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HE Ay EELS

BEBNEFEEXRERSEHENIRART K. BBRXNE—MEMHEARELRR, TEFMIEREZMFLIIEL, IBRKM AN FHEITEZLN
BERAN (BN . FEHEIT, £3KE IWE’JEW“ H*%Ezoooﬁk B e E— MR FIFIZRFOAHILE LT, BEGEXRERMHEENIR
REXR. BERMNEAFRVLEIEZEFIEN : B EF AR BOEMEE, O BARJAKT/JAK3/TYK2HEIF

IL15/CD122$hu&ﬁﬂtﬁlﬁﬁ*&'utﬁm*lm’]ﬁlJ#ﬁeq&J‘IIEEE%&-Bﬁﬁx, HRIME TERIEFRIETE .

WJAK/TYK24EI50 : BEN T FLRER . JAKT/JAK2/JAK3TZE I FN-y u\—rE‘Jb&ﬁ?ﬁl&%nmmﬁaﬁlﬂ'rﬁ’ﬁ%EPE?&%EVEFH, AR (JAK1/2i)
A E EHE—IRFOMLERMBRBMNATT 41, ARPFENSEFPILINTEEFNERYR. REHW R Incytel i A "’L*

ﬁz$‘§§|x§|@ jﬁgﬁ Upada0|t|n|b (JAK1i) /Povorcitinib (JAK1|) /Ritlecitinib (JAK3/TEGi) i’]?’“3ﬂﬂl|’*f7‘ﬁqﬂﬂﬂ PR 2

WIL15/CD122i8E% : #IZRULIGTEN. TRRZE BN EZFHRMEL % OEE, (L15/CD122: 2 TR FIHERI X EF; FEETIL1S
FMCD1 22 S ENERRIFERINERN, JREZSEARERTY. BLEELXFS. ForteEI’]FB122 (CD122841) Tzozéfﬁclﬂutlj RAFHY
ph1bllfa R 84, BﬁF%&Argenxui’JzﬂziﬁE’JiﬂnLlﬂwl’l Sk oaad: : = 2l ¢
SIM0725 (CD1228 % 5 4 X

mEMHE /S BEReTRERMEMER. SIEHEEZOMICEF (CXCL10/CXCR3) HYEB-06/ACT-777991, &L LR iZ#sE (1FNAR1/
IFNy ) BYanifrolumab/El-001, BEEEEMRMNMHEZHAE (KLRD1/KLRG1) BYDR-01/BG-A3004Z5##LH 254 1F 7£ i3 1T B B X\ iE Mz REBYIIE PR o

R FEN . ABRSUEEIIERFANFHAYBRPOCHE, E~FARFHEEN. RNTTEKREBATHERE/LH EENT
8], SMAE. RERAABEERNEE AR AFLE%%EF?E’Jﬁ?i:]:ﬁﬂiilzﬂﬂl?ﬁﬁx, %éﬁ?ﬁﬁeﬂﬂm JE)\FHLﬂ:BﬁEx EEF‘JTRMEI’J#HIL%IJ
YENPOCHE, BEBEMNERLME . BIKFTL : X 1; : =] ;S

BXERRR: TREERN KT, ImREIEAS KT
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1

RT3 &Y EEis

GUOSEN SECURITIES

BEEXE—MEMBERER, EEIKER

BEBXE—fEtBAREER, EXFESTEREM,. ELAHFEPRERMA (melanocyte) FWAEKIEL, WARFZIMAIAREITELE
MeEREeE (AN . ABEXTESER ﬁ &TAE%%W$%%W,EEW i%ﬁ%%ﬂh&ﬁ%@ IR B BT AT RE 2 2B
R Az AR EER (BB : E

mizBIEARE, ABEXNTES RIEHEE (non-segmental) FITHEEE! (segmental) ; Hrh ) (NSV) e K23 (4

80% 85%) , RIMEZNM. MFro#H, WIENEARY (KR RIHL . AFEMH) SREH (KRIRE. AR BEW) 2B REHiGR;

TEBEAER (V) M ERMETERSM, EELARBHRRFR, FBEEHFANENRERE.

WIRHE— I & =T 20245 1) RS 4R A 5T 3R AR, KIBEAES ISR ER ALY £ HEH0.36% (95% Cl: 0.24-0.54) , FPR#£52800

hBE. RARNBRE (0.67%) SFILE (0.24%) , ARMEEEFHROIEK, BETHRRNSS, FEBBENX B a5 8
ﬁoEi%%%ﬁﬁﬂﬁﬁ%&$ﬁﬂ@2ﬁﬁ¢%%%ﬁ.%Iﬂt%om%?ﬂﬂﬂﬁ%&m\¢@mzmoam;% FHE, BEWR
ERBREA R ST LS. —I& R T20224F 5 XFRRM E|21K$H$IE’135000%EJ?.)\H’J*»H§E?-, EFH*‘ZMSH’]EJ%K‘Z’]#:M 3%, H
0. 6% /B IZETRIREX, 0.4%ARZETBERBX LK. v ALEIMBERBRNES . X—AEHERMNEE S EEXNE B

B

lEFﬂéFMEhT?&hﬂEﬂﬂEﬁ ﬁﬁhﬁﬂ

‘: MET :;3-
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BB & mALE: KAEBEFE AT Bic 2T X EIER AY EEILH

GUOSEN SECURITIES

BB LHFIGEER, AJREZIEEFR,. BERAREUNN,. ARERAEFMENERBEREHLEERANSGR. BEERRRED
TR SR BEE. 5. ﬂ:ﬁ%)ﬁ%?@&%ﬂcf}%ﬂlgl%Tﬁﬁﬁﬁkﬂiéﬂiﬂ’ﬂ?ﬂ’ﬁ EHERREREXTTFMEShE; MBE, &
%Jkéﬁﬂﬂ’ﬂ 59*—:-1’7325}1@%359*%{“25}1@Hjiﬂa@r%/%ﬁ/ﬁ FEEZERNERRHNES RN MTHRRE . EIERES, 3 Ny §Y

= 312 &8
EA.'F!LAFLH'»I = 2 2 AR EY S BRI ZH Al .

B (1) &£H: BBRXEZMEEP ISR PE SONAGS . KRIRINEEREIS . ZeRI{ADNA (mtDNA) FF, HBUEEIEREREE (cGAS -
STING, HIE/MKX) , SHMRENRTEREREFLERT, RNFEMRIRGHEXS FIEX (DAMPs; IaNHSP70) . XEESHERERER
%, BIESEIN Y 1 BEEEREEAME (ILC1s) FI74 IFN a BIZR M AER SR 40AE (pDCs) - 1ERMIR, ZFREZZMREAIIFN v R MHERL LT
MR A MRELE T (ZACXCLIFICXCL10) , #HM EMEEB S RN MHLHLAEIZIZT (TRM) 4HfE, HEEH =4 IFN v FITNFAYH
E 20 fREE IR,

m (2) fifa: FIACXCR3IBI B!y E Z 4B FICXCL108YER [E). IFN y FOTNFRIM AR A ZEMPY, FEYIRIE-{55E 0, EiHEZMN
RS EL. ABEXTE SR MM TRVARKES T I L-15E R KA B4 .

B (3) §6: ZHIEKBHESEKEFN~E, WTFAEEEF (SCF) . WM RFHMPEKETF (bFGF)  ARFKRAIEKEF
(KGF) FNTGFB . ZEMpLERIARAEZ IR, TR ERBEXBHTERE.

B (4) E%: HBENG, PoOTRVAEEEEZ DA EZEZMERERE, HKPEETERYEABARNEREZICIZ. BMEFEANAEERZ
f&, XLETRMABEIA] GEF AT AL, —BFRIRIE . KRGS E MR, TRV IERIR~% IFN-y , FiEiECXCL9/10 - CXCR3%H
SERIABRICIZTEHNRE R, EFEDHXEZMRNRERE, NTTSHEFNE X%
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EEX A mHLEG: RAEBRFMEREEICICTHREXEIER AY EEILH

GUOSEN SECURITIES

WS RER FILA AT BRI IZ T4HRE (TRM) ZERE RN AFRFE & it < 88{ER -

W 5 fE] (I1FN- y >JAK1/JAK2/STAT1—->CXCL9/CXCL10—>CXCR3+/CD8+ T ) : IFN-yE8RFRMEETHIFN-ySZ LS
&, BUEJAK1JAK2FISTAT1E SR, ASAREKR MY CXCLOFICXCL10ZE#{kE F. CXCL105RETHS RN M THERE
CXCR3%54, BEE ZHCDS* TR ; FNKERMITMAA G =4E IFN-y, Hi#E—HiFSCXCLI/M0KRIAE, R “IFN-yBRH—JAK/STAT
HE—BEFRIE—THRESFE—FZIFN-yER" WIERIRTEIR.

WZEZ0GFRRICIZTZ4HAR (TRM) : R—A KRB TEEKFIINEAALR, FEEFEANRMKERSEHBEIANICIZTHE, EEBENE LZHX
HEF.

E: BERRLFILHREE

Epidermis T]CR E-cadherin—j‘}i . i
J-co103 ) )
S NKG2D N . @ [ ¢
Tew High IFN \®
—IL-15R 19 Y - . :
response \ '
== IFNy - ° (@
PPC)) —.coce | cxcLo- ] ' AL
g—?shgg?)i- == . s CXCL10 oo® IFNo s —Hair follicle bulge
HMGBY) ——, . g L FOXP3* \o0,%e" ] ] ®

: . — oot ¢ Treg cells o l] ] G th fact

nnate —— : > rowth factors

CXCL16 &,
l immune cell I TNF og x/(SCF, bFGF,
(NK cell or ILC1) e | ©¢, o KGF, TGFB)
oot B 2 00¢ Tcell %o N N .
T cell activat B —— S
iailibdidailid ' recruitment \ FURLRIR: Julien
Y~ — Seneschal, Nature
T cell Reviews (2025) 11:85,

| : T
Dermis  DC activation differentiation EfSIESR 55 e
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PERTTEN : MIBERARDE/ EE

/ BUIRSE

EiSits

GUOSEN SECURITIES

S5 EiarT

BEBXRITH BRETIEHEFRTERAMREHENE R, I TRERMHRNERR, W RAINBAHIFIHITA
SFRRFERS S ZHRREE, WiEHE
SHFRRE

BA B H0H 772k o B JAKHDHI ) ;
BHEEASN, BIENB-UB (FiZdEENE) &, BRitkzibh,

B: EHREAEKISTTRIE

fr (4
WIER ORBER AR NFIERTTIE. B— HE
HEE, EALUEFRFARIETT.

%Fzﬁﬁﬁ

Diagnosis of non-segmental vitiligo

l

Define primary treatment objective (shared decision-making) based on:

= Treatment expectations and limitations

« Disease impact on quality of life

« Disease activity (active or stable) and duration

» Lesion location (‘best’ to ‘worse’ for repigmentation: face > other
body areas > hands and feet) and extent on visible or sensitive areas

= Other aspects, including skin type, presence of comorbidities and
access to treatments

A

{ ¥

Stabilization Repigmentation

1

Depigmentation

Stable disease® in
previous 12 months, and:

Activedor stable disease®
in previous 6 months,

Stable disease® in
previous 6 months, based

Active disease? in
previous 6 months, based

on: on: based on: = Resistant to topical

= Photographs (or by = Photographs (or by = Photographs (or by treatment and/or
history) history) history) phototherapy

« Visible disease activity « Absence of disease « Visible disease activity « Limited extent of lesions

signs® activity signs® signs®

Immunomeodulation: Clinical follow-up Immunomodulation: (Optional) Surgical
Topical therapy OR Topical therapy technigques
(corticosteroid, calcineurin consider maintenance (corticosteroid, calcineurin

inhibitor or ruxolitinib) treatment (for example, inhibitor or ruxolitinib)

OR immunomodulatory agent OR

(optional) systemic twice weekly) (optional) systemic

therapy (oral corticoster- therapy (oral corticoster-

oid minipulse) oid minipulse)
AND/OR AND
Phototherapy: Phototherapy:
(targeted) NB-UVBd (Targeted) NB-UVB

BSWIREIEZ GRS REEEIN NEREA

Active? or stable disease®

in previous 6 months, and:

» Therapy-resistant
extensive vitiligo on
visible or sensitive areas

Monobenzone
OR

pigment laser
OR
cryotherapy

#HI3kiE: Julien Seneschal, Nature Reviews
(2025) 11:85, ESIUEHFLFHRFTEEE




GUOSEN SECURITIES

B E BIGKRIEFR: VASI &Y EEiE

WEHEXNEFITESIEE (Vitiligo Area Scoring Index, VASI) RERAMBRBNIGKE Ligls, RrShEXEANREHNZM; HhmEmiH
LR 3 “FERA” Rx (— “FEREAM” 491% BSA) , BMEEIEEIR0%. 10%. 25%. 50%. 75%. 90%. 100%93Z%k (1—iRBHE@E
FUR2ANFBAL, REIZERNT75%, M EEXIGEVASI1=2x75%=1.5) . T-VASI KRS BABIES, F-VASIF AP ABEIES; MVASI50/75/904
R RIATTEVAS | 5L B 22 TN BE50%/75%/90% LA L BILE 5. F-VAS175, T-VASI50=2IEKIRIEE AR B MA =

=</ O

E: VASHESHERER

e Measure the Area

a Grade Depigmentation ° Calculate the Score

Face treated as a
dedicated region.

F-VASI

Area in fingertip
units for small
facial patches.

- T-VASI
; ZAEI ‘ded it , Araain hard e = Grade how white each patch is, Multiply area x
{ reo ignslv e S hafd =10 6f from 0% to 100%. depigmentation, then sum all
9 ' body regions.
0 | Higher scores indicate greater extent of disease 100
o G |

‘ 25
No vitiligo = greater area and more complete depigmentation - full depigmentation

F-VASI is graded on a 0-3.5 scale, separate from the 0-100 T-VASI score.

FRIKIR: TevaBM, EfSIEFZFMRAEE
BSWIFIEEXZ ENRERERER NTREAA




ImAR$ERR: KA ZHEBREER &Y EEI%

GUOSEN SECURITIES

®: BARRE LRI R B EER
HEFRS % ks VS E TS LA HAREEX HEFREX

O g=] B a2y O SR Es F
F-VASI50, F-VASI7S, F-VASIg0; LiAbmm st HIBRE S S8 MX

HBEE F-VASI E&E THMEEMEREREARERHRLER. BRI E S50, T5%. 90% tﬁ-éz;E gé\éles;s%ﬁl\FﬁEﬁIﬁh'é%ﬁﬁ%ﬁ
. . N T-VAS150, T-VASI75, T-VASI90: [ERREREBEEEMBERRE, 272
2588 T-VASI E4 THMEE S EMEREAREERLEE. TSk RS > 504, T5%, 90% B = T RGBT L
R ¥ B A —IR Hh B B 35 3 SR BT A YRR 18]
R Wor: <6fJg+4; 6EEINR3; 3-61A vgasgm — oy XOHRAAFIRRER, EATIHNES)
AL vIDA EEBE 0 6-120Bw; BES1ER; ReAg | OVORBRRI-EUEED. e i Kk
REBR-1

15r: BEAR; 29): FHFAAE; 357: BRAEH VNS 455BEENAATTRY); 3 RIREBEFZBHEERMBEE. BFR

SR NS BE 8, 45 BEAEMEE, 59 FEBE  ABHRY SR E

HRIKE: Nanja van Geel, J Eur Acad Dermatol Venereol 2023; 37:2157 - 2158, E{SIEHEZFMRAEIE
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BEXaTTERREXELS

EiSits

GUOSEN SECURITIES

&

B F A M ER B BEXEE [5)58
7, ALFEPOCRYEZ BOTYK2$NHI5,

B: ARNETERREXES

TELRIEEFEINY &

Epidermis
TYK2 inhibitors
IL-15R—
« Deucravacitinib v ¥ Melanocyte detachment P
« Zasocitinib (@ and apoptosis o
J_ Iy cele £
Basal VIFNy—o “¢ S —KLRDI ) J MMP9
g \ K3 ) JAKY 0% 3
* es8e— LCXCLIO JAK1 inhibitors Anti-IL-15 JAK3 inhibitors
Se® » Povorcitinib * AMGT714 Ritlecitinib
IFNaR : « Upadacitinib « TEV-53408
inhibitor ‘ 4 T cell recruitment ‘ ——
Anifrolumab JAK1,i‘jJAI§§ inhibitors Anti-CD122
2 Ruxolitini « FB102 ‘ ¥ NK cell activation
.'( .
®o20 L | T, cell activation * Auremolimab
000 o—IFNa
e®
KLRD1
I l JAK3 | B
— FOXP3"* |
Fibroblast Treg Cells P |
—pDC | @, T NK cell
4 Cytotoxic T cell o © =l
« Fc IL-2 mutein activation e® \ | Anti-CD94
« MK-6194 4 IFNy DR-01

Dermis

V2 AEIR B FNIC 23 BB T4MAR, BLFE1E B #NHIF0IE PREE IE R 552 0 Al #R RO JAK D
AR EEE X TRMZEREH 1L15/0D1 2230405 (A7 RHRIG R ER)

F: BENATER REXEL

0 BE  RKEE® SIKHER

RIEEHE JAK1/2 FAERIE  FOAHLE
JAK1 BipEfe FDA NDA
TYK2 Zasocitinib ph2
IFNAR1  Anifrolumab ph2
IFNy EI-001 ph2
CXCR3 ACT-777991 ph2

CD8+ TZHAf JAK3 Ritlecitinib ph3
IL15 TEV-53408 pht

CD122 FB102 ph1
KLRG1 BG-A3004 ph1
KLRD1 DR-01 ph1

ZERISKIE: Julien Seneschal, Nature Reviews (2025) 11:85, E{SIEH&Z M EEIR
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GUOSEN SECURITIES

IAKHIBIRIEE TR TT B R &y =5

BEBRANZORIEEIEEZEETIN- vy N SRREEE A LT EICIZTHERNME. IFN-y SARTARMEBENIN-y ZHEESE, B
1T JAK1/JAK2 - STAT1i@ B8 15 SCXCL9/CXCL103RIA, #E—H £ ECXCR3Y CD8* T4HAE, AR E A ZMEFESIRGNIE RIRHE. mIL15F0
TRMZHRERYIL2R B / v cRREE 2/, BidIL-15 - JAK1/JAK3 - STATSSHIFTS TRMZARE AU E FEFEUE . FRLAJAKEZENFIFN-v 55, FIgEE
5 5KRRESINE; JAKGEZESETRIAMNERFAE, AEZS5ERNELNE; MIAKINE LABENFEBSESE. TYK2UT
BN REEEME, TENSIL-12, IL-23FIBFHE (IN-a/8) 55, AREEEATDTMSE. IFN- v 24 IR &R RIE E5EE)
Y o B XU R

F=: JAK1/2/3FNTYK27E B R BUR ML B E LA R T 254
A FFALRIRAIE EEEAS LigEs BYii 41 REHY =l Y rang i

STAT1 = CXCL9/CXCL10 =
CD8 TZHREZEE; Upadacitinib.,  EEHFRIIE: upadacitinib 3HA

EIFHMERTFIFN-y &RAE  JAK1/2: TS IFN-Y {55

KT SwsnTRWGIEIDIZHESE  JAK1/3: 25 1L-154EE5TRM IFN=Y R, TL=15R STATS = TRWE. 4EES  Povorcitinib®  IKSRMI.
hEE. IFN-vy =4
L BEESRWUE (83E)
S o - N o \
JAK2 IFN- v SR 8% JAK1/2: PRIFN-Y 155 IFN- YR oo TR e Ruxolitinib cream SHMHRALI,
: BERZ EFFM JAK2 A 2584 .
N by sl ; STAT5 = TRM7E/E. ZMBEE Ritlecitinib BEISIE: Ritlecitinib
T . B L1542 - 7 .
JAKS  TRMSR IS HZ 483 JAKT/3: BS1L-1SHERTR IL-15R IhEE. IFN-y =4 (JAK3/TEC) (JAK3/TEC)  3HAIMGERARI.
Zasocitinib, SoficitinibB R | HIFRRIES

VK2 B R RTh AR ER B IL-12, 123, 1BFHEme (IR IL2R RN TS, RNy 2 NOT

= icitini B4 BEAR I 22
== a/B receptor B E Soficitinib (TYK2/JAK1) , {BEETYK2iEEMZS

(TYK2/JAK1) WNEFH—L W

HR ki : Shintaro Inoue, Journal of Dermatologist Science, P86-92, 2024, E{ZIELHLZ KM EEIE
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FHEEAEEEBRIER:

A4

iE E M AR E TRV EE R 2454

BA TR 2 —JAKT /230 57,

RBAHZES0MAS.

BHEF.

&

Incyte CorporationfIARIEZERF.E (Ruxolitinib Cream, T da: OPZELURA) 2 BHIEXiE NI E MK
It EHEVERE 24, 2022 3KFOAHLER T 125 L ERVETH B BEBX EE . FOARHUER T/ 3HAIGIKRIRIE (TRUE-VIFITRUE-V2)

EiSits

GUOSEN SECURITIES

RIEANET125 A ERIETHERE EF}‘L $%‘ (BSA<10%) 7_24HETF'_I§)§?L E vs tcﬁﬁ'JE'JF—VAS 175537 229.8 vs 7.4 (A=22.4)
#130.9 vs 11.4 (A=19.5) , = JE 5 = : HJF-VAS 175
Fh, IERBEERAI BRI EEERRHBTFHNE € EERIFHNESENRERATNR.

BZ2M5HE, TRUE-VIFITRUE-V2EIAR R R EE 5143 5l /945, 7%F050. 0%, KZHARHE, MEMRIF. ERMNAR KN AR HIBALEE .

: AR EEAEMPIEREEIRKE S
Table 2. Primary and Key Secondary Efficacy End Points (Double-Blind Period; Modified Intention-to-Treat Population).*
End Point TRuE-V1 TRuE-V2
1.5% Ruxolitinib 1.5% Ruxolitinib
Vehicle Cream Relative Risk P Vehicle Cream Relative Risk P
(N=109) (N=221) (95% Cl) Value (N=109) (N=222) (95% Cl) Value
Primary end point
F-VASI7S response at wk 24 —% (95% Cl)§ 7.4 (22t012.6) 29.8 (23.5t036.1) 4.0 (1.9t084)  <0.001 11.4 (52t017.7) 309 (24.5t037.3) 2.7(1.5t049) <0.001
Key secondary end points
F-VASISO response at wk 24 —% (95% CI)§ 16.9 (9.3 to 24.6) 51.2 (44.4t058.0) 3.0 (1.9t04.8)  <0.001 209 (1291028.9) 514 (44.6t0583) 2.5(l.6t03.7)  <0.001
F-VASI90 response at wk 24 —% (95% CI)T 22 (0t05.1) 153 (10.4t020.2) 7.3 (1.8t029.5)  0.004 3(0t03.8) 163 (11.2t021.5) 13.1(1.9t090.2)  0.006
T-VASI5O0 response at wk 24 —% (95%Cl)7 5.1 (0.6109.7) 20.6 (15.2t026.0) 4.1 (L6t010.5)  0.002 8(19to1l7) 239(18.1t029.8) 3.5(L.7t07.5)  <0.001
VNS response at wk 24 — % (95% Cl)Ti 3(0t06.9)  245(18.5t0304) 7.5(24t0235) <0.001 9(0.7t092) 205 (149t026.1) 4.2(L7t0102) 0.001
LSM percentage change from baseline in -9.5 -28.9 NA <0.001 -7.0 -26.4 NA <0.001
facial BSA affected by vitiligo at wk 24 15.9t0-32)  (-33.2to-24.5) (14.5t0 0.5) (31.5to-21.4)
(95% CI)§

EHRIkE: David Rosmarin, NEJM 387:16, E{SiF&4

EIAREITTNIRERNS
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AT R RS S K &Y EEits

GUOSEN SECURITIES

WA R e B A XEMEE Rt THN MR X BB XNENE, FAAE20265F1 RAETEKRM TIETRESBXAIENAE, 2022512
R, IncytefMIRBAMNGERMNIN, REAWRSAFAERILIEEXNPEXMEET +—EM & EM LW AL~ RERSIFRAIRF], 1L
R X A 7= 7= mnAYIE S SR 1T AT AF) o

BAEA BRI EA2025F 2 HERA6. 7912 TT (+33%) , 2026Q2§HE4. 5012k T (+173%) , KNIREBKEEZRFAA—XM . IS,
PR — XM R HER 2. 042k T (+24%) , HAPXEHE. 612k (+22%) , HMMXIHE0. 432 T (+34%) .

: FAERIAREKEES (BEAXT)

800 1 m— 5 (52 5T FILL 1235 (%) r 3000%
0 679
700 - 2639% L 2500%
600 - .
08 2000%
500 -
L 1500%
400 - 338
L 1000%
300 A
- 0,
200 e 500%
162%
100 4 ’ 50% 33%[ 0%
5
0 -500%
2021 2022 2023 2024 2025

ZERKIR: Incyte Corporation B, EMSIUESFLE IR FTEEIE
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55 2 41 PR I3 &b ZE 1N PR TR 28 Y ER AY EEIIs

WER T OPZELURAZ SN, EHZRBENIN AL TIaRFLME (ZRJAKAIFIFD , HpEREZRHM010 (BRI estikR) « BE
EEZ5RIMH004 (FEZEMEIAELE) , UK RERACKBARE CEENEITESHM K. EREIENE, BRERXSNAIFINTLERNETIE

=

FEFRIGK, BIMEKI{XECAGE BiokICGB-600%HE AT 1 HAM EX

+®: IEARHELRY BB RSN 57

HY/ R R &l fER#H BARENEEVE SEANE#E

JAKHHIF

HDM3010 1. 5% A &5 e eBs EREH JAK1 /2410151 TSI =185 T ERBEEER, BSA<20%
MHO04 LB HRAAE FEEZ JAK1/2/ 3385 R [E 11l 27 =185 TR BIR RN

SHR0302 SIEE R 1BEREZ JAK1 I HhE 1A EFHERBEREX

HO18 B"E ILAMEIETED JAK1 /233 HE I HA =185 TR BIRRX

LNKO1004 BRE BRI JAKHINHIF HE I HA =185 TR BIRRX

VC005 SNFREERS ILABLELR JAK1 I i [E INDFR ETHERBEREX

H AL

CKBA B"E =ER $U[SIACCT /MFE-22 5 iB%5%  REIIER SRR AR, RA+LILE
RSS0393 BRE 1BEREZ PDE4NHIF HE 1 HA =185 TR BIR RN

CGB—-600 BERR CAGE Bio/TagCyx IFN vy #E[5] 2Tk | #7 =185 EHERBIAEX, BSA<<20%

FRIKIR: Insight, EfSIESFEFMRAERE
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GUOSEN SECURITIES

OARJAKIIEIFIEI S BIIG AR TR IE, SIS EMIEAKIEER &Y

WAbbvief S PH% JE/Upadacitinib2—2k O ARJAK1HIEIF, 20194 3FDASKIL L7 (B &&: RINVOQ) , & Z HRICL KL REM XS
% (RA) | $FRIMEREZ % (AD) |\ RFEMEER (UC) « mEE%% (CD) HEBE%RERKR. BIHERET BERXAISAAIEK (Viti-Up) BF2025
FIEHPAMEIE, FEEAbbyieln)& A MEHIABEIINDA, FHT2026F7HIREMAHLEIET ERBI BEX (NSV) ENE (=12%5) .

BEEViti-UpliefR e, HANH614% 2 E (study 1 + study 2) , 1%2: 1fENL BB ESHEE REMZEFAE, FEIRKE R E48EMT-
VASI50F0F-VAS175, Z5RE R, 48 Rtstudy 1/289T-VASISOLEH 435l 19, 4% vs 5. 9%FA21. 5% vs 5.9%; F-VASI75EE45 435l 525. 2% vs
5.9%F123. 4% vs 6. 9%.

: SRR BRAENEIRIGEKVIti-Up BRI IR

Viti-Up-1 Viti-Up-2
T-VASI 50 at week 48 F-VASI
100 3 Placebo 20— T
—_ L -0 1.8 -1 -3. —4.
£ 3/ 3 Upadacitinib 15 mg 44 -81 -9.9 -130 -16.2 -17.5 -191 ~202 3 =37 17 35 41 =70 113
= 50 g R L L e il e Ll b h e -l'-—";‘_'_;f?:;'t =t =—aszo--b- '_";LE;:'_" """"""""""""""
: S == e
Z i iy i B S S - -65 \_E
< 40 E = 20 13.0
u p<0.001 p<0.001 y e -15:6 p<0-001 13 H‘}\—-I___
g 30 215% 5 ?_g; ~A0 — p<0-001 —EE-S — - p<0-001 ~213 -27.9 ‘I\_%—%_
= 19-4% 5 & — 1 - p<0.001 311 ——-__{
= o 2 p<0-001  —36.8 e e p<0.001 341 56
£ Il g5 -42:4 p<0001 poooo1 3
2 o0 T 55 -60 p<0-001 465 _4g. < . P <0001 447
= 1 g% p<0001 3 s p o
£ 5.9% 5:9% g P<000L poo.001 o4 .
2 10 = -80— —+— Placebo (n=102) p<0-001 p<0-001 -
E ’—I—‘ ’—I—‘ —e— Upadacitinib 15 mg (n=206)
0 - ! -100 T T T T T T T ] T T T T T T T 1
Viti-Up-1 Viti-Up-2
T-VASI
F-VASI 75 at week 48 20 9
1007 — -2.8 _];4 =45 7.2 i _a, -1- =y -3 . .
; é % O-""‘""-'_—'_'—'_';' LT " i B TEmmmmmm T mmm e Sl el S ettt ity Y s -
= 50 = sg t— __ﬁ — I % %_%
[ = = - p 4 —— -
@ £ ¥ -0+ ~ -101 —s—1 7 — _oq B4 -11.4 i S —
£ 404 p<0.001 p<0.001 B2 P00 0001 M3 g3 207 —I_ ____'__{ P p-0001 paonr 7 03 _é:_q_%{“"“
i e £ = p<0.001 - 230 - a 0001 :
= 0] 25:2% 234% _;:: % -40 — <0001 p<0.001 p<0-001 =271 986 0-001 p<0-001 28.4 30
: T i - p<0-001 0001 P00l ho0.001
@ I E 5 -60
Z 204 1 8=
'g 59% 6:9% £ -80—- - Placebo (n=101) i
§ 10 4 —e— Upadacitinib 15 mg (n=205)
= | -100 T T T T T T T 1 T T T T T T T !
0 ; . 0 8 12 18 24 30 36 42 48 0 8 12 18 24 30 36 42 48
Viti-Up-1 Viti-Up-2 Weeks Weeks

BHRISKIE: Thierry Passeron, The Lancet 2026; 408: 636-48, E/{SiE&& S5 EEEIE
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SR RRREBRES & EiSIEss

B7EViti-Upliafk &, F-VASI/T-VASIRHZ B7r, SIRE BEAMZEFAEE—XEE TR (FE8A) HT,‘thTtIﬁmEHLE’Jﬁ =, ﬁéﬁﬂ%
maﬁ)ﬁﬁﬁﬁ_ METE) A . H H 48R study 1/289F-VAS I90LL IRl H916% vs 2%%:112% vs 3%, iH

Bl: SiREERRRERNERIEAVIti-Up BB EHE

Viti-Up-1 Viti-Up-2
Placebo group Upadacitinib Adjusted difference vs  p value Placebo group Upadacitinib Adjusted difference vs  p value
(N=102) group (N=206) placebo (95% Cl) (N=101) group (N=205)  placebo (95% Cl)
Coprimary endpoints
T-VASI 50 (50% reduction from 6 (6%) 40 (19%) 131 (6-3t019-8) <0001 6 (6%) 44 (21%) 147 (75t021.9) <0001
baseline) at week 48
F-VASI 75 (275% reduction from 6 (6%) 52 (25%) 187 (115t0259)  <0-001 7(7%) 48 (23%) 16:9(92t024.5)  <0-001
baseline) at week 48
Secondary endpoints
F-VASI 50 at week 48 13 (13%) 99 (48%) 138(248t042.9) <0001 13 (13%) 89 (43%) 301(208t039-4)  <0-001
E-VASI 75 at week 24 2(2%) 31 (15%) 131(77t0185)  <0-001 1(1%) 23 (11%) 106 (58t0155)  <0-001
E-VASI 90 at week 48 2(2%) 32 (16%) 13-0 (7-8t0 18:3) <0-001 3(3%) 25 (12%) 9-4 (37t0151) 0001
Percentage change from baseline in -13% (5) -42%(4) -29% (-38t0-21) <0-001 2% (4) -28%(3) -26% (-34to-18) <0-001
F-VAS| at week 24, LSM (SE)
Percentage change from baseline in -9% (5) -29% (4) -19% (-281t0-11) <0-001 -13% (4) -33%(3) -20% (-291t0-12) <0-001
T-VASI at week 48, LSM (SE)
T-VASI 75 at week 48 3(3%) 10 (5%) 17 (-22t055) 0-40 2(2%) 10 (5%) 22 (160 6.0) 0255
No increase from baseline in T-VASI at both week 8 and week 12 among participants with actively progressing vitiligo at baseline
N 63 141 - . 59 119
n (%) 38 (60%) 107 (76%) 15-8 (2-0ta 29.7) 0-025 36 (61%) 0(76% 149 (0-5t029-2) 0-042
PhGIC-V of “Much better (1)" at week 48 6 (6%) 41(20%) 12.8(62t019-4)  <0-001 1(1%) 4(17 °) 154 (102t020-6)  <0-001
PaGIC-V of "Much better (1)" at week 48 4(4%) 32 (16%) 112 (5-1t017-3) <0-001 1(1%) 37(18 16-9(113t0225)  <0-001
VNS score of “A lot less noticeable (4)" 2(2%) 26 (13%) 10-5(53t015-8)  <0-001 1(1%) 30 (15%) 13.9(87t0191)  <0-001
or "No longer noticeable (5)" at week 48
Data are n (%) unless otherwise indicated. T-VASI=Total Vitiligo Area Scoring Index. F-VASI=Facial Vitiligo Area Scoring Index. LSM=least squares mean. PhGIC-V=Physician's Global Impression of Change—Vitiligo.
PaGIC-V=Patient's Global Impression of Change—Vitiligo. VNS=Vitiligo Noticeability Scale. 95% Cls for adjusted differences and p values were calculated according to the Cochran-Mantel-Haenszel test adjusted
for strata and based on a non-responder imputation approach for binary endpoints, and an ANCOVA model based on a return-to-baseline multiple imputation approach for continuous endpoints.
Table 2: Coprimary and secondary endpoints

BEHRISKIE: Thierry Passeron, The Lancet 2026; 408: 636-48, E{SiEH& XM EAEEIE
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GUOSEN SECURITIES

FE £ B JAKH I 571 Pt £80iK B SEAIm AR E L8 =2 AY EEILH

M Incyte CorporationfipovorcitinibEHE2—ax O ARJAKTHIEIF. 20264, IncyteEFpovorcitinibRI3ERIGRIZEIFEEIGKE & -
STOP-V1/V2iF5 E52 B BUF-VAS 175933l 9 (povorcitinib vs PBO) 18.9% vs 6.8%F018.9% vs 3.1% (p<<0.001) , HBHEEIE2EWT-
VASISOTEAR IR EAR SRR T ARSI FEEMMIEREXNE . A8FIHEFE27H S EN iR TR

BPfizerBIFIFEER /ritlecitinib—F [ BRJAK3/TECHIHIFI, BF2023FIRFDAHLEIBRITHEER (=12%5) . 20265E6H, Pfizerngig
Tritlecitini bBIFEILE A G TRANQUILLOFATRANQUILLO 2353k 3 T = EIGFK 2R 552 F BYF-VAS 1 75F1T-VAS 150,

F®: OBRJAKIIFS B ARS8 E

NG| - ol FIH BRAIRKRHTE — ZlimE R

Abbvie B A% f8/Upadacitinib JAK1 2012.11  FDA NDA ph3: @wk48, F-VASI75=25.2% vs 5.9%; T-VASI50=21.5% vs 5.9%
Pfizer FHFEEE/Ritlecitinib JAK3/TEC 2014.12 ph35E X ph2b: @wk24, F-VASIZLZE21.2% vs -2.1% (PBO)

Incyte JHIRE & JE/Povorcitinib JAK1 2018.07  ph35ERk ph3: @wk52, F-VAS175=18.9% vs 3.1% (p<<0.001)

AHER SYHX1901 JAK1/JAK3/TYK2 ~ 2021.05  CN ph3

R Ep] XIEER JAK1 2015.04  CN ph2

KR LW402 JAK1 2020. 11 CN ph2

BE/REZ  VC005 JAK1 2021.11  CN ph2 ph2: @wk24, F-VASIZZE43% (vsZEF p<<0.001) , F-VASI=24%
BAEY QY201 JAK1/TYK2 2021. 11 CN ph2

BRIKIR: Insight, EEIEHEFAREAEIR
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TYK2HMBIFIZE B R 78 0y &Y EEits

GUOSEN SECURITIES
WiZif fR1ERISoficitinib/ICP-332 B —ERTYK2/JAK1H]&IK, soficitinibBEEFEFRE Teh2/380IEK, ENERNEFTEREBEX. 2
BITE2026F 7R & T 28R R 1R, &R E~, 24FRIF-VAS | 32 pbL il 4 5l 5—-38. 8% vs —41.2% vs 2.2% (80mg QD vs 120mg QD vs

PBO) . A& EILEIEBsof icitinibiAfy BEXAIIHAIGK

WTakeda/E HABITYK2HNFIF Zasocitinib/TAK-279FE2025F# N T BEXIE MIER £Tkph2lifk, #1545 ¥HITYK240HIFD-25707E£2026 F ¢
AT BEXE NMERF Eph2lifEFk

BE: SoficitinibBMM 2GR B BEEXIEL (JESkXFSLELER)

#2478 it F-VAS| %% % 2% 89 i &
---- P=<0.0001
45% 1 41.2%"
38.8%
40% 35.6% 36.4%
35% | 34.0%
30% - 27.7% 29.4%
25% - 22.0% 21.2% 21.2%
20% A 18.5%
16% | 14.4% 14.6%
10% A
5.1%
5% - 2 20 ° 3.0%
0%
/0 - o B el Q) MY Y o™ ) o a3 o) -231'\% M g gh e P
20 O oD - = = = ,, = z = . = = = = =
AT oY ©f PP o oA O ©F o AE PP P PP
LGNS 5 600 A g FUo0 e ae® A0 0 o o ®
: \ A e
Soficitinib =1 Upadacitinib = Povorcitinib =4 Ritlecitinib =g o e e .
& i B R & % A }‘4:1 &1 45 AT 5}:2 7 5 R E3 "J%*’I';Eiﬁ 1]51}521}313{2 Elﬁ] ’

EfSIEFHEF 5 PR TE
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NS JAK1/2/3FITYK27E BN & im AL oh B9 B 4o AY EEILH
JAK1/JAK2 / JAK3 / TYK2 in Vitiligo Pathogenesis

Key cytokine pathways and receptor-associated kinase pairs

~

~ s
Q Mechanistic map: from innate activation to depigmentation Q Receptor—JAK pairing at a glance W

1. Innate stress 2. Effector axis: IFN-y — CXCL9/10/11 — CXCR3+ CD8 recruitment 3. Memory axis: IL-15 supports Tgy / NK / cytotoxic persistence
and DC activation Kitiiiad Kerati [ essdent ool Cytokine Receptor JAK pair  Primary role
CD8+ T cell presents IL-15
9 Stressed Keratinocyte el " & T onvand [ A (IFN AR1/ PN ARZX
K] . Tissue injury a
£ melanocyte /\ depigmentation
- e L o, IFN-y - = . Type LIFN . DC/ innate
| SSeiE x e o e Coled: shwtcon (IFN-a/B) activation
o mel ind kerati
ls_ o: S = :‘o 2 e s i lanocytes and keratinocytes JAK
Oxidative str 3 \
N M Q@ IL-15Ra + IL-2/15RB (CD122) ) e > s =

N

<
N

8]

DAMPs
CD132 Y
[ IFNGR1 / IFNGR2 ] +Y¢(CD132) IL-12RB1 /

G e = IL-12RB2
@-C o \ ﬁﬁaf’ @ = || B 08
! - " %E |
s \

. | ° ® Keratinocyte /
°:°° STAT{ target cell v Melanacyte killng / N
on

(
( y
.

2 ‘?: : J y,
£ Cytotoxic
£ [ TypelIFN 2 # CXCL9 / CXCL10 / CXCLI1 Tracell N cell . i ) ( (
a [ (FN-/p) ¢ f ¢ L IFNGRT/INGRZ |
MXOOOOL ?’: o\ R @ IFN-y CXCLY/10/11
¢ = e b A2 induction
IFNART / IFNAR2 IL-12RB1 / IL-12RB2 v Tru sunvival Loss of melanocytes
o ° CXCR3+ CD8+ @ v Resident memory persistence and melanin 4 ) k. i) )
+ @R TYK2 BX JAK2 X ey, @ £ T iy il - .
* * ¢ N v Cytotoxic function ) "', ¢ IL-15Ra +
Scmuion T o9 @ Wormmimaon ) - 2 ). | @Y | T s
Type | IFN program priming J - = = i cytokine receptors in this | ; ‘ : IL-15 - + relapse
e p—— - | disease context i Depigmentation memory
\ e ? J (ﬁ JAK3
Legend (kinase colors) Q Key take-home messages L L L )
JAK1 is shared across JAK2 is central to JAKS3 is concentrated in @ TYK2 sits upstrean} in )
| Ak it © IFN-1, IFN-y, and IL-15 © IFN-y and IL-12 © the IL-15 / yc axis linked Type | IFN / IL-12 signaling
(Blue) (Orange) (Red) (Purple) signaling. nodes. to Trm persistence. a"ﬁ' sh_apes early immune
activation. )
\
L

#HRIKIR: Ezzedine K, The Lancet. 2015;386(9988):74—84, Boniface K, Clinical Reviews in Allergy & Immunology. 2018;54:52—-67, E{SIEH& TR AT
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GUOSEN SECURITIES

| L1572 TRMZE B 46 35 Fn 3 75 B o< 58 Bl F ‘ EiSIES

AR XEZELNITEIZIZTAE (TR EEBRELNZOERE, L1522 TRV 4E 3 FisCER X2 E F (CDI122Z2 ILSHZ AT E) .
AREARMRERIAIL-15Ra (CD215) , ¥FIL-15ARNIBZLALTRMFREARYIL2/IL15RB (CD122) /yc (CD132) , HEiEJAK1/JAK3 - STATS
=5, MMEFTRMAEE, KEHE/R MM EFINEE, FHIRFH IFN-v . granzyme BflperforinBI/=4 . 1L15/CD122#]l 77| AT B4 TRMES) | FN-

LS Th BE HA PR B | ] R /D R AR SR BOTRM, HAERHARNE . T TrecAFERFIIL-2 - EFEMADIL2Ra B vy EEY
(CD25/CD122/CD132) , #MiIIL15/CDI2 A A REEEMAWIL2ES, B Treg IR M.

E: 1L15/CD1 2k 1EA NI R~EE

Pathogenic IL-15 axis IL-15 blockade FBI02 blocks medium IL-2 high affinity binding to
@ 9 >3 - affinity IL-2 binding to CD25 and CDI22/CDI32
CDI22/CDI32 unaffected by FBI02

- A® N ...

Kd~1nM
\\"// Anti-IL-15

Keratinocyte ‘;H"J
— A
174 \ " 7’/\"',

L-15
[ \ | \
L p— S " IFN-gamma Teyr Or NK cell Treg cell
Ba Basal | [ I Y
FB102 blocks low affinity IL- FB102 blocks medium
15 binding to CD122/CDI32 affinity IL-15/IL15Ra binding
to CDI22/CDI32
N A
W Kd ~10 nM W Kd ~1nM
Ty Or NK cell Trea Cell
Melanocyte destruction Melanocyte survival and function, S\
Mela on, \( . ‘ w
nternal analysis Pigment restoration teva FB102 -2 IL-15 CDI22=IL-2R8  CDI32=IL-2Ry CD25=IL-2Ra  CD215 = IL-15Ra

BERIkIE: TevaEM. Forte Bioscience B, E{SiF& &5 st et
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IL158 31 : TEV-53408iFEH 58 Hed B HA G AR BiE ‘ ERRNES;

GUOSEN SECURITIES

B TEV-534082TEVAF X BI—FXIL158, HElEE#HITHEBEXMphblERK, RENBIETEEBEXEE (F-VASI>0.53(T-VAS| =5) ,
HNLH38ZEE (T66% pts BSA>10%) ; BEIEZTEV-534088T72)% (week 0/12) , 24 E LA EIE: F-VASI=42%, F-
VAS175=21%, T-VASI50=7%.

B: TEV-53408I&5K %iiE
c Endof T -
Response Rates TEV-53408

@’\ Phase 1b - Week 24
A :
T|me0 Week 12 Week 24 Week 40 Week 80 N=38
’l' ‘L ‘l’ ‘I’ Inclusion F-VASI > 0.50R T-VASI 25
WM Dosing SC q12 weeks
: F-VASI50* 42%
g F-VASI75* 21%
Today's Data
TEV-'408 Serum Levels Early evidence of IL15 blockade T-VASI50* 7%
Following SD administration in healthy volunteers _ Free IL-15 in Phase | in healthy volunteers
100 %m * F-VASI50 (facial): 250% improvement from screening F-VASI
@3 3 . . .
$E o 8 _4 = F-VASI75 (facial): 275% improvement from screening F-VASI
n o - . .
>3 £ * T-VASI50 (total body): 250% improvement from screening T-VASI
- € gq e
5 % 1 fo W *Completer analysis:
SE a TR - * F-VASI| evaluated in patients with F-VASI >0.5
$ g g0 o I T ammee + * T-VASI evaluated in patients with T-VASI 25
001 L,Lra i—n—-n-——-&——&——r——-c- -
5 s w0 1m0 200 20 30 0 a0 = o 40 80
Nominal time (days) Nominal Time (Days)
& Dose 5 TEV-408 - Dose 4 TEV-'408 -#- Dose 3 TEV-'408 ~®-Placebo  -A-Dose 1TEV-'408  -® Dose 2 TEV-'408 o sbs] b - VLN
—¥% Dose 2 TEV-'408 Dose 1 TEV-"408 'J'%*zl';E;}E\ : Teva B 'X—X.I ) 151E#g§7ﬁﬁﬁ§§ﬁﬁgii

BSWIFIEEXZ ENRERERER NTREAA



GUOSEN SECURITIES

IL158$7: TEV-53408 A BE= X ENIERNE ‘ EEilS

B TEV-534082Q12WHY R TOESHHIF, BEFKMWME; MBBAWHERIEXFRBBMNAph2biEd (Fiit20265HE) , EMZMHRLT.
202651 H, TevaffiRoyalty Pharmaikff T &1E#Y, Royalty Pharmald 4G TEV-53408MIIa R A & S A IR E SN EEXH, B
Y7500 7 & sTHIph2blimik 22, F B A4 25123 e 3Allm R 28 FH R I A . GRSRTEV-534083k#t £ET7, TevailfmRoyalty Pharmaszft—
EEEEMAK, URSKEEND B,

B [RTBEEMNENRE, TEV-534081 X7 F.BR)E (celiac disease) i HE|ph2alldfk (Fit26H2ILHHIE) , FEABEBHEEHE (AL
RN MR % (AD) FAREERMBRER (EoE) FEMNIE.

[E: TEV-53408T] 5t 7 3= A& R fiE A B¥

[ Bone marrow ] [Skin epidermis] [ Hair follicle ] [Gut epithelium]

PATIENT
INDICATIONS POPULATION*

Celi
Gastroenterology =

Eosinophilic Esophagitis

Vitiligo
Dermatology Alopecia Areata

Atopic Dermatitis

List illustrative and not exhaustive

e | B

Antigen-presenting NK cells Tcells
cells Lineage development, Survival, Expansion, Activation,
IL-15 trans-presentation Activation, Expansion, Survival Cytokine secretion

FRRIR: TevaBW, EISIESE5H5TEE
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CD1228¥1: FB102iZEHE & N BHAIG KR B ‘ ERRNES;

GUOSEN SECURITIES

W FB1022Forte BiosciencesTF& BI—FiCD12247uA, FJLAEE@EIL2/IL15{5S @8k . FB102E A1 IEAE BB XERAEF #H{Toh1blfAK, K1
HNLEA3RZEE, 1EF12 weeksHIFB102T R EIFTIGTT - T AT G ARE (n=42) 1, 24FRIF-VASILLZE 529. 6% vs 7.9%; XFTIE
REEREE (BLZF-VASI>0.75) , FBIO2AFESEHFHEMM (43.2% vs 0.5%) . ATLAMIERE], 12F= FB10240 /) 28 2 A
ERNERENE .

E: FB102IGK 18

F-VASI B EL Bl (Fr 30T s A 8F)

4 — \
FVASI mean % FBI02(N=32)  PBO (N=10) PBO-Adjusted p-value F-VAS | 75EL {5 LA 5 JAK I 71 3of EE
|mprovement
oﬂ . °0 + . .
Week 6 5.6% 0.3% 5.3 pts 0.059 EVASI75 at Week 24
End of Week 9 (Day 64) 14.4% 1.9% +12.5 pts 0.023 e
treatment —> Week 12 21.9% 5.4% +16.5 pts 0.028 Medication Treatment Placebo
period Week 16 28.6% 8.2% +20.4 pts 0.023 Upadacitinib 22 mg 14.0% 2 20
Week 24 29.6% 7.9% +21.7 pts 0.020 Upadacitinib 11 mg 19.1% 2.2%
. Povorcitinib 75 mg 11.9% 2.3%
F-VASIZUE LR (F-VASI>0.75A8f) Povorcitinib 45 mg 14.0% 2.3%
FVASI mean % FB102 (N=17) PBO (N=4) PBO-Adjusted p-value Ritlecitinib 50 mg 7-7% 0.0%
Improvement Ritlecitinib 100/50 mg 8.5% 0.0%
Week 6 7.2% 0.5% +6.7 pts 0.167 OralJAK Range 7719.1% 0-2.3%
0, 0,
End of Week 9 (Day 64) 19.4% 1.2% +18.2 pts 0.058 FB102 (n=32) 19.5% 10.0%
treatment —> Week 12 29.6% 1.7% +27.9 pts 0.033
period Week 16 40.2% 1.5% +38.7 pts 0.010 FB102 Baseline FVASI 2 0.75 (n=17) 23.5% 0.0%
Week 24 43.2% 0.5% +42.7 pts 0.006

BERIKRIE: Forte BiosciencesEM, E{EIEHZFRATEE
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CD1228%i: ForteZkArgenxifil, #Tifipipeline in a product (Y EIEIES

W 20265F7H, ArgenxEfn L2212 K TRIIME W MForte Biosciences, SR /LEE~FB102. fRT HEMX, FBI02EAFLBSMMEIE

FLEE#EN BRI ES, B TR 7E2026H2i5 LB Soh2 BT o bISFRBUE . Argenx Tt LBESSHI SRR/ E B B2 AR T
2005 A, BFE7EXERIREHE HISRER .

: FBI2fIR B %S

Celiac Disease Vitiligo

Pipeline in-a-Product Opportunity*
Current Program Status o%e% million e%%e million
"' - patients " patients

4( High Unmet Need )7 4( High Unmet Need )7
> Current available treatment limitations: Safety concerns;

Vitiligo Phase 1b data recently published

Celiac Disease Phase 2 data in 2H 2026
~25% patients fail to respond to gluten free diet (GFD); narrow labels exclude patients with large skin involvement

(+10% BSA); variability of efficacy

No approved drug therapies

Alopecia Areata Phase 1b data in 2H 2026
Associated photosensitivity, ocular abnormalities, emotional

Untreated celiac disease can lead to malnutrition,
burden and increased risk of other autoimmune disease

osteoporosis, infertility

*Potential for additional indications

FRIKRIR: ArgenxEM, EfSIESEFH5TEE
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GUOSEN SECURITIES

=& E: 1L15/CD12288 m N EE R A ¥ = 3B b ‘ ERnES

B Forte/ArgenxBIFB1022 2 7ERBIFIC CD122E41, First Tracks BiotherapeuticsHJANBO33EHEFHANIGAKR, BEi&T F.EE EFECERY1HA
&R EL . T EZHMRYS IMO725F1+2026H2iF N IRIR MY EL, 7EEF=CD1 2281 R AL ES L H L.

B L1585, AmgenH@Ordesekimab/AMG714\ NovartisHJGALY002 (2024%FELA2. 512 & fT+1. 7512 £ st B FZREUstCal ypso 152 ) #0
=€ ZRAYGR2301 FN{F 1A 4 489 1 B1 3013158 i N Bl IR B EX o

F=: IL15/CD12218 XS E B R K HOM Lt E

AR Fr i e YRS FIH 1% NRE K B RXIERE R

Forte FB102 CD122 Eij 2023.12 FLEES: ph2; BEX: ph1; DIFE: ph1 @24wks, F-VASI50=34% vs 10%, F-VASI75=13% vs 10%
First Tracks  ANB033 CD122 Ei¥ 2025.10 #LBES: ph1; EoE: phf NA

Incyte Auremol i mab CD122 Ei NA BEN (EEF%) NA

FeEzall SIM0725 CD122 Hij NA & BT NA

Amgen  MNGTI4 IS B 200212 DAES: pho; EER. ph2 02nks, F-VASIS5=15% (ANG-714+3EF7) vs 5% (HeF)
Novartis CALY-002/GIA632 IL15  H3j 2020. 09 HEEM: ph2; FFRTMEREA, ph2 NA

Teva TEV-53408 IL15 B 2024. 11  ZLEES: ph2; BEX.: phi @24wks, F-VASI50=42%, F-VASI175=21%, T-VASI50=7%
BHER GR2301 IL15 B 2025.10 HHM: ph1/2 NA

SIEE) IBI13013 IL15  Ei 2026.04 EHHER: phl; BEFE: pht NA

TREKIR: Insight. EFIEHEFMRFAETE
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HEXTEE: 1L15/0D122/TYK2ZFFTHL #1259 5 JAKHDHIFI BRI EE ‘ EiSitH

GUOSEN SECURITIES

F®: BENAZEMADIEREBIEX L

NE] Teva Amgen Forte Biosciences EiELE Abbvie Incyte Pfizer
= TEV-53408 AMG-714 FB102 1CP-332 Upadacitinib Povorcitinib Ritlecitinib
iy IL15 IL15 cD122 TYK2/JAK1 JAK1 JAK1 JAK3/TEC
EEiHE ph1b ph2 ph1b ph2/3 CN NDA ph3 ph3
(4973 NCT06625177 NCT04338581 NCT06905873 NCT07047612 NCT04927975 NCT04818346 NCT03715829
ImPRR ER ph1b ph2a ph1b ph2/3 ph2 ph2 ph2
ISERIG SC Q12W 300 mg SC Q2W vs dose 1 vs dose 2 vs PBO (3: 1) 80mg QD / 120mg D 6 / 11 / 22 mg QD 15 / 45 / 75 mg QD 200—-50/100—-50/50
MR PBO (2: 1) #AZ56k WIEE12/ vs PBO vs PBO vs PBO /30/10mg QD vs PBO
NEEE 38 60 43 — 185 171 364
. F-VASI>0.58%  HFAETFMNEBRARE . F-VAS1=0.5; T-
Q R AN 37| i ’ - - -
_ . . BIKREIIF-VASIZ)  BSA 28.2%; T-VASI
SRR 4 ; S T (0= >0.75 (n= — > 3 —
SERRAEH 66%EEBSA>10% A[iFfE (n=42)  VASI=0.75 (n=21) 1.09; T-VASI#521.5 25.5; F-VASI™1. 3
22.0% / 35.6% /  27.7% / 36.4% /  21.2%/21.2%/18. 5%
Z|F— = 0 0 0 0
24EF-VAS | 2 & NA NA 29. 6% 43. 2% 38.8% / 41.2% 24 0% 00 a1 T 73 ot
e G EA: ] NA NA 7.9% 0.5% 2.2% 14. 4% 5.1% -2.1%
RIEA NA NA 21. 7pp 42. 7pp 39. Opp 21. 2pp 31. 3pp 23. 3pp
F-VASI50: 16.3% / F-VASI50: 18.4% /
_ — 0 — = 0
F-VASIS0=42%;  F-VASI35: 15.0% vs | V10 1'3003‘_" #ovs FVAS '05000/5_8' 8 vs 38.3% / 39.5% vs  45.5% /27.8% L icioc o0 oo
H AR F-VASI75=21%;  PBO 5.3%, P=0.411; F—VAS|75—1°§ o F—VASI7.5—02’3 5|y — 10.9%; F-VASI7S: vs9. 1%; F-VASI75: = o™ 0" 0 Oso*yo
T-VASI50=7%  skikBIEEGHkLE S 10 0% o Vs o0 o Vs 8.2% / 19.1% 13.2% /18.2% °/oh fEh VSUR
o S /14. 0% vs2. 2% /13.9% vs3. 0%

FRKIR: Insight. ERIEREFMRAEE

BSWIFIEEXZ ENRERERER NTREAA



g5 &Y EEiEs

SSSSSSSSSSSSSSSS

| B0 | aER: BHARER, CERBESENERER

[ | JAK/TYK2$mEI3 : SFRIIERME, BiENE LT

[ | 1L15/cD122i8%%: WS RME EITEH

| | 2ems/ms. S0 TFERHRNE

I | merammaEy

BSWIFIEEXZ ENRERERER NTREAA



GUOSEN SECURITIES

/R STEZATREEMANER AY EEIES

PR T JAKHIHISR (EZSXFIERER) FIL15/CD12258 51 (EZEHXITRMAER) , EF—RIIAEINH/ LRI EL L EN LM

1) PEET#% O#E{LEF: CXCL9/CXCL10—CXCR3Z55CD8+ THHAmAY % ([ B k&, EB-06FNACT-77799147 5l #E[5]CXCL10FICXCR3, ACT-
7779915031 20274F 1% Hph2 G R £i48, EB-06TRi+ 7E2026H2FF B ph2 B3E 183 ,

2) B ERREHIE: anifrolumab¥B[E] IFNART, FHEftype-| IFNEEIGMEL, 2023FHNBEMph2IGK, BRI TG REIEIZL; ™
EI-001 2 IFNy S, 7EHIFI L R@maER, W EERD IFN Y X & ZMERIER ;

3) EIEEMRYMINMELAS: KLRD1/KLRG1 EFF ER R E M T/NKFM I 1A, DR-01/BG-A3004 47 Rl 18T #0 =) 433 7 14 75 Bk XF 2 B9 2 B
=4 ZHAE

4) RHE & : afamelanotideP] R ZMANIETE. HLFTH, K HHEEHNIER.

= HAHHIHEmRBERTTSY

2F) P = RS {ERHLE FIH R R

Clinuvel Afame | anot i de MC1R ZAK (SNAD Tl & RMARIETE, ST — HE X : ph3

AZ Anifrolumab | FNART Bin b iR 2009. 06 H#X.: ph2

Edesa Biotech EB-06 CXCL10 B PELURT ZHRAEIE 5 2010. 11 AR : ph2

Idorsia Pharmaceuticals  ACT-777991 CXCR3 INGF CXCL9/10%24%, PHERTZHAEIASS 2021. 01 BEX: ph2

RIMER/Elixiron E1-001 IFNy Bin b bl BE+ R X & R R 2021.10 HEX.: ph2

Dren Bio DR-01 KLRD1 B & PBRKLRD1+£M A 2514 A2 £ 2022. 07 HEM: pht

Lilly LY4005130 XCL1/2 B Fifcos+ TRASE B A IFT 2024. 11 BHEMX: ph2; HIF: ph2
ERiEH BG-A3004 KLRG1 B 7EBRKLRG1+/CD8+ T4HAE 2026. 03 B#EX: phl; BEFEK: phi

BLKIE: Insight. ESUEHR TR EAEEIE
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GUOSEN SECURITIES

Vitiligo Pathogenesis and Therapeutic Targets

Immune circuit, validated targets, and approved therapies

1 )

rA. Core pathogenic circuit in nonsegmental vitiligo Kithvalid 2) Ten B. Therapeutic landscape by target class
B | - gl ane (co""ﬂ’”_”\‘ e e R O]t O (@) aa/ec ais |
5 @ g (S S e B r—
:‘i} %o 3 ; E'nr:d:f:ng \o*'%%z J o}olnﬂammat«v IL-15 E--» fég/; = Rm‘m?l-b-(m i Q Ritkcitinib (P3
e e ;P Wiy =l ey | |8 | 0 SO - e

e S e i o ytokines Py 06 p Jm E (;,.;:;,MHFB QO Povorcitinib (P3)

L CGAS /AP 0% XCl1/XCL2 / | Ay : e ————
o= : (=5 %) (5) Nkl / (”JM] ; | (3) TVK2 axs (4) 1115/ CD122 ais
e e | Tl ‘ O sefeb P3OV O cALYom (115 ma) (72)

. “ ° esident memo " )
f_; /-\ e ( 7/} ; \ 4 ¥ o @ Ziusktis 5 & TEV-53408 (IL-15 mAb) (P1)
2 g Eﬁ%‘ it cxa9/chxa1kq/cxcu1 } ® TN (i B
i N g ) )
.. ® /J d G i ok Itt?fﬁyclf.::mm U006 commmfiation
| Drainin Iymph node ! L) / in circulation ; ; Mechanism: Disrupt
| it aion § R b Q ACT-777991 (CXCRSi) (P2) XCLI/2-XCR1 crostalk
E anclonalexpansion 7 CO8Teels | ( e \ e Q EB-06 (CXCLI0 mAb) (P2) |
i - O P ‘ i ; a . ":l::ﬂ‘: . L |l @ 001 (IFNy mAb) (P2) Q  LY-4055130 anti-XCLIXCL2 (2)
| - \ I - —= PR\, "-; . J\ =
| :\ A CoeTe J: .n. R ; +» regeneration i— (@ Cytotoxic cell depletion ( Tolerance / other )
N J || € DR-0T (KLRD1 mAb) (P1) Q afamelanctide (MC1R) (P3)
@ Key take-home messages Status legend: QO BG-A3004 (KLRGT mAb) (P1)
@ Core effector axis: IFN-y = JAK1/2 — CXCL9/10/11 — CXCR3* CD8 recruitment 8 ::5;9“;"/ i
Q Relapse memory axis: IL-15 — CD122 —> Tey survival Q Phase 2
) Emerging precision strategies: XCL1/2—XCR1, KLRG1/CD8, IL-15 axis, and chemokine blockade g :;‘:n;nu st | \ )
) Q )

#HRIKIR: Ezzedine K, The Lancet. 2015;386(9988):74—84, Boniface K, Clinical Reviews in Allergy & Immunology. 2018;54:52—-67, E{SIEH& TR EREEIE
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BRBREKTH: LHZXETHEE, BEFRERUSE LY EEILS

GUOSEN SECURITIES
BEBXNESKIEE NN HRTRAE 5% 1. 0%z 8], HopIEdhEgal
BEX (NSV) &HEE£980%85%, I {i1fhit2 Fka] M AINSVEE 292000

. k I\l |
AN, ERL72%H) B EBSAS10%, £128%H0 8 HBSA>10%; ®: SREOBRGIHHZATNE
X %E EU5 thiE RoW &t
MBSA<10%HY%2h E B E ZINBHIFIMNEB AR, HMNFIHIEHEIF Ao &s0 349 330 1413 6208 8300
HEERFESTARGRZ; BSAS10MIHEEFEEBEE LINBSAS10%EIR  BBXERE 1.0% 1.0% 0. 6% 0. 5%
FHRRELNEERRGABNROEENE, FRENSNRGR SRREE 8% 0% SN 50
75 (JAK1/TYK2/1L15/CD122) ZEMUEINGI KR AL S L% s®E  SHY 80% 80% 80% 80%
&) P KRHEINSVEE (BAA) 2.23 1.85 3.39 12. 42 20
AT 45 BAL IS 1T ; g
Heh: BSA10% 72% 72% 72% 72%
BEAIFIT 2k EBRXNHIaTEE80ZE T, NHFEIFIFARZHAT smssssx 15% 12% &% &%
AR E50%, HAhEFEHIAEIRS0{CET, PEHIFAICARM. MEHHRINE (FE0 10 5 1.5 1.5
— S ( 7C) 2412 798 220 805 4235
H: ARREENETEE RS (AR
BSA RAGRBEER 4% 2% 1% 1%
AGRBNE (FE1 20 12 3 3
>10% ) _
R4 A7 RgH#AHIAH1 (BAET) 1287 319 73 268 1947
Heh: BSA>10% 28% 28% 28% 28%
AF 3 AL REFIL . RGATBER 10% 8% 5% 5%
B 8 B 4SL - ~
RGRAANE (FE1) 20 12 3 3
REABHH2 (BAET) 1251 497 142 521 2411
RGRA%THH (BAET) 2537 816 216 790 4359
AN A #1155 AHERNTE (BFET) 4950 1614 435 1594 8594
BERIKIE: Morten Haulrig, JEADV 2024, EMEIEHEFMRAEE. NE
. ZRIKIR: Roni Adiri, JAMA Dermatol 2026,
<10% ESIEFEF o EE e

BSWIFIEEXZ ENRERERER NTREAA



SR : AmATYKRHIFIRERNH BB RENE AY EEILH

B EER—REMBNE RIS EZRAENBNCFHA LR, HARMKERHLAITYK2HFHIF: Soficitinib/ICP-3325E[5) TYK2HY
JH1 54918, 7ZEN&ITYK289 B AR BB — EBYJAKT 551 ; Fadeucravacitinib/|CP-488%0[a) TYK2 BIJH2 454915, ITTYK2BNIEIRM EiR.

WICP-332BETYK2/JAKI A=, RBTHSREM, SHEADENERSHAIGKRPIZE EEIGKRE =, FEBBEXA2/3HIR K A& 28]

EAREZEL D, AWML (24FF-VASIELLS)) EBERNAL P RIBEFMNE, BREAEAMIRRT L. BRikzsh, 10P-
INAEEBMBEAMERE (CSU) |« RIEFH (Pso) « ETMERL (PN) FiENAEH IEEHEH2EAIGIK.

WICP-488XITYK2HYHF R EiE, REMEY, ELERBHBPARISHIGAEEL 5. ICP-4887EKBKIHIRE (CLE) « FUIRLEATE (SS)
FiE NE P2 HIm R o

IS4

: B 10P-332/ 1 CP-488 R E B R IEK A

an : B mias ik, 202502 oAz 822
| - ERAL B S T & omear N P s

SLE
JH2 BAHR
D s 1K) PPMS
- - : o B ATP 4 44 SPMS
receptor G -
R QWABIE ) s AD | SMEMREARS LML ]
4; % ﬁ; "{‘g{’f’ FERRE LE ). £LE 3 Vitiligo AT 2000 R 2 B 3 45
5 i T AGp o e csu D
AT ARt b AN or Soficitinib (ICP-332) Psoriasi
' - Caadic Ml B (TYK2ilsaxcti) soriasis
PN ER2MRRAT
- Fadeucravacitinib (cp-4ss) o
B IFNAR1 (TYK2i) Psoriasis R b A S S
} A m— chionl el oLe
TYK2JH2  TYK2 JH1 JAK1 JAK2 JAK3 ss
ICP-332 2319 0.5 19 191 930 ICP-538(VAV1) ‘ ik
ICP-054(IL17 ] -3 41 #1) b AT
ICP-488 5 >10,000 Others

FRRIR: 1ERREEN, ESESFEFMRmEE
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EAIER: B~ ILISEEE 3L AY EEILH

GUOSEN SECURITIES

REHERE—RNEER. BEMRFMMENIHZEL, ARNRIFTFER (IL17ARH) ELRHM LT, RAFFRH (IL4R0 B
1) BLEEINMPAEIE LT ERIE. GR-1803 (BCMAXCD3XU) 3 AI7EGIM IR LEX SCul linanFIE EEHIEAE 1E-

WGR2301 B E A& RAYILI15 8T, 2025 10REMEFIBENGE, BRIEEHRITRRANIAIGKRRE, FEFRT BEXE RER1/287
IR (BX&JXFT) . GR230MIGRIEEERE = IL158hgisk, FEEFSKMHEN.

E: EHeRMLESR

B FRMA L2 hpvsk G IND " L wig NDA Lt

RUR R (GRI1S0 L-1T7A MM

L 300 g &
¢ L] BT gte
- 2 FRTIIEES
[EL835 e A0
-
-
GR2002 32 3 SELER
e - K%
GR <
'''' BRE
v LA
IR 3
B
3 s
A (P - AR Ser 3
Lo A
=1, . b
"""" T ) o
oMMC (M
SIFHMIM (GR1B03) CDI«BCMA SNTHRE
GRIC CO3<COR TRESAN
L2 5] GR2302 COIxpMMC (HBV-S HE VSO TR
GR2304 CO3«pMHC (PREME e
GR2502 (DI FERS sBe

FRKRIR: EHEREN, EEESEFM7AmEE
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GUOSEN SECURITIES

mAEE A AISIMO725 2—FRAKCHICD122 81, REABUERE /R, SIMO725ERHIEKH EF B ANANEN N, E&F12B—AE T FH%
8. SIMO7253NEI TRMAAAE AI[E B, {REETrecZBifThRE, A BRTFHZ 2 M4FME. SIMO725BaTFIGKRAIM EE, ABFit2026 T F3K
HEIND,

BE: SIMO725I K B %1

SIMO0725 i id 4] & & CD8+ T/TRM 4 i, f£A
AL & B R RAER o ) SR BURK & F B &

Tail epidermal CO8" T Tail epidermal CO8" Ty,
1000 « 00
- o Nomal

e Vetuce
g - g . BN ” s
Y 004 " 200+ o SINDTIS Svph
< " 3 2 SIMOT25 tmph
: 400+ t'e . g «  TEVS3408 analog Smphk
- . >~ 1004 . -

g } Upadactin®d Semph
5 2004 * . l': Y g & [= .
0 ['l '-f'r" TEN 0 ek

Tail Gray Level on Day 136

§ o joi +— |
i i “ :
I- || [®

FRRIR: REAHIEN, EEESEFM7AEE

BSWIFIEEXZ ENRERERER NTREAA

£ EBPK (K345 %)
30 (t12) >20%, RFELGH
2 AT 100 X

{4, PDs#c s &

e Hall lite
= - T et Doungl
E wo -~ . o SIMOT2S sc 10mph 15.21 Days

-
S 04 o SIMOTZS sc 20mph 2195 Days
s o SIMOTZS iv 10mph 20,12 Days
i 14 * ANBOY) anslog iv 10mpk 9.9 Days
§ 01+ ' 3
“ Dose2
0.0¢ O, & & & AW By B8 U, 8 N-W. .00 5 LA
. > . ~
CEFIEY \0. R \f \s" F ¢¢¢’?¢?° ’Q”.ﬁ ,\“
Time (howrs)

NK cells (% of CD45+) in peripheral blood

® e one

)

e 3883833

% of baseline Day § = 100%

MU g \’ S’(f ‘\‘s\’ & f\'_‘\"“* {5. ’)’ .p".p"‘..\*\
Time (hours)

o 1101) smom2s
- 1102] 10meh SC
o 2901 sag072%
o 2102]| 20mph SC
* 301 smoras

3102 'ompd ¥

4107 amons
4102| Yomoh v




R : 3RS Incyte R BB~ A KX NS AY EEIEs

GUOSEN SECURITIES

W2022F 128, REAWMIncytel B EEY, FREAABRAEERPEXRMEBIE+—EMA L. JEMAEE W AIESKIFATRF], L
RAEXB A% == mBVIE MK IF R A F . IZRET B A~ mE R EX A FWLETE, BHEBENG IS ITHEIFAT M A KEIR. 2024
F30, BEHIUMIncyteBIRIEKEIEMIN, £BpovorcitinibfEXPLEXFFKRIT +—E I F|.

AT ERAET20265F1 BEFEKRIATIEDEREARBX (=12%) |, 5N M K KIENERNDAEIXSCDEZFIE. PovorcitinibiATr B
XBYiE R REIE E & & Eph3IER .

B: RAEGIEREGTHES

TEES TERR
. AT LR
e I s Er s ar ik
HEN
gLt

u BEETERLE (BSE JAKI/2
TR s
PSS T (AT .23 EEE ) BLF
. SHREMSTIE (FI1E) J EROERSB A TSRt B BL®
|
N B2 EBILLH (RRE) / ke Bt
=
i _ BEtEE L - HSFRIIIN
" bt L4Ra TS e
(MG-K10)
BE A SHS 2
R g EFRIIIEA
il JAK1 et IR » L]
EHRES » HERTITHS
SRTERT 4
CMS-Do01 TYK2 e -

FRRIR: READIEN, EEESEFM7mEsE
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GUOSEN SECURITIES

First Tracks Biotherapeutics (TRAX) ‘ EfSNES;

BFirst Tracks Biotherapeutics (NASDAQ: TRAX) EHAnaptysBio (NASDAQ: ANAB) ko mE, 2—KIGKMERbiotechAR], A FIHY
FEERTHEIEANB0O33 (CD122841) | Rosnilimab (FRIBMETLMAREFRHTIA) FIANB101 (BDCA2IETFI)

WANBO33F R FH R B MUE RTERI IR, AR AVE MAERFLBE, TIT15E202604iph1b cohort 1RYIGREHE. 555MANBOIIITTE izt
1TEOERIph1bIGER, FRITHF#£2027031% M Ilm PR 4 -

[E]: First Tracks Biotherapeuticstffk B%k

Development Stage and Anticipated Milestones

Antibody Therapeutic IND

Program Indication Enabling Phasela Phase 1b Phase 2 Phase 3

Top-line P1b data anticipated

D‘I’:;';‘:a Cohort1 - Q42026
FDA Fast Track Designation COhOI’t 2 - QII 2027
Eosinophilic Top-line Plb data
Esophagitis anticipated Q3 2027
ANBO33
(cp;2 ——i—n—ww—
antagonist) ! '
Inflammatory ! Anticipated to initiate in
Disease | ' H12027

b e e e e e o e e e e e I

Inflammatory
Disease

Anticipated to initiate in
H12027

Immune Cell Modulators

Assessing
ROE-maximizing
strategic options

Rosnilimab
(Pathogenic
T cell depleter)

Rheumatoid
Arthritis

33';?:-1? Inflammatory Pla in healthy volunteers
modulator) Disease compisted ERISKIE: First Tracks BiotherapeuticsE M, E{SiE

HEFMRAEEIE
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Edesa Biotech (EDSA) ‘ B{Eil5

GUOSEN SECURITIES

BMEdesa BiotechFJEBO6ZE—FRCXCL10 mAb, HEIENIEE B EXIE N IERph2I&EEK .

Pre-
Clinical

Program Indication

Phase 1 Phase 2 Phase 3

Initiate site
Anti-CXCL10 EBO6 Vitiligo FTA granted; IND acuva.ltlons anFi
(mAb) in progress recruitment mid-
2026*
Met primary and CMC work underway;
Acute Respirato endpoints regulatory paths
Anti-TLR4 . . g
Paridiprubart Distress Syndrome
(mAb)
(ARDS) BARDA
enrolling
sPLA2 Inhibitor Daniluromer Allerglc‘ (?ontact Ph3-ready Partnering stage
(Small Molecule) Dermatitis (ACD)

ZRIKIE: Edesa BiotechBEW, E{SIESHLFMRAEE
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B Ay EELS

BEBNEFEEXRERSEHENIRART K. BBRXNE—MEMHEARELRR, TEFMIEREZMFLIIEL, IBRKM AN FHEITEZLN
BERAN (BN . FEHEIT, £3KE IWE’JEW“ H*%Ezoooﬁk B e E— MR FIFIZRFOAHILE LT, BEGEXRERMHEENIR
REXR. BERMNEAFRVLEIEZEFIEN : B EF AR BOEMEE, O BARJAKT/JAK3/TYK2HEIF

IL15/CD122$hu&ﬁﬂtﬁlﬁﬁ*&'utﬁm*lm’]ﬁlJ#ﬁeq&J‘IIEEE%&-Bﬁﬁx, HRIME TERIEFRIETE .

WJAK/TYK24EI50 : BEN T FLRER . JAKT/JAK2/JAK3TZE I FN-y u\—rE‘Jb&ﬁ?ﬁl&%nmmﬁaﬁlﬂ'rﬁ’ﬁ%EPE?&%EVEFH, AR (JAK1/2i)
A E EHE—IRFOMLERMBRBMNATT 41, ARPFENSEFPILINTEEFNERYR. REHW R Incytel i A "’L*

ﬁz$‘§§|x§|@ jﬁgﬁ Upada0|t|n|b (JAK1i) /Povorcitinib (JAK1|) /Ritlecitinib (JAK3/TEGi) i’]?’“3ﬂﬂl|’*f7‘ﬁqﬂﬂﬂ PR 2

WIL15/CD122i8E% : #IZRULIGTEN. TRRZE BN EZFHRMEL % OEE, (L15/CD122: 2 TR FIHERI X EF; FEETIL1S
FMCD1 22 S ENERRIFERINERN, JREZSEARERTY. BLEELXFS. ForteEI’]FB122 (CD122841) Tzozéfﬁclﬂutlj RAFHY
ph1bllfa R 84, BﬁF%&Argenxui’JzﬂziﬁE’JiﬂnLlﬂwl’l Sk oaad: : = 2l ¢
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