC receive escalating doses of Histologically or ogicall = 2 Cohort
oy X stologically o ogica
BNT324/DB-1311 + pumitamig Q3W (BOIN design) L G e H T £ DLO-1: DL1-1: DL2-1: 84| Do1  1LnsqNSCLC AGA- _W-Em_
— 3 dose levels will be explored for BNT324/DB-1311 (DLO: 4.5 mg/kg, DL1: 6 mg/kg, nced/metastatic lung cancer E BNT324 4.5 BNT324 6 BNT3249 E E
DL2: 9 mg/kg) and 2 dese levels for pumitamig (DLO: 20 mg/kg, DL1: 30 mg/kg) ( c orlNSCLCi o + + + 'g'_ 5| po2 2L+ SCLC -
( E o o post-chemo = 10 .
W Part 2 consists of 7 Cohorts: Measurable disease (RECIST v1.1) 'g‘ BNT327 30 oNTI27 30 BNTI27 30 a
— Non-squamous NSCLC, AGA negative, any PD-L1 expression, treatment-naive for ECOG PS 0-1 E Starting Dose DL1-0: DL2-0: 8 3 2L+ nsq NSCLC AGA-
advanced/metastatic disease (DO Cohort 1) s (DLO0-0): BNT324 6 BNT324 9 post-chemo = 1O
— SCLC, post-chemotherapy + immunotherapy (DO Cohort 2) Adequate organ function E BNT324 4.5 + + + 4 1L sq NSCLC AGA-
— Non-squamous NSCLC, AGA negative, post-chemotherapy + immunotherapy (Cohort 3) Life expectancy 23 months o BNT327 20 BNT327 20 BNT327 20 E
— Squamous NSCLC, AGA negative, treatment-naive for advanced/metastatic disease Eligible regardless of PD-L1 status > § 2 5 2L+ sq1 NECLC AI%A— RP2D from
ble ardless o - atus post-chemo
(Cohort 4) A _ BNT324/DB-1311 dose (mg/kg) 22 O
— Squamous NSCLC, AGA negative, post-chemotherapy = immunotherapy . ) ! . -4 2L+ nsq NSCLC AGA+
(Cohort 5) Patients meeting eligibility criteria for Part 2 o 6 post-TKI
— Non-squamous NSCLC, AGA positive, post-TKI (Cohort 6) o : VI ' 0 _ may be enrolled as backfill after a dose level »n
— ES-SCLC, treatment-naive (Cohart 7) 2mic therapy for metastatic has been determined to be safe 7 1L ES-SCLC

W Part 2 DO Coherts 1 and 2 randomize patients 1:1 to RP2D vs a lower-dose
combination (RP2D-1)

W Cohorts 3-7 receive RP2D

W Treatment until disease progression or up to 24 months. Pumitamig
menotherapy may continue for an additional 12 menths

disease

Exclusion Criteria:

Prior treatment with B7H3 targeted
therapy

History of significant hematologic
toxicity to prior lines of therapy

Key endpoints

« Primary: Safety (DLTs, TEAEsS/TRAEs/SAEs) (Part 1 and Part 2 Cohorts 1 and 2), ORR (Part 2, all cohorts)
+ Secondary: ORR and DCR (Part 1), PFS, DOR, OS, DCR, TTR (Part 2 all cohorts), safety (TEAEs/TRAEs/SAESs) (Part 2, Cohorts 3-7)

Enrollment is engoing. Approximately 594 patients will be enrolled in Australia, China, France, Germany, Italy, Poland, Republic of
Korea, Spain, Taiwan, Turkey, United Kingdom, United States.

A& : WCLC2025, SK5#
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HARMONi Study : #'s &1}

Primary Endpoint: PFS by IRRC

Statistically significant and clinically meaningful benefit with ivonescimab

Ivonescimab  Placebo

100 median FU: 22.3 mo
Events, n (%) Median
80 o
Ivonescimab+chemo 129 (75.0)
~ 60 4 Placebo+chemo 146 (84.4)
£
w
e
o 40 A
'25 4% —Ivonescimab+chemo—~Placebo+chemo
20 A
0 T + T + T T T
0 3 6 9 12 15 18 21
No. at risk Months
Ivonescimab+chemo 172 134 76 48 34 24 16 10
Placebo+chemo 173 100 50 24 12 9 4 2

Consistent PFS benefit by investigator: HR = 0.58 (95% CI: 0.45-0.73)

Primary Endpoint: Overall Survival
Favorable Trend Observed; NA & EU Follow-up Not Yet Mature

100 1
Events, n
(%)
80 1 Ivonescimab + chemo 122 (55.7)
Placebo + chemo 140 (63.9)
~ 60 A
a°
<
g —Ivonescimab+chemo
40 4
) —Placebo+chemo
Median FU:
20 4 OverallmFU 29.7 mo
* NA&EUmFU9.2mo
0 T T T T T T T T T T
4] 3 6 9 12 15 ‘I'el 21 24 27 30
No. at risk lonths

Ivonescimab+chemo 219 212 189 137 98 77 60 51 43 33 26
Placebo+chemo 219 210 186 132 92 63 52 44 38 30 18

Overall Survival Subgroup Analysis — Longer Term FU

Hazard Ratio
(95% C))

+chemo  +chemo
(Events/N) (Events/N)

Overall population 1341219 157119
Age

<65 years 90136 991
>=65 years 44183 58/88
Sex

Female 84130 8127
Male 5089 7092

raphic region

GeNoAg& EU 2 3683 40082

NA 1743 25050
Asia %136 17137
Brain metastases prior to

Present . 354 44
Absent 101165 116165
Smoking hi

Neve?g oy 92143 1121155
Former/Current 416 45064
Baseline ECOG performance status

0 /51 36062
1 10162 121157
Baseline EGFR mutation

19Del 84Ny 78118
L858R 14 7390
T790M 1929 18125

0.78 (0620.98)

0.62-1.09
0.48-1.05

067123
0.44-091

053-1.32
0.38-1.30
0.58-0.99

043-1.09
0.62-1.06,

0.61-1.05
048-1.13

0424147
0.61-1.03

067-1.25
0.37-0.82
0.31-1.15

A& : WCLC2025, SK5#




HARMON; Study : 228 Z1}

Placebo +

Ivonescimab +
TRAE, n(%) chemo
(N=218)

e EN
) Total | 22
Any Grade 207 (95.0) 203 (93.1) - I 101 491
Anemia | 124 564
Grade =3 109 (50.0) 92 (42.2) R — 50
Serious 61 (28.0) 33 (15.1) count decreased. . 110 4“0
I 193 21
Led to d/c of Neutrophil count decreased
ivonescimab/placebo 16 (7.3) 11 (5.0) P I 165 e
I 124 326
Led to death 4(1.8) 5(2.3) Platelet count decreased |64 20
Grade =3 irAE 21 (9.6) 13 (6.0) s 109 312
AST increased Jigg %4
Grade =3 VEGF-related 16 (7.3) 7(3.2) . 23 271
One patient in each treatment arm did not receive study drug ALT Ianeased . 28 284
o 114 280
irAE VEGF-related ‘ 50
I —— ‘ . %8
Tota e 330 Toul - s Decreased appete [05 179
Hypothyroigism 105 83 Bos 138 114 206
0 Proteinuria X PO 2
Hyperthyroidism 41 73 135 Vomm"g \ 188
0 Hypertension E :: ) . ZB 174
ALT increased Mog 28 : Aslheﬂla l0.9 101
Hos 32 b9 108 Ivonescimab + chemo
a2 Hemorrhage 18 | 174
AT hereesed [ o Venous Thromboembolic = 18/28 Constipation| 19 -
105128 Events (VTE) 14/28 Placebo 0
Rashjlgs 32 s 6oTi o 118 154
amviase 10514 Arterial Thromboembolism ] '09” 4 Increas I05 106
o [] 28 Events (ATE) o Any Grade Grade >3
increased 0.5 2. Any Grade Grade 23 we l 09709
los 28 Congestive & T2/ Ivonescimab + chemo - 0% 20% 40% 60% 80%
Stomatitis | ' Ivonescimab + chemo . Heart Faiure (1 . f b]ect ( )
. otectinal | 05705 Placebo + chemo Percent of Subjects (%
G T pacsorero [ [l
o 20% 0% 20% 40%
Pneumonitis/ILD, Ivo arm vs Pbo arm: Percent of Subjects (%) Percent of Subjects (%)

2.8% (1.4% Grade 23) vs 1.8% (1.4% Grade 23)

9%.0
9341

Any Grade Grade 23

100%

A& : WCLC2025, SK5#
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[&111] Akeso/Summit, lvonescimab HAR

HARMON:i Study : E|AI2!

Key Eligibility Criteria
Locally advanced or

metastatic NSCLC:

- EGFR sensitizing 0
mutation+

- Progressed on 3 gen

EGFR-TKI N=438
- ECOGOor1
- Any PD-L1 expression

Stratification factor
by geographic region:

- Brain metastases
(yes or no)

HARMON:i Study : ORR % DOR

Ivonescimab +
Chemotherapy
(N =219)

Placebo +

Chemotherapy
(N=219)

/_Ivonescimab: 20 mg/kg Q3W

Chemotherapy:

= Carboplatin: AUC5 Q3W x 4 cycles
(21 day/cycle)

\- Pemetrexed: 500 mg/m? Q3W

HARMON:i Study : gx} £

100%

80%
84%

_— 73%

DCR

=3
t=]
e

ORR/DCR
=
a2

2% +

0%

Ivonescimab+chemo Placebo+chemo

chemo chemo

n 98 75

Median (95%Cl)  7.6(55-106) 4.2(2947)

A& : WCLC 2025 SKZ#H

Characteristic, n (%)

Age - Median (range)

2B9yr
Female
Region - NA & Europe

Asia
Race - Asian
White

ECOG-1
Smoking - Never
Stage- IV
Brain metastasis
Liver metastasis
Prior lin of systemic cancer therapy (median)
Prior EGFR-TKI
19/ generation
34 generation
4 generation
EGFR Mutation
19el
LB58R
Non-19de//LB58R*

Ivonescimabchemo

(=219
£ (84
B9
190034
B9
13(621)
183(609)
5139
16240)
1631659)
215(382)
5404)
(14)
10

05834
219(100)
105)

131 99)
T3
15(66)

603684
B4
171(31)
B4
137 62
183699
5(047)
luh
185108
M)
5(047)
7105
10

R(6)
218(005)
0

118539
(1)
11(50)

Placebo+chemo
(N=219)

At& : WCLC 2025, SK5H
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HARMON:i Study-2: PFS Z2- Squamous (A: TPs 1-49%, B: 50% 0l

HARMONi-2 Study : 538

M. of events M. of evarts 21
e P e TTESNE 4seg e mente | TTUIME &7E5E Ivenesc Pembrolizumab | Ivonescimab |Pembrolizu
100 4 HR [35% ) 0.51{0.20-0.87) HR: [953, O] 043 021-0EE) n 90 n= 91 n= 107 n 103
20
0/ TRAEs (all grades), 35 (35 ). 73 (80.2)* 100 (93.5) 90 (83.3)
o n (9%}
# 60 Grade =3 20(22.2¢ 17 (168.7)2 38 (35.5) 14 (13.0)
£ 50 Serfous 17 (18.9) 17 (18.7) 24 (22.4) 15(13.%)
404
Leading to
204 . .
204 discortinuation 22.2) (3.3 1 (e-e) (24
T I | I Leading to death® 0 1(1.1) 1(0.9) 1(0.9)
0 T T T T T T T T L T T T T T T T T T T T TRAE, treatment-relsted adverse avent
o 2 3 4 5 6 7 8 % 10N 0 1 2 3 4 5 6 7 8 % 10 M “TRAEs for sgquamous histology were previously published?
Time, months Time, months 81 patient had respiratory failure that resulted in death
MR e e e a1 as o= om v s e s [ s m m = owm o o e a =1 patient had disease progression that resulted in death.

41 patient had an unknown cause of death

Table 3. Most Common (215% in Either Treatment Group) TRAEs

Squamous

HARMONi Study-2 : PFS ZA3}- Non Squamous (A: TPS 1-49%, B: 50% ©I4)

Ivonescimab
n =107

Ivonesﬁimab

n =90

PFS, %
w
<

Mo of events
Weclan PFS
195% ), menths
HR 5% )

8.4 [5.51E)

55 ZT-ME)
0,56 {0.34-0.98)

Ma. of events
Wlachian PES
UL, months
HR {353 C]

HR {11.1-ME)

E.2{4.1-NE)
049 025034

— heanescimab in - £01)

1 Pembralizumak {n - 81)

— tranescimabi{n - 48)

— Pembrclizumab in - 46)

T T T T T

12 3 4 5

Time, months

o p oA ik

- - T
EP R PR

T

)

=
"

T

7

"
"

T
g8 2 10N

[ i z
n 4 1o

. o i
4

4=

T2 3 4 5

Time, months

a0 w2 om
s 3 3 m  o=m

3

=
=

7

”
”

T T T
8 % 10 M

wooon 4 4
w o= 5 4

Atz : WCLC 2025 SK5#

Event, n {96}

FProteinuria 22 2
(24.4)  (2.2)
Hypothyroidi 2 0
vioothyroidism (23.3)
Blood bilirukain 19 1
increassd 21.1 (1.1
Aspartate
- 18
aminotransferase o
. (17.8)
Ncreased
. 18 2
Hypertension (17.8) t4.4)
o 13
Arnemia (14.4) o
Hypercholesteralemia . 02 0
yperholesterclemia 4 1"y
&
Rash t6.7) (o]

TRAE, trestrnent-relsted adverse event

(11.1)

(0.2)

At& : WCLC 2025, SK5H

47



[£t31] Akeso/Summit,

HARMON:i-2 Study : CIA[Q! HARMON:i-2 Study : 24} £4

Key Eligibility Criteria

Ivonescimab | Pembrolizumab | Ivonescimab | Pembrolizumab
n=90 n=91 n=108 n=109

= Age =18 years
» Advanced or metastatic Ivzor]nescimab Characteristic
e MG &F sige 1Y) ;Vrgg':\“? Treatment until
PO L1_positive NSCLC = Age, n (%)
= * Intolerable toxicity <45 years 3% (43.3) 3% (42.9) 58(53.7) 46 (42.2)
§ - Safety =45 years 51 (56.7) 52 (57.1) 50(46.3) 63 (57.8)
g and
5 » ) ’g « Disease progression®  [ETTUE] Sex, n (919)
st j o follow-up Male 80 (88.9) 86 (74.5) 84 (77.8) 83 (76.1
; Female 10(11.1) 5(5.5) 24 (22.2) 26(23
= ECOG PS score of Oor 1 Pembrolizumab = 24 months —
200 mg oftreatment E'H'Inlﬂty, n (9’0)
IV Q3w Han Chinese 82 (98.9) 20 (28.9) 104 (96.3) 108 (99.1)
Other 101.1) T(1.1) 41(3.7) 1(0.9)
Smoking status, n (%)
. Never 100111 9.9 29(26.% 29(26.6
HARMON:i Sfudy_2 :PFS 7E:ljl-l' (A: Squamous 9.77H¥, B: non-Squamous T17H&) Current 21 E233; 23 E25)3) 18 5167% 19 E’]?d%
Former 59 (65.4) 52 (64.8) 61 (56.5) 51 (56.0)
A B ECOG PS, n (%)
e cf everts M. of everts 0 7(7.8) 15(14.5) 18(16.7) 11(10.1)
e re TTOMNE SELsED Mol fFS e MEONE 878199
100 HR 5% O 0.50{0.33-0.78) HR 957 ) Q.55 0.350.84) 1 83 [922) 76 (835) 70 (83SJ 78 (89 7

0 PD-L1 TPS, n (%)

i 1-49% 55 (61.1) 54 (59.3) 60 (55.6) 61(56.0)
o] =50% 35(38.9) 37 (40.7) 48 (44.4) 48 (44.0)
n&: 50+ Liver metastases,

404

o n (% 13(14.4) 7(7.7) 12(11.9) 21(19.3)

20 _ 77 (85.6) 84 (22.3) 94 (858.9) §(80.7)

e hronescimab §n = 0] — honescimab fn = 10E N o]

109 parmbrolizumbs 0 = 91) 1 — Pembrslizumab n = 1037 .

o — R S Brain metastazes,
o] 1 2 3 4 5 & 7 8 g 10 11 o] 1 2 3 4 5 5] 7 8 g 10 M n (%)

. Time, months o Time, months Yes 4 (4.4) 12(13.2) 29(26.9) 27 (24.8

CUEED noum amum e Un m M Sl 0 S NN AT 2R IR No 86 (95.6) 79(86.8) 79(73.1) 82(75.2

A& : WCLC 2025 SKZ#H
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Safety Run-in Stage

Cohort A: Solid tumors
Cadonilimab 10m,

Cohort B: Solid tumors
Cadonilimab [0m;

Key inclusion criteria of NSCLC in expansion stage
+ Histologically or eytologically confirmed NSCLC

+ECOGPS 0-1

+ Progression after anti-PD-(L) -containg therapy

Pulocimab | 5n

Pulocimab 10mg/kg, Q3W

Expansion Stage

Cadonilimab 10m

Pulocimab 15mg/kg Q

Primary endpoints
+ Safety
+  ORRper RECIST 1.1

Treatment until:

+ Intolerable toxicity
+ No clinical benefit
+ Up to 24 months

Secondary endpoints
PFS per RECIST 1.1
DCR per RECIST 1.1
DoR

+ No sensitizing EGFR or ALK alterations 08
ot £4
Baseline Characteristics Total Squamous NSCLC Nonsquamous NSCLC
(n%) (n=47) (n=26) (n=21)
Age, year
Median age (min, max) 60.0 (48, 75) 60.0 (48, 70) 63.0(49,75)
>65 32(40.4) 8(30.8) 11(52.4)
Gender
Male 38 (80.9) 23(88.5) 15 (71.4)
Female 9(19.1) 3(11.5) 6(28.6)
ECOG PS
0 12(25.5) 5(19.2) 7(333)
1 35(74.5) 21(80.8) 14 (66.7)
Resistance Type
Primary resistance 19 (40.4) 9(34.6) 10 (47.6)
Secondary resistance 28 (39.6) 17(65.4) 11(52.4)
Prior anti-PD-1/PD-L1 efficacy
Responder 15(31.9) 13(50.0) 2(9.5)
Non-responder 21 (44.1) 11(42.3) 10(47.6)
unknown 10(21.3) 2007 8(38.1)
PD-L1TPS
<1% 20 (42.6) 9(34.6) 11(52.4)
1% 14 (29.8) 9(34.6) 5(238)

Atz : WCLC 2025 SK5#

Probability of progressive-free survival '

Sq NSCLC Nonsgt NSCLC
(n=26) (n=21)
ORR, % 115 143
DCR, % 96.2 95.1
PFS
1004 Total Squamous  Nonsquamous
(n=47) (n=26) (n=21) g
504 PFSevenis 33 17 1 :E 101
Median PFS, 53 i 55 HE.
s mo@Hol) (5571 (7102 (2862) 2
F
)
40+ E
ERES
I
204 Jg 2]
Squsous Cell Carclzonn L'—‘—| =
Koo Squamous Cell Carcinoma
0+ Total

mo (95% Cl)

08
Total Squamous  Nonsquamous
(n=47) (n=26) {n=21)
QS events 2 1 1
Median 0S, 156 16.7 128

[05224)  (103NE)  (S8NE)

Number at Risk (Events)
26(0) (1) 11{8) 6(12) 016) 1(16) oln
AR A BoW W W

21 H 2
Time (Months)

18 i 2y n 30 33
Time (Months)

W o
o Wm0 wn ooy gy
(1 - R - O 1

..... i o e
AB () Total Squamous NSCLC Nonsquamous NSCLC
(n=47) (n=26) (n=21)
TRAE 44(93.6) 25(96.2) 19(90.5)
>G3 TRAE 10(21.3) 7(269) 3(143)
Serious TRAE 11234) 7(269) 4(19.0)
TRAE leading to discontinuation of study drug 1(43) 1(3.8) 1(48)
irAE 9(19.1) 6(23.1) 3(143)
>G3irAE 3(64) 1(17) 1(43)

At& : WCLC 2025, SK5H
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5) NSCLC 1A X|=A| 4 38 Zal

HF

MARIPOSA

OlA} 2A|‘
oo 2
(HER3x EGFR ADC +Osimertinib)

ACROSS 2

Janssen/&

BMS/ Systlmmun

Hansoh

+Lazertinib
(n=429)

et R PRI

23. 7714

Ami

Not
Reached
HR, 0.75
80% 52%
23%

Osimertinib

(n=429)

16.671¥

36. 770

lza-bren
2.5 mpk

Not

- (2.2~4.5mpk)
+Osimertinib

Reached

R R

NSCLC/SCLC 837 2t
2.5 mpk ORR 46.2%,

35:. olAl- H X},

ILD 1.6%(2%) MIF 25+
S7H oret

Aumolertinib
+Chemo
(n=54)

Aumolertinib

(n=64)

Not Not
Reached : Reached

FLAURA-2 FLAURA
AstraZeneca
Osimertinib+ . . . o SoCEGFR
Chemo Osimertinib Osimertinib TKI
(n=279) (n=278) (n=279) (n=277)
83% 76% 77% 69%

/MY 16,71
(247,NC)  (14.1,213)

475MY  36THYE
(410,NC)  (33.2,43.2)

70% 34% 42% 47%
SN NN S— ———
(o)
50% 7% 15% 18%

Osimertinib
12%




EGFR Mutation NSCLC 24} 0|4t 8 4t 34t =9 ZHut
. . = CHRYSALIS-2 olab1/24F
I - o o
a4 A O HARMONI-A(33) (Cohort E/F) (HER3x EGFR ADC +Osimertinib)
THEEAL Summit Therapeutics/Akeso Janssen/93HFY BMS/ Systlmmun
Ivonescimab + Chemo Ivonescimab + Chemo Amivantamab Amivantamab lza-bren Post any TKI &
Tk (n=Y &) Chemo : (n=219) Chemo : +Lazertinib MET+ (n=33) 2.5 mpk chemo naive
........................................................ (n=219) I (n=161) MET+ (n=37) e (n=121) (n=50) .
ORR 45% 34% 50.6% 43% 33% >62% 66%

(confirmed 49%) (confirmed 56%)

16.871€ 1470 17171 14.570
.................................. 07908
.............. 50%422%615%491%
.............. 28% 151%41%252%
73% 5% ............................... 5 6% ............................. 2 5% ..............

A& @ J&J, ELCC2025, 834, Clinicaltrials, nejm.org, SKZ#H
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PALOMA-2 Study : Y% CIx[Q!

)

Key eligibility criteria
for Cohort 5
(N=77)

« Treatment-naive,
locally advanced or
metastatic NSCLC

+ Documented EGFR
Ex19del or L858R
mutations

« If brain metastases are
present, they must be
stable?

« ECOG PS score of 0 or 1

N

PALOMA-2 Study :

Amivantamab SC Q4W
+

lazertinib

Prophylactic anticoagulation recommended
for the first 4 months of treatment

Dosing (in 28-day cycles

Amivantamab SC®:

Subcutaneous abdominal injection with a Q4W dosing regimen of
1600 mg (2240 mg if 280 kg) weekly for the first 4 weeks, and
3520 mg (4640 mg if 280 kg) Q4W thereafter

Lazertinib: 240 mg orally daily

oFd 2t

Most common TEAEs (220%), n (%)

Cohort 5 (N=77)

Associated with EGFR inhibition

Paronychia
Rash

Dermatitis acneiform

Stomatitis
Pruritus

Diarrhea

Associated with MET inhibition

Hypoalbuminemia

Peripheral edema
Other

Increased ALT

Increased AST

Dry skin

All grades Grade =3
56 (73) 4 (5)
45 (58) 9 (12)
31 (40) 6 (8)
29 (38) 3 (4)
26 (34) 1(1)
22 (29) 2(3)
49 (64) 4 (5)
28 (36) ¢}
25 (32) 3(4)
21 (27) 1(1)
18 (23) o

PALOMA-2 Study : 8} £4

Characteristic, n (%)

Cohort 5 (N=77)

Median age, years (range)
Female
Race
Asian
White
Other®
ECOG PS score of 1
History of smoking
Brain metastases
EGFR mutation type®
Exon 19 deletion
L858R
Adenocarcinoma histology

63 (31-80)

52 (68)

48 (62)
27 (35)
2 (3)
52 (68)
25 (32)
33 (43)

46 (60)
31 (40)
77 (100)

PALOMA-2 Study : VTE(ZUHHMTZ)

Prophylactic No prophylactic
anficoagulation anficoagulation
(n=67) (n=10)

Any VTE, n () 7(10) 3030 10(13)
Grae 23 0 0 0
Grade§ 0 0 0

Any VITE leacing fo any discontinuation, n (' 0 0 0

Grade 23 bleeding,n () (1) 0 (1)

A& : WCLC 2025 SKZ#H

At& : WCLC 2025, SK5H
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PALOMA-2 Study : Y% CIx[Q!

)

Key eligibility criteria
for Cohort 5
(N=77)

« Treatment-naive,
locally advanced or
metastatic NSCLC

+ Documented EGFR
Ex19del or L858R
mutations

« If brain metastases are
present, they must be
stable?

« ECOG PS score of 0 or 1

N

PALOMA-2 Study :

Amivantamab SC Q4W
+

lazertinib

Prophylactic anticoagulation recommended
for the first 4 months of treatment

Dosing (in 28-day cycles

Amivantamab SC®:

Subcutaneous abdominal injection with a Q4W dosing regimen of
1600 mg (2240 mg if 280 kg) weekly for the first 4 weeks, and
3520 mg (4640 mg if 280 kg) Q4W thereafter

Lazertinib: 240 mg orally daily

oFd 2t

Most common TEAEs (220%), n (%)

Cohort 5 (N=77)

Associated with EGFR inhibition

Paronychia
Rash

Dermatitis acneiform

Stomatitis
Pruritus

Diarrhea

Associated with MET inhibition

Hypoalbuminemia

Peripheral edema
Other

Increased ALT

Increased AST

Dry skin

All grades Grade =3
56 (73) 4 (5)
45 (58) 9 (12)
31 (40) 6 (8)
29 (38) 3 (4)
26 (34) 1(1)
22 (29) 2(3)
49 (64) 4 (5)
28 (36) ¢}
25 (32) 3(4)
21 (27) 1(1)
18 (23) o

PALOMA-2 Study : 8} £4

Characteristic, n (%)

Cohort 5 (N=77)

Median age, years (range)
Female
Race
Asian
White
Other®
ECOG PS score of 1
History of smoking
Brain metastases
EGFR mutation type®
Exon 19 deletion
L858R
Adenocarcinoma histology

63 (31-80)

52 (68)

48 (62)
27 (35)
2 (3)
52 (68)
25 (32)
33 (43)

46 (60)
31 (40)
77 (100)

PALOMA-2 Study : VTE(ZUHHMTZ)

Prophylactic No prophylactic
anficoagulation anficoagulation
(n=67) (n=10)

Any VTE, n () 7(10) 3030 10(13)
Grae 23 0 0 0
Grade§ 0 0 0

Any VITE leacing fo any discontinuation, n (' 0 0 0

Grade 23 bleeding,n () (1) 0 (1)

A& : WCLC 2025 SKZ#H

At& : WCLC 2025, SK5H
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FLAURA-2 Study : &4 CIAIR!

Patients with untreated locally

Osimertinib 80 mg (QD) +
pemetrexed 500 mg/m? +

advanced / metastatic EGFRm NSCLC N=557 carboplatin AUCS : M‘allnlenan:e
S~ a osimertinib 80 mg (QD) +
e metrexed 500 mg/m? (Q3W)
Key inclusion criteria: (Q3W for 4 cycles for pe v
platinum-based treatments) Follow-up:
+ Aged 218 years Stratified by:
) Race + RECIST v1.1 assessment at 6 and
+ Pathologically confirmed sian Chinse | 12 weeks, then Q12W unfil RECIST
e - Treament beyord PD allwed perinvestigaor dscreton = vi.-defined radological PD
+ Ex19del / LB38R (local f cenlra test) R + Sunvivalfollow-up for Q124 unti
« WHOPSO/1 ﬁ)ps J data cut-off for the planned final
/1) 0S analysis
+ Stable CNS metastases were allowed
+ Brain scans at baseline Osimertinib 80 mg (QD)
(MRI/CT; mandatory)
FLAURA-2 Study : 2t%d Axt
"
Since the primary analysis (>2 years additional follow-up): Most common AEs
) Anaemia Il = 1
No new safety signals observed
) ) o ‘ ‘ Diarrhoea H | 43 42 | <t
AEs leading to discontinuation of osi remained low Nauses ; lIEI
No new treatment-related deaths observed with osi + CTx :
(vs 1 with osi mono) Docrasad ppelts : 2 !
Constipation “ 2 |
Rash | = 2
Osi+CTx  Osi
AE summary ;-.Lzmx (:L??:]n Fatigue | DR
AE any cause, n (%) Vomiting | R
Any grade 206(100)  269(98) COVID-19 [ [
Grato 23 W) ) Stomatiis o= “
Serious 126 (46) 75(27) Parenychia 1 | 25 27 <
QOutcome of death 22(8) 10(4) Neutropenia Osi + CTx 3 nIE] 1 0Osi mono
Considered possibly relted lo breatment 5(2) 2(1) Neutophil count decreased E St el H e
Leading o discontinuation of osi 3412) 2007 ALTincreased [l Grade s 2 IIEI 1
Leading to discontinuation of pemetrexed 137 (50) NA Dry skin Ta | s ]
Leading to discontinuation of platinum 46 (17) NA &0 W0 2 0 2 0 &0
Patients with AE (%)

Atz : WCLC 2025 SK5#

FLAURA-2 Study : 28X} £

Characteristic, %*

Osi +CTx Osi mono

(n=278)

(n=279)

Sex: male / female 38/62 39/61
Age: median (range), years 61 (26-83) 62 (30-85)
Race: Asian Chinese / Asian non-Chinese / non-Asian / missing’ 25/39/35/<1 25/38136/1
WHO PS: 0/ 1% 37/62 37/63
Smoking status: never / current / former 67/1/31 65/1/33
Histology: adenocarcinoma / adenosquamous / other 99/1/1 99/0/1
EGFR mutation type: Ex19del / L858RS 61/38 60/38
Locally advanced / metastatic 5/95 3/97
CNS metastases present at baseline 42 40
Baseline tumour size: median (range), mm 57 (10-284) 57 (11-221)

FLAURA-2 Study : 8} £2F ¢

2t

Patients randomised |
N=557 (FAS)

Treatment not received
n=6

Patients dosed |
n=551 (SAS)

Osimertinib + CTx*
n=276

Ongoing treatment at DCO, n=76 (28%)™*

Osimertinib, n=76 (28%)
Pemetrexed, n=12 (4%)

Osimertinib mono
n=275

Ongoing osimertinib at DCO, n=49 (18%)*

Discontinued all treatments, n=200 (72%)

Osimertinib, n=200 (72%) Pemetrexed, n=264 (96%) Osimertinib, n=226 (82%)
Progression, n=127 (46%) AE, n=139 (50%) Progression, n=185 (67%)
AE, n=34 (12%) Progression, n=49 (18%) AE, n=20 (7%)

Patient decision, n=16 (6%) Patient decision, n=37 (13%) Patient decision, n=7 (3%)
Other, n=23 (8%)5 Other, n=39 (14%)% Other, n=14 (5%)5

Discontinued

At& : WCLC 2025, SK5H
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FLAURA-2 Study : PFS A=t

Investigator-assessed PFS: HR=0.62 (95% CI: 0.49, 0.79); p<0.001 Osi+CTx  Osimano
(Events | (Events /
Subgroup patients) patients) HR (95% CI)

0.62 (0.49, 0.79)

. 0 ) Stratified log-rank ~ 120/279 166/278
Medlan PFS, months (95 A) CI) All patients 0.62 (0.49,0.78)

Unadjusted CoxPH 120/ 279 166/278

i :
1.0 205 =

si+CTx  25.5(24.7,NC) Sox Male 511106 73/109 —l— | 0.54(0.37,0.77)
" 08 ’ Asian Chinese %171 43169 —— 0.49(0.30, 0:81)
E: 57 Race* Asian non-Chinese ~ 54/107 65/107 —a—L 0.76 (0.53, 1.09)
0 06- 0 Non-Asian 00101 58/102 —— ! 0.55(0.37,083)
E EGFR mutation Central 52121 67/119 I—I—:| 0.73(0.51,1.05)
a 0.4 testmethod | gcql 68/158 99/159 i 0.55 (0.40, 0.74)
3 Age at <65 years 734 97/166 —l— | 0,59 (0.44,0.80)
2 screening 265 years 471105 69/112 —a— 0.68 (0.47,0.98)
R 021 : i smokng  Yes 43791 57197 ——! 0.63 (0.42, 0.94)
history” o 71188 109/ 181 = 081046,08)
0 | I T i l | I , I I I 1 [ecrr Ex19del 65/172  94/169 —— 0.60 (0.4, 0.83)
0 3 6 9 12 15 18 21 24 27 30 33 3 |Mmutationtype’ |g5eR 55/106  70/107 —— | 0.63 (0.4, 0.90)
Time from randomisation (months) WHO PS 487101 571102 — 0.79(0.54,1.16)
. 72/178 109/ 176 —— | 0.53(0.39,0.72)
No. at risk CNSmets  Yes 52/ 116 79/110 —— ! 0.47 (0.33, 0.66)
W279 254 241 225 207 187 165 133 84 42 21 3 0 |athaselne oIS &7/18 '—H 075055, 1.09)

W28 246 227 203 178 148 119 94 67 48 21 1 T A A

< —

Favours  Favours
osi+CTx  osi mono

Ab& : WCLC2025, SKEH
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FLAURA-2 Study : OS &3}

. . . No. Events / Median 0S,
Median OS with osi + CTx was 47.5 months no.patients (%) morths (6% C)
[ Osi+CTx  144/219(52)  475(41.0,NC)
10+
2 years B Osimono  171/278(62) 376(332.432)
HR(95%Cl) 0.7 (0.64, 0.9); p=0.02
0.8
7]
4
90.6- I years
g : 49%
.
2 04 | I
E I I
| | |
| I |
024 | | |
I | |
Median follow-up (censored patients), months (range): : : :
Osi+ CTx 512 (0.2-604); Osi mono 51.3 (0.1-60.1) | | |
Wr—TT7T7TTT T T T T T T T T T T T
0 3 6 9 12 1B 18 21 24 27 30 33 3B 39 42 45 48 51 S5 5 60 63
ok Time from randomisation (months)
.. 219 267 258 253 245 240 236 226 218 202 196 183 170 158 143 123 105 il 36 16 1 0
. 218 267 260 257 252 245 9 214 195 180 165 152 137 13 118 103 93 81 38 16 1 0

D. Pianthard. i rapy Versus Osi
FLAURAZ Final Overall Survival

Data cut-off 12 June 2025

Tickmarks

data. A bwo-sided puzluzof-

analysis

(Cl, confidence interval; CTx, chemotherapy; HR. hazard ratio; mano, monatherapy; NC, not cakcutable; OS, overall survival; osi, osimertini

b

Overall survival across subgroups

Qsi+CTx Osimono
Sibgroug vt patens) Evens e HRO8H )
e Sellgak W8 M i 0T 051,08
e et WIZE MU —— U 051,08
w e B T — 0B 080,117
Fende T —— 071 055,08
lsnCinee i B/ ——y U (4,12
Ras sadiee BT G0 —— 1007, 14
Non-Asian & 61102 —— 056(0.39,082
‘ Cerd Bt T — 081 058,114
EiRln s el | nB e —— 0715408
, By f0iine %16 —— 076053,099)
T W1k 11 — ws12)
. e Il Iy — 08057, 12)
gl
gl o — 07 056,03
‘ B B W m—— X
Rl g B W — 005,107
s 1 i B0 — W05 1)
1 a6 ——i 0T 056,05
Vs M i —— R0
LAt ) BB QI —— 07 057,10
| | | |
0 B 1 2 3

Favours osi + CTy ¢—— ——— Favours 05/ mono

A& : WCLC2025, SK5#
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[2f3] FLAURA-2 Study 8 A1}

FLAURA-2 Study : &4 CIAIR!

Patients with untreated locally

Osimertinib 80 mg (QD) +
pemetrexed 500 mg/m? +

advanced / metastatic EGFRm NSCLC N=557 carboplatin AUCS : M‘allnlenan:e
S~ a osimertinib 80 mg (QD) +
e metrexed 500 mg/m? (Q3W)
Key inclusion criteria: (Q3W for 4 cycles for pe v
platinum-based treatments) Follow-up:
+ Aged 218 years Stratified by:
) Race + RECIST v1.1 assessment at 6 and
+ Pathologically confirmed sian Chinse | 12 weeks, then Q12W unfil RECIST
e - Treament beyord PD allwed perinvestigaor dscreton = vi.-defined radological PD
+ Ex19del / LB38R (local f cenlra test) R + Sunvivalfollow-up for Q124 unti
« WHOPSO/1 ﬁ)ps J data cut-off for the planned final
/1) 0S analysis
+ Stable CNS metastases were allowed
+ Brain scans at baseline Osimertinib 80 mg (QD)
(MRI/CT; mandatory)
FLAURA-2 Study : 2t%d Axt
"
Since the primary analysis (>2 years additional follow-up): Most common AEs
) Anaemia Il = 1
No new safety signals observed
) ) o ‘ ‘ Diarrhoea H | 43 42 | <t
AEs leading to discontinuation of osi remained low Nauses ; lIEI
No new treatment-related deaths observed with osi + CTx :
(vs 1 with osi mono) Docrasad ppelts : 2 !
Constipation “ 2 |
Rash | = 2
Osi+CTx  Osi
AE summary ;-.Lzmx (:L??:]n Fatigue | DR
AE any cause, n (%) Vomiting | R
Any grade 206(100)  269(98) COVID-19 [ [
Grato 23 W) ) Stomatiis o= “
Serious 126 (46) 75(27) Parenychia 1 | 25 27 <
QOutcome of death 22(8) 10(4) Neutropenia Osi + CTx 3 nIE] 1 0Osi mono
Considered possibly relted lo breatment 5(2) 2(1) Neutophil count decreased E St el H e
Leading o discontinuation of osi 3412) 2007 ALTincreased [l Grade s 2 IIEI 1
Leading to discontinuation of pemetrexed 137 (50) NA Dry skin Ta | s ]
Leading to discontinuation of platinum 46 (17) NA &0 W0 2 0 2 0 &0
Patients with AE (%)

Atz : WCLC 2025 SK5#

FLAURA-2 Study : 28X} £

Characteristic, %*

Osi +CTx Osi mono

(n=278)

(n=279)

Sex: male / female 38/62 39/61
Age: median (range), years 61 (26-83) 62 (30-85)
Race: Asian Chinese / Asian non-Chinese / non-Asian / missing’ 25/39/35/<1 25/38136/1
WHO PS: 0/ 1% 37/62 37/63
Smoking status: never / current / former 67/1/31 65/1/33
Histology: adenocarcinoma / adenosquamous / other 99/1/1 99/0/1
EGFR mutation type: Ex19del / L858RS 61/38 60/38
Locally advanced / metastatic 5/95 3/97
CNS metastases present at baseline 42 40
Baseline tumour size: median (range), mm 57 (10-284) 57 (11-221)

FLAURA-2 Study : 8} £2F ¢

2t

Patients randomised |
N=557 (FAS)

Treatment not received
n=6

Patients dosed |
n=551 (SAS)

Osimertinib + CTx*
n=276

Ongoing treatment at DCO, n=76 (28%)™*

Osimertinib, n=76 (28%)
Pemetrexed, n=12 (4%)

Osimertinib mono
n=275

Ongoing osimertinib at DCO, n=49 (18%)*

Discontinued all treatments, n=200 (72%)

Osimertinib, n=200 (72%) Pemetrexed, n=264 (96%) Osimertinib, n=226 (82%)
Progression, n=127 (46%) AE, n=139 (50%) Progression, n=185 (67%)
AE, n=34 (12%) Progression, n=49 (18%) AE, n=20 (7%)

Patient decision, n=16 (6%) Patient decision, n=37 (13%) Patient decision, n=7 (3%)
Other, n=23 (8%)5 Other, n=39 (14%)% Other, n=14 (5%)5

Discontinued

At& : WCLC 2025, SK5H
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Lung Caner(H%)

~15% ~85%
SCLC(Small Cell Lung Cancer, 2AIZH|2f) NSCLC(Non-Small Cell Lung Cancer, H| A ZH2})
~30%
> SN A =5 | |
> S50 3% & Squamous Cell Carcinoma Non Squamous Cell Carcinoma
> CHE H7|2 #23| To| (MG ) (H] HYS TN ZS)
Ad M= SR} 59 O[Ot
> &2 7t BAH5% 0|t ~15% | ~40%
> R EHAYIZHR | |
> L2 &Y . .
> A 0jT Fom Large Cell Carcinoma Adenocarcinoma
TE T EEER (CHMZ2) (MYF)
o Y| & | AlzSH
| a7 o) X2 2R 5yr OS > A HY 4~10% L4 > Od) HIS AL LAY
" . > HE Szt To|7t EH > 37|17} 2A|2HHo| HE
- cm 80%L12l > YT LE > SEYILE
B 3~4em oY Mol ¢S 2RSS S
xS
2A 4~5em (+/-2EQY §¢
27| 50%LH2l
2B 5~7cm HE 2oy ol
F25 gmw Fo| + Chemol A 212
37 4 5~7cm 250 8 9| 41 ) AL 20~30%
47| Zem Ol%f o™ TO|+ CHE B7| 2 To| WEAY 10% 0|2t

At : DHHRLE2H Y, AIFALR, lungcancercenter.com, SKE# 58
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10 164 Parkinson's Disease Therapeutics Conference (I} 128 x| 28t%) 0=, &2
108 17€~20Y : Annual Meeting of American Neurological Association(O|= 217%%]) i O], MC|of|xn

2 ; ; XEZIH10E13Y
108 17¢~21d ESMO(European Society For Medical Oncology, &2 & YU HEL 00A| 2|71z4HIo| 2, THI|2kE, X|oto]o| L H|o| ¥
108 242 ~29Y ACG(American College of Gastroenterology, Ol= £%}7| 8t3]) OF oA | A UY HAHO1F2H | (HK O|.=2MQ| O|= MELJARQI M|zt At &hH of|4f)

A2 10Y 13

10€ 22Y~26Y EORTC-NCI-AACR AEAX A Oj= EAH 574108 158 HZLO|

QI 124

ESMO &7t =LH 7|Ye| 8 mo|zatel

e

2|718o]|

LCB71(ROR1ADC)

LCB14(HER2 ADC)

éo Novel EZH1/2 Dual Inhibitor, in Patients with Advanced or Metastatic Solid Tumors: Initial
Results from a First=In-Human Phase | Study

éKeynote-GO8i An Open-label, Multicenter, Dose Escalation and Expansion Phase 1/2 Study
‘of GI-102 (CD80/IL2v3} in advanced solid tumors (Part A and D of GII-102-P101)

‘A Phase 1Dose Escalation Trial of IKSO14, a HER2-Targeting Antibody Drug Conjugate
{ADC), in Participants with Advanced HER2+ Solid Tumors

EFS—1502 combined with serplulimab in patients with HER2 expression, locally advanced or
‘metastatic gastric or gastroesophageal junction adenocarcinoma (GC/GEJ): An open-label,
FS—1502|npof|enfs with HER2 expression, locally advanced or metastatic gastric or
‘gastroesophageal junction adenocarcinoma (GC/GEJ): An open-label, multicenter, phase |l

‘A phase 1b trial of CS5001(ROR1-ADC) as a single agent and in combination with systemic
‘therapies in patients with advanced solid tumours and lymphomas : &4 C|X}Q!

At : AIRALR, ESMO 2025, SKEH
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 APB-AB3(IL-18)

M GI-102(+7|E2C}

: VRNT1(4AICH EGFR) .

1 P O
VRN1O(HER2)
OLX702A(MARC1) X 26 24 FHA|of| [HE Yzto| -2| OtUAE 23 I|CY EEPE'—‘MF Uzto| 2|
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