[tioii=xI2f)

[
—_

2E[EI6E R (FI2HIAEIE) ()

ofx| HE

7t.

0f0

f

IH

deucravacitinib 6mg

oo gl W
1] ol B
or or O
o<l
ol T ﬁ
70l |Aro &
o = o
B Ko ar
° 5
mo o
0 1o o
- Ko oF
®o ™
F o 0
ol K -
o
mg od L
1
e,
DR
o X0 Iﬁ
s 7 =
0 oo
n
2 M g
m M._ mo0
SRR K0
K0 5
%%E%H
Wea%mo%
BT

ol 30— ©

20
20
Gl

160

=l
__on_

J10
__o“_

= ZAolct.

2t

°
s

37 S0

At

L&l

2.

Klo

1!

(=]
i
o

Atof| A

st
toff 2tXH(Child Pugh C)oil

= 35X (Child Pugh B) ZHzHOH

= A2 HEEX

[=F|
=

110

Sol4aio

| (H]

(@]
L



O 7
O & M1
- Ad2 ™ MA el7te| 2% JtEo| oletxl= It =% wFHet 39 5t
L2, EEE oleE ZbIEAMMEe WED Iicist EAlo] SHol elof
Helel e B HEY e A el Mo S2D &
ot Ziol 2ual o2 YORlE, AAI} Eatst Toky 7Aoo
o fho| ¥ E
= gl AUs BXIE 2alolut gD €2 2EH K55 wed
TX A M=ZIF 2MstE0| TNF-a, IL-12, [L-232 FH|sto{, 0|=2
Th17, Th22 & CIE WA MESS MIAZ. SMEE THM=Z=
TNF-a, IL-17, IL-22 S2| Ato|EF}telo[Lt 31|59}0_% HH|5t0 ZHAl
sMMEe Estolaml BAl gpaMel Z7l HEMzEel HE S8
Yorsle zioz FNE,
The cytokine network in psoriasis
hBDE
LL37 TNF-ot cDs
\ MRS BN Ay O»
IL36 IFNoy IL-15
TNF-o KGs IL-17
(18 IL-8 / hBR2 .\-22
chemokines 17 \|FN-Y Q ILC3
@%ﬂ)g@m .'LLQZ.?
IFNY
IL-12
IL-12
e
ﬁ,&% | i i
pc L § [Ustekinumab | [ Cyclosporine | % IFN-y
o l \ T/
.’\ IL23R \@ irth;,;;
”3: T
- ZAME mab AM, 2w AN, DESW AM, SAIE dH S cles

1) Harrison's Principles of Internal Medicine, 2le, 2022. > Ch57. Eczema, Psoriasis, Cutaneous Infections, Acne, and Other

Common Skin Disorders
2) Dermatology, 4th, 2018. > Ch8. Psoriasis
3) AEQY R4 FEY A, =AW dYdE, 2020, p.513-514
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o]
o

A s Eetstd =0, olF EA HAM(plague psoriasis)4)o| ZFAF &
HtXM ol el 2 MA| ZAAM2| 80~90%E AfX|g mtAH AMe ChI| MM
S E5Mo| AnfE Ho|od XA %FiPEIE A= I E&F. THA
AMe| =5 gt Ho|l= EEX|, 5, =58 % 5ol EH:2 EH7H CH
Z Xl

O Zlst "ols)

- AMe| ZEZE+= PASI(Psoriasis Area and Severity Index)8) &= 3l ng
M (Body surface Area; BSA)7)of| 2l HWIIEof, PASI>10 HE=

BSA>10%0[|H A DLQI®>10 ¢l B2 S5E-585 U2z FHolgh.

- X|2Holl thet BFE HIL= X|E A|ZA|E CHH| PASIZt 75% O|AF E20{EE=
A2(PASI 75) X2 M3Zo 2 Moz x|E& X|&5H1, PASIZF 50% o|gt
o=z ZOES B2 X=E Aujz ™Mo|x|o] x|EHM HA So| HI=E9.

- Mol et XBE A BAH X, MAE, MAXE, YESH K

» ZAXEEE AHZ0|=E2} HIEP‘Z'l D F=A 238HM7F UAS. Mst &
Ago| 27 MoL} e X ZHo| Hlal MMz gaUt W3,

» AMRXEE= 2ts5tst ¥ (psoralen+UVA; PUVA), SUtEALR[M
(Ultraviolet B; UVB) QEO0| US. 5T O|Aate| AM EtXte| X|=Zof
JDefsto], AMEAE MES = Jq= o™t X=Xt F0p7F LIERE
f 7tX| = 3= of|&ke| AlzZto] Eeet

4) BE AX/AMA AX(psoriasis vulgaris) 2% 4 A,

5) Nast A et al. EuroGuiDerm Guideline on the systemic treatment of Psoriasis vulgaris — Part 1: treatment and monitoring
recommendations. J Eur Acad Dermatol Venereol. 2020 Nov;34(11):2461-2498.

6) PASI(Psoriasis Area and Severity Index): SH3AAMA ol 2552 Hrlely] 93t AAlZ, AAE #a, 2, thy, 559 454207
T3l o] H-9)o] Tul(redness)¥ 7 3Hthickness), $14(scale)d] AES} WS 702 Hrlslo] 0- 727‘477?]4 Q52 AdEh

7) BSA(Body surface Area): AA ¥ WA 7} Axo] xpAel= H-91¢] B]E.

8) DLQI(Dermatology Life Quality Index): ¥]§-23gko] #xjo] zho] Ao wA & Jg& 222 HrlsH ste =72, F 10719 &3
o7 TAE glon o5 FEIFSo A3l ‘ZHf’L T8I =, d3RE, o7t g, Ay e 5—} AL, 711 A ol MAE FF
I Az A dus et A5 7 %L

3,

[}

o) mA&= oJgko] JEFLE A7} lcou%,
A 7IFow A Gl 93 glS(0~17%D), FF11~203), 53] & FFH21~307)
OH/HE].

Fe 0-38e FraA Hel 9w, gl
o JY~57), T FRH6~109), TS

riu m&

4

9) PASI 714 0] 50~75% Atelql 7%- DLQI A& aejste] 2= 2|4 o (DLQL 5 19 Al & 2|%)

it

Fohat

.

¢

10) NICE Clinical Guideline. Psoriasis: assessment and management(CG153), last upated 2017.

11) Nast A et al. EuroGuiDerm Guideline on the systemic treatment of Psoriasis vulgaris — Part 1: treatment and monitoring
recommendations. J Eur Acad Dermatol Venereol. 2020 Nov;34(11):2461-2498.
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MAIX| E(conventional systemic therapy, H|MZStA HM|X|)= methotrexate,
acitretin, cyclosporine, fumarate 0| AFEE = JUSF. ZMX|ER} OFED}
X2 Z5S oA AM X=of| FTE AISE. BFE Feksio Mo w2}

= = H =
YR, 205 £E MFTIS oA, DHG Sel RAgo| LM 5 I

i

0
us

ooz Fo|y} W

MEstM  HMZ= TNF-a YA adalimumab, etanercept,
infliximab, IL-12/23 AAMAMel  ustekinumab, IL-17 XA 2l
ixekizumab, secukinumab, IL-23 XA 2l guselkumab, risankizumab

SOl AFEE F US. AR & BT MUX=EMEC £2 2UE &
olg{, ctE2 M xZHoll Bt30| FFek =Ate| x[=Zof a{gt

Psoriasis
vulgaris Brodalumab: ( anti-IL 17)
- =

Guselkumab: (anti-IL 23)

Ixekizumab: { anti-IL 17)

Risankizumab: (anti-IL 23)

i Secukinumab: ( anti-IL 17)

Methotrexate

Conventionals
Small molecules
Anti-TNF-alpha
Anti-IL12/23
Anti-IL 17
Anti-IL23

INR N NN

<& EMA 37t AM x2H2o SF A A2 iE|E>



(2) oMl SA412)13)14)

O RMNEES "IMXE s MAMXE A Mol z2HXle| S5E-55 THar A
Mol x|Z270f F{7IEF2 MER Z|M(TYK2 LXAH)19)e] 2M=Z, of 15
47 £oiste oA 2

— TYK2(Tyrosine kinase 2)= @35 % M Hb30| zto{st= AlO|EFIelQl
IL-12, IL-23 2! Type 1 IFN2Q| A& MEZ of7fstes E216002, AHE
2 TYK2E MEHMo =z X SH0{ [L-232} |L-172] MAS =0 ZHAIMEZ
of ZAME HUaAF|= 22E LIEH.

Type | IFN = o 23 Ol 117 M = oy 2
yp ?T\'KZES 47| u‘_ux ‘ IL-23 ?-L 7 A= oy 2

= ® s
I_ b el
L7 RS2 A Ao E40| 22w
rEIER ) |
Extracetlular ST Extracellular
JAK1 IL-23 g TYK2 JAK2

(inaiive ifﬂte} IL-17

TYKZ2

Cytoplasm N S ‘
T-cell £5H= (L-232) [ STATS | (Y
STAT1 2|2 HE =
st
ene transcripbion =
Gene transcription - Eﬂlﬂ(plaque)
oo @ Ad
e.g. mDC Nucleus e.g. Th17 <
Hucleus g g

b Al P EoM Q] 1L-23/Th17 E=2

—

12) Ao 5387 1A
13) AlkAF ofAl A v 5] (M) ats

14) Martin G. Novel Therapies in Plaque Psoriasis: A Review of Tyrosine Kinase 2 Inhibitors. Dermatol Ther (Heidelb) 2023;
13:417-435.

15) A1 #E-E JAK(Janus kinase) family % TYK2E Aeldoz oAste 7|49 oAz, AM #H$5Fo] H%Z 3714 tyrosine kinase
inhibitord.

16) TYK2+: JAK-STAT pathwayZ %3] Ato]E7FQl w7l 4155 A9dl= tyrosine kinase Al¥ JAK family 5 3=, JAK family+=

JAK1, JAK2, JAK3, TYK2=® +A%H.

7l &3] oA (el whzE, AHEL 20229 99 1= FDA d7F 2 20239 3¥ 9 EMA 3)71E o]
olA74A] F=2 wIA(Fitzpatrick’s Dermatology) 2 =je] thE 7lo]=ellolr AFE A o), a4 v 9@ FoA 371 2

Hegoje] gt AMEE L glomR o]F Wty w9] slolmalel MABME AHFe] B AN ABAZA AFE AL
2 Belte oAy,

W34 (Goodman & Gilman's: The Pharmacological Basis of Therapeutics)ollA] @] SJ4HA]
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O AMEES| AAEFoZ 34 AMAH 2HE HES
O [POETYK PSO-1]19) 18AM| o|ate| &E35E-5320 EA AM 2HXH(n=666)21)
£ Aoz MHEEZD gpremilastT, LT Z 2:11:1 F2H2| v A 22)5}104
Algis Ch7|@23), 0|F WA, 0F 9o, 9lot o Aot X 34 2lAA|H
21t
- &5 1A HIIX|E2l 16T Atoll PASI 75, sPGA24) 0-1dS =AM EH &X}
o| Hlg2 AMAEETO| apremilastz2} ¢k CfH| F|stH =/US
= PASI 75, sPGA 0/1 EAME2 24FAIHAME AIHEZ0| apremilast
o "] RestH e, MEES| Fit= 52F 7K X|HE.
1A HIXE (165F) i MEEL apremilast
n (%) 21/166 (12.7) 194/332 (58.4) 59/168 (35.1)
PASI 75 difference 46.1 (95% CI 38.9-53.2; p<0.0001) -
- 23.0 (95% Cl 14.1-31.8; p<0.0001)
n (%) 12/166 (7.2) 178/332 (53.6) 54/168 (32.1)
sPGA 0/1 difference 46.7 (95% Cl 40.2-53.2; p<0.0001) -
| 21.4 (95% Cl 12.7-30.1; p<0.0001)
PASI 75 sPGA 0/1
100 - Primary endpoint 100 - Primary endpoint
= 90 f 90 -
£ 80 69.3%! & 80 1
5 70 - - z ] 1 T%T
g o ,58.4% 4 § ;g l T53'G%ﬂ 58:/
Z 50 T 38.1% 8 504 1 =
S 401 B e T S 404 % 132.1% LR
E‘f 25 I 112,7% % 28: I T 1
10 - = i 10 4 - 8 2P
0 - . ; . . 0 . T i . .
012 a4 8 12 16 20 24 012 4 8 12 16 20 24
A Weeks B Weeks
Placebo Deucravacitinib 6 mg QD Apremilast 30 mg BID

Fig 1. Efficacy measures through week 24. A, Coprimary end point: percentage of patients
achieving PASI 75. (B) Coprimary end point: percentage of patients achieving an sPGA 0/1 with
=2-point improvement from baseline. Error bars represent 95% confidence intervals. *P < .0001
vs placebo. TP~ 0001 vs apremilast. PAST 75, =75% reduction from baseline in Psoriasis Area and
Severity Index; sPGA /1, static Physician's Global Assessment score of 0 or 1.

Armstrong AW et al. Deucravacitinib versus placebo and apremilast in moderate to severe plaque psoriasis: Efficacy and
safety results from the 52-week, randomized, double-blinded, placebo-controlled phase 3 POETYK PSO-1 trial. ] Am Acad
Dermatol. 2023 Jan;88(1):29-39.

20) PASI A4 124 o], sPGA 3 o], BSA 10% °©1%%

19

~

21) Alguidale] i WB80%), FAH68%)oIRe, Ht AW 46.14, Hit A5 88.1kg, BMI 29.9kg/mr, Wlo]2=e}el Ht
PASI HE 21.440)9aL, A& tiAaate] 38.9% % o|d AEIAAA A8 AEo] AAS.

22) AAE 6mg qd(3324), apremilast 30mg bid(168%), YJeK166%) o2 F2¢ wjAH o, Ykt 1652 H7) o] F AHE T
o2 A3l AAHETL 525714 Fo] <& apremilastitS 245 H7} o]& PASI 508 GAEHA] B3t 9 AAE T2 sy,

23) My, 59, 5, &, A=, Ao}, sk, 2|9l uivh 9=, w5 F 154 7| FA@ #x) 27 23D

24) sPGA(static Physician’s Global Assessment) A% Atz o] FHEEE oA} Hubol| whgl 54 Hr2 Jepd A Aske] vpg &
Al 7HA 549 EWHerythema), 1“d(scaling), FHplaque)?] HEE zsle] 0-44(0: clear, 1: almost clear, 2: mild, 3:

moderate, 4: severe or very severe)d] W& #7138}
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sPGA 0/1 response rate, %

0
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sPGA 0/1

Primary endpoint

53.6%¢ 53.8%

T

L
- 52.7%

L

7.2%

0124 8 12 16 20 24 28 32 36 40 44 48 52
Weeks

Placebo-deucravacitinib (n = 145)

Fig 2. Efficacy responses with deucravacitinib through week 52. A, Percentage of patients
achieving PASI 75. B, Percentage of patients achieving sPGA 0/1 with =2-point improvement
from baseline. Error bars represent 95% confidence intervals. *P < .0001 vs placebo. PAST 75,
=75% reduction from baseline in Psoriasis Area and Severity Index; sPGA 0/1, static Physician’s

PASI 75
100 - Primary endpoint
se 90 A
g 80 68.3%
g 70 58.4%* .
2 60 - 1
= 65.1%
2 50 - i
0w
2 40 - T
wy
= 304 4 12.7%
2 20 A .7
2 10 - 1
0 -5 T T T T T T T T T T T !
0124 8 12 16 20 24 28 32 36 40 44 48 52
A Weeks
Deucravacitinib (n = 332) Placebo (n = 166)
Global Assessment.
= ‘ I i = X
TR 2At "HIIX|Eel 16F At PASI

90, PASI

PGA(scalp—specific PGA; ssPGA) 0/1
o [k tHH| FelstH =AH LIEHL.

o
St E2

100,
MAEEO0| apremilast

sPGA 0, I

T2 2K HIMX| % ekt AMEET apremilast
n (%) 7/166 (4.2) 118/332 (35.5) 33/168 (19.6)
163 | . 31.6 (95% Cl 25.8-37.5; p<0.0001) -
PQAOS' difference - 15.8 (95% Cl 8.2-23.5; p=0.0002)
pyz | N (%) - 140/332 (42.2) | 37/168 (22.0)
T |difference - 20.0 (95% Cl 11.9-28.2; p<0.0001)
n (%) 1/166 (0.6) 47/332 (14.2) 5/168 (3.0)
163 | 13.7 (95% Cl 9.8-17.6; p<0.0001) -
F;gg' difference - 11.3 (95% Cl 6.8-15.8; p<0.0001)
oz | N (%) - 58/332 (17.5) | 11/168 (6.5)
T |difference - 11.1 (95% Cl 5.6-16.6; p=0.0007)
n (%) 1/166 (0.6) 58/332 (17.5) 8/168 (4.8)
163 | . 17.1 (95% Cl 12.8-21.3; p<0.0001) -
SPOGA difference - 12.9 (95% CI 7.7-18.0; p<0.0001)
pa n (%) - 60/332 (18.1) | 11/168 (6.5)
T |difference - 11.7 (95% Cl 6.2-17.3; p=0.0004)
n (%) 21/121 (17.4) 147/209 (70.3) 43/110 (39.1)
165 | 52.8 (95% Cl 43.7-62.0, p<0.0001) -
SSF(’)GA difference - 296 (95% Cl 18.7-40.6; p<0.0001)
paz |0 (%) - 151/209 (72.2) | 47/110 (42.7)
T |difference - 29.0 (95% Cl 17.8-40.2; p<0.0001)
- 3X} 20 ZAoX|Eel AM ZA 2 5% 2 X|(Psoriasis Symptoms and
Signs Diary; PSSD25)2| 16FA|&A Ho|AZIQl CHH| H3l=T 16FAIM
o g-4te] A XIE(DLQN 0-1EE =AM SXle| H|lg2 AMEHELO|

apremilast 2t 9l 2f CHH| 72|35k =7 LEHH.

25) PSSD(Psoriasis Symptoms and Signs Diary): 57}4 Z4H7}+ 5
@5 Az, 24, 94, 9e), 3, £9)9] 7+ g5l st #x7) 0-108 A=z veld

B ofmeh

Qo E=
, &0,

A", AEd, v

b3t 67p B AFsd 4

H
PN PN O >~
e, A7t 2255 S8

il



= 163Xt PSSD &4t A 0 Eds2 AMEETL0| !k thiH| FelstHA
Z UM, apremilaste HHH| +XH2=2 2 dgd= 2.
2X 20 AuX|#® ?| ek AMEEL apremilast
mean -3.6 -26.7 -17.8
165F |, -23.1 (95% Cl —27.0, -19.1; p<0.0001) N
PSSD difference - ~8.8 (95% Cl —12.8, —4.9; p<0.0001)
e S}k
s4z | mean - -31.9 \ -20.7
difference - -11.2 (95% Cl -15.2, —7.3; p<0.0001)
n (%) 1/149 (0.7) 24/305 (7.9) 7/158 (4.4)
165 |, 7.4 (95% Cl 4.1-10.7; p=0.0013) -
PSSD difference - 3.3 (95% Cl —1.0, 7.7; p=0.1702)
0 oaz | N (%) - 30/305 (9.8) |  8/158 (5.1)
difference - 4.7 (95% Cl 0.0-9.5; p=0.0787)
n (%) 17/160 (10.6) 132/322 (41.0) 46/161 (28.6)
165F |, 30.5 (95% Cl 23.4-37.6; p<0.0001) N
bLal difference - 12.3 (95% Cl 3.4-21.1; p=0.0088)
0/1 oaz | 1 (%) - 155/322 (48.1) | 39/161 (24.2)
difference - 24.3 (95% Cl 15.7-32.8; p<0.0001)
- M o|MEIE dMsE2 M X2 B5F FAlsIR ooy, AMEEZAAM JHE
HistA E0FE o|atHtE2 dH|elFHA AV|E ZEo[RL, apremilastT
M= &, AALH 240] CIE X2 tiH| o =5tA ghet
0-163
O|AHHES 1 (%) ?l ek MHEESL apremilast
(n=165) (n=332) (n=168)
SE ojatEks 70 (42.4) 176 (53.0) 93 (55.4)
SOt o| &S 9 (5.5) 7 (2.1) 4 (2.4)
x| zof HHE o|MELS 20 (12.1) 65 (19.6) 36 (21.4)
o|lAtHI2 o= oIt x|8 7 (4.2) 6 (1.8) 10 (6.0)
Alot 1 (0.6) 0 0
J}EF H| ol =& 7 (4.2) 21 (6.3) 14 (8.3)
e A2 UA 6 (3.6) 21 (6.3) 3 (1.8)
Z5HA ==
s | TS 5 (3.0) 16 (4.8) 17 (10.1)
o= A AL 6 (3.6) 13 (3.9) 17 (10.1)
ol&ersS ol 4 (2.4) 7 (2.1) 19 (11.3)
0-52%
100216 (PY) & 22k MEEL apremilast=
tErE HNYE gME
(n=165, PY=46.9) | (n=531, PY=419.1) | (n=168, PY=115.8)
BE o[AEIS 202.5 211.8 234.3
SCi st o] AtEES 19.2 7.5 5.2
Azt 2EHAE o|MEFS 45.2 33.1 46.9
o|AtHIS o2 QI8 X|2 =t 14.7 3.3 10.3
Alat 2.1 0 0
& | ojEE 0 3.6 0
EACHA | 2 | 2 0 2.1 1.7
ojAtute | 2t | EriE 2 2 1 1.4 2.6
At | cHabE A 0 1.2 0




O [POETYK PS0O-2]26) 18A| O|AtQ]
£ Aoz MEERDI apremilast
P Clo| 2, O]

—

INEL RS

o

PA

ir o
ar !

7HX]
=

Sl 75, sPGA 0/1

S 494,

oz <l

16Xl PASI 75, sPGA 0-1H&
0| apremilast= 2t {2k CHH| F2|5HA|
243

2dE2

o | FolStA =l LiEHE.

AEME 2

&XHn=1,020)27)
=9l B 28)5}0

A UMY

StX

—

9

1A}

HILX® (16%F)

ot

apremilast=t

PAS

n (%)

24/255 (9.4)

271/511 (53.0)

101/254 (39.8)

| 75

43.7 (95% Cl 38.0-49.3; p<0.0001)

difference

13.4 (95% Cl 6.2-20.7; p=0.0004)

sPGA 0/1

n (%)

22/255 (8.6)

253/511 (49.5)

86/254 (33.9)

40.9 (95% Cl 35.4-46.4; p<0.0001)

difference

| 15.8 (95% Cl 8.8-22.9; p<0.0001)

4

v
o
A

—

X1 E2l 163X} PASI 90, ssPGA 0/1, DLQI 0/1
HETO| apremilasta}t ¢k CHH| FolsHH =Y.

PASI 90, ssPGA 0/1, DLQI 0/1 A&} PSSD HatE=2 24F A&

S g3} PSSD

PSsSD*
o
.5 .
.7
2 104
L
S 15
W
E .20
°
= _25 J 211
=
2 -301 -28.3
35 | E— |
L | P < 0.0001
40 - P < 0.0001
PSSD
0 -
-5
i
5 -10
5 -154
LT
E .20
2 Z1.4
g 251 g
= -30
= -29.1
.35 -3
| |
-40 - P = 0.0001

T AMEETO] lastw CHH| 72|5tA =7 LIEE
ME AMEET0| apremilaste tHH| F2|stAl =7 LtEH.
FPlacebo
A week 1 6 M Deucravacitinib & mg QD
= . . Apremilast 30 mg BID
i Coprimary endpoints
90 P < 0.0001
ag P = 0.0004 P < 0.0001 1
] P < 0.0001 & <6660
52 4 #F=0.0001 P < 0.0001 —
a 70 1 1 59.7
- 60 - 53.0 P = 0.0046 P < 0.0001
= 49.5 —
& S0 39.8 P < 0.0001 7.6
§ b S 36.7 ;
é 30 =0 23.1
S0 181 17.3
9.4 8.6 9.8
10 A 27
o] T T T 1
PAS] 75* sPGA 0/1* PASI 90* ss-PGA 0/1* DLQI 0717
B Week 24
100
P < 0.0001 P =0.0003
ES 80 1 £ < 0.0001 T 1
o o — — P < 0.0001
= 60 49.8 B = 0.0001 I 1
o 41.6 41.4
] 37.8
E- 40 29.5 32.5
@ 19.7 21.5
& 20 ] -
0 - T T o
PASI 75* sPGA 0/1* PASI 90* ss-PGA 0/1 DLQI 0/1

26) Strober B et al. Deucravacitinib versus placebo and apremilast in moderate to severe plaque psoriasis: Efficacy and safety
results from the 52-week, randomized, double-blinded, phase 3 Program fOr Evaluation of TYKZ inhibitor psoriasis second
trial. J Am Acad Dermatol. 2023 Jan;88(1):40-51.

27) AR RS wWol(91.7%), BA(66.1%)01%0M, B A#S 46.94), B AF 92.4kg, BMI 31.0kg/mr, Hlo]2e}el B¢
PASI A4E 2654094, Aduadzte] 32.1%% o) d AETAAA] X8 Ado] AL

28) AAE 6mg qd(511%), apremilast 30mg bid(254%), ¢ek255) 02 F2h9] wjAH g om, te 1653 W) o|F AHE B
A2 AF AHFTH apremilastiS 245 HIlA PASI 755 @A A9 AR FSweR 1:1 F2F9 wiAgE o] 525714

A7 .



- 24F Aol PAS| 755 A S XIS Ao R MFEZD flUEo=R 2
Zuj Moty &3f X|& {FE mESH Zf 52FA0| AMEHE MuHZ
o 80.4%, ok Mui™Z2| 31.3%7t
= PASI 75 HFE 2AZIX 2] AZHESYaH2 fl2F AMuj™d - 85, MEE

MefH 22 SAgol TEsHR| 2US.

PASI 75 response rate, %
(%]
o
Il

30 i’ 31.3%
20 ;
10 SSdaysltz;ﬁég)ﬁSﬁZ.?Dil E
’ 24 2I8 ?;2 3I6 4:3 "‘-Iﬁ :1‘8 5I2
Weeks
e 5. i - efficarsy vk At BAEL 75 smmarnts widh, Msrerehin
reatment. 2457 75, =75% reduction from baseline in Psoriasis Area and Severity Index.

- MA olduts ZdEnt Shic olMdits HddE2 M AETD 2ZF wASH
¥enf, 0-16F =2t HQ%EWIH 7te glgskAH 2E0E o|4Ekg 2 H]
ClFH L A= ZHOIUL, apremilastollMe= F&, AL, 240] CHE
A2 Of8] o B WAE 16-50F Sof MEM LM ob2 obHA
Aoje|H E(safety signals)= 8IS, O|MEIS 2R ¢2let X7 Sth2 AF
ZT0AM apremilast 2t ?[2fa OiH| Zuend, dMAH 72 & & 34

|

|
of Ato| EnzoLt 2ot AL A= AWz dHIME A= 8l

{0}
pead
e

% 23lom EEEX S 2RtoLt PSO-1822] 3 E7| B ZBHPSO-LTE)
o SoRAISHEHE, B, Eh thal 3aF QAIAIE(PSO-3) ZTIt e 3t
slof e vl ol

- [PSO-LTE]30) PSO-182 AMAIZol &tofeh XIS TiAo= B H7| 2
& T, 148F7kR A ESl UM WS E(PASI 75, PASI 90, sPGA
0/1)0] RAI=IUS0], YBE NN TRuAS 2

29) AAETo A 2AAEA 2 HE€F 14, 7+ 2 9 =8 17), apremilastroll A 1AEYG 2 94 28)9] Ado] By,

30) Armstrong AW et al. Deucravacitinib in plaque psoriasis: 3-year safety and efficacy results from the phase 3 POETYK
PSO-1 and PSO-2 trials. Presented at the 32nd European Academy of Dermatology & Venereology Congress, 11—14
October 2023.
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- [POETYK PSO-3, SolAIeF]31) 18M| ol ot=, &=, t2te| SS=-F
S Eat AM B (n=220%2)8 A=z AHEFD UFe 2 211 F&
7 Higsto] Aldet Choja, olF WA, fleF = 3¢ A Za, 3
& 1A GIEX|EQl 16F Atoll PASI 75, sPGA 0-1E S E4et &Atol v
g2 MUYEFT0l flfz il FelstHl =%S(PASI 75 68.8% vs
8.1%; p<0.0001, sPGA 0/1: 55.6% vs. 6.8%; p<0.0001).
MY Z 0 oA <fx 2F z2hgejw A
O (HE{3 HEZMH®)) 18M ol SSE-F3 T 244 etAiE ez
ol x| 2H 2F wed ' molldE vlwsh| flsl AAY ZeliE® H FH
E A7 140H(n=54,815)= H5t0{ HESI HEZAS Aldst Zat,

[1x} HIHX|Z]

ME0|A AHEES infliximab, ixekizumab,
guselkumab CHH| FelstH koo,
etanerceptt= T2|ct X}0|E& HO|X| &=,

=& 1A 9IIX| %2 X2 EU7|(F&{uid = 8~24F HIt) PASI 90 &
risankizumab,
ustekinumab,

secukinumab,
adalimumab,

- =& 1A+ "IHX|zel St o|atttS(serious adverse event; SAE) 2l &
oM AlHEZD O 2= Felet XI0|& HO|X| &=
Sbidian(2023), 14} H7}x| = - QOR'SK Ratio (95% CI) o
CH x| 2FX| vs Al & & (Deucravacitinib)
Infliximab 3.52 (1.40-8.87) 1.51 (0.56-4.02)
Ixekizumab 1.96 (1.44-2.67) 1.15 (0.53-2.50)
Risankizumab 1.87 (1.37-2.57) 0.88 (0.40-1.93)
Secukinumab 1.73 (1.27-2.35) 1.34 (0.64-2.81)
Guselkumab 1.59 (1.16-2.16) 1.15 (0.53-2.46)
Ustekinumab 1.24 (0.91-1.69) 1.22 (0.58-2.57)
Adalimumab 1.16 (0.85-1.58) 1.27 (0.59-2.75)

41 = (Deucravacitinib) vs CHA| 2FA|

vs Etanercept \ 1.06 (0.83-1.36) \

0.99 (0.46-2.14)

3D

32)
33)

Foley P et al. Deucravacitinib, an oral, selective, allosteric tyrosine kinase 2 inhibitor, in Asian patients with moderate to
severe psoriasis: Findings from the phase 3 POETYK PSO-3 and PSO-4 trials. Australas J Dermatol. 2023;64(Suppl. 1):15-30.

A=l 3Ak 40 2F

Shidian E et al. Systemic pharmacological treatments for chronic plaque psoriasis: a network meta—analysis. Cochrane

Database Syst Rev. 2023 Jul 12;7(7):CD011535.
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[2X} "HIIX|E]
- 2&AF HIX|ESl XE EQ7| PASI 75, sPGA0/1 EASOAM AMEES2
infliximab, ixekizumab, risankizumab, secukinumab, guselkumab,

ustekinumab, adalimumab CHH| Fe|stH ZHU20{, etanerceptl= 72
St X}o|& HO|X| 4=,

- 2xF "IIX|ZEel o|AtEtS(adverse event; AE) HEHMSOIA AEER
risankizumab CHH| FelstAl =f2o{, CtE AN S2o= 7elgt XIo|E

HOo|x| 3.

- 2&F "WIIX|ERl 4ol Z(quality of life; QoL)ollA AIMHES ixekizumab,
infliximab, risankizumab, secukinumab, guselkumab, ustekinumab CHH|
o|stA ZA20{, adalimumab, etanerceptet= ®2|et Xt0|E HO|X] L3,

- - = Risk Ratio (95% CIl)
Sbidian(2023), 2At EItX| & PASI 75 | AE
CH x| 2kd| vs A& -ZE(Deucravacitinib)
Infliximab 2.34 (1.47-3.72) 0.97 (0.83-1.14)
Ixekizumab 1.73 (1.36-2.20) 0.98 (0.85-1.13)
Secukinumab 1.64 (1.30-2.07) 0.95 (0.83-1.08)
Risankizumab 1.63 (1.29-2.08) 0.86 (0.75-1.00)
Guselkumab 1.58 (1.23-2.04) 0.88 (0.77-1.02)
Ustekinumab 1.42 (1.13-1.78) 0.91 (0.80-1.04)
Adalimumab 1.30 (1.02-1.65) 0.91 (0.79-1.04)
M A Z(Deucravacitinib) vs CH&| 2FA|
vs Etanercept 1.00 (0.80-1.24) 1.09 (0.95-1.24)
- o - Risk Ratio (95% CI) Mean Difference (95% Cl)
Shidian(2023), 2xt "I7X| & SPGA 0/1 QoL
CH x| 2kd| vs A1 ZE(Deucravacitinib)
Ixekizumab 2.13 (1.60-2.82) -0.87 (-1.16, —0.58)
Infliximab 2.23 (1.29-3.86) -0.44 (-0.74, —-0.14)
Risankizumab 1.98 (1.49-2.63) -0.90 (-1.25, —-0.55)
Secukinumab 1.95 (1.48-2.57) -0.55 (=1.00, -0.09)
Guselkumab 1.73 (1.29-2.30) -0.39 (-0.69, —0.09)
Ustekinumab 1.52 (1.16-2.00) -0.51 (-0.78, —0.23)
Adalimumab 1.36 (1.02-1.81) -0.17 (-0.44, 0.10)
Etanercept 1.04 (0.79-1.36) -0.19 (-0.45, 0.07)
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O (HE/Z HEREM@)3Y 18M ol SSE-5F Y dd XE tae
2 MEEL ofE dA XZH 2b ZoE Hlwsky| fldf AN A
3 FEQufY AT 47HZS MHESI0| £HI[(10~16F), B7((24~24F), &
1(44~60F) &2foll THSto W ERIA HERZAS Aldet Ao

PASI

75

SRELIN

2 M|CH

A=A A el

risankizumab,

guselkumab, ixekizumab, secukinumab35) CHH| ELZ|/ZE7|/&7| A|IE 2&F

7ot ZHUen], 1Mt MESSMEMA  F  ustekinumab, infliximab,
adalimuab CHH| EH7|/&7| ABEN|AM= FelotH ZU2Lt EI| A™EA|A=
Tolst XI0|& HO|X| 24U, etanercept CHE| F2I5HH =US36).
PASI 75 2M g
Armstrong(2023) (Odds Ratio[OR, 21 HE vs CiAI2kA]; 95% Cl)
Ct7|(10-16F) Z=7|(24-28%F) Z71(44-60F)
AEE | Deucravacitinib Mg 54.1% 63.3% 65.9%
25mg BW/ 39.7% 43.7%
Etanercept 50mg QA [(OR 1.80; 1.13-2.85)| (OR 2.23; 1.43-3.42) -
S0ma BW 49.8% 54.4% 54.0%
TNF-a (OR 1.19; 0.84-1.68)| (OR 1.45; 1.08-1.97)|(OR 1.65; 1.04-2.70)
oAX| K| Adalimumab | 40mg 71.7% 71.0% 62.1%
(OR 0.47; 0.32-0.67)|(OR 0.71; 0.51-0.97)|(OR 1.15; 0.72-1.85)
nfiximab | 5ma/kg 79.0% 72.3% 56.7%
(OR 0.31; 0.20-0.48)| (OR 0.66; 0.46-0.98)|(OR 1.47; 0.90-2.66)
90mg 71.1% 75.0% B
L1223 | (OR 0.49; 0.31-0.75)| (OR 0.60; 0.45-0.80)
oAX| K| 45/90mas 70.9% 74.2% 68.0%
(OR 0.48; 0.33-0.69)| (OR 0.58; 0.41-0.82)|(OR 0.91; 0.63-1.33)
150mg 71.3% 74.6% 62.8%
Secukinumab (OR 0.48; 0.30-0.73)|(OR 0.59; 0.43-0.83)|(OR 1.18; 0.76-1.87)
IL-17 500mg» 84.8% 84.7% 77.0%
oA K| x| (OR 0.21; 0.14-0.32)| (OR 0.31; 0.23-0.43)|(OR 0.58; 0.39-0.89)
ekizumab | 80mg 89.0% 89.6% 83.9%
(OR 0.15; 0.10-0.22)| (OR 0.20; 0.13-0.30)|(OR 0.37; 0.24-0.60)
87.8% 89.5% 87.8%
L_pg | Guselkumab | 100ma | o 6 166 10-0.25)| (OR 0.20; 0.14-0.29)| (OR 0.27; 0.16-0.44)
oA K| x| Risankizumab | 150mg 89.6% 93.8% 91.6%
(OR 0.14; 0.09-0.21)| (OR 0.11; 0.07-0.18)|(OR 0.18; 0.11-0.28)
« 2| siIbAle AR 28U

34) Armstrong AW et al. Short-, Mid-, and Long-Term Efficacy of Deucravacitinib Versus Biologics and Nonbiologics for
Plaque Psoriasis: A Network Meta—Analysis. Dermatol Ther (Heidelb). 2023 Nov;13(11):2839-2857.

35) secukinumab

7k 44

|88l 300mg 715

36) etanercept 317} @& ¥ 82l 25mg BIW/50mg QW 7|5 A13Fo] ©r], 7] A|AdA PASI 75
25mg BIW/50mg QW 715 3713

= BaEA

DgEo] oot Eker,

|
orolont 50mg BIW thu]sle] A7) A|-e A PASI 75 ©4d&0] §-93HA =9ks.

olo) o
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Armstrong(2023), PASI 75 Et7|(10-16F) ZA 1}

100 A

F0

80

7O

60 4

NAWA estimated PASI 73 response rate, %

3.7
T T
e vt e e e e e e e e s on o o e
25 mg 50 mg 40 me S ma‘ks 90ma or 90 mg 150 mg 300 ma 210 mg 80 mg 3I20mag 100 me 200 mg 100 me 150 me
T o
mg QW
1L JL d
First-generation biologics Second-generation biologics
= =
Armstrong(2023), PASI 75 £7|(24-28%F) A1}
100 q
90
-

i estimted PASI 75 response rate, %

T T T

ETC amn WK USTAS  usT sEC SEC 2RO 1xE B T TiL Sus RIS
S0mg 40mm Sma'ke orS0mg S0 meg 1S0ma JOme F10ms B0ms  IX0mg 100ma F00mag 103 mg 150 me
B T2 L

. First-generation biologics i n;;:-—-‘ ati:m biclogi — }
Armstrong(2023), PASI 75 Z&7|(44-60F) A1}
90
80

—

NWA estimated PASI 75 response rate, %

©z.1
567
3.0
T T T T
ETC =X AL UST 45 SEC SEC BRO IXE Bl GLUS RIS
50 mg 5 mg/ks 40 mg or 90 ms 150 ma 300 mg 210 ms BO Mg 320ma 10D msa 150 mg
Biw QR QAN W QB
ST — Arii 42525 Angiet-17 AmtiLzs
L 11 1L 1L 1L 1
L 1L 1
First-generation biclogics s ation bio
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O
o
|->I

M ZHHd|m, vs. Adalimumab)3?) 18AM| O|& ZESE-5F That A
M EXol M AMAEEZD gdalimumabll E7| 2IE
(Matching —adjusted indirect comparison; MAIC)E S35l

- MEE FU|EEAFel PSO-LTEO S5= 7§ &XF XtZ(Individual
patient—level data; IPD)E adalimumab &7|&t&tod412el REVEAL-OLE R¢<F
At=Z(aggregate data)dl MAIC &S Ss5t0 7| M EM S 2 e
= MAIC =82 Lo], dEH o2&, A=, w7z Hlo[Aazfel BSA/

PASI M=, #leke|l 163 A|A PASI 75/90 A s, HMH/MAMXE
MESHHH A AL o

— 523 A|MEe| PASI 75, PASI 90 &M= MAHEZDL gdalimumabO| FAlSH
ooy, 1123 A|™Ee| PASI 75 EM &= S| adalimumab CHH| <
SHAl =411, 1123 A|™2| PASI 90 B S22 AIHZ0| adalimumab CHH|
XMooz =2 ZAsMg Hal

rlo rlo

el SRl 52% 112%
e =g el AMHEE adalimumab MEE adalimumab

oAS| 75 S g (%) 68.1 64.0 67. 2 54.0
difference 41 (95% Cl -4.9, 13.1) 13.2 (95% Cl 4.0, 22.5)

PAS| 50 28 (%) 39.4 | 40.0 41.3 \ 34.0
difference ~0.6 (95% CI -10.0, 8.9) 7.3 (95% Cl —2.0, 16.7)

7|)(-|EA-I o2& Ao} — 525 — S

= Zse HieE e NS adalimumab NHE adalimumab

PAS| 75 =g (%) 69.9 64.0 71.7 54.0
difference 5.9 (95% Cl —1.2, 13.0) 17.7 (95% CI 10.6, 24.9)

PASI 90 2HE (%) 42 .9 | 40.0 46.8 \ 34.0
difference 29 (95% Cl —4.6, 10.3) 12.8 (95% Cl 5.5, 20.2)

37) Armstrong AW et al. Matching-Adjusted Indirect Comparison of the Long-Term Efficacy of Deucravacitinib Versus
Adalimumab for Moderate to Severe Plaque Psoriasis. Dermatol Ther (Heidelb). 2023 Nov;13(11):2589-2603.
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o
1ok
ol
1o
N

O A St3l88)of| w2, AM2 X[HAel Xzt 2§ E2=2 st= ThA
Zztoz ofz] X =AMLl EMAT 2AE=2 M} efstE Moz 4
S5t7| o220 oHMStE 2™l MER 7|Me X2 Mo e LT
7t o3| =20, MEE2 Foo| Helst 12 13 Fo{ 47 XE2HME
st FAF E= MM FAIZ Fo{ tholof st= 7|&E2 M==tA Ao H]
of FoF Heo|lMo| =2 2 2ls oA,

- (A REM) MEES CIE UA7tsetHte 22E 2F dHlng £
U= A0 FEAfstt, HERT HERREAS940) 2 ofjE = ZHIH]
w41) Z3of|A adalimumab, infliximab, ustekinumab, etanercept2t SH|
Moz wolgt 23 xo|7F en, MEstAMA Mt He| MEE2 WY
Ao ofst kg 24l glo] EV|ZE Fek 21E =2 F Us UdHME 11
EI:II

- (oA 2 Eo|lMd) MEE2 34 AMAIHA M AT ekt |
Alst 238 H¥ EI|F0 ZIOME K& Fo{Z Qs MEH A
=2 FEE2 AUS. FAKK = £ B5E SoiFs FEO| UK 2=
oF FAtofl et =HZ, FB&E, =S 45t A e, MF
=2 dAMdM dFH=zE Fefol HelMdo| =7 WZoll TAMM | Fok
of tiet HEZLS E0HE T UL, 2AOAI= &KX} HEFIIE XFEA
ZHsto] 5 Y5t etXtE dat atEre = U= FHo| US.

38) djsta]Ha}ak3|( )
39) Tsai et al., presented at the 25th World Congress of Dermatology;3-8 July 2023; Singapore.
40) Armstrong et al., Presented at the Fall Clinical Dermatology Conference; October 20-23, 2022; Las Vegas, NV.

41) Armstrong et al., presented at the Winter Clinical Dermatology Conference — Hawaii, January 13-18, 2023.
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M=za HiEA] 225 oK 2l X[of Cist AE

O AMHEER "EMxE £ MAXZE it Mol sXle] ZE5E-55 T A
Mol x|2”of &7t g2 2M=Z, @®X  adalimumab, etanercept,
infliximab, ustekinumab S0l SME0 U222 hAIIsH 2 117
Al, ekdle] @Az oitfMoiRE Fe HItV|E 2 Xt Sof st 48 A6
(X2 BtEA] Zesictn EEbe[= 2FA|)of| siYetctn 27| o232,

(7) 2047|& dEZ3t

O M Zo47|= )35, 20234 118 24¢
- = M 521 M 2| == (S
S7FALEE H2| LHOA] ofeliet &2 7[FE2 2 F0] Al UZHE 2A™siny,
[142] S C™I|= o|ofl= gt MMS 2AP REHEE &
— OI' EI_H —
Deucravacitinib 7F. Fo{CH At
dTEA 670 g o|Ar XHE= M BT EHAAM BXHTF 18M oA Moz 1),
(Y 2EHEFY) 2), 3) E= 1), 2), 4)E FFst= dF(c, mFasste#H(PUVA) #
= ulEHRL| M (UVB; Ultraviolet B) x| 2o 2E Z7|9l aXt= 1), 2),
3) =HE &FFst= 89)
_ |_—_|. % _

1)
2)
3)

4)

Ct.

2t.

. goteE

EAMAMO| MA I FHAH (Body surface area)2l 10% Of At

PASI(Psoriasis Area and Severity Index) 10 0|4t

MTX(Methotrexate) == Cyclosporines 37H¥ 0|A F0{5IF ST
HtS0| AL 58 S22 XEE A& F e 47

I 245t H(PUVA) = SILEARIM(UVB) xI2HoZ 37HE oA %]
ZoIF S HHS0| AL B8 Se=2 XEBE A& = gle 47

S oM B 16~2477F AF8 & BIISI0f PASIZE 75%014 Zast B2

Tt ehdel FoE Y
o|Foll= X|&EXMo=z eridoict HItstod

A&xol E0iS 21He.

Zx oAb wAIEH

S A AT AU T S M (TNF—a  inhibitor:  Adalimumab, Etanercept,
Infliximab TAFM), EE+= Ustekinumab, Guselkumab, Ixekizumab,
Risankizumab, Secukinumab FAIMO| Z2}7F QIALL RF&Ee=z F
T e AT 2= =2 67 FIE RXISHE
g AHIgho = M Z WHF0{(Switch)E 02 ¢I™stn{, o] A

[e] X=1 )(|_J.:8I-
1= - =

ol = W Fofof thet F{AME EHF5t0{oF B
S M 2| S{IMte T ALEee Fo A (F7] S)2 BtEAl F15tHod
F0i5t0{0F &




O, 71X Al 18] M|zt B 29 & 2o d<ol= =d 30
Ld=Z7HX 2 o, ot 2|x FAAZFEH 24F o|xo ot E AHES
3 F

TE 2o|il FEE0| e eAtel Z9 2t 60~90L=7HA| el e

N

gg
2
11

b, & 2HE ALEste E o= "TNF-a inhibitor AFEAl &=
J

(8) Mel= A g

O

A

—

ox
HH
rlo

A8 =71 & 3= 27HE(ol=, =, d2)oll M=o US.

O HMel= g7 21
— NICE(20234 6&): #11

MHEZES2 PASI 10 10 oO|Atolod, cyclosporine,

I
o
Zetet MAX| =0 B-Z0| SiAH 57 £=

o
(g
L} 2kAd 0 04'— ZET-Z== AL AM Mol 3Xjof| HDE.

= Lhab 24
v MEEZL commercial arrangementol|l 2t s|AoM Mz ok A
1
v 16-24F Alo|of| PASIZt 50% O|& ZASHK] 22 AT, 24F A[®E
HES (PASI 75% O|4AF Zk4 EE= PAS| 50% O|4F ZH4AMAl DLQI 5H
Of& ZUL)Z HO|X| 2ot 42 SthE et
v AMEEO0| s Eat stXtol| Citst MEst X 2YH F SHHE 2S5
= &%, RE M| HEHEE =2ttt = JHE MBS XEHE ALS
sfiof #. Fo H|E, =&Y, B Y HE commercial
arrangementE 12{&t
71&2 MM xZ(HMEESH MHA) E= @M HESHA| 2= &S
E-5Z AM &Xtel X|E= apremilast, dimethyl fumarate, =&t
MHMZE A=, MEES i A== A g,
AMAIHM MHES 22 apremilast CHH| EHA HAM Sake| 7iM
£ EQond, ZHHH| Z3 apremilastt dimethyl fumarate thH| &
a2 O JiMstn 5 MEstA MHAHTHE 230t7F /}AX|EH LdF M=t
M MMECctE 271 @ojX= Adez2 FHE.
apremilast, dimethyl fumarate % CHE &2 M=t M Cid] AH
Zo| HEg3H FTHYRX= eSSz NHS A oM =& 7S¢

Hel Lol UAS.




- PBAC(2023H 3€): A
» MEE2 HEBEIE FYX7F 8 Jtsst 2o 25t 55 T
AL AM 2EXLe| X 2o 20 HIE
= MHEO| Hot=El X|E2H X[(apremilastt ST | x[42)7}F &2|H el
X ==talsto] AMEEo st H0E 7|t HE lenf4d) AR Z=tAl
Aol Yot UXlgH MEHMo=z HotE XZ2M  fXJF gg2Hol1
apremilastZt MAst H|w CfAel ZHe 2 HItel
= PBACE MEES A3 2HEHE S=tald 22 E e 8= MEF
HXE 7|dte 2 ZoH st dEEHAU(cap =2t FHe| 100% =l
=) Mg H1nE
CADTH(2023H 8¢l): H|Z0{ HLI
= CADTH& MAlX|ZLE EMX2IF ER25H S5E-5352 That AMd M
ol StXte| x| =off MHEES H|Z0] Hogh
= 2749 A ZAH=E MEEZFO| A o] & Jtseh advanced therapy
CHu| X=X o|MZ XN Ist=X| EEtstr|of 25&E.
= FA 17 #2838 dAA et AE dHlwst XArRs glen, ZHEHH(W
A1 FHetctol M Zoixl= chdet M= HMA(IL-17 & IL-23 A
M ERH tiH] 237 F2 Az =YE

SMC: &7} Z44)

42)

43)
44)

rlo ox fol

rz

e
%
i

ol
o

d
O:J

S Fo71E A= apremilast’} &3] A4 o] A
AA L] FAWEL 67H4] ARCHHILH,
2 HA=

o,
PBACe|A 2022 11€ 3|ejollA A7) 4

o157}9198) 7} ol % SMCoIA ol Aw Axop

MTX, cyclosporine, acitretin, apremilast, 21%

Aol el F

UAZ e AHEo] apremilaste} FUdH

[e)
j ==
) =

202339 3¥ 3ol M FHE
=(2023d 129).

A4,
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