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. °FAl “[142] Decravacitinib 74 7-#1(F™W: A8 FA), [629] Maribavir 77|
(7 BEERIAEAF2008 ] 13)"E HA 13} o] At [k A] B
4 FIAA(FELAA 2 Heparinoid A, [Lr=2] F=w-g4, [131]
Dexamethasone 700ug ©121 Al (% 8: 2.4 &) 2~ o] 2 Al 700xg), [131] Triamcinolone
acetonide TAFA|(FH: vl7Fo] =), [142] Guselkumab FAMAI(F7: Efly]o]x
YL =AHURF F), [142] Ixekizumab FAMA(FH: @xZ A=A HAF 5,
[142] Mycophenolate mofetil 74 7-#|(F™: AW ENE ), [142] Ozanimod 74T
AGEE: AEZA I E 09288 13 5, [142] Risankizumab FAMAI(EFH: =7}
olg A Y PEAHAXF F), [142] Secukinumab FAFA|(EH: ZAY2=A AT
A 5), [142] Upadacitinib’d 741 (F 8 A4 152 15, 30 2] 1),
[142] Ustekinumab FAMA(EY: 2dgg= E]-’J T 4bmg &), [249]
follitropin—a + lutropin a(r-hLH) E-&FAA(E Haw e ~F), [249]
Lutropin alpha(r-hLH) FAMAI(FH : FH =5 75IU) [395] Asfotase alfa
AMAI(EE 2ENA T 40mg/mL 5), [431] N ZEIHBF(FW: =3kA| A5A),
[439] Adalimumab TAFA(ETE: Fvl2ks &), [439] Aflibercept SAFAI(F'E: o}
delolFAL, ofd otz EAIHA]), [439] Brolucizumab FAMAI(F: H] 5
I =R, [439] Etanercept FAMA(EH: B &AFAL F) [439]
Infliximab A Al (FH: #@vAlo] =5%), [439] Ranibizumab FAFA| (5 A1E] 2
T 5, FAEAZHHEA AR F), [439] Vedolizumab SAFAl (F9: 71€# 2
= %), [611] Linezolid A 7FA|(FH: Ato]E2~4 &), Linezolid 2mg/m{TAHA (3

o ZpolBAF F), [614] Azithromycin AFA(FH: A|22wWxd 5 [618]
Amoxicillin + Clavulanate 47 A(EF% : 74E Xé %), [618] Imipenem +
Cilastatin A A (FH: EoYs %), Meropenem AA|(EH : F3HzAoFE 5,
Doripenem A A|(3FH : I Yut~FAL 5), [622] Bedaquiline fumarate 73 -4l (F
oA F2178100mg), [622] Delamanid A7A(EFH:dE¥AE  50mg), [622]
Pretomanid 7 7Al(FH: =2 x&d2d 2002 2] 29), [639] Eculizumab FAFA|

Zv: &8 8AF), [639] Ravulizumab FAMA(EH: SEMHAF 5)'9 F&,
*ﬂ‘r?lzéﬂ LI ‘”—rE 2] 264 o] WA, “GANAEZAY A5 A
oF ALHAAIAL Ak 2 BT AR5 X 33 o] WA ST
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ot

ro{« —‘E

o] IA= 2024 49 19FH Al ¥
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[EX] 1]
[142] AtA S\ A (V] Eo]d W LA X E)
“ AREJAFZE 2 Uy AL
TE AW I H
[142] <Al A>[E 7 ALE M Yo A] ol et L VFo R Fo] A Q%FE Q43 |0 Deucravacitinib 7
T AAVIE o)dee g AAS FAUL REES 3 TAEY - 2HF
Deucravacitinib 7Y Aat A«
7 TA - o} & - Aol e}, aabA,
(4 @ &A"Y5FA) Ztol=ERl, =T,
7b ool g3lold, A=
670 ol d A&HH= W T WFAA EACE 184 ol AWE| wian = 3z
1), 2), 3) = 1), 2), HE == 29 (d, ﬁ]?%Lﬂ@ﬁ%(PUVA) el Felr e
S99 A(UVB; Ultraviolet B) A5l 25 57191 &ak= 1), qae

2),3) 215 $Fd= 49)

_1;]_ %_

1) #AAM] AA 3 H A2 (Body surface area)®] 10% ©]4+

2) PASI(Psoriasis Area and Severity Index) 10 o]+

3) MTX(Methotrexate) -+ Cyclosporines 3719 o] Folstgd gl
Hhgo] gAY 748 o2 ARE ALY F+ fle A¢

,3,

4) 535t e (PUVA) = $3E424(UVB) Algfies 3714
o ABSAFTAE BEEo] gAY AL ToR AERE AHT

. [

1) F oS 1672473 A8 F B7kske] PASIE 5%l Haw 39
F7h 67199l FolE AR

2) olFolt A&Aow GALnith Hrhsted Az WAANTL fAHA
SEERIE EEE L

o}, 24P AL 94 s A (TNF-a inhibitor: Adalimumab, Etanercept,
Infliximab AFA]), E+ Ustekinumab, Guselkumab, Ixekizumab,
Risankizumab, Secukinumab FA}A|d &7} gAY F#go=w F

e AT 5t AS@AT AL Ar 649 FoAF FA5

5 Pael B opAE WATC(SwitchE Folz 145, o
Aol wATlo] e Tl 2N E FY-selok &,

hoE RS HANG F SR FAMF(EY] S WEA Fa
spo] ol stolof .

ol A A 18 AARe H9% 39 L sde) Aol Hy
ARAAR G Thi, HE AR 245 o Fol +H A3
FEEE Bolm RAgo] gt DAY AS A 60~90U#7AA
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* FEr

1) Goodman & Gilman’s: The Pharmacological Basis of Therapeutics, 14e, 2022.

2) Bruce Strober 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 TYK2 inhibitor psoriasis second trial. Journal of the American Academy of
Dermatology 2023;88;40-51.

3) April W. Armstrong 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)

4) Systemic pharmacological treatments for chronic plaque psoriasis: a network meta-analysis (Review). Cochrane Database of Systematic Reviews 2023,
Issue 9. Art. No.: CD011535

5) ol g w}she) (o) 7 8 2023-8-28, 2023.08.25.)

6) NICE (2023.06.)

7) PBAC (2023.06.)
8) CADTH (2023.08.)

[629] 71 €te] 35t A

1] H
2 - AEAG7E 2 By A
K A A ()

[629] <Al >l b wWe WelA okelsh e V1EoR Fol A adFelg glgsyO Marbavir  ATA
Maribavir 7474 u, B Q71E olelele okt Al AR RPES I (FH: FEAAH
— 5 —

G —ob A - CECEEERIT
EEEREE 7). Fo i A elgdel e
2007 2] 231 nggrleld w 2ARAEN F AUAE I ACMY) e W mEA,  slol=ek),

el Azt Bedn B kA T AF A 5U oy WA e sl
CMV-PCR gAH23 oz steld 4ol #4=A g % shtg o A9a  wrkdz

D Hx 27 o4 AR Ei WAEen ol FolE A

vlol g 2 oF(viral load)e] 71 A Wiy W7t gAY Z7tstes A$
2) A7IMEEAN HAF A dAHem on] Q= A ErtolE s of
A8 i EAReZE ) ol e A5
) Al 7} & ol ‘1—;541 1-};0—3_ oy 7].43:; ot

U, FolFA 7)FE 5 kAl Fo] F 2FA e def CMV-PCR 74;\} !
2~ F(viral load)e] W37t SIAY F7Hs 74

o AZEN EE agAZaeske] YErels ARt o

¥ HATA
- Harrison's Principles of Internal Medicine, 21e
- Goodman & Gilman's: The Pharmacological Basis of Therapeutics, 13e
- Goldman-Cecil Medicine, 26e
- NCCN Guidelines Version 3.2022_Prevention and Treatment of Cancer-Related Infections
- Cytomegalovirus in solid organ transplant recipients—Guidelines of the American Society of Transplantation Infectious Diseases Community of Practice
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(2019.2)

Randomized Clinical Trial
- figho] A 3he (dle] 3k 23-010, 2023.2.28.)
- oigkzked a3 (i 78k 23-055, 2023.04.03.)
- ok @ W EhE] () gkt 23_035, 2023.03.02.)
- P B A o] A g3 (=8t 2023-09, 2023.03.02.)
- NICE(2023.01.)
- CADTH(2022.11.)

- Avery, Robin K et al. Maribavir for Refractory Cytomegalovirus Infections With or Without Resistance Post-Transplant: Results From a Phase 3

7
[8x1 2]
[gutd E]] A7E FEAA(FEA2HA 2 Heparinoid AA)
@ 9 A A o
T ARAAR7E 4 B ARAR7E 2 B m
[Lurd=]] |2 kAl S{7RAEEE W) dlellA] oflisr e 7o R |\ Zh kAl S7MALEE W] dlelA] ol & 7]F 2% |O Indobufen 73
Fo] Al QgFolE A, & AAVIE ol Al adwdE A, § AAVIE o= TA oL
P oFft dos A REES 3h oFfk MAE AL REEE Ticagrelor 73
°e ~ob o - ~ ok e - PR 2ok
K NG bk (@R 29 A hA R (E
(FE oA o L
9 Heparinoid| ¥ WAHAlL tha RS ¥ 9UA B 53 | ox kAl o RS X9 AU @ By | W& WA
A 1) a3 1) HIAA3 I S
Aspirin, Cilostazol, Clopidogrel, Indobufen Aspirin, Cilostazol, Clopidogrel, <2 >, A AeFel
Ticlopidine HCI, Triflusal, Mesoglycan sodium, Ticlopidine HCI, Triflusal, Mesoglycan sodium, g HolrlE
Sulformucopolysaccharide, Sulodexide, <& Sulfomucopolysaccharide, Sulodexide, < B8 3
7F>, Ticlopidine HCl+ginkgo &§Al, Cilostazol+ Ticagrelor, Ticlopidine HCl+ginkgo &3+,
ginkgo &-§HA Cilostazol+ ginkgo +-3HA]
2) AERA3 2) AEds
Aspirin, Clopidogrel, Indobufen, Ticlopidine Aspirin, Clopidogrel, <2}  A]>, Ticlopidine
HCl, Triflusal, Mesoglycan sodium, Sulodexide, HCl, Triflusal, Mesoglycan sodium, Sulodexide,
Prasugrel, Ticagrelor, Ticlopidine HCl+ ginkgo Prasugrel, Ticagrelor, Ticlopidine HCl+ ginkgo
A 3




[t ] 378 FEAA(FE4L%A 2 Heparinoid A A)
a9 ¥ () e
T B AFAG7E 2 By AFAZ7E D g o
3) TxsugAs 3 TxFWAAS
Aspirin, Cilostazol, Clopidogrel, Indobufen, Aspirin, Cilostazol, Clopidogrel, Indobufen,
Ticlopidine HCI, Triflusal, Beraprost sodium, Ticlopidine HCI, Triflusal, Beraprost sodium,
Mesoglycan sodium, Sarpogrelate HCI, Mesoglycan sodium, Sarpogrelate HCI,
Sulodexide, Ticlopidine HCl+ginkgo &%HAl, Sulodexide, Ticlopidine HCl+ginkgo =54,
Cilostazol + ginkgo &4 Cilostazol + ginkgo &%A
¥ TETA
R ) S R e P ) s

[dut 3] =9 &4
G A A (<) g
T+ B MEJNAR7E 2 B4 AFEJAAZ7IE 2 B3 M
[Aukl 2] (el Hlo)Ey P (A28 Dir) 3t A] ool e veE G128 Fd) Sabol Al olejet o wHpA], pol=
2o )FoR Fol Al QFFAE AAEH, AR VFoR Fo] A QAFAE AA, s pAE 29, A
gymg MHCIAR B ARIE ol ool okgh Aoe AAIHMACIAR F AGIIE ool okgt A AAH W, FHAGE
H)a) B} 7hH 9 5&
EEES
_ob - Col g GLP-1 &3
—_ 9 —_
[¢ur9 2] = EA
4 3 ERCICD) 4
T B ARAR7E 2 P ARAR7E 2 B m
7Lk () 2 7o (@9 29 a5 Al (el Al
o} GLP-1 &3 354 o}, GLP-1 &84 354 9}
D) AFA Hea D A7At Heay Metformin(+Su
7 Eqgiar 71 Edgia Ifonylurea) %o
Metformin+Sulfonylureas] <A ¥H-&F o= Metformin+Sulfonylureas] °FA] HWE&Fo = o= HbAlc7}
ZRe YgAs o 5 A= 3 & ZRe PPzAe o 5 A= 5 2 6 ol 7
$ GLP-1 %

(1) AAZABML Body mass index)>25kg/m:

Tr=
(2) Insulin 89S & 5 gle I
) Fojuy
(1) 3F -8 8 H(Metformin

+Sulfonylurea+GLP-1 &4 &%54)2 914
(2) 3% WE&aHom AAT Frlale] o]Foxl
2% 1424 (Metformin+GLP-1 &)
=]
2) Insulin?} W& (FLA|)
7h Tt
714 Insulin(Insulin Metformin %-§)
fFololl = HbAICTF 7% ©)/d<l 4+
<F 7>

o
off o

2

7

fol

Tt

e AT

(1) AA=ZABML Body mass index)>25kg/m’

T
(2) Insulin £9& & & A= A
L) oy
(D 3% -8 2 H (Metformin

+Sulfonylurea+GLP-1 =83 Z%54)& 1A
() 3% HEaWor dA3 gdrfaoe] o]Foizl
4% 2% W82 (Metformin+tGLP-1 <=8

a

8

asA)E 2
2) Insulin? &9
71 Fod
(1) 714 Insulin(Insulin Metformin
£) Folol = HhAICT} 7% 149 4%

GLP-1 €A &%A (2949

(¢

2

)

-
o e

2)

&4 5 A
A A )+ 7 A
Insulin(+Metfo
rmin) T=
GLP-1 &4
s AN(EEAD
+Metformin<

5%

10 -




[Fute¥] FB8A
4 2 ¥ A (D) i
7B ARAR7E 2 ARAA7E 2 B o
Metformin (+Sulfonylurea) ¥l = HbAlc
7} 7% ©13 B¢
) T ) oy
714 Insulin+GLP-1 FE&A a5A 714 Insulin+GLP-1 FEA A
(+Metformin)< A (+Metformin)<& <174
3) Insulin¥} W& 2 (HFA) 3) Insulin?} & 29 (FFA)
71 T 71 ot
714 Insulin(lnsulin ¥5 %= Metformin *8-8) (1) 714 Insulin(nsulin T+%5 %= Metformin ®-8)
oo i HbAICT} 7% ©]/d<¢1 4% fFojoll = HbAICTF 7% ©]/d<l 74+
(thek Insulin degludec +Liraglutide®] 74-$-oll:= (thek Insulin degludec +Liraglutide®] 74-$-oll:=
1A Insulin¥} Metformin 3-8 A%k <174) 714 Insulin® Metformin ¥H-& A% 914)
<F 7> (2 GLP-1 F8A FsA (F¥A)s
Metformin (+Sulfonylurea) £<Jol= HbAlc
7F 7% °]3%1 7%
) Tl ) Ty
(1) Insulin glargine + Lixisenatide: ©= %+ (1) Insulin glargine + Lixisenatide: W5 %+
Metformin %8 A 1% Metformin ¥-§ A 914
<F 7> (&, F94d3H2)E MetforminT 8 A] <14)
(2) Insulin degludec + Liraglutide: Metformin} % (2) Insulin degludec + Liraglutide: Metformin®} *-§
Al 9178 Al 9174
“ 11 -
[dute¥] FxB&A
2 2 ¥ A (D) i
7B AREAR7E 2 3 ARARG7E 2 B ”
2 ~HL (B =) 2 Tk (@39 28
¥ FAE2A
1. Harrison's Principles of Internal Medicine, 21e
2. Pharmacotherapy: A Pathophysiologic Approach, 11e 2020
3. g agers]. dad UEAH A-8H 2023
4. American Association of Clinical Endocrinology Clinical Practice Guideline: Developing a Diabetes Mellitus Comprehensive Care

Pland-2022 Update

5. Standards of Care in Diabetes —2023(ADA)

. Australian Type 2 Diabetes Glycaemic Management Algorithm 2023
. Management of hyperglycaemia in type 2 diabetes, 2022. A consensus report by the American Diabetes Association (ADA) and

the European Association for the Study of Diabetes (EASD)

. Blonde L, et al. Switching to iGlarLixi Versus Continuing Daily or Weekly GLP-1 RA in Type 2 Diabetes Inadequately

Controlled by GLP-1 RA and Oral Antihyperglycemic Therapy: The LixiLan-G Randomized Clinical Trial. Diabetes Care. 2019
Nov;42(11):2108-2116.

. Linjawi S et al. The Efficacy of IDegLira (Insulin Degludec/Liraglutide Combination) in Adults with Type 2 Diabetes

Inadequately Controlled with a GLP-1 Receptor Agonist and Oral Therapy: DUAL III Randomized Clinical Trial. Diabetes Ther.
2017 Feb;8(1):101-114.
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[131] ¢t#4§A, [439] 7Iehe] ZHAES A= 2 AW

4 ¥ A (D) p

T AFLAR7IE R T AFAR7IE R BH M
[131] S/ W WA ohdlst e JEomE ALY W WA ohdst ge JEozo gy Fu
Fol A adkifol® AN, ¥ ARIE o Fol A agFeld dgun, ¥ AgAE o * F
Docncthesore 9190 = oFgt Aol 847 BHES @ st ok AN 847 RHES & Brolucizumab
FApAlS] el
[ b SobE dojl e

o] A A (3 %3:

IR E PR

A 700ug)

ATy )

¥ Ranibizumab FAM| T Aflibercept AR
¥ FaricimabTAMAl < F 7} > B4 &
A T2 AASA oy

7R th(d g 2E)

% Ranibizumab A = Aflibercept A

T+ FaricimabAM] T+ Brolucizumab F

AAsE g Folt oz el ot

[131]

Triamcinolo
ne acetonide
TFARA (F 8¢

whrho] = 7)

S7kAkE WSl del A obesh 2
Fo A adFAE A4em,

ol
ol ok WS A RHES

;/IH,

¥ Ranibizumab ARl B Aflibercept A

b wel el A obelst pe

=S .
Fol A LFelE A4, B AGIFE ol
o= ofgh Aol B RHES I

¥ Ranibizumab ARl %= Aflibercept =AM

el =9

A opAl 37}

= FaricimabFAM < & 7F >9F W& & = Faricimab5AM EE Brolucizumab F
s
[131] <=8 A, [439] 71Ete] ZAAES x5 2 A
EIE] W A (Qh) 49
T B ARARIFE 2 B ARARIE 2 B m
gt FA= AAGA ofg. A B8 Fole gol= getA oha,
[439] S7HAbE M9l o)A olelel e JFow FE MM W UdlA oldlel re JFow FloWuwd ¥
o] Al 2dFAE AAQE, F AQIFE ol9ello] A QAFAZ AQEH, F AAI|E olele]| W F F
Aflibercept |= &gk S 3x7F RHESE 3 = 4F S A BREESE 3 Brolucizumab
FALA (18 o - b g - FAAe] Fo
CHIEIORE | 1 naRng(ed) dEed Fuas b ARERA(HA) AHe efel ok
A, D~3 & 2 D~ 3) (@Y 2L Foisls 2
ofel o}z soka] 27}
=R g guyy gurs oFey guns
D D = D (@Y} 22
2) (4 ) 2) (AP} 1)
3) =elgls 3xd % 148 o]ul(Ranibizumab, 3) TS5 b @ & 143) ofu)(Ranibizumab,
7} FaricmabTAHAIK & 71 > T34 ¥3) Faricimab, Brolucizumab FAK| Fol3l& X
3
th " @ (8 2 o~ 2 (A 2
[439] S7paba W9l UelA oldel g vEomEstAE W9 el oldlel 2o FomoAerd  #7)
Fo] Al goFelE A, ¥ AAQIE o o] Al 2FFelE AAGH, F AQIE ol AG  Frlol
Brolucizumab|®] ol & &gt dHE A7l HEES ol = gk AAS AU FEES 3 el -9




[131] <+34-8-A|, [439] 7Ete] =AAX9 A8 H A

a9 ¥ A () e
T B AFAAG7E 2 By AFAZ71E 2 3 o
FARA (557 -oF & - -oF - S| 7kAke), B
HeFzejd) O AAEAE(s4) 9884 oA 7h AREBAE(FA) dB88E FdA T (A TA,
EAIRAD) | 7 R (B ED 1) Fodid: (@83 25) A EAA
) 2 3
. Folu 2) Fol (H&E7H oA
1) (B =) 7h (A3 2F) & Fxsl]
2) (B =) W) (@A 25) Fxg g
3) (B =) o) (dP 2H) B F o
Anti-VEGFA
o (& =) 3) (AR 2F) At 54 F
o] 7] & o &
<F 7> U Sy Fuis S g
1) Fod4: F4 99574 (Central retinal
thickness) 300um °]4¢ 3%
2) A Fury f= &4, 2= B
28 5o A3 X85 ZHE 7Y F
ge 2
3) FAsly: B4 F ¥ 143 o
(Ranibizumab, Faricimab, Aflibercept FA}
A FoA3sF T3
~ 15 -
[131]1 <r3h-& A, [439] 71Ek9] =AA XY X5 2 I
3 3 w7 () e
7B ARAR7E 2 3y ARAG7E 2 B o
[439] ZboopAd SZALE el el M ofsiel 2|7t ofAl SIMARE WS el A okelleh 2o gy may g
7R Fol A agHolE A, B JAAPIFoR Fol Al 84FAE dAEH, T A u o m oz )
Ranibizumab|7| % o] 9lo] = okzk Aol DAt HHES 7% olold: okt NS AT PRES G| g
TAAER: -ob 7 - —ob - FAHAle) el
FAEEE oL gaend s adne 3w b AR () AR Fuag goje] e
&L D~3) (W = D~ 3) (A3} ) SRk C o
TAEsz Fepa 7}
HEEAE g gngy guns ey g E
A9 @ = D (@93} 22
2) (4 =) 2) (Ra 28
3 welgs @AY F 1S od] 3) FeIss @x I 5 143 o] v (Aflibercept
(Aflibercept® FaricimabTAHAIK & 7F > , Faricimab, Brolucizumab FAH ]34
Fol5 4 ) %3
| T P A ) o T (@99 2
# HALA
1. g9 A 53(2021), g+=gutets] A
2. Harrison's Principles of Internal Medicine, 21e> Chapter 405: Diabetes Mellitus: Complications
3. Ryan’s Retina 7th, 2022 > Chapter 29. Mechanisms of Diabetic Macular Edema and Therapeutic Approaches
4. Current Medical Diagnosis & Treatment 2023 > 7-20: Retinal Disorders Associated with Systemic Diseases
52021 @= Ia8AZ A7, JFId=Y s3]
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[131] <+34-8-A|, [439] 7Ete] =AAX9 A8 H A

g 3 ¥ (<) 4
F B AREAA7ZE L B9 ARAF7ZE L B Tr

6. Retinopathy, Neuropathy, and Foot Care: Standards of Medical Care in Diabetes, American Diabetes Association 2022, Diabetes
Care 2022;45:5185 - S194

7. Guidelines for the Management of Center-Involving Diabetic Macular Edema: Treatment Options and Patient Monitorization,
Clinical Ophthalmology 2021:15 3221 - 3230

8. EVIDENCE-BASED CLINICAL PRACTICE GUIDELINE, Amerian Optometric Association, Eye Care of the Patient with
Diabetes mellitus, 2nd edition, 2019

9. KESTREL and KITE: 52-Week Results From Two Phase III Pivotal Trials of Brolucizumab for Diabetic Macular Edema, Am J
Ophthalmol 2022;238: 157 - 172.

10. NICE_ Brolucizumab for treating diabetic macular oedema [TAS20], 22.8.31.

11. SMC 22.10.10.

12. HAS 22.9.14.

13. CADTH Reimbursement Recommendation 23.2.8.

14. AETNA_22.11.25_Vascular Endothelial Growth FactorInhibitors for Ocular Indications

[142] AA A A (M 5] d A £9)

3 3 73 (¢h) o

Eﬂ;
A
ey ARAAAE 9 o FESELER R F

[142] 7y oFAE SR WS iolA ofgiel 22 VEom | Zb ofAlE S7MA WS WolA ofgie 22 Y|Eez| 0 nA, T}

- ] -
Fol Al adgelE QA T QAVIE olel=|Fe] Al fdHAE A, T AAVE eleds| =<, %

47 -
[142] AAA o HJ A (W Eo] A HI LA =7)

3 3 WA (9h) e

F B ARAA7ZE L B9 ARAF7E 2 B Tr
Upadacitinib |95t AAE A7} FFEE o) oFgt HAE AP FHES 3 =2, 3
BTA “ob A - “ob A - b oA
(FB:dHWa | 1 A9 Frelxs #4982 1. 4% FutEl2 34 3 g Fxstd
A 4 = =) 7h Tk (898 2 HAAR A=
15e 1, oFAel ol
e 2y | 2 W TF okEY] IRq #A 2. W FF okEy] wrq A s
U ) 7} 7k (AR 2 e
At yepg o]
3. T AARHF4 3 T AALHFH e A E
7Ttk (A =) 7E T o (d8 2 = A7 oA
7b =711 A
<= b 4. 499 FT=-2% BFA ARA U4 Qo] FHmE-
7t B dA 5o AL
Corticosteroid}  6-Mercaptopurine  =+| &< a2
Azathioprine & EHHA X7 %A i3] nHEzR X
AAS e YA dAY Wepdel Y| Zo uroo]
A% = A7 FA 871U FEE-5F9 AAY ok
AR d3g 82 _ _ Aol gl Ao
- oul, 654 ol #x, A¥AA uYIE Tr olge
o, 4 FF ¥l Sl FRAME dmel =
71& AEA(INF A4 5 AE3}3 - -
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[142] A A 8} A(H 5ol A LA £3)

d 3

W A9

T 2 AFAR7IE 2 B

AFJARZ7IE 2 B

AADA =-d3s] whE3x] FAY o]

Qe Aol abo] o] ok Apgaholol .

¥ F5E-330 AYY AId B
D ool A4E YA FEE-33 AP

H3Y A2E FAH(Mayo score 6 to 12

and Endoscopy subscore > 2)

% AFINIY FERAE A dola AFA~d
(Mayo Scoring System for Assessment of
Ulcerative Colitis Activity)

w1 = (Stool frequency)

0 = Normal no. of stools for this patient
1 =1 to 2 stools more than normal
2
3 = 5 or more stools more than normal
Subscore, 0 to 3
2] 2% 3 (Rectal bleeding)
0 =
1

3 to 4 stools more than normal

No blood seen

= Streaks of blood with stool less than half
the time

2 = Obvious blood with stool most of the time

3 = Blood alone passes

Subscore, 0 to 3

,19,
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d 3

LR 1G9)

% ARARNZE 2 B

AFAR7IE 2 BH

WAl 23} (Findings on endoscopy)
0 = Normal or inactive disease
1 = Mild disease (erythema, decreased vascular
pattern, mild friability)
2 = Moderate disecase (Marked erythema, lack of
vascular pattern, friability, erosions)
3 = Severe disease (Spontaneous bleeding,
ulceration)
Subscore, 0 to 3
oJAFe] #3¥H 7}H(Physician’s global assessment)
0 = Normal
1 = Mild disease
2 = Moderate disease

3 = Severe disease
Subscore, 0 to 3
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% 2 M E(CDAI)

:ofele] M5 dhatsto &4 =(CDAI: Crohn's Disease
Activity Index)
(1) 130l MAtsl

(2) 1—7|<—Oﬂ %%ﬂ S HA S %%%“2,
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) (EZ=AS - XA B)/EFHS) x 100(%)
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o, SYTNIALISIASIAINE - inhibitar:
Infliximeb AW = Ustekinureb, Vedolizumeb
FAAR] 33 SOt FRgow Foke & 4
g WS m= Mokhotw sjdol Waso] ghe
BHIAR He i 71E FoE RS
Anshol 5 oz IATASwichE Folz
Slgeln, o] ASols WASCl] it Sz

Fstelol &

4 AAY A 18 AYRe HAT AT D sldlel| 6. A Al 18] Agte 59T A 2 slehel
Aol Aol AR &, ik, Az Fopaz| Aol Al NARAAZ I ke, Az Fepdz
B 245 olFo] gy AMAFEES Bolm P | PH UF o|Fe| oPgH AYVEEES nolm b
gl 9l BAel A A 0~NARAA YT | ol G DA A Ak 60~0LR7A

5. 5 ohAlel AR B A FOARNEY) 51| LB oklel SR 3 AR FNET] B
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6. 5 AE AMEsIE A$ol= "INF-a inhibitor| 8. & ¢FAIE AMEsHE A9l "TNF-a inhibitor
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- DiPiro’s Pharmacotherapy: A Pathophysiologic Approach, 12th Edition(2023)

- Greenberger’'s CURRENT Diagnosis & Treatment Gastroenterology, Hepatology & Endoscopy, 4e(2022)

- Harrison’s Principles of Internal Medicine, 21e(2022)

- Saudi Arabia consensus guidance for the diagnosis and management of adults with inflammatory bowel disease(2022)

- Silvio Danese et al. Upadacitinib as induction and maintenance therapy for moderately to severely active ulcerative colitis: results from three
phase 3, multicenter, double-blind, randomised trials. Lancet. 2022 Jun 4;399(10341):2113-2128

- Nicholas E Burr et al. Efficacy of biological therapies and small molecules in moderate to severe ulcerative colitis: systematic review and
network meta-analysis. Gut. 2021 Dec 22:gutjnl-2021-326390

- Juan S Lasa et al. Efficacy and safety of biologics and small molecule drugs for patients with moderate to severe ulcerative colitis: a
systematic review and network meta-analysis. Lancet Gastroenterol Hepatol. 2022;7(2):161-170.

- Panaccione R et al. Efficacy and Safety of Advanced Therapies for Moderately to Severely Active Ulcerative Colitis at Induction and
Maintenance: An Indirect Treatment comparison using Bayesian Network Meta—analysis. Crohn’s and Colitis 360. 2023;5(2):0tad009.

- Friedberg et al. Upadacitinib Is Effective and Safe in Both Ulcerative Colitis and Crohn’s Disease: Prospective Real-World Experience. Clin
Gastroenterol Hepatol. 2023 Jul;21(7):1913-1923.e2.

- NICE(2023.1.)

- PBAC(2022.11.)

- CADTH(2023.11.)
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- Inflammatory Bowel Disease: Diagnosis and Therapeutics, 3e(2017)
- Greenberger's CURRENT Diagnosis & Treatment Gastroenterology, Hepatology & Endoscopy, 4e(2022)
- Harrison’s Principles of Internal Medicine, 21e(2022)

- Loftus et al. Upadacitinib Induction and Maintenance Therapy for Crohn’s Disease.

N Engl J Med. 2023 May 25;388(21):1966-1980.

- Brigida Barberio et al. Efficacy of biological therapies and small molecules in induction and maintenance of remission in luminal crohn’s

disease: systematic review and network meta-analysis. Gut. 2023 Feb;72(2):264-274.

- NICE(2023.6.)
- PBAC(2023.7.

)

- CADTH(2024.1.)
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AT (Switch) & FIZ 943, ©] 7 WA F (Switch) & F2 A3, o H
Folle ZAFA gt FALAME HF-3) Felle WA FA gt FALAME HF3}
ook . ojof &,
375 (" = 3.~ 5. (d37 #)
a5 -
[142] AAA S HFA (W) B0l BALAA E3), [439] 71ete] ZF AT X5 ¢ A
d 3 H A () AL
T & AFJAAR7IE L By AFAJAAR7IE L 0
[142] &7 Ak W9 UelA olelel e VEom FF A 9 A oldlel 2 vFo® FoMIX 0 Ex
o Al 8gFFeE s, & AATIE oleldl|el Al adHolE dASH, & AA7IE ]9l cyclosporinec]
Ustekinumab| = kgt A& a7} wehes g, = okgh dolg B REES 3 nago] @
FAHA —ob A - -ob - el DMFE
(E3 | 7 ad 7} Ax Fofgh 7ol
z=dekd | ) 2oy 1) Fof o 1=t el
ZEEET | 6709 ol A%uE w6M ol de] WA FF| 6719 ol A% w6M ol e WA F7F| weldd Uk
Bmg T | @Al Bz s, W), o EE b, W), ehE|  waaA ﬁy}z 7h, W), th EE b, o, ehg oL MIXS
FEo 29D, HRBFLUPUVA) 2 F| FHeE 49( 9 RAasteg(PUVA) @ 5| cvclosporine
w42} 2] A (UVB; Ultraviolet B)oll =5 &7]¢1|  34219] A (UVB; Ultraviolet B)oll =5 &7]¢1 Rl 8ol
DA o, W), th 2AE FRAE A9 | BAE D, Wb, th 208 2RAE 4% | o0 DM
‘o os- g s- Tk S
DVIFe] 7IaA]
7h) 1o 2 SR Bedy surfce area)e] | 7h) SRgRI] A R ABody swtace avea)®]|
10% ©]4 10% ©]74 = A9
1} PASI(Psoriasis Area and Severity Index) 1}) PASI(Psoriasis Area and Severity Index) Devcravacitinib
10 o]% 10 o]’

ATA(E

h MTX(Methotrexate) B+ CyclosporineS 371 }) MTX(Methotrexate) %= Cyclosporines 37H| B =)}
Y o FoIFE TPsIRolE vkeo] siAY g ol FoA*Egl el E weol fAY B A =4 o
P8 5072 AN5E AEY = g S A8 o2 ANEE AET & gl A Aole]  ula)
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[142] XPEBL%H](H]—‘—ETQ’E? B LA 2£3), [439] 718te] 2HAE A5 F I

d 3

¥ A9

?_

E

*‘ﬂ'r]%ﬂ 2wy

AFAR7IE 2 BH

h) s F-gsteta y(PUVA) = Fapdatel A
(UVB) Ao 3714

m(o
0?~
bl
ofr
o
32
oo
)

3 7b # Methotrexate 5= Cyclosporinesl % 2H4-©]
AGHAY #ZLo] UAd XNES
&8 4 g vk 184 o)A Aol WAk A '1°l]
DMF(Dimethyl fumarate) & £ 3% A
=g
2) =7} 2) H7H

(=)

3) 4 AL AL A ) A (TNF-a inhibitor:| 3) %3] A2} L1} A &) A (TNF-a inhibitor:

Adalimumab, Etanercept, Infliximab FAHA)
T= Guselkumab, Ixekizumab,
Risankizumab, Secukinumab A, (&

7ol ZH7F JAY FRger Fopg

AT F Pk AT TE BHEIE ) FHEOR RS A% 4 g AT
Aol "eAel b AS@AR pE  EE BokeSw del Beyel Uk A%
44 619 FAE fASES AL (@AD ML AL 619 FIE fAGES

o ST A (PUVA) Bt SIFAAEA
(UVB) Aoz 3719 ol Azalggol
Brgol A RAE 508 ARE A

]./\01%740

(A 25)

Adalimumab, Etanercept, Infliximab A
T Guselkumab, Ixekizumab,
Risankizumab, Secukinumab FAA,

Deucravacitinib A#Aol 3471 LAY

Upadacitinib
74 TA (#F
LRI
1548 14
308 17)
wol o gl
wel A
oqo e

[142] A RA (M So)d A LA £3), [439] 718t =AAEY A5 2 I

d 3

LR 1G9)

T ¥ AFAARA7IE 2 3 AFAJAAR7IE L 0
e M]TOEl(Swnch)E HA9Z2 9l AH T AE A F o (Switch) =
Aatw, o] Agde AAFA g Fo AR A, o] Ao WA FA
2AME HEstooF §. st FALAAE HFEstoF 3.

4o =) L.
o A8 o
D ~2 3 = D

3)  FTEHARIALIASA]  (TNF-a  inhibitor:|  3)
Adalimumab,  Infliximab — FAR)  EE
Vedolizumab FAK, < 3 7} Yell 237t (A

v Fgo s BFokS A& ¢ gle A E
© BUesr MAe "ol e A
Ak A= A 6hY FAE FANES A
T3Hel F AE WA T (Switch) & F9=
g3, o] Z39olls wAIFA gk Fof A27dA
£ oo &
zh, A g4 ek
D ~2 W D

~2) (AR 2

FPARIAATASA  (INF-a inhibitor:
Adalimumab,  Infliximab — FAMA) T=
Vedolizumab A, Upadacitinib A7Ao &
QAL RAGOE RS AT & gl

T Bokegw jde] Beel 9k
)

[e)

T =

(ZAZ = AL 671YE FAE FA8
2 A3 F kA2 ZAF (Switch) S
7ol wAFe] gk o
3]

AR 13
~2) (A 22
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[142] A AR A (] 5ol =

q9A =3, [439] 719 =AA 2 g 2 I

4 3 | A e
+ 2 ARAAAE 2 T ARAANE 2 T
3) T FAAJAA L 3 A A (TNF-a| 3) T S AL AL A & A (TNF-a
inhibitor: Adalimumab, Golimumab, inhibitor: Adalimumab, Golimumab,
Infliximab FAFAl) £+ Vedolizumab Infliximab =A}A|) =+ Vedolizumab
AMA], Tofacitinib, Filgotinib, Ozanimod, AFAl, Tofacitinib, Filgotinib, Ozanimod,
<F 7> AFAd 37t A F& Upadacitinib 47 Alo] &37F gAY
o7 s AEE F e AF ® FAE&oR Foks AEHE F g A
T BdedE A BeAdol e A e BgeEsr Mo dadol e
(A A= HA 671Y FAE A (AT ofAle AL 6/l FAE
Agtes Anghoel & A= A Fo frAst s Aaghe 5 FAE WAF
(Switch)& Ho =2 AAstH, o] H 99 o (Switch)& o2 AA3H, o] A5
E wAFA gt FALXHAE HE o & wWAFAo gt FALXAAME H
ahof oF § -t of 3
[439] 1. 7} oA S7RAbaE 9] ol A ofefol 22 71 |L ZF oFAPE S 7K RI9] el A offjel e 71 0 MIX T=
o T A 8dFAE AAEH, B AAVFE o Fo A 8FFAE AAsM, § U475 cyclosporine]
Adalimumab | o] 9] = gt A AL A7} REER § olefoll= gt MAe A FHEE 3 Fakgo] Ay
FAA (35 —o} o - o} @ - sl DMFE
FEEHT S| A~ ok (g 2 7~ ok (@A 29 oI A
5 712 u 714 AUl
D Folt D Folel HeRs ke
s, MTXe}
_ 39 -
[142] X}a&%ﬂ](u]%ﬂ"é AYAA £3), [439] 716He] ZAMEY X5 @ I
4 9 A () e
T f‘ﬂ—r AAR7IE 2 B AFAR7IE 3 B
6714 o] A& = vk 4"1] ol W FF| 671 o] A&H= w44 o3 R FF|  cyclosporine
IHFAa Bx }i 7h, W, th T 7h, W), EhE| A SxZ 7, W), th B b, W), #EHE| Bl 5§80
FZahe 49D, 9533t ¥(PUVA) 2 5| $25tE 499, 95388t (PUVA) 2 | =il DMFS
514219) A (UVB: Ultraviolet B) X 2% o]l % 31421914 (UVB: Ultraviolet B) X 280] w5 TAZ 85
F7191 BARE b, W, th 218 $ESke 49 w719 Sk b, W, o) 2ae sEshe gy DY
AT 5 I
BN BN sAge
7h Ao AA| 3 5H 4 (body surface area) 7h el WA FFHA (body surface area) o
o] 10% ©l% o 10% °1% 7 Dermadind
1}) PASI(Psoriasis Area and Severity Index) 1}) PASI(Psoriasis Area and Severity Index) iozi_]:;);
10 o134 10 1% At SA el
thH MTX %+ Cyclosporines 370 o]k Fof th MTX 1= Cyclosporines 3719 o] Fo* Aolo]  w
(F 7P 5% jEgo] gAY F-2H-8 A5 E BEgo] ALY FAE ToR wAEe =
502 ARE AST £ Y& A% ARE AHE F 9= A5 7]zl 8
2h) J 533t a M (PUVA) B Supgateldd)  2h) dF33staf(PUVA) = S99l g yrme
(UVB: Ultraviolet B) 2|5/ 0.2 3714 o4 (UVB: Ultraviolet B) |52 3714 o] =7}3}
Azt 5ol = ¥hgo] AV 28 FOo A58t SolE vhgo] gAY 48 5o
2 AEE AHE F 9l B¢ 2 ARE AEHE F s A5
F b % Methotrexate F=+= Cyclosporine®]] % 24 9]

AgHAY $ago S NEE
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[142] AA | A(HFold AHdA £3), [439] 7|ete] =H A2 A5 R I

3 3 W 7A(eh) 4
T B ARAR7ZF 2wy ARAAR7ZE L g Tr
AEE = Q= o 184 o 4321 I Aa]
DMF(Dimethyl fumarate) & £¢3 A9 &=
3
9) 7 2) 7P
(A 2 (337 2)
A~ 2 () Ah o~ 2 (dRT 29
2.~3. (& = 2.~ 3. (d3y} L)

4. TFE: TAIARIANE A S A (TNF-a inhibitor: Etan|4. ThHe: S RIS 4 (TNF-a inhibitor: Etan
ercept, Golimumab, Infliximab FAFA]) T+ A|  ercept, Golimumab, Infliximab FAFA]) = Aba
batacept, Guselkumab, Ixekizumab, Risankizu| tacept, Guselkumab, Ixekizumab, Risankizum
mab, Secukinumab, Tocilizumab, Ustekinumab, V| ab, Secukinumab, Tocilizumab, Ustekinumab, V
edolizumab <A}, Baricitinib, Tofacitinib, edolizumab FAFAl, Baricitinib, Tofacitini
Upadacitinib, Filgotinib, Ozanimod, <3| b, Upadacitinib, Filgotinib, Ozanimod, De
7> AFA 3 AU BFEo 2 FokS|  ucravacitinib A Aol &3t gAY F2E0

A& F gle A EBe BAeESE Y] 2 RS AEE F gl A BE BESE
daAdol e A-(mAT FAle HL 670 AL Aol e A-(wAF FAE Hx
4 FoAE fAs=E dAndhd & FAZ| 6/1€ FolE FASES Aughdl 5 oA
WA F(Switch)E FAZ A4, o] 4| AFA(Switch)E FA= JAsIH, o] Ao+
o= wAFo ol e FALANE

et

wal| mAFolol vlg FoladME Aistelof

[142] AR o HA (W Eo]d BH LA £F), [439] 71Ee] =28 A2 X5 H A
@ a9 A () P
T ® AFAZ7E 4 By AFAZ71E 2 By o
o oF &
5~7. (A =) 5~7. (3% £5)
[439] 1. 37K ®9] UlelA] ofefio} 22 7Eo R Fo] AL 37kAKE ’I9] UlellA] ofefjel 22 7|Eo R Fo Allo MIX =
QdFAE AASH, & AAHVF ol9oll= ok QYT AE AATH, & AAVFE olQoll= k| cyclosporine®]]
Etanercept | A4S A7t REEE 3 AAs A7) KIS 3 F2Rgo] Ay
FALA -oF o - -oF - st DMFE
(F78: 7bo~ 2 (A 2 7ho~ 2 (93 2 Folgt 7 pell=
AB AL | vp A vk, AAd 71EHR ol
) 1) FoAdd 1) Folu%d Fo94 ks
670 o] A&HE T 64 o] Fe v FF| 671 ol AFEE W 64l oo W FF| s, MIXe<t
WgAd g2 7, W), oh) B 7, W, E‘r)% IgAA A2 7, W), oh) E= 7h), W), 2DE|  cyclosporine
FEoe A5-(d, 973353t aH(PUVA) 2 TEobe A (e I5338aH(PUVA) 2 | Bl §k80]
342k A(UVB) A5 Hel 25 F7]<] ﬂ?‘}b AL A(UVB) A& 27 37191 $xl=|  ofdsle] DMFS
7hH, W), ) 21& T A9 7h, W), oH 21& T3 A9 Folst A
DVFe] 7137
-t 5 - - 5 - 2 7 e
71 #dzAx o] AA 75 H4(Body surface area) 71 0] AA B HA(Body surface area)) = 7R g
9] 10% ©°]% 9] 10% ©]%+ O Deucravacitinib
1} PASI(Psoriasis Area and Severity Index) 1} PASI(Psoriasis Area and Severity Index)| @745
10 ©]4 10 ©% EEFA)7
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[142] A7 2§ A (W 0]

q9A =3, [439] 71EH9

zAAE A 2 Ag

2 CEICD) i
S AFAG7E 4 By ARAANE 2 3 o
thH MTX %3= Cyclosporines 371 o]k Fof th MTX %+ Cyclosporine 3709 o4 Fo1®| A5+ SA <
(-’7‘- B3t EolE wkgo] GIAY FAE SFAgol = ukgo] IAY F-2g Sor| A we
ow ARE AHY F Yt A4S Agg A5 5 9 45 s B
2 A Bt W(PUVA) S 594294 @b 93882 d(PUVA) E= Sobgaed) o7IEel 3
(UVB) Ao 379 o4 Anade (UVB) ARHown 34 ol Araae| © BEEE
o wgo] fIAY $AE o AnE ol wgol QA RAg Fow Ang| T NE
A& gle AS A&EE # e A5
F 7B % Methotrexate T Cyclosporine©] 249
AGHAY F&go] HA3A XNEE
A48 = e 5 184 o]AF A 3} 71‘]_’1\1011
DMF(Dimethyl fumarate) & £ & 73
=5
2) B7HH 2) B7H
A =P (a7 235
2. (A =) 2. (3393 23)
3. & FSYARIALIA S A (TNF-a inhibitor:|3. & FYARIALTASA(TNF-a  inhibitor:
Adalimumab, Golimumab, Infliximab F=AH) 5|Adalimumab, Golimumab, Infliximab F=AFA) T
+  Abatacept, Guselkumab, Ixekizumab,|== Abatacept, Guselkumab, Ixekizumab,
Risankizumab, Secukinumab,  Tocilizumab, |Risankizumab, Secukinumab,  Tocilizumab,
_ a3 -
[142] AR o HA (W Eo]d BH LA £F), [439] 71Ee] =28 A2 X5 H A
@ W 7(2h) e
T ® AFAZ7E 4 By AFAF71E 2 g o
Ustekinumab, Vedolizumab ZAMA|, Baricitinib, Ustekinumab, Vedolizumab A4, Baricitinib.,
Tofacitinib, Upadacitinib, Filgotinib, {3 7}> 7 7*|Tofacitinib, Upadacitinib, Filgotinib,
Aol A7} FAY F2HE o Foks Xliﬂ 4= ¢l=|Deucravacitinib 7 7Alol E37} QAL g o
A EE Boesk Aol F 0“01 T AR B AET F Qe A B EYeSE A
(A A= Hax 6708 7 1] OPE% Ao ool e A (AT A= HA 671
el F A E WA FA (Switch) & 2 AFsHFAE FASIESE Ax) o T IAE ZAF
w, o] Aol wAFA st 151—04/\73/‘13 AR (Switch) & FE 1G3HH, o] A%< ZAF
stooF 3}, of g FALAME HFstolok 3t
4. ~ 6. (A =) 4. ~ 6. (A4 ZH)
[439] 1. 7} Al 371N W9 Yol A] ofgiel 22 V1|1 ZF Al S7tAREE W UlelA] ofglel 22 V1|0 MIX E=
o Fo] Al QdFAE A, F AAVE o2 FoJ A QYFHE AAS, & AA7IFE|  cyclosporined]
Infliximab olgloll= kgt MHE IV FHESR F. ol¢foll= kgt HMHE AL FHES 3 el A
A A (F78: —o} g - o} g - ste]  DMFE
fm Aol =+ Fofgh 5ol
Sk~ = Ao~ 2 (@ 28 71E Aol
ul, A wl AN T4 7Fs
1) Folhy IEER ;’;‘j’losﬁﬁ
671 o A&H = T F5 WA BANTH 612 ol X &HE T T I SRR
1841 o4 HRDE 7D, L), o) S 7h, 1h, ehE| 1841 013 AR 7h, 1h, th i b, L, E| ek e
T T T T obd=le] DMFE




[142] AA | A(HFold AHdA £3), [439] 7|ete] =H A2 A5 R I

4 2 ¥ A (<) i
7B ARAR7E 2 B ARLAR7E D B "
FZ5oe A, JR4EEaHPUVA) 2| SFdhe A5, 53832 (PUVA) 2| Folgk 43¢
= 9212 A (UVB: Ultraviolet B) A1 88joll 25 Z313x19]4(UVB: Ultraviolet B) X &0l 25|  DVI9] 7REa4]
F719 @A 7h, W), th 20 FFeE| 719 @A ), W), th 208 FHee L T 9=
3% 39 = WA
- o - - o o - Deucravacitinib
7) WA A FRRA body surface area)®]| 7 714I0] WA TR A hody surface area)s]| 0 1
100% o] 4} 10% o] 4 EHT A
. ) . . At SA el
1}) PASI(Psoriasis Area and Severity Index) 1}) PASI(Psoriasis Area and Severity Index) el wal
10 ©]¢ 10 o] ,j;jE )
th MTX %+ Cyclosporines 3719 o)A S ™hH MTX %+ Cyclosporine 3719 o)A Foi* ;7]; | ;
(F 7baA S % jEgo] gAY H2h& Al E whgo] gAY H48 o= g ogume
TOoE AEE AEY F e AT ARE AT F gl 45 e
g}) 353318t 8 H(PUVA) B 33294 g}) 3533358k 8 H(PUVA) = Su932k9]d
(UVB: Ultraviolet B) 222 3714 o] (UVB: Ultraviolet B) X33 2.2 371€ o]
A5 AFANE jESo] gAY 48 2 A5 wol = Wgo] gAY 748 T2
2 ARE ALY 7§l AT 2 ARE AHY F gl AT
(F 7 % Methotrexate 5= Cyclosporine®l] 428 o]
AGHAY £&§o] T3} XNEE
A& £ Qe 57184 o)A A9 I A
_ a5 -
[142] AR o HA (W Eo]d BH LA £F), [439] 71Ee] =28 A2 X5 H A
4 2 W A () e
T ® AFAZ7E 4 By ARAZ71E 2 g o

ah o~ Ak (4
2~ 3.4
4. TE  FYINRIALTANA(TNF-a  inhibitor:

Adalimumab, Etanercept, Golimumab FAH])

Y= Abatacept, Guselkumab, Ixekizumab,
Risankizuiimab,  Secukinumab,  Tocilizumab,

Ustekinumab, Vedolizumab SAHA, Baricitinib,
Tofacitinib, Upadacitinib, Filgotinib, Ozanimod,
(F 7D AFA a3t YAY FREo R Foks

=
FABtEE A F AR wAF
(Switch) & =2 17831, o] Zfoll= uAF
oo st FAXAME AT 3ok 3
5 ~7. (& %

DMF (Dirnethyl fumarate) £ £33 A9%

=5

2) F7HH
(A3} 25)
Hh ~ AL (A
2.~ 3 (A} 2
4. B8 FEPRIALIASNA (TNF-a  inhibitor:

Adalimumab, Etanercept, Golimumab FAHA])

H2)

7
=)

Y= Abatacept. Guselkumab, Ixekizumab,
Risankizumab,  Secukinumab,  Tocilizumab,

Ustekinumab, Vedolizumab S=A}A4], Baricitinib,
Tofacitinib, Upadacitinib, Filgotinib, Ozanimod,
Deucravacitinib A 7Aldl 37} g7 224
o= Foks A& Qe 7
Nde] Ha Aol 3l
671 Y FoAE A8t
A Fo (Switch) & Fo 2 A&, o] 7499
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[142] AA | A(HFold AHdA £3), [439] 7|ete] =H A2 A5 R I

d 3 W A () 49
T B ARJAR7ZE L B ARARIE 2 B m
[439] 1 7 kA 3 7kabe Wel el A olelel 1. 7 kAl #7kabe wWgl Ul A olelel 7O Upadacitinib
e FoR Fo] A Q¥FZ AAs| & JFoR Ko A Q*FZ AAsy| ATA(EY
Vedolizuma| % 14712 ol9ldlE oFgh dde sl B AA/FE ool kgt Aole Fary AWANRA
b FAHA FHES FEEEZ 3 154 & 23
(E1: 719 3088y 1)
Pz =) ~ob o - o g - Fo]  stjof
b AF g b AR o her A
D ~2 (W = D~ 2 @Y 2L) ofol 3% A
B F7}4e
U, a2y EEEY
D ~2 A& = 1) ~ 2) (@33 25)

2. ZUIARIALFASNA(TNF-a  inhibitor:[2. %I ARIZL A A (TNF-a  inhibitor:
Adalimumab, Golimumab, Infliximab FAH]) &| Adalimumab, Golimumab, Infliximab S=AMA]) B

+ Ustekinumab A, Tofacitinib, Filgotinib,| + Ustekinumab A, Tofacitinib, Filgotinib,

Ozanimod, {F 7B ZAFAl @371 iAWY ¥| Ozanimod, Upadacitinib 73?-21] o &7} A
2402 BokS A& F gle A e S| U FEEo2 FAE A& gl A EE
SE A ool e A (XA FAE| BIeSh A ool e A (AT oF
2 g FAE fARIESE 42l F Al A= FAx MY FAE AXEESE 41l &
[142] A AL HA (] Fo]d A LA £3), [439] 7|ete] =HA X Mg @ IF
¥ 3 H A () A8
T ¥ AFAR7E 2 AFAR7E R B i
2 WA FA(Switch) & H9E AA3IH, o] 73| H=E ZAF(Switch) E 5A=E AR, o]
Folle XA FA et FALANE HF3t| Adds ZAFA Ut FALAME HF8)
oF gt oof &

o

H2A

. Fitzpatrick’s Dermatology, 9e, 2019, Chapter 28: Psoriasis

. Basic & Clinical Pharmacology, 15e, 2021, Chapter 61: Dermatologic Pharmacology

. NICE Clinical guideline, Psoriasis: assessment and management, published: 24 October 2012, last updated: 1 September 2017

W N

. A. Nast, et al. EuroGuiDerm Guideline on the systemic treatment of Psoriasis vulgaris, Part 1: treatment and monitoring
recommendations, JEADV 2020, 34, 2461 - 2498

5. A Nast, et al. German S3-Guideline on the treatment of Psoriasis vulgaris, adapted from EuroGuiDerm - Part 1: Treatment
goals and treatment recommendations, JDDG, 1610-0379 /2021/1906

6. Alan Menter, et al. Joint American Academy of Dermatology 2019, NPF guidelines of care for the management and treatment of
psoriasis with biologics, ] Am Acad Dermatol 2019;80:1029-72

7. Alan Menter, et al. Joint American Academy of Dermatology 2020, National Psoriasis Foundation guidelines of care for the
management of psoriasis with systemic nonbiologic therapies, ] Am Acad Dermatol 2020;82:1445-86

8. Atwan A et al. Oral fumaric acid esters for psoriasis (Review). Cochrane Database Syst Rev. 2015 Aug 10; 2015 (8):CD010497

9. Oras A. Alabas, et al. Effectiveness and persistence of acitretin, ciclosporin, fumaric acid esters and methotrexate for patients
with moderate-to-severe psoriasis: a cohort study from BADBIR. Br J Dermatol 2023; 188:618 - 627

10. K.J. Mason, et al. Persistence and effectiveness of nonbiologic systemic therapies for moderate - to— severe psoriasis in adults:

a systematic review, Br J Dermatol, 2019 Aug;181(2):256-264
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[142] AR S H A (W Eo] A WY AA E3)
2 ¥ A (%) p
7 ¥ AF-AAQ71F L ARAR7E 2 g M
[142] 1. 37 RI9) Wellx] Fof A] Q9o $hs o= 3k |1 7R W9 dlelA] Fol Al Qokwo] S ¥Fe® 3o wul-9] 3|7t
2. 37 WSS et ofuiel e Vo222 VMG HAE 2t otdlet 22 Vo R | A E, BHEEH
Mycophenolate Folgk Agole aFHAE AT Folgk Ao agwodE 94T (A, i
Sk - Sk A AsAQ, 94
mofetil | 7} ~ 2 (4 2 ko~ A (@R 2 azga =)
ZATA A R RN K s 7k 9273317 234 v 94 (Diffuse Cutaneous) A4l m &3] o] 7
(FH: D 7437t X138 v w4 (Diffuse Cutaneous) F41 b (A% 7)
agege | ooedwed 5 Fastol,
_ 7h Tt 1) Foldid ARz AR
5) 1% o] B} el A#l(Azathioprine 5) Foiol = 1% o]’de] B} W2joI A A](Azathioprine &) Folol= ;} 7}; o j]
E5E WS HolwA, mRSS(Modified SR 9keS HolwA, mRSS(Modified] —- T T °
Rodnan Skin Score) 1274 o]/l 45 Rodnan Skin Score) 1273 ]2l ¢ Ag =
) Folg- 250~3000mg/day 2) Fol &2 250~3000mg/day wel7IE Sl
2) H8Ad HAgo] FubE HAsES Fof A 3t AAZFHZE A9 72N HAS
7h ot 1) Fod4
1% o]4+2] e} WA Al (Azathioprine 5) ool UEA HEFo] F3 T AL A 15 ]9
T EFES W8S HoluA, 5% < Forced Vital E} 1 9 o)A Al Azathioprine 5) Fololl 2 B58-3
Capacity(FVC) < 80%'91 7% WSS HolHA 45% < Forced Vital
Capacity(FVC) < 80%'Q1 7 %-
) Fojg# 250~3000mg/day 2) Foi&% 250~3000mg/day
B~ 3 3 = . ~ 3. @374 2
~ 49 -
[142] A A R A (] Fo]d HA AR £3)
@ W 7 (2 e
7 B AFAR7E L B ARAR7E L g Tr
3.~ 4 (A& = 3.~ 4. (8337 2
 AEaA
1. Harrison's Principles of Internal Medicine, 21e> Chapter 293: Interstitial Lung Disease, Chapter 358: Rheumatoid Arthritis, Chapter 365:

Inflammatory Myopathies
. Goldman-Cecil Medicine Twenty-Sixth Edition> Chapter 86: Interstitial Lung Disease, Chapter 253: Inflammatory myopathies
. Murray & Nadel’s Textbook of Respiratory Medicine> Chapter 92: Connective Tissue Diseases
. Fishman’s Pulmonary Diseases and Disorders > Chapter 54: Interstitial Lung Disease: A Clinical Overview and General Approach
. Current Diagnosis & Treatment: Rheumatology, 4e > Chapter 13: Rheumatoid Arthritis
add 9 355783 AAAEIHILD) Y3543 (2018)
. Yu KH et al. Consensus recommendations on managing the selected comorbidities including cardiovascular disease, osteoporosis,
and interstitial lung disease in rheumatoid arthritis. Medicine 2022;101:1-11.
8. A U Wells et al, Interstitial lung disease guideline: the British Thoracic Society in collaboration with the Thoracic Society of
Australia and New Zealand and the Irish Thoracic Society. Thorax 2008;63:v1-58.
9. AS Jee et al. Diagnosis and management of connective tissue disease associated interstitial lung disease in Australia and New
Zealand: A position statement from the Thoracic Society of Australia and New Zealand+*. Respirology 2021;26:23-51.
10. Y. Kondoh et al. 2020 Guide for the diagnosis and treatment of interstitial lung disease associated with connective tissue disease.
Respiratory Investigation. 2021;59:709-40.
11. A. Fischer et al. Mycophenolate Mofetil Improves Lung Function in Connective Tissue Disease—associated Interstitial Lung
Disease. ] Rheumatol. 2013;40(5):640-6.
12. J. M. Oldham et al. Azathioprine response in patients with fibrotic connective tissue disease-associated interstitial lung disease,
Respir. Med. 2016;121:117-22.
13. M. A, Omair, E. Alhamad. Mycophenolate mofetil is an effective therapy for connective tissue disease-associated interstitial lung
disease, Int. J. Clin. Rheumatol. 2017;12(3):67-73.
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14. 1. C. Mira—Avendano et al, A retrospective review of clinical features and treatment outcomes in steroid-resistant interstitial lung
disease from polymyositis /dermatomyositis Respir. Med. 2013;107(6):890-6.

15. E. R. Volkmann et al, Mycophenolate Mofetil Versus Placebo for Systemic Sclerosis - Related Interstitial Lung Disease. An
Analysis of Scleroderma Lung Studies I and II, Arthritis Rheumatol. 2017;69(7):1451-60.

16. G. Cassone et al, Treatment of Rheumatoid Arthritis—Associated Interstitial Lung Disease: Lights and Shadows J. Clin. Med.
2020;9:1082-116.

17. C. Vacchi et al, Therapeutic Options for the Treatment of Interstitial Lung Disease Related to Connective Tissue Diseases. A
Narrative Review J. Clin. Med. 2020;9:407-32.
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Basic & Clinical Pharmacology, 15¢ > Chapter 37. Hypothalamic & Pituitary Hormones

¢ O'Dea, L. et al. Follicular development induced by recombinant luteinizing hormone (LH) and follicle-stimulating hormone (FSH)
in anovulatory women with LH and FSH deficiency: evidence of a threshold effect. Current medical research and opinion,
24(10), 2785 - 2793. 2008

¢ De Placido, G, et al. Recombinant human LH supplementation versus recombinant human FSH (rFSH) step—up protocol during

controlled ovarian stimulation in normogonadotrophic women with initial inadequate ovarian response to rFSH. A multicentre,
prospective, randomized controlled trial. Human reproduction Vol.20, No.2 pp.390 - 396, 2005
e Shoham Z. The clinical therapeutic window for luteinizing hormone in controlled ovarian stimulation. Fertility and sterility. VOL.
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o Al2d 217 73H2014)

e Goldman cecil medicine, twenty seventh edition, 2022

¢ NICE Guideline(2017)

¢ EANM practice guideline(2020)

¢ FEuropean Medicines Agency Guideline(2016)

¢ TAEA(International Atomic Energy Agency) guidelines(2021)

e Eshuis. S. A. et al. Direct comparison of FP-CIT SPECT and F-DOPA PET in patients with Parkinson's disease and healthy

[431] 1 9ot
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controls. Eur J Nucl Med Mol Imaging(2009) 36:454-462

e Ibrahim N, et al. The sensitivity and specificity of F-DOPA PET in a movement disorder clinic. AM ] Nucl Med Mol Imaging
2016; 6(1): 102-109

¢ Emsen B. et al. Clinical impact of dual-tracer FDOPA and FDG PET/CT for the evaluation of patients with parkinsonian
syndromes. (Medicine(Baltimore). 2020 Nov6;99(45):e23060)

e Stormezand G. N. et al. Intrastriatal gradient analyses of 18F-FDOPA PET scans for differentiation of Parkinsonian disorders.
Neurolmage:Clinical 25(2020) 102161
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e Harrison’s Principles of Internal Medicine, 21e, 2022

¢ Basic & Clinical Pharmacology, 15e, 2021

¢ Goodman & Gilman’s: The Pharmacological Basis of Therapeutics, 13e, 2019

¢ WHO consolidated guidelines on tuberculosis, Module 4: Treatment Drug-resistant tuberculosis treatment 2022

A Z(59) 2024

e F.Conradie et al. Treatment of Highly Drug-Resistant Pulmonary Tuberculosis. Francesca Conradie et al. New England Journal
of Medicine 2020 Mar; 382(10):893 - 902

e F. Conradie et al. Bedaquiline - Pretomanid - Linezolid Regimens for Drug-Resistant Tuberculosis. N Engl ] Med
2022;387:810-23.
¢ Nyang'wa B et al. A 24-Week, All-Oral Regimen for Rifampin-Resistant Tuberculosis. N Engl J Med 2022;387:2331-43.
e AETNA(2023.6.)
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Campbell-Walsh-Wein Urology, Twelfth Edition > Chapter 58. Sexually Transmitted Diseases
Mandell, Douglas, and Bennett's Principles and Practice of Infectious Diseases, Ninth Edition > Chapter.184 Genital

Mycoplasmas

¢ Infectious Diseases, Forth Edition > Chapter 186. Mycoplasma and Ureaplasma

e PENN CLINICAL MANUAL OF UROLOGY, Third Edition > CHAPTER 6 Sexually Transmitted Infections

¢ Davidson’s Principles and Practice of Medicine, 24th Edition > PART 3 CLINICAL MEDICINE > 15. Sexually transmitted
infections

¢ Kimberly A. Workowski et al. Sexually Transmitted Infections Treatment Guidelines, 2021, CDC MMWR. 2021;70(4);80-82

e JS. Jensen et al. 2021 European guideline on the management of Mycoplasma genitalium infections, JEADV. 2022;36(5);641 - 650

e Suneeta Soni et al. British Association for Sexual Health and HIV national guideline for the management of infection with
Mycoplasma genitalium (2018), International Journal of STD & AIDS. 2019;30(10);938 - 950

e Australia STI Management Guidelines (last updated: Dec.2021)

o A MREAH 2023 (Korean Sexually Transmitted Infection (STI) Guidelines). #13%. AW #2]3, ot 2 A2 7] 7+ 3]

¢ Duygu Durukan, et el. Resistance-Guided Antimicrobial Therapy Using Doxycycline - Moxifloxacin and Doxycycline -25 g
Azithromycin for the Treatment of Mycoplasma genitalium Infection: Efficacy and Tolerability. Clinical Infectious Diseases®
2020;71(6):1461 - 8

e Tim R. H. Read, et el. Outcomes of Resistance-guided Sequential Treatment of Mycoplasma genitalium Infections_A Prospective
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Evaluation. Clinical Infectious Diseases® 2019;68(4):554 - 60

e E Bjdrnelius, et el.

trial. Sex Transm Infect. 2008;84:72 - 76.
e Patrick Horner, et el. Which azithromycin regimen should be used for treating Mycoplasma genitalium A meta—analysis. Sex
Transm Infect 2017;0:1 - 7.
e Lisa E. Manhart, et el. Standard Treatment Regimens for Nongonococcal Urethritis Have Similar but Declining Cure Rates: A
Randomized Controlled Trial. Clinical Infectious Diseases 2013;56(7):934 - 42

Antibiotic treatment of symptomatic Mycoplasma genitalium infection in Scandinavia: a controlled clinical
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