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AT RIT S TR, CRLERRMT &G ROBLERE TS,
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() FBANHTRANEE KT 77 RO MBEBHK.
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THREEREAE LT HGT —KETTEX,

8 /176



FATTREE

B &E2: PROTAC: # A ) -FRFIME A FI7HbIHEMHK

Hap £ R ST ¥4 siRNA PROTAC
1. AL Je 4T V X v !
2. £ R4 H ol V X v
3. MRy N y 33 35 V
4. el RES X \ \ V
5. iR HmE G X X ﬁ v
6. o Ak £ A F] B R v X X \
7. 5% T Ktk df it Hin 8 \ vV &
8. fii 1L AL 4] X X \ \

KiR: BHRET, ESIERF L

i & : FDA #E G A Protac 9F, %G #H LLTFEF R
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23R I5 AR
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(TPD) M ARBTAF BRI IMIC A IR IETERE R K, BRATA T A2 %5 F 3% 7
“TITEY” Wy¥e SR L, EWRFWAERFTBRAGEES R, L REKS
2B AWML 1999 FAR-CHARIARE, 2] 2001 5F B /MK & PROTAC
DFEAR, TRTAERMEE EIRS T4 “0 217 s h; 2010 S50 4] % e
X “HDTFTR” MAG R E, KRBT T RAAFFELET & T AFTHREY
o & OlEmay Rid; Crews 7 2013 SFm T 23 & KA PROTAC H K347
A R b9 5] Arvinas, 2020 5 £ 4, LYTACs ¥ imBathA~ 3B R 69 4o ik ik
K, TMXEZFTELTPD K, 24 TPD #HUABLEFEF Kbt Ha9-F6
ARR, b, 2RTAHKTHK TPDEL M F NIE R, &5 B IERE G
OF%BEEEETHT K, I MNC 69 E 2l b5 5 mALT 5 699 &, TPD &
B EAmBEARTIHBEARRNGHE, FARELE VAR LRGN
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W BT %Efmﬁgﬁu i’?%’:;?ﬁﬁi?F? ARV-4713E N IRER TS R iR Arvinas/fF BB T-NDA
Pl v g n
FRfPROTACHRIN AR 1E82 e P RE B s
T

T
! 2008 ! 2013 ! 2015 ! 2021-2023 !
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T T T
2001 ! 2010 ! 2014 : 2019-2020 ! 2025

a. . = = s CRBNNHLE‘]J £ e
WIE: HARTIRT ArvinasZd) ot B, AHAPENRED
WPROTACIKiH s LT PROTACKERRIRIT TR

%k : {Targeted protein degradation: advances in drug discovery and clinical
practice), insight, B4 iEEHF %A

M TPD BARIEZF-FOBAKR AL A E-FKR L ERE. TPD &K
09 F A ER, ZSRBA RN RER OEREERGHRE LFE—2F-%
BBtk A % (UPS) 5 As-aBtk & 4 (ALPS), —%:RIMm TPD 4 K &)
O BARIRE, *ZTHRETREE ) RAFG%STEF . £+, UPS
TFmieNEFTRO. TERBRTER GO FHEM, £ TPD HAF
B RS IRIE; ALPS N £ & R TR & &, et &a. RaRER
B MR B0 F TR, HBERTAHMKIET T TPD &9~ A ¥e &S0, 47407
BT s Aies “RT R ES” e n e T LA, AHIEEBE TSR
SR TS EHAK L IE,
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AUTAC HREEYME
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LYTAC HigirRaEE [ e ST
MODE-A HRER J PROTAC ﬁ
W — >
o || | e e
2 ety ’ ¢
# |\ 4 =g
SRR \_ = -/ Gl

%% : (Targeted protein degradation: advances in drug discovery and clinical practice),
insight, B4 A5 %P7

ZE-ZOBKRAL (UPS) NFoMkft, 2 H5-R OB AL%LA TPD Rid F
FAERLATE, ZHE-KafKFZ% (UPS) L&k alEf (TPD) H KR
R TR A E AR OB, 0 T ARRM E1 2 R ER. E22
FELMEL E3 2 A R ABFBENLR R B2 RS T EMMBIKE K
hE AL, FREAREABKREFHIRANFER, KhFEANBEREDH
AT,
= A, E3 2 A HER L RMAF RS E S, LA TPD 4 F %
W Ebde k. ARABEMBAARTE 600 AF E3 2 & F4EEE, XA TPD HK
A ¥e 6L T B K49 3258 &, 42 B #T{X CRBN. VHL. MDM2. IAPs %

VR AR R I FE R R TT B R G T AR A,
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BE%E: ZF-FEBAFEL (UPS) & & FBENH#

1)  ap aop (2 © (a)
= =4 @ Substrate @
v ¢° ®s
0 @ El E2 303

K4
' Proteasome

4
0
’A:"(

Y. 2\ o s
Degradation (8) Signalling

%k : {Targeted protein degradation:from mechanisms to clinic), E4&iE&5F AT
W AE-EEERAG (ALPS) 30 ft. AE-FB KR %: Ko UPS 4%,
Fe TPD FT—R¥EK G %, A%-BEEKREL (ALPS) A-Foi¥em& G %7
(TPD) H K, ERKATHMASLZERLZ BN “T—REHK 3
B2, ZHKBLHTGHT AR, K80 A% MR R R BRI &
8, FENEER T AR A RS B
= KA LMARE, ERBSHRTENET Bt 5EEFI:
CRHFRBTERZEZ-ZafBREZ% (UPS) &¥em ik, FEmi 2
RAWETIRE G, RINEE. REBGFEZAORERR @RS
£ CREKT, AR MKAIET T TPD Kb 69T Al SR B, £ AMANE
TARAMAHLERE R (LA L RIE 5P ERBATH R RATIR) R4
T B MR TR
= AREHARRLE, AZHAKRNGOELSHEEEES (42 LC3.

p62/SQSTM1) 5 ixBsikie 4k (4= CI-MPR. ASGPR), & A Y aT4 ik
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BE6: £ H-BEEIRF RAF 0 FREAA

Endosome Amphisome Lysosom
e ‘ .
Phagophore Autophagosome

Initiation Elongation Closure Maturation Degradation
o mAtg9 O Class Il Ptdins3K complex QUL Atg12-AtgS-Atg16L complex
o LC3-Il 8 ULK1/2 complex O Permease M~ Acid hydrolase

% R: {Eaten alive: a history of macroauTophagy), B4 iE %4 7%

m fe&xalEm (TPD) HARKZ AT EIT kst Rk, TPD AL @, E
DAC & & K. Y&k alkig (TPD) HARUZHA-&afEhkZ 4 (UPS) 5Aa%
B EER A% (ALPS) AR KBS KEBYS, CATA RS AALEZ FHHEK
BA2Ms . TRERERETAE, TRt RS, BB FRARF
M R AF AT UPS AF69 PROTAC. £ TRFERREIATHE
MEE AR ERE, ™ ALPS 3EF) 69 LYTAC FH AN 28R & A . I &

8. REEZRORERRATMMILE F UPS s l¥em by k4. £ TPD HRIE
AR, A -k i%5<4s (DAC) 4E4 TPD 5 ADC M kK & 4 %8 69 %5
Rarodh, ERBIEA,

1) ZZ-&aistkz % (UPS) 4489 TPD # K.
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= PROTAC A& TPD R &9 nx #ARAT 5 = k5648 . PROTAC 7 % AT TPD %R

BARRHER S BRIDIER A0 LA WA H 2 M R RS i A

&, PROTAC (& @TEfffemar&ik) Ak 2 & BAL SR 89 57303 fik A
, MIRATHRETT ML HGE XY BB,

£ WIKEDFHiE kA, PROTAC B = KA -S4 e dh e BF 3w ik
@ Warhead (523k): #F Mok a (POl) &fik, BT ALEW
FEME, BRARTARFLEESZTORBONETE DR,

@ E3LigaseLigand (E3 Biik): 483 E3 2 & E4E8509/ 9T, BAT
KR & )% 89 A& Cereblon (CRBN) BZAR (it #| Bl fiT £4) =
VonHippe |-Lindau (VHL) BL4K .

@ Linker (i£3F): #3E LERBI5MLFE. Linker 89K,
FhfeFRARKMAERT T =LA 44 (POI-PROTAC-E3) #97 m 3k
£ AR IR A E N,

+ PROTAC XA SMMEAE T @akey “F 4IR30 7 BEAMAH: i@id Linker
&k ab B3 EEBMAENE, HARSiaghe “& g-PROTAC-
E3 #485” = A A M. X—4 T EMORA)IK, AEMARE
Q8 %2 FARE, RA3|FRANGE QiR L mRH %, XA
ZREMR T X, TBEERT M oTHWOMATEXN, REKE
FA EMH T ML IT, LA L AT 2K Biotech ¥ &M A5
PRFG . REF LI A TR S T~

+ PROTAC ABERIRIEE| ARG BP kI, KREA LANF LK

7. B 2008 F &/~ 4 -F PROTAC #£ & vAk, %Ki )% 45T
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A TRIEN B, 2BENT LALASN AT HFOR AL, 2K
A BT 3K PROTAC 1%L Zh 4k Nle R B, B EIUME. ATPIIRE. B
MR CIE S B KA BIE R JE. F P, Arvinas 4 3]49 ARV-471 (¥
% ER) €4 F 202655 A 1 B3R FDA (XERHYLE) g L,
KT-621 (¥e& STAT-6) 4T |1 #5 /& ; NX-5948 (¥er) BTK) & T
L1 HARiE R, 36 7T HAKAWE R TATH S B LALHE S,
L AT PROTACs #9iXHRURET=KFm, BEAZEETHFNE
AL
@ FHEFHMNA: BT FAEKE, RIESFRKRNE, RA=ZTEL S
oW & R Y
@ ARk 3EIRBLARG e SRk A ) SR, Bk ese 54
GE e
@ HAR#HFEKX: &M PROTACs (Gilid EM£:4¥e B3 E3 #428538
%A AMmAE T ) Haxde, s PROTACs (FlR MmN~ 8mka, 4t
ZIRA) R EMIE) mARRERGATE @, #—F468E T PROTACs

él:’}’ )ﬂ J] o
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BE7: 2# PROTAC 5F X 5%, Vepdegestrant Z&

ES 3 &1 F
Vepdegestrant ER Arvinas/#% 3% i L 2025-06-06 HRFa %, HER2 H LAk %
Catadegbrutinib BTK " iF s A1 2025-02-26 MR G g, R AR AR
Gridegalutamide AR BMS i A 11 2025-01-08 oA AR AR AT 3 AR
KT-474 IRAK4 Kymera /4% 3F s A 1132 2023-09-08 POt TR, M H R
KT-621 STATE Kymera s A 113 2025-10-15 Af Rt K, R AL A gy
Luxdegalutamide AR Arvinas/i% 5 R 11 2025-05-28 SoA R AT PR, AT PR
Bexobrutideg BTK Nurix 15 R 114 2025-10-02 RS A G s, R E AR g
ARV-806 KRAS G12D Arvinas s A 11 2025-06-17 ERA, MR
AZD9750 AR AZ ks 111 2026-01-13 AT 7] A A
BMS-986458 BCL6E BMS s A 1) 2023-10-19 AR, RN KBmiL e
BMS-986470 WIZ/ZBTBTA BMS s A 11 2024-07-01 Bl S LR
Bavdegalutamide AR Arvinas 1 1138 2019-03-25 Fo YA P AT P AR
DT2216 BCLZ2L1 Dialectic s A 1 2024-10-01 FEARFG, A HEALE S
MT-4561 BRD4 ZEHNS s 111 2025-04-24 FE AR
GT20029 AR Fiadhd s AR 113 2023-03-08 JEEMBLA, A
Setidegrasib KRAS G12D a4 & s A 113 2026-01-28 e fmBa AR, MR
HP518 AR o F LRI s A1 2023-11-28 F YT P AR
HP568 ER 2o FLEIA Ly A kS 2024-12-10 HRFa M, HER2 M 5L A
LT-002(47 4= £ 44) IRAK4 A& A ks A 111 2025-04-02 PO T I, MM X
CG001419 NTRK 3K A Ly A Es 2022-10-24 F AR
XKNW34 AURKA/MYC {3864 15 A 1 2025-12-09 AR
BGB-45035 IRAK4 "iF s A 113 2025-07-30 EN TS
HRS-1358 ER 1825 5 R 114 2025-08-15 S
HRS-5041 AR ey s R 1134 2024-12-18 AT 7 A A
QLH12016 AR & H#H s A 111 2025-08-18 AT 7] A A
TQB3201 AR 5] £ 4k 8 1 A 11 2025-09-11 AT 7 A AR

kR: insight, B &L R T

= 5 FAR: TPD B ARG ZFLEANRE ., fEARmE GIEME (TPD) AR
B —RBSHRSY L, »FRERMES PROTAC = £ L AMY £ FLAEH,
A BB ART HERALEFEF WL F 23, MILTLEMI R
S PROTAC, 7T AEA 6 oF, RFREERIE, mABL
rhirty ‘RaTH Auh
AR EO-ZamEER (PPl) RBFHEMAZ T, ZMHMEIKT T 5
FRBARFORGRE L HGER LR L8209, FTERRT
A2 PROTAC &) 0 R £ 40 F) Bl L. KG9 F & 7 VAR RARAY A& = H) &
(CMC) A& A,

BT ARAEE B3 2 kgL K G2
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PSR
+ D TROBRELEBFTRERAFERE: 2 TROFHRAANL LS
WOR A, AR REEA-FaMEMER (PPI) 8918k K
Foo BT B AT/ AR L6 S 2 R BAY LML E X, EEXFRKE
555697 240 2 F KT 43089 PROTACs. F 2Rk T I 32k
B HARFE, BRI ABR LA MR, ik

T AT 9 F L M P S A
+ FEEADTROUEFILERENS T LARIE, A B AT A4S
(RARE M. OB EALKEANERE RO TR, @455
FHEHZTATRAEIER
RANBAER IR ANTER, TRASZKEBERIBETOBRSE TN,
LT 2 FRAK GGG RN E B LALH A,

P 254 CRBN E3 iz % %4285, 1455 IKZF1/3

B#£8: P TFROEBIEGNTILEALLES ($Bfz: 12£T)

WAV WA E R

60.97

2020 I 2021 . 2022 I 2023 . 2024

kiR : insight, B &1L A5 AT

+ Al BRB AR TREM . 2 FTREARKEILFGENT, Tk
N CHEMEE” BARE EHI R, 2RETHLERS

19 /7 76



FEAVEFSRE
B Al B E iy 6 KT HHRGERRM, #l4e, Monte

A
TR AR R A

Rosa f&k #6. 2L & A &9 QUEEN™ Al R I3 ¥ 5 JUTE A I #HK,
F# T CRBN iz % 38509 R AR R A AN,
$e.,5 VAV 69 MRT-6160 VAR 4t st % 52 4w i B NEK7 49 MRT-8102 % 3
A % AR

Flo BLIN, FEEIEEARIEIEL Chemistryd2 & m X Al F

&, MM KL H AR R B AR A H) 2% & & PKMYT1 49 PROTAC 4

F D16-M1P2 (& &

B %9: PROTAC Fop T /K 69 [ FEA %)

Proteasomal

ub degradation

Ub

-
Neo-substrate

| ,
PROTAC \—7}/

Molecular
glue
degrader

E3 ligase

A1), A BRAT Rk BeIrE 5 69 at 2 5 &R

Proteasomal
degradation

,\

\ ::

Ub
Ub

E3 ligase

%k : {Targeted protein degradation:from mechanisms to clinic), E&E#4F % T
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AR

B£10: 2D FERFLELK: |berdomide F &

B K 4 5] L¥RHEE ARG KEHM
RMAK | CRBNICSNKIA1/ IKZF1/IKZF3 BMS Bt L7 20051227 [T L EE RIS %”* ':; ﬂ e el
Ry 373 CRBN/IKZF1/IKZF3 BMS Feifi b 2013-02-08  |% A4, R &M A
BRIV & CRBN/IKZF1/IKZF3 BMS Feofe BT 1998-07-16  |Bk JAL#E i ft fr5E, § A 4404098 POEMS &5 4 4
Iberdomide CRBN/IKZF1/IKZF3 BMS ik L7 2025-12-27 | % A
Golcadomide CRBN/IKZF1/IKZF3 BMS s 1194 2024-04-10  [35i4% K Btk o Af, AL L A5
Mezigdomide CRBN/IKZF1/IKZF3 BMS i LY 2022-08-30 | 14
Avadomide CRBN/IKZF1/IKZF3 BMS/ & if s 2019-02-08 |R a4
Cemsidomide CRBN/IKZF1/IKZF3 C4 Therapeutics s 1 2025-12-16 AR
E7820 DCAF15/RBM39 Tk 5 R 11 2006-03-31 |4 ki, i 4
3] e 5 ik DCAF15/RBM39 P s A 14 2003-05-07 |9 fhlf, duife 45
BMS-986449 IKZF2/IKZF4 BMS s 1 2023-06-05  [4: kil
MRT-2359 CRBN/GSPT1 Mente Rosa Ly AV 2022-00-19 % thil, i
REC-1245 RBM39 Recursion 5 11 2024-11-07 |9 ksl b 24
Epaldeudomide CRBN/IKZF1/IKZF3 Ak & 40 s R 1113 2020-11-24 |4tk frpaish
GT919 CRBN/IKZF1/IKZF3 R 4k s & 110 2025-08-11  |POEMS#i 4 i
GT929 CRBN/IKZF1/IKZF3 AR £ 40 s 7 111 2024-02-07 | & radbe i, 5 i i
cYoo1 CRBN/IKZF1/IKZF3 LA At 5 R 1 2025-10-11
ICP-490 CRBN/IKZF1/IKZF3 iR LR e 2022-12-23 |5 AT HA RS ekeR

K K: insight, E&EK LA
2) AE-SEERAR G (ALPS) A Z3HANUPS $e,2.2 &, ALPS R4k UPS o=
F, ARETPD T—RERGB O E, A%-EEAFZE L (ALPS) /549 TPD
BK, BAH2E-Famikzii (UPS) A5 TPD RGBS LANRE, HAR
B UPS s Aoy “IRTT R ¥k, AEEEa. BN Ea. REREAR
BERB ML s, ARXRHEILLTPD B ARG & AR, AFRBRENRM
EEM TR, CHRS L AEEERNEFRLOHERY L, AALK
Biotech &k By ey 45w Kill, AREA TPD HARA T —RiE KBS H 7,

»  EBsfRiem A4k (LYTAC): ARsh/IR& A MRS R, Kigihie
w4 AR (LYTACs) & ALPS-TPD Al K m A E & &, R E S
REGZCH L, AoTHEMERmIEsHR: Lalesb&aaER ok
IMEMBAYLELBUK, 53 H5ABETIRESE
+ HBSHERME A : LYTACs @i &AMk S s & atFhas

G, MFH e A% RNIEE QIR 6 N BAE Rt Amia Nk, [
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JG %2 MR AR A2 5 IR B R ER A, RAF ALK G IR ARR B S
R, TERMZEZNAGIMTFL, X —7 2B FASIRIR AR 89 2 4
PEAUE], BT T LYTAC & #%41% % PROTAC (AXFRAE A ¥e.5) = 18] &k

R BRE ) CEBENEME QLR T EMRIRE a 55t

b & 8 Ao

B&E11: LYTAC ¥R S| & & 69407

-
o’
Target o Endocytosis
Protein T
LYTAC o,
Degrad: o),
egrader A
oy .
nnnnnnnnnnn % ’ ’ e ’ ® 3" | Degraded
o Receptor Endosom: \ L ‘./ Targot
-~ Protein
..... - ‘r \r
Lysosome
Fusion P)

kif: Lycia 8B W, E&IERH AT
= LYTAC 5B IRE R A F R ARE L, ERANEmik = b, LYTAC H R4S
MAER TR EFUMLEYE: — I B F 20N, LsHEMER
UPS-TPD (2 &-& G Bgik) BARMEAMAGRI 5EE G5, FoE
RIEART; ZRA AT & BRI A 2 F W IAZ 15 b H], LYTAC A
B 69 R EEAR IR AR AR 9% 5% S BR SE FTR KRB B K B Bumedt (Ged A
BEMGIBAARXZ AR KB AREL W) X—HARELTHKFMINC T
MEH P, Blde, 2021 FALR AL 16 L ELWHLELET (B4 3500 7
£7) bHlycia kiR E A, ALKE T Lycia 69 LYTAC -F & FF A 54
o m G TERER], A3t BR F A RAURA) R E K, ALRIMA AR
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A ARRE
KIT K BT LACAA]
3) DAC (M&fgsl-fuikiBaian): H/E#HEA TPD H K,
= DAC #kf& 4% 4% TPD H R 69 s ZH MM . 4 A& F-Huk1BE4 (DAC) 1EA
& alkm (TPD) H R ERKH4188K4n (ADC) H AR 69437 MRk & =
Y, HASIRITEH A FF PROTAC R 0TIk LM F4E A sz 7, id
AT HBRAT E M EZT, HAEBIKE RGN AF 7 5UR SR
L, M “Rik¥em-EE TR E-TER AR T EELTRE,
+ £4 PROTAC. TR A& LGRS EZ, EdFFEAK,
MBREERZFHRORE, FRALABREATHI AL SIS
P, B VUSRI IR LR A0 4F S S, MOKRIRE] T Ll R RER
SR LH /. 7 DAC HARB AN ETMARILRAH: —F @, RILR
RIS b g 2 it & d A P SUR A9 AT /R IR AIAE 71, P& A% Pay load &
R FHAHBEEMNEmIEN, REEIRETALGEMEESE, K
MR LMK A K FM; B —7 @, Payload (PROTAC/ % -FAK) # Y78
mie N BBRE, KELBEAG “FHIEHA" BAERRUL, $
MR 2T TRIANF EZANBmIe&aOER, KRB mIcH 5

B HAFER, RUATRME LIRS,
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B %12: DAC #99-F2:49 (£ &) #= DAC 89 A##l (& A)

Antibocy-PROTAC
Conmaie
Antipody-Drug 25 b
Conjugate (ADC) ;"*‘
low DAR-high toxicity
preexisting handles & "y || Eatyencome  Prowasome u:. <
rational drug design j ' & \o;.:
| &
~ Target €3 Degrader-Antibody Al
5 / . L "
7 binderlgase | Conjugate (DAC)
high DAR-low potency N e
0 need “chemical handles” NG -8 E\,a
% { empirical drug design - —
Lysosome hvr_m,:.)» C'eR.OYAC

%% : {Degrader—Antibody Conjugates: Emerging New Modality), B4 iE%#F % HT

= DAC A HERIFE W Bt N kT W . 4 3k DAC H A4S &k Orum
Therapeutics 4%+ & %& ORM-6151 i@ i % CD33 e 4tk 5 GSPT1 4 F A&
1BEx, HAEREEZEM R Ofom (AML) 43k, F 2023 5 11 A A& A3
10E T, ZAZMATI 1. 8 10 % A% BMS 4. BMS #4772 4] | DAC L KA
B FERY, AR GSPTI 5 FTREGH KA LN LT EWMA, FN
AML 6945 AL, AKEETT, R#E—F 2 & 8 & £ o ig iy 78473569 TPD
BREEH R, HRERNEFEL, 2023 F 12 A, C4 Therapeutics
52 Ak R 25 10 £ 7L DAC SR SVEH L, B EEAE OlEMHA
IR ) SRR AT R BERE ), TFRITA QR . RIEDD
X, C4 Therapeutics F3KF 1000 77 £ LI KA B A Fe B K= 6 1L£
T EAEAAL K, #nE A DAC LB ARIR R M BN = I TIN B, A
LAT TPD R PR EIE KB dympy e, HZFAT —RAF A SR

A b = A AR oy #HA
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PR AR TPD S0, FHERERASYH

T £ AR TPD Ril, AR @& ki (TPD) H AR EA T FHAF L6 5 ik
vk, PEREAEX —FRERNE TFOHEREY . KENBRTPD 5 FHE
WO kA, ERAEIEMES T TFIMEMIE, P E AR IERITA B K
FHiA 209 A, REARSE—, FERITIANGEHESE, BETAAREN 31 A
Fo B AE) 8 Ao ARAdn, #HNIEKRGHAKI EFT T BIRARMH, £EH., KA

HAMIXE 3K ETRE, FEHAMA 1N EETROHIEE R AR L,

£ EAo b B N HE HAALSIRS . B E 2025 4, £ Bfeb B A6 i+ TPD &
BEFH DAL E] 68 A0 49 &, NI ETERKETRE, £EAE 2025 514
18 4l T#rm, mF B ARG EN &I A 2023 540 2024 F (HF &9
11 %), Kbk E AT R LeHLE s HEN.

BEZ13: BB TPD ELAKE: FHTEHERKSH, #EGH#

| [
250
209
200 |
73
150 |
100 }
50 | 2 39 31
6566 5?5 116 "7 7 8
1333 2100 0 2 00 3200
0 = L L B .. L ..l L_mm L
e B b B i RN Hda;,ﬁllim f AR IDE  dEERDE  BEASE PR s HR A

ZR: insight, BEAE&IEAA AT
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AR SSRE
BE14: EEHEH TPD LXK EHSE HB415: EHFHHIPD FLEHKE: F
L LI

2Mm9 2020 2021 2022 2023 2024 2025

2019 2020 2021 2022 2023 2024 2025

KRiR: insight, E&ERA L B insight, E&iEKF AT

BRI E M GE R EI6/E : PROTAC TR 244 E, 5 FIRE A £AUBR R 4542

BEHRHE, &R E 5% M B @, PROTAC T 5RHRBIHA LR, mAgLk

O SR 358 T AL BE

m TPD 5 £ 7% : PROTAC & K B A7 #3169 £ F 34z, ¥ X EHKFHIE 390 A,
Hd 318 AN TFIERAMN . 2 TREMELE, FREHKN 146 4, FFHZ
BAT A R LT 54 (3AY) 9B RS L, mGBFE TP IRIE, I,
4 TPD (4 ATTEC. AUTAC) (54 A). DAC (45 A~). AIDD ¥e & & & & 2h4h
(27 A~) VAZLYTAC (23 AN) F#r X4 R TF4E 8 5 o

B ENENT: FRESHEEF T ERMNBMKR. ILURBRLAINAKEES
M8 Top10 & B 42 F i By 3% 5 49, ¥4 60 AN B 42 AR B, LK 305 (43 4N)
T lERAT . dE D miahtise (58 /AN) AeaTligse (65 4N) RMAE. &
THRERB, OFRAEAR/ EGHMR 0k (B5A), LEAME B4 ¥
HAEE Top10 ¥, AREENR, ZAMTHBEETEAKEAN 254, 122

FHE 3 RRMET G4, £ B ATl KA LR A0 E T o
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BE16: 23 TPD 5F, PROTAC B Zi7%, HTHKLH B FMBEALR MR

6 A Pl matfE el (SR s) SR w Y ms N meE AN m bl B i b
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PROTAC FTH I #TPD (FATTEC. AUTAC) DAC MDD & O FE N F LYTAC

Rk insight, E 4 iE A 50T

B #E17: PHKIeE GEME Topl0 &R EDF, WBLE, BLEHF

WS AT Pl A mAURISA WIS R ms RV s AN mis &Ny m$if BT maof B
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60
60 F oiem 55
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kiR: insight, E&IERF AT

W e 5 B TPD 47 dkde S48 B 2 HL" sk Fhde B R AL AL 5 " A ay 2h ¥ BT A
R " AT R F 4 IE: CRBN XA 51 NEF T (A3 A LT H) a4
SR & A, AR T 0T e B AE A B LA B 6k #ANE  AR(39 M)
IKZF1 (26 4~) 5 IKZF3 (25 /) B )g, H35 St Nle R e A 3 L7 8,
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A ARRE
& A58 KB T A e AR A T AR R B AR . B LR AT, GSPT1 (31
/) 5 SMARCA2 (24 AY) FBiZEAM B & E AR T, 21 25+
ARG R AT AT A0 R U B, BB AT b GE iR R AR AE G T S Ah g = A G
Mo APPSR T RS S BT AL A A, B4 B AT IR
PATHE R EEE; mAXEEEL T "BERIE"XEE 2, FLAHAR
s R 2K A8 89 4 K 3R AF AR = 69 BD i M 5 M ME, fe haaF ey £ FAE R A
FRR TV ERE L2 5HBERTEMHK

B &18: 23K Top20 TPD # A& Ay: MBI, & g 38 5 25 #e,% L 4%

s PRk bt g R wE e (A ) W IR s &5 I 5 JE 11 il L mbafi Lo
60
51
50 F
2
39
40 | . 0
I 31
30 | 12 L] 26
4 5 25 24 24
& = & g s
20 b 2 2 1 17 4
0 14 13
8 9 12
23 24 24 5 | 4 aa Z 9 e 10 10 ] g ] 9 a
10 5 21 1 -
- | 5 14 3 -ﬂ- * 'g' ] 0 e
- 1 10 1 10 10 - 8 g 3
[ 5 6 6 5 A
0
T KZF1 BTK SNK1A BRD4 STATG

R insight, [ 41 KB 50 B

kAR E &R E R E IR, BD 5 BE B AL E

RIA L EEREFERS, FEANINELR, A LEF&EHT @, MINC 5
b EASHESHRT R ST B @, Arvinas, BMS, Nurix. C4 Therapeutics
% %2 TPD #9-F 6 & Biotech G4EANEAZ & . BMS My 28 NE LKA EL K
F—, ARG REERA R, F183BHEMLET Hdh, b E LA FE LI
Tk, BHAPN A2 ANEEALEARE =, BA B HEEF TR (&

174 WA EH-F4 (42 Arvinas &9 PROTAC -F-4 . Monte Rosa #9 QUEEN -F- &)
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FRAVHRTTREE
Ak 2 LA B 69 B R YR AR

BE19: LI E G FERE Top20 2525 B LA FHEDH

kKB: insight, E&ERTHT

m 23R TPD 254 BD & 5 A H4: Lk, A FMAF R 6FN, TPD AW AY 16 K
ik 5EH LN ELESTME, 2 TPD 2hih K £ Xt & 695 =F M 2020
F09 4, KM@3KF E 2025 5549 50 A, AREE KM B EFE NGRS RE
M o HLRElE, 23 TPD 45 BD % M A # % Lk, 2024 S4= 2025 F 3
5HEFHHEE 7177 (BH £) #26930 (AH £, 2025 F9X 5=
RE 14 L0955 . HEAFRGETRB LHTUAKI, ERFH KE L
% (d= Kymera 5 Sanofi. Arvinas 5 Pfizer 894-1E) % B %% PROTAC & 7F,
1B B a9 KA B L4 -F IR £® . 4=, Monte Rosa /3] & 2024 <+ 10
A #22025 F 9 A 5%l 5 Novartis T EZA RS, BHXH LMk 5700

BHEL, GETHTRARMSGHLE
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B £20: £ TPD 4% BD X HHH#EX#, D TFERAFXS %

$itF  AHR(FFER) TR (GHER) ZBER (FHAR)

2025.08 | Monte Rosa Novartis 120 NA 5700 QUEEN+ & e
2025.05 Orionis Genentech 105 2000 MA Allo-GlueF & /53§ #& T
2024.10 Triana Pfizer 49 1500 NA TTRFE a4
2024.10 | Monte Rosa Novartis 150 2100 NA MRT-8160/3% & VAV 4+ T A TR
2024.04 Arvinas Novartis 150 1010 NA ARV-TE6/AR-VT PROTAC
2023.10 | Monte Rosa Roche 50 2000 2500 #F A5 B TR
2021.08 Vividion Bayer 1500 500 2000 A # Vividion 41 B/PROTAC
2021.08 Lilly Lycia 35 1600 NA LYTACsF & /47 &4 & #) LYTAC
2021.07 Arvinas Pfizer 650 1400 2400 ARV-471 PROTAC
2020.07 Kymera Sanofi 150 2000 NA KT-474/KT-485 PROTAC

KRF: insight, E&ERH LA

B A3 TPD UK EA TAR-FAAMARIEGIE R KA AT RO RET S, P
£ E MR T ZABA T KA A&, HARSAK L, PROTACIRAZE AL S,
maTRERAFE ST ST ), £l RT K7 8L, SUIRE.
I3 RARAKE T IERA SRR L8, ARMBESHFK, mAERSE
w, RS s CHEANT A, TR EETERRITEERZEEL; M

WA Fe B EA T "SRR REETF O, F ARG RIS bR

M 69 BD & M 5 R M. R R, A Rkls R AT B 3216 R KB,
WA £ T A — KF 6 HAR O F 1855 F 69 T

Arvinas: F#tI I8 5 AP 2403589 PROTAC # K 43K

Arvinas £ PROTAC B K &9 &K iTH, E0 k K409 K& 447 5, i85
KT W NS EA@MBERY—RUFEIRF ., & EREMNZEAFE %RV IBAT
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B MR TT = 69 81 374 R 4k o

BE21: Arvinas XL 54 : FELAFLFF L L BB F PROTAC T4 %

PROGRAM INDICATION PRECLINICAL PHASE 1/1B PHASE 2 PHASE 3 MARKET
ARV-102 . : e di
(LRRK2) NEUROLOGY Phase 1: Parkinson’s disease
ARV-027
(polyQ-AR) NELHDIDGY uscular Atr
ARV-393
ARV-806 Phase 1: Solid tumors harboring
(KRAS G12D) Racolesy KRAS G12D mutations
Seeking 3" party for
Vepdegestrant ONCOLOGY Phase 3 VERITAC-2: NDA filed® commercialization and
(ARV-471; ER) Phase 1/2 combination trials ongoing® future development
Dt

i lobal rights | d
Luxdegalutamide o\ 00 oGy Phase 2: mHSPC and mCRPC Slobal rights licensed ta
(ARV-766, JSB462; AR) ), NOVARTIS

RiR: Arvinas 28 EH, B &IERH T

B Arvinas 5¥£3% 3L B 2 3F vepdegestrant £, Vepdegestrant (ARV-471) =2
Arvinas 5#83% &4 K 69— Jem ER 89 £ 51 2 R PROTAC /27|, H B4R
NI N BRAE AR X AT N il 57 ik Ae CDKA/6 49 ) 7 08 JT 6 R i R 4G
ER+/HER2-12 A R A5 45 M SUIR R &K . 2021 5 7 A, #3455 Arvinas & & R
SEI, ER I RF-FREZ M LA R 5 HRAFE R, FFEFHE,
Arvinas 19 FDA #2 %X vepdegestrant #7125 ®i5% (NDA) #4945 S IRIE 2 4 FK A HL
= HA0s JR X 38 VERITAC-2 (NCT05654623) . %X Itk T vepdegestrant £ 25
5 B AT A9 AR /R AU P 2 S T AR R AL 8] BEAY T K. X — B AR @ I A LS 49
ARG RE R, BHECDKL/6 WpdFathiE, MBaR £k, APRT
LEgat LAl 2 —L & ESRT AR R T,

B Vepdegestrant /£ ESR1 R X B4AF 2 F XK PFS £ 5.0 NH . & 2025 F/»

6y VERITAC-2 4% 3P, vepdegestrant LI 4 T 5 E 5L LM A BTk

PR T AR, 2454 ESRT R (ESR1m) #9240 B %+, vepdegestrant /&
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T EA %I E S AN R & X0 PFS &, B4R 5, vepdegestrant 21

# PFS {24 h 5.0 NH, maA4es])#aiX R 2.1 AH, HRiL % 0.57, X —

LR EINBZ GG EER T .

B %22: Vepdegestrant & ESR1 FZELH F RBFHEK PFS £ 5. 0N

PF5 (%)

No. at risk

Fulvestrant

100+
90
80
70+
60
50+
40
30
204
10+

— Vepdegestrant
= Fulvestrant

6-month PFS (95% C1):
45.2%
(36.1-53.9)

Vepdegestrant
n=136

Median follow-up, months 74 6.0
I Events, n (3) 79 (58) 95 (71)
I Median PFS by BICR, months 5.0 21
(5% c1) (3.7-7.4) (1.9-3.5)
Stratified HR (95% C1) 0.57 (0.42-0.77)

2-sided P<0.001

22.7
(15.1-31.2)

3 134 87 T8 > 53 38 37 22 2
134 125 &2 52 30 29 15 12 8 8

0 1 2 3 4 5 6 7 & 9 10 11 12 13 14 15 16 17 18
Time (Months)

4 10 & 4 3 3 2 0
2 1 1 1 1 0 v 0

kR: Arvinas 2~ S)'E R, E&IERT AT

= R, ELSFAAESRI BEH AN L) 2T 6E7 (TT) BAZHFT,

ZIRBAREI LA %ITFEEMH PFS &, £ ITT 3+,

vepdegestrant ¥ mPFS 4 3.7 /N H, AB& T A 45889 3.6 N H LT &

HEREERE (HR % 0.83, p=0.0358), A& AT Y1 AR AT 4R S AL A B

PROTAC MUl 2 i% 3t 2F £ A Ao R Z A ER AR B A 3% K 49 1% i Ao UM 75 1

18 52 6916 R 3 4E & B : vepdegestrant 697497 3k S 4 = A& TR %) & ESR1 &=

EABF .

B A TFAESRI RE PP a9t EIE, FDA £ T vepdegestrant &9 NDA ¥ 37,

2T Hobeiki@ i A% (Fast Track designation), 7+ PDUFA H #1274 2026

F6H5H,

. RAM B

vepdegestrant £ L3t # 69H S #H,
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BERMNBHMGTFRY, ZeWERALTHURGTAEAEFTER YR ZET,
VERITAC-2 %9 #( 4% £ 7=, Vepdegestrant B A BMAEe AT 4L, XTELZ LA

#7169 SERD 3% % P BLAR Mo b 69 K 4.

R EM (AE) BL: KZ R e A BN RRE4H (TEAEs) H 1 KR 2 &%

B F 4, Grade=3 48 TEAEs 4 23% (R 43220 18%),
BARE MR
& JZ%: Vepdegestrant 2B R A FH 27%, &= T A 4t 5) 24069 16%.

+ B ALT #5 (14% vs 10%) #= AST #+5 (14% vs 10%) f&52

ek, BB ETEALEENERE S,

+ FiaEFM: IR RGMRT X IE4E4T. Vepdegestrant 2049 %0

RAEFEAH 13%, HR LS ZHE 0 LiEL, HERAHMRKEA .

+ 1 ERE: BARFHFREMETLEEMK, X 3% (A48 #H
05 1%). B AE FHEMFZRYELHH 2%

B %£23: Vepdegestrant =4 M K 3E, EAEs $#9 1/2 RE K FH

Overview TEAEs in >10% of Patients in Either Group
Vepdegestrant Vepdegestrant
TEAES, % (n=312) (n=312)
Any grade 87 81 TEAE, % Any Grade Grade 3/4
Grade 23 23 18 Fatigue? 27 1 16 1
Serious 10 9 .
ALT increase d° 14 1 10 1
Leading to treatment discontinuation 3 1
AST increased® 14 1 10 3
Leading to dose reduction 2 NA
TRAEs, % Nausea 13 0 9 1
Any grade 57 40 Anemiab © 12 2 8 3
Grade 23 8 3 .
rade Neutropeniad 12 2® 5 1¢
QT prolongation Back pain 11 1 7 <1
TEAEs: vepdegestrant,10%; fulvestrant, 1%
A QT interval sub-study (n=88) confirmed a mild increase (11.1 ms) from baseline Arthralgia 11 1 11 0
in mean QTcF, with upper 90% CI (13.7 ms) <20 ms,’
indicating no large QT-prolonging effect Decreased appetite 11 <1 5 0

kB: Arvinas 2~ S)'E R, EEIERF AT
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Bl %24: Vepdegestrant 52 % #9 2 R SERD 77 # 75 2%

Fdh 45 A kA H 4Rk & A2 E 13, (;ﬁﬁﬂm\rp:ilﬂﬂ] e 2 B iR
Elacestrant Menarini EMERALD | 2L+ ESRImdtibissr @405 el & iusdrdisd| 3840 vs 1944 0.50 Lo (20235-11)
Imlunestrant LA EMBER-3 2L+ ESRIm i G437 B S #R o & e 5540 vs384M 1 0.62 Lkt (2025991 )

Vepdegestrant | Arvinas/i¥ i | VERITAC-2 | 2L+ ESRImE #5447 B He 8) 5048 ws214H 0.57 PDUFA 20265651

kR insight, E&iEA54F %P7
& J7 & ATk : Vepdegestrant & SR EHUE] LB T 44749 PROTAC 4 /25|, 121
RAWRI B a0 KR IT AR AL 5 A 6 ok SERD (Elacestrant,

Imlunestrant) A8%, JFXA EIE &2 MK,

£ RMMEXTL : 5 23k #8692 IR SERD 2544 Elacestrant 8L, Vepdegestrant
BT 2., & EMERALD X352 %, Elacestrant 4199.% .8 & 4
R Z ik 35%, Imlunestrant 2289 L O R AR H 17%, AL T,
Vepdegestrant 13%49% & ZwkE &H & KR T4 F 4R H 247
WAEERE, BRAELS, I THRAREGEFETELEEL,

B XUiArvinas /&% PROTAC 4T ##%i% 1 . Vepdegestrant & F 2026 55 A 1
H 3% FDA #t/g L7, {2 &K AK A X FFIEIRs) & LA 694 &, B IE
AREIEE A 55, Kok B R A1 F X915 R KB SLIL: ARV-102 £ 18 2 ok &
F oy A ArEH i, KRAS G12D (ARV-806) 5 BCL6 (ARV-393) #9-F-Hiit

I I T3 3 HAE o

Kymera: /R &7& % #8358 69 £ Rl B

$e )" T IR A T E SRR 477 90 Ko Kymera BT AA R KT 5 #
A0 O IR B S TR REF, 4% 5] 2 4T 3T STAT6. |IRF5 VAR IRAKA 5 K 27 VA kAR A 3
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FEAERRIRE
A He X KRR T AL REA. Dupixent BARE Type 2 KETHRIFT E
KO B A nk 7y, A2 LT R4 THERE, AEEimed e AR KA F o9 Fik
B F AL, MRHIRF] T AR M6 b 22 B H 2R P 095 & % Kymera %9
A MIB A BABEN . FHIRS) (event—driven) 89 & GlEMEHLE], RELE “X

SFBANFTRH ORI ST Y, AR BIAAG A G LR REREREX

B TPD B K P B [AWT B & 5 X Ry Ak, T8 R I8 5 254006 77 560 Ko B IR AT,
#4869 & ¥ 38 5 (occupancy—dr iven) > 5~F 37 4] 7| B /2 B 4y £ 14 o i 4= STAT6,
IRF5 F# KA FHZERGEEREEF S, CMNEE@T) HOE-&
B EZAE R (PPI) @ RAZEINRE, A% L3 %) Fl A B) B LT X 2 IR, K 84 48 Ak
o b, AFFAL IRAKA X EE 09 BE, IR T %BEEMNS, BN ESMWE R
Ay AFBE IR Zh AL Bl AR AR 5 1% 18 S35, 5 B AP HI 5] R R Ak b T 5% m 18 9%
TPD AR il FAH IR ALH] , ANE I T BRI 254 B AR & & 4= E3 12 K £ 185,
AR e B W69 UPS A AN BEABUR & G MRMER, Am B LR T LisE

PeFa LRI AL

B Z£25: Kymera 5T X €4 : KB 0MRAEKTH PROTAC Z 45T X

Potential . Upcoming
Indications IND-Enabling Phase 1 ‘ Phase 2 ‘ Phase 3 Milestones
Immunology - Wholly-Owned Oral Small Molecule Degraders
AD, Asthma, COPD, KT-621- AD . -
Ph2b AD Data: By mid-2027
STATS EnNE.é:PRix‘l::’;CSU. PhZb Asthma Data: Late-2027
By KT-621 - Asthma

Lupus, Sjégren's, RA, Ph1HV Start: 1026
IRFS IBD, 55¢, DM, others KT-579 Ph1HV Data: 2H246

Partnered Programs

rake oo, (TR sanofi
IBD, others®

Ph1Start: 2026

CDK2? Breast cancer and

other solid tumors

) GILEAD

kB : Kymera N3] F, E&iLAH 7T
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B Kymera #:3% % : KT-621 (STAT6 & & [& MR 5]) o 72 Kymera #9558 35 B &, KT-
621 TMXZ Kymera 89400 B &, R A TPD AT Ik /& .J% ARG ARAT 5
Fo KT-621 £ —#HF 80—k, LA AL (First-in—Class) # 77 49 2 Ik STAT6

& & &l .

W Dupixent A& K T x4 &, D IREAIME R A T — KRGS E &
Bl AT /2 STAT6 iX —i@l ¥ b, RiZIE 5 A A LKA TT K69 £ 254 Dupixent (&
LK FER) bR E 3T E9 L HAZ, Dupixent B FLBT 1L-4/1L-13 AR K
AR, 2RI R T4 M K (AD) | % 1 M 52 K 4 5% 8 ) (CRSwNP) |
MR E KX (EoE) ¥ —%7%| Type2 i W j£. 2025 5F, Dupixent #9434
BEHA B 177. 70 £ . #A®, Dupixent LB Tz M4 %, £ETWN
BB AR RIS, R R R G RIS . AT Sk 69 B A R4 4k
AN EN, FRELEARERPUBREREESAT

B &26: STAT6 # RET: rj Rk 259 X4 He,%

STATé
TRANSCRIPTION
FACTOR

Dupilunﬁli IL-4 & Dupilumab IL4& & IL-13
4

IL-4Ra .,,;, ¥ yCc - 4Ra 5,,:3‘ IL-13Ral
&
S'w h ¥
mwmwmmmmmmmwmmmmmmmmmmmwmwmeJ IO
4
'::.‘
3 gg ?s
R s ‘
- A 4_
=N =
STATé6 KT-621
M. N5
YNV A AT 4
v

Allergic Type 2 Inflammation

KR : Kymera A 8)'BE M, BE&IERH A
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o: ~~
A ATSRE

m KT-621 vA PROTAC % fi% STAT6 L% Dupixent %iié #ufs, KT-621 49 ¥4 % 4% iE
AAT X — R RE K, B R BT AN e P 3R R TE i STAT6, 55 JL3
IL-4/1L-13 i@ 38 69 2 2 [0, Mo REEFA ML, REAMYE THE
A8A% Dupixent 895 K JT 5o £-FHAOY WG RATAEA &, KT-621 B I E B RA
GG AL B 2 S, FEEEEIG ML eg kRt R F A AR RUE S A S

MAGAR EAZAL T Dupixent.
B %&27: £ BroADen 1b #j AD X% v, %2 & X 4% biomarker 2 7% Z) % "%

EEEEE NN
-0 B % T v %) oe t)H

Validated biomarker of Highly specific downstream IL-4 promotes B-cell class Key pruritogenic cytokine Marker of Type 2 airway

Type 2 inflammation cytokine of the IL-4/13 switching, amplifying IgE produced by activated Type inflammation in asthma?
suppression in patients pathway production 2cells?
FeNO reflects airway
Drives chemotaxis of Drives chemotaxis of CCR3-  IgE activates mast cells and Signals through the IL- epithelial INOS activity
CCR4-expressed T cells to expressed inflammatory basophils to release Type 2 31RA/OSMR complex on driven by IL-4/13 signaling
inflammatory sites cells to inflamed sites cytokines neurons, keratinocytes, and
immune cells, linking Historically not measured in
immune activation to itch AD patients
Median %
Inhibition at
Day 29
KT-621 74%> | 73% | 14% | 54% | 33%
Dupilumab# 74% 51% (in Asthma) ~15% Not measured Not measured

KRR : Kymera 28] 'E W, B &5 5T
W KT-621 T A6 I R 3B IRIE, 2025 4 12 f1, Kymera A T KT-621 24
Ja (HV) AR P EFE4H R K (AD) %% ¥+ #1749 Phase 1b BroADen
16 PR IR0 69 TR &3 o kAR K A AT E 4 697 £ X T 3k ik P 69 X 4 Type
2 REFEMEF TR, AF, BRBZERLSEAMK TARC TIET 74%
(LA ZAKF L Dupixent BRAEAF L 89 &5 A#EAR %), Eotaxin-3, IL-31
Fo |gE FAATH E N — R K@K . 2 E ML, Sk RENARE
MR, HmSh Type 2 FKEBIHEARMEEIPH, HIpdHE nih
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Dupixent /697 4 Al G0 2 X —8K, A9 HAELE ZERITAA,

B %28: KT-621 ZFFH £ B 57 K& T A7 L3 BT H 71 69 3 A B

Results in Line With or in Some Cases Numerically Exceeded Published Data for Dupilumab at Week 4
KT-621 100 mg QD KT-621200mg QD KT-621 Overall Dupilumab 300 mg Q2W
Day 29 (n=10) Day 29 (n=12) Day 29 (n=22) D28 Ph3 (n=457)1
Mean % Change in EASI -62% -63% -63% -52%
EASI-50 67% 83% 76% 57%
EASI-75 33% 25% 29% 28%
Mean % Change in PPNRS -47% -35% -40% -33%
Mean % Change in SCORAD -52% -46% -48% -41%2
VIGA-AD O and 1 22% 17% 19% 12%
Mean Change In Body 55% -44% -49% -36%?
Mean % Changesill';:CIORAD - 79% -78% 76% NR
plessness
Mean % Change in SCOF!.A;\t[zr-| -40% 47% -44% NR
POEM Responders 70% 75% 73% 69% at Week 16
DLQI Responders 57% 64% 61% 69% at Week 16
¢

R Kymera 2 8]'E B, B AR5 R
B RERE PR E . RIRA N 29 K, BHGERLECHAMBL LT F
BXAlE R E XK E. TA BH RS @ARF T EA2 4 4540 (EASI) -FH 1%
KT 63%, EAEEFEHFIFZE R (NRS) FH T T 40% £ A TRGE, £
BB R e b XF R, KA E K L — AR (FeNO) 4z
KR THT 56% HAFMEwmisslERPTEEERXEFTRENA ZLK
XA “C—H SR E S, LR T STAT6 1ER Type2 KM SAR AN R

SR AR R o

» R FRE AN G, BT JAK IR A k6o, A BAE
EL NG, KT-621 £ X F R d 52 B R L a4, RIS
P ERREEMNH (SAE), RHALTHXOEELRRRANE, LEHFARAE

Dupixent & REGLEIE XK mbl, OB B, £ PRIERAZ ORI F IR LG
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FARRIRE
A K 87 F A
W 27 FERIESXBEERKIE RS . AT Phaselb BRI E 49 BIC & 7, FDA T
2025 12 A 4% KT-621 Bl Ti877 P & B 4s M K 69 beik i@ 38 5T 4% (Fast
Track Designation), X X Fimig £ 58 MM ABIME, THEEN
e FiR4-F TiEH%, BAT, Kymera E/& % &AM KT-621 &9-F47FF A ¥,
& : BROADEN2 Phase2b X% (AD) : 3% M 4T3 F & B4 I b B K 69 & 3k, R,
E L REF AT BIRIEC T 2025 11 | Bah4th, it RIBEL 200 & &,
TAE ZAPFE 69 KT-621 /£ 16 B N 6997 st 52t fiit 2027 5 A1/ A TR
2% % ¥ . BREADTH Phase2b X3 ("#75) : /£ 2026 F 1 A 542, Kymera iE
X2 3 T A3t o & B € BR M "2 % ¢ BREADTH X538, AT A4 264 4 m5F
B PHAT A2 AOHZIRE, TR2L 8N LET KIME A arag—4) A
A A SRR (FEV1) BA XM E T, B BMTH A 2027 FREH,
m Kymera &L TF—RORERSTFGRITH. KT-621 EFHARRKE FE
FETCORANPTFERARSFRITE RA—ANRBFR, fAETITH
s RIE, XEMKAZE LTBT H 5 Type 2 K i8/7 B2, A
2027 F %0 Phase 2b KAEMIEAIEL RS, LN AT MEE R

IMEH 217 8] 8t — B

Nurix: @At B5 8 & & &M TPD BK-F &

Nurix ZZNJG 2V R £ : BTK M2 7] & sz Ml &, TPD A BitE 5 a %o
Nurix Therapeutics #9885 F {2 M — K E b 69 F A M KIL-F 6 2 3], RIBL

TAH—RIE TG RN E 6 Biotech, 2025 SF4% 5 32 & & LA N &) 8 ik 2 —
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A ARRE
F, AHUE LT T Bexobrutideg (NX-5948) R MM E e & fos% (CLL) 4R
BRI T #4249 BIC 4% (ASH 2025: 83% ORR, ¥4z PFS 22.1AA), #T
2025 4 10 A 2 3h DAYBreak Attt Phase2 X3, 2026 4, Nurix tX|HEst
Bexobrutideg #f K Fl B & A & .72 E M AE6Y IND WiF, FFA LI K IRAKS
(Gilead &-1E) #= STAT6 (Sanofi &1E) M&fEFHE &Ko
B Nurix 89RMEHRPRAHRTAEAOHR TG SHANEAT ST
BEiHEeH 5N AF, Nurix M3 T &4 DEL-Al 89 KI5 %, %F6
¥4 3 K 49 DNA %345 % (DNA-Encoded Libraries, DEL) Ht#tag AL
wae (Al) HERREELS o ZAPES TR R Ao T 4F 34 77T ok 25 32 869

BOAR & I it A2

B&29: Nurix BT XK &% : REINEFAEL TPD ZHF X

Program Target Modality Therapeutic area Discovery IND-Enabling Phase 1A Phase 1B/2 Pivotal
Bexobrutideg
OO GTC  Degader  Boolmalgnances -
Zelebrudomide
toatmn | v | D | osmaonnces |
) Inhibitor of
] woe ces Ren immunc-oncology 3
° degradation
Q
4 -
Sl raF degrader  PIRILEM pegrager Solid tumors [ Y
Multiple Undisclosed Degrader Undisclosed -
Multiple Undisclosed Degrader Undisclosed > 0 GILEAD
Multiple Undisclosed DAC Undisclosed - C?Fﬁle"
Program Target Modality Therapeutic area Discovery IND-Enabling Phase 1A Phase 1B Phase 2/3
]
Bexobrutideg Autoimmune cytopenia in
T
(NX-5948) BTK Degrader CLL patients
NX-0479/ Rheumatoid arthritis and 7
- 1
o GS-6791 IRAK4 Degrader other inflammatory diseases 4 GILEAD
T nfla 1
NX-3911 STATE Degrader ¥pe 2 tammatory sanofi
ssssss
Undisclosed Undisclosed Degrader Inflammation / autoimmune sanofl
E
Multiple Undisclosed DAC Inflammation / autoimmune

K B: Nurix 2 8]'E R, EAE&ERS XA
B Bexobrutideg & fni& IVJ8 & & B & .Bexobrutideg (NX-5948) 89 F) X L& A
Fe Nurix #A F 5 e94F & & &+, Bexobrutideg (NX-5948) L4t & % AT X %

2N S BB ST & o NX-5948 & —AF 4 THF I Buay . IR EA R &,
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A4S F & ik (CNS-penetrant) #9484 BTK PROTAC. BTK & B fmjf
THREFTHFASL PO LRANTEAT, £ RBEMNEGRRETALAE KT
BAER . REH— KA ZKEM BTK 415 (P Hhi, FMTHE) £
R EBATERR, 2K EREERELLEN BTIK A ENBRE (o
C481S B ) m XA RMFHaTzh, s, B4 AIEEN BTK 4 FH (4o
pirtobrutinib), At min ot B9 8Bk FR T, X LR T 49 BTK &
B BAREK LT HEGEMN, 268 K38 F REMBE T iFE%, K%
M B M6 H 423858 . NX-5948 by tEARME £ T, 8 M AEhL4]% BTK & & 1k
MmPe IR, CRBG LR KEGEEMIBR Tl L RANF O HHHE, LT
AR/ BN BB HERE LA RTFANETT R

B #£30: NX-5948 HF2EH44+ &

Removes both BTK enzymatic activity and
scaffolding functions

v" Degradation removes all functions of BTK unlike BTK
inhibitors

\\\‘ [

mgﬂ'_i\'\ v" Acts catalytically with unprecedented potency

P v Exquisitely selective degrader of BTK
HCK BTk ) PLCy2
RAC "':i:".-a';
o ¥ v" Active against wildtype BTK and overcomes BTK inhibitor
l b 2 resistance mutations
: - NX-5948
-
e® ?QZ B APED v Crosses the blood brain barrier with clinical responses in
P SCAFFOLD patients with advanced CNS disease

DISRUPTION

— v Demonstrates robust clinical activity in difficult to treat B-
oncogenic signaling cell ma”gnancies

Cancer cell death

KB : Nurix 28R, EAE&ERS XA

1Y

B =% F &4 CLL &% ORR 83%, mPFS 22.1 A~ A . Nurix & ASH2025 23 k.
AT 1a/1b 27 (NX-5948-301) & kIR0 69 K B 17 238, X IR KA

T NX-5948 ¢4 # /£ BIC Hefr, ZAFRNET BH B A RMELMEB @i T
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FARRIRE
Mg ey &, A Ry EH TS AIEAETT. £ CLL/SLL EH AF
b BEG PRSI AR WA, H4K S HREFE T BTK 49
B F AR, LRETIEEN BTK #4574 BCL-2 WHIFH (P=F R K&
F)o Bt HEIE A K EAMT, NX-5948 E It T A A B 6977 3. 254K
[P A9 CLL &, NX-5948 £ T 83%49 ORR, £ A4 X4ay2, L+ 64

T 2 1) CR Ja %), mPFS £ 2|7 22.1 A~ A,

B#31: ZFRFANSCLL EZ ORR 83%, mPFS 22. 1 A4

. . Pirtobrutinib
Elfef il et sl (FDA full approval 12/3/2025)
Objective Response Rate (ORR) 83.0% 65% (69% investigator)

. ) 13.8 months
Median Duration of Response (DOR) 20.1 months (13.9 investigator)
Median Progression-Free Survival (PFS) 22.1 months 14.0 months
Study NX-5948-301 (Phase 1a) BRUIN-321 (vs BR/IR)

Bexobrutideg was evaluated in a more heavily pretreated population than pirtobrutinib:
* Median prior lines of therapy: 4 vs 3

« 24 prior lines of therapy: 56% vs 33%

« Prior non-covalent BTK inhibitor exposure: 27% vs 0%

« Prior BCL-2 inhibitor exposure: 83% vs 50%

FB: Nurix A 3)E R, E&iER4 AT
B %32: Bexobrutideg £ R/R CLL & F# 72 RAF (£ &) 600 mg #ZE T
A F F 5 69 ORR A= PFS (£ &)

Comparable AE profile for patients overall and at the 600 mg dose selected per Project Optimus Preliminary efficacy in Phase 1b randomized cohort of 200 mg vs 600 mg

TEAEs (600 mg dose, n=70)

s all doses, n=126)
i i 10
Fupura/cantision + Tolerable safety profile
Neutroperia®
Petechiaz + No dose-limiting toxicities 08
Faligue® + No syslemio fungal infect Response- 200 mg 600 mg
Dartea Ak ekl cvaluable patients  (n=19) n=18)
Anemia or Grade 4 infections of any o

» £ s
Thrombocytopenia EY kind reported H
eatane Single event of new onset H
Rash* L 04-
Cough atrial ﬂbr\_llation consistent with 2‘33?&52%3?“ (48&50.9} (5523& 4 3
Peripheral edema the rate in the age-matched .
Upper resprratory ract infection general population 02 ; f.'?-"?uq d
Nausea 00 mg
v + Three Grade 5 AEs (all T
Back pain Grade 12 deemed not related to [
Siusits B Grade23 bexobrutideg) z 6 ] 1 12
OVID-18/ No.at risk

100 B0 €D 40 20 0 20 40 60 80 100
Panents, %

m 600mg QD 9 bexobrutideg X4 M s RIEHFF 2. A IZAITIEI9ETTIE
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FARRIRE
By, KEARFHALERELGEREBRBAENNERKE, ABERAT
B EBAE R FTR R QT RBABT AL, NEaFEb5xaetk:
F A Phaselb I 695 AL+, L &Hl= a9 600mg L itk 200mg 7| =
% 4K.49 ORR A= PFS A2 ¥, B0, 600mg 7| & &9 4 4 M faditd 0 Pk 5 BARSF XA FE
TS E—%, £231ERA 5469 BTK 465 £ hhrath (oo 4569 fo 20
ARy . BEMMAIET), AMRBLEREGETHEEER, A TFTRXRR
Ee9FAE, Nurix 5% E FDA. 3% [E MHRA A B EMA S & 3R I 8 AU 3K A%,

— %, EXJ5 600mg & H —% (QD) #5= % RP2D,

o R TATHIAAIE NG R EIESS X4, Nurix T 2025 % W&HEE E X
DAYBreak 7EMFIEilE KA B, 5K A SCIK I SR w44 2 A Ao 3R Sl B A 3k ht
HREREBZE, REEZS R L ERELG LT G .

DAYBreak CLL-201 (Phase 2 X4 MiXIe): % AR %+, £ Phase 2 iX
T 2025 5F 10 A B #h B N4, § £ 1F45 bexobrutideg ¥ 257457 4%
ZRIGTT OB R/ MG CLL/SLL & 8977 s bR At . %R 4 A A NIT LA
Z R FE¥ew By (S0 BTK 3% 5. BCL-2 34| 7 & JE 4 BTK 241 F]) 39
BT RIME ZERE R EARE, @R EFANRRIERHLIE, X
15 FDA 323 ez 3t /E (Accelerated Approval) Wi, Fikit, %~ %
MR A Nurix BANRILE ey B 2544,

DAYBreak CLL-306 (Phase 3 ##iEtiXie): + x| F 2026 5 E¥F 2 5 d9 & 3K
[ ALAT RE X 36, SR Sk xF sk 1%t AL 4E AT L bexobrutideg ¥ 25 5 ILATARE S S
AN BTK #4150 pirtobrutinib 8918 R JT 2. % X5 BARA BN BLAZET

0 BTK M5 FN 877 6 mit 9 — & =% CLL &%, § @3 sirtess
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22 E bexobrutinib 891G R IR H, T FHFMRA0R A G 2 LI AL, S
S H AR KRG T F AR AL R,

B %&33: Nurix 26 FH57 5 %N ELF AT

PP S 264 P75
S E i E &
Phase 1a/b CLLIA 5| 4% % #F
Phase 1a/b NHL A 71 3¢ 4% 2 4
CLLE Pk s R 5542

NX-5948 N41DAYBreak CLL-201, #421915 &

26H1, 2 #DAYBreak CLL-306, 3#Ar/r CLL# iR 15 &k

J& S CLLEEA A 2 (Svenetoclax) 1b/24715
8 %38 7 a8 45

# 1 7% 5 SAD/MADT 72 : 2026-F mFDA# 2 & . IND % 5
NX-2127 12 Bm L 298 20 48

KR Nurix 2388 W, BAiER4 %A

W NX-5948 & W IE 6 /& £ A F RIZ KA. R T IA WIFEE L IE, NX-5948
5t BTK 897K B & MRAL 697 B 7% B a3k B F FARIRH &9 98 s F B £
HERBEA ATERIENBEFGER B A KIPMLHGHE RN FELK,
Nurix F 2025 4 2 31 T NX-5948 #7 & 7| 7| & #9 Phase 1 & & & /&% SAD/MAD
A, CATEAE PK/PD foit A, % 8F WA IBFF A T 24 2026 =) FDA 4= X 8

G %% & 2 JE G IND P35,

BN : BAZaEBEBRALH

B FA¥ ) CDAC -F & #| Bl % 1L E3 £ 4285478 — R 7| TPD /= Sm4E[% . B FA¥ M 49
CDAC (#k4& XTEfRHENEG) FEA—FRFRARS;THAR, @dEETHi
®ABARE E3 2R EEBRAKGIK, BFHBRZ LAY, B2 F-% afKE
BFEINI B R E QOBICETER . LT 6 08 27 AETRGFI A L) 246 E3
8y (TR T2 CRBN), AN dn 7 s ) 7 = R )P 2 M 5F ST R E3 AR X & 25 9]
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R, B ATHE A 20 R K~ BGB-16673 (& IR BTK & /&) 23t N\ Phase 1/2 /&,
X AT mdpd Fl 4y Az Mpw, ZH5TTHBFAAR R C481S FAHREA

BTK, A &k B tmfie B M ATJE 69 3R AF P At 25 24
B#%34: B CDAC-F&: 5£20FZNTE, &I5FMBEAIBHY DAC

FUBR A 2 A A i A B i

0 6

BTK CDAC M EGFR CDAC KRAS CDAC CDAC 16

CDAC 6 CDAC 9 KRAS CDAC CDAC 9 CDAC 17 CDAC 18
CDAC 7 CDAC 10 CDAC 9 CDAC 13 DAC 3 CDAC 19
CDAC 8 CDAC 11 CDAC 13 CDAC 20
DAC 1 CDAC 12 CDAC 14
DAC 2 DAC 3 CDAC 15

KB BAANANGE R, BAIERIT LA

B SR IEE & BGB-16673 (& 4t5td2). 14 CDAC B AKR-F & 69 H A PROTAC
5-F, BGB—16673 A& 4 3l R 3t & K R 49 BTK MR 7], &R A L% 2]
T 6 Ak B A Rk AE o . AR AT BTK 4] 7 &t 25 ALl 69 £ Aot
B TETFRERTRAHNTZESE LT RKEE I FITTK.2024 F 8 A,
A TX—I5 K&K, BGB-16673 Fl ¥ k% FDA tri®idid T4 (Fast Track
Designation), AT#&FTMEZVHELIRAKRZ KL (LHMEE BIK 94
F A= BOL2 Wl ) &9 B K/ MG Mk e mie g fjm/ Itk B e ik 275

(R/R CLL/SLL) ##,
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B #35: WhFTHIEZT: BGB-16673 AZEH, ZLEERELTTEANEE

BGB-16673#INX-59487£ £ #l BGB-16673E &= &/ BTKRIE AR

BAHRR P R HARIAEIBTKPERR
BTKF&#R (nM) BGB-16673 NX-5948 TMD8-WT
casgis
1528W G150 (nM)
DC50 42 59 e 2
Al M437R
DC90 26.3 254 ey 09 3 B 10
vaieL
L528K* e
DC50 13.6 nz Y476N*
M477pP* .
ESILEN:T: ) casor I
DCY0 38.0 24.4 A428D

AR BFAPM NS E R, B &R AT

K
0+ BERNHEE

BGB-16673 NX-5948

B #36: BGB—16673 A4 BIC 4575787 (FEH£3F3%)

B a4 BGB-16673 NX-5948
iRk &4 CaDAnCe-101 NX-5948-301
H A 68 84
BRAE A {2 347 £ 5L 4L 3L
2% fEcBTKi & 94% 86%
e AEncBTKi & 1t 21% 27%
HHORR 85% 81%
it # EORR 200mg#194% 600mg#183%
200mg ORR ¢ b 94% (n=18) 74% (n=19)
124~ A PFS 74% 62%
184~ H PFS 66% 54%
TEAEf: # 31 81{#
L B B 31 115

kB : ASH 2025, EH&iEHRH 5T

WM BGB-16673 B & BIC #9573 #% /1. 2025 ASH F4 £, BHAPN A T BGB-
16673 (% #.5245) f£ CaDAnCe—101 1/11 #A3X 36 P 69 R AR5 84 ZFF T
N T AR P ArdE L 4 &7 (36,8 BTK 4pH] 7 F= BCL-2 4] 7l & &

A =

%) #9 R/R CLL/SLL %%, H 67.6%%F1FH del (17p) 2 TP53 B L F & /it
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4 iE, X K42 % K697 LS M E 6B AR, BGB-16673 & HL ik 5% 20 49
e JR &P : EAK ORR £ 85.3%, A 200mg 722048 £ 93.8%; 4% M/
FARTEMRFRENGT LB MELEARATEF A 2.9%, 200mg 7l E4
5.6%, DCR % 86. 4%, iX —J7 34 4EI LT CDAC -F& Tkt ey At ie, %

FFFEA D AHWE CLL B30 677 %3,

BGB-16673 &I H 7T 3 Ay AN RIE, XA M T &, =3 & TEAE K A%
# 61.8%, 185857 40 #A42 25 BMAK, X3 P EF R RREFHKRAIEL, st
Fu ) & 324869 Nur ix Therapeutics ] 3 BTK 42 7] NX-5948 (Bexobrut ideg)
% 3% (J6# B TEAE 1225 8 15]), BGB—16673 1 K HA:4 77 #f % M 77 d B AL b % 12
B, IKRIZHFE LI IEH M KIMRMAEGRB S IIT. A TR AN ESHT
#, CaDAnCe-101 iXIbinF 54 (7.4%) BH AT, 2RIFELREA®
I T EHRBMARX; FLEFH I ZRAEARLESRETFRERELE
WHGEFT, FEW%M OLL EF KR/ R, Ak EFM7 @, BGB-
16673 AL B 3B Es (1 8 15], 2R 24H)), AL 5EF7ALX, @
K ) 2t b 69 NX-5948 48485 1 ) 5 80 (B FBLAEA B oL ). sk, BGB-16673
WAL 2BIRAAEET AN T RELENH, BEAhmE, ERLZTAETRK
A& M CLL &5 %, BGB-16673 E I 7T & by A M A4F I, AN FH £

ZEEATRERAS FROLZERBMIEFG D FHE
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BE37: FHW L8R 7 BGB—16673 77 K F pirtobrutinib (FE 4 5F%)

BGB-16673 : 5 & IE&MIPFS! EEZHER: IRCITFEHAIPFS?

100 - 100 +

| 127 EPFSE: 90 4
| 73.5% (95% CI, 59.3%-83.3%) 80

70 4
80
5 s0 4

i 40 o 18-HPFSE: 5 40 4

30 4 ! 65.9% (95% C|, 50.6%-77.4%) R 30 4
20 . ! 20
R ERFT R BYiE) )
10 1 19818 (EH:0.3-34.0+1MA) 109
0 e T T S
0 2 4 6 8 10 12 14 16 18 20 24 26 28 30 32 34 0 2 4 6 8 10 12 14 16 18 20 24 26 28 30 32 34
CaDAnCe-101 (BGB-16673) BRUIN CLL-321 (LZHEE)
BECHIBS AT MM 4 3
BTKID#Ifl+BCL2INHIFIRE 82% 50%
BEEE AR RS HBTKIRIF:AT &1L 89% 7%
ORR 85% 69%
PFS 124H-73.5%, 181 8-65.9% hi-141 A

RB: BFAPMNE)E R, EAIERFIPT, iE: BRUIN CLL-321 £ 1/2 # % FiX %

WM BGB-16673 A 2 T ILA oBTKi At 2h B o — &/ =& 473 XK. A BTK 47
# F] (cBTKi) #t2h 509854 B, Pirtobrutinib £ B AT —3k FDA ht g
a9 3E £ BTK 4415 (neBTKi), #ax T Z AR A ATARE 69T (SoC)o A #4
. BGB-16673 f£iX — @4 697677 Hds, B FAP N E A = KA (]

#916 kX 32 (CaDAnCe % 7).

=  CaDAnCe—302 4t BL {2 4% cBTKi A= BCL2 47 %] 7| 3 ¥ 74 77 &9 R/R CLL/SLL

B, SRR ERFNEAS T L,
» CaDAnCe—303 /& £ BL4t: 4% cBTKi 7477 &9 CLL/SLL %%,

= CaDAnCe-304 (NCT06973187) WK BFAHL, FFaAR&iLit, AdERaFkib
% BGB-16673 (200mg # H —X) 5 Pirtobrutinib (200mg #H —Xk) A&
cBTKi &7 B #H R EH T TR 4N

=  CaDAnCe—304 iX 20 4#% s B AR/e T, @14 A3 b L a7 — R 48y ncBTKi,

3 BGB-16673 /£ PFS kAWML & L EME GitFH¥, B A LR TNA
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cBTKi At 25 5 09 — &/ =& 677 3E Ko

tes4E 25 : PROTAC % & A4k 4l #

*TAR Arvinas, B R e s, EI59 TPD 4 &ikit 54 PROTAC £ 3k

Arvinas & E AR, B O R A TG R A FHH 2153 £ 569 32,5 (AR/ER) o

XA B 9E HE AR AR K He LBE T 32 8 I8 I B A 1K A8 AR A o

W HRS-5041: & R AT A7 16 R £ 3% 277, HRS-5041 AN 2F £ A AR & & & L
HIR KO TERERL S, R K S AR R EAREILE B EQFRAER, @i
Bom R4 #%, HRS-5041 A& 7 sL IR =X AR 4l F &t 2569 B K% 77,
%5 B AT AT 1 AR R P B

m HRS-1358: 1834 & £ JF K 2% ER 49 PROTAC % F . ABLAE i/ )s 4 F 25 4%, HRS-
1358 £ fR¥eZ QR LG LT @A NS L HRAAG AW FHAE, Zo T AL

SR LY e

BMS: &3 CELMoD -F & 7|5 T REARER

BMS T A8 4 2026 ik %4 % &, BMS F 2019 14 740 1L % Mk &
(Celgene), LB ® T H A ARG TRANRO 3TN HAL . 2 8] TALINA 2
A Mo — B L6y & G T2 —— A A B e B AT A A R AR B R
(Revlimid) #=if 3 & ke (Pomalyst) AKX &G £ ZATH (IMiDs), ZAEME
kB £ K T#H—K"Cereblon E3 %48 7" (CELMoD agents). A,

#H N 2026 5, BMS EE@IWEATEF AR 695 A& £ EH: Revlimid B9FR 2454125 5%
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40T 2022 £ B F), A48 2026 1 A6 2 @I ; Pomalyst 89 % B 7 1k b
TR 2026 F Q1 425, GH B LT EHHF K ELHFFT, BMS T —4X CELMoD
ST RE & ——aE L™ FDA R LT Fi7 KA L F 149 Iberdomide., & &4
#% Pomalyst #9 Mezigdomide, VAR first—in—class #EJ8 2544 Golcadomide—
—7 2026 FOHGRRBE SH LLER, CRBRLLGETRLEH, HALTKX
R4 2h B 3kt T A2 Ak 55 4 4 2L ofn IR 98 AT A AT SR M f

B #38: BWS HF&KEL: B —1X CELMoD # T4 Fp 47 #t

2L+ % KM A A NDA PDUFA B #12026/8/17
iberdomide
B AT fm A AR A5 AT 15 BT % A0 B AR M A T 3
2L+% KM RE R EE S Kd 3 2026 £ &%
mezigdomide
2L+% K HREBIE AV 3 2027 #c Ak g
1L K Bfm ik 295 3 20284 45 1E
golcadomide 2L+ AR R 39 20285 4515
TLIE Bt AR 98 219 20267 Hh sk 45 1E

FXF: BUS N3 ER, BSIEARFTRTH, i: BEARSLNARERE, KI(FIF1ER+HE R
AR), Vd (BREE A+H E KAY)

W CRBN = 7) Bk 5 4 R Mt IR S e MR 2k Kbz . F 449 IMiDs 254 (dm
R ) £ Z KW EREE (W) FRFT ERIERRD, LAR LA S
—RHFI. CAB T LA KAk Cereblon (CRBN), 7% 7 CRBN 9% &
M %, MBI T B RLB a0 £ P70 & 694 R IA T IKZF1 4= IKZF3,
HERTHEMBIIAETFHR Kmiety BT, LHRT T mict g

45 (NK) @miety £ xdpsl, KIFETRROGLRRANBERN. Kd, F—K
IMiDs % CRBN #9 45 & An /) A0 st AR, K EAME B IS ¥T 38k S e & - B4k K Pk At
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5%

CELMoD # K -F & i & #1 — Ko F Ik, BMS i@l it H ks, B EHEURTE G

A RZ B, MET LR CELMoD &4 &, iX 237 —4X 49 CELMoD
W TRMEZGETHEN =%, £5 CRBN 50 HFhfFff) 2
BF A W R ATA I R 3% 2.7, CELMoD 254% (4= Iberdomide #= Mezigdomide)
I 7R AL 0 R Ak . S AR AR R AR IKZF1 F= IKZF3, Bp 4 a3t -F49 IMiDs

AP ERGEG S EAMEGEITBREAE T,

Bl #%39: |berdomide vs. ZFH W4 IMiDs 4 3 7F /£

kARl Y B

Iberdomide (CELMoD)

(IMiDs)
CRBNZE: 4 % £ 7 IC<o ~150 M ~3 M 201& £ & F A
. o PP, BERAM s w e ah g e s
o [ L g T4 7 4 e P B A 5 b
T A T R AR lkaros/Aiolos & #2 B0, BURAYTERE B ER 69N 9B E
CRBN# £ % & HF LA AN EAEH EELE TR EOF §52 S &S Lol X ERE 3

P A HME (1.6mg mHRE RAMEE

T BV e AR R
RP2D) 25mg, A5 & fE4mg) B I S A A

*B: BMS N 3)'E M, insight, BE4&EKF A

B Iberdomide A Z R A £ KA NG HEY L HT— X CELMoD 2544, Iberdomide &
RA AR RRA T — Ry TRGM, HRAFLEFARA ANKREFE
FDA iE X $t/f 69423 —/X CELMoD 254, £ 2026 41, FDA E X% T
Iberdomide Bk & 47 E ST ik ((AFZ AL EFusmsbE KA, B lberDd 7 %) AT
/477 R/R MM 89 NDA. A T 3L &1 KX 5 BRIt 69 24857 2, FDA TMLI% T
TZE MR “RHMIT %" (Breakthrough Therapy) AE, LR THAEF

&A42 5+ (Priority Review), X T 2026 4 8 A 17 H #) PDUFA B 4R¥ iF
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A ARRE
B . A3 &E02, WA FEILAE FDA 9517 % & (Project Orbis) 124
T#AT, XERELERSNARERGIA L EIMELR T FEZGH,
MK i T A RE LA

Iberdomide MRD 2 3 7 & % # NDA i#£ 3, PFS ##%+4:42 X F. Iberdomide
Btk NDA 8938 %, £ &K TR X469 Phase3 #ls /R iX % EXCALIBER-RRMM &
HRIA TSR, ZREA—AS T, ANE. B, FHARE G
%, BAEKRM KA IberDd 7 E 5B DVd HE (GAFELEHR, MBE
RAs EARIN) 697 % XA M, KR T T REDRMANE £ 24 K
1R B % (MRD) MM EAe Lt & £ G521 (PFS). MRD Ff P2 — IR A B R 69
s R AGHR, B%RA L 10 7 2 100 7 AN EF mfa A0 R —AEmin, LR
BOEMERENTAEES L ROAEBRPIRG EABE. PHITERE
EatigsmAatt, |berdomide Bx47r £ /& MRD (A & LRI T A & A4
HEEXFEREXGILERE. BAT, ZIRBA AR ZEHRAIT, VOUIKE PFS f=

B4 B2 (0S) 89 AKIE,

BMS *f Iberdomide &9 ¥ %4 & {2 3% A~ 1k F J5 4% RRMM, 2 5] EE £ AR L i) &
FH. THRIE L) G ETT &, £ %A EXCALIBER-Maintenance #95 —7
Phase3 #1iX3> %, BMS /24 lberdomide S 253 bt R AR B Mz, 4k A 374 Wy
% KRB (NDMM) & & Ak T mpaAste (ASCT) B o446 77. %53
RME L L TILF P — A AWM A EFETEXI KA. s my
%, d= X lberdomide A& &% X PR LM, FAEHZLEN
Revlimid 283t 2k 4£ 4 69 7 bz,
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B %40: |berdomide 5 Mezigdomide Z 1 & 12

B4k Iberdomide Mezigdomide
BT NDMM (7 87) +FHIRRMM FHRRMM
KHMH ACD38% 4 (IberDd) & @ BERipF . (MeziVd/MeziKd)
HirdEE FCD38E it S A & E LCD38H At 2h H e ik By
. e EXCALIBER-RRMM,EXCALIBER-

£ 18, 08 ’ - -
KR MAINTENANCE SUCCESSOR-1,SUCCESSOR-2

R BMS A 8]E M, EEIERAT AT

W NMezigdomide W /R KM= Fxf o FHBE ) 2L AAFNE R IEIE,
Mezigdomide #9-F-#17F K #2443t = £ 254 (IMiD. Pl. 4t CD38 #4i) #ié
By ZE ARG HE B B E (CC-92480-MM-001 iX38), ANZEAZE @ IEH LT
MO E R, AE R FEIRA CAR-T/TCE 477 6 0 3 E A8 5 F huskl a7
% 27, Mezigdomide %+ CRBN #4 £ & 3 Fo 71 £ KA & fie o 08 By J& M 32 4T 25 40
&, HE 5 AP BRIR A B IKZF R K MEARIR & . W6 AR AT4 4% & 9, H 7 CRBN
&K TR IMiD &t 25 69 4 JRAR AL 5 R R A IE A E . AT 7 K
I, BMS ¥ H G RFAY EER ) 269 8 K /X6 A% (SUCCESSOR-1/2 X

B, B E1-A%GT7), BB S B EEE FHAR R E AT R ET Z M.

= Mezigdomide Phase 1/2 /L% #4%: AT CC-92480-MM-001 X, 3% %9 Phase
1/2 AL B4 3%, Mezigdomide Fx &% A BERIpHI H (B AR FIE£
A) BHAERAE (MEZiVA/MEZiKd 7 %) ERiEZETT 1-4 B8 709% K
MEMBEE T BT LA ER: 1 S 2 BRE LT BH
ORR %73k 5| 83. 9%4= 88. 4%, HAZit 25%49 & & A 5| 2 A% M (CR) RE

4F (=CR), %77 AL B4 B % T 4 CD38 £ 4. & & BetRkIp 4| 5| = %.7%
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F 57 CIMiD) 69 =T M8 &5 PIRARKS, T Mezigdomide 4 T —4X
CELMoD #5472 8 R /3 /4 M B #a /8 T 47877 & F a9 2 2 Bl 1A,

CEZAMHIE (N=104) B27: R N3 BETHARRFH A LR

¥ H M

, BAE P A MRy (52.9%) Fodn AR D (22.1%), dEdnik

Fde il K (18.3%). B (10.6%) B2 74 (6.7%) KA F T4k, H

)78

FEXBEFER, mxAbA Wit X Mezigdomide EA T XA L %

BEBRTHILA

B #41: BHEMELZC0R ELH Wezigdomide /677 4 7f #5 K %

100
90

80 -

70

50
40
30
20
10

Patients, %

60 -

Best Response by # of Prior Lines of Therapy

>CR
>25%

ORR:
83.9%
6.5

1 pr1or LOT 2 prior LOTs 3 prior LOTs 4 prior LOTs
(n=31) (n=43) (n=23) (n=7)

mNE mPD mSD “MR mPR mVGPR mCR msCR

ORR:
71.4%

B: BMS - 3)'B W, B &L 7T
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B E42: RELGGI=3 RETHHXERR FEAE LNt 8 F M

Grade 23 TEAEs 1 prior LOT | 2 prior LOTs | 3 prior LOTs | 4 prior LOTs Overall
of interest, n (%) (n=31) (n = 43) = = (N = 104)

Neutropenia 19 (61.3) 23 (53.5) 11 (47.8) 2 (28.6) 55 (52.9)
Thrombocytopenia 8 (25.8) 8 (18.6) 4 (17.4) 3 (42.9) 23 (22.1)
Pneumonia 7 (22.6) 5(11.6) 6 (26.1) 1(14.3) 19 (18.3)
Diarrhea 3(9.7) 6 (14.0) 2 (8.7) 0 11 (10.6)
Asthenia and fatigue 2 (6.5) 4(9.3) 1(4.3) 0 7 (6.7)

KB BMS 8] 'E M, E&IER AT
= f& 2026 F, Mezigdomide #9116 R IiE T S B & T HA Phase3 HAEF % .0
% & 1X. 36 : SUCCESSOR—1 #= SUCCESSOR-2, X 31X 08 69 * 42 2 3B 1 39 F i

2026-2027 F R A o

4 SUCCESSOR-1 iX3b: JE /2 iF{% Mezigdomide Ik A A% 4% K Fo b & K 4
(Mezi-Vd 7 %) 3t tb A & B e Br AN 4 K fo b B K A% (Pom-Vd 77 %),
AT kitdgEsid 1-3 &ib77 (RO IERANEEEL) 4 RRUM
B, ZRI R F AR T Mezigdomide A8 & 72 Is R %42 L 4 & BAX
Pomalyst,

4 SUCCESSOR-2 iXJ&: W/t — & desk s &, iF4% Mezigdomide B A& FE4E K
Fo EARAN (Mezi-Kd %) *ML-FARER I ERA (Kd 7E), AT

BIRAETTES &Gy, LRNRE T RIREAE A5 CD38 F 4k

MG EH K .

s ok, BMS L EARMIE L Mezigdomide H5# A e 2h4s (dm EZH2 9% 5|

Tazemetostat. MEK 7% 5] Trametinib YA % BMS 8 A & & »JF ¥z & 9 -F BMS—
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986158) t9F& M A # /1. A7 @, Mezigdomide /RILE T & & 69T 4=
M, HER 3/4 BEFTHANTREMN (TEAE) £F AmigFEM (o
PPkt B Y SR AR N ARR Y IE), MRS B F L RFEMG R AR
WAk XAPFWEL Y TBd I FMrE T ey ARFIE, HAHAMEAK
R&FIFELTFE (R E0HEH CAR-T A/ M EMAERG BAER) i

LB BER T BRAERERM

W 2026 F % BMS AR EAe e & & I MAURE A LK%, HTREKCE
BRISAR T BER I iE, AR A ® TR TCELBA G R LALIE, &
BEAER GBI EM BB IRI &, BUS 5 Iberdomide /£ 2026 5 8 A
49 FDA 3R #LF AR, VAR Mezigdomide #= Golcadomide 72 i& % 4% M AV 5 P

JE I 89 B3 890 R 2 F RS 557 BOR

Monte Rosa: 4%+t QUEEN Al -F& @ 4{ 8 £ 5B AT R ¥k

Monte Rosa Therapeutics & 4 FRANBEIAN 1, IRIEHE + F 5] % QUEEN -F
&, BMOAIFR, MWBF) ., LFEMFZREOMAFHEHK, Monte Rosa i
At T AR RN R B VAVL 32 @ o F i MRT-6160. 16 R AT $ 3% 277,
% B 3T VAV BT = B A AR e, 23] AR & B AR TE R 69 F 20 BUR L (DC50)
ZE 7 nM, 4E4 First—in—class = L& S F 6T K% H 57 LLmii.
QUEEN - & & 22 MBS B iE 4 m AL ¥e R A 5. QUEEN PG a9 B AR 22 T 1
RRBEATERAMEATDFLE, TN FhelTER CRBN 2 EHEEGE DN L,
M bliE B G F A ) &5 R 5 A54HM ., 2025 F 7 A, Monte Rosa % T

QUEEN -F & 89 A F XA R & & T B IR 52 K AP (Science) # &, %4 %@L )L
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TR Z 5] (geometric deep learning) Zik, R4t 7T CRBN 7 [&ff e &
A FAAE, TR R AR E@ 100 A, HEP SR GIA AEAR
BB AR LA, X—KEAREE QUEEN F 4 89 AL /ML = 2 FUMAR A 72 52 KR 3K
FHEANT, LIIET 7T 6 2 AR ARG I &% R QR /) S ABA TSIE
M B NHAZ A 2 B P o

B %43: Monte Rosa AFX &4 : 26 FH#4F % HH* %I &K OEA I

Next
N L Anticipated

Target Compound Indication(s) Preclinical Phase 1 Phase 2 Phase 3 Milestone
5 ; ;
=3 VAV1 MRT-6160 Immune-mediated Multiple Phase 2
E Licensed to Novartis* Diseases initiations in 2026
=
E
& Phase 1 data and Phase
3 MRT-B102  11.1g/NLRP3-driven 2 initiation in 2026
=8 NEK7 Inflammatory
= Next Diseases IND submission
IE Generation in 2026

Castration-resistant Phase 2 initiation

S GSPTL MRT-2359 Prostate Cancer T 2P

E

2

=N CCNE1/ Discove CCNE1 Amplified Tumors IND submission
CDK2 i ER+ Breast Cancer in 2026
Multiple Targets .
Includes those Discovery 1&1, Oncology, Genetic Announce additional
licensedy/optioned to and Neurological Diseases targets

Roche and Novartis

KR : Monte Rosa % 8]'E M, B &IEKA AT

W R T RS KA B G R T A R LT VAV 89 GEF (& 3R ER
RET) BgiEte, 2 TR IZREEALR: VAV B THZ Gl bo
REG GEF RAAMR R, HRDSFIHFIE AR LA KIed); BPARIpH LS
P, VAVI 89 & A FHRRARAE, I RARMDTI AL T 5T REF ARG
T AR, HEIR RIA ML FF F . XMFET VAV AT K IAAA &
WAEAR X AR 2h 69 ¥e 8 . MRT-6160 @i o F I MEfghLhl, %5 VAVI 5 E3 %
# 485 CRBN s = LB &40, 315 % Btk Rl& M VAV & G R4k, A

w4 3R LR R R AR et b LR Ae, A XEBr L L EKA T m
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fofe B e 513, RiGTEEERRRPAESNG LR A F A MERRA T
B AL & & i Ry 2 ALY

B F44: VAVI € E WK BIEFHAgHEG_LAFe, & (£B) H#HELOIRETE

LR (5 H)

VAV1 signaling is associated with several T and B cell e 2030F Drug Class Sales
Y o (181 indications only)
T cell activation »OR| NCIA € RINVOQ

- 2
P e oo
I 2

S

5 0 Acte
8 cell activation/Plasma cell differentiation Rituxan \ycarT Hytrulo  § -
y, ___~ (atibody production) ~ Rituximab g o "
Wiag 5 00 Ocrewis, Ritwan
D\
Vel oz 0000 #  Rivoq, Xefanz, Olumiant
7R ~+ Thi7 response \(Ccsonlyx omvoh :
4 v ko ar) 5 e @ P s
~ -
\ o e ¥ N AN A A A P
| VAV1 Pro-inflammatory cytokine production H ] HUMIRA it (0]

% F: Monte Rosa 2\ 3)'E W, E4&iEHAH %A

B VAV T REFHNXEIE R IER . MRT-6160 VAR AR 7789 15 R -FHALIE 5] K

T RASE 5% AR, 2024 10 f, &K EIR 477 ERiE% 5 Monte
Rosa #A p%, T — & HIR KR 38 I T 1.5 L E AT, AKRE
MRT-6160 % H 4k VAV 5 F Az 69 2 3K FF & . 4] f= T L ALALF], B Phase 2 15
RFAE, EEFABEE I A HAZ, T Monte Rosa £k & /& Phase 3 M £ 8%
EREF AN FEBT HAEAGRA], Lz B eF L, KEfae
PRBARETHK 21 /0E L. o, EmiEEE ICP-538 F 2026 F 2 A
R AFEBEA. 2 FE AFENE KRG VAV 5 ik, BaTRT 1 3£4%
M, EREREERENRMR. FAMLERER S AERLSE,

MRT-8102: 43K FIC ¥218 NEK7 2 F K. £ R ¥ MRT-6160 H &) 7 L AL i
J&, Monte Rosa ¥ & & O¥ B £ H KT 44K F—MRT-8102, X2 —3%
B A7 4k T 4 50k R R AT 5 69 $e e NEK7 89 0 IR - F AR M4 M4 5], E /2% Phase

| W5 & X3 (NCT07119125), E&4Fxtd NLRP3 X 2 MR Z IL-1B8 . IL-6 3K
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G ZRIEM TR, T, SARBARME S E &% (ASCVD) #% 44 A

S & M o

B %45: NEK7 & NLRP3 ¥ 42 KA 6y X 4 K &F &

e P®® ... ;
‘ . © i .‘ NLRP3
~® & ’ -
Py ‘ - NEK7
+ @ A : =9
F e’ ‘
Inactive Active Wheel-like pro-IL-1p Activated
NRP3  NEK7  NiRP3  oligormerization pro-IL-18 AR eampiex
> v
IL-18 1L-18
fow
Pyroptosis @ Cytokine secretion
m / Acute phase
of IL-1 response
&
Il Feed-forward o1 11 IL-6 3
ampl'ﬁf;m“ IL-6 induction via IL-1 CRP
11 saa

i

HR: Monte Rosa /2 a]'F M, B4l 455 Ff

= MRT-8102 il it NEK7 M #2 52 30, b 3% [ELIbT 69 £ F4L74 75 7542 . NLRP3 % 5 Mk fE
IR AR S o R R 2 AUHE SRR . KA S A8 AT AR KRS R T KL TR
R BT R 37 5 B R 5 % A m b B BURE R AR B A e, AmdL+F
8] £t 2t 1% ¥e k69 BT IR R AT K 2@ s € Rk & T NLRP3 A& 5
RN EMZETNR S RERE, HAES BRI H] 7 g AL AHAL
A AR R, BN A SUR L F R R 2 IR M A M BB P 3 B89 AT AR
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5 &5 2z . Mkl aF 2R, NEK7 2 NLRP3 FE R Ae K vk 2a

FRTLF N I RE G, BB MALF AL XM R, %A NEK7 69 3 R4
B, NLRP3 BP ik T At 403 . MRT-8102 K A 0 -F Ik &g R wg, 451
% F NEK7 22 2-% A Bk & 2 MR IEM, K L5 35% NLRP3 X JE JMidy 4
AR, MaEET BRIP4 NLRPS 694 2 B Ze bk B fe M K%, H K IEIRF)
R T BAH £ FAMR B 8T7 %42,
= s dnE #E hsCRP 2 % 41K 85%, J3&E NEK7 &/ Rk S 0 A% 77 o
2026 %1 A 7 H, Monte Rosa /7% T MRT-8102 iE = i# 1749 GFORCE-1 Phase

116 KR IS TP AT AT & o i KU &% PA D 69 R 448 . %9838 Part 3 By
NT 24 LA R B AL 2 CRP #3589 & /& X # (P42 L & hsCRP 6. 3 mg/L),

7% Z 5mg £ 400mg 693k #3552 (SAD) A= %k #¥5+ (MAD) TAZ]. #

&

2w, &34 %2, MRT-8102 454 C A 2 & & (hsCRP) 42 KK -4
SR 28 2 2 51K 85%, L 94%49 0K hsCRP K-FA4#4] £ 2 mg/L YAT—
— % A S TR fE B RE E A K. I, X THXERT IL-6 89
P Az HORF TR TEAK 55%, & 2.8 fe BRI BRAEAT . 4k s @, KIWKE &
FRRFMHRFERAEFNE, EARERNEEMES, L7 RIFaH T
PEAFIE . %A HE ZH MRT-8102 45 4 0 IR NEK7 5T B M4 R 7 72 3 Bk 345 B A2 AL
TS B R P At — F TR, 8]t R T 2026 F )z ) GFORCE-2 Phase 2
+ JLIh, EIRF ST P AR B A8 ONS F 5145 5 : 7 4 A & i A ik (CSF)
IL-6 K-FF &ie b ¥ IL-6 E% 5 iX%, % MRT-8102 ;475 /& CSF 1L-6

K FEAK 75%, RTiZ5F T At 35 A% o i B = (BBB) JF /= &£ P AR4F +-1E

60 / 76



PSR
RRZE, ATE—AKH, Monte Rosa = AHIH KB A IE5% ONS F & At
8T —&K NEK7 HF IR, R4 RF B K. ML f5mFa

ZREERIE, FHTT 2026 FH3 IND #i7.

Revolution Medicines: VAIE[&#E 5T A E % RAS (ON) #74] 7& X

%—R G120 R A F A HARERFE S AR, &T RAS & Rk@HZA K
MBI E, BE 5 =48 53 (GTP) AA LB REANG RS FAT, A5
RE KAWL AR TR e & F— KA KRAS G12C B & 6954 A B 45 7
PE A0 d0 1)

Sotorasib (Lumakras) #= Adagrasib (Krazati) ——if iR
T iF Wtk A GDP 454 R &0 X L F AL RABRIKA, £ NSCLC F T &R T I RIIE, 57
ATAIRTRGETRBG Rk, Rin, LEBHHUERAERAXRTSERAE:
1B Z 4 13- 17%0 I AR % B (B G120 BL), BHFHRMIT T Lk R SE
B LR B S ARG RAF A S ALH], 046 L5135 18 5 69 A2 M 0E (de EGFR,
HER2 Kbk L), T B R T VAR KRAS R &) — A% (4w Y96D %), 377

X B4 2 PE A AR PR, o

W Revolution Medicines =75 &4-F & Z4) RAS 4#p#]5€ K. Revolution i it
AR = A EEMHWFFIF 6, Z2T 43 RAS(ON) K& 69 £ F LI K
%42, 5% — K KRAS G12C EM#p#1 5 (¥2@ GDP £ 469 L EHRE) FH,
Daraxonrasib (RMC-6236) Kk A1 oF ALK, B R 5 MmIE A & F B &K 69 1F48
EAFHEZAA (CypA) &4, BdFHEFARNL TR CypA F @M E, Tk
H5#ESRAS (GTP £ 4) EA/mFAh AN TE &4, 464t

¥ 5 RAS 25 &7 s A2 £ 89 "CypA - RMC—6236 - RAS" = T & &4, i@ 1L % 1] {x
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FEL L & FELBT RAS 5 T sk 2 & @ (4= RAF, PI3K) &40 EAE B, W4 BT 5
S, X—%%2i T T RAS BOA TS B HMELADRAZ QTP Ff 4 89

therF, FHTA A RAS REMREFAARNS W EE 2, ARG Ls

s}

R E G H AL A Yo

B %46: Revolution FFX &4 : 7L #I RAS (ON) FE FEAED TR TF X

Clinical Development Pipeline

Daraxonrasib (RMC-6236 | MULTI) v
Monotherapy Studies
¢ RASolute 302 Qlmetastatic oSS
PDAC € RASolute 303 Wmetastatic (D
€ RASoOlute 304  Adjuvant in resectable (NG
NSCLC ¢ RASolve 301 2L/3L metastatic B
Combination Studies
Solid Tumors + 80C, RAS(O[\!) inhit?itor.doublets or —

other investigational agents
Elironrasib (RMC-6291 | G12C) v
Monotherapy © D
+ SOC, RAS(ON) inhibitor doublets or B Y

other investigational agents

Solid Tumors

Zoldonrasib (RMC-9805 | G12D) ~

Monotherapy (D
sofid Tumers O )

other investigational agents
RMC-5127 | G12V

Solid Tumors Monotherapy (D
k% : Revolution N 3]'g W, E&iLAH 7T

W WA PDAC — %677 A AARBZIERE Ko /& Daraxonrasib H I AT, WA
A5 MR T E IR (PDAC) #9AR/BE SR T A A mie AT . — &8
J7i8 % K B FOLFIRINOX 77 £ X & HiEFK L A F AL LA ELEE (GnP), H
# FOLFIRINOX 7& ACCORD-11 x>+ 27 m0S 11.1 A~ A, GnP 7 MPACT iX3%
¥ 27 m0S 8.58.74NA. Am, EHXHELEAKANRERKRERE, #FANL

BB ERERKESETE. N XD CRIENIFEHNTERBET E
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Z R — A GnP — &G ST B R A4S PDAC & F 90T 2,
T REE L A kI 7 6 B H mPFS 9 2.89 AN, mOS A 7.04 ANA
T AEE 6T e & H mPFS A 3.81 ANA, m0S A 7.43 AN A, B
R 2 F £ 5 NAPOL I -1 X 3 4 2 69 g UARAF 2 B R BR & 5-FU/LV 77 & & 45 m0S
RIAZE6NANA (vs 5-FU/LVEH 4. 240), mPFSRAZ31AHA (vs 1.5
MR, BEAEFREVAS A R, ELERERT, % PFS 4= 08 2
FIKBA W7 AR RAA R LML, T e & gl PDAC #9767
RMC-6236 # # & #8 PDAC &9 77 X X 7L #k o Revolution 7 RMC-6236-001
(NCT05379985) ik A xktk, %P, FaArE 1/1b Bl KKE+T, &
%,7F 4% T Daraxonrasib f£BEAE4E 1T 7497 69 KRAS G12X R (HEFR G12C) %
IERBEEFOITH LM, A4 PDAC B OHER T, BE
2024 57 A 23 0, £H 127 22 H5HETHH —K 160mg £ 300mg H =477 .
%457 F, BHEM mPFS ik 8.1 A~ F, DCR % 87%88%, mOS ¥ ki ]|; 48
BT Ak (& mPFS 29 2.9-3.8 NA), Bl i ELtEL L
23t Kir 12, 1Z2383E £ 4+ Daraxonrasib A =447 /& PDAC F &yt —F
FF &, E AT RASolute 302 #= RASolute 303 #3 Phase 3 = MPEiX 32 E {23
e
= RASolute 302 (=477, NCT06625320): X & —Faxktk, $¥ .o, M
M. FATRE S 3 #1X8, § &£ 14 Daraxonrasib H5AF 5 H £ F ik
AT (do 5-FU ARFBRIEL T L) ARAETT—RETH#H

M PDAC &Z PRI E F. AWK ITHAEREA RN 501 A, BATAL

63 / 76



A ARRE

AP OCHANBIECKETLLFE (Winding down), i 74& 2026H1 i &
TN KE R

= RASolute 303 (—%&i&J7): f£ 2025 5F % W & & /5 34t 3F #5451 PDAC —
BB TT 0 EM M RIE . R R A =4 %7, $#4F Daraxonrasib %%
J7 % . Daraxonrasib K& & HiLiE+G & G L 5R EA5 82 (GnP), A& GnP
FHATRTT EOIT e MY 8 — R E BBk S F B RAE T2 2026 F
EFFNA, KN R AE PDAC K akis 7 44 B 09 K AR .

B £47: Revolution 26 £ >/

Wk AR 5% RASolute 302 daraxonrasib # 5 5 34 2026-F b F F 3485

Fs R 55 RASolute 303 daraxonrasib ¥ # + 4 F % — & 34 2026F LFF 248 2 4

T A 55 RASolute 309 | daraxonrasib + zoldonrasib L 25 1% 4 —# 34 2026F FHF B
AE ) fm B R R RASolve 301 daraxonrasib # 2§ —HE+ 34 20268 F K A E A
Ak I fm AR T - daraxonrasib 5% 4- 7 4 — % 34 2026 T FF &

K& : Revolution 2 8)'E M, BE4& LA LI

C4 Therapeutics: YA TORPEDO - & # 54F IR 0L % 3+ 37 3 AT

C4 Therapeutics #17/ B #F4) TORPEDO -F-& . C4 Therapeutics 1f 4 e &) & & [
FRARIR B IR b 2 —, 4R+ & A 49 TORPEDO (Target ORiented ProtEin
Degrader Optimizer) F&, #3127 & &% T (MonoDAC, ¥ I ft 4 A g &L &
Y1) 5 AT RER (BiDAC, I3 At % i & L &4 /PROTACs) 89 3LHLH R AR

Fo ZTFS AL A Cereblon (CRBN) T B & Az, EAHGdwtHLs, X
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&R FHEEmAENF, B EALIEMRA, £& a5 E3 AN
WEZLEEWMH M F, tmbnyTaaRictihty o REHFI R, it
BHEBARN G RN F454E, AT H A 0T o RIS A AR e AR 2

AT DNA i EfmhRKEEWERTERRT H. 2026 F, C4
Therapeutics /A 5] i X & 7 ¥ TORPEDO - & &9 88 /1 X4 & & K JE AP 22 K JE A
BAY 1B AT PR IR AT IR . o> 8] LA AR T A KA T e R B 1E 8 74 Eag A4 e &,
X sk Yo B ARGE R AR T B E KRR B AP R AT MR T P RIEE XA T RAE
Mo HXAEX—F KaYERBY 7K, C4 Therapeutics KA T LK E =B E
#H K, J% DNA %51t &4 % (DNA-EncodedLibrary, DEL) # K 4& &gk A -F g
MEIAAET . HRL, 5 TGRS ERN T RE G R & G045 E LM
(4= G-loop 3 RT-loop), #n DEL AR 5] NAE 2 3] A6 9% F 2R B Sk 2 gk R 454
LEMIBAG AR, RE BT TPD B R 5L,

Bl %48: C4 Therapeutics FFX &% : B IFiEFort 22 RITIETH, TPD 254

RESEARCH &
PROGRAM TARGET INDICATIONS PRECLINICAL PHASE 1 PHASE 2 PHASE 3 NEXT MILESTONE

CLINICAL 4L+ Multiple . Q1: Initiate Phase 2

ONCOLOGY Myeloma Phase 2 MOMENTUM trial w/ dex MOMENTUM frici

PORTFOLIO Cemsidomide  IKZF1/3

2L+ Multiple .
Myeloma Phase 1b frial w/ elranatamab? gz,“!nlkl,‘-.-”r”(

Q1: Utilize data fr
CFT8919' EGFR L858R plen-=mal =l the Phase 1 frial 1
ung Cancer Ine Al
s
pathways of.
INN 7'II'L-23'I':LI-F|P: INN f By year-end: Oplimiz
Discovery  -Type o, il
DISCOVERY “MAPK, Heuoinfarmation & ecalon cec
PI3K/AKT,
NF-KB

% %: C4 Therapeutics /A 5)'E W, E &K 5T
B Mezigdomide 2 Z FRi4p# 4 Cemsidomide #]i& 2 F L% 0, £ CELMoD

(Cereblon E3 £ 428518 T 7)) 403k, BMS IRIE R AN ZE le Ao L Bl S 091
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WA sk, BB AT R B E _ERAFANL, A BT lberdomide 4= Mezigdomide

FEZHIT T, Af, Mezigdomide 216 K- A F 27 H BEaFHapalw=som
H

Nt

H4E: f&£ CC-92480-MM-001 X 3o, 2SR IEFW =R EME S K% FHE
BE 3T Mezigdomide S 2587 0, 3/4 B P Ak min kb 2 R £ R ik 82. 4%,
e 41, 2%, s ARV IE 17. 6%, EL77.2%69 % F 4 A G-CSF #EAT P Mk
e g 1, /& CA057-003 B 47697 R ek (FRA- b E KA & Tazemetostat.
BMS-986158 X Trametinib), 3/4 Z& ¥ M#ifmft iy R &£ F 45 A% 50. 0%,
65. 0%#= 80. 0%, EAR& TR &S KF. X—R2MHEIRT Mezigdomide 4977 H
WE| FERARSR B PRAT S, TRARALIE KR 22 F 69 E Ik,
&% Cemsidomide #2447 £ FE F 452 1],

Cemsidomide £ & # /£ F] £ & 1£J7 3. Cemsidomide f£ Phase 1 7| & %3¢ X 1
W REILE % & Best—in-Class 8987 58 516 R £ 74t &£ 75%Ex g
CAR-T & T wmfedE &6 57677 100%=F R % B)j % 3-22 KB IEIT LM
R EFF, Cemsidomide FFA il EAK-Fay FAMEMEL 36%, THKLT

Mezigdomide # 25%%5 Iberdomide & 32%; it &7 & K-F (100 pg), H

53%#) ORR 5 Mezigdomide 48 % (55%), {29 & M4FiE 83 £ h——RALAT &
# [ Cemsidomide A8 % RRB EM122h 3/4 Bpkminmy R AR K 59%,
HEGFAAXRNREHFFHGH B Y AR 6%, 1K T Mezigdomide &9 25%
5 Iberdomide #9 24%, X —JF -2 A M -F# 4 Cemsidomide 4 KA S K
PR EEPRET RTHEWETEE, A KBRA LR ET7 16
JEEw RE Ak, NS5 FDA sihvik F AR A R AR, A T4

2% B VAL % £ 69 MOMENTUM S2 MH b X 50 (2 37, A 2 MIsR, 26 F2 A A4
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B9 EH) BIEA Elranatamab 89 Phase 1b #F %, Cemsidomide A 2 & % &

it 25 MM 74 77 AR E 2 B & 09 £ ALt 3
B %49: Cemsidomide A & /& & ] R 1277 # 49 8 — A CELMoD %7 /&
Cemsidomide demonstrated compelling anti-myeloma activity

Heavily Pre-treated Patient Population with a wide therapeutic index in the Phase 1 dose escalation trial
Representative of current multi-refractory

patients 80% 53% 55%
~75% of patients received prior CAR-T or T-cell Y
engager therapy 50%

100% friple-class exposed

100% prior anfi CD-38 mAb w0z 36%

32%
patient

achieved

3-22 prior lines of therapy

30%

Differentiated safety profile an MRD

» No dose discontinuations related to 20%
cemsidomide*
« Grade 3/4 neutropenia: 59% (43/73) 10%
. Cemsi i Cemsi Mezi Iber
* Only 6% dose reductions due to TEAEs N=72* 'x:,l', ',l,)f;o N=19 N=11 N=13
+  Meizi: 25% dose reductions due to AEs 0%
« lber: 24% dose reductions due to TEAEs ORR Across all Doses ORR at Highest Dose Level

. . . . . 2
m Cemsi Dose Escalation W Mezi Dose Escalation' B Iber Dose Escalation

kiF: C4 Therapeutics 2 3]'E K, B &R 7TAT

» Cemsidomide A2 TH _ XS AW FTHBEITHKE. B FRAEBEHBIETT
e IR F 5 CAR-T mfiey7 & B I 29 85%49 ORR A& 74%49 % & 4 %
£ (=CR), BERTWAFFHM T @i % (BIiTE) ¥ 257477 49 58%-70% ORR
5 17%45%69 =CR &, 12 5 2 £ 45 PZ A M Ao 7T oMk B B &£ % .Cemsidomide

(IKZF1/3 T&fE7) 5 BIiTE B4 A 269 F AR ABRE T XA RIE: %5
ST EMUEILT ARL 89%49 ORR 54 44%09=CR &£, £ 5|5 CAR-T #8449
PR EN, RRAE EZ FHE LM, A TFTiX— PoC 4%, /3] Edf
#t Cemsidomide Hx&-#% 3% BCMA ¥&.1%) S 4% 7 P£ HLtk Elranatamab # Phase 1b
R, APat 2L+ B HEAR, @i T mRgE % BiTE 694 MR B FiE K
MRD FA e 2 &, M fe-F- #7697 KA P 2 AR TAA AREEIT (.45 CAR-T
F2BiTE ¥25) 69 3 2 F T H 4%
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B %50: Cemsidomide 7 & & — 24 % X 4 5 #4758 477 A7

Early data from IKZF1/3 CEMSIDOMIDE DEVELOPMENT
Currently CAR-Ts demonstrate degrader + BiTE combo support RATIONALE IN 2L+ IN COMBO
higher ORR than BiTEs alone! POC for similar antfi-myeloma WITH A BITE

Opportunity to improve BIiTE response
rate including depth of response

activity to CAR-Ts with better
overall profile

ORR Range > ORR Range
&5 Differentiated safety profile
CAR-T ~85% 74% BIiTE + N/
IKZF1/3 ~89% —44%, Qo Compelling anti-myeloma activity
degrader?
BiTEs ~58% - 70% ~17-45%

T-cell activation observed across
=2, dall cemsidomide dose levels

« Combination is safe Phase 1b frial with elranatamak?
will evaluate MRD negativity

+ Early evidence of anfi-myeloma
responses

activity

K R: C4 Therapeutics 23] 'F F, E&IERF LA

= NS A% — 3 HRE BT 42 Cemsidomide 2L+Awik Fht 5 ALK T ApE, o3
# Cemsidomide Xt T & 2 89 WAL FHAT i M Rk, 8 Ak 29X e 5K LA
A AR T IR AT AL+ KB, R F 2026 F Q1 /& 3 Phase 2
MOMENTUM £ &5 £ Mt 1X. 3 (Cemsidomide Fx 44 & AA4x, £ 100 47 £ %, ORR
B ) AFaT 2L+AT & B E, N T 2026 F Q2 2 EEAHEH Elranatamab %9
Phase 1b 44 tEiXde (30-50 #1 &4 ), HB LIRS T R KB R KAk, 24
it X|i8 i3 ¥ — Phase 3 [AALA FBAF % (VA Time—to—event £ ,&.) F) B+ X 4 2L+
g H0 iR F AR 2+Fe AL+EG T AT ht, il R K ARG R T R SR 6 B B

B ENERIBIAT XA ) B EH K, 5 IR T RS H Ao iR 3 Lt A2
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B %51: C4 Therapeutics X% — 3 HF]Ff 4 & 2 +40:E Fht 5 £ 4 5 S HE

Accelerated Approval Full Approval INITIAL DEVELOPMENT PATH

2 trials pave way for 2 distinct

2024 Initiation:
(il ks Iiiteiiferi: potential accelerated approvals

Phase 2 MOMENTUM ftrial based on ORR endpoint
4l or (Single Arm)
Cemsidomide + dex
e ORR endpoint
N=~100 ADDITIONAL COMBINATION
Dose: 100 ug APPROACHES
Q2 2026 Initiation:
Phase 1b frial Phase 3 Mid-202é: Provide trial plan to
Cemsidomide + Cemsidomide + BCMAxCD3 Bispecific inifiate an additional Phase 1b
2L or elranatamab’ trial in combination w/ other anti-
later myeloma agents

Characterize safety and ORR | Time-to-event

tolerability endpoint endpoint

N=230-50

= next frial inifiafions

kR : C4 Therapeutics 2~ 38]'E M, E&iER AT

HFRES: KW LELREEQERTE, TRFEHEKYA

FLZR A A8 BRSPS I AT AR AT ) B R R ASME R TEAM . 5] T 2025 F9-11 A%
M AR ARG T (AL 51.48%F &), REZAMBZREHRTFE (5T
fX/PROTAC/DAC) B A%+ %8 % HP-001 (&2 IR CRBN MM #], et 1/11 #05K ),
PR B ARE A B) A IR A 89 B 34 B B Dk @ H AR T & AL AT AL, A
A AT R T A Z R EAM, AR ER TSR T H L
BAREE L2 B3R,
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B Z52: ARG KL EL: HigEETPDHHESR

RE £ AFERX  ERE BHRm IGFRRIFF A& IGFF4HA IGFREHE ik

HP-001 IKZF 1/3 AFER EE+ES I g
HP-002 BTK PROTAC IMRE+E% I INDFFX, RAFHIEMEED
CY-007 VAV DFH B — AESHEY 2R

CY-002 PDE3A/SLFNI2  9HFK i I PCCHES

DFBAN
Fa ZNDFR R (BERY Zi S SEEE
(DAC)

KiR: AR AN ER, BAIERT A

m HP-001 /2L T Best—in—Class B & IKZF1/3 »F &9 # /1 o HP-001 2 — A+ 3
A 2 IR CRBN <F %) 69 |KZF1/3 5T I M fE R, 16 R AT A% 7 2 7~ H AR 6 i3 2 ) Ao
#HFEMERTIAA IMiDs A TF—HKFEs (4= Mezigdomide. Cemsidomide). /&
15 1) R/RMM & 69 F- 06 R A, ZAHRA B LB H, FH T ER
AR H: H 4K ORR 3£ 50%, &7 & 40 2 5% 3L 100% ORR A 50% CR 9 52 AR 4% ;
BB K & &£ SAE 3 DLT, 3-4 &R R %<60%, £FMT Mezigdomide % 25
¥ 3. HP-001 2 kA B = A A IKZF1/3 Best—in—class 5T A&, * R/R MM

B R 0967 R F
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Bl #£53: HP-001 & T Best—in—-Class B /= IKZF1/3 5 F&K 6587

* 5 s IR

BEAN BELAR ey ORR 3-ABm AR RS
RIRMM ¥ 17 5L 157 e | mmaes
RIRMM +dex 77 6L I P P L
. ;
Mezigdomide | 5. | FRMM Hoex 101 oL W | ;j );:l‘fr%'*i) (b Fu{a_ré\}

(co-o20 rRRMM | | 28 o= I % iy
RIRMM | (. zqef'fj; w| 2 2L s 852% |4y 145;?1 )
RRMM | 2”3‘;}’; o] 1L 1149 85.7% 63.3%
NDMM Ibervd 18 1L 1 100% 29.4%
NDMM +dex 18 1L 113 82% 67%
RIRMM IberDd 19 aL 1 4 41% 63%

"zgg’_";é'g;e BMS | RRMM IberVd 21 5.5L e 58% 29%
RIRMM IberKd 7 6L 1 1 57% 43%
RIRMM +dex 107 6L M |26% (1 s O (;\f )*J i
RIRMM IberCd 61 3L I 82% 57%

Comsidomide| | MM %3 22 6L 19 5% 50%
(CFT7455) RIRMM +dex 14 6L 17 36% 57%
HP-001 @ | RRMM 25 15 oL+ i 50% <60%  |@ ;" ;”jgf::;;g%i
GT919 w4 | RIRMM +dex 24 aL 11 36% 21% [ (fjujigﬁé ks
KPG-818 | &% | RRMM +dex 18 6.5L 17 50% 83.30% 223(;2*;3@’35}

KiR: AR ESNEER, EEIERHF AT

EIREE: UAVAVI TR A kR IRETHFE

2026 72 A 9 B, #HiRMEEEXSH, L A EH R VAV T I £/ 7] 10CP-538

IEXFKAH & F PP (CDE) B9 Is RAF Lok, RAFTEBR, £ F KK M

HE NS R M 89 VAV 2T %

B ICP-538 2 —##H A, HK. HAFRG RS TREMRF, ¥oi T @micf B
ML AR T e K& G VAVI, Al T3877 A & IR Mk, 1] de K A2 9% |
RGP st A% KL, |CP-538 il it it ¥4 3./ F CRBNE3 2 % &

B 5 VAV & G Z B =T E 5T, VAR =R 69 75 Kbk A #Oob % g
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VAVI & & . BAT, 2R& LK VAV 3em 7 ik,

FAVINA, Al AR Z R AR —RAE T H G E 5 A WAL, K2 I AT

WHARILFWEAFTLEER, TRAEZLBTAH L, LEADLTAT R, L&

B MR A — /AMEF X ERE ; AT RIELR, ey 8K 2K AT B Ko

W KIS L AL R A B I AR R 2 R H ® . 2026 SFFE K TPD ARG K1
R 4. Arvinas 49 ARV-471 PDUFA B 152 h 2026 -6 A 5 B, AZRANEA
FRALEg PROTAC Zh4h, Il 3 A8 4 A5 B kAL ST 470 ; BMS 49 Iberdomide

(PDUFA H #2026 48 H 17 B ) % Mezigdomide 1 # #7 —4X CELMoD % F %,

B % AMERBABELT —RIRESET. AT AL L EHELE
Fr L BRALNEALH T

B EEAREEEATFEHARKES A 2/1] RAMNIRIEE 6947, Monte Rosa 1R
3 QUEEN Al -F& JF K 9 VAV1 5 -F & MRT-6160 (440354 ) & NEK7 & fig 7
MRT-8102, Z4E T o F IR M &t AR "1BR LI " @ "Al IRF)" 6936 X4+ T,
Kymera &9 KT-621 (STAT6 '&/#%]) #= Nurix 9 Bexobrutideg (BTK '4f#5])
AR K, CLL 5E N EREIABICH 7/, TR REK EDF F 4y
R

B AR EHEI AR E~ TPD ARe969 15k 5 BD #t & . A A4l it
F Wy L A2 B3R 45 HP-001 ([ &= # /2 BIC &9 |KZF1/3 5T &), FH0G R 38
27~ ORR 50% H. 4 A M F Mezigdomide; & fE 4 1CP-538 m 4 P B & /it

NG R &9 VAVT 2F BK ;. & 547 )1 BGB-16673 (BTK ' #& 7] ) & cBTKi #1245 CLL
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