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Fobg s r’ﬂffa SRR R AEEA GG g FI ] 3 P R E 2 QA HOBRR B et L
A Y ARG A FCIRES > PR R AT ES TG - 444 PDE4 G A &R B
apremilast » 72 F 2 b Arig M3 P w2 ¥ 20 [L-23 2 IL-17 5 ez 4 aLf' ‘@if#l | [12] > ¢ ** Janus kinase-
Signal transducer and actlvator of transcription (JAK-STAT):t & @ iRiz o 837 % 582 p WA A Ao 7 R
Liore ek chr ot L BRR T 0 & Tt S S BRFE FH 08 jue 42 4 [13] .

~=

TYK2 5% (F]=)

JAK A3% S mie e 2 2 L B3 X BT FhE R L Bk s 5 o JF 02X B RIS jeps
(nonreceptor tyrosine kinases) » B m JAK 72%p ¢ ARG v B2 & < f 5 & W[ E JAK] ~ JAK2 ~ JAK3
1 & TYK2 > JAK 725 = | e+ B4 8 (domain)p N3 Caa bde™ > 4 in\FERM (4.1, ezrin,
radixin, moesin) 2 SH2 (Src Homology 2) 5543 » # s LA JAK » F Zlmieip t X B2 B & - ¢ B ih
JH2 (JAK homology 2) Bt e pE AR R F F’H"”JAK,}IW} g fd > Flpt JH2* £ 5 34 & - (regulatory
domain) > m C za3JHI . *Tﬁi“ H_JAK Fo5E A F A B Aepe B B o AR 1Y T 2F X F e STAT 4 +
72% [14] 0 B2 % #cen JAK 7EF 48 > 1 & § 43 JHI “J’Jfﬁi* 2 ATP &+ 2. % & > ¥ H g B
1“3'1‘!« [15] o d 3% JHI . “”fﬁi* B JAK 3257 b o+ B enfg g > FI BT L g 2 JAK &

- 2 [14]
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FERM SH2 Pseudokinase Kinase
JAK1 N—[JH7| JH6 |JH5| JH4 IJH4| JH3 I JH2 I JH1 ]—C Cell membrane
37 @@ 1147
Receptor
FERM SH2 Pseudokinase Kinase FERM
JAK2 N—[JH7| JH6 |JH5| JH4 IJH4| JH3 I JH2 l JH1 ]—C
38 @@ 1119
SH2
FERM SH2 Pseudokinase Kinase )
Kinase
JAK3 N—{JH7| JH6 IJHSI JH4 IJH4| JH3 [ JH2 I JH1 ]—C

« ATP

2 1095 \
Pseudokinase’\

FERM SH2 Pseudokinase Kinase *
TYK2 N—[JH7| JH6 |JH5| JH4 I.JH4| JH3 I JH2 I JH1 ]—c JAK inhibitor

26 @@ 1169
W= X8 JAK e s+ RESH
[ BB~ p Signal Transduct Target Ther 2021;6(1):402.]

TYK2 jcps 33| #0350 Re2 o R B ¥
TYK2 & + §_4-21 57 )%’}i% 412 {f}ﬁﬁ? % 5 fhlmie BrE X BT PEn 14 @i s F > 4o [L-12/IL-23/IFN %

z)[16] - deucravacmnlb(ra & % Sotyktu)®_p # §k P F - By Fri- TYK2 & - Frd|v pRo) 4 F &
ot Epwkp a4 F F (Bristol Myers Squibb » BMS) #f > *+ 2022 ERER S EEF 7
v € RmBA e R [17]0 P oW iR L © 1‘*#’ B JAK 2 F drd|#Ef  1 & (F% & JAK »
B R ALY FEFH 82 ATP (% £ » @ deucravacitinib 3 & 7% gL+ n—\TYKZ A iR R
prigfiE s e e = [Bl- bl &g ® TYK2 A\—* SWAZAR  AEFLIF L SHEF LER
§ 1+ fz 5 R =& (allosteric inhibitor) [16] ; @ deucravacitinib 15 £% = B &2 F R & E i * §
(F F "7, deuterium)it {7 )t Fdr g B4 > SR B KEHREfRIE G H B FF R
RPHAE Y o WA v $3 TYK2 ch% — o 5 gl (8% aogf 2 55 [18] «

L6 IL-11 IL-27 IL-2 IL-4 IL-T
IL-3 IL-5 2 LIF OSM I8 IL-15 I1L-21 g
EPO TPO GM-CSF ) i i E IL-10 IL-19 IL-20
@

Al .
R . IL-22 (FNea,p

M Non-selective inhibitors:

Ruxeditinit Tofacitinit Barieitiniby Peficitinity Delgocitinit

(MF. P\, GVHD, AD", VI*) (RA UG, JIA, PSA, JPSAAS)  (RAAA,AD, COVID-18) (RA) [ADY

Ruxplitinit Tofacitinik Baricitinib Delgocitinib

(PN, COVID-19, PG, HLH, ALY (AA, PSO, TAK. GB, COVID-19,  (SS¢, SLE, JIa, UV, DM, P) {Ecz)

GPA, DM)
JAK1 inhibitors: JAK2 inhibitors: JAK3 inhibitors: TYK2 inhibitors:
2 Upadacitinib mFﬂdr&fﬂt @Riﬂedﬁni: Deucravacitinib

(FIA, PSA, AS, re-axSpa, LG, AD) MF) (Aa) (FS0)
Filgotinib Pagritinib
(RA, LG} IMF)
Abrocitinib
(AD)
Upadagitinib Ritlecitinib Deucravacitinib
WA, GO, TAK, AASLE, HE. GGA) Vi {PP. 55, SLE. PSA)
Filgatinib
(A5, CD, PSA)

W= JAK s & 3 1 chimmie S 802 Ap B 3rd| B 5
[+ B#EB~p EBioMedicine. 2023:97:104840.]
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Deucravacitinib -t sa Al je e > LR LA B 59w R 2D EPTRAE FER
(POETYK PSO-1 [19]4= POETYK PSO-2 [20]) » i&% %% A B3 % 7 666 2 1020 =¥ & & jo e &
—‘F% (PASI > 12 ~ static Physicians Global Assessment [SPGA] >3 ~ body surface area [BSA] >10%) > i & %
%4 1% (primary endpoint) £ 16 i i i = PASI7S & sPGAO/1 &t i) » & —‘F% EAUAR VN RN : ST R
1:2:1 > 2= A W 4 % & & (placebo) ~ v PR deucravacitinib (6mg - % — =t) ~ v JR apremilast (30mg -
XZX)m Az HRE >IN ,&—'F'??;K € 1521 2 ik {7 B 2 ¢ PR deucravacitinib (bmg - % — =)
ek ) #cif Bi(POETYK PSO-LTE) » 165 1 35 % % 38417 deucravacitinib i 2§ 50-60%:nsz e .
—‘F‘f *+ 16 3% i 3] PASITS 2 7 »x 0 B¢ ¥ >t % & 22 apremilast (30-40% £ 31| PASI75) » ® deucravacitinib
iRt 16 9K G S0%:p 4 2 F] SPGAO/L » & HAFF B f 6 3 sy - £ PR EINA -
i (52 i¥) 7 deucravacitinib 4 5§ 70% ~ 45%2 58%¢ip 4 iE 5] PASITS « PASIO0 2 sPGAO/1 i #h551 »
FHEFISKIIH - & (1121%)1 > 5] PASITS ~ PASI90 2 sPGAO/1 & %] € 5 80% ~ 50%% 60%=F5 4
#E LR dptE (2110 2 B % BT ¢ PR deucravacitinib #7377 € R sa B AT R e R HRE S £
TRk %R AFFHRBE TR REY 25 > EF LA PR L A BB
Er iR al T S FILREY @A FFRY I RFRF M- PFL S AA BPFER- £ P
Gz BiERp TR E ¥ L R 0 ¢ deucravacitinib ¥ 2k G5 - ESEHRT S5 - Efpt X g
BEZ R % e (54 deucravacitinib *t P A A AR F 2P ARKR AT SRS B2 RERNEH LT

- RE[2223] 0 AR R E R AL L B RLEF FUBORATES T R E
POETYK PSO-1 and PSO-2 POETYKLTE

Pmbbm=ise)7: Deucravacitinib 6 mg once daily

Deucravacitinib 6 mg once daily (n = 332)

| :
1 m"' Apremilast 30 mg twice daily

: Apremilast 30 mg twice daily (n=168) :

! m—.—» Deucravacitinib 6 mg once daily -

|

!
E ; ;
| Placebo (n=255) | Deucravacitinib 6 mg once daily
E . :

I

I

POETYK PSO-1
1:2:1 randomization

Open-label deucravacitinib 6 mg once daily
(n=1221)

mﬁ@mﬁ&mmnm R once ey
; | T :_‘ Deucravacitinib 6 mg once daily
 Deucravacitinib 6 mg once daily (n=511) ;
3 1 2

1 Deucravacitinib 6 mg once daily

 Apremilast 30 mg twice daily (n = 254)
o | H

POETYK PSO-2

c
o
=
©
N
£
o
°
=
©
£
=
e
-

BLINDED SWITCH TO OPEN-LABEL DEUCRAVACITINIB | -

1 “» Deucravacitinib 6 mg once daily
1 :

/

7/-

0 4 8 12 16 20 24 28 32 36 40 44 48 525660 68 76 88 100 112 124 136 292
Primary endpoint

Cumulative exposure
(weeks)

Exposure relative to LTE

048 16 24 36 48 60 72 84 240
(weeks)

1 year

2 years

Wz deucravacitinib ¥ = ¥ f55 4p M 3ESR % 3
[ & B#gB®p BrJ Dermatol. 2024 doi: 10.1093/bjd/ljae014. Online ahead of print.]

BF

Deucravacitinib £ p o % - B 7 % 07 € B a3 50 o F c0v JRIE# M TYK2 jeprfrd )& o
deucravacitinib ** 4 B ¥ N 30 s A FoRE R e X GABIT 0 TNF-a 5 h2 4 H 8% > @ ¢ £ 2 (6-
10 i # )F s B ¥ 48317 > ustekinumab - B 88 <R3 ¢ PR methotrexate % apremilast > 2 2 2 12 IL-17 &
IL-23 5 4hih2 2 5 QLA [24] 0 S FH 4 20 P R FRE 2 0107 02 % 7 A E - Siokt
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deucravacitinib P @ B4 s S L2 H 8 A ML E A i T Tk 37 5% 0 4elf]l 1 (alopecia areata) ~

fepift 3 (lupus erythematosus)® 3 L I£% 3E A s % 0 gt #h 3§ 2F 5 30 deucravacitinib # 4] 0 TYK2

Frfl 4o TAK-279 ~ VIX958 2 ESK-001 ¥+ #8487 M iges L chipsk @5 [17] H FA kgl &

oo s p ’ﬁgi‘v‘iﬁ-‘lﬁiﬁ"ﬁ% K 55 >x 2 X2 Jl2 v RESFER -
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1. 2024 APFP %15 & = #1128 & #-%Dec 1-5 * /R~ J]& 0% f » (Melbourne, Australia)
Byko tpM A L5 5B ¥u: https://www. ascept-apfp-apsa. com/
€ & pF R R R
a. 31/May/2024: Abstract submission deadline
b. 30/Aug/2024: Early bird registration deadline

2. %20th World Congress of Basic & Clinical Pharmacology 2026+ % Z3= & ¢ (WCP 2026)

#-413-18 July 2026*?233 gy eng& A (Melbourne/Narrm, Australia)® 7% o i~ 73
B %4 o ApBE L 4R n: https://www. wep2026. org/

Lt 24 )

. 28-S FERZFEP T TP LIRS (7 ) Ffrlic & 0 2024747 30
F(Z)T I @aie g+ fpEd - feop il
https://www. mc. ntu. edu. tw/forensic/News. action?q type=-1&q_1temCode=8608

2 BAFRLEFERFE L FLE PRSP IR0 ] L (e p
P 113# 052 31 p) Mt i il geFr 5/ %3 gt

3. Bz A w X By B gy iy 3 [ fE - Fﬁfﬁ:ﬁ AT R TR https://ycw-
lab. webnode. tw/
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