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Qofaoe] Ai7IE 2 URel dE AFALY dFE v 2ol ek

O. 2k#| “[142] Decravacitinib 7474 (EH: AY5A), [629] Maribavir 7474l
= HEEAEA2002E Y 159)"E EA] 13 gZo] AAdstar, ‘[dwrdA] A
& FEdA(FE A B Heparinoid AA), [L¥bd2]] T &, [131]
Dexamethasone 700ug ©] 2 A (EH: 0. A &l o] 2 A 700ug), [131] Triamcinolone
acetonide TAM|(FH: vl7le] =), [142] Guselkumab TAM|(FH: Ef o]
I EALAF F), [142] Ixekizumab FAMAI(GEE: @2 I AEANHAF F),
[142] Mycophenolate mofetil 7d 74| (F7: AMEHE &), [142] Ozanimod 73+
AGEY: AEAoLRE 09228 19 5), [142] Risankizumab FAMA(EH: 27}
ol X Z A=A UXF %) [142] Secukinumab FAMA(E: A€ 2~ A4 A T
HA ), [142] Upadacitinib’d 7-A| (FH:HH A WA 158 24, 3022 19),
[142] Ustekinumab FAMAI(GEY: zd"ggtxgd=5F 45mg %), [249]
follitropin—a + lutropin  a(r-hLLH) E‘EHL%/\]’XH(ET D oW g =), [249]
Lutropin alpha(r-hLH) FAMA| (7 @ 4 = 75IU), [395] Asfotase alfa ¢
AMA (5 2E#-A S 40mg/mL 5), [431] o T H8F(FH: Z=uA| AFA},
[439] Adalimumab AN (FH: FuletT 5), [439] Aflibercept TAMA(FH: o}
A olgA}, ofd otz B =AIAXA]), [439] Brolucizumab FAMAI(EH: H] 2 5H
A=Al H X)), [439] Etanercept AFA| (351 : B AFAL 5 [439] Faricimab
FARAI (R BFH| 22 E) [439] Infliximab A A (GEH: @ln Al =35, [439]
Ranibizumab FAMA(FH:FAE 2T 5, FAE2ZIIEAAA] F), [439]
Vedolizumab FAFAl (F9: 1€ =5 ), [611] Linezolid 72 7#|(F: Aol =

—~



274 5), Linezolid 2mg/m{TAMA] (F: AFol&E- 5 5), [614] Azithromycin 73
TA(EY: A2 ) [618] Amoxicillin + Clavulanate 73 74 (35

oY  F), [618] Imipenem + Cilastatin AA(EH: HoldF S),
Meropenem A|A|(FW : FetH 23T 5), Doripenem A A (EFH © 3 Y8k~ FA)
%), [622] Bedaquiline fumarate 74 7-#|(3&F " : 47 278100mg), [622] Delamanid
ATAGES:AE Y 50mg), [622] Pretomanid 72 7+A(EW: =B a2 200
2] 19), [639] Eculizumab FAMA(FH: &8 28]2F), [639] Ravulizumab AFA]
FH 2BV AT 5)7Y A, AR VIE R e dRE ER 29 2
| WAk, ‘A A A5 Aof ARAAAL AAF 2 e dRE EXA] 3

¥,

o] WAL,

0/‘\

—Ef

H =]

o] TAE 20249 49 1A RE Al s}



[&X] 1]

[142] AR | A (R Sl I LA £9)

AL

7F o ol

2), 3) =15 FF8h= 49)

QALY RAg 5o ARE A& 5

O Deucravacitinib

= = ARAG/E D
d 3 A A (gh
[142] <Al A>3 7FALE 9] ol A ofget e VFo R Fo
5 AR F oldel: ozt AAe B} PUES
Deucravacitinib
7T A - o} 7 -
CARIPN_E E)

671 oA X LHi= wAl == HAAAA
D, 2), 3) B 1), 2), VE FFs+e 49
2 S92 4 (UVB; Ultraviolet B) X 5

HUP 18*%] oA Aol
H(PUVA)
Skak= 1),

4

1) FAAMe] AA ¥ FEH 2 (Body surface area)?] 10% ©°]%
2) PASI(Psoriasis Area and Severity Index) 10 ©]%
3) MIX(Methotrexate) == Cyclosporine= 370 o4 F Oix [ e=s

TAEY  aEE
)b AF SA o
4ol we), wab,
Thol=glel, qle

sHA A A Fol7)+
W7 55 x5
T997l+S AA

_3_




I 533318 Q H(PUVA) B+ 33424 (UVB) AaHo= 3714
ol A g A SN E WhSo] GIAY FAE Sow A5E A&ET 5
NEeE AL

% Methotrexate 5= Cyclosporine©l] F-2F-g-0] o & 71 F-24-g-°] A sl

1)

2)

T A= BH18A| o) 31 e 7idell DMF (Dinrethyl fumarate) &

BE X&9
T Aex ¥3
3 7}H
T FAE 1672457 AFE § HUEste] PASIV) 75%°0]d A% 49
F7F 671 E 9] FoE A3
o] Fo= X &EH o R 6/drtt)t Hrtete Hx HIMEA AT F-R =W
A&l FolE QAT

Z I A AL 9 A & A (TNF-a inhibitor: Adalimumab, Etanercept,
Infliximab <FAFA]), E+ Ustekinumab, Guselkumab, Ixekizumab,
Risankizumab, Secukinumab TAFAlo 37} §IAY F2&o=z F
oS AET F e (A A= HA /1Y FAE FA 6
= Aagh & fAZ WA FA(Switch)E 5= A, o]

o= wA|Fofel 3 FoALHAME HFskofoF Fh

ox
4o J

5 opAle] NG F AEFY FAAREY] B)e REA Fa

sto] ofshofo} ¢




kA7 A 18] AR Hdd A B o9 dyels A
0L E7MA = g vvh, HEx Fd 2R 24" o] F-oll " AH
s Holal FAgo]l gle #Ae A9 Hd 60~90dE7HA
A

A S AREStE o= "TNF-a inhibitor AF&-Al FE43 X5

13, & upglof g

ul.

off

N

P4

1
2)

3)

4)

5)

6)

7)
8)

o)

HALA

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

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 TYKZ2 inhibitor psoriasis second trial. Journal of the American Academy of
Dermatology 2023;88;40-51.

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)

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

o) gk o] -2} 81 3] (o) 9] & 2023-8-28, 2023.08.25.)

NICE (2023.06.)

PBAC (2023.06.)

CADTH (2023.08.)
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Maribavir 73 7-A|

2] B El A E]
200 2] 1

- o]_ -
7k Fed g
LG el Em ZEEA LY F AdAl vl ~(CMV) 4y E
AW A8t dastm § oAl Fo A A 59 o 4
CMV-PCR #Artds Fdo= &eld 49 A=A s T sus vt
Fab= A5
— q_ % —
D) Az 25 ol AFEN Ee WA IRE Fo] FolE AtAE
ol el 2~ (viral load)°] 714 A tiv] Wsl7k gAY S7bekes 75
2) A7INETA A A e on Qe AdiA kel s of
A 2 SdWelZE I o3 e 25
3) A7teh deWsha Rg Sor IMAFEE ExE WIAFEH ] A

o FolEA A1E B kA Fol F 2749 Fe) CMV-PCR 44 A3t
AdlAlsErke] el 2 F(viral load)®l Wak7h AL F7He 5

o A FEe EiE A E R sk ME Tt a4gatd ofug

i

rJ
ry

O Maribavir
2 BRI E
42005 2] 13) AlF
A dFg el we,
Fhol=glel,




- 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
(2019.2.)

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

- djgke] A ghs](d o] 8k 23-010, 2023.2.28.)

H7kedehs] (h7ek 23-055, 2023.04.03.)

Gt A s (et 23_035, 2023.03.02.)

P2 d RA| sz o] 4 83 () 228 2023-09, 2023.03.02.)

- NICE(2023.01.)

- CADTH(2022.11.)
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[EXl 2]

7>, Ticlopidine HCl+ginkgo 34, Cilostazol+
ginkgo A

2) HE Az

ASplI'lIl, Clopidogrel, Indobufen, Ticlopidine
HCI, Triflusal, Mesoglycan sodium, Sulodexide,

Prasugrel, Ticagrelor, Ticlopidine HCl+ ginkgo
5

2) Ad

53HA,

=

Ticagrelor, Ticlopidine HCl+ginkgo
X %]— xﬂ

=

Cilostazol+ ginkgo

EREE
Aspirin, Clopidogrel, <2} A >, Ticlopidine
HCI, Triflusal, Mesoglycan sodium, Sulodexide,
Prasugrel, Ticagrelor, Ticlopidine HCl+ ginkgo
EEA

[FRtd ] B8 FEAA(FE4LBA 2 Heparinoid AA|)

;| z‘sg W (%) A]— o

T B ARAR71E D ARARNE D n
[LHrd=]] |2 ekAle] s|7kAkeE 9 el A ofefjel e Vo= |Z) ofAle] S|7kALEE W9 ol A ofefel 2 V]S % |0 Indobufen 7
Fol Al 8o E s, & JdAVIE ol |Fol Al &4EAE s, 71 olflddl=| A L
. okzl ZolS iz} HTIEE o) oFzk HHS 3z} ROES 3 Ticagrelor 7
L -oF & - TAle] A eFA
FAAA | 4~ = 7}~k (@A 2 7R (R
(& 23kA TR R &
% Heparinoid| * TI&efAl the v XA @A B 594 | w ool bhg AR wIE ddA 2 Bga | -8 WA
A A) D HAdads 1 H3AA3 ¥ Bk
Aspirin, Cilostazol, Clopidogrel, Indobufen Aspirin, Cilostazol, Clopidogrel, <AF >, A AEsl
Ticlopidine HCI, Triflusal, Mesoglycan sodium, Ticlopidine HCI, Triflusal, Mesoglycan sodium, g Foi7F
Sulfomucopolysaccharide, Sulodexide, <& Sulfomucopolysaccharide, Sulodexide, = g9 3
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4 3 M 74 (¢h) AL
5 AFJAA7IE 2 WY AFEJA7IE 2 m
7T (A =) 7FE T u (d89 2 ZREA| (I A]) 2}
o} GLP-1 =84 &%A o} GLP-1F€ A 24 A Metformin(+Su
1) 7379t e 1) ATAe Hea lfonylurea)-7°
7 et 7 oo ol = HbAlc7}

Metformin+Sulfonylurea#] ¢FA] HEFo] =

T ddx2ds & ¢ gl 3 F

(1) AA=A=BML Body mass index)>25kg/m’
T 1l-

=

(2) Insulin &S 3 = 9= 3Ix}
L) Folih
(1)

3?_5

S £ 2 *H(Metformin

2
+Sulfonylureat+tGLP-1 T84 & 54))& <A
(2) 3& HWE8Ho= dAg o] o]Foixl

79 2% H-8 2 H(Metformin+tGLP-1 & A
= 3
[e)

2) Insulin¥}
7h Fol o
714 Insulin(Insulin ©= %+ Metformin
Folo] = HbAIC7} 7% o]l 29

<F 7>

)

Metformin+Sulfonylureas] ¢FA] H-&Fo] 2

FP9 9242 T 5 9t 44 F

(1) AA=A4(BME Body mass index)>25kg/m’

=
e
(2) Insulin &S & 5 ¢g= 3=
L) Tl
(1) 3% -8 2 W (Metformin

+Sulfonylurea+tGLP-1F & A 284 ) <174

(2) 3% WEamoz A4F A7)l o Fojxl

% 2% %829 (Metformin+GLP-15 8 A
ZH&A)S AA
2) Insulin? B-&LH(HLA))
7h) Tt
(1) 714 Insulin(Insulin ¥ %= Metformin ¥
&) Fojol= HbAICT} 7% o]el 3%
GLP-1+8 A =84 (FLA) s}

(2)

7% o]’del 745
GLP-15& A
2+ A (Hd

-

A )+ 7] A

Insulin(+Metfo
rmin) re=

GLP-15 &4
2F-8-A) (531 A))
+Metformin<

4

[e] Tl =
e A7}
of A 1 o
‘GLP-1 &4

g T AE
‘GLP-158-4A)
2H8A 2

10 -




[LRkd ] G &4
3 3 | (%)
7 o2 AREARZE 2 P ARAANE 2

Metformin (+Sulfonylurea) 9% = HbAlc

7} 7% o139 B
W) Folupy

714 Insulin® Metformin H-& A%+ <l

<F 7>

) o
(1) Insulin glargine + Lixisenatide: &=
Metformin -8 Al 17
<F 7>

A 214

(TF9E Insulin degludec +Liraglutide®] 74-%-oll=

4)

(2) Insulin degludec + Liraglutide: Metformin®} H-&

714 InsulintGLP-1 84  &%4)| 714 InsulintGLP-14=4 ] & & A
(+Metformin)S <14 (+Metformin)S <174
3) Insulin} -8 H(ETA) 3) Insulin? & H(ETA)
7h) T 7h T
714 Insulin(Insulin ©= %= Metformin %-8) (1) 714 Insulin(Insulin T+ 5= Metformin ¥-§)
Fofo| = HbAICZ} 7% o] 4% Fofol = HbAIC7F 7% o3l 745

(tht Insulin degludec +Liraglutide®] 7d-%-oll+=
714 Insulin® Metformin ¥H-& A%k <174)
(2) GLP-1F+& A Z & A (A<}

Metformin (+Sulfonylurea) 9= HbAlc

7} 7% o1 B
L) Fofiy
(1) Insulin glargine + Lixisenatide: Y& S+
Metformin -8 Al U4

(&, FAAE2)E Metformin# H-§ A] 174)

(2) Insulin degludec + Liraglutide: Metformin®} H-&
Al Q1A
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[FRrd ] ] G -EA
4 9 ¥ 3(2h) e
7 o7 AR E % ARARIE 2
gt T uh (A =) gt Tk (dg 3 2
i thAeRA|  OdokA
(A =h) (A3} 23)
[FAFA] [FAFA]
- Insulin A - Insulin FAFA
- GLP-1 841 ES5A(TYAD:  Dulaglutide,| - GLP-15-&AZH-8-A) (G A)): Dulaglutide,
Exenatide Exenatide
- Insulin + GLP-1 84 A (5 ¢A): Insulin| - Insulin + GLP-1¢8 A 284 (554): Insulin
glargine + Lixisenatide, Insulin degludec + glargine + Lixisenatide, Insulin degludec +
Liraglutide Liraglutide

* T A

1. Harrison’s Principles of Internal Medicine, 21e

2. Pharmacotherapy: A Pathophysiologic Approach, 11le 2020

3. e es]. Gy IEAF A8 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

7. 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)

ISP
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ARAH7E o

U

AFAR71E

Ak

8. 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 LixilLan-G Randomized Clinical Trial. Diabetes Care. 2019

Nov;42(11):2108-2116.

9. Linjawi S et al. The Efficacy of IDeglLira (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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Al 700ug)

RN C -

¥ Ranibizumab FAR T Aflibercept A

¥ Ranibizumab AR XEi= Aflibercept AR

[131] <+3&A), [439] 716t 2F M XY A5 2 At

3 3 M7 (¢h) e

T ARAAH7|E L WY AFEAA7E = “T
[131] 7R Wl el oluleh 2 VEomE AR Mel WelA oldleh 2 VFoRo Fwyy
TFol A a4FoS A, T AAIE o]|Fo Al QU¢FAIZ AASH, T AAHsE o F  F
Dexanethasone | 9] ol & Fzk A S 327 RHEE § Qo= okt HAAL A/ RIEE 3 Brolucizumab
FAA Sl Fe
o L I gojl  we

HEFe =<

4 ok %7}

13 -



[131] ¢+3-&

Al, [439] N1ete] =AM g 2 A

d 3

A A ]D)

A7 (
A o]
7 ® ECEPEE RS ARARAE 9 B Hr
L= FaricimabTAM] < & 71 >9F 8 & = FaricimabTAH| ®=+ Brolucizumab
o= ZFolg o1AEA] of3 AHA| o} B8 Fols Folz2 AAFHA] o3t
[131] 51 7kAre W9l el ool e JIFo R 7N HY oA ol ot 7Lt VEo R
Fo] Al QYF59E A, T AAHIVIE ol|FA A LGFAE A, T AA VT 9
Triamcinolo |8l &= kgt A NS A7} BHES 3 Qo= kgt AAS 37} TDE% 3,
ne acetonide ~ o} - ~ o} 7 -
= Eu-_—]
Tﬁ(“ o wwuy guns 0 BwHA FipE
vl7lol =57) }
LR NI W - )~ 2) (Fy3} 2o
% Ranibizumab FAR T Aflibercept AR % Ranibizumab A B Aflibercept A
T FaricimabTAM] < 3 7} >¢ H& % ¥+ Faricimab5AM ®=X Brolucizumab
o= Foz AAsA oy & AMA| ¢} B Foli= Folg AAFFA] o3t
[439] | 7IALe MY oA ofge} T vFo R FFIVIAME W9 WelA ofe} e V|Fow Flo Yy 3
o Al QYFAE AAH, F AA7IE olY|o] A QFFAE AAGsIH, T AAHT|E ol W FH F o
Aflibercept = &gt AHNE A7t FEES 3 = OF ANEs AL HHEE 3§ Brolucizumab
TARA (F ~ o} S ~ o} - TAMAS] F o
CHAEIOHT | ) AR (sa) AguE gubay b AAER(HA) AFBE Fasg sefel uhe
1= 5] 2~ Ay
A D3 (A )~ 3) (AW 72 sl X
o} <] 7] o} 3 shokA] F71

14 -



[131] <¢t3-&A, [439] 718he] ZH A X9 A5 R A&
d 3 () AL
7T = AFJAA7IE 2 AFJAA7IE R LY
LAY | o G SubEE U Bl SgarRE
A]) D& = D (d342 25)
2) (A =) 2) (37 23)
3) T34 A F 143] o]W(Ranibizumab| 3) FoI3l4: 34 & F 143] o|W(Ranibizumab,
¥} FaricimabTAHAIK 3 7} > o314 ¥3h) Faricimab, Brolucizumab FAK| T34 %
gh
% D) ot T (dE3 2e)
[439] S 7 HE WelA ofeiet 2 ZIEoZ|[E VAR HE el of#iet ZE J|ELoE|0A %A It
Fo Al 8w dE dASH, & AdAVIE olFd A SFHAE dASH, & AATIE o AE F71H
Brolucizumab|¢] o = ¢Fgt A HS S27F FHEE 3L oo = Fg dAS AU FHES g et - ¢
TFARA (578 -oF o - -oF - &7 Ak,
HoF2zEld| O ARG (FA) d=E A by 7h ARERAZ(FAE) dE A FbAy A (A
EAFAD) | ZE T (A F) D FoAdd (d989 25) AFEA A
) % 33
Y. FoH 2) T (dE7h o4
D A =) 7b (8% 25) g Fxst
2) (A =) W (a7 29) S R
3) (A =) ) (AP} 25) L S

Anti-VEGFA|
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[131] <t-& A, [439] 71819 ZF A2 X7 E AT
d 3 () Ao
7 247)E ARAA7E 3 o
) (AP} Z3) At =4 =
o 7] & & =
<F FaHAY FNREF hoff 5t
FoAdY: FAHF7 (Central
thickness) 300um °©]4+¢l 3 $
2) Ay Fui A, E B F
=E 5o A3t A& EHE 7|
Ue A5
3 FAslgy: K F F 143
(Ranibizumab, Faricimab, Aflibercept
A FA3T £3)
[439] 1 7HALe 19 del A ol ofAl s 7ALEE el WellA ofeet a8
SF S TO®E Fof Al 9dgoAE A, & gk B E o
Ranibizumab F il = oleol= ot HAS AT FHES Brolucizumab
TAMA| (% - o} - o} g - FARA S H
T AIE 2 7h ABE ARG (FA) Addd Guba g 7h ABE R (EFAE) AR S o] W
or D73 (8 = D~ 3) (A} ) FoJgs ¥
FAIE] 2~ gokAl F7}
HEEAE g guny guns . Gl
A ) D (A& 2




[131] <348

Al, [439] N1ete] =AM g 2 A

d 3

-
3

AFAR7E

AFAZ71E 2 BH

) (A=)

3) Fo3sl4r }AE
(Aflibercept®} FaricimabTAH<

9) (a3 7o)
3) Folsla &t

Folgs X3

ot (A =D

=3

oo T (dd )

Z ZF 143] o] U (Aflibercept
, Faricimab, Brolucizumab FAMAl Fo3l<-

[439]

Faricimab

AL

(&H:

IR ECES

s|7MA1a W9l el olelet 2

Al 2w E dA-EH, 5 <l

[e} =

o AL B RUES f:z}.

_o]_

7} AAE A (H5A]) oI

D~3 W )

3 Fo3gr FAG
(Aflibercept®} RanibizumabTAHI< F

> T8l ¥9)

A 2kl Agse, B ARIF
F AL BAL PHES G

_o]_ ‘j/H_

D~3 W =)

3) FA34r FAT F 143
(Aflibercept, Ranibizumab, Brolucizumab

7R W9 el A ofdlsl Be v Fol
SEEES

SRR R

b NAE R (E5A) dHna Fursyg

FAAC F 7k > Felsls £

o

Ll

Brolucizumab

TAHAE] e
el whe
T X

Fepl %71
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[131] <+2-&A|, [439] 7168 = A2 A5 2 A

a9 ¥ 7 () s

+ B AFAZ7E 2 Y AFEAG7E 2 g i
% AT
1. 9 Al 53(2021), k= vdatsks] 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
5. 2021 Fxx® MEAZ A7, ot 53
6. Retinopathy, Neuropathy, and Foot Care: Standards of Medical Care in Diabetes, American Diabetes Association 2022, Diabetes

10.
11.
12.
13.
14.

Care 2022;45:5185 - S194

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

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

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

NICE_ Brolucizumab for treating diabetic macular oedema [TA820], 22.8.31.

SMC 22.10.10.

HAS 22.9.14.

CADTH Reimbursement Recommendation 23.2.8.

AETNA_22.11.25_Vascular Endothelial Growth FactorInhibitors for Ocular Indications
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[142] A4 8] A (W] 5 -©] 4

A 3 EIEICD) AL
T B AEAA7F & H ARAA7ZE D uy m
- Ouk 654 oA X, A¥EHRA nY¥F| T olgl sk
82, oty =% 9ol Yk FANAE quwol =
7€ ABA(INE _ AAA 5 A=Y 5o z=x
AR Hd3] wgsA @AY Webdel  ==o g
Y A9l o] o ke AgTIk & | oy ga=
i Eoo =z
% FEE-F29 ALY 9Fd 84 Sea @
ofgle] B5E FPtstel FEE-TF A%y T T

gAY o3 E FAA(Mayo score 6 to 12

and Endoscopy subscore > 2)
¥ AFdNEE SeHE 3 volo HFA|2H

(Mayo Scoring System for Assessment of

Ulcerative Colitis Activity)

ul ¥ H = (Stool frequency)
0 = Normal no. of stools for this patient
1 =1 to 2 stools more than normal
2 = 3 to 4 stools more than normal
3 = 5 or more stools more than normal

Subscore, 0 to 3
2] 4% 3 (Rectal bleeding)
0 = No blood seen
1 = Streaks of blood with stool less than half
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[142] A4 8] A (W] 5 -©] 4

ECIEEL
a3 ERICD
T # ARARZE 2 B ARARIZE 3

the time
2 = Obvious blood with stool most of the time
3
Subscore, 0 to 3
WA 7 A3 (Findings on endoscopy)

0 = Normal or inactive disease

Blood alone passes

1 = Mild disease (erythema, decreased vascular
pattern, mild friability)

2 = Moderate disease (Marked erythema, lack of
vascular pattern, friability, erosions)

3 = Severe disease (Spontaneous bleeding,

ulceration)
Subscore, 0 to 3
o ALe] %3t 7H(Physician’s global assessment)

0 = Normal

1 = Mild disease

2

3 = Severe disease

Subscore, 0 to 3

Moderate disease

X,
b

ro o
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[142] A4 8] A (W] 5 -©] 4

A

_'?_

A

o
7}) Mayo score’} 3=

ol #A3dtx: 37 o F #HAT F4

1}) Rectal bleeding subscore 13 o]A Z+A&

=
E+= Rectal bleeding subscore 0& ¥

1291 3

. TERRIASASA(TNF-a inhibitor: Adalimurmab,

Golimumeb, Infliximab FAR)  E=  Ustekinumab,

Vedolizumeb ~ FAH, Ozaninod  B7Al0 &3}

QUL Ragos Fokg &Y 4 e B e

HoRRgE FhS) Waro] Q= BHWAT e

i 7 FHE AARKES dadhe T H=

WAFASwitchE FoI2 s, o] Aeol=

aAS o] te Feiizbie BEsjolok

ki A& (2714 o] A

A2l
FegasgolsAy B AA F)o Wso]

_22_




[142] AA L FA (W] 5ol "G dA £3)
5

g 3 M A (%)
T ® AFAR7IE R Y AFAZ7IE R B
AU Hepdo] fle B¢ Ex o3 A5
F719 FEE-FFY @4  AEW

(ZEHEAH =(CDAD 220 °]d)
- Uk, 654 o] A, AEHAA nAIT

a4, g FF A¥el it BAAME

712 ABA(INF _9AAA 5 A=sH

AADA -3 wkEsA] FAY oA o]

Qe Aol Fatel o kS Agshelok 3.

A (CDAI: Crohn's Disease
Activity Index)E ¢lH o2 Hsto] 2=5M {FE =
=] X

(1) 1380l MAtsl=o] & x 2

@2 170l 582 Hxe HBEARS=0, 43=1, 5535=2,
£3=3) x 5

(3) 10| Moz MAl ohdZhe| $HES=0, O[5}

=1, LHg=2, 04 LpE=3 IE2 LpE=4) x 7
@ c2 6312 & BRUL BA LERE ST PRl A%

x 20

(O HEH/HES

(Lh) S/ Z =5

(Ch 2E4 & 1Xd=0F, otZEtd T
) g=2Ed, 5 52 s

(oh) 7IEl &=

(b X|chz2h 37.8COl4 2

a
=

o

Jhux

qr =
A

HZoll olerd XA =&EA| x 30

Z3)(918=0, olal=2, =5 x 10
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A

AFAZ71E 2 BH

(7) sllotE 32| E(Eh47, 01:42-2HAL Hetxl) x 6
8) (FEME - XM E)/ZEEME) x 100%)

[s>~

%P7]jq v Al 13] A7)

= FHd 30Ld27HA]

o,

7H

FoF & 24F oluyd CDAIZF 70F ol &

A b [

b |

EE ¥ CDAI scoref 25% olA #4ad
o 3o FARLHS AAT

.

TR TASA(TNE-a inhibitor: Adalimumeb,

Inflixineb FAK) 5= Ustekinumab, Vedolizumab

FARe] bt St FAEoE FoRe A&E

e B¢ E= Boke8E /MY HaAe] S=

AHAG = Hi: 674 FoIE fAskES

Aaghel F HE wAEASwitch S Fo=

ARSI, o] A9l WA e FeliziE

Asielor g

6. 71 Al 18] A7k HAE A5 B 9]

Ch

Pl A 02 G T, A ey
TH 24 o5l okdH

2
go] = Ak A5 Al 60~0L 7 A




[142] AR LA (M So]4 AALA )
a3 W 7 (eh) g
T B AR/ 2 AR A7ZE D Uy m
HEEA] Za18te] Fofsfofof &
7. & A9 37 F AR AT )
6. 5 oHIZ A8k A9 "TNF-a inhibitor  ¥H=A] #ashe] Fofshelof 3.
A A AEAR AsAH, & vk g
8. & YAIE Ag3te AFol= "INF-a inhibitor
AHE A B ABAR, & welok 3.
¥ THAIA

[Al%d ]

- 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
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[142] A7 2 0A (S04 AL UA Z3)
a4 ¥ () e

T 2 AFAZ71E = Y AFARZ71E = Y m

Gastroenterol Hepatol. 2023 Jul;21(7):1913-1923.€2.

- NICE(2023.1.)

- PBAC(2022.11.)

- CADTH(2023.11.)

(=]

- 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):1966-1930.

- 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.)

[142] AALHJA (W] 5o "W AA £9), [439] 7IEHe 2HA X A5 H Add
A 3 W 7 (3h) g
T 8 AEARE D By ARAR7E D B "
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[142] AA M A (H Eold B LA £3), [439] 7|8He] =FA X A7 & I
a 3 ERCICH e
TR ARAHINE 2 P ARAGINE 2 P
[142] & 1AL W] glo A ofgj9} e 7Fo R T3 AN W oA ofgle} Be sFoR Foj[o MIX &~ EE
Al QFFAE AAB, T AARIE olelol= oF Al agFAE AAEH, T AR 7E o9fol= o cyclosporinec]
Guselkumab |#t A& Sxp7F FEES T ® AAe 2t FEES g H2Rgo] Ay
FAHA ok - ~oF g - dte]  DMFE
(EH: 7k A 7b A4 FofRt el
Egwjojxe)| D Feltd D ety g o
g ez O ol ASEE Y B3 B30 BAW 1Y ol A%HE W T BIDD DA ;j e ";
=) I8A] o D= 7h), vh), th B 7h, W), 2hE| 184 o A= 7, W), th == 7h, W), 2hE cyc’losporine
Baste AR, ARPATLIEUVA) 2| FFsHe AR, ABARLUEUVA 2|
9342 9] A (UVB; Ultraviolet B) X &Hol|  F334x2] 4 (UVB; Ultraviolet B) x| 5] =
) ) ofd=le] DVF=
B 719 A D), ), W 20 $ESR| RE GV @A D, O, ) 28 ] g g0
3% 3% DVFe] 7T
- B U g e
7h) W] 1A 9|5 AA(Body surface area)®]| 71 B7AA0] WA 35 (Body surface are)®]| = g3t
10% o]% 10% o] O Deucravacitinib
1}) PASI(Psoriasis Area and Severity Index) 1}) PASI(Psoriasis Area and Severity Index) ATA(E
10 o] 10 o] A8 F4)7F
th MTX(Methotrexate) T+ CyclosporineS- 3714 th MTX(Methotrexate) 53 Cyclosporine< 370| Al 541 4
o)d FoI<F FE>E GOl = whgo] YA o) Fof*atd ol e kgl P FAbg| el e,
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a3 W 7 (3D e
7 CERE R AFAR7NE 2 B
F48 TR A5E AEE F jle A5 ToE ANEE ALY F Q= A¥ WAFS]
2}) 153338k H(PUVA) v Sagabe] A 2h) ¥ 3333te R W (PUVA) e Tagate) | o7l &
(UVB) Az oz 3749 ol A mslgl gl s (UVB) Az oz 3719 o} Anslgigols| © BEW¥=
wHgo] I Bty 507 ARE A& Bhgo] Y HAbg Som ARg A%y T/
T e AF T e AF
(F 7b % Methotrexate E=x= Cyclosporine®l] - Z}+£ o]
AFHAY FFRLo] WA AEE
A& e T 18A] o)A+ 4390 I A
DMF (Dimethyl fumarate) & £ 3¢5
3
9) ¥ 7}u 2) B7H
A =p (F Z2)
3) SHI AR} 3 A S A (TNF-a inhibitor:|  3) SF AR TA S A|(TNF-a inhibitor:
Adalimumab, Etanercept, Infliximab SAH]), T= Adalimumab, Etanercept, Infliximab FAMA]),
Ixekizumab, Risankizumab, Secukinumab, + Ixekizumab, Risankizumab, Secukinumab,
Ustekinumab A, <F 7> a7} Ustekinumab <A}A|, Deucravacitinib 7%
AU FAEosE Foks AEE & gl TA 37t gAY FAEoR Fobs
B e BoeSE: Y ZaAdol 9 A& ¢ e A5 B2 5=
= A5 (A A= HA 6E FAE Ao dadel e A (aAGT ofAl=
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[142] AA 2 WA (M So] 4 WA 3, [439] 7|Et9] ZAAEY N8 2 A
4 3 ¥ 7 (sh) e
T AFJAA7IE 2 AFANRZ7|E 2 U
FAES A 5 AT Hz 6419 Fds GAG=E Aadh)l
(Switch) & w92 A3 = T A2 A F(Switch S FoJ= <l
WA T e FolaziA o A, o] ALl wAF P T
of & ] 2ANE HRtoof g
U, ~ th(d = U, ~ th(@g3} 2
[142] SRR 9] el ol e AL B7bAE 98] el A] ol 7o 7]FE 0 ol Ao MTX B
[%HoE s, & A7 | 2gFols dAs, & AAVIE ol9ol= kgt cyclosporine®]
Ixekizumab | AAE A7} HUEZ 3 AAS st RAER 3 pakgo] by
FAHA -k - —ob - st DMFE
(F3: | 7 Ax 7t A4 FoTRk Aol
2228 | ) mogy 1) Folo)y sl el
AEANAT g o1y A%RE Wy 33 B e ol A%EE vy B ana s Hoe he
) 1841 o1 AR 7, b, B = 184 ow Qe 7)), ) e oh, ), ehz| o MRS
FEh A, I Hgsete 12 ZESs 49w wEassaW(PUVA) 2 2 iy;?z;r;i?
R =10
3} 2F2] A (UVB; Ultraviole B ol Ao A (UVB Ultraviolet B)ol] =5 &7]¢l sslo] DVFE
g2 7)), ), o) 24 X AL A= v, W, o 242 F5E A | cag e
S E HE DVFe) 7]
70 d71/d o] M A 2 FE 4 (Body surface area) 70 d71do] AA| 3 FH A (Body surface area)

o]
10% o]+

Lo

sl o ol
g o 3=
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[142] AAFA (W] 5ol WA £3), [439] 7] El 9

2HAEY N2 4 Ae

2 3 ¥ 7 (%) e
B ARAAAE 3 4 ARAR7E 2 3
1) PASI(Psoriasis Area and Severity Index) 1) PASI(Psoriasis Area and Severity Index)| = 7§43
10 °] 4 10 o)A O Deucravacitinib
thH MTX(Methotrexate) 5= Cyclosporine= 371 t}) MTX(Methotrexate) &= Cyclosporine< 37]| 7@ T A (&5
9 o]} Fol<F TPalglgelw W] gL 9 o] Fo*agl ol uko] gAY | BH T
NAg Bow AnE ALY F Ut AP 48 5o Nag A% 5 ge 45| AT A
2h W RBHFARPUVA) EE SR04 b IRRHLRYPUVA) = Fopaaea o e
(UVB) A2 o 349 o4 A5atas (UVB) Amgow 349 o4 Arskas] o A
A% Wgel G ¥AE Sz AnE ol wgel gAY vAe vom Ams o 9
A% P AS A& 5 = A4S oo
(F 7B % Methotrexate B+ Cyclosporine®l] - 2H-& 9] T
AFHAY R Lo WS AEE
A& = e T 18A] oAt AR It 2444
DMF (Dimethyl fumarate) & £ 3 A=
x3
2) H7H4 2) H7HH
A =pH (3 23)
o~ o (3 =) o~ o (d8 2
2. TLHARIRI LT A A (TNF-a inhibitor:| 2. S HARIA LA A (TNF-a inhibitor:
Adalimumab, Etanercept, Golimumab, Adalimumab, Etanercept, Golimumab,
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[142] A Q[ A (W] Eol A A AA 23), [439] 7Ete] =R A x99 A8 Z AT
a3 ¥ 7 (3D e
7 B AFAZ7E 2w AFEAG7E 2wy n
Infliximab  FAM4]) Y+  Secukinumab, Infliximab  FA4]) H+  Secukinumab,
Risankizumab, Ustekinumab, Guselkumab Risankizumab, Ustekinumab, Guselkumab
AFA), Tofacitinib, Upadacitinib, <&  7}> AMA, Tofacitinib, Upadacitinib, Deucravacitinib
ATA E37F gAY FAE o R Foks A ATA E37F gAY B R Foks A
£ ¢ gle A B BrsE A9 £ ¢ gleE A B HgedsR AY
Ao Aol v A(uAT A= HA 6 Ao Aol v+ A5 (A kA= HA 6
NE FAE FAES ALF) & °FA Ne FAE FASES ALgHel 5 oA
2 wAF(SwitchE FoJ= AAHsY, 2 wAF(Switch)E Fo9= AAHSIH,
o] AFole wAlFAd ik FALHAE o] Ao+ A FA g FALHAAE
Ag-skofof 3k A 5-sfofof 3t
3.~5 (& =) 3.~ 5 (837 Z5)
[142] L. 7hAFE 9] el A ot 22 7lF ol s7hARY 9 el A ofgiel 22 7]+ 2O Upadacitinib
2 5o A 24595 dAsH, T AAH| 2 Fo A 24739 E dAEH, & AAH| ATAGH:
Ozanimod 715 o9l obgt AdS Ayt REE| J)FE oo 4F AL sy g AW AN
BTAGEHE| 2 g 2 3 4 1591
A E Ao} & o} # - — o} - H, 30281
092 e 1) #A) v &
RO bo(dRI 2 el et
2) 7H W) (4 =) 4. 1) 2) (FA3} 2 A5 el
A A
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[142] A A S (A (W] Fold AR LA 23, [439] 7|Ete] Z=AAx A5 2 I
4 4 A 74 (sh) e
7 = ARARIE 2 ARAR7E 2 Ay
2. YA A LI A A (TNF-a inhibitor:|2. & FAFJA AL T4 5 A (TNF-a inhibitor: F7}3k
Adalimumab, Golimumab, Infliximab A  Adalimumab, Golimumab, Infliximab FAHO H7F¥H 3
A|) HE+= Ustekinumab, Vedolizumab <FA} A) ®EE Ustekinumab, Vedolizumab FA} & HE FA
A, Tofacitinib, Filgotinib, <F 7}> A7 A, Tofacitinib, Filgotinib, Upadacitinib
Aol 2347F IAY FAEor Fos A BaA 237 AU FAEeR 7o
£ 7 e A B 5gdedE A & ASE 7 gl A B H5geEd e
o] HaAo] v A (AT A= H Mol dodo] e A (WA kA=
2 6 FoE FAStES A F  HA 6E FAE FAGES AL
FAl 2 A Fof(Switch)E w= UAsH & FA=E wAF(Switch)E wo= <l
H, o] Afol= wA|FoAe g Foli| Ao, o] AFele wAIFA O tig F
AXE HFstooF & oAALHdME HF-StofoF 3
3.7 4. (A& =) 3.7 4 (339 235)
[142] ZF ofAd S 7HARE R9 el A ol &} & 71| okAlE S 7HAME RS9 Wlell A ol et & 7]jo MIX T=
TOo®2 Fo| Al QGFAE AAH, & AAV|FLE Fo A 84w E dA-sH, & AA7| cyclosporine®
Risankizumab| 110l kgt Aols $xp7F FHES o |& ol9ddl= ofgt ddS &t HeEs & Bzrgo]l Al
F A (- R U ste]  DMFZ
zpolg) A x| 7k A 7k A4 Folal 9ol
glgeAez| D FAHE 1) Foldad NET o)
= =) 671 ol A&H = Y T BN R 0E o)} AEE = W T A A agem s




[142] AA 2] A (W] 5 <] 4

B YAA £3), [439] 7Iete] A A X X7 € I

4 3 H7A(gh) 4
T AF-Ad71E 2 T AF-A471E 5 T
184] ol 4D 7h), W), th = 7, b, EhE| 18] ol ADE 7D, W, th = b, W), ehE| b, MTXe}
THohe A (d, 95338t a(PUVA) 2| 56 4+ (d, 953333 (PUVA) 2| cyclosporine
37424 9] 4 (UVB; Ultraviolet B) X530l 534224 (UVB; Ultraviolet B) A &yoll| 7ol #2480
B 719 @R b, W, th 24 FEehs|  BF 2719 @A b, W, T 208 FEehe) IR DMES
3-5) 79 TRk A

- =
7h) Ao A 9532 (Body surface area)
°] 10% o7
L}) PASI(Psoriasis Area and Severity Index)
10 ©]%
t}) MTX(Methotrexate) %=+= Cyclosporines 371

ol FoFE T sIstEeli vkl gl

of = Wkg-o] gIAY BAE To® X8E
A& = Qe S
(F 7b

- &
71 WFade] A 712 (Body surface area)
°] 10% ©ol]%
L}) PASI(Psoriasis Area and Severity Index)
10 o]
o} MTX(Methotrexate) B+ Cyclosporine=- 371

4 o] FoRatglFoll = whg-o] AL 5

(UVB
N o] QAL HAE FOR ARE
A%T F e B

¥ Methotrexate T Cyclosporine®l] - 2}+-& o]
Q
[e)

AAHAY FAgo] BAFe] NES

DVIFS] 71817

AT Qe
= 713k

O Deucravacitinib
ATA(F

A~2YFA) 7}

ATt A dl

ol  whal

o u
AT A=}

t

m
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[142] A A S (A (W] Fold AR LA 23, [439] 7|Ete] Z=AAx A5 2 I
4 o 7 (3h) e
7 B AFAZ7E 2 Y AFEAG7E 2 g "
A &8 £ = T 184 o)Ak ARl I AX]
DMF (Dimethyl fumarate) & £9 3% 2 %%
x9
2) BJ7PEH 2) H7P4H
(A=) (AP 25)
3) SFARJIALZASA(TNF -a inhibitor:| 3) FYHARIALTASAN(TNEF-a inhibitor:
Adalimumab, Etanercept, Infliximab <A} Adalimumab, Etanercept, Infliximab <A}
), £+  Guselkumab, Ixekizumab, ), H+=  Guselkumab, Ixekizumab,
Secukinumab, Ustekinumab FAM], <3 Secukinumab, Ustekinumab FAMA,
Zt>e 37 gAY HARgor Fors Deucravacitinib A 7 Aol 37} LAY
A& ¢ e AT Ee 5gesE FRAEor RS AHE F gl AF
el "ol e AF(AG ofAl= T BSeSE Ao 8ol e
Ha 6/ld FoAE FAstES Aagh)el B (AT A= Ha 67lE FoE
& AR WAF](Switch)E HoI= <l A s Hadhol T AR wAF
AstH, o] Agod &= wAFAY gk F o (Switch)E& w2 <1A4stH, o] 45
ALAME HEFstAF T v WAFA g FALHAAE HFSH
o] oF 3t
G ) o (233 25)
[142] L 7M1 W9 el A ofef e} 2 7o 2 Fof |1 7R ®9] el A ofgf e} 2 7]E o2 Fof| 0 MTX =
Al QdFOE AAS, B A7 olel= o Al 89HE A, B AA7IE ol9)ol= < cyclosporinee]
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184 o)AF A& 7h), Wp), th T 7h), W), 2hE| 184 o)A A= 7p), 1)), th T 7, W), ehE= ShH, N[TXS’}
FEabe 490, NRAHLLUPUVA) 0| FEalt 490w, 9P Restan(PUVA) g 5| CYclosporine
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Fole WA T et FALAME HFsH  Fole wAFdl i FALAME HF3)
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Risankizumab, Secukinumab A, {(F Risankizumab, Secukinumab TAMA,
7ol 27 IAY FARESRE FoE|  Deucravacitinib AFAYl & fiAY
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1. Fitzpatrick’s Dermatology, 9e, 2019, Chapter 28: Psoriasis

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

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

4. 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, J] 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, J] 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
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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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Miycophergate| TV & AT RFFeAE A4, Folg Aolm a%gHels AF3 (A, 9
ok o - ok A - ARAY, 9%
mofetil 7F ~ 2 (A4 =2 7F ~ & (33 22 ARy =
3TA 7h. AN 7} 9 8A37T 2139 v (Diffuse Cutaneous) A Al I ks
(Zw: 1) 353437 285 v kA (Diffuse Cutaneous) %121 L aon (A 719 A
A E 2 stz £ Al = Fxoho
- 7h Zolujat 1) T Az A A 3
) 1% ole] ¥} Wejel Al Al Azathioprine ) Folol= 15 o1l B Aol Asathioprine 5) Felle DTS

EEE WeE HolWA,  mRSS(Modified B 98-S HolwWA, mRSS(Modified T U T °

Rodnan Skin Score) 1271 o]4ke] 74 Rodnan Skin Score) 123 o]44¢1 %% 42 =
) %ol ek 250~ 3000me/day 2) ol 82 250~3000me/day #eA71E 2
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1% o]/d<] € WA A (Azathioprine &) 79
T E5E% 98-S HoWA, 45% < Forced Vital
Capacity(FVC) < 80%'¢1 4%
W) Fog-wk 250~3000mg/day
g~ 5 (4 2 g~ 5 (@3} 22
ot AAZAZES A& 12 #HAS
1) FAdA
A4 HAZSo] I8 F2A SR A 15 o))
E} A A (Azathioprine ) Folo & E-583
HhS-S Ho|WHA ‘45% < Forced Vital
Capacity(FVC) < 80%5'¢1 7%
2) o8k 250~3000mg/day
3~ 4 (A = 3~ 4 (837 )
% T A
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

O i W O

Current Diagnosis & Treatment: Rheumatology, 4e > Chapter 13: Rheumatoid Arthritis
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6. digtds] 2@ 55783 7HAAHAEIHILD) 43153 (2018)
7. 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.

Ak

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.

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, 15e > 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 (FSH) 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
Shoham Z. The clinical therapeutic window for luteinizing hormone in controlled ovarian stimulation. Fertility and sterility. VOL.

77, No.6, p.1170-1177. 2002
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* (Goldman cecil medicine, twenty seventh edition, 2022

e NICE Guideline(2017)

e EANM practice guideline(2020)

e FEuropean Medicines Agency Guideline(2016)

e TJTAEA(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
controls. Eur J Nucl Med Mol Imaging(2009) 36:454-462

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

e 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

e Basic & Clinical Pharmacology, 15e, 2021

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

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

o Il A EAHGH) 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 J Med
2022;387:810-23.

* Nyang'wa B et al. A 24-Week, All-Oral Regimen for Rifampin-Resistant Tuberculosis. N Engl ] Med 2022;387:2331-43.

* AETNA(2023.6.)
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2) Fo71%t 4i6 Mg ~2d ol A5 A =
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1} Mycoplasma genitaliumel] 2] H]d+t4 ©<=A L} Mycoplasma genitalium®] ]38k H|d+rA ©h<=A2]|  doxycycline %
2171 24 7] 34 = minocycline
O FA98FH F47|3 O FoHY 7o -,
1) X8 A azithromycin
- 1lg ¥ Fo BEE - 1g 3 H Fo <A A> % 25g7MA &
- A d 500mg 19 13], =4 E5E 1Y 13 - 3 9 500mg 19 13, =4 Z5H 19 13]| oAZdist, =
250mg< 497t Fo (F FoI=F 1.5g) 20mg& 497t Fo (F FoF 1.59) =2 kA ol
e Fo
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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

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

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

_61_




(6141 7= TFFATE, AR}, MFEo] g

al

Z

d 3

73 (%h)

=]
o

_'?_

ARANH7Z o

g

W
AFANARZ7IE 2 &

9

Ak

e Australia STI Management Guidelines (last updated: Dec.2021)
o AuiATA AF:AF 2023 (Korean Sexually Transmitted Infection (STI) Guidelines). #13%. @AW A3, g2 A2 7] 7+ 83
e 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

* Tim R. H. Read, et el. Outcomes of Resistance-guided Sequential Treatment of Mycoplasma genitalium Infections_A Prospective
Evaluation. Clinical Infectious Diseases® 2019;68(4):554 - 60
e E Bjoérnelius, et el. Antibiotic treatment of symptomatic Mycoplasma genitalium infection in Scandinavia: a controlled clinical
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
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