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7 ARV —EE DIKHERERRE & A
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1) FRRFRFEGFEREZBVRN, 2) SOWkE, 3) #FREREGES AU RHE R #55,
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T L ® IC

T AV —[EE (Asperger disorder, AS)
WFEEEOHEETHY, HENIIa=r—v 3
v, BXUMEOREG 2B A2 W IREN
THEENZELRTEBNETH 51519, AS D
EFNF S REFHEOENIZ N DD, I3 2=
—Yaryrt L TOEROMHERACHEBESRE TH
%0 AS FEGNEFE B ORI AN D B0 3B 9
Fui iz, BaNFbOBH LTS, *
D7z DIZFKERFRTHIE & OHESHIHA M B
DOIEA N T TNVBEL S, ZORHE, ok
FERIZ U THERICE > CTHELIEVENZ2IES
Vv, ZORRRE, ¥, WG ofranTlL
5. TORFWIBLKIIERTH2 CEETIZA
PAYE DIRRRE B OB 3 B IS/ 28 (AR N,
HAMT 6700 M TH %), HATEHEADEL
LEEE, AOOK 1 %D AR H AS FERTH - T
WAHR AR T 2 &, BHEHERKIZESC T
FLLTw PRSI TV S,

1944 12 AS Zi#lic#ie U7z Hans  Asper-
ger HLIXEY, HEE, LY, (HES¥Ehl®
Wa LIIRIEEE ® AS OFARN 277 L FH 2 T,
HozZh%2HEE L, HARTIZ1965 411 i
Asperger 2358 H L T AS Ok ic D v CHE
HWL72H 000, EZEINEN LT sh, #HE
HHEISIB S FE i Tbh T E 7,

2006 4F 4 HICFE XLV HITS N T, AS,
HEARE, FEXMZE MRS (ADHD), &k

Ex e oRE, NI 5 [FEERE ] »°
Thbhd X kol, ZOX5RIIZH-> T,
AS DZMW R F DRERIZ O W TEY, EEOES
DL > T &7z, ARETIE AS OXHERER B
IZDWT, =a—0rDIFRIGEICETE L RE %
Rz U 2 N afifElsE OB L I IC O W T
WEE R LTz 5 2T, FL7e b ORIt R %
Lz,

1. 7 ARG —EEDKEEERRE

AS OHEEERREIC D W ki, U, B
fE, FEMRERL EOBERNET 51T, HRK
FE ORReESE, IR OBREF VIEEINT
WA, ER & NEAL & OREE I DT MRI, pre-
pulse inhibition of startle (PPI) % F\»THET
LIz BERIFZRIC & 2 &, AS IXATSEE- Mk s
L O/MKDIK B OBERED, HEOLRNG RE
DIz OITHIHEEE D 7 4 V& —HEEEIC RIfaHSE L
TRABW CTIREN S EE LTEI 2R T L w522,
AS EHLEORER & 17D BEIRE I D W TR &
DREEIRA & U Tid, EOFEBNZEE D % ventral
tegmental area O #f#E[R] D fusiform face area
L REMOEEE OB LN S a =7
— ¥ a YRFEEITE) & O BERY, PIHIETEEE -
BB _BISERE O IEESS - SHIEER R a S O BRE R 2 &
[Z 22085 & OBE BWRRENT»S,
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1) kv b= RHEEE & OREE

ST O WFSE T UE, fluoxetine Z 10~40 mg/H
B L7 BEEA XY b 7 ABSEREFNI5RERER,
NIV b ORLANS ORERA, Autism Di-
agnostic Interview (ADI) Al 52583 L,
PET CTHHEEE (B iRE & IRERTEE) ©
RETTENTRD S, 5-HT OIEEERRNE R &
nee, 0 b fluvoxamine WEEHI D AS 7
EDIRNEFZREEEMICERITH Y, 5-HT K
HEREDBERD B b > T B T E MG S T2,
5-HT R ALREET AS FU O E1TEC Rk
HORERIG EBE#ET 2%, PET TR % &, AS
TEBE 2~15 2 2 € 5-HT & o3 R
D 2/3RETHIML Tz w39, 5-HT 5
FRERTFROMREZFH, MOFZICHEb > T
Wb ZERMET S L, 55 HT OEBEARZ b
7 LEEICB T 2 RENERE S p T 5 2k
EEEBISICE IR TH D LW IFZNREEREINT
W39, HTHEEFE LT, S HT =a2—o>o
B OERSHEEARZ b 7 ABEOFIFNET
BIZOHN5 EHESISNTWSE®, KT,
Serotonin transporter gene O SLC 6 A 4 @ pro-
moter $AL DB F LT TH % 5-HTTLPR 28
HEAEZ O b D v L HEAE O kg o 25,
Thbb, MEEKAEOFEERKCESG L T
VS5 HEDDH D,

F:FERFSEE O Murphy, D.22 13 AS @ 8 5 (5F
¥726 5%, 1Q: WAIS-III T 80~120) iZD>WT,
B IC B 1 55 HT,, receptor O #& & BE %
SPECT THZE L7z, AS O 8 fFEFNILHEEE 10 41
12 S TCHTB & UERAREL, M EEEE, 22
FHIESS CHEIC 5-HT, receptor fEARELME <,
A & ORI, ARTEE O GHEE T i3t
HIMHASZ M OFH S E ARICHBE L Tws 2t %
R L, ASI2B1) 38 5-HT,, receptor 12
DOFEE %8 L7z, Institute of Psychiatry ®
Daly, E. M. & Murphy, D. 137 3 BBz & -
T tryptophan 7% 80 %A L7z &MY 7 b 7
7 Y RZIKEE 2 AS O 144 (CF# 285, 1Q:
Ty 133) fEEAEE 144 B0, 1Q: 117)
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TEEL TN S-HT 2 2K T & & 74REE
T, BRYOPEL A EOEE RO 5-HT R&F
12 B 1J % mapping D E & £ OB#E % {MRI T
BEtL7e, BN 77 7 Y REREIZ AS T
HIHREEC D 5-HT R D mapping % #8555 L
7o, AS BEERFIC SR THERBRCER LS
7z (Daly, E. : 2007 &, Institute of Psychiatry
DWIFRESTHE).

2) FEIFIAERGRE & 5-HT

HEEZA =2 b 7 AFEFICEWT, 5-HT L
T 2 SRR T & U CARBIRITR IR 2251
2Ze0TEL, ZORENLDBDOELT, -3
@ eicosapentaenoic acid (EPA), docosahex-
aenoic acid (DHA), -6 ® arachidonic acid
(ARA) 23ZE1F & 1T\ B 122728208487.38) - DA
& % @ precursor T & % EPA 13 I/ 5-HT,
receptor 241 L T 5-HT % O Ktk % Z 0 1 3
i) 9 %3, SSRI @ fluoxetine 1% 5- HT,
ptor IZ 5 \» T G-protein *> phospholipase A, %
MLT, ARADRE R LH S8 259, Fi,
ARA & 5-HT 3HHE TR 7% & g 2 55 > T
V530,

rece-

3) TEUFIEHGE: & 7 A~V A —[EE

-3 BRI, o 6EIRIERICEICE &
nTC, MOFREICETERBRE 2RI L TWwa,
MSEE w25 ® % E &1 DHA 2330 9%, ARA 23
15%TH 5™, i TH DHA & EPA 13 JEHERL
THRHREE 2 2Rk L R E, F— 3 o b
=V EOMRRE, YIS AGE, A4 VT v
> AOVEERE, GBS TFFEEL, SR O 7,
1t (oxidation) 7% 2B - T 339, JT4E,
HEEARZ + 7 AEET -3 EIE, o615
AT O AR & A AR & DR S 1T
w3, Vancassel 53712 & % &, HEARERE 154
B w-3& w6, o-6/w-3EdHE
EEFHISH LD bEEICEAS L, ZhsDfEl
BOBECAE, afifEls % #3 % chromo-
some 11q22-23 @ %%, phospholipase A, D
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R4, phospholipase A, O¥EM:IZEEH % chro-
mosome 8q22 DEHEIC L 2 LR sz, A,
Bell 521k % &, EPAEEY 7Y X > 2
By U7z HEAE 7 B & AS @ 2 B, &+ 9 B {8 f
BHEAPB LY 7Y A b 25 L RWHEE
fiE 17 Bz < &5 xT, EPA #8200 %, DHA %40
%IEINL 7228, ARA 1612 20 %54 L, ARA/
EPALLIZEA LIz wvwd, Bus?iZ & 51240
B HBERE (20 BlOFEFHE & 20 BlOEFRE %
i) & 20 Bl 20 BlOFENERICD
WT w6 (THE, 0o-3 GEH, 0o-9 UHE
) ORIMBMKABE ZHE L7z, -9 BHR?
EEFEME A PARERE 20 B CEFE R < s XTHEL,
w-6 IR R EEER L v MLz 2

LR, R#LAEFORFICL 2 EHEE LY,

12~20 DB M > W, HEE 1841 dQ: 55
PAE) &R R 20 B C w-3, o6 DIEIHER
D IMIEEE Z 3 L 72 Sliwinski®® & O#REIC XL
% &, DHA 1Z5-HIAA & ¥ — YV — BRI K
BEE2ET 52 h o, DHA OoBEMNEHRD 5-
HT O¥E DR &E# L7 b O THEFEDEE
ELTHRZOND LRSI, o DEmE
Tlix, DHA % EPA £ HEfE A7 b 7 AfEE
DFRHE & ORSEDE DN TR,

4) FEEREEI BT 2 AELFIPRIATE O FRIR RN

FREREIXBETCRERFCEEIA TV S
ADHD, ¥[E®E i1k DHA, EPA, ARA DK
IR OEED 2004 FZ A2 oWIETTH L, H
BIEA X7 b 7 ABEEIZ OV CIIBEARE, K&
W, BETAZRD~17TK O BEE 1746 T
EPA 0.84 mg/day+DHA 0.7 mg/day ® % 7V
A& 6HEMEES UCEFIRRER T, ST e ET
DRSS 2~3 5 M F L, EEATE) A E
Aberrant Behavior Checklist D% 823G & 12
ZJUW, HEATH), NEUSEE, 80 - e
B51&ZdH0IX0.7~5.6 KA > MR L 72D A
TdH - 729, Richardson & Montgomery 13 1% B
TEE, B, BB TA%RMD 5~17TKD M
fE B 4 117 #1112 EPA 558 mg+DHA 174 mg+
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@-60 y-linolenic acid 60 mg % 12 HR# L T,
WFEEY, THORRELUdEL R, fHoixZ
DEFRABFER D S, 0-3w-6tki4:112%%
B ENFEEESL ADHD ICEITH 2 & i
DU, FERIEHRE & LTk, EPAS40mg % 4
BRIBES U7z 11 o BEES RI3 R L Ne %
£ 5 PERRED S L 721,

28 % % £ 5 ADHD T i3 EPA 186 mg+
ARA 42 mg+ w-6 @ y-linolenic acid 96 mg+
vitamin E 60 [U @ 12 ;8RS TRRAIOEE, R
%o AL, L E-TEE 2 ¥ ADHD B EEE R A3
BRICHEEL D, ACHEESENETH EPARD
mg 22 L, ZHiZ Richardson and Puri®” &
IFIZFEF D ARA 40 mg+ y-linolenic acid 96 mg
% 16 B G U 7 R EER Tl B E L 2R 1R
HENZPoT1 DT, EPA OREEDZEN
SIRFHERN L F 2 55, DHA 3.6 g/week
SERNE 2 - AMEEL 72 6~12 % O ADHD
FEGICIXEEREE, 28, i ITdEEwRms
RO SN TN, FBITREESEREICH
ELLY, ZhoDi B %2 D2 L, EPA,
DHA 3# 5512 & - Tix ADHD ofE &k, %
BRECENTH 5 L L TE %, Richardson i
SRS A EEL T, o3RO w6 5
BLD HITHCFEORBICEHE L Tws 2L,
-3 TIX EPA ©® /73 DHA Xk v b FE, B4,
IHEIDOREICERTH S LiEm O 722, 20k
SWHE T 5 &, -3 0 DHA, EPA 3% ),
EEhE, BEEAR, JEEERET 505 ASO
FAFEIR T H B HERI ABER, HETRER
ZATE B ((FEEE] ERBETE2) izl
MR IRE N T, ADHD OEEREE btk
IS W EDRbns,

5) 7% KB (ARA) ORHHEREICHT T 5
EH
AR Db 2 NEME® L LT, o6
D ARA BT o535, IKOMINE RS, B
%, sz EREOIREIIEE I X 2 RABRERES
iF 1 H 240 mg/day @ ARA ® 90 H i # 5. T &
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L /o2, Z L lEneurogenesis ®
cynaptogenesis Z B % HIfAIE DO BEREA L L
T2 EICE B VI, ZOE THRAUTEBRGE A
R & L7z, Maekawa 520 34 %2 HEH D
Z v % DHA E& R, ARA Bo& SR,

AL A BRI T C, AS OIREERAIE FE 2 5
LT W B O neurogenesis & HX7z., fEEEE
FARIEE I < 5 _ T, DHA SR/ 1.1 65,

ARA SR 1.3 g B o e foossg e,
5O ARA & b A& FEREE (1.48 ug) WXL
T, ARATLEFIRIEE (1.95ug) OABEE
BhnL 7229, L7225 T, ARA 1 AS OJRRES
RLD—D &F z2 &N % ¥ E D neurogenesis 7E
EROEE 25, AR OBMAERICOWT, H
ZH IR 56 %4 % 31T T, DHA 0.35 %N

37, DHA0.36 %+ARA0.72 %¥ims v 7,

RNV R4S H~1THE TH 2 7218,
41 18 » A Hic 4 e 82 Bayley RE®D MDI %

ROt EE GOE, MR, Hh6E
71, BEBES), WIDHERE) ZFANIHEIC L S
&, DHA+ARA RIMEE X MBI 5T
TSRO FYEIEREICENLTW ., 20
B4 4 » A HORMERF O DHA #2E & HH
BL7-DTC, 1513 DHA WUGEEENR L fEmo 1
72, 2D X 512, ARA ¥ O neurogenesis
ERZHE L, HBMAEEEERTFTOLH D LHEZ S
na.

2. T AR —FEENRERAERENAE

DX &

F7z B AS 2 DWW, KRR & JRRG R Bl RE
EDFEEEZTNTW S, SHEOMRIZEREAIL
Speabfight (REUFEHT) TEEZERPO

FEFID 5 %, DSM-IV-R & Autism Diagnostic
Interview-Revised (ADI-R) ® AS O#ZWrE#E
CHEBLU 1000 (B8, Zoik2 fFl, FHm
5~30 7%, F¥I1TR) ThH5, f@ENEEFEL L
T, DBt ORHENE BB 10 4 (B
T4, L34, Tl 25~357%, T30 m%)
EH T, NREFEB S EOWFEOME % FHil

915

LT, RKAB I OREES CIRIHEESED S EMmMIC
X B EE RS,

2) 7%

AS O FER O FEAM X, TEIRE IO W TR
Aberrant Behavior Checklist (ABC), %%
HEEIZ D W Tk ADI-R O-EWHEY GESHE
a3 a=r—var, (PHBEHROFRE, KO
T, HESWHERR) taa=r—yva VE
£ (BENII 27—y arofsg, BEELGE
DA%, SFEORFEONE, HRENES “E/\y—
V) O2EHEEZH W, AS O 10 flixHI2 »
fERAEE R EHIE £ TOM (23~423 H, ¥ 308
H) WATEI5E O ABC R O Rl U3 A R IC I
LUTC, ERDPUEE L BB S 6 # L EhL
Tz 4Ny 7z,

3) K R

(ATENE S

PR 6 I WIZREIC < & R THEEN & L8
9.2~1.30 KA > MEA L THE (P<0.05) 1
dEEL, |, WEITH), THEYIEEE D P
DUEE L, b, B 40113%8) 7.5, R
J16, EEM2.3, HFEITEEAHEYIEEL IR
A > L, EROBE/ERLL. ADI-R ©
HEBEEED 2 THE X & b PI2ERIC S 5 NTH
BEERREDs LMo T2,

2)7 ARV H —EEED B E D ARA,

DHA 5

DHA, EPA, ARA Iz 2 i pie, 5
{b#ECHER, METL7.. SHEISHEREDI DO T
BEEN/HZ2 ETIIIEES T ZRWA, ARA MR
BT 5.83+41.43, RERFTH5.09+10.99 TH
D, DHA 3@\ T3.54+1.57, "EH T
3.0940.21 T, ARA & DHA 2R TE » -
72 (1), SENZ1EIOFIMO A TH-> 10T,
ARA, DHA O REENMTEI R OB OFEE T
b2 DI, BN OBIEERN T b 2 I E
TS, ARA & DHA O 5578 5,
Fric BN L LB OB BN Tbh % AlHetE X
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DHAZE

i
5%
BB

Bk R XE

1 77FFYBR(ARA) & Fay~F4 R (DHA) OIMEFEE (BAIZERRY% THRR)
7 AN A —REE 10 BIR TEN I 238 L 72 6 1T I ARA & DHA ORENE 257z, ARA
TR 6 B CREFSHIE 10 PIORE L Y b Er o7z,

DHA, EPA %% ADHD 01782, D %
B 2B T 5 LS EROFEREN S bHET
x5,

B)7 A~ NH —[EEDIFRE RE: ARA/

DHA

ARA, DHA @& WE 6l TR - 72D T,
ARA/DHA b2 # % &, EIREET 1.88+0.72 &
Bl kol d, RERIZ1.6610.32 Th - 7z
(K2). 20z kix ARA OEWEOD 5 HBTEIN
ELOEENRREVWIEETBLTNS, T2
CFEPREED ARA 2 1 CRVEHIEEEL D b
WETH B Z Lo bHETE S,

()7 A~V —EEO IR EIRE | EPA ¥,

ARA/EPA .

EPA B 3BT 1.5941.57 & {@h ot iEhe
LWV TH B, BALEET1.04+0.37 &
EfETH > 7z. EPA/ARA HIZBHREET0.29+
0.18, BEALE£0.21+0.10 TH Y, EPAEE D=
(40.54) 12 5~ 3% & EPA/ARA HOFER O
FEIXH0.08 E/NE L, i, EENEETIE

ARA/DHAE FE

o
e
[ Bl

BR Frz B

2 TI7F RNUEEARA) LR avy~AFV U@
(DHA) O I s o b
B L7z 6 #1TI1k ARA/DHA 23 > Tz,

0.35£0.26 kE» o7 (K3)., Lo T,
EPA OEWEIFBRMRER L L TOERIZ/NS W
EHERINS.

INeDERE2F DD &, BIRFE6HITIX
ARA O &, X\ TDHANWEE Tdh 5 23,
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EPAEE

a3
5
BB

Btk L HE

K3 =Afay_ryzri (EPA), BXUT7 7+ B (ARA)
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ARA/EPAERE

%

BiR L @

& EPA ott

Bk 6 ¢ Tix ARA/EPA HIBATEISRFETEALD 4 B X D b - 7208, EFESIREE 10 Bl < X

% L& oz,
BOo5NS,

ARA/DAH b2 & 7% - Twiz 2 &, EPA/
ARA HIZBHE c B TIERAS TH- 12 &
L6, ARA, DT DHA O & k23778 5
WOWEICEEST L eFEZoN5,

4) RBEOBERN G

PR 6 Bl TIE Y A2 R NAW (0.5mL,
1mL, 3mL) OBEFIN 44, VARY N1
mg $ERIDBEZNFI 1, SuFF > 10mgH
BB 1B TH 57z, U ARY R ERIL D b
WHBO BB TH - 12, WA L feFl o3
FIEERIZ O W TR ARG I L Tngn
25, WA OEREED & RIS T, FFTo
THIRNR % 9 I EEMRRCER T 2 0 T,
HLPIIRPH CTHEB S TP T EHERE NS,
DAY R iF5-HTop ZEEOBETER % 75
B N0 F T U IFFEICS-HTon ZEMAKTS-
HT OV AAHEFERAEZHEL, & I ser-
otonin antagonism %=,

AS OIFEHE O LI SRR F
ZATbR TV 2, Fhkbb 20— LT, B

ZhzM1 0 ARA/DHA L, BEFd 2 &, Bk 6 #Io ARA OEEMER 2

TORIRABE & 2 SR ATE I (R 3 41, &
1EHE161), tREG@EE EEPEE 1), el
MERE DA (2~5 HIE) AR (BREE1H), 7
V=R 7= OftAEY (TEIEAREZ ) — X
7 — )VTHHIAR—YRERNCH L 5) (R
B, mperEsERk CGEALRE 140, 178 L
ROh Y v 7 (B F, B 1410
EOHFA L. 20O X 5 2FIId P 6 Fih 3 41,
TEALEE 4 BIth 2 B CIT o 7228, BBORLUEL 2
EATA2BERICE RS Rholz, Lrl, fTEE
{LRAIC RIED P HE U ORI R EE I 72 - 7B, —
REIIZ —E DITEIFE D B 2 BRI L C, FHED
R RN TR E B Z 7§ 2 & I3 fEREAR
WxEEHET 5 LW A THEETHL EFEZ 6N,

5) #%¢: ARA, EPA, DHA & 5-HT & B
I E TOFEMIE T, 5 HTonpne ZEMEIX
phospholipase {4 %/ L T ARA O3 uiME £ &
BE 2R > T\ 529, 5-HT & ARA ZIM/IME D
AR CHARN 2 LR F 25> Tw 5,
EPA ¥ DHA % 5-HT responsivity % #5634 2
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H338) 5-HT, receptor mRNA O FH %= I+
%20 DHA O¥kA 1% 5-HT, receptor density %
HTHEES TR 3 5%, 2D X 51, ARA, DHA,
EPA 13 5-HT ZF4 0 Kt L BEHEE K-> Tw
%, BRREE 6 11 ARA DT DHA DJEIZ E W
BTH Y, 5-HTy ZFMAD antagonism % H 7
LHEYPMTHREZWE L, oD ehrs,
THEE e » = ROKEPEE L Tnw3
EHEREING, SBT =Y EHEPL TS 5 IHE
THFETH 5.

¥ & ®

1. 7AVH —[EFITHEN R 27200 & HHA
EDAZI 2= —varyOEEDDIZ, K
BE, FR, WS i e 42 U CREE e
KB D 9w,

2. 5-HT antagonism 2> U AXY N > NH
W (0.5mL, 1mL, 3mL), Na ¥ x5 ~
(10 mg) THEEM, LHEIEKI NI,

3. BB EMAEARD T 7 F N Vi, X
WTRaVAFY T UBoOMmPEEo_FEFE
FIASFES & 7z,

4. 5-HT antagonism 737 A~V 7 —[&EE D #l
T, ZER EOTHREFICAE TH -T2 2
&, 7I7F FUVEER N AT Y RIS
HT (B#iz 5-HT,s receptor) DHEERE & 24
BEEEZR > TV B ERESZ L, TR
AV —REEOITEI R 13 5-HT #4E L BY
HLTWwb EFEZ 6N,
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