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1967 FEiCiE e w F = R AAHHFEEAE2HE T 2270 2 77 3 UhvmatEE (Ob-
sessive-compulsive disorder ; OCD) ICHZITH 2 Z EBNHAS NI 5Tz, TRICH X, HEIR
o b= AAHESR (SSRD) @ OCD i2xfd 2 BRI b AKX W THERS L, OCD O
MR ORBRG E LT e = iRRROREREH Sz, L L, SSRI KT 5K
JRFEIIHT 50 %Iz & EF D, KIGHE b FREREZZRD 5 2 e 6, BRL RBEREDPRES N,

FRCHURIRE O IO B RELHER S iz,

IS DfERMS, OCDIcku b = U HiiERE

TR PRI MEROBEG b EESN S L3 10k o7z, )7, Th & TIREHRITIEDRR A
5 OCD 1 BE U 7z fiielmli & U C, HTEHRE -FEAL 2 5 OCD v — 7 OSSR s T v
5. FEYIFRAR, o b= RS VS VR 27 L T OCD v — 7 ORERER AT IC IS5 LA

PR EFBIL TWi b0 EeFZH5N5,

<FR5|FFE  mEMEE, WL, MRS, ke b=, ko b= U A AHERE>

1. (3 C ®» I
MRIEMEREE  (Obsessive-compulsive disorder ;
OCD) xfd 2 YL L LT, 1967 1, =
BRAPOOETHB 70 7T I v OBEMESY]
O TCHER SN, 2D, 190 £ A, 7
0377 VvOEBERNTIOT 4 —LD—DTH

WY ToHN, JVKRFH I, LT Yy, X
0¥ X F e ¥ OFERR 5-HT I D A 4 fHE
# (selective serotonin reuptake inhibitor ;
SSRD) OFE#E LS D, Zh s OB
fili¥t S 7 C, OCD OfFREHIsEH 5SHT & % Hl
WCRE B L.

—%H, 7ua3r7 3 PSSRl Ewo7z 5-HT
FFEL D A A fH % ¥ (serotonin reuptake in-
hibitor ; SRI) 721 THWE D & 5 I % E Bl &
40~60 % & N2, FERDH SN WIGEIT
IO OHH 2% 2 2 hidx ok nds, i
b AEBIEDHEE & 1T 2 OIPURHREIE O A

TH 5. 1990 £ 2 5, SRIICHRE MK %2 fF
L TR %23 5 OCD O—BEHH 5 2 L M
K THAE S, 2000 FR1cxks e, VARY

Ry, A9 FEy, JIFT7ECDL D RIEE
RIFRE R EE O A5, SRIGEEHTE OCD 12
BEITHDIEBMESNLY, o DAL
5, OCD OJKHEEIZ SHT #ifE R 721 Tk { KX
3 (DA) #RFERLEEL Twa 2 ENHES
h3X>ickoite.

i, ZhF TOMBREEGRIFEORREL» S,
OCD Iz BAmE U 7o pigmligs & LU ¢, RivEE -EIK
K& 555 OCD )V — 7O EE R S T v 520,
SHT MRz Ofeittsn &, IR, THR,
R R 7 B f 8 L, DA % 13 e
EH D oMK E X ORTEKE N, BED» 5%
i EABE L T3, EYEERIE I S O
R EMNMLTOCD V—7DOKREFE Iz 5 Lk
FBONREFHBL TVEbDEHEZLNBD, £0D
SEHIZEA S 2 78 5 TS,

HHETIE © LS RFRF B M R R
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YR RIS
*13-20DCBT

BYARRIG
8-12BDSSRIG-6ANZKEBE)
*13-203BDCBT
-3:ERM15EDCBT

No

Yes

3 Yes

RMBE; 1 2F QMR 8 B UL LA T THR

CBT;3-67 B D E#IML T —Ra—1viay

BRI

LU E DRI L 723854, Transcranial magnetic stimulation, Deep brain stimulation,
abrative neurosurgery

1 OCD o7 VvaT) X2 (APA, OCD working group 2007)

FIET Y ADZLWIERE (e. g — Db LD BWDAED T4 T, FEH

e,

AKfgTid, SRI 2k 4 2 FYPEEIZ O W
T, OCDIizxtd 2B O R CAE DT 25

I b ENT LR WEEGIIG)

LT, RERIGPFEZPLE UIcRBATTEIR
# (CBT) & SSRIZ X % EYRk = W51 b

Ul bET, INE TOWFEMEZHEL, EYD T3, SSRIGEICE 172 RKIGH B - 7235
BhE EFRA, BEER S OWTH ST T S, EE, FEEBPUREHREE I L 2 WML,

& 5 THEEEHITM: OCD I3t 3 2 DA #5938 ¢ H
2 YU HESE 2 W IR RS D IAN T 5. bbb
T, OCD O EEFZH L/ EBIRFTH 5
OCD Vv —7k, ML LEEBIRH CTH %
5HT « DA RO &M B EDO T, SEYIHE
OVEFBEFIC O WTHET 5,

2. T A HEEHEFSD 0CD A
HARSA >
2007 FED 7 A ) A KEMEF S (APA) 044
R4 vz nig, SO —EIROBE

CBT 2L THUNEH2TITI & 2HERL
TWw3, SSRIVERIZE L KIBW R o T 5BE 12
1, B2 SSRINOYIVEZ, 7o 773>
ANOYIY 2, FEEBIHURE HREE O Tk 0 2
REHEREL Tw2 (K1), L7es3-> T OCD 0k
BB WTEYEELE M TITS L0 b, CBT
EYIIGR OB SMIE DT Twb., AFETH,
EEICEZ 5N T — < Th EYERICONT
BT A, EBEOBFEICH?2 > TIE CBT &
HYERE 2O E LT OCDEEL2ZT T T
W LENDH B,
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#£1 27wvs77 8Lk SSRIs OHGE

Wge ()

£y GEBIE)

ot BEE

Freeman, et al. (1994)
Koran, et al. (1996)
Milanfranchi, et al. (1997)
Rouillon (1998)

Mundo, et al. (2000)

TZVERFY I (66) EE3 (=4
TNRFY > (79) F& [FA%
TNARFY I > (26) [EES EIE
TR FH I (217) RS BN
TR FH T (133) RIS A

Zophar, et al. (1996) NaFtF v (406) RS EAr
Bisserbe, et al. (1997) v hZ V> (168) B AL
Pigott, et al. (1990) Fluoxetine (11) EES [=20a
Lopez-Ibor, et al. (1996) Fluoxetine (55) EIE Yiva

3. SRIE%H?

WHCld, 7as 773z, 7ZVRFS
Ty, NaFxvFr, Vb7 Y v, citalo-
pram, fluoxetine 7% £ @ SSRI %5, OCD D 4 #
CHWSNRTWS, LrLENS, bBETHLE,
fRiEE R F, OCD ~NOFEHND 51T 53K
HET7VREFS I ENTFLFLDOLTH S,

KIFTEMS NI 7 VAR FH 3 v ORI
ihi‘lEﬁikbeW&%mgﬁ&%éﬂ
72 421D OCD Iz D W TR 13 45.2 % (19/
WHEDN THot®, —F, NuFwF vIFHH
H=% 20mg/H, EAE%250mg/HE LT
HR{TWv, &%rimoyom%m)f@o
772 RD23.7% (22/934) wHL TEEK
BERTWi®, LarLass, s 0 L
K12, FESEORE TYH SRICH T 5 KIGXKIZ
40~60 %I EE D, KGHEDZE bR
WIEESEWEINEY, Lie-> T, HKRHIZ
BEODLIWEPHEZHZE L LS, SRI
2O EEYIRED A TR A% 2 L%,
SRI X OCD WZ R AN ENIHE D b 2 W) Tlx b %
2, WU THERIEE TR 7% <, EEBEOEKSHETIX
L DFEY) % Fi V> 7o SRR L0 2R R I IR 5 vk %
e L CBT ¥t > T 5.

4. SRIDFTELMDL HDH?
SRI OH T EDEKI BB 212 DWW T, 1990
FERIZWL OO RXF T F ) ¥ A R’ Tbh,
20375 3 HSSRI & AR THERI BB B

5EDEEPELNTHWS, LrLEDBsINs
DFEAD X5 7 F V) ¥ A%, #ERU IHFFEOXTR
BEPHBTEOMEL I TWw Y, 20
%, Tz SSRI L7 a7/ 7 I v OREEZE
BHB LB ORBICBWT, JURFY I
oiuFF L CETIZRSET, A
WKOWTIRENTWE ZEBHSMNZEN TS,
X h T ) IOnTIE, B, A b
70377 EDERTYATREENRIES R
Tw3 (1. &I, Th iz SSRI MO g
WIZOWTDORXRY T F Y 28z i, SSRIfH
TEIRICOWTREIETH > 7208, BWEHOHHE
D70 T 4 —NVIZETDEND S LGS
nTwnzs,

5. SHAZ® SRI [IHEH?

OCD OEEIZHBWT, SRI MR AZRTITIZ,
5 DRICHW S L0 b EHE, RIARORMA? %
HThb a5, SSRIWBEL T, HEOH
HEETOMEEZWEL L IR BEET S, Zh
5DIFE A EDIFETEREGREDEIMIEVWEEE
b ERT 2 LS AERIGEGRE RS T 2RI
‘BonTukwy (E2)., KMTT b IZIBER
B olE, 280 F & F > 40 mg ] TEE S
T ERNCR L T 50 mg ~NDOHEIC L Y EE
RUEESIRSERD S, LT 7R
FHI VAL TR IR L L CERAER
(50~150 mg) & & HE#E (100~300mg) & b
WCEBERIBESR 2R U0, AREICEZFED
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#2 SRIIZHED?

wge (4F)

2y GERIEO (S us

Thoren, et al. (1980)
Ananth, et al. (1981)

7 7r73y vs U RNITFY Y (24) [E-2iva
7a3I773y vs 7MY TFY > (20) (=4

Volavka, et al. (1985) 7S T73 vs A 3773 (16) (=2
Lei (1986) 7uairoIrvvs 43773y (12) BT
Cui (1986) 713773 vs doxepin (32) (=4
Zhao, et al. (1991) 07Ty vs 7MY TFY v (39) [E=2ia
Hoehn-Saric, et al. (2000) )7V > vs desipramine (166) (=30
Albert, et al. (2002) )V k7Y vs venlafaxine (73) EES
Denys, et al. (2003) s¥%ua ¥+ F >~ vs venlafaxine (150) EES
Denys, et al. (2004) Ra*+F > vs venlafaxine (43) [E=2ia

o1, W fThNe XY 7Y YAV T X
nix, ERAZED» 5 PERED SSRI &R TEA
O SSRI BEIEPENTWE—HT, BIfERIC
FBWMBEBR LB EBHS LR > TS, H
L, 2OXAZT7F) Y ATHEENCEZINE
AElE, 7V RFH I > 300~350mg /3 a F
Fr60mg, ELEZY200mg THY, K
HTORAMISN T HERELZBZ TEY, K
Heo@EHEFERASh2BESRIPERECEEN
5.

F RO SRI O L EM: % R T 2 BB &
L, El Mansari & Blier® 1%, #HHEDOMA 5
A AREAR % v TR & O fluoxetine (5 mg/kg/
day) Tk & <, & A & © fluoxetine (10 mg/
kg/day) 1@MALE T, MIEEEAREO SHT HE%
FEOBUEIES & 1Y, SHT OWEEETTELS B 2 5
ZEERBHSMIZLTWD,

INSOMFEERE2E D5 L, OCDIWCEH
EDOSRIVLETH D v FHIZODWTI,
RE7e 7 — % 5 & I3RS TR IS iSO U %
ZEMTERVWEFZ NS,

6. REAE® SRI (ZHEH?

RIS IO 7 VR FV 3 >0 §EOHER
ZBWT, 77 REHBELTC6HEAFLD 7 VR
FY IO OCD KT IRREPERELE R > T
7219 FileoNuFkF oo 12 BE O ICE W
T, 77 REMBLT4EB LY SaxzF

D OCD Iz 3 22 %2R D T2, F st
@ OCD 1249 % SRI OFHFICB W T b FIEORZ
R 2R B ES N TS, 2h s d 0CD
BT HRIRAHERIX, 5 ORI B 1 % SSRI
EREORNRFEEIFI L AN TE W,

El Mansari & Blier® ix, Yu¥ x5 > (10
mg/kg/day) 1EMEALE % 1T > - EBIHOM A 7 4
AREARZE FWT, HURTE, IREHTEERE OHhiE
HARE D SHT HOZARORKAES X O 5HT i
BEEET U7e, ZOfE 3 EMOMEIC XY, H
IRKTERTOHOZAWERES & O SHT #ERED T
HEEROIH, IREHTEHEE 2B TiE 3 ML
B TIEED T 8 HEEDEHAE T I h s D2 tx
Oz EEHALPIZL TV,

IS DRI & O EERER SIS O R
N, DOROMRFBRATH 2 1~3: 8 L
AT OCD TOREFENC IZREH D 2 5 2 &8
REIN5,

7. NRI Tl37% < SRIHDLES?

INETZ7UITST IO TIE, BN
V7 R v F ) D A ABHESK D desipramine
N DFF ) v, SHT HELY AAPHEEM
DOHEHIFINA S 7T 37 S V) FFY Ui
EEDHBMEENTTON, 7837732 v0D
OCD izt 3 27 FEBH S T 5, SSRI I
BILTCIZ7 VAR FH 3 > L desipramine O H
BT, ZVRFVIOENTVD I EHUR
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WrE (4F)

EY (EBIEO

Greist (1995)
Nakajima (1996)
Hollander (2003)

Ushijima (1997)
Montgomery (1993)
Tollefson (1994)
Zitterl (1999)
Montgomery (2001)
Stein (2007)

L7V (325)

TNARFY I (131)

NaFkF > (348)

k7Y v (104)
Fluoxetine (214)
Fluoxetine (355)
Fluoxetine (53)
Citalopram (401)
Escitalopram (337)

Hoig iR
50, 100, 200 E={E<7IER, H;HEELL
150, 300 EeR< ST ER
20, 40, 60 B<E=7"7%1 R
h<77 %R, h=m, h=K
100, 200 Ee=th<77 %R
20, 40, 60 E=h=E="7tx
20, 40, 60 E==E<77 %R
20, 40, 60 FE=h<{g=77%R
20, 40, 60 E=h=EK="7% R
10, 20 <7 %R

K=7Z 2R, K=H

INTW3, T4, SNRI W48 & 5 ven-

lafaxine @ OCD IZ5xf 3 2 H R4 RIE & LT n
% (#3). Venlafaxine i SSRI & [6] 2 ® i \»
S5HT D AAHEERAZHA L TWw5 720,
AFCHATEESR SNRITH 2 I VF Y T
WCHHICRIET 2 283 TE R, Zhs DGR
MmB, 7037530 SSRI EHBELT, &Y
59\ 5SHT B D A A HEEH L E S L WwIEY)
132 OCD 12§ 28R 2 nb D EHZ 5 T»
3.

L L%z s, PET 2Hw T SRI @ 5HT F
WMOABIALTHB5HT v v AR —% —
GHTT) O EERE2HFE L @& L i, 80
%DOSHTT OB eHhBEx®ElE, 703773
¥ TIE 10 mg?®, SuFkF o TiE20mg, v
FZ Y >TIRS0mME® THEZ ERbro T
5, SOWEHMHEDOSSRIZHEH L ZEIC )
SHTT HERIFS5% LML 2cwne L Tw
32 Fhbb, ZhsOWEREIZ, SHTH
D AABHEFERIMERAETLL b BHIICEZ -
TWw3 ZERRBLTEY, SRIICHFET %
SHT B AAABHEER 2B 272 (B2 W0idn
L72) RIOEFAD OCD o4 25T & LT
BT ns e bEshS, 5%, ZheDfE
FBF ORI NEEFHZ S b,

8. HIEMREIC L AL IIFYH?
BEIZ3R T2 & 512 OCD 125 L ¢ SRIIGED 4
TlX, BRICTDBWENREZ L ENTE
WS b E W, FL OEY)E TR
A HNT WD, HEINHEYL SN T2 D5
FEAREEIC L 2L ThH 5, OCD e d %
YU HEEE & F D 7 BRI TR O 77 2 R PR
B, W OMTbITWwa, ZiLs WL T
% Bloch, et al. DV E2—2 12 ki, VARY
F TR TORBRTEREDSHER S, + 7~
PRI F 7L BN 2R T
DG EXFFL R WIREMRET 5. £z, B
F v 7 EEERGFET ZEFPR, Pl L b AR
DOH5EEMEDOSRI TS » BUEBES N
BECBOTRERORIDENIED 5 E 2 RS
w3, TO—FT, JUHREORERET
ERIRINC R D & 2 G NG % 7 U7 iERNE 1/3
Thoi-.

9. KBEE-EEZEIR

INFEFTHRNRNTELLIIZ, W OLDEEHKIT
FHET 56 DD, OCD DEHEE W 5HT % DA
R EDMRMEZEWE G T2 2 L 3kEr S L
W, i, OCD %35 & U 7= B AE i R 52 2
51, OCD L HifBEARE B P E S & OB %
LOTHIRDE S, KRIMKE-EEZORE
(OCD v—7) 3 0CD OJFEHEE T & L CIRIE
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DAIR;R/RZVIZEE  DA2RF/RZI2ZRIK

2 RMEE-HEMLV—7—+to b= F83 v ofE—

EN T 32D,

Alexander & Crutcher? iz & #LiE, KIMEZE
20 DEMITEBEZOMEERICEE SN, o
7o RS BIERIE, ThENOEEMOR
7o TN TR S L tkiz, D SRR %
ALTH EDORMEEEBICRES, Zhokbb
TR E-HEEL — 7L L3, KIMEE-&
BRIV — 1203, EBIRIV— 7, HIERTE R —
7, WgFRN—7, IREGEEIRV — 7 D 4 FEED
HonTWwWab, BOBOODNV— 737 L CAF
BRI 2T 2 20N TW5, 51T,
2 OFREIR L — I T E R, B L W
S BB ORBEDFEL, HiERKIX GABA fEH)
MEOMEE= 2 —a VBT Y F 7 A
BE T 2T, MEREHRER =2 —n 2%
v T A RE BRI O GABA fEEh it = 2 —
u Y EHIRTEEO VY S = —u v %
U THIIB SRS T 281 Th 220 (K 2).,

10. OCD MV —TRERLE F v > F > JRER

OCD mjsfeEe 7V & LTI E 2% OCD v
— MRETIE, KRB -EER — 7 OE K
LR ORE TS EC S, Tab b EAE
R & RS A~BE 3 2 BEEE O H 13T
EL, MBEEOEIPETEE T2 2Lk, R
ANOMFEIERIELTS £ 2, % OFEER, KA ES
FERBR R L, @EEEREBICHY, FHREX
PR e (RERTEEE) OMHAEDEMENEHET 2
EFEZoNTWBE,

Graybiel'™ 1%, FEEMIZ, KMEE L Z Ol
DRGREE A & D AT %2, BIEDTEIDNEFE & LT
EKHEhZ2BICEI -T2 (FroFr )
BaEx b 5, —HOEBBEIECEEZIEFITT
ERT 2L CBESLTwWA 2 ERIERHL TV 3,
SRR TR, Mg 8%, T DK
M - Z2RI 2 AT 21TV, TIREMED b 2 IR
O MBI 2 Y, FHERY A S 7 TR
79 2 %E2H-> Twa, ZOKRMTE-EEMK
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V—TDF ¥ »¥ v TEEREEE M, OCD ERD
ERIIZBE#EL T2 (F¥ > F > 7R, ¢
Zhbb, OCD ORKEHEDRAEE R, Fikw,
Bz LV, HERO LD EAITENIEFEIE &%
ZBTEIMTE, F o> 7 OREEIC I YR
7 V—A7 =7 MEH L7z, —DOEENR
T8 & ROITEIAES Z L BREE L 2D, 2D
R, FBRENBTEHREERKET I LR,
7, KIMEE-HEZELY— 71, BIEOEHEL
PRHMOBEIC LS L TB Y, BT
HEEOKE CBEML) L Tnwa,

11. EOb=> - FNRIVENLE
EYEEDNR

RREER AN BB BT 2 & DA S B Ef L
THEY, HEEADO L1 (D1) ZHEZN
L7eBEMEAS & Fovs v 2 (D2) ZBFEENL
7o A OMFIEDO AT 2 5V, FUR K3
D2 B ET Oy 7352 LT, HEROM
2R S, FERMICRIEROE S 25T 5
borEzond (X2).

—77, SHT M IIAefREZ 0 & N CiR)L < #
B3 20, BRERICEST L 72 SHT #ifkix, DA
TR OB LBIEE) 2 0 L, &R 5 0
DA fitt d il & %9, & 51z, 5HT i, DA
MR 3 2 EENSIERAZ T T <, GABA
R 7V 8 3 ERARE & U C BRI DA
MREEHIT 2 2L LI R > T3,
OCD Tix 5HT 23k Z L, 5HT 0 DA E#f 12 xf
T 2 HIHEIER 3359 L, DA IZEEICEFEET % &
FzohTwd, TOME, HEM ICHEERIT
B, MEKEH s s, SRIW XD 5HT
BEEENTIES M B &, DA ORI IIH S h, %
DERR L MEEOTHEIEE SN S 2 Lo
Eahd (XM2).

bhbhizZhnxc, —i@tEodiK SHT KEE
ETZEERITAMENY 7N 7 7 Y REME
(acute tryptophan depletion) 0D LR ZREE
T o iEENC 3 5 /EA % functional MRI %
AWt LTSk, 20E, NV 777>

e (2011) 113 %1%

RZFM T IRAREARBE AR 2 vl i IR BT BE,
WEEK, HRZRSEEMEMLE 02 2L, %
AN FEC T/ NERIM % 38 Sl 722 B IR A 2. %
PP ML TS, ZOMY T b
77 Y RZFMTRD 515 iR 1L OCD v
—7LHEHE->THEY, SHTERT & (FEZFE~D)
EEHIE & v > 72 OCD DR RO —HITH %2 % 2 5
B THBRZEOHIR EF 2 s,

12. ¥ & &

AT, OCD OFEYEREDOKALE & b,
WAL R RS TH Do b=« Fo93
ARERE, RN 2R R T H 5 OCD
V— 7 DI ER R EBFEO T, YRR O /E R
FiZowTHERL, SERLI XS, OCD
DIRREDIfFI, RS, MRMby, FRRAE,
PRI, SRADLEE, PRRREIGR 2 & OREL it
BB OMFEARICETb S, BEBLTEXT
BY, EHES] 2 [HREFCRES L
E] Thr—PlebbDEFzoNb, Ka
7% OCD D FEYFE AR E 1Y 709 R 12 Bk %
bORRITTRL, BKRDOE—# T OCD Dk
WD A TE SN B HEHOSF I RIEE N
Ths.
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Pharmacological Treatments for Obsessive-compulsive Disorder
and the Serotonin-dopamine Hypothesis
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It was not until 1967 that the tricyclic antidepressant clomipramine, the first available
serotonin reuptake inhibitor (SRI), emerged as an effective treatment for obsessive-compul-
sive disorder (OCD). Subsequently, the efficacy of selective serotonin reuptake inhibitors
(SSRIs) for OCD has been demonstrated in many studies. From these findings, neuro-
chemical dysfunction in the serotonin system has been implicated in OCD pathogenesis.
However, as many as half of OCD patients treated with an adequate trial of SRIs fail to fully
respond to treatment and continue to exhibit significant symptoms. Hence, there is often a
need to augment SRI treatment with other drugs. Currently, the best existing evidence favors
antipsychotic drugs.

Although much of the emphasis of pathophysiologic theories of OCD has been on
serotonin, a growing body of evidence supports a role for dopaminergic neurotransmission in
this disorder. At the same time, a range of functional neuroimaging studies have pointed to
involvement of the cortico-basal ganglia loop (the “OCD loop”) in OCD. Effective phar-
macotherapy is likely to modulate the OCD loop, thereby regulating functioning within the
serotonin and dopamine neurotransmitter systems.
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