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> ADiafr: EiEAhia, MIMOART—HM. REMm (PsO) iafr mipHINRNT200~250123E€, £99ADTHIZRI2(E. B
ZRPEENEERELHCEE, ADZH13008 A, Psof1405 A, AL, HITANERESERRESXINEERNIAR.
KRENBEXRE, PsOMNBNEY LHES25E, ADESKEEIEANIGEXO, EEREHE, ADEYHFINSEEEER
£ 17, 5—EE, PsOmiatlE29 block buster, HFE6FIMOAERHNEI, XILUTIS, ADTHIZERIRITABERE,
ERET AR EEH— S HREADII IR,

> SID LB/hG: OBR+FHAMOARKER A,

> 1) INEEK: ORKIBRUAFRNERSM: HRERREFERKASIENER, MoupiABFEE+46%
PURSRIKME ERAEZL, B FOREESIRIF KRBT ER.
>2) BIFTHEIRSIRE: SIEH SRR R R EEEEAD A EE I Th2i8X iz E . BRER R R AR
RAREE _DEFFIL-4/I- B3R S AR YR N IEE RS, MENSINAR LEEMEIEFRIERER, 'R,
BIIANEELZENERENETEZRTPHEIL-4/- 138, X THKEAERAMZERYEARE RENTANAE? R
EEREREIEMINESE, BMF_ERE, BiMMETPAARFET 2D FEGURHIES I EVHE
B8 L.
> tBXiFRY: Corvus, Kymera, Enveda (kL) . Pfizer, KEFH (8FHW) . AL, KFHl. @AY
> MBSRZ: TAARRMUKEG. (T =FMBIXE. EBCAXEG. BERZHIXG
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> #ESanofi, G7 (EE+RMEE+H K) 6945 M KIRATRFHIFEI T R, 28] 888 2% F Fl PTR S ad & A H0h
’J\"D“MF 1&?—?@']7&%%]%’]7&%%%%&, B FFEANFER, GTiZAATA406.97 A, £EA222.77 A
E: RFPBTIGELERELLZFFL G LT HF, R—FELRIIHIF, ZATT 877 I EH T 1)L L # 7 T X
#”zxzfﬁ/’/’ﬁ/’ﬁ/bz PEE IFRIFE #6987 7 T 2 A

EX1: GTExRADRITIREFSIT (20235F) /8fi: BA EZR2: EEADRITRFSIT (20235F) /Bf4: AA
Ny = lTﬁE'E'(%?E'IE s ﬁaﬁa%(?z?ﬁ'li
AD (18%LALt) 16726 1199.1 623 301.8 59 AD (18%LALt) 8174 572.2 263.8 167.5 30.1
AD (12-17%) 5035 4369 198.3 73.4 25.8 AD (12-17%) 2497 2072 96.8 38.9 16.6
= ﬂEF“UkeﬁJH’J = iﬁi“l]hzﬁl]ﬂﬁ

AD (6-11%) 531 161.2 16.2 AD (6-11%) 2457 1985 71.8
AD (6ZLLTF) 5023 351.5 145.2 26.1 15.5 - AD (6ZLAT) 2429 170 67.5 26.1 7.5

BRISEE: Sanofi, HHRESZAR BRSE: Sanofi, FEFIESHTFT
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> ADT 37 B AT 54%Dupi £ F, 25F ARAEH (ADE ) 1251 (T, £EAMEICE T, LARMG EMH Tk
S A0 ELEAL, ERBFEIERIL-1341L-31, MEIEA E KA, #Dupi£2030F ik, xtp454E 512174
fLE 7, A LW R T £2032-5 5 454 T R 2501 £ 4

> BERAR: BIRAMBRGF LT RAESAT EE/ANLEL, WIE2025F G4 E AL M FH| T RAFE DR, LKL
Ba A F a5 EEAE10.3%, mEERKAE14.2%, TR ERTH, HELEFLRG ETRI,

EZR3: =BKair ADEYIHIFI20255FHE R

- - AD SRIFELBK
: 2025 SFRIRIHEEET 2025 SFEEIHET 2025-2026 F = -
wYER (BRE) HYIERTR RWHN (YE5H) LihFs (B5Z5T) (BBZE) T Egi_i)%ﬁ (B IE{ESEMER
EEFCEGL (Dupixent)  1L-4/1L-13 JEES Q2W ZF 2017 12,496 9,234 9% 17,423 2030
HSFI/CET (Adbry) IL-13 BB Q2W ZF 2021 1,508 1,421 22% 2,469 2030
SKInF/CEHT (Ebglyss) IL-13 BREBS QAW ZF 2024 409 274 2% 2,625 2032
REFEREYT (Nemluvio) IL-31 BEES Q8W ZF 2024 268 172 91% 2,759 2032

EEIKIR: Evommune, ARHBIESFASFT
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> BIEEN X EIER, B R (Ps0) 897 T Z e MAEANT20072501C £ 4, 4 HADT %0242, ez £ Z 0
BB EHCRA, ADA 13007 A, Ps0491407 A, A, KAMIAARAXE RS ERZAMEF X EINETLIRHEZ,
> MEEWAEEE, PSOINEANGH ET EAH22%, ADEAKFFEZANI0F £, AR EE, ADAF 765 &F

ADT 3% B 7] 897

K2R LT, 53— F @, PsOdImKIRF &, 59 block buster, % Z6FFMOAE A AL, stk =,

ek SR SH | HEA RE 8 S kb A A P ik — b 3 EADM T 5

ElZR4: ADXIELPsORIZSHItHEIGIKIER

25
Where We are Today
2 in the AD Market
o
e 15 l,
0
2
®
w 10
=]
5
0 | s

Yi Y2 Y3 Y4 Y5 Y6 Y7 Y8 Y3 Y10 Y11 Y12 Y13 Y14 Y15 Y16 Y17 Y18 Y19 Y20 Y21 Y22
Year After Market Entry of First Advanced Therapy

I Dupixent (IL-4 / IL-13)

I Adbry (IL-13)

W Rinvoq (JAK1)

[0 Ebglyss (IL-13)
Nemluvio (IL-31)

Other
M skyrizi (IL-23)
M Tremfya (IL-23)

M stelara (1L-12/ 1L-23)
I Cosentyx (IL-17A)
B Taitz (IL-17A)
Bimzelx (IL-17A / IL-17F)
Humira (TNFa)
Enbrel (TNFa)
Remicade (TNFa)
Otezla (PDE4)
Other

Atopic
Dermatitis
Mod-to-Sev
Patients = 13M 1

Psoriasis

Mod-to-Sev
Patients = 1.4M 2

EREIKIJR: Evommune, ARHRIESFRSFT
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> 26FSIDF4ALB: & Ik RAERFEMA?

® 1) RAMEER: oRIRBEBRLAFRANERZT®: ALER KAEREKIEEOE A, MDupi K& A& E4+
IR Z RN L R ez 4, AdmstFolREHHWeE KL RFHLN,

¢ 2) Rl MFINIFEER: BAVAART ARG FRENE@T TR KA HBZI, SR hIE LR T L L
H#AEADT) EHALTh2A X TR b 7). B RF AR Yo Ak KA B LB T IL-4/ 1L 133AR R )G 4 £ 40 KA
Wa) B %4, MANR TR LA BB LAFH R, BAX, SMNMAAE2F TR ENATTEEFH
B L-4/11L-13:8 %%, s FKIME Aat a9 mA B E S0 R Al ? RE BATMm AR Ameg £, {2RhPuH
LR, RMBMAS TIAAFRITE5 T A TR EIAEFIF—ANTEF RHEH% E,

EZR5: ADAISHHEIRINS D iTREE

) /:‘__\1

%ot I 5 I '

83 " 0—(\ 17/ /\,7"\_ \\\\ - %%? — 41&
(e \

Pruritus: mast cell "x'! /T\Thz / B \

Neural hypersensitivity:
+ neurogemc itch

A
b
\ Y
FJ " ~ lff]l i SEeNsory neuron expression
- - M l—} .
' AT
\ N & \ / = =
. \ * Y =
A —— | .
¥ B o si=is . .

.l
Inflammation: = \‘:_ i \ /':// Barrier integrity:
Type 2 + Type 17/22 l a8 —:_.__,/IL 2 keratinocyte pathways

~

BERIRIRE: Evommune, FREBIESARET
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B AEFSID/N T t9Late—Breaking (R ARLB, TR) #%&, KMNERXEEM LA T ALE B RBAEX EANFEE LG EE. KBS EXRE, o
HConcurrent Minisymposium. ePoster Talk##Poster Only=4%, M@RTAXWEZEEZHLAF. NERERABEKRA, FoMHEAX (AD) EFYERSM

>

AU K EEZ S, f£Concurrent Minisymposiumef=Poster Talk4-it253 F L8,

CHINA POST SECURITIES

,gclnmm%

B1/3, EREFEAMT PN, FAMANE., Kk LRIk

oy WIRME TR KHSEF AR FE Wym: EKV, EBfe R utb AR AL E (FR R R) « & A4LBMiRHAntl 2k A, Aot (Wuhl, ERME) Swe %, »F5
KA EREFEMH Y NG 054k NLB, &5 JE R EH L —PI SN EFADE B JE, BT ECAGIL-4/IL-13ERmE, AN EHP S T,

EZ6: 2026%5ESID LB/

L SESSIONTITLE |

Concurrent Minisymposium
Concurrent Minisymposium
Concurrent Minisymposium
Concurrent Minisymposium
Concurrent Minisymposium
Concurrent Minisymposium
Concurrent Minisymposium

Concurrent Minisymposium
Concurrent Minisymposium
Concurrent Minisymposium
Concurrent Minisymposium
Concurrent Minisymposium
Concurrent Minisymposium

ePoster Talk Session 1: Late-Breaking Abstracts

ePoster Talk Session 1:
ePoster Talk Session 1:
ePoster Talk Session 1:
ePoster Talk Session 1:

ePoster Talk Session 2:
ePoster Talk Session 3:
ePoster Talk Session 4:
ePoster Talk Session 5:
ePoster Talk Session 6:

ePoster Talk Session 7:

ePoster Talk Session 8:

Late-Breaking Abstracts
Late-Breaking Abstracts
Late-Breaking Abstracts
Late-Breaking Abstracts
Late-Breaking Abstracts
Late-Breaking Abstracts
Late-Breaking Abstracts
Late-Breaking Abstracts
Late-Breaking Abstracts
Late-Breaking Abstracts

Late-Breaking Abstracts

GLTP BB AR A SRR ARIRISE, BRIFSAMIREMEREAR (nEDD)
IR RS BRI BIS TR iEttiR, SRORGISRIMERT K AR SR 4By 1
TARREFET: BSRRERKRRTINRIENE, ERMENSAaTmZaH
REMRMUET, SRARBATERSERSERIFEEXRME

ITK #3557 Soquelitinib AIfEE4SRIMERZ K BERGIKEMELEME

DNA 32535z GJB3 EEEXIMAWEE (EKV) HNESH#RERE

RNF20/40 @iz ik F4HiEA S

ABIEREANBEFN TR SIAT /IS ZHANS COL7AT EFEX, ERERMBEREFIRSRER

(=N

PR B R R AR R O E A

KT-621 AIESASRIMER K RIRAELH STAT6 MR, FHiEE Th2 BXERERARA
FRRF AT AR 2R IS — NSk ZEHIRIERNIE
RTHTHFRER T - HETTHRIRAE, R BIRBRISERERTS
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FATHRE SRR R AR R BT AR AR MEEY

MBI ABEFES, 3D {TEMREER B SRREFAEXERR

11 IL-18 BAvafEfifA Camoteskimab JRTFSRIIERZK || B SIGIEARESIAEEER
T ERERBRE PR ERN CDKN2A 2EZS

NEFIABEEEE Eroll, BERSHIMEXARMIERTS, ERERIEERIRIMEERE ST
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|- SID LB43 T4} dei)vizt £F o i i %

> EARde T

® 1) 2R %5F: Soquelitinib CITKIPHIF, 2R DT, ADE M AE) . SYX-5219 (PKM2#p#]5%], 2R o7,
AD:i& 7 JE) . ENV-294 (JEFEMA “H-Fa” , vk 4-F, ADiE FJE, withdrawn)

@ 2) PROTAC/ & G &fgsk#%2: KT-621 (STAT6 PROTAC, T JRMA#%|, ADi£Z & JE) . GenSciP166 (STAT6 PROTAC, =
AR & fEF), ADE 7 JE)

® 3) Fa/muARE%H: TRB-061 (TNFR2 ##h 7|, Treghl#l, R TEzHEaEL%4, ADE ) . EVO301 (IL-18
¥4 %), ADiE R JE) . Camoteskimab (IL-184p#|%], AD:i& mJE) . IFX-101 (IL-224ufK, AD:i& & JE)

® 4) =4u: Tilrekimig (33 1L-4/1L-13/TSLP=4%, ADi& & J£, withdrawn)

EZR7: 2026FSIDASRERD FEUE

| mEmte | a5 | A/ |EASIEEERIEE (GEEEL B2 o B
EVO301 Evommune IL-18 33% (12W) - 23% (12W Phase2a#ifiz, 2b ongoing
camoteskimab APOLLO THERAPEUTICS IL-18 29% - - Phase2a#ifiz, 2b ongoing
T phasela#{ifg, phase 1b
Soquelitinib CRVS ITKEPHIF, Ok 30.4% (4W) 50% (4W) 25% (4W) ongoing, 2]
63% (4W, #43¥HE, Dupi 33%/25%(4W, HEXHE, . phase 1b#i#E, Phase2
KT-621 KYMR STAT6 PROTAC, OfR 4W2§3!‘.ME52%) Dupi 28%) 22% (4W, £33HE) ongoing
GenSciP166 on STAT6 PROTAC, [if PRTPRREEE BDupI/KT 621 - . It5BRAT
TRB-061 TrexBio TNFR2E@07 - - - Phase1b onging, 27H1#%EE
Tilrekimig pfizer IL-4/1L-13/TSLP - 51.90% - Phase2b ongoing
ENV-294 Enveda LOCKTAC, B 68% (4W, #a3HE) 78% (6W, 4a3d{E) . Phase 2
IFX-101 infinimmune IL-22 - - - IRFRED
SYX-5219 PKM2iET55I, AR = - - - phase 1b ongoing
Dupi Sanofi IL-4/1L-13 36%/35% (16W) 34% 28% Ph3%dRE, 2L
Ebglyss Eli Lilly IL-13 38%/34% (16W) 38% 26% Ph3%dRE, 2L
Adbry LEO IL-13 35%/23% (16W) 17% 10% Ph3giE, 2L
Nemluvio Chugai IL-31 14% (12W) - - Phase2a#iifie, Bt
[a)
9

BEERIR: SIDAR, MNAREM/HERDE, EvommuneErifrl, HHBIESHSAT



th WP iif 5
CHINA POST SECURITIES

ERPFEUNE

10



I- 2.1 Soquelitinib: CPRITKHPEIRI, BEEEEMNIER =§ h i i 2%

CHINA POST SECURITIES
> SoquelitinibZ —2% AR .pF2hdhn, TRBHIPH ONE2HFAT@EREE (1TK) . ZEBEETE2L2XTT@®E,
£ 5AET

min g aRai &wwamem)%ﬁf%%o%wm<ﬁi&ﬂ)%%,&@M@Hm%%%ﬂ%ﬁ,
HERHNERBEINBEHR, OF LR RATHERREE T RETRS,
> e

NONEZ=2M

o AAERAE: SBEFEITK (IL-24 F A TmIRRkER) 475, “THEE S @mIERT, ZH-FHLERLE,
o RAERS: ELERF EFOT T, KA VRS T A

W hREE: o E (AD) | AR PO Ex4AMERsE; ADEpJE || AR EAND, BEIE T
tgfnk e g (PTCL) &9 MM 111 HaF 5 B R st

o BHEPEH: ERBRRRIRELE 2B RE T, BELRA

v PRRAR, AR RURARE KB 7 AR

Oncology Immunotherapy
* PTCL
+ Solid tumors

Dermatology
* Atopic dermatitis
« Hidradenitis suppurativa

Immune Disorders

Pulmonology/
+ ALPS*

Inflammation
* Asthma

Rheumatology / . .
Autoimmune Fibrotic

« Systemic sclerosis

Gastroenterology
+ IBD

*NIAID sponsore: d POC Study

BRER: ABEM, ERESHRRA
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| 2.1 Soquelitinib#/l#l: I iZiPHl+ BERD

> ITKATCRTF 35 #4424 fs, R4 T@miEhS ok, |TKGpH F L& EpH: L —ETIHITKE, FHTh2. Th174H
e, aEmiRF (IL-4. 1L-5. 1L-13. IL-17. IL- 31) R EMEAL; L= &ﬂm% ITKE TR Ak 5] A TafeTreg
mp e, M EIH RER B EZ R A T, A4FEMERRF2R X ERmRE iR R MEEIT R

EIZR9: ITKIHIFIRIRE ]

ITK blockade leads to reduction in Th2, Th17
and cytokines ITK blockade leads to switch to Treg

T \ Th1 cells play a role in cancer 2
/ i cell and viral elimination ) \‘\5
& @
/ | 0

GATAB

Tmll

Th2 and Th17 cells are

involved in autoimmune,
inflammatory, fibrotic

and allergic diseases g
Blocking ITK results in
B ‘/ - increase in Tregs and
7 i decrease in Th17

( Treg \1
| Fuxps. /'

BRSKRIR: RNEIETMR, PERESHATAT



Il 1soquelitinib: mEEEMEMARSE THmsER T LTS

> B, ITKIpHH 485 FDupi (IL-4R¥# 4x) . EBGLYSS (IL-13%4t) . NEMLUVIO C(IL-31R#4t) . RINVOQ (JAK1 4]

) B&R T ZaERERE,

BZ%10: Soquelitinib 58 _EHZAYIRINIEXI LY

| T2 | Tht7 | IC2 | Treg

IL-4

IL-13 |L-31 IL-17 IL-21 IL-22

SOQUELITINIB @ @ @ @ @ @ @ @ @

DUPIXENT® @
EBGLYSS™
NEMLUVIO®

RINVOQ® @

© @

©
©
© © ©

BRSRIR: QNEIETMR, PERESHATAT
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Il Soquelitinib Phasela SBEEZ%

BZ11: Soquelitinib Phasela Cohort1-454H1E%

4-week 8-week
Cohorts 1 and 2 Cohort 3 Cohorts 1-3 Cohort 4
Soquelitinib Soquelitinib Soquelitinib
100 mg BID or 200 mg QD 200 mg BID Placebo 200 mg BID Placebo
(n=24) {n=12) (n=12) (n=12) {n=12)
Age, mean (range), yrs 44.4 46.4 38.8 40.5 423
(21-66) (25-71) (20-62) {18-69) (21-67)
Gender, male n (%) 14 (58.3) 4 (33.3) 71(58.3) 6 (50) 7(58.3)
Race/ethnicity, n (%)
Asian 2(8.3) 0(o) 1(8.3) 3(25) 2(16.7)
Black or African American 13 (54.2) 5(41.7) 5 (41.7) 5(41.7) 5(41.7)
White 4(16.7) 4(33.3) 21(16.7) 3 (25) 2(16.7)
Hispanic or Latino 5 (20.8) 2 (16.7) 4(33.3) 1(8.3) 3 (25)
Not Reported a (o) 1(8.3) o{0) a (o) 0 (0)

I Baseline EASI, mean (range)

19.9 (14.7-46.6)

27.2 (18.0-41.5)

21.2 (14.4-46.6)

25.7 (16.6-64.7)

21.9(16.4-329) |

Baseline IGA 4, n (%) 2(8.3) 1(8.3) 2 (16.7) 2 (16.7) 1(8.3)
Prior AD therapies, n (%)
Topical corticosteroids 24 (100) 12 (100) 12 (100) 12 (100) 12 (100)
Systemic therapies 6 (25) 4 (33.3) 3 (25) 5 (41.7) 7 (58.3)
Dupilumab 2(8.3) 2 (16.7) 2 (16.7) 2 (16.7) 3(25)
JAK inhibitor 01{0) 1(8.3) 01{0) 1(8.3) 2(16.7)
Other 4(16.7) 4(33.3) 2 (16.7) 5(41.7) 6 (50)

BRER: AEIETME, FERESRAT
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I 1 soquelitinib Phaselafsd: iedie+Eaguisty & SIS

> 4F 693 %A, SoquelitinibfJEASI-75 (Felf2/E#H]) T i££29% (100 mg BID or 200 mg QD) /50% (200mg BID) ,
IGA 0/1 (Felfhsc/E5]) 21%/25%, AZHCHIR,

> IMEMF R ENR, BLERALHE, ACohorts 1-3 (AT T R AWM E 7T & LBl A {K) F=Cohort 4+
EASI75%= 1GA 0/1F /N5 47 3 At 4o 4T K -F

EZ&12: Soquelitinib Phaselaf7EuRE: ERUIR +{E254EET

Percentage Patients Achieving EASI7S and IGA 0/1

Responses maintained in drug-free follow up

Efficacy Results at 4 Weeks

Cohorts 1-3
100%
[ EASI75 - End of Treatment
90% - [l EASI7S - Follow-up
soquelitinib Placebo IGA 0/ — End of Treatment
9 0% IGA 01 — Follow-up
Cohorts 1 and 2 Cohort 3 Combined 0%
(N=24) (N=12) (N=12)
-] 80%
EASI 75 (%pts) 29 50 0 5
= 50%
&
IGA 0 or 1 (%pts) 21 25 0 2
30%
EASI 50 (%pts) 75 83 58
20%
EASI 90 (%pts) 4 8 0 10%
0%
Change EASI Mean % Reduction 54.6 64.8 34.4 tenen D3 Da WS/End of Treatment. 30-Day
Cohorts 1-3 Cohort 4

HESRE: ATRTE, USSR 15



I ;1 soquelitinibraEs: BEgEETEED

REF AR £ I B 2 09EAS| T I469 97 38, RBlET A3 A
h & EEAS| FIE6g £, 2R T LA RMA /NGB E LTS KL
HAVA4FSoquel itinibe £ K AL H FIE R IT E09#E 7

EAS| Change from Baseline (%)

> EHEKRAZIF, ZAardExid A i"“ﬁéﬁ‘%%‘ﬁ
Gt a9 EF P Soquelitinib

ﬁ)‘%, Hixi”ﬁiﬁi% }-ﬁnﬁo /f—g—%é(/le&lﬁ%"

ElZ13: Soquelitinibfr=mR: B&FRTIESSD

A&AET

A G T o

.gchmm#

CHINA POST SECURITIES

All Patients (Cohorts 1-4)

Prior Systemic Therapy (Cohorts 1-4)

40

-60

-80

-100
T T T T T
Baseline 2 4 6 8

-100
T

-40

-60

-80

(Cohorts 1-4)

PBO Prior Systemic

Study Week

Baseline

Study Week

Study Baseline
Age/Gender Prior Treatment Resistant EASI change
Treatment ge/ EASI ) 8

Soquelitinib 60/F Dupilumab 24.6 -91%

Soquelitinib 18/M Dupilumab, anti-OX40L 23.8 -96%

soquelitinib 52/M Bullmsan; MeHopeets; 415 ~27%
upadacitinib

Soquelitinib 34/M Bupllamabyant Gxa0, 23.9 29%
abrocitinib

Placebo 37/M Dupilumab, upadacitinib 172 Flare (Rescue Meds)

Placebo 26/F Dupilumab, upadacitinib 32.9 Flare (Rescue Meds)

BREIR: AE)E

,rm}

D\

AR, RERIESSEAT AT
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I- 2.1 SOquentinibié'l.E,E\gE CHINA POST SECURITIES

> AL, SoquelitinibEI T IEFIFa95% A, fCohorts1-3%AKTEAER &, 12K A4 3B A LB RE R
HRKAE. 3FFCohort 4R FiETEZLMT HGAR, SALLHEENELZRANBILF—R. ARRBREREREAE, K
JA AR A = RGGAEAR I A ik &, HARTEAE S 24 2 /M 4,

> AL FDupi (LX) | Jak1dp#lfl (BREFNE) , KA A L L ZIFecbBhHH 7,

BZE14: SoquelitinibR &M REERI

Cohorts 1-3 Cohort 4
SQL (n=36), n (%) PBO (n=12), n (%) SQL (n=12), n (%) PBO (n=12), n (%)

Subjects with any TEAE 15 (41.7) 4 (33.3) 5 (41.7) 6 (50)

Headache 4(11.1) 1(8.3) 4(33.3) 0 (0)

Abdominal pain upper 1(2.8) (0] 0 (0) 1(8.3)

Nausea 1(2.8) 1(8.3) 0 (D) 0 (0)

4-week 8-week Upper respiratory tract infection 1({2.8) 1(8.3) 0 (0) 0 (0)
Worsening of AD a{a) a{0) 0 (0} 2 ({16.7)

Cohorts 1-3 Cohort 4 S 1(2.8) 0(0) 0 (0) 0 (o)

Eosinophilia 1(2.8) a{0) 0 {0) 0 {0)

Soquelitinib Placebo Soquelitinib Placebo Diartes 0(0) 0(0) 1(8.3) o0 (0)

(n=36) (n=12) (n=12) (n=12) ” :

Food poisoning a{a) a{0) 1(8.3) 0 {0)

Subjects with AEs* 15 (41.7%) 4(33.3%) 5 (41.7%) 6 (50%) CoVID-19 1(2.8) o{o) 0{0) 0(0)

Cellulitis 0(0) 1(8.3) 0 (D) 0 (D)

Severe (Grade 23) AEs 0 0 0 0 Nasopharyngitis 1(2.8) 0{0) 0 (0) 0 (0)
Skin bacterial infection a{a) a{0) 0 (0) 1(8.3)

Serious AEs 0 0 0 0 Staphylococcal infection 0 [N {e}] 1(8.3) 0 (0)
Increased appetite o{0) a{0) 0 {0} 1(8.3)

AEs leading to study drug 0 0 0 0 Arthralgia 0(0) 0(0) 0{0) 1(8.3)
discontinuation Muscle spasms o{0) o {0) 0 (0) 1(8.3)
Basal cell carcinoma (o) a{0) 0 (0} 1(8.3)

MNeck pain 1(2.8) o) 0 {0) 0 ({0)

Somnolence 1(2.8) a{0) 0 (0} 0 (0)

Insomnia o) 1(8.3) 0 (0) 0 (0)

Menstruation irregular 1(2.8) a{0) 0 {0) 0 (0}

Lower respiratory tract congestion 1(2.8) o {0) 0 (0) o {0)

Skin neoplasm excision (o) a{0) 0 (0) 1(8.3)

BRSEE: AEIERME, PR 17



Il 1 soquelitinibEaEsEiE T RS

E%15: Soquelitinib/S4 R T A

cth P iif 75

CHINA POST SECURITIES

Multiple Soquelitinib Value-Driving Milestones

Cash runway into 2Q28

©
©)
©
o
-
&
O
o

Atopic dermatitis Cohort 4 data

Atopic dermatitis Phase 2 trial initiation

Atopic dermatitis Phase 1 data presentations (oral)
Hidradenitis suppurativa Phase 2 trial initiation
Asthma Phase 2 trial initiation

Angel Pharma atopic dermatitis Phase 1b initial data
ALPS Phase 2 initial data

PTCL Phase 3 interim analysis

January 2026
Q1 2026

SID 2026
2026

2026

Late 2026
Year end 2026

Year end 2026

CORVUS

PHARMACEUTICALS

BRER: ATIETME, PERESRAT
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> STAT6RZ IL-4/IL-13Z Fi@ R b A7 EEFHA T, &
AL IR SR T Th2 KIE 9% RS B F o AR, A

Poster

KSTATOW 5 FP AR FRARM R E L FHE T it B Ao

FEF 24 (Dupilumab) & —AiE 4% 32 #1404k,
@A FET IL-4/1L-1342 53858, ©mA S ERIIK
Ik, Bk, T AMRA LT AL ST KA RIS E
0 A K, ESTATOH R T A 2+

>SM%&¢ éﬁwﬂéﬁ%ﬂéﬁmmﬁﬁﬁMﬁ@w
e, XAE4F DT A d Fl R F . IR AP FISTATS
*E@Vﬁ& ﬁﬁ STATOIE # £ &Kk M¥ew & a5 /i#
Fouk ﬁ%%ﬁ%%§$#WT%%V®nSM%%%ﬁ
£&#Dm%%%&ﬂ ,ﬁﬁﬁ%Mi%%léi%

&7, AmBEHR AR R REAARETT E4AL, A

%&iﬁﬁ% - BEAR

> 265SIDF 4 b A # % STAT6 PROTACA it TLB: 472
KT-621 (Kymera, B AT7#t A& /K2#)) #2GenSciP166 (&
FHA, W RAT)

2.2 STAT6 PROTAC: Kymera %

W1, ERNE 2 o 1 i 3

CHINA POST SECURITIES

El%16: STAT6EMPRHSI=EE

Type | IL-4 Receptor

|L4,&

Type Il IL-4 Receptor

|L4&Q ,IL 13

IL-4Ra W IL-13Ral
ﬁ’\ '9 .',
9ﬂﬁ&ammmmﬁmﬁmm;;:sgm%ssmmg;ﬁ;ﬂ;mmm;sm 0
gff - g STAT6 e{r - ;
<
F‘wﬂi
| KT-621
R NAK A5
f}mﬁﬁﬂ}'
v

Th2 Inflammation

BEIEE: KymeraER, FHBIESHZIRT
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| 2.2 KT-621= 5 1B2EDupifIRZ54 & 18 i %

> AFORAZGT: AEBESEE GRERG, So¥FH, afMme) , LA/ RGP E L0 R, EIEERAE LA
EATRETT: BAVDGEHIMLEI, ABAKBR/ZHRTEIA; BAETEI: AR ERASR AR, R R RKIIRA
WE, RkBEHRIT A RR,
> KT-621% &:
® AHI2AUR RS KA, AARR LT IR R .
® ik, ZAMN, FAMZERY: AHEAFRAIFOERKE, FFBLA 0RGGERESSE, L7 RR%Es
o KIMAHeZEEEPH
o FZfEAltE: B —ROREH

ElR17: KT-62152LIINET A En %%

~2M Barriers Built Into the Current Treatment Paradigm KT-621
Patients treat?d with = « Do not address underlying drivers of Type PARA D I G M S H I FT
advanced systemic therapy! :-ocaItTh'eralpl?sh lers) > 2 disease, only manage symptoms
€.8., topicals, inhalers . .
- Insufficient for most moderate/severe Differentiated approach to address
ks underlying disease biology
50 M « Come with serious efficacy and/or safety
“; ‘ Current Oral Therapies T V;’fr:”"”g;t(ja"m Potential for meaningful efficacy,
Moderate/ cardiovascular, suicidal thoughts; .

el (e.g.. JAKs, LTRAs, oral > favorable safety profile and robust

stercnds) « Required blood draws for initiation and

durability

monitoring

« Significant injection site pain and needle
Injectable Therapies fear/fatigue

(e.g., biologics) o o
+ Burdensome loading injections to initiate

> 140 M > (4-5 in first month)

>75% of systemic therapies but H -dai
Diagnosed patients with associated with high treatment « Poor persistence (i.e., high drop-off rates) COI’(I’\.IE.I'IIEI”ICE of a anice dally oral
: burden medicine
Type 2 diseases! « Cold storage requirement

Highly validated, non-immunosuppressive
pathway supporting long-term use

< NS K

BRISKIR: Kymerai@atdt}, hEBiEssAZAT 20



| 2.2 KT-621: SIDX&i[H Phase1b isl3GtH5s & LMY

> KT-6214& 2 PR B E—1bAE A FHARE G K XIE (GRIE% 5 : NCT06945458) |, iP5 F4E R . Aintdh
T, BRTFTAR LD, AXANFTEERFEERXXRFES, SARE, 2AH5 B 2IR1002 5KT-621 (104]) . 2002 5%KT-621
(1245]) &

> REBLE®: TR M ZAKT-6213 7T ik BiF5EMESTAT 6, AAFE8REHF G PZEAMEMKIT. 1%, EFH4RN, wigPZzEa P2
& 4 97. 5%, HARK KA L P FALTE iR 93. 6%, RRANLE R E T, RERH5E AL NSTATOR XA K-F B EEIK, IEE W A sx4F
ATHERe S, 24 W T aat ik RAT,

E£18: KT-621 1bitle iR/ \E

Endpoints EIOADED
Phase 1b Results Highlights
: v’ Strong fidelity of translation from Phase 1a healthy volunteer study to AD patients
SIS begrdation with deep STAT6 degradation in blood and skin
Type 2 Biomarkers v Robust reductions in Type 2 biomarkers in blood, skin lesions and lung (FeNO)

c : v" Meaningful improvements of clinical endpoints and patient-reported outcomes in AD,
Clinical Endpoints : SR
comorbid asthma and allergic rhinitis
safety v" Well-tolerated and favorable safety profile similar to Phase 1a healthy volunteer
study

BESEIR: Kymeral&itkl, ShlRESRTAT 21



| 2.2 KT-621: SIDX&iCik Phase1b jm{3&#:

AR

,§¢mﬂiE#

CHINA POST SECURITIES

> ITHE R AEE L (AW/28 K) #9425, KT-621 10206045 o P ik K B & P IF R ANTT 2354 5Dupi /8 % .

B3£19: KT-621 1bifIa%uE/ NS

KT-621 100 mg QD KT-621 200 mg QD KT-621 Overall
Day 29 (n=10) Day 29 (n=12) Day 29 (n=22)
Mean % Change in EASI -62% -63% -63%
EASI-50 67% 83% 76%
EASI-75 33% 25% 29%
Mean % Change in PPNRS -47% -35% -40%
Mean % Change in SCORAD -52% -46% -48%
VIGA-AD 0 and 1 22% 17% 19%
Mean % Chanie in % Body 559 _44%, -49%
urface Area
Mean % Change in SCORAD - -72% -78% -76%
Sleeplessness
Mean % Change in SCORI:tE;; 40% A7% -44%
POEM Responders 70% 75% 73%
DLQI Responders 57% 64% 61%

Dupilumab 300 mg Q2W

D28 Ph3 (n=457)
-52%
57%
28%
-33%
-41%?
12%
-36%2
NR

NR

69% at Week 16
69% at Week 16

BRISKIR: Kymerai@atdt}, hEBiEssAZAT
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I- 2.2 KT-621: SIDXSCHk Phase1b ii{I&iH

> MIMEESM2A KJE PO RmAR R AR R A, KT-621H R LARHNKEAR, RTELO%

e

F

FRmBREIET .

EZR20: KT-621 1bifliGZER . HXEVERNE

TARC Eotaxin-3 IL-31
(CCL17) (CCL26)

::: ) :{:I

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 2 cellst
FeNOQ 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
Dupilumab# 74% 51% (in Asthma) ~15% Not measured Not measured

BESKR: Kymerai&Em ik, RIS 23



| 2.2KT-621: MB/NIIEEIRISIESRFRES

EZE21: KT-621 iRXI8E0RE/\G

7t i i %

CHINA POST SECURITIES

Preclinical

FroTency

* <100 pM DC90 in all relevant human cell
types

’EFFICACY

 Blocked IL-4 and IL-13 signaling in
human cells and in vivo systems equally
or more potently than dupilumab

* Robust activity in asthma and AD in
mouse models

J saFeTY

* No AEs at any doses in:

- 4 weeks rat and NHP GLP tox
- 4 months rat and NHP GLP tox
- 6/9 months rat and NHP GLP chronic tox

- Embryofetal development tox in rat,
rabbit and NHP

In Humans

Blocks Type 2 inflammation in
skin and impacts AD lesions
(EASI, vIGA-AD, and skin
transcriptomic changes)

—0

Deep STAT6 degradation
>95% in HV & patients with
AD in blood

Reductions in Type 2
inflammatory biomarkers in
blood (TARC, IgE, Eotaxin-3)

Relieves allergic rhinitis
symptoms (TNSS, RQLQ)

Deep STAT6 degradation
>94/95% in HV &
patients with AD in skin

Robust and consistent
reductions in itch (PPNRS,
SCORAD ltch, IL-31)

Blocks Type 2 inflammation
in lungs (FeNO) and relieves
asthma symptoms (ACQ-5)

= § . A 5
©2026 Kymera Therapeutics, Inc 'K YMERA 10 20

BESKR: Kymerai&Em ik, RIS
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| 2.2 KT-621 &R 411k

EZ22: KT-621548F A&tk

BROADEN2
TRIAL '
Ph3 S
Ph2b AD Dose Ph3: AD (Initial),
Dose Ranging EOE, CSU. PN, BP
BROQD_EN Ongoing
RN Data expected by Mid-2027
Phl HV Phlb AD
SAD-MAD Single Arm, Open Label BREADTH
v Complete v Today's Release 2

Ph3
Ph2b Asthma Dose Ph3: Asthma (Initial),
Dose Ranging COPD, CRSwWNP

Anticipated Start 1Q26

BRISKRIR: Kymerai&~iftt, SPHFRIESSHSAT
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| 2.3GenSciP166: {Bypk

BN, Fiit2027H2#H I

th B i %

CHINA POST SECURITIES

> GenSciP166, HTi#FM¥ew STAT6 FIFX ARG, RBIFEZ ML FNGNK ) F4IE. GenSciP166 F) Bt
AR BIFOFIL. oA, Kift. HEw4Fit 5min & & P450 i, A RELFEALFTF, vRAHANRAESKF, LA
AL RApAF P ENE B Z PR ERFN S F4IE, BAT GenSciP166 EE4 T IND #IHR X HHAATHE, Tt

F 2027 FTFFFHENIE K,

BZ%23: GenSciP166 ADME/PKEEEIR/NGE

Characteristics

CYP inhibision,
G M

PPB (% bound) (HMKD/RM)

ADME
Caco-2 A-B /B-AEffux Ratio

LMS T, (min) (HMED/RM)
hERG ICS50 @uM
oI

Safety
Pharmacology PXR %@1/10 uM

Mire-Ames.

Mouse PK PO@2mpk (T,/T, . /C. JAUCHF);
V@ 1mpk (CL. Vss)

Rat PK POR2mpk (1T JC o AUCH);
V@ impk (CL. Vss)

Dog PK POB2MDK (T/T 1 /C,nu JAUCHF)
IV@0.5mpk [CL. Vss)

Mankey PK PO@2mpk (T,,/T,./C /AUCF),

IV@O0.Smpk (CL., Vss)

GenSciP166

300 >300 >3V *30/ >3V >30

>000 >99/ >990 >0 >99
0.0 073 B 41
66.7/ 40/ > 150/ >6&/ 99
>30
NO TDI
D78/ 0.95

Negative

6.5/ 2.0¢ 40007 48000/ 37T%.

02v02

2,71 4.0/ 2000 15007 22%:
4308

4.2/ 2.0/ 500V 4000/ 29%
2305

4.7/ 2.7/ 4007 2000V 30%;
47/08

KT-621*

1A/ 2C187 2097 206/ JAM JA.T | 1A2/ 2C19/ 2CU0 2D61 IAMY 3A.T
>30/ »30¢ .62/ >30¢ »30/ >30

>S90 >900 >0 >9W >90
0.08/ 192/ 2277
524/ 3321 64 8/ >68/ >142
> 30
NO TDI
112/ 104

Negalive

IV 401710V 1273 42%;
12/03

1.5/ 4.0/ 87/ 331 17.5%:
17.9/16

3.8/ 2.0¢ 96 5/ 528/ 14.7%;
9.10.95

S8/ 4.0/ 624/ 667/ 0.4%;
5112

BRRIR: RNEETEIR, PERESHATAT
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I 3Genscipies: #osiRtis, mit2027H2BAIGRE S0 L%

> RIMFF R R, GenSciP166TT A, DR KA MmN L BEREGZRAEM; £10042DC90K & T,
GenSciP166 7T £ ASh Bl fo 2 45 tm Jo. & &) JR 4L P L 5 ML T4 AESTATO, 3t HABSTAT K 7% & & S CRBNJ&R 4 L% 7, H3t ik
R ERCSTAT & & 69 2 3 M AR 132000045 . Lo, BHKT-621 & E & A L EHuAatt, GenSciP1663F Th2 £ 4747 & 4 TARC A B
20 IO AT E 4 CD23 0y k) L R B F K. AMCI03% 49 45 2 M B K RAR AL F | GenSciP1665% I T FKT-6217Fe & & A
KB B IR EGSTATOME fR, VAR ST I gE4 m 2 3% a9 )45 B .

EZK24: GenSciP166{i9MN DIEEYT &R

Cellular Functional Assay Gfgzc(rh:?s :é;?;:‘] DI‘;.‘,':I:I;:::)D
Serum Th2 biomarker, chemoattractant -4 TARC miease in human PEMC 328 385 158
i’ for Th2 call KL-13 TARC release in human PBMC 308 339 359
B cell activation marker, correlates with L4 (_3023 %F&&s'ﬂnnwcags oail 123 316 535
g IgE class swilch IL-13 CD23 expression in human CD19 B ced 100 173 703

GenSciP166 Has Comparable in vivo Efficacy to IL-4Ra Saturating Dose of Dupilumab in the MC903 AD model

= a STATE sdation STATS Total Serum QE Ear TARC
MC930 Atopic Dermatitis , - . g .
mouse mode!

DAY
S

| IR N B O N A A A
1] 3 L]

MC§O3 from DayD. Sx ek

STATS PROTACS from Day3

Dupéiumab from Day3, B

B ASRTSR, FURESTIA .
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I 54 1RB-061: TNFR2MENS, GUSESERNE

> TNFRZ;EJ\E."/E,,\‘#’xileregémﬂbéﬁié*ﬁ«%«%l% TRB-061 7] B2 4 K AR TNFECAR | £ 45+ «gizé‘)«f(}lTregéwﬂbo 54
EBEREIHI2E T EBLA 2B ENSIFE, TRB-06165% it BARR LI ER. R BWER, R E
Eﬂ“émﬂa\ NK 2m it S R T 28 B8 o
> &#%r'ri)%:;iqﬂ i;%fliﬁfrf%iﬁ L e Tregtm i & B AR A T 484K TR A, B3 &XTNFR2, At & 3 TRB-0614%
AW AR EES, BT ERBFNEHTregm i _L4YTNFR2, TRB-061§ A ¥ ¥ F TH M EX L 455 G Tregim it
BN A KT R %”ﬁ*%ihﬁﬁjﬁﬁﬂhﬁlﬁﬁiﬂ%f
> W RiIX 3t E kA HATTRB-0611E A& ¥ F B 4F &} iﬂy:i H PRI, WF . L RF AR a9 103006 R A 7
mmw%mm>oﬁﬁma SR B FEA L, ATiEEag ARk Tregmioy 5N, B TRERE
JE 09 W R PEAE, TS T2027F L ¥ S0 16 B 89 1b HA WG R AT 2023

EZ25: TRB-061/EFEHIE

Augments suppressive Tregs, No effects on NK cells,
including those linked to tissue T effectors or
healing and barrier repair macrophage activation

FEOE: ATER, TR 28
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| 2.5 EVO301: IL-18&SEH

> IL—18zE’5"ﬁ“l’§§‘§( M ET, EEXERARPHEE, TRAXSZHEAGRKER T ; ¥ IL-18274J7ADX £ 7+ i
P gm0 2R I8 IT R K.

> EV0301 & —23em IL-18 894 # A e thdh, B RARIL-184 4% G (IL-18BP) H5 A iF & & GFab X & (SAFA)
Bk AT AR, o

B%26: EVO301 (IL-18&&8EH) {EFANE

Involved in Innate and Adaptive Immune Processes IL-18BP Therapeutic Biologic Adaptive Inflammation e Skin
Approach Pathwa! Inflammation peigiind
Infection Dysbiosis Tissue Injury pproac Yy TH2 TH1 TH17 (IL-22)
X PAMPS 1 pawps ‘
IL-18BP IL-18
a IL-18 producing cells e "’/ L % IL-18 \/ \/ \/ \/ \/
:sma‘,mm - \3 ik DUPIXENT® v ® v v
¢ . Macrophage, | © l
e L EL e EBGLYSS® ” »® w2 v
IL-18R1 IL-18RAP
ADBRY® v ® v > 4
NEMLUVIO®
¥ X v 4
Activation No Response

BRISZE: Evommune, SHBIEAFRTRET
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I .5cv0301: st FrEKTESIEEMsImEY @ T WL

> EVO301 /2% 4. 8. 128, EVO3014a4ast e R A4, HENEAMS %+ 2 ZHEEASI i T, $12)8 48t 45k
FIER PR £33%. HIA AW FN T EAY (252 EN R BAT3014LES T2/, B8 F BQW/AWe L 2 7 £)
> F1280, 23%49 B E LB IGA 0/1 (AMELFR/ILFRA2FE) , w4z tbis) 40%,

El%27: EVO301 phase 2af7 iz

c O
[ —
o SB EV0301: 5 mglkg IV =
[ © =
= o =
2 € o o
= oe o
@ 23 il
T T w
& o 45 -
BL w2 w4 ws w12 _ 16
Dosing Dosing « 33 35 34 33
day day <
e 30 A
n o £
% E E 23
. e > =
% Change in EASI by Study Visit <¢': 6
2 &8 5 14
I gET
Week 0 Week2 Week 4 Week 8 Week 12 E E
0 . . . | &£
18 -16 o
22 -22 EVO301 Dupixent” Dupixent® Ebglyss™ Ebglyss™ Adbry® Adbry® Nemluvio®
7] EV0301-AD001 sSoLo1 SOLO 2 ADVOCATE 1 ADVOCATE 2 ECZTRA1 ECZTRA2 Phase 2a
ﬁ Phase 2a Phase 3 Phase 3 Phase 3 Phase 3 Phase 3 Phase 3 12 week
e -25 12 week 16 week 16 week 16 week 16 week 16 week 16 week N=264
‘@ N=70 N=671 N=708 N=424 N=427 N=802 N=794 2 mghkg QW4
= 5magkg IV 600 mg WO 600 mg WO 500 mg WO, W2 500 mg W0, W2 300 mg Q2W 300 mg Q2W
5 = 300mg Q2w 300mg Q2W 250 mg Q2W 250 mg Q2W
F BT S —
g
-41
g =30 * # Doses: 2 8 8 8 8 8 8 3
=2 _!-.;? L v J
=8 PlEEeEE ~ = EVOS0 &3 Dose-Optimized Products
l Dosed at Weeks 0 and 4 *p<0.01

-75

BEISE: Evommune, RERESHATIAT 30



| 2.5 EVO301: ZT24EiRE, TEIRRAZE

> EVO30189 44k A& 2 Bib4 & E&BFatst, Rikhabx

.gchmﬂim%

CHINA POST SECURITIES

2889 TR R F A S AR, AU B AG AL

e F . PR RE, KRFHABE, FRAN—IBRE, BBX, KRFIE EV0301 AL, REFEH

<10%, & TI&K. EEEETFM4. RN, AHLERIGRER LT ILAH LD 7 £ FZEHEH .

E|%28: EVO301 phase 2aZ%e iz

EVO301 Placebo Total
N=48 N=22 N=70
Patients with 21 Adverse Event (AE) 30 (62.5%) 16 (72.7%) 46 (65.7%)
Patients with 21 Treatment Related AE 5 (10.4%) 3 (13.6%) 8 (11.4%)
Patients with a Related Serious or Severe AE 0 0 0
AEs Leading to Study Discontinuation 0 0 0
AEs > 5% in Either Arm EVO301 Placebo Total
Upper respiratory tract infection 10 (20.8%) 4 (18.2%) 14 (20.0%)
Atopic dermatitis 10 (20.8%) 9 (40.9%) 19 (27.1%)
Headache 8 (16.7%) 3 (13.6%) 11 (15.7%)
Nasopharyngitis 4 (8.3%) 0 4 (5.7%)
Viral upper respiratory tract infection 3 (6.3%) 2 (9.1%) 5(7.1%)
Dizziness 3 (6.3%) 1(4.5%) 4 (5.7%)
Fatigue 3 (6.3%) 0 3(4.3%)

BRISZE: Evommune, SHBIEAFRZRET
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I- 2.6 Camoteskimab: IL-188%y, AD5ER;Ph2 POC £ DB IR

> IL-18 @I R AR H5E R M LZ (Thl, Th2, Th17, Th22) N EZ@HK A 545 L X (AD) 89K miuHl. 1L-18
FpH) R8T A RS AR L IR R 6 AT E T ALE], ATh23e s 7 k34t T A ey B Rk E,

> KPR A—INAEEBAmE KT EM ] ladlk RXE, #4E4H IL-18 F i Camoteskimab £ F T HE AD A ZHE P4y
TR ExREMN. AREMNPI EE, # 1:1:1 WHIEAS A 3 40: Camoteskimab 300mg A4 — k4 2h

(Q4W) : Camoteskimab 300mg#-16JE — Kk #H L 2h (Q16W) ; ==& 40 (pbo) o
E]Z29: Camoteskimab: IL-18E3 128251 HFIEEEHLL

Key demographics

Camoteskimab Q16W

- )

(Single Dose) 300mg
Randomization . Camoteskimab Q8W Camoteskimab Camoteskimab Placebo Overall
1:1:1 Camoteskimab Q4W 300mg 300mg 300mg Q4W 300mg Single T
N=22 N=63
N=19 N=22 -
Ftatebo lAge, mean (SD) 48.1 (11.1) 44.5 (13.1) 47.8(13.9) | 46.7 (12.8)
. "' l l’ Sex, n (%)
Female 10 (52.6) 11 (50.0) 12 (54.5) 33 (52.4)
Q4w l 'l' l 1 l’ lv EOS Race, n (%)
1 1 1 1 1 1 1 | | | White 7 (36.8) 9 {40.9) 14 (63.6) 30 (47.6)
| 1 1 1 1 | | 1 | 1 Black or African American 11 (57.9) 11 (50.0) 6 (27.3) 28 (44.4)
Baseline EASI Score, mean (SD) 23.13(10.4) 21.33 (8.9) 22.71(8.8) | 22.16 (9.6)
. . & s Baseline IGA Score, n (%)
us/ Qanada (37 sites) Key entry. criteria: 3 17 (89.5) 17 (77.3) 14 (63.6) 48 (76.2)
« 63 patlgqts . « Chronic AD for at least 1 year 4 2 (10.5) 5 (22.7) B (36.4) 15 (23.8)
+ IV administration » EASIz12 Baseline PP-NRS Score, mean 7.7 7.4 75 7.5
* Moderate-to-severe population « BSAz10% Prior Biologic or JAKI use
+ Rescue therapy was not allowed + IGAZz3 Yes 3(15.8) 3(13.6) 4(18.2) 10(15.9)
in Part 1 * PP-NRS =4 h A

BEkE: Camoteskimab-SID-poster, HREREASFAZAT
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I- 2.6 Camoteskimab: IL-18Eix, ADZR
b EEM WA EREEE AN DR L SR

(EAS1% CFB) &7 % 2-4 J&, EASI% CFB % Bp & 21,

PN E (B s BAMBEFEE) . $ 16 A, Primary endpoint: % change from baseline in EASI
A~ Camoteskimab 7&77 4049 EASI A AKX TMMEY : ——
i%"ﬁtﬂ:%’ﬁﬁ'}ﬁﬂ (ﬂ%d‘;ﬂf{i34ﬁ) . % change in EASI by study timepoint (weeks)
> QAWLL: —61%; QIOWAL: —57%; SEREFI4L: —32%, 0 & w :
> MBAWNL G, EASIRERHERA, BlaRGiA ; 4 g 2 28 32
“80% ]
-10+
£
EA 20+
'E 30
< C
W e .50
£
:gg-ﬁﬂ
é .704 -+  Placebo "
@ o] = Qaw- cew ' ;:;D’

- Q16W — Q8W §
-90~ % * p<0.05

Ny Note: Rescue patients excluded; similar treatment effect observed when rescue patients are included

HRskR: Camoteskimab-SID-poster, FHFIESFAFIFT
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> A BRAETh2 A R R AR EH (n=6) AR BB A,

ik B|EAS|-75,

EZ31: Camoteskimab=m: FRIFMHEE, ¥HaEARHKET
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EAS| 74 £ 18 & 36 B 450%-98%, L 4/6 &%

Best individual improvement in EASI in camoteskimab-treated
patients who had failed prior anti-IL-4/13 targeted biologics

98%

100+

73%

40

EASI-75 at W4

EASI-75 at W8
EASI-75 at W28
EASI-75 at W8

Best individual improvement in EASI
(mean % change from baseline)

0-

1
Tralokinumab Dupilumab Dupilumab Lebrikizuma:.r Dupilumab Dupilumab
L L 1

2

Non-responders Loss of response a

E¥ Placebo—Q8W HE Q16W—Q8W HE Q4W—Q8W

-15% EAS| improvement reported at Week 16 on placebo  * Non-responders = patients who failed to respond to previous biologic therapy  * Loss of response = patients who stopped responding to previous biologic therapy

Camoteskimab demonstrated efficacy in all

patients who failed prior treatment on anti-
IL-4/IL-13 biologics

6 patients had clinically documented inadequate
response to prior biologics

6/6 patients achieved EASI-50
4/6 patients achieved EASI-75

Response in patients who failed Th2-based
therapies consistent with camoteskimab MoA
targeting multiple inflammatory pathways

BRIkiE: Camoteskimab-SID-poster, HREREASFATIAT
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| 2.6 Camoteskimab: Z2%i%, %Fﬂﬁk%@%ﬁﬂkg LBEZ

BIFAAATERNRENS, TEETTHARNRENS,, HMFRIZHFH L350, H#ET Dupixent (ZEA L # )
#iz;mThZ?«ffiﬂi’h%é’ﬂ*H%iT RRE, Bl R REEEF AT RRA SR, ¥IRTEAE &
EFELERANALLE LS, RERAGSGRET, KM% 2MEHEMIK.

> Camoteskimab ™ #24t LA G R & X 89 F AJ7 3L, BE £ £ F F S 09ADE P R AAA 2 BB &4 253 B1K,
S AR S04 R. | IbEAF ziﬂr‘?,’%"lféﬁiii%iﬁ%%“}’o

E%32: CamoteskimabZ MR, TERKRSRIER
Safety Summary
8 N = B
Camoteskimab Camoteskimab ~_Pooled SRRl ¢ Camoteskimab safe Camoteskimab is an anti-IL-18 antibody targeting
-Singrlllfql;osa Cam:tf:;imab N=22 and well tolerated |t. l . ﬂ t th b d Th2
nr; n}%p n (%) +  No treatment related muttipie inflammatory pathways beyon '
Participants with = 1 TEAE 12 (66.7) 14 (63.6) 34 (54.2) 13 (59.1) SAEs
Participants with = 1 Severe TEAE | 1 (5.6) 1(4.5) a(5.1) 0 : gig;iﬁfjalt?:nm This Ph2a study in AD demonstrated:
Severe TRAE 0 o 0 0 2 i
Participants with = 1 Serious TEAE | 2 (1117 pe 160y 5 ;:i:tt;:nsel « Excellent efficacy up to Q16W dosing frequency
Serious TRAE 0 0 0 0 A + Profile consistent with disease-modifying activity
TRAE leading to discontinuation 0 0 0 0 kcmaned|ejeof + Robust efficacy in Th2 inadequate responders
Heifoulil 4 2 2 2 s « Indication leading safety profile
1 Includes all randomized to camoteskimab and participants that crossed from placebo to c,arrmteshmab - L No reporls of
2 SAEs all unrelated to camoteskimab: Worssm congastive heart failure; Nephralithiasis; P: COoP lon/Sepsi i iviti . M . .
TEAE = Traalment amargent adverse everlt n - Nisksir s of participants: TRAEphT atment related adversa events Sigf;g:lf::qaggum A Ph2b dose—ranglng StUdy with s.c. camoteskimab is
fevers Ongoing
N Ny 2y

#RIkIE: Camoteskimab-SID-poster, HHFIESHZIET 3t



I- 2.7 Tilrekimig: 2

» Tilrekimig (IL-4/1L-13/TSLP E.ﬁ%%'ifﬁi)

fa, HAAFRMELK Iﬁ}]'lk/}?\fff’ ¥,

J]:_}éé’l EASI-75 R & F 5 H A

2026F1/1238,

ﬂ&}]]'_@féﬂ: 38. 7%; ‘:P}l]

KIT K

}-[:\/}\LB‘fljﬂi
#| EASI-75 &%

HIADTFh&, RS

E?ﬂ: 51.9%: rj}l']_ﬁ.éﬂ 49. 4%,

AR = B0E KRR TR .
EZR33: 1EMa=ftn

AR TAMER ¢
FEN R L

135 £Clinicaltrials. govM sk LM T IL-4R/1L-13/TSLP = #PF-07275315:4 77 1% [B.Af (COPD) 4%

tCOPD

‘Withdrawn” X 7%, 42#§#Epfizer'—?ﬁli]
L5 4n B F RS

16 Fut% 4%

£

KL F

il

th B i %

CHINA POST SECURITIES

AR

Phase 1 Tri-specific mAb Candidates: Anti-IL-4/-13/TSLP and Anti-IL-4/-13/-33

Phase 1 IV PK Profiles:
Encouraging profile at initial dose levels

Compound Name

PF-08634404 (PF'4404)

PF-08634404 (PF'4404)

Tilrekimig (PF-07275315)

Mechanism of Action

PD-1xVEGF Bispecific Antibody

PD-1xVEGF Bispecific Antibody

Anti-IL-4/ IL-13/ TSLP

Target Indication

1L Non-Small Cell Lung Cancer (squamous) (Symbiotic-
Lung-01) (Biologic)*

1L Non-Small Cell Lung Cancer (non-squamous)
(Symbiotic-Lung-01) (Biologic)™

Chronic Obstructive Pulmonary Disease

Phase of
Development Submission Type

Phase 3 Product Enhancement

Phase 3 Product Enhancement

Potentlal for Impl'()\fed eﬁlcacy in Sigvotatug vedotin . _Edi " ~ . 2L+ Metastatic Non-Small Cell Lung Cancer (nNNSCLC) .
3mg IV 1L4/13/33 . e . (PF-08046047) Integrin beta-6-directed antibody-drug conjugate (BeBA LUNG-01) (Biologic) Phase 3 New Molecular Entity
\ SIS Atopic Dermatitis via more potent o fologic
e IL-4/-13 izati » | o :
et ! -4/- neutra“za“on ||_|S: TALZENNA® (talazoparib) + G DNA Damage Repair (DDR)-Deficient Metastatic
EE i\ \ p XTANDI® (enzalutamide) RARE Inhibltor Castration Sensitive Prostate Cancer (TALAPRQ-3) Phase3d Product Enhancement
§ gy Trssay
% 500 . et . Expanded breadth of efﬁcacy Atirmociclib CDK4 inhibitor 2L HR+/HER2- Metastatic Breast Cancer (FourLight-1) Product Enhancement
L ‘\- .
3 =L by blocking TSLP Berobenatide + MET-233i
- - ‘~\ (PF-08653944 + GLP-1receptor agonist + amylin analog** Chronic Weight Management (Biologic) New Molecular Entity
: b PF-08653945)
£ . . OR
™ ~ MET-233i (PF-08653945) Amylin analog** Chronic Weight Management (Biologic) New Molecular Entity
~ . % a
= + Rapid, enhanced itch reduction
=2 - Tilrekimig (PF-07275315) Anti-IL-4/ IL-13/ TSLP Atopic Dermatitis (Biologic) New Molecular Entity
by blocking IL-33
Visit Day y g

Product Enhancement

BERIR: Pfizer Pipeline (2025) |, #&EH52022M4 5 EMHl, PBRIEZSHTFET
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I 3env-204: FBRTY &1 bERTT & D FLRLR

> ENV-294 K KLBF RA B T=~HMEH “withdrawn” KA. 2 3 Envedak ik E ENV-294 &9 BAKME AALE), 12E N3] FOH P AL, %iEik
iR —FAEMEMA “HF " , AR LOCKTAC, HAMER 7 Xt pHlE—micR T, mAdd TPt iR, HERHERX
JERES . HATENV-2942 % m 1bHAFE %0, ADA="#vs 692adR39 . B ),

> £ | bAAFF P, Enveda ERBHIL P EREHF IR K MAESL, ETENV-29448H —k ., 2JR 800 mg #9/8)7 7 £, H428K, M
JE NP BRI MR, KR T, BETT P8R, EHEWES MRS FEIEH EASI) -FH FrE68% AA KR, EI2HEF
42 R (P12 14K )5), B EANAE ML msk, EASI EAR T &M B 4 K £ 85%.

® DX EHIRE (6F) , MEEASI-50: 100%/EASI-75: 78%/EAS1-90:56%.

> A, Enveda kT ENV-294 E % RIFGEAMRA T, ARSHEMEPERZTEARRENS, TALREGHTMEAINREHAFT

WA BER,

EZ%34: EnvedaB4iENR

Name dicatit Discovery Optimization [ y  IND-Enabling Phase 1 Phase 2
ENV-294 Novel (Non-Kinase) | Atopic Dermatitis T TSSSSSSSS—S————
ENV-294 Novel (Non-Kinase] | Asthma I T
ENV-308 sl Chronic Weight Maintenance D )

ENV-6946 g‘;ﬁgﬁ‘nﬁ;m inflammatory Bowel Disease [ D

BRRIR: EnvedaBN, HRHBIESSIATER
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THANK YOU

Bimte (SRSHRIH) FREW (SHhH)
SACHS: S1340525060001 SACHS: S1340525100003

40



I == £F b B iF %
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BEIRENSTTIT (—ABSA) FERIE. ALY FERRASIITNSHFATIESTTHEXRR.

AR ETRANESIEIREBITANTRNEREATTRIEE, FBITIRFMFEHEE, KMz, BEW. AF, REGCAZALTEMER IFAR
DRIESRITA. EHRE. BERE). IEERTEEAT. FFeEPEFNmEXEINTFEMEm, SIS,

SRERFHE

FERIEFBREEAT (LITNEMR "FHbEs" ) BEfTEIESENFRIEFRESRIISIER.
AMEEERIIERTATFRRBERIIAANTENER, FMNAKEMREXEEERIERIENTEN. RERSNHSE, REPIIEESAREAMSA
MBFTESSLRHM BN, PERES AN EERARSHIABMSBIURESFABEAIRE. FARMNURR SRR AR (RES R SR
&R

AREEHAIEN. THERFTNAAIRS HEBRMRRFIAR, ZFEN. THMERFUNTE BRI ER. TERIRIMITARAE B aRMATTRA
BR. AR, PERESATRESAHESMREREEN. IHMERITUA—EEIARRS.

SRERIES R A BRI RSB IR EPREIN AT AITHNE LT HHTR S, tBAREAXEATHRMEE T HIRAIRERT. MSMinsEH
SR RFEXRRS.

CESHERAEESEEEDE) T2017F781BielER L, ARENEPEINESFENEFER, SEFPIREEENER, NHitlikEXiE, BEH
2. ITRSERAREFRIEHTER. AARFSERRAIE. FiEsRE M REFRHATMUEAZNER.

ARERAVIPENESFETE, REPEIFY, (FITESHNARSFEN ARSI TR, 128 Tk, S8 &K, SIRREHTHER. T
REFPILFRNET, TAEFEEEMERPEEFEIENEMETER. NLPEESRNES IRAM, FEPLLIFERESHARET, BAE
AMESHITEIFRERIS A, MFEEdEK.

FRERIESSYS T A ERIFE A RN,
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29RDNE]. 29FKEWER), 1RFEES LT RBEREFAE.
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