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PCAR#% BH 18 53 repetitive transcranial magnetic stimulation (\TMS) &, HHUHEE 1 Hz
VDT OBSEEREE 5 Hz L L OEBHERIBIC S 5. BEEOD A XN T L3 S
L 2 BEER - 9 OEROWES RSN T LY. 2 2 CEEER - ) SR T S
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SygafpsnTORG - TEERIESATOR G - JBAMOME?, rEzeFrarx
BRSO KRERTH L. LICH-T, 2001 FLED Z v X 2L ZEEM S + 20
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HIEPHELE LTSN TV 2D, =% Y VIROEEREIRRR 9 D RER ISk 2 H5h1 # 7R
THozzerr2dne.
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M2 4 v T OB - FHMITTEHE B dorsolateral prefrontal cortex (DLPFC) -~ O [a] i 45
FERH Ay 25 9% H CaHili L EE Beck Depression Inventory (BDD) % E 2 S #7243,
EEEIRIE S T 72Y,

7V A LMLZEER Y v o xR EGAER (106 61, ®I#8 vy a /8, B 12H) (2L,
il BB~ D 1 Hz ORAHEERIN A 10 Hz O SHEERIN - & v S50 A~ TF B EBE
Wetgs e,

I UXLMEZEERY v xR v A4 — N EGERER Q18 K3ty s v/3H, EE
OHEE) (XY, ROEHEFICNT 5 10 Hz OEHE rTMS 2 FOEEEIR 7 A B cgE L
7210,

2. mECT

R=F YV IRIZH T B I DFREERIC mECT 2 i L 703A (EBEIR A2 L e s »3
DY 400, [R—F2 Y VBRI A N4 22011 DB R—F v Y Ui gL
T 2 Lo BB O 137 .

BRIRICH BB DTER

TEEY I Al L E B~ O B (TMS 2EBER - 9 DIEROUEHE CERTH 2 L 3
HTE2D, HRIWENTHL L, (IMS 7a b a—wHLHEThH HiEENL Fa b a—
WHFENL L T2 b2, B S TR EHE s L TEES L,

mECT 122V T ) DIF T 2EHRE LTHELL TV5 2L, ARMEDDH 2 ERIHE
BMBGET2 LG, N—=F vy URICHET 2EED ) 2EREH L T mECT DT
IR E 7Y 2 5.
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PubMed ##3 1 1983/01/01~2015/12/31

#1  "Parkinson Disease” [MAJR] AND ("Electroconvulsive Therapy” [MH] OR "Transcranial Magnetic Stimulation”
[MH]) AND "humans" [MH] AND (Clinical Trial [PT] OR Meta-Analysis [PT] OR Randomized Controlled Trial
[PT] OR Review [PT]) AND (English [LA] OR Japanese [LA]) AND ("1983" [DP] :"2015" [DP])
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N=F Y UIFIIH L TUA WARS Z— i L 1A TIERORRIIFED G S A1 T v
. N=F UV VIR E T B EMLTIHEOERMECOCT, T d TIiTbNICERERED 6
TUEFUARPHL»IZT 5.

7 7 /Bt Y £ v A adeno—associated virus (AAV) N2 & — Lt U< EEMEEMY £ v A
equine infectious anemia virus (EIAV) N2 X —Z i L 1CERIREABRO MG D 5 .

B S A BT X BIREREESR (AADC) BT 2B AL ICE THA— T VB2 2 41:dH
h, K- SHED 28, FHSHOEE 10 BIOFHERTIX 6 2 A&D A4 7K D UPDRS part I
237 T 148 A ¥ b (36%) OUENBD LN, 2OHD 6EFORMBIZET 12 » AL
F&(2 UPDRS % 2 7 OB 6 teh’, L-F b 2 stk s htwere?, &
12, BHED 6B OUCTRIBTORETIX, 6 »HKRIZA Z7HD UPDRS part I A= 7T
11.6 BA b (46%) DOUHEH R &7,

EIAV X2 &2 —(2& b, AADC (22 TF w > v KERILEES £ GTP cyclohydrolase 1 D& 1z
TR GEALIE L/ DO =7Vt K-d - SHED 38, &5F15610 12
A4 780D UPDRS part WA 2 7 T 11 FA b (29%) OBEHEH R 6 hre?,

PIHIPERRRAZ =W E y-7 X/ B&R y-aminobutyric acid (GABA) D& BT Zv & I v
PRt i 1% 3% glutamic acid decarboxylase (GAD) ODifnTZ IR TAZICEAT 2 LTI, B
HEOETNREILDAH TR X —ZEAL L CBFMELHRE LI v A 2L EERET
M HC R BRI R RBRY D FEME S L, N & —F 58 16 B, BTMEE 21 Hlicow T 1%L
APl L 7CkE SR, 4 7 HED UPDRS part T2 27 TX2Z X = GHETIX 8.1 K4 » b (24%),
B TMHE 4.7 KA >~ b (127%) OYEVBDH LN, ZOBEIFETH -1,

Pt |- A2 A T Neurturin OEIET %8 A L CERRHERY T, <2 % —$ 5.5 38 f
L FAEE 20 BIO 1 £ OFHT, + 78 UPDRS part 11 % 3 7 4R 2 & —3% 58T 7.91
FAVILELIY, BFMED 691 RV T UELTH)AFEEZRREO L1 &
Po, BERECIN A THEEIZ b Neurturin 25T 52 X2 42— 2 A LICHRRWIZE T, N2 42—
55 24 B £ (BT 27 W10 15 2 O FFAE T, 7 7 H D UPDRS part I 2 7 7 13X
7R =GRS0 RA b, BTFMEEL 45 B4 MYEEL, RRYAEEEED LN
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