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Implication of monoamine oxidase B SNPs in the potential risk of
dyskinesia by dopaminergic therapy in Parkinson’s disease patients
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X—=F Y % (Parkinson’s disease: PD) [ H/E N 3 I ARRHIL O IZ
Ko THAL LMREMIEETH D, 16> T, 1AHIL L-dopa & .0, ZDIE
% & o D AR ER 72 & B G T T ERIEN AR E I D08, VA%
XVTIREDEHENS LIZUIEMELEL 25, PAFX T ORIEIZITAARIED
FHEOR, 610 R B ERRZ OB ER R T2 TN E R 2 R
T2 AREME DR SV TV DA, AR PD BEICEBIT 2 F OFEMIE R /22 &
(ST, £ TR RIBFREZHNART 2 PD BE 2RI, BN

T URENCBE S DB a2 21TV B OME & OBEMEE R LT,

[J71E]

THRERFEF M @R B N EHZ @B LRE O S iz, w4 424
B0 RN U RIGFEEONRED & 2 PD BE XIS & Ui, MMGEERRITR
% (Deep Brain Stimulation: DBS) % %52 (J 72 JEFNIERS Lz, FAEm L v L
7z genomic DNA Z Vv, R8I AR 58 a2

(catechol-O-methyltransferase, monoamine oxidase B, dopamine beta-hydroxylase,
dopamine receptor (DR) D1, DRD2, DRD3, dopamine transporter) 7 &= FFEIZ Kk L
T, High resolution melting (HRM){% 10 BHH & Fragment fi##7 1 ZH B @ genotyping

EFEM L, T D L ERRIFR & OB 21T - 7,
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PD £ 92 41225\ T, EENAOHE & BIn 128 O BN 21T - 7o il 3
MAOB #&f5 7 (Xpll.3) @ 151799836 ZHUN T A 2 VT HIEIZEfR LTz
(AA(A) AG/ GG(G)D 3 BEFLER: p=0.027), F 7= Kaplan-Meier 774772> 5, GG(G)
AT HBETIIVAIX T ORIEN TR, VAT RF L7220 5 D AHEME
WRBE Tz, S BICEEEMNTO Cox Al — RN %2 Elii L. MAO-B
1s1799836 27| L-dopa #iH H &, MWHRHIHN T AXFX T DY AV KT L L
T &3 72.151799836 7D GGG TIX TV AXF R U T HIED YU A7 73 2.41
TR ARSI (p=0.035),

B ClX MAOB 11 151799836 2 > GG(G)2 1%, MAOB JEMEDMEL
TEMRENTWS, o T, G T LAEEDPD BEIT R3O EINMERE
HTHHZ EIZL D, L-dopa 23U & iz < <., dyskinesia & F8JE LoF U &

EZ2 b,

[ 7]
IR—=F Y IRIZBWT, R—= X UIBRRICE ) AR T OFRIEIC

MAO-B 815+ rs1799836 ZFI D G allele NEL BHH L TWARIEEMEDN H 5,



