EEI'I'ET + PHARM REVIEW

©Copyright All Rights Reserved @ Korea Pharmaceutical Information Center

7~11f 5|2l
HEOsaEY o
oty u gl E."Elf---rl
Ha
ORZIEE2 ko] MBMZI 450 Zofflo] ZALHAM 22|75 Ao Y 2SAHE E0l=
E[MM ZSIO|CL ORAIA| 224 2|z AA7t gl 2EEOE H|Rs| & LHe| ol ==&

=2 = Us YAHS0| AR B0|ct. 22 JHUEN I F7HE A= COMT A=

opicapone, MAO-B A3iA|Z safinamideZ} AFEED QICt Z|Z0= DFIEHO| 02 |AUAL

o 250 Cist 7|Mo2 2t QUer|, OZI&0| CHE HoIoZ g-synuclein0| HFEIHA a

-synuclein SEE H51 3RS AAHlots 2SS0 LA™ S0l UACk O] 2o 1ME Zkajo|

M OpZIES LMo| 37tst= Aof| 2Rkt glucocerebrosidase HO[|QF HHE A, ORZIEHES
=

WS LRRK2 {#A} SOl HHE SAUX YA SOICh

ol EAE J|sEdE /Y

c-Abl kinaseZ} a-synuclein®| 83 ¥ =HE FXIsts A2 HHA|HA AUYAHEZE JHL=AH

c-Abl kinase GAME MZIAY 2242 G171 20|71, St X2HQl GLP-1 £8% AL2A L
Al

O
2 Ad HH 2 HBES 5aE 0|85t M| A=A =2 FLA™ S0 Ut

7IEH) Parkinson's disease, ZE&Ll, COMT, MAO-B, a-synuclein, S84t SHHO|

I}

oZIeE2 xof 52 20N MBMZS| &1t gE|Ad| TAS S22 Si= B[l ZEez



TR 1+ pHARM REVIEW

oflo| ZA&[HEAM EE, =, EAY0f S 2SY0H7t LIELH AR7|S st
o

HISSHONE WAL SAIIA NBA ERE 2ENo= 2T 4

Sl H4H S Aol AHS0| AR UL

IFiAge Soinl 2P| X2 HWay|Hel WO IS 2 SHUI T M ABSICH Y

k| Zt=(Blood- Brain Barrier, BBB)2 E1&t + U&= HEZOE S&6t7 Ly, O OfL|Z|2F &

O
ofal =820 283l upzle 2AES St= AAE ABE 4 UL E=O= =0 2sia 40 2f5

—

R

A thAL, Baliz|E2 Zsiaa Ax|A|el 0t_H|(monoamine oxidase B, MAO-B) ASHA|2t 7}

-O-HIE7| ML & 4 (catechol-O-methyltransferase, COMT)M3iHIE SH ARSIt O] g0 &8
A

ox M

iEf 22191 OFM|Z 22 (acetylcholine) 222 AICtEtoZA ZOINO| FHE RABtL M § 2

SdE MAE SHe=R & Y AHAHE ABE = Atk Amantadine2 287|0| 2H5tA| ¢

|0 ofn

Lt N-methyl-D-aspartate (NMDA) 83| 0| =& 2802 0{7{2ICt,

Circulation
DDC inhibitors
« Cartidops
COMT inhibitors 1 Dopamine availability
{cantral) [ + Amantading
«Tolcapona
Dopaming 3-OMD
A
@
DoDC
—
L ] Py
L-DOPA : L-DOPA i = s Dapaminag
56— i 9 | & R,
L]
[-]
COMT 2
@
v
J-0OMD
Dopamine Agonists
MAD-B inhibitors +Bromocripline | i
COMT inhibitors - Bategiline +Framipoxols 1|1|:|'|?-|T'gu1;|
{peripheral) » Btnnagiling *Ropinirobe (non-gngot)
Presynaptic neuron Postsynaptic nouron
Hlmbﬁtn barrier
@ Lineage Moises Dominguez

a2 1, oFld 22 24 (B3 Medbullet)




TR 1+ pHARM REVIEW

| 214 3718 COMT dA[Aet MAO-B AH|A|

1. Opicapone (COMT inhibitor)
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1. a-synuclein
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(BA: J Korean Neurol Assoc. 2021,39(4):287-297.)
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2. Glucocerebrosidase
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1 & vodobatinib (K0706)-2 3MItH c-Abl tyrosine kinase AH|A|Z dasatinib, ponatiniblt &
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5. GLP-1 83 284
Glucagon-like peptide-1(GLP-1) receptor agoniste= #IA0A Q&2 2HIE 225t 2712
=HIE AASIH 2= 2ES JHSk= AA=Z 3| ARE SO|Ct.

Exenatide= 200541 0| FDAZSE| 28 Tt XBA2 57hF OHZ0ICh ABA Gzt M
ZMZO| RSt ZUE HEON 24 AIFUWME 28I QYIS TIIIN TiZIAe| AYS S5
Ch Ol2f3t ZTtZ DZIAHOI MZHES HEsts 20| 2 4 U2 ZOE OfA O[] et U4 3

A AIB0| 218 0| UCh Exenatide 2 mg2 = 13| E0I5 Hioz 2024 6 242 0f|Fo|Ck,

Liraglutide= S2d M7l& A YCZ 0¥ 1.2 mg E= 1.8 mg FAAIE A7t TSI
Liraglutide= k|9 B2 2=Z0AM A= GLP-12| =85 A=SE & U=, oiZIEE| ele=z

UUE = A= AT MES ALAZE = UCL O[0f] CHet 24 AlglE A5 20224 68 2

(iRl

Lixisenatide= HIZH/S=EO| MY RAOM sior 41 o S7IE Sdll ets F 7|90 =8A

ol 5atE ECh. z7| IZlE 20N 25 2 HIZs S0 et 2UE 4S5t/ fli 24 Aol

ZYE|Hon 20211 128 AREYCE 1Y 15| D5t FAZ RO5HH 14Y 59 10 ug/day2 &
% 20 ug/day2 ZYSHs AFZOILL LH2FANO| 2| 2£5tH 10 ug/day2 ZESHACE

NLYO12 exenatide@| pegylate® HEHZ 41F Eld ool A 2=HZ W= A0 2z
A @2 27| IlE BAES UYe2 24 AIF SO0Itt 2.5 mgzt 5.0 mgel| efE FAlet=s YO
0 2023 33 A+ 2tz OYolCt,

O|FA mzl=Eo| A=Az 7|20 2 HERLDe =& =0|= YW 0/20 £ OE REAUA

O] RAF SAHO|Of| CHel ZH 2 AF7F 0[0A| 1 QUOf, A ofst &8 == A=Y ClohA
Aot aatXl 22X A=z A7t LIRZE Z(CHett.
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Opicapone2 COMT ZsHAIZ 1€ 18] S5 HEiQ 23 M =80| FE|H, 2ent/eo ZEt 34
(DDC) Afafiz|t= 1AIZH Ol ZHAS F2
Safinamide= MAO-B A= 12 18] AAl A GO0| =& 7tS5HH 0|F A8C= LiZlE 2ol HIRS
S 7Y Bt LIEHHDE

Of-Al=22|210| HYHO| MTIL0| FURIAE LEA|HA| 0| EfUCE 5h= 03 4Iof 25 2230 /s
I LLAIE SOIct.
GBA 9242t E¢ItHO|, LRRK2 F212F Z¢IHO|, c-Abl kinase AaliA| & MZ2 7|29 22E50| IZlE A&
Hz AM=EZ] 25 PLAIES 2l SOt

Y 222 GLP-1 84| 28A|Ql exenatide?t WZIE 2H|2 AUdt 34S RIgstn QUCt
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