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Short and Rigid Linker E3 ligase Ligand

Zt&: Qiao-Hong Chen(2024.02)



TPD 7|=2| S8 X &%

= PROTAC 7|¢gt 4lof mojZafel &2k : o 2|g, g L A71HS Aot 2|2
= M2 7| H1: Bispecific PROTAC, 253 PROTAC

= MZR E3 2|70tA| &= L Ef2l CHast

= 03O 2|22 32

= PROTACS| ef2|8t 714

= TPDE ADC 7|H 22 35t DAC(Degrader Antibody Conjugate)2| 7HE0| EetstA| 21

o
N

TPD A% MY

b
(o) CAGR 32%(2024-2035)
8 ,
BSERDs
- PROTACs 0.94
m Molecular Glues l
a g N :
> =
4 - _—
3 -
2 -
,.m 1 | | |
2024E 2025E 2026E 2027E 2028E 2029E 2030E 2031E 2032E 2033E 2034E 2035E

i

Zt&: Roots Analysis, RRIEZ=



DAC(Degrader- Antibody Conjugate)

n
O
>

I
o
:Iog
>
odt

HEHH): BHo2 YAS S5 PROTACS T 22 #X|0] ZB3H= M22 7110|942
- Y2 A BY S0/ M

- TPDO| Z0§ 24I7} BH0| S0|42 ZEHEH AHHICH SHH-242 B (AD)Y

- S40| 25 ADC HO|ZES SHHAZ CHAIFIH 4T B50| BE B4 4 9IS

- ZYNZO|B SOHO2 HHAES HLBH| TR0| 7|Z SHHALCt Meto| Hoft

DAC &£ DAC & 7|
Degrader-Antibody Conjugate (DAC)
. - - DAC binds to antigen of
AntlbOdy cancer cell
u l N ! !
Antigen PE4 Endosome/Lysosome
T T —K}_ DAC is internalized T
- into cancer cell \.\
f \ r Degrader drug is released
Cancer cell L A
E3 ligase transfers ubiquitin ‘
i to target protein
Cullgen's e T Degrader drug
E3 i Degrader drug binds to
Targeted Ubiquitinated target gase target protein and E3 ligase
Protein protein is sent to P S
Degrader . . proteasome
9 Disease-Causing
Protein Ligand Proteasome
Protein target
Degrader-Antibody

Conjugate (DAC)

Zt2: Cullgen
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TPD partnership

Big Pharma 47| (Al7t22 >$20bn)

TPD & (@1F) 7Y (A7+& 2 <$5bn)
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TPD MEY HZ g

_— O

20154 o|= 217H2| HjmiOret 3004712| HfO| &2k oF 547Y, $53bn w#22| HO| 2| &

= 20159 108 AAE(242] 100% At2AHO] Arvinaset 2 2to]dld & Aok 4|2

= PROTACAISf 2SO0 A 14 227 7HAl=t=|E 2022 O|= 2t0|dlY € &

OlN

» Eqp/AEE]L BMS/ZH, SH0|2/A1M S0 5719] 2toldld E AE=Z Vg 2t RAESS 2Y

= 20240|= LB L C|AT S TPD 2}0|AlAl Ef &

= Arvinas 7, C4 Therapeutics 671, Nurix 5, Kymera 34, @& E|2HEE] 2749| 2t0|MA & A&

GI= TPD DHEL|A HIZ 38 YTiolE TPD MEY H|Z 24
Ca)) @)
: 81 7 7
16 14 7 4
14 - 13
61 5
12 A . 5 |
10 1 47 3 3 3 3
8 - 7 6 3 - 2
6 5 2 4
4 - 3 " I
O ’ T T T
24 1 1 1 I = Lo = o =) a
o F'(_J 5 =J E" <_| 5_' H [V2)
O ’<- T - T - T T T T T T T éj'-lz 1|___J E @ % ;_, I'L\_m I‘J':.J; %‘ﬂj E‘<H_ E
2015 2016 2017 2018 2019 2020 2021 2022 2023 2024 RS & H <
(YTD) ol ©
ZtR: 2 AL QREZIZH A& 2t AL RAUSASH
T s B U442 g FAG EUE B A42 EA

s



TPD partnersh

Ip

EEE N
1 2015.10
2 2016.01
3 2017.11
4 2018.01
5 2018.04
6 2018.09
7 2019.01
8 2019.01
9 2019.05
10 2019.06
11 2019.06
12 2020.01
13 2020.03
14 2020.05
15 2020.06
16 2020.07
17 2020.11
18 2020.12
19 2020.12
20 2021.07
21 2021.08
22 202111
23 2021.11
24 2021.12
25 2022.01
26 2022.02
27 2022.02
28 2022.02
29 2022.02
30 2022.04

A= 2k A RS

b B — B |
le=Y 7|&0|1
ROCHE(GENENTECH) ARVINAS
ROCHE C4 Therapeutics
ROCHE(GENENTECH) ARVINAS
PFIZER ARVINAS
GSK KYMERA
BMS(CELGENE) EVOTEC
ROCHE C4 Therapeutics
BIOGEN C4 Therapeutics
VERTEX KYMERA
BAYER ARVINAS
GILEAD NURIX
SANOFI NURIX
NOVARTIS ORIONIS Biosciences
ROCHE Vividion
SANOFI KYMERA
ELI LILLY SEED Therapeutics
ABBVIE Frontier Medicines
Boehringer Ingelheim Proxygen
SANOFI NURIX
PFIZER ARVINAS
ELI LILLY Lycia
NOVARTIS DUNAD
PFIZER RANOK Therapeutics
ELI LILLY Foghorn
BMS(CELGENE) EVOTEC
ASTELLAS FIMECS
AMGEN PLEXIUM
MERCK KGaA CELERIS Therapeutics
Bluprint Proteovant Therapeutics
Fead ezt

A5

TPD 7|40/ THEL{Y, M2H3 82 Aot 2|AE

AtZ2($mn)

300
750
350
830

150
415
1,070
795
2,345
2,555

135
2,150
800
1,055

22
2,400
1,635
1,324

1,680
15
100
500

652

rx
]
oy

70
110
45
55

135

150
10
55

22
650
35
24

300

20

($mn)

mo|majol

GS-6791(NK-0479)

KT-474

ARV-471

ALHZE=2016.01
TPD 7|4t Al

Pegasus™ 7|8t 25248t 2| 24
Human PROTAC®

ay

PROTAC® &8

TPD 7|8t &A= | 24|

PROTAC® &€&
PROTAC® €&

TPD Al S HZZ E3 2|7t0tY| &=
a molecular glue-based pipeline

B2 =A|

IRAK4 E5l14], 20| A 2o @l A=y

|AE§H

(i

STATG Ef2I 2 AS2
Allo-Glue™ &&
9l stol/oiolst x| HA T

=2 oo

IRAK4 23liA], ot=4 shd Y L OtED| T2 2

E3 2[7HA

—’F—%Zﬂ (E R) —.T-@H A|, ER+/HER2- &

CHAMP™ &£ SO"ODW
Gene Traffic Control® && SMARCA
L=ol0|H S AMEE|EHY et

toﬁi
J
o
= &

So =2

RaPPIDS™ &&

ZAF G2A/1 7 25hA e

Celeris One &2

2742] TPD 2|24

RLE
2500, @359 2 2=

*|5| A of the| &35

=



TPD partnership

TPD 7|01 IHEL44, W2

HY A% 2lAE

Z=zIAY 7leey 7|1&0|H A2 ($mn)

31 2022.04 Boehringer Ingelheim | CELERIS Therapeutics -
32 2022.04 J&J VantAl -
33 2022.04 ABBVIE PLEXIUM -
34 2022.05 BMS Amphista Therapeutics 1,280
35 2022.05 MERCK KGaA Amphista Therapeutics 1,044
36 2022.05 BMS(CELGENE) EVOTEC 5,200
37 2022.06 MERCK KGaA Proxygen 554
38 2022.10 BMS SyntheX 550
39 2023.01 24 ezt -
40 2023.01 BAYER Oerthbio -
41 2023.04 MSD Proxygen 2,550
42 2023.04 INCYTE BioTheryX 373
43 2023.05 Betta Pharmaceuticals C4 Therapeutics 392
44 2023.06 ASTELLAS Cullgen 1,900
45 2023.07 ASTELLAS PeptiDream 166
46 2023.09 PFIZER(SEAGEN) NURIX 3,460
47 2023.09 ROCHE(GENENTECH) = ORIONIS Biosciences 2,047
48 2023.10 ROCHE Monte Rosa 2,050
49 2023.11 BMS Orum Therapeutics 280
50 2023.12 PFIZER ARVINAS -
51 2023.12 MSD C4 Therapeutics 2,500
52 2024.02 BMS VantAl -
53 2024.02 Novo Nordisk Neomorph 1,460
54 2024.03 MERCK KGaA C4 Therapeutics 756
55 2024.04 GILEAD NURIX 15
56 2024.04 NOVARTIS ARVINAS 1,160
57 2024.05 Takeda Degron Therapeutics 1,200
58 2024.07 VERTEX Orum Therapeutics 325
59 2024.07 ASTRA ZENECA Pinetree 545
60 2024.08 EISAI SEED Therapeutics 1,500

|.§ 2 A} QRERZY

[Sy=]

T AML-EE 298 HYE MDS-240/YES 2T

; MCRPC- 01 HM| 28k 2t

rx
oy
o

($mn)

30
44
200

10
35
21
60
47
50
100

10

16

150

15
45

ojo|z=atel

CFT8919

BMS-986497(ORM-6151)

GS-6791(NK-0479)
ARV-766

CL:
Celeris One &8
E37HY =280t 2719| TPD Z2 13K #&
TPD 7|8k AMEZ| =2 A 7HY
Eclipsys™ &&
37K gef/HAS #2 TPD WY
(2018.05 #|of &to) L2 2H 5 7Y
AL G2 ZolA SHE E2E
ToRNeDO &
PROTAC & LIEH=4S A=A 7Y
Agricultural PROTAC®
0|37 EFZU THO| Zatel i
PRODEGY EUE &8
EGFR L858R ZalAll, H|AM|Z | 2 2| 24|
USMITE™ E}ZI TPD + E32[ZtE
PDPS 7|& &2
DELigase & & 74
Allo-Glue™ &£
QUEEN™ 28 &tet, 11338 2| 24| 7HY
CD33 E}Z GSPT1 &3afiA|. AML, MD
E3 ligase Z&4| 7
TORPEDO® && DACs JHe
0|37 EFZU IO Zatel i

A
o
et
el

22 H2HA| 2o HY
TORPEDO® €&, LA CHa 2o 2F 7H

(2019.04 A2k =) IRAK4 F3hA|, =
OIE2 U +~&X|(AR) 2o, mCRPC A 1/24 S

GlueXplorer® &2 &2 s |
TPD'® 28 2| H 374 ER N
AbReptor 28 EGFR £5fi| 74
0| 37K AIZEIS}, 2 Ef2U JH

ru

OII
mipaE
oX
2



TPD company- Biotech

AL 40Y, A|7HEH ~$3bn, 2020H0) Ot~ 4, 22 A4

7188

Kymera
Therpeutics

Arvinas

Nurix
Therpeutics

c4
Therapeutics

Evotec

Foghorn
Therapeutics

Monte Rosa
Therapeutics

Amphista
Therapeutics

Cullgen

2 EEH2HFE

AE2t

Ticker
A|71&24(10/8)

NASDAQ: KYMR
$2.77bn

NASDAQ: ARVN
$1.77bn

NASDAQ: NRIX
$1.42bn

NASDAQ: CCCC
$356mn

FRA: EVT
$1.15bn

NASDAQ: FHTX
$420mn

NASDAQ: GLUE
$307mn

Bl

B4

-

20244 114
43 o

7,000-2cH

Bl

Zt2: 2t At Clinical Trials, RIE2EH

Z:NSCLC-H|AMZI 2L AML-2A-24

Mzl

T
T

rh i

=2g
A%

2015
2020

2013
2018

2009
2020

2015
2020

1993
1999

2015
2020

2018
2021

2017

2018

2016
202401 %)

2018

i

F212}

od

Nello Mainolfi

Craig Crews

Arthur Weiss.
David Raulet

Marc Cohen.
James Bradner

Manfred Eigen

Cigall Kadoch,
Gerald Crabtree,
Flagship Pioneering

Nicolas Thoma 2| 3¢!

Alessio Ciulli
(Advent Life Sciences)

Ying Luo,
Jian Jin

olsF

ENEXIPLY

- Cemsidomide : CteHd Z4E, H|S A7 2 TZ Q4 14
« CFT1946 : BRAF V600 Mutant Cancers 24 14
+ CFT8919: EGFR L858R NSCLC* 4F 14

+ PanOmics, panHunter E-& 22} 2| AL g
- BMSeL et 2|24, MAERY 2 2| 23| & 7

» ORM-5029 : HER2 Ef2ll QHFof ol At
- ORM-1153, ORM-1023 : E}2 0|24
* BMS-986497(0ORM-6151) : CD33

* UP1002 : PLK1 E}Zl S+t2| 24|

- UP1009 : M|ZEF7| 2t T2l 21 SHFz| 24|

20 2To (=

* Gene Traffic Control® &8
= Elililly2t SMARCA4 =HHO| 2 2| =4 74

. QUEENW §.I-_g
* Roche®t &%, LIFAS A 24| /Y

* Eclipsys™ES2Z &

=20o

* MERCK KGaA2t gteh, A% 2| 24| 7ig

+ CG001419 : TRK 23|, D Aet1/24

>

ERZI AML* QA4

i}

Partnership

= Sanofi

- Pfizer
- Genentech (Roche)

= Sanofi
* Gilead

* Roche
* Biogen
- Merck KGaA, Merck

- BMS(Celgene, A12F #2 $5.2bn)

* Elililly(A2f w2 $1.68bn)

+ Roche(A|2F 72 $2.05bn)

* BMS
* MERCK KGaA

- OfAEIZIA

- BMS
= Vertex Pharmaceuticals

(o]
i
oot

kT o
o ot



TPD company- Big pharma

uimpo}

=

ofN

Pfizer

A
BMS

ECYIEL

otagatA

Sanofi

7|=4|& Hio| 28
Arvinas

C4 Therapeutics

Vividion(BayerO| @l4x)

Orionis Biosciences

Monte Rosa

Arvinas

Ranok Therapeutics

Nurix Therapeutics

EVOTEC

mphista Therapeutics
SyntheX

Orum Therapeutics
VantAl

SEED Therapeutics

Lycia
Foghorn
FIMECS
Cullgen
PeptiDream

Nurix Therapeutics

Kymera Therapeutics

Gilead Science

Biogen

Zt&: 2+ Af, Clinical Trials, RIS 23
*

I NSCLC-B|AM|ZTH L, AML-

Nurix Therapeutics

C4 Therapeutics
]

o
A
SHEsgH

gk

&, MDS-

ﬂlH

OlME 277, 210JA}, BMS, &2t0| 22|, At

Ay He
2015.10
2016.01
2020.05
2023.09
2023.10
2018.01
2021.07
2023.12
2021.1
2023.09
2018.09
2022.01
2022.05
2022.10
2023.11
2024.02
2020.11
2021.08
2021.12
2022.02
2023.06
2023.07
2020.01
2020.07
2019.06
2019.01

0|

o?ﬂ

==
g43E2

S0| TPD H}O|EIE
mjo| 2ol
ARV-471 (LA AEZE)

BMS-986497(0RM-6151,

CD33 E}2U GSPT1 =5HiAl)

KT-474(IRAK 23HA)

GS-6791
(NK-0479, IRAK4 £35H1A)

TPD 7|2 A 7

o
E3 2/710kA & Se/BHst 2|2 B4 I

Allo-Glue™ &&
QUEEN™ &&
ER+/HER2- S Q434
E3 2|7tOkA| 71 ¥ A
CHAMP™ &8 34| 7

DELigase &£

™M

Eclipsys™ &&
ToRNeDO &
AML, 212/ MDS 14
0|27} Ef mo| L 2|
TPD 718t NCEs(A 1 5t8t 22
LYTAC &&dll 2, 85 S
SMARCA4 =S¢ R0
RaPPIDS™ &&
uSMITE™ EFZI TPD + E32(ZtE
PDPS 7|2 28
STAT6 EF2I 2

Shs4d I (HS), OLET| T2 H(AD) Y4

201711 Aok &, &4 $650mn
2019.01 Al<f &, &4 $900mn
Ma= $135mn
$2,047mn(d=3 $47mn)
$2,050mn(MZ= $50mn)
$830mn
$2,400mn(dZ2 $650mn)

$3,460mn(MZ32 $60mn)

2022.05 AH|ef &3
£ $5,200mn(&=2 $200mn)

$15mn
$1,280mn (=2 $30mn)
$550mn
$280mn (&3 $100mn)
$280mn(Hd== $100mn)
$800mn(H==2 $10mn)
$1,635mn(MZ2 $35mn)
$1,680mn(MZ2 $300mn)
$100mn
$1,900mn(MZ2 $35mn)
$166mn(dE3 $21mn)
$2,555mn(Mg2 $55mn)

$2,150mn(MZ2 $150mn)

$2,360mn(M33= $45mn
,2024.047|9f &t T 3)

$415mn



TPD Y4+ mioj 2|9l oish

Company

Arvinas / Pfizer

Kymera / Sanofi

c4

Arvinas
Arvinas / Novartis
Cullgen

Dialectic Therapeutics

UL 14
(z2)

Foghorn

Accutar Biotech

Nurix

Kymera

C4 / Betta Pharma
Arvinas

BMS
2FH2HFE / BMS

XTI

Zt&: 2} At Clinical Trials, SRIE2ES#

=
=
=
=

Degrader (Z}0|Z2}Ql)

ARV-471

KT-474(SAR444656)

CFT-8634

CFT7455(Cemsidomide)

CFT1946

ARV-110

ARV-766
CG001419

DT-2216

FHD-609
AC682
AC176

AC699

AC676
NX-2127

NX-5948

KT-333

KT-253

KT-413
CFT-8919
ARV-102
ARV-393

CC-94676

ORM-6151(BMS-986497)

ORM-5029

QUAk 241 27H, A 1724 S7H, U 144 1274 0|4 Y 5

Target
ER

IRAK4

BRD9

IKZF1/3

BRAF V600
AR
AR
TRK

BCL-X |
BRD9

ER
AR

ER

BTK
BTK

BTK
STAT3

MDM2

IRAL4
EGFR-L858R
LRRK2
BCL6
AR
CD33

HER2

1: UM Z2 0| » A= primary completion 0| H Y, A5t 2= £2/ZCHel THO| 20l
2: 2% abb.- NHL, B|Z2|Z] 2IZZ; MM, CHetd 24-Z; DLBCL, 0|2 HOBMIE

2| o=
o—or

E3 Ligase

CRBN

CRBN

CRBN

CRBN

CRBN
CRBN
ol=74
CRBN
VHL
OIS 7H
OIS 7H
0I5 7H
CRBN

CRBN
CRBN

CRBN
VHL

CRBN

CRBN
CRBN
CRBN
CRBN
CRBN
CRBN

CRBN

NSCLC, HIAMZT 2 ALL,

Indications

o
ol
ox

M 2l
H O o—

MBS Synovial sarcoma, 222, AML-

il

2024.02
FDA |AEEzEH

2022.03
FDA 5|7{9|%F
2021.08
FDA 5|7{9|°t5

2022.04
FDA HAEE2Y

2024.08
FDA A EEzEH

2024.01
FDA THAEE2H
2023.09
FDA THAEE2Y
2023.06
FDA 3| 72|2tE

20254 414
Glo|Ef Sl

=

U4t 7|2t
2023.03~2024.11+
2023.08~2028.08~
2023.09~2025.02*
2023.11~2025.01~

Y128 E=
2022.03~2023.12

2021.04~2025.09~
2022.12~2027.03~*
2019.03~2024.11
2021.09~2025.12*
2023.07 £ 7HA|
2021.08~2023.11
2021.08~2023.12
2021.11~2024.04
2022.03~2024.03
2022.12~2024.12

2023.06~2025.07~
2021.05~2025.12*

2022.04~2025.12*
2022.05~2025.02~

2023.05~2024 .11~
202311 3H

ST Y
2024.02~
2024.09~2025.12
2020.06~2025.06*
2024.05~2027.02~

2022.10~2025.04~*

NCT number

05654623
05909397
06028230

06058156
05355753

04756726

05668585
03888612
05067140

04886622

04965753
05080842
05241613

05654532

05780034
04830137

05131022

05225584

05775406
05233033

06393738
04428788
06419634

05511844



=222 TPD 7|8 7 ¢

- 20241 9712 87} O[4te] TPD I IKL Hjo| &S 0| b2t

O FFLHE Arvinase Yo 24 2 SO0|H ARV-471 L 224 LIFTI0| Z2tI0f| M 7|Chof| B|2] ]| Rote REdS EH(2022.11)5tH =

ox
ol

@ Kymera Therapeuticse KT-474 4 24+ 211(2023. 09) 0|F 27| G|O|E{0|M RE/40| &91(2024.07)%! O|F FI} 4
® Nurix Therapeutics= NX-5948 QA 1AO|M 2 A1 2HH(2024.06)51H 7|72 AL =

@ C4 Therapeutics &= CFT 7445 2| 7|Cliz| O|5te| &4t G|O|E| E¥H(2022.04) O|F S&t

47H2] TPD 77 AH3 HIO|RES A|7HE 20] (2018~EA)

($bn)

557 ——3jzt

50 1 ——OILtA
EIPN

45 4 ca

40 -

3.5 A

3.0 1

2.5 4

2.0 ,1\

: A"
15 ; { "’A‘\

) Oy ‘
1.0 ~ V'A"“h'\j ‘.

0.5 4

00 T T T T T T T T T T T T
2018.09  2019.03 2019.09  2020.03 2020.09  2021.03 2021.09  2022.03 2022.09  2023.03 2023.09  2024.03 2024.09

2tZ: Bloomberg, SIE22H
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18EH

ofl2| A2t 7|Y: Kymera Therapeutics, Arvinas, Nurix Therapeutics, C4 Therapeutics
L &4 0|l 7|Y: 25H|2t+E



Kymera

Thera peutics Reinventing Medicine
(NASDAQ: KYMR)

7199 742
227} e o o o = 201640 AT, 2020EH0)| LIAL A2 AI7tEH
NR AOIE%) 141

$
e - PEGASUS Z2UZ'S 0|8310] TPD 7|20| HBE Ukt 24 Z9 A1}

mpo|Zalol KT-474 28

= B Aeh(Io|Zael 37H)2h & 2= A|(Tto| Zetel 27H) 7HE | HS

[

HIO| /A|2k Mdfia 02)368-6181_hskwon@eugenefn.com

#HAZIHS, 10/8) 43.04
_— KYMERA 60 7 7|oll2t B2tEElAUSD, 2 [ 400 _7{__9_ I[|'0|£E|'?_|
THERAPEUTICS 50 | NASDAQ INDEX CHH|(P, 2) a[ 350
a2 R - F 300 . KT-474(RAK4 EFZ): O1A} 2AF 20| MS IHO|Z2}0l Bt 2U5HOE
Al7H&2($bn/wbn) 2.8/3,723 PN 250 s© S v = EaEE
527 227K(6) 5327 0| f Y I I| T2 ShsAd SHAQ) BRI AMCI|Q 2E Tt 2 20244 QA}
2IA7HS) 96 ] M 150 2AF 27 G|O|E{OA] 242 23} 5101 5 QAL DAL BHCH Of| A E
B4 212 (2024E, %) N/A w_/’ﬁ 100 -” | 'IO'”-Ioo—| EJ—|’—||_—|— oo Zo—| Hoﬂo,zo 5|_
_%_%:rugi(%) 10 1 b 50 OI-|_|-7| E”OlE‘I _<I3_7H O:”%Sl
T el 22 e = KT-333(STAT3 E}Z): 2024E StEH7| AN 14 H|O|E EHHE Of| 42l
BAKER BROS 9.3 -
ADVISORS Stof TMHo| 2fQl
Z A1 (129) ($mn) 2022A 2023A 2024E 2025E = KT-253(MDM2 Ef2): 2024 AMA| 22t 23 k=2, 2025'F Y4 1
IjHon 47 79 59 68 A ADL R 0| Z Q1 gt mo| =219l
Fgol|e -161 -166 -241 -269
Mz&ole -155 -147 -214 -251
E7|&0| -155 -147 -210 -253 _
E|{Al Ol 24
EPS($) -2.87 252 -2.95 -3.30 MELY L 8
SUE(%) A2 A2 A2 A2 L4 H|Ok
u 7|=0[A
S o A A i Sanofi : 20201 A|2FF2 $2.15bn0 KT-4742 7|20
il 22 332 “1 7 = GSK, Vertex Pharmaceuticalste 22t 2016\, 2019'30j| THEL
EV/EBITDA (HH) N/A N/A N/A N/A AMEZ HZ3eL} oF2 HLIE H1t= Qs

Z}&: Kymera Therapeutics, RIEASH
Z: 23| Bloomberg Consensus



Kymera Therapeutics: TPD 712 H}O| 2E! A|7}=H 12

Reinventing Medicine with Protein Degradation

= TPD ALY BO| & & AI7IZ 19
« MS IO|IRIOI0l KT-474% {22 HAZS 2| BH|2 U= Z1L SafA
= KT-474 L&k 24 ST OIO[E0M S84 2ot &2 Ol QA 24 S| /Y S
= 0] 2I0f HAAS 2| 24| TO|Za2tl (M U4) 271, YA THo| el 271(Ye 14) ER
Kymera therapeutics A|7t&2H & £II0[HIE 2}E
($bn) 2020.12 ASH 20200f|M 4 21¢ 2022.12 KT-4742| M A (HS), 2024.07 KT-4749| AA A Z7t
0|42l IRAKIMID, STAT3 %EHHI OIEI|I|2H(AD) 2tAt CHaf HIO|E{oM S Zat &l A4
45 7 HFOIEEM%QIQ%&@ 1AL QUAM A M 28 HO|E] &l = Y 7t53HE {8 HS, AD
E[[o]]=p-Tg:1 24 21 Alel 2 QAR ANS SHOYSHCH YR
4.0 |
35 | 2024.01 22 2 29I5t
30 | E% , pre-funded Y E
: Z $275mn #2)
2.5 -
20 - W‘,‘H WA
1.5 -
1.0 A 2021.10 KT-4742| AZSH 2| 2R} A
OIAI-‘]AI-()“H :I-Z-IZ-I |.§_|(|3_(|RAK4 —'—OH 3_|[|-|
0.5 7 96%, ALOIE 710l A% 9| D=2 Z/cH 97%)
OO T T T T T T T T T
2020.01 2020.07 2021.01 2021.07 2022.01 2022.07 2023.01 2023.07 2024.01 2024.07
ZtZ: Bloomberg, Kymera Therapeutics, S IEX=A



Kymera 219F HHO|Z2}Q0: & 2 MO Z2}Ql AreIof| 4| 7]= 0]

o 1HEGAE, A 18 270 (A, Y 271(BG2e Tio[2etel Ex

= & 0| ZatQl KT-474= A=T|0fA| 7| O|H, e 24 HIOIHE 2025E S0 oY

KYMERA Therapeutics 412k ojo| = a}ol

Potential
Indications

IND-enabling Phase 1 Phase 2

Immunology - Oral QD Small Molecule Degraders

IRAK4:  HS:AD. RA, Asthma, KT-474 - HS
IBD, others? KT-474 - AD
AD, Asthma, COPD,
STATé PN, CRSWNP, EoE, KT-621
others
Psoriasis, IBD, PsA,
TYK2 Lupus, others LA
Oncology
KT-333
HL, PTCL, LGL-L
STAT3* e y ’ Arm A: Lymphomas, Solid Tumors
CTCL, Solid Tumors Arm B: T-Cell Leukemias
KT-253
MDM2 Liquid & Solid Tumors Arm A: Solid Tumors/Lymphomas

Arm B: AML, ALL, MF

tZ: Kymera therapeutics(2024.08), S EAIESH
FHS-Shs4] M AD-OIEL| O£ H; RA-ROME|A AN, IBD-YS4 st
EoE-S47H Ale ) PsA- MM AN, cHL- A Z2|7] ZZF; PTCL- Z=

0.
0.
U
!
— 0

Upcoming
Milestones

Phase 2 HS & AD:
Expanding to accelerate
development?®

Phase 1 Start:
2H24

Phase 1 Start:
1H25

Complete Recruitment &
Phase 1 Data: 2H24

Complete Recruitment:
2H24
Followed by Phase 1 Data

OPD-2Hd T4l T 28t PN-2E 4 24F CRSWNP-B| F St ohd B|RH|SH:
MIZ ZLE; LGL-L- At 2fe B4 ey, CTCL- IR THE 1S

Rights

50/50 US
. sanofi
KYMERA

'KYMERA

KYMERA

'KYMERA

'KYMERA



KT-474:

o4t 24 M= mpo|zajol

20253 47| A4 244 H[0|E{ 371 of| M

= S A=AZE Y

=2 229 0|1F 7|

= Stz4 M4 (HS: Hidradenitis Suppurativa), OFE LA I|&

* Best-in class IRAK4 Z{afiA]: IRAK4AS =oli5t0] HA5| A A2 24 7|LIOHA| o gt AFHEE 7|5 255 A

S 2UE S+ UAS A=22 7|Y

* |RAK4(interleukin-1 receptor-associated kinase 4 : IL-1 & TLR & Sdff A=

KT-474 2t27|H

R Cytokines
: IL-1,11::48;
Agonists L33, 1L-36
¢ |
TLRs =

S
& 1
.

Cytoplasm '

_\I MyD88
" R

~——— --—"

KT-474 IRAK1/2 Myddosome
TRAF6 /
Catalytick *Scaffolding
Th1/Th2/Th17
Inflammation

Zt&: Kymera Therapeutics(2024.08)
F: scaffolding 7|5 © 4= HEHO| 228 Chet 2A450] o 20| 20 2o =

= = St
45 283 4 T2 2l YIH 4ES

A (heterofuctional small molecule) &2} CHH2I 25|

B(AD: Atopic Dermatitis) S &2t 271 2 HY g9 2 A=2H=Z 71T S

N
&
oE
(]
_o'ﬂ
kJ
=
Q
ox
oifN
Mo n
02

i

Of715t= sS4l 1) EF2I CRBN E3 Ligase Ligand

J0|'

HSe AD 22} T E0jA £ 2ol &0l

Reduced IRAK4 in Skin Lesions of AD and HS Patients

0.3
2
Q
>
L —
=
¥ 8
<< O 02
e o
@ b
£32
v O
3E
i w)
c .S
@
(7]
=
0.0+
MAD
Healthy AD Patients ~ HS Patients ~ AD Patients ~ HS Patients
Subjects (Baseline) (Baseline) (Day 28) (Day 28)
(Baseline)
N 46 7 11 6 9
Mean 0.12 0.22 0.24 0.1 0.11 .

Zt2: Kymera Therapeutics(2024.08)



Kymera HH

2151 TEZ3|Q

278 26lA M2 e REEZ2|2: Complementary, First-in-class Mechanism
KT-474 KT-621 KT-294
IRAK4 1 IL-1R/ TLR Pathway STAT6: IL-4/13 Pathway TYK2:1L12/23/IFN Pathway

2H0j5t= A2 Master regulator of innate immunity with The only specific transcription factor responsible = JAK family scaffolding kinase required for Type q

scaffolding and kinase functions for IL-4/13 signaling IFS, IL-12/ 23 cytokines signaling
2H0|5t= A= HE2 Th1/Th2/Th17 Inflammation Allergic TH2(T Helper Cell 2) Inflammation Type I IFN / IL-23 Inflammation
2SS HS, AD, RA, Asthma, COPD, IBD, 7|E} AD, Asthma, COPD, PN, CRSWNP, EoE, 7|E} PsO, IBD, PsA, Lupus, 7|E}
Next milestone Y4 24 STSH Y TH53t 20244 5t8t7| 24 FHFIH: First in Human) 0] 2025 7| SR} £
Opportunity First-in -class &g S2st 278 254 FOMES} RASH 252 E7E 24| MESH A A2t FARS 7|5E 71 278 2oiAl

st e

Zt=2: Kymera therapeutics(2024.08)

Kymera Z1&

At=T|of 7| T O], 0l=2 50% &7

25| (Oral degrader) H

A N S A oY S

A2 22| ZEEZ2| 29| EFZ A|ZH(AALSE AHEE2| 2022E O£ 7|= $112bn)
Market Opportunity (2022 Sales)

$1B
$8B 7B

$10B

$16B $12B

. IRAK41: IL-1R/TLR pathway HS
Th1/17/Th2 biology

. IL-4/13 pathway
. STATé: Th2 biology

¢+ IL-23/IFN pathwa
B vk pathway -

PsO
Potential Indications
MS
RA
Lﬁ Kymera therapeutics(2024.08), RIS
RA-ROME|A ZHE A MS, IBD-ESH é”‘E'SZH PsO-71/4; COPD- 2Hd m4fld T2 & Asthma- 1Al AD- OLETD| I| 2 H; SLE- AAlY FHtY 2IA; HS- s Y



ARVINAS

(NASDAQ: ARVN)

HEO| /4|2 Halle 02)368-6181_ hskwon@eugenefn.com

s

e
Ao

™
1£(%) 33
I£(%) 57

6M
434
315

OfH|LEA(USD, Z)
NASDAQ INDEX CHH| (P,

2 [

12M
03
350

r 200

r 150

100

r 50

A2ZIH(S, 10/8) 25.78
Y2 ARVINAS INC @5
=4 OpH|LEA 50 |
A|7t&4 ($bn/wbn) 1.8/2,376 0 |
52 2|10I7H9) 53.08
Z|27H$) 13.57 S0
B 249} 8 (2024, %) N/A 20 gt
ZE2H(%) ol
VANGUARD GROUP 10.3
ECOR1 CAPITAL LLC 9.8 T
Z2421(128)($mn) 2022A 2023A
E'HzOH 131 79
ol -263 -402
HIZJOIQ! -251 -364
g71&0/9 -283 -367
EPS($) -5.31 -6.62
SUE(%) A2 A2
PER(EH) N/A N/A
ROE(%) -42.0 -60.0
PBR(HH) 3.2 4.2
EV/EBITDA(BH) N/A N/A

AtZ: Arvinas, RRISASH
Z: 2232|= Bloomberg Consensus

24.01 24.04 24.07

2024E
205
-303
-255
-255
-3.54
243
N/A
-42 .6
54
N/A

24.10

2025E
200
-373
-344
-347
-4.71
243
N/A
-71.0
139.8
N/A

Advancing a new therapeutic modality
to patients

719 7412
o $1.8bn
2ol ARV-471 ES

= 201340f| M2, 2018H0|| LIACH A

= TPD 7|=0| 48 4 3¢ S MY

AZE A7

0})1'

mjo|

= & 2=A NEO| HE

=9 mo|za}9l

* Vepdegestrant(ARV-471): ER+/HER2- S 2|2 4| QA 2~34+

2|_|0H 2024|_=| 2-?—J FDA ]IHAEEEHOE z|z—|

= ARV-393: QIAF 14 dose escalation

1

= ARV-102: LRRK2 EfZIQ| AMZAASZ| 2 A, UAF 14 dose escalation

WISEREEE

s

= S}O[R}: 2021 A4 24K (27| A= $650mn+ {7} OfYAE
$400mn+ A3t OILAE §1.0bn + A 2EAF 7% (22|01
+30%), Vepdegestrantol| Ciet 3& 7He/A st TEEHY 2| Z

= LHIE[A: 20243 4 ot 2 Al =8 4|(AR) EFZIC| PROTACS!
ARV-766 (e 2| 24)E ZE5t0 Y4 ARV-7 T2 240 Cf
off He 2 AdSE He| o], Ak 72 $1.16bn(upfront $150mn)



Arvinas AM75% & 57 OHHIE 2} E

20224 = Ao A0l O|= 7| ¥7t2| 2 = s5t=

= 2013H0f| 3, 2018H0|| LA M2 A|7FZH $1.8bn

=M% IO Z2tQlQl Vepdegestrant(ARV-471) o] = U HEHO| 4 34

Arvinas A|I7FEH U FIIO|HIE ZHE

($bn) 2021.07 3t0|2t2 ARV-4712]
7|20]d Aok 2 (ME2 6.5Y
23, OIUAE 149 &2l 12)

2023.12
HIHAHAEZE(ARV-471)
+EEASE Y Tbd S

2024.02
Y| M AERIE(ARV-
471)7t ER+/HER2 Z0|/d

© GOl &el(R= 2 U2 S 22X = FDA
2020.12 ARV-471 27 Thel ORR 42%, HAEEA 23
s o[ A1 4 27} ClO|Efo) A MPFS11.17H8)
best-in-class 7ts4
stol ARV-110 £t
o s o Brolz 2022.11 ARV-471
St 250| I
47 201900 ARV-1T0, ¢ 24 HolH
ARV-471 QAT 4 27| 7IcH Olpt
GIOJE{OIA P43t LjobA,
3 b5t O AR &l
2 - !
11 2022.03 AHTI| SERDs LA AERIE QJAF3AL
2022.04 247 SERDs Z|HHAEZE A4 AIj
> ER 25i1A| ARV-4710] CiSt £EX12}52| 221 7t
O T T T T T T
2018 2019 2020 2021 2022 2023 2024

2Zt2: Bloomberg, Arvinas, SIS



Arvinas History :

1M|CH TPD Hjo| 2]

Advancing a new therapeutic modality to patients

20198 PROTAC S22 QI7F CHAF A 14 21

20204 JH0IM 2HE S

20229 PROTAC HS22 24 34 21 Vepdegestrant(ARV-471)
20244 2202 AAE|SHA 215t 2|2 ARV-1022 QAF 1A A|2F

Arvinas HISTORY

Arvinas creates
first PROTAC®

First Phase 2 trial

Proof of initiated with
Seg?iersi tobcro'ss concept Vepdegestrant First Phase 1trial
Arvinas founded MRSt e is achieved for First PROTAC® with PROTAC® in
to turn protein AR and ER degrader Phase development for
degraders into PROTACE® 3 trial initiated neurodegenerative
patient therapies degraders (vepdegestrant) diseases

Arvinas' founder Arvinas creates First PROTAC®

Craig Crews first oral PROTAC® degrader
publishes first protein degraders clinical trials
paper describing for clinical trial initiated
PROTAC® evaluation First Phase 2
degraders trial initiated with
AR PROTAC®
degrader
The agents mentioned above are currently under investigation; their safety and effectiveness have not yet been established
IND, investigation new drug application; CTA, clinical trial authorization
A& Arvinas

Partnered with Pfizer to
co-develop and
co-commercialize
vepdegestrant

IND cleared
for BCL6 PROTAC® (ARV-393)
CTA authorized
for LRRK2 PROTAC® (ARV-102
- It neuroscience candidate)



Arvinas OfO| X 2}Ql: 4k 34+ ZisH

AU 3G 17H(SLA), L 14 27H(E Y, ElWE 41F 2, Yy Ch ool m2fel i
S}0[2t, LHIE| AL} 7|= 0| A| 9 2| 2

Eld HEAS 2 2H 2 PROTAC HB2=2 4o AlZ

Arvinas Al2F mo| 2|9l

Program Therapeutic Area / Indication Preclinical Phase 1/1b Phase 2 Phase 3

% VERITAC-2: vepdegestrant monotherapy 2L+ plvotal trial

Vepdegestrant | o W
(ARV-4T1) TS S O S O St
Global co-development/
co—comme.rc;‘:allzatmn Oncology: VERITAC: vepdegestrant monotherapy dose expansion (2L+)
partners wit ER+/HER2- Breast : ination wi [ (atirmocicli
Cancer TACTIVE-K: vepdegestrant in combination with CDK4i (atirmociclib/PF-7220060)
@Pﬁle" TACTIVE-N: vepdegestrant in neoadjuvant setting (to inform potential adjuvant plan)

TACTIVE-U: vepdegestrant in combination with ribociclib, abemaciclib and other
targeted therapies

TACTIVE-E: vepdegestrant + everolimus
ARV-393 (BCL6) Hematology | Phase 1 dose escalation

ARV-102 (LRRK2) RLEVEEETTEE) | Phase 1 dose escalation
L. 20+ programs, including
Preclinical Oncology and KRAS-G12D/V, pan-KRAS,

rograms Neuroscience Myc, HPK], Tau, a-
prog Synuclein, and mHTT

Additional Programs

ARV-766
U, NOVARTIS

2 Pending Health authority feedback on potential pivotal trial

b First line phase 3 trial in mBC will be either vepdegestrant + palbociclib or vepdegestrant + atirmociclib i\i Pivotal Trial
These agents are currently under investigation; their safety and effectiveness for these investigational uses have not yet been established.
ZtZ: Arvinas



ARV-471: First-in-class estrogen receptor -degrading PROTAC®

QlAF 34F 291 PROTAC: ARV-471 (Vepdegestrant, PF-07850327)

ER+/HER2- 204 R 2|2 AIYL $17bn22 23

HOALAEZEI BERE Y22 A2|&S AS 7|05t 20 4 Z2ak= 2025 &7 W= JHAIsHE A

o

O

QI VERITAC-2 A 2ot 23t
A

I A 34 213t 2 VERITAC-2 monotherapy trials

-2023.03~2028.05, N=560, 2024 A 11€& Primary completion : Topline data = 2024.4Q~2025.1Q &I

- Fulvestrant(OtAE21A|H|Zt, SERD, ._’5#2—1 OAEZU 83 ZoiA) 2F Blw A4 23 F, 22} 2| 24|

- SERD: O|AEZ2 A £84|2F ZE5H0] 8242 72 HSIE RE& UPSE O|2517| koLt 84| 712 RS0 Q|5 oty H0| A5t 7158
=

0

|-O

A5 2ollE. EHEASIE(HFY HFAEG'A injection)= Z|Z2| SERDZ 20179 110 FDA &9l

VERITAC-2 tH=2%, 22t 2|24 U4 C|AIQI (NCT05654623)

Study design for Phase 3 VERITAC-2
(Enrolling, NCT05654623)

Treatment (N = 560)

Vepdegestrant
Randomize 200 mg orally once daily
11
Fulvestrant
500 mg intramuscularly
Days 1 and 15 of cycle Tand Day 1 of subsequent cycles
Z}2: Arvinas



ARV-471: First-in-class estrogen receptor -degrading PROTAC®

Ak 34 =21 PROTAC: ARV-471 (Vepdegestrant, PF-07850327)

= QAN 34F 21 = VERITAC-3 combination trials
- 2023.08~2030.07, N=1,180, 2028 8& Primary completion
- palbociclib(2t0|2t, &ZFFE O|E2tA )t HEQHOZ 7|29 BEQ2 B (palcociclib + letrozole)2t Hlw A F, 12} 2| 24|

HE2Y 22t 2| 2H2 P& 1800M MY U 7282 YSe (2024 ESMO BC)

Efficacy benchmarks in CDK4/6i after CDK4/6i trials

Data below are not from head-to-head studies. Cross-trial data interpretation should be considered with
caution as it is limited by differences in study population and many other factors

Prior CDK4/6i 100% 100% 100% 100% 87.0%

Prior chemo for mBC 14.4% 125% 6.7% 0% 457%
Prior fulvestrant 0% 438% 16.8% 1.8% 80.0%

Vepdeg+ palbo P1bj
BioPER2 MAINTAIN3 PALMIRA* =1 5
o
Paiboffulvestrant Paibe/PC Ribo/ET after Palbo/ET HO:| -g-""' tél 2 ZI- ZI EZ-"i ODI AOI- 3 AOI. E'I ZI-?_I
after CDK4/6i after COK4/6i CDK4/6i after COK4/6i

Overall Response Rate
(Evaluable)? 13.7%
(n=73) (n=32) (n=35) (n=94) {n=31)

63.0%
Clinical Benefit Rate 12.4%
(Evaluable) — — — _—_ — Randomize 1:1
n= n=. n= n= n=
Open Label
11.2
. . 8.2-14.5
Progression-Free Survival 46 3_2 49 € )
Median (95% Cl), months (3.6-5.9) (3.6-6.0)
(n=111) (n=32) (n=60) (n=136) . (n=46)
TDaTIents With Measurable Oisease 5t baselne (two patients In the vepdeg + palbo Plb trial had an unknown ESRT status and both were Data presented

at ESMO BC 2024
kinase; mBC, metastatic breast cancer: ET, endocrine therapy: NR, not reached; PC, physician's choice endocrine ther.
May 2 2 Albanell J et al C\n’;anu-r Res 2023 4 Kalinsky K et al. J Clin Oncol 2023 % Llombart-Cussac A et al. ASCO 2023 ;(l,i Arvinas

At=Z: Arvmas

[44]



ARV-102: LRRK2 degrader

du3ae =M HE S

E|

()=

LRRK2: Leucine-Rich Repeat Kinase 2= ZAI0| 225t 82 MY 7|LIOIA|2H= 0|22 7}2I CHeizl

HN
rlo

A2 2YE, LRRK2 AAAH= THZlE A=A = JHE 5|10 US

LRRK2 S¢HO0|= OpZI&Hn 20|

[

A mo|Z2tol

- Denali Therapeutics/Biogen2 DNL151(BIIB 122): H}O| 20} 25 et = QAL 2

- lonis/Biogen< ION859(BIIB 094): HIO| A1t 55 7HEE = A 24+ 2138 &, ASO 7|A
A

* Arvinas= A& PROTAC LRRK2 degrader@! ARV-102 4k 14+

ARV-102¢ &9 of2{ 7o =& HS0| Che HYL0M B+ F0 = 85% LRRK2 =3l &2l
Arvinas PROTAC® deg raders can be >85% LRRK2 degradation in deep brain regions of cynomolgus
engineered to reach multiple regions monkeys after oral dosing
of the brain
200 4
- 87% 87% 89%
decrease decrease
.5 7 120 7 [l Cortex
° 2 [ Striatum
‘% ;’ 100 - [ Cerebellum
! Y
x 2
S =0
0
Cerebellum Vehicle 5mpk Vehicle 5mpk Vehicle 5mpk

Figure modified from Beuriat et al. 2022
At&: Arvinas L= Arvinas
Z: Cortex Hi=| A, Striatum M2, Cerebellum £k



Nurix
Therapeutics Blazing a New Path in Medicine
(NASDAQ: NRIX) 7194 7

o=
=5} ESTeS

NR APIE%) 163 462 944
HOPIE®%) 101 593 1172 = ‘DELigase Z2HZ'S &2

™ 6M  12M

20090] 28, 20200 LIAE & Al7HEH $1.4bn

=
TPD, TPE(Targeted Protein Elevation), DAC 7|& &

= P R=A, BY U 224 WY F

—

HAZIHS, 10/8) 22.00
F2Y THER APE'\L'JL;F(% 30 1 FUAERHREIAUSD, ) [ 350
29 7lojat ElatEEls 25 RN Al F2 mo|Zetl
A|7+&H($bn/wWbn) 1.4/1.903 20| 250 ‘
52% 2|17K($) 26.31 \ - 200 = NX-5948: & 1bet Sl M&F mo|T2tol, AL /=37 BMZ o
HA47KS) 422 " I/“V“ 150 MZQHB cell Lymphoma) 49! BH2H2 ChAF QA 218 2. 7|2 BTK
SR h VA R X RAo] L4 20| #0| CHo| A E B3 2ol
FEPH(%) 5 W o
U5 9.4 q 0
T.2% T2}0| 7.8 2310 2401 2404 2407 2410
ey U B
A 21 -
e 20024 2023 204 2025 + Z2]0{= AfojoiA: 2019 6O HELA A2, $2.345bn, A2
%oio|] 184 155 196 210 $45mn, 571 Bt2l S3E, 0 F 171 S B2 gy 1 A o
Hizolef -180 -144 -178 -205 . A discovery/AME 22! Jjgt &
Y7120/ -180 -144 -175 -200
EPS($) -3.71 -2.65 -2.82 -2.70 - Miﬂlt 20214 1%, HAZUE 2| 24| STAT6, HIS7H EFZ 27Y.
ROE(%) -55.8 -57.1 -75.7 -83.2 = 3l0|AF: 2023 921 DAC 7t &2l shoky 2=
PBR(HH) 1.9 1.5 7.0 6.2
EV/EBITDA(HH) N/A N/A N/A N/A

A2 Nurix Therapeutics, R2IEAZH
Z: 2% 2|= Bloomberg Consensus



Nurix A|7}ZcH 4l O|HIE R E.: QAF 1A =21 A 2 A

=

Leading the field of protein modulation

= 2020 ARz

= TPD 71 HIO| Q& Z A|7}3Z 39

= MS mo|ZatelQl NX-5948(BTK A{ah A, B-cell Lymphoma)2| 24t 14+ 37t C|O|E{0| M 34 Z2t & (CLL EF2Y ORR 69.2%)
= Z2|0{EA0|AHA(2019.06), AL=T|(2021.01), 210|2H2023.09)2F THE A | &

Nurix Therapeutics A|71&2 2 FIIO[HIE 2}E

($bn) 2021.01 AFI|Qf 2FA &2 2021.10 NX-21272| R/R BAM|Z 2023.11 FDAZF NX-21279] 2024.06 NX-59489|
StCHE TPD B4 574 7ot AHlef ot S At O et 1adollAM BMIZE 24 S St} CiAF AMed/284 ot gy
2.5 4 HEBEH ALFE M52 $77mn,  S90|5 Za} 2H0I(Z|CH BTK AUYTEE LA SEHAY HHSIEH SR} CHA e 1a/bAtel
OrAAE $2 5bn) 2l 90% =1t 2484 2o YH(ORR 69.2%)
2.0 +
2024.04
2023.09 20|22t oA 22[0|E, At}
1.5 A N ALt A A== oy eta/Ad
$60mn, OIUAE $3 .4bn)
1.0 1 A‘r‘UNV
0.5 +
0.0 T T T T T T T T T
2020.01 2020.07 2021.01 2021.07 2022.01 2022.07 2023.01 2023.07 2024.01 2024.07

2t2: Bloomberg, Nurix Therapeutics, S £2=#



Nurix I}O| Z2}Ql: BTKA{aHA]| A4 14 & &

= YY1 3H(E A, Y 1 Y oY 270(BF A, Y 671 (47 A, 270 HHAE) To|Eetel B
* Zo|O{EAIO[AL, AR, SHO|2te} 7| = 0| M A9 A2
= TPD, TPE, DAC 7|9 IO 2252 14

Nurix Therapeutics 412F ojo| 2ol

Discovery —
Therapeutic area Lead Op IND enabling Phase 1b

5948 3ol malgrances D
2127 BTz el maigrenes
NX1607 BB mmunooncoy [

Oncology
program

Multiple Undisclosed Undisclosed -

Multiple Undisclosed Undisclosed - ) GILEAD

Multiple Undisclosed Undisclosed - sanofi
DAC Multiple Undisclosed Oncology @ Pﬁzer

I&I program Therapeutic area nggg%{) IND enabling Phase 1b
NX-5948 Inflammation / autoimmune
NX-0479 / Rheumatoid arthritis and
TPD GS-6791 IRAKA other inflammatory diseases _ L(J GILEAD
Type 2 inflammatory H
STAT6 degrader STAT6 il [ > sanofi
Undisclosed Undisclosed Inflammation / autoimmune - sanofi
nurix TPD: Targeted Protein Degradation; TPE: Targeted Protein Elevation; DAC: Degrader Antibody Conjugate
At2: Nurix

[48]



NX-5948 : BTK Z{s}{4]|

BMIE o}d S B2 YL 14 2UA S

njo
40
[
B
|.|‘|
ol
uz
ol
rlo
02
7
_(?ﬂ
2
12
X
ol
b
R

BTK(Bruton’s tyrosine kinase)= BCR(B cell receptor), TCR(toll-like receptors) S2| A S HE
NX-59482 BTK Et2IGt T2Et, CRBN E3 2|70 2|ZtE2 74

NHL(H|ZZ|Z] ZZ=Z Non-Hodgkin Lymphoma) 2! CLL(2HY ZIT 1M 8BS  Chronic Lymphocytic Leukemia) SH0{| A 4=t LH2FA EH0l

2|27} 012§ CLLEAIZOA (01 20fl BTKASHA] U BCL2i 2|2 0|3 AL/22 CLLERD) LA WIS B2 \x.5048 7|2
- ORR 69.2%, 2.E 20| X|4E|1 YO0 227|7+0] LOASE 2£30| D AlBiEl= BhS &Ol

E3 ligase binder ° f\), Target binder

Ternary complex
l formation

. . . . ' = = = = = _ do i
NX-5948 Efficacy: Clinical Response= CLL2tA}0j| CH5H &+t &t =210l ORR = 69.2% Hmiiaian
;;(/_\\ Ubiquitin
CLL disease-evaluable patients? n=26 4 } 4
Objective response rate (ORR)", % (95% Cl) 69.2(48.2-85.7) ( o (
o — »
" Best response, n (%) E3 ligase 6(
CR 0(0.0)
60 PR/PR-L 18(69.2) 1 Polyubiquitination
sD 6(23.1)
40 Ly
PD 2(7.7) tf‘ Ubiquitin
20 “Patients without identified target lesion(s) at baseline are evaluated as disease-evalusble per iwCLL, while .
they may not be represented in waterfall plot; "Objective response rate includes CR + CRi + nPR + PR-L + PR
0 * P #
L 4

-20 L 4

v
-40
,,,,,,,,,,,,,,,,,, ,.i,,,I,,,,,,,,_,,,,,,_,,,_,,_,,,,_,,,,,_,,_,,,,,_,_,,,__,,__,,,_,,,,,__,,___,,,_,_,,,__,,___,,,_,_,,___,,___, Proteasomal
60 4 s . degradation
¥ 3 3
L/
o L ad

-80 4 Ongoing

Lymph node size
. % change from baseline in SPD of target lesion

S

=1
-

-

* Patient with Richter’s Transformation (RT) to Hodgkin's on biopsy  # Patients with CNS involvement at baseline 'ﬁ

] . s y . - PR
nunx SPD, sum of prm!u(ls diameters; CR, (n{v!plele Tesponse; cﬂ,wmp\elg resppme with incomplete marrow recovery; PR, partial response; nPR, nodular partial response; PR-L, partial Data cutoff: 17 Aoril 2024 11 PY

ZFZ: Nurix Zt2: Nurix



NX-5948: 7| £ 2| =4|SECl SE¢let

0%

$1= Aoll Ha}= LIEHE

BTK (Bruton’s Tyrosine Kinase) Z{3HA]|

HEE ESYMEH_ FDASY 2023042 mOpA} Zaru LS 3

Jm

[= =} oo o
Imbruvica CI-I-(DI_I'AO-I al:lIE__TLAO-l H—lH%Ei'tg)
ol= 2 H|7} (brutinib 2013 43 o=, J&J 2LA% QEME B EZ(mantle cell ymphoma First in class BTK {sHjA|
rutini) cemRs A (L)
Zus s 2017 25 oASeAMp 3R CLL, MCL, SLL A
CEEI Brukinsa 2019 13 #lo| 2 2928 CLL, MCL, SLL =S MEINS HO|Z2 Cj2(0)
=271 (Zanubrutinib) : = oTmEs . , =T U882 = 0l
Jaypirca } ol . p— R - _—
Arolmzt (Pirtobrutinib) 2023 2zto| e HZREY CLL, MCL, SLL 2 QB BTKASHA 0l Ciat LA
- Fenebrutinib - - At H3REE - A A =
Atz: 2t AL RREASH
BTK X|=A| 17+ g4t o= NX-59482 2E BTK ASHAIS2Ct 225t AHQI5 A4S LIEY
($bn) NX-5948 Demonstrates
Broad Preclinical Activity
10 7 wibrutinib S &
Acalabrutinib &P R & GI-50 (nM)
g - Zanubrutinib 0 ¢um Most potent
. .. NX-5948 cell killing
u Pirtobrutinib
Ibrutinib 1000
6 .o
o 2 -
= Acalabrutinib
SE 2000
4 A Zanubrutinib
Pirt ini
irtobrutinib 3000
2 A =
= 5 Vecabrutinib
0 é = Fenebrutinib 4000
2016 2017 2018 2019 2020 2021 2022 2023 Nemtabrutinib
5000

A2 2t AL QUSRS

rH

A= Nurix, RUEAS

[l



NX-5948 : 20254 pivotal trials A| 2}, E}Zl

20254 &

A siC|

o /|

= 20243 st [0 NHLEHAO]| Bfet =7t H[O]&] & Of

= 20249 ZEE Y 14 S HOE0)| 7[EiME 7|E 2 =AIS 2O fE 255 st |= 0l B

= 27} QIANO

oo

NX-59482 CLL 2| =0f|A E}2l 8t2

Annual
incidence

~7,600 pts*

~11,400 pts

~19,200 pts

"
nurnx

Atz Nurix

| 2

—

0gt

3L+ CLL

NX-5948
monotherapy

2L CLL

NX-5948
monotherapy

1L CLL

NEESEE NX-5948 + Ven
monotherapy

* Based on data for 3Land 4L only

£|0{0F g, CNS &

=

Post-BTKi/
post-BCL2i
(Fast Track)

Label expansion
opportunities

sHE2 =2 A2 0

202549 First Pivotal Study A|2} 0|4 @ Z2{EE /224 CLL 22} CHAOIM 121 & 22F 2| 24| 2 |abel expansion

o] 3|
1T0O. - L-O

Pivotal trials in r/r CLL

Monotherapy post-BTKi/post-BCL2i

(Fast Track Designation)
Single-arm and randomized controlled trial options

Pivotal trials in 1L/2L CLL

1L/2L monotherapy study

Randomized controlled trial

1L/2L fixed duration combinations
Randomized controlled trial

Source: Clarivate/DRG Landscape and Forecast Research Report NHL and CLL, April 2023

NX-5948 3t5t 7=
=N 0
[-N‘ NH
. 0
o}
HN  N= N
Ve

AtZ: Nurix

2



Nurix: DAC Tjo|Z2}Ql A0S 5

2l0|At(Seagen)®}t 2023 90| M2kA |5 (Strategic Collaboration) Z&

» £ 7|20 32 $3.4bn(upfront $60mn), THO 22FE| mid-single ~ low double digit % ZA

JECPXERUELES

* DAC(Degrader-Antibody Conjugate) H7171 e I 2

DAC7|2 4+t EFZ. MEdS 23}

FDA approved ADCs

Payload
ADC Payload MOA %
Mylotarg calicheamicin
Besponsa calicheamicin p / < .
Enhertu topoisomerase DNA damage y // N \~__
Trodelvy topoisomerase / \ --
Zynlonta PBD dimer / \
Adcetris MMAE - ADCs = DACs Degraders |
Kadcyla emtansine \ |
Padcev MMAE / /
Polivy MMAE Microtubule X \ L 4 y )
Tivdak MMAE inhibition [ \ A /
Blenrep MMAF - d
Aldixi MMAE
Elahere DM4
[ e — Antigen provides cell Degrader target and
Akalux | photosensitizer Other and tissue selectivity ligase expression
IR700 i provide cell and tissue
Adapted from: Senior, M. Cancer-targeting antibody—drug SEIeCtIVIty
conjugates drive dealmaking frenzy. Nat Biotechnol 42, 362—-366
(2024).

DACs provides multi-layer selectivity

AtZ: Nurix

Growing list of bifunctional

degraders in the clinic

Degrader Name Target Indication
ARV-102 LRRK2 Neurology
ARV-471 ER Oncology
ARV-766 AR Oncology
ASP3082 KRAS G12D Oncology

BGB-16673 BTK Oncology
CC-94676 AR Oncology
CFT-1946 BRAF VG00E Oncology
CFT-8634 BRD9 Oncology
CG001419 NTRK Oncology
DT-2216 BCL-xL Oncology
FHD-609 BRD9 Oncology
GT20029 AR Oncology
HP518 AR Oncology
HSK29116 BTK Oncology
KT-253 MDM2 Oncology
KT-333 STAT3 Oncology
KT-474 IRAKA Immunology
NX-2127 BTK, IKZF1/3 Oncology
NX-5948 BTK Oncology / 1&I
PRT3789 SMARCA2 Oncology




Nurix: Strong financial Position

2
= 7H$200mn LHQIZ GIRIHUH|E Exp5i S

2024'd 7| 71A] 22 £ OrdAES oF $450mn(4=23 $340mn)

Strong Financial Position R&D collaboration cashflow:

$452.5 million in cash and investments as of May 31, 2024 . Gilead: $45M upfront and $85M

« Cash runway to fund operations into H2 2026 in fees and milestone payments
earned to date

Sanofi: $55M upfront, $22M in

Cumulative Partnership Capital expansion option exercise, and
450 $13M in milestone payments
200 earned to date

30 Seagen (now part of Pfizer):

300 $60M upfront and $5M in
2 milestone payments earned to
20 date
15
10i
5 I I Nurix retains option for U.S.
0 profit share and co-promotion for

Pre-2019 2019 2020 2021 2022 2028 [UBEE six drug cgndldates across three
partnerships

Total payments ($ million)
© & © & ©

3 M Upfronts M Fees & Milestones
nurix

At Nurix, FUIFEASH



C4
Therapeutics OIAFRY

o= S SEAI
oo™ 'IT--?--LO-I E%!'E
(NASDAQ: CCCC)
719 712
25z} BT o -
NR 0 F T 2015201 S8, 2020501 425 S8, AVISH $478mn

A7 |1E(%) 50 330 2000

= ‘TORPEDP(Target Oriented Protein Degrader Optimizer) &’
HEO| /4|2 Halle 02)368-6181_ hskwon@eugenefn.com

= QO BEiA2tl B2 2AF H2A|et HIO|2E EoljAletl 22
Z7 —ZEM =
HAZIHS, 10/8) 513 0|F 7| ZoiAE HAIE
Iy C4 THERAPEUTICS CHBIERT RIS (USD 20
< NASDAQ INDEX CHH| (P, )
=29 C4 BH|2IEEIA 129 [ e = o THO| I 2}ol: 5FokA| mI0| I 2}ol KO
AlI7+Z&%($bn/wbn) 0.4/478 10 1 ﬂ L 500 T tolZatel: e molZatel 2%
e T 1 RN el = Cemsidomide(CFT7455): Q4 14 CIIMBAZ, 1]57|7l YT
= - ] 5 Py - -
BTS2l 8 (2024E, %) va 0] f v “\W”w’\“\- 300 4SZ, IKZF 1/3 target, 2022'd 42 A4t 14 27| Z3t 7|0} olst
FET 1 [ - CFT1946(BIDAC Degrad SHOIA, A 144
g —— oo 2 b 100 (Bi egrader): BRAF V600 Mutant &4, 4 14
MANAGE : ;
T T T | | I
Tt IVESTUENT co o o e mo i CFT8919(BIDAC Degrader): EGFR L858R H|AM LI 2 2|2 Q4
HON S 14 27|
Al O1 &
HAT|(12€) (A 2) 2022A 2023A 2024E 2025E OEUY 2 g4
”HZOH 31 21 29 29 = Roche: 20184 129 A2t 32d A|ZHHOL) Hxf 2A =
ej0]ef -130 -139 -118 -143 oche o 122 d53 52 AR 8452 S
A1|Z,_-IO|Ql -128 -131 -100 -136 . 14 129 M2k Si2d A2
g71&0(2 -128 -132 -104 -136 Biogen: 20184 123 A=A B A%
EPS(Y) -2.62 -2.67 -1.42 -1.64 = Merck : 2023 12, DAC ZHE: &3 A|2H, Ef2U 174
SUE(%) %3 23 23 23 ' '
PER(HH) N/A N/A N/A N/A = Merck KGaA: 2024'3 22 A 21 &=, Ef2U 204
ROE(%) -37.8 -49.5 -34.8 -75.9
PBR(HH) 1.0 1.4 1.5 2.1 * Betta Pharmaceuticals(China): 2023 5& , CFT8919 &= TH&
EV/EBITDA(HY) N/A N/A N/A N/A OfZt OFUAE $357mn + THO| 2 QFE|

At&: C4 Therapeutics, RUEASH
F: 22|+ Bloomberg Consensus



2022 48 A& MO X2kl CFT 74559] e 27| 21 &R = YA Roldof tiet 2=tdd A7]: 7187t 2 & ot&

20239 118 &R THo| X2l CFT 8634 7HE St

20234 122 Merck@}l 7|&0| Ak 2| &

20244 215 30% 4=

C4 Therapeutics A|7}Z2H 9! ZJ10|HIE }E

($bn) 2021.01 Z7E MonoDAC  2021.08 CFT74557¢ 2022.04 CFT74559| Cgty 24z,
CFT74552| okt 2|z Ced 23 22 et HIZ2(Z| EZZ Staf ChAF a1/24f
30 - YL12HOIFDAIND 59 FDA BFIMBO2 2|3 AMUST 220 228 L
Q0l0jet 25 =0l %4S)
25 |
2023.12 {3} D|27H @ 2024.09 V600X Z16HZ1I
2.0 1 H20| Cf5F DACs i 9|5t CFT19462] QAH AF 27|
MEHY AL HJZ(MHZZ Z 0t0f| A $$°J ‘?_Hdéélf
\s $10mn, OFYAE $600mn) FESH &S H0|5 el
1.0 4 Y
2021.06 EGFR L858R
Ad%”*—*. 230 A CFT89192]
0.5 A 222 QA H|0|E{ 2HE
0.0 T T T T T T T T T
2020.01 2020.07 2021.01 2021.07 2022.01 2022.07 2023.01 2023.07 2024.01 2024.07

Zt&: Bloomberg, C4 Therapeutics, SIEA=SH



C4 Therapeutics Ifo| = 2}9l

= A 14 3 (LA 27| THA| W =

= 742 ME To| 210101 Cemsidomide(CFT7455)2 CHEbA 242 H|S2|7] 2ITZ 2| 2H|2 A4
= CFR8919 2 H|AMEHQ EGFR L858R Ef2HIS 2 &2 Bettali|H| T+A o1zt

= Biogen, Roche, MSD S {2t MEHYS W IOl OF2] k= glg

C4 Therapeutics 412k mjo| = a}ol

Multiple Myeloma &

Discovery Preclinical

Cemsidomide IKZF1/3 Non-Hodgkin's
Lymphoma
CFT1946 BRAF V400 V00 Mutant Cancers
Mutant
CFT8919" EGFR L858R Non-Small Cell Lung

Cancer

Discovery Stage Programs Various Cancers

Autocimmune & Cancer 2 targefs

Cancer 2 targets

Collaboration Programs

Cancer I target

Autoimmune &

Neurological 2 targets

Llicense and collaboration agreement with Betta Pharmaceutical for development and commercialization in Greater China; Delivered development candidates t

Zt&: C4 Therapeutics

Early Phase

14

Late Phase

Development Development

Merck KGaA

Darmatadt, Germany
€9 MERCK
[T 2

Biogen

o Biogenin Q1 2024 and Q3 2024



Cemisidomide(CFT7455)

20229 42 AACROJIA] QA+ 1A 271 O|O|E| BHRE, 2024 S)R| 2F EFM (dose exploration) 22 0|

= [FZ1/3 ERZL: E X M2 25t 2 R2[0)| Y Ml JehS St 22| =0t0|=0] ofsl =olid. CHed 23 2|22 Ef
AL RS =) OL} 20223 AACR QA 27| ZIHN=5) &H= A 7|CHR| 5t5], =& 222 Sto|

o

= Ol= 7|71 2 & 5t2t 2024'd L7HA| EF A d=e oY, = CHE 7|19 Oy =3 A=A S0 EE2EE AlE

* C4= Cemisidomide®| 419 7HE 7t5dS 05| =2 7t S

Potential Potential
Development Path Enabled Opportunity

CFT17455 + CF17455 + Dexamethasone Accelerated Approval in
Dexamethasone Registrational Study Multi-Refractory MM

+ Pl Studies N
+ Anti-CD38 Studies Approvals in Early Line MM

+ BCMA BITE Studies
[+ GrrcsD amesivdies el

+ GPRCS5D BilE Studies Early Line MM
Other Combination or
iae*
Seguence Studies Maintenance Approval in
Post-Transplant Post-Transplant MM
Maintenance Study

CFT7455
Monotherapy

R

Zt2: C4 Therapeutics



CFT-8919: H|AM|ZEH|Q 2| 24| 2 I =

H|AMZH|Q 2| 24| 2AM EGFR L858RE0|E EF2ISHT

» 2= BettaOf|A| 7|=0|d, S=0M A
* EGFR L858RHO| H|AM|ZEH|Qf 2tAt=

QIAF 1AL 2l

At S
Of Mt 2|=A[Q! Ef12| &
= EGFR #10| EjZIe2 I &

EGFR L858R Degrader 22 7|2

‘ EGFR'858R
osimertinib 1¢-gen EGFR TKls
PFS: 14.4 mos PFS: ~9.5 mos
CFTB‘?I :
.EGFRL358R+C777S ‘ EG FRLB58R+T790M
osimertinib
PFS: ~9.6 mos 3L

. EGFRL858R+T790M+C797$

Osimertinib and other inhibitors provide suboptimal responses in L858R
mutant NSCLC compared to other mutations of NSCLC

Osi:14.4 months PFS versus 21 4 monihs PFS
Q0 dele

ZtZ: C4 Therapeutics

PD

58 F0i|= EGFR T790M. C797S 0] 244

Potent, Oral, Allosteric, Mutant-selective Degrader of EGFR L858R

Orthosteric
Inhibitor SNy

ZtZ: C4 Therapeutics



2 =H|2lF+E
(IPO of|d) Ascend to new heights
719 742

= 2016 ME, 2024 112 TAS A Ol HE

" Jl=d 87155 A BBB. 7|=5H 4%

Hjo| 2|2} H3lHa:_02)368-6181_hskwon@eugenefn.com = 20234 BMSOI|Z| ORM-6151 &&=, 2024E Vertex2t 23HZ 7|=0[d
AotE A BolEAM 2228 RY HO|IRH 2 24

2 i = 20254 Z2HE J|& 0|A, 2026EH ORM-5029 7|=0|4 28
Protein Homeostasis by Dual- = 1= 0l |0

O?U M precision Targeted Protein " o= EE AIS% 6,482-7,778%H

THERAPEUTIcs Degradation and Stabilization

zomo|Zalel U BHE J|E

Platform Program Target Indication Discovery  IND-enabling Phase 1 n TPDZ %%ﬂ%
e D - Ef2 CHHA GSPTT
ORM-1153  Undisclosed  Heme-onc » - DegraderE GSPT1 E|_H=ﬂ|'|7é|9_| 7O|-§1|%‘_|- SaliA|21 SMol006
TPD2 GSPT1
ORM-1023  Undisclosed ~ SCLC,NET ) - E3 2|7I0tA| CRBN 2[Zt=
BMS-986497 N . - .
(ORM-6151)  CP% AML B ¢ ows cauree = ORM-5029: HER2 E}ZI SA|0f| EXFH2IA| 2, Lok 14 ™ F,
TPD? Pa:’t‘;:f:hip Undisclosed condpi{i‘;ning WR‘JX Up to 3 exclusive mAb targets 20255 QIAF 1AF 27+ 2D} JHA|E O A 20261 J|S0|H 28
PROTAb-0001  Undisclosed Multiple -
e 2 32
AMZ|(128) (M) 2023A 2024E 2025E 2026E = BMS: 20239 102 ORM-6151 7|& &&=, 2 72 $180mn
ot - 135 26.9 303 93.0 . ) _
320 95.6 (15.8) (16.3) 51.1 = Vertex Pharmaceuticals: 20243 7 2|CH 3712] EFZ, EFZN & £ Of
Hziol 79 (133 (130 54.3 UAE 2|0h $310mn, CFE EFA 2L0jMA U 24 Aot |2, Aok
E27|&01Y 68.2 (13.3) (13.0) 54.3

A2 SEEaEd $15mn(&H4k $945mn)



2 SH2kHFE A

= 2022 382 ORM-5029 A 1AFFDA
= 20239 102 BMSO|AH ORM-6151 7|& ¥E (2024 52 =224 ¢

RN

2016.08
2017.06
2019.01
2019.08
2020.12
2021.06
2022.08
2023.03
2023.06

2023.10
2023.10

2024.07

2024.09

22 oEH2IRE, 8

0

EHAF17H, HRIHE 0124 25 (EAF9YH, O|=2 100% At3|AL 169H)
3

of>

=
we
Mg
A2|2 A R3] 22 (9021Y)
0| 5| At S (OARMZ F, 2|28 100!)
Al2|2 B 92| 22 (34522)
ORM-5029 7t =&

ORM-6151 YT E =& A2|2 BT RA| &2(% 600%42)
ORM-5029 O|= FDA 24 14+ IND £9!
ORM-6151 O|= FDA 4 144 IND £Q1(GLP S/§AlE] 0|25
BaIz| £ 82| 242 (2 26022)

ORM-5029 O|= FDA Al2sAAK(Fast Track) 2| (IND 155825)
BMS2 ORM-6151 7|&0| A2k 4| Z ($180mn)
Vertex Pharmaceuticals2} TPDZ Z24E 7|20 A2t 37
DAL M0 MAF SO

o & 109 Y4 AlZ, 2023

| AF

2 ORM-6151 &4 14 FDA

0f>
re

1AF2191), 2024 7€ VertexOf| A Z24Z 7|=0|A

2024 807|2 Z 24 159,59, G71#0(91 4.159

HER2 E}Z &, TPD2 platform
CD33 EfZ &4, TPD2 platform
Seket S HER2 expressing advanced solid Tumors

HH
3H

l
ox
up
4
0x

g

EEE

ol

2022 102~ 20254 102 UAF 14 2IH

$180mn(2F 2,4359A, &2 1,352.82/
H2k2 $100mn (2023 P4 1 3
27t OrUAE G4 Al $80mn 27} 42| 7|T)f (2026F

Z|o 37H0| ER2U, EF2 & & OFYAE Z|O) $310mn CHS

o=
1o o

25)

Z, Al%f= $15mn(Sf 20824 Y) + Ol = 2HE| B 43

20244 ME 4 oY

Et2U 2ol

HE) 29| 7|20/ A%

A Ol
— =

4 Aot |

H e



QEH|2}=E! 7|12 ®: TPD? -GSPT1

TPDZ2 Approach : O|= A H & ciud2l S5 M2 (Dual-precision Antibody-enabled Targeted Protein Degrader)

o BAZ ARSI HEAL B T 2542 T0|2ES QAME U J|E EH0| WA HUSHH ML

= TPDQ| Zt&d3dt Mot ADC 7|29 UM

mjo

ZEBHER A BST MY £Y

O

= OFFSh 4l oS X ZAt THMA BSA|E A0 S0 IO[2E Bt Y|t A2 E3 S7HAZ
= (cf) TPS2 Approach(Dual-precision Targeted Protein Stabilization) : 10 platform ©2 ZQk O|A| EHZ0|M HHE oA BHAS 2M5t= E3 24|
El 2|710tAH| 2 Clb-b(Casitas B-lineage lymphoma-b) & (2023 AACR poster)
QEH2LEE 7]
o\ | GSPT1 Platform v 8\)f’
g e TPD? Approach Molecular Glue Pz IR
A Dual-precision Antibody-enabled - — N
D Targeted Protein Degrader for Cell- )//
specific Delivery / PROTAD Platform R

Bi-functional Degrader == N\~

4
l/
0 Platform o
M=
A
|
/ o =
/~

Free energy Linker Degrader Molecular Predictive Antibody Proteomics X-ray Al Virtual Undruggable target
calculation library library dynamics biomarkers library structure screening degradation

AR 2 H2HRE



L EH2tFE 7|= @ : TPD2 PROTADb

TPD2 PROTAb £21E (DAC 7|%)

_'_

= CRBN(Cereblon) 7|¢gte] &2
Hoz Y & U= H(“Traceless linker’) ZEE S

ES
- A= WE JtrElE Sl 293 eS| ZliHE L=

DAC(Degrader Antibody Conjugate) £0}0j| 21&

A £= PROTACS| 2RE2|0|E 212|(Glutarimide ring) S
5

Degrader Targets (Intracellular)
Oncology Non-Oncology
AR ER BTK <_.
Bel-xL GSPT1 IKAROS '
BRD4 IKAROS IRAK4
BRDS IRAK4 JAK
BTK STAT3 NLRP3
CDK9 RIPK2
STAT3 I
Indications
Oncology Non-oncology

A2 22EHEE, RUSAEY

2E5t0]

fon
10
-
N
i
rE
ogt
_o'ﬂ
X
el
kl
el
2

Antibody Targets (Surface)

Oncology Non-oncology
B7-H3 DLL3 BAFF-R IL-6R
BCMA EGFR BCMA IL-11R
CD19 HER2 CD19 IL-13R
CD20 HER3 IL-1IR TACI
CD38 Nectin-4 IL-3R TNFR Family
CD56 PSMA IL-4R Integrin ad4/g7
CD123 ROR1 IL-5R
CLND18.2 TROP2



S SE|2FE THo|matol e

2 SH|2tE mo|Zael e

EE D= Et2U 55 U4t aist
. L4tol £ HER2 expressing LAF 1A RI5H = _
ORM-5029 HER2 e ad sofid Tumors O|= A 14 2188 = (2022.10~2025.10), NCTO5511844, N=87
ORM-1153 0|34 0|34 C|AFH2| A
TPD2 GSPT1
ORM-1023 0|5 7K SCLC, NET ClAHH 2| THA|
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