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7% FUBOREIZDOWT
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1) ERAFEAEGFERETIN, 2) SRR, 3) M kAR AR IR 5,
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1. [T C & IC

BEEA 7 b T AfEE (Autism  Spectrum
Disorders : ASDs) Itk as a =7 —v
a Y OEMNEEES L CREN TRENZELE
7D 2 R 2 Pl & 3 B AP R e 2
LR TH Y, BEEESE (BEE), 7 A2
WA —EE, FRETEED ILMEFEREENE T h
%39 HEA I BT 5 ASDs @ ¥ EK X
12.1~35.7/10,000% Tdh 5. RHEFHIICA D &,
ASDs O FH Z 11X 8k LA T T 1% 1983 4 1 8/
10,000 HPE T d - 72 4%, 1999 412 1% 46/10,000
WCHEIL Tw 249, B2 5 R LA_E T 1992
SHEM 22 % T oML, »OHREE OHIEE
BRES r—AMEL o TwB EnIY, ZDH
WE L CiEROZ(L RO LN AY —
E X DBEMINRZET 5T 49, RELOFHEKIZ
56/10,000%® & \» 5 ¥k 2 ASDs % & Eo JLIUMEFE
FEEEN 1.8 % THLIIZ 2.8 % 1.0 & b¥E
ENTWw3H, 2ENZIEHELHEER DLW
Z LN —EL SN TR WO THEEN T
Tl 2020 FEMIC RN ERE 0S4
SEEEDS 11 fFisgin L, % O BRI EEEEER O
AE, A2V —=2 71X 22RO FRNZET
S5NT W52, KIFO—ME 2 [LESCE TIIAN
MRS, FEXWMEZ RS, FEEEESS

D7 FEEREE 100 L1 1 NEEORBERTH S,

EFRROPSERZETFORRM 23T ST, &

BN AEDLID LW o Tt ARTHE M OB
= P OERERI 2 RS L s W— 7% S8
PTEOKE, BEICREORMEZT L 255
W JEEENIIa=rr—yarOfegt L&
3230, ZOfFR, WAETOERECMETE
DEFE L CHEMCR Y, FinEE)EERAE M
D, FBRCIXIRERRERET 22 bbb 5, 2
DI AN EEL IS 2 =7 —y a v DliE
Ei3HSMEE L AR SN T WS, ASDs R #,
EREOHBEIZ BB L RIEFER (98.5+20.8) T
b5y, FEFFEEIQE TERHBMEIQ »MEW

LS EEERE I LT WY, R, HarkE
EARFFD ASDs H# 13 IQ FEIFEDREIC AT,
ERTORHEIGELE TR T L, EHOERIZOR
B9,

ASDs O HEREFIIEANC & > TEV D %25,
BBLR2~3 o BHEML, EHTONAR
BHEMERAONEW LR 2EDONE YT
— AL, Z LT, HENEESBLEIC S 5]
BEHO 10 KE» S, FBEEOERELEL TH
BUEL TL %, e EFE OO CBEFLT 2 iE
W32 s 5722 Lo, 2006 4 4 HIC FeERE
EIBREDSHIT ST, RS foe v LR
TR, HBVIFA T — AN —IT X B
AR MEANEE 22T 27 —ANEL kotz, &
7z, NERCEHEIO R & eIl o 7 K
INAZARZT D7 —Ab% <, FfEE)EE PR
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EREIRL, - BRSNS 2 5E I3
FEBRANC YRR 252 0 T 508, ki L7z1E
FHREEEZ T 57 —A3PETH 5, FDERK
LT, 1944 127 A~V —[EE 2 HY1I )
41 72 Hans Asperger H+IZEY, HEY¥, L
HY, AESFRE2UE LIEEAEZ 7 AV
H—REEOERN L7 7 EF 2T, HoEhEE
BLiZ b b, HATIE, 1965411 H i
Asperger 23R H LT, 7AW A —[EEIX
PRHSBEDFERRIC L B Z & &Pz, Zoxt
S TBRIBEEbiIcho>T, LONTE D ICHE
K OBELEG»BENXZSL ] 2V
72, D& S XD IO ¥ T, ASDs D
T 7 IFTERER DERRICEN L2 b D TH Y,
1970 S AEE 12 B ¥& & 1172 TEACCH (Treat-
ment and Education of Autistic and related
Communication Handicapped Children) 3 i4E
LEREENIBE L THwoRTWS, EY)
FErk & L TUE 1960~1980 4E{X12 haloperidol, X
W olanzapine 7 ESEEHK THW S LT W
7z78, 5-HT # ASDs DR REIC 5 4 % L #EE
A3 XI5 T, 1992 12 fluoxetine 12 X
LT AP REITH OWEE?, & 51 AHE
Y, SEE%RE, HOEHEES, RiERRT), &
FEE ST O UEY G I e, Tz, 5-HTo
receptor antagonism % 3 % risperidone O H
D 1994 2 A h oG Il L®, 2
S OIGEEFIAE b HIEIC L > THEAS L TW
20, #Hikd 3 &5 wwEEM, W g SfTEIR
T 2WERRIEH 2 b O0, LRI
hE DI, ASDs DIFREIC D W T i 1985 412
WG L RtkiE O FeRBEERE N TS S NY, 20
BHNREIALE L THEHS N TWS, E51,
2000 FERICA 5 T 5 5-HT REEER L3 HEE
SN, 5-HT antagonists DA ZIMEI R X U
7z, K7z H 13X ASDs TH 65 EFM I di Wil
BOFE (WbO27T7yyany ) PRED
FHNDZE 575 £ OFCIE-FERI DB 75 S H3E G -
RPkE-HEES = = —a > % v b7 — 7 HERE L B
HE B s, ZOFMIeFLE LIHEED

R (2009) 111 %115

Za—u Y3y bV —27 modality OFEELE %

MELT, INETIZ5-HT antagonists DRI,
P AR e 1 BB e R E &2 /- 3 n-3 Al
FIRGRG % O MMAEIEE & ASDs OJELR D& & D
B, fHREFGE~Y— 7 —DEEEREI L, &5

B O = 2 —u UHEER 2D n-6 IR,

7 Z % K 8 (arachidonic acid, ARA) ®
ASDs 2 B 2 BENCOWTHRERTH S, A
Tl¥, ASDs Ot MEEEORMANER & 1G5 B
TRHWMEEZ DD 2T, ARA OFEENIZD

WTHAT: B DHIRZFR L T, 3t DEIREED
ZHFICH L 720,

2. BEERNRZ bFLEED
TS MREE DRNEEETRRE

1) AR

ASDs DO D EERIZEALAY 1985 4F 12 Bauman
and Kemper 12 L o> TG aniz?, 34bb,
BRI N & RS - o 2 7E RN, B
FELRRHIOEY, KEMTERWN2TE, 713
YE 7 rOZLE, BENGFE (EZ), FOE
DI & v o7z ASDs ER 2R T 29 i D BED
MR CHERS & AR O MIRE O e E 2 o3
&, fBPRZEE 0L, Mo/, TR TS
\J 2 FLEER O/ & MIIEEE OISR S STz,
C OREEITIGR, KIKE B EE, RS &
HHEL TWA DT, HTEEE O R H S - Rk k-
g - R BERRERB OBRErR 2 CBE L, FE
RRRA, TEIORERR LI LHREL, EWELK
PORFRE DB RE L 720, £ D%, Baron-
Cohen 52 I3 @HAEE (amygdale theory) %
RIELIECES> T3, e 3 hFOTEHoE
BRaEZDOHM, BX, FaLvwolonEay» oM
fil Ui DS 2 B & L CRIMRME R R
MYEH % “social intelligence” & & & 2 72, *
DI ZT, MEOHMOBREHRZ T 25ET
amygdale ®¥E M % MRI TH % &, ASDs JE#]
T¥ amygdale DIEHENRAIST 2 Z & 2R L
729, 1% 5 I RIMEOBERERE 2N/, W,
HTEAER, HIEE-#85% %% Z3A A T social intelli-
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gence 187 5 LR LY, I 512, ERRA

DAE ARG C BhE S 2 2 & b L7z,

D, ZORHFEBET 2HALDH2HDOD,
ASDs DR FZW R E & RkkD Y 14 X & DRIz
MR D 2 2 o b, FkiEOERERESE &t
SRS & OBIES —BNCERM I T w5,
HEHOEKICIZ—ED=a—a 1y F T —
7 DREEDSLETH Y, Z OREBALIIAHF LD
MRz BT 2 [ 2 22 08| 1cBb % ZEHiEE
BB & ARIERR & & T sHIEY 72 v LR pk iR S AIEE
# o fusiform face area®® NHEE I N TV 5,
[Z 220 O e LT, & 51 NHEIRTHE
TRV E T EHF DL OFREN, RIS - O /IS -
SHIEEREE A EROHF O1TH) L B OE I BE T
52 HRBENT NS,

2) EEIEEGED = 2 — 1 > modality & ke

TR IRIEOHA R X % &, ASDs 2 3 14 #
(CF510.5 %) fiE»onz e nlic, 43K
H7% H O OFEE 7 W IRHLL 3 & T kot
EINDH, THITEEOEEE & B AR
BOBEHEOBEDEZICLD LI, X512,
7 AV A —EEREENE MRI, B L O K6
KERE % 3~ % prepulse inhibition of startle
(PPI) s CHIREBFIEEREORENRD &
, BT ARNVY —[EEDORETH 5 REN
TREWN B, <58, THefEET 2 3h
7239, & MZENTEED O BROEEIEAE %
WT, HOZED & S BRAOME 2L Tk
WEBHICOT DI E®2F 25 E, RN EENE
BEDORE I SHEEOFBERIC 2 VE S,

3) 5-HT RBhE & thaihfas

HatREE y 5-HT RHAE L OBE T, 5-
HT R %8563 2 EY) ORI ELZET S Twn
%. Fluoxetine # 512 & - T B Fi%E 23 #1915
Bl (65 %) THREM 2 58IB1T B0 W BITE A K
EFBT DL EMNR2FICHE SN, ZOK, K
4y [ O K FE & B o 2~8 7% @ ASDs I/ T
fluoxetine 12 & 2xf AWMHE M, SiEHGE, HCO

EHRES), [FREMYS], EEIRES OYCERIR DR
Ha3hi®, Fizb OHESEE TH 5 Murphy
BIET AN H —[EED B (26 5%, 1Q :
WALIS - III ¢ 80~120) &2 2\ T, F'&E D5
HT,s receptor ~ ® ligand O # & #E % SPECT
TR L7z, ASDs fEF] 3 B 10 flic kT
Al « B tREl, W ETEEER, Z2SHTEES CHEIC 5-
HT,, receptorfi & aENIE <, Z DETIX
Autism Diagnostic Interview-Revised (ADI-
R) OHAR ANBEROFEM S e BRICHBE L ¢
Wb ZERRT, ASDsIcB ) % ZE 5-HT,,
receptor DD HEE 25§ L 7z (Murphy, et
al, 2006)%%, HFHFE LT, 5> HT =2 —u
> OB R T DA EH ASDs O FEhft 5 1 o
BN DL EHTE SN T W B9, ik TIlx, ser-
otonin transporter gene (SLC6A4) @ promot-
er AL DEIETZETH % 5-HTTLPR ¥ HEA
FEZ Db D™ v L HEE DRSS O RE (I
REKAEOEERE) KEHEL TWwa™ twn
SHEDH B, 5-HT RHEEEI R ERTFOR
B AR, —a—urOMbERE, Y+
AR > Twa Z Eh s, 5-HT RBERED
ASDs I2 B 2 REHIREIZH 501 d 5 2 LU
HRERIR IS TH 51,

4) IR 7R R

7z 51X ASDs Wi5E D LwIm 6, JRiEE L T,
Balon-Cohen®, Schultz®® @ 415, % # & 12 i
LT, BEEEEE R RkMEOFRER LT
L, ZHICECIEO IR T b 2 55— [T - A v
DIEFHRNEEET OPMEETREL T, 5-HT
antagonists 7% ASDs O B HEITEI O ERE 2 7%
&, BT %28 ASDs Ot &k E &
T27 7% FvBE5-HT RKEE & OB %
M A HZ<d 5 &, Z O network modality OF%
MBIz 5-HT RERED Db > T3 EMEL T
W5,

5) HEMEREE OBRE(LORH & A b L X B fif
HAEK ANBRORESE & U TN 2 thatiEE
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ZEE 18 AN 5 3K, 21~32H (€ —7
13 25~28 HE)Y, BBV 2% T IIcHEEL
3 2. ASDs fEFIH Z OEFIC -2 2 TR T &
BWERRE LT, ERNEIHEXERBEGRTH D
THEEME, ZE, g, STABFRICED2 A b
AEMPEELZER E L TET T WS,
3~22 %D ASDs OFEIC N 2 HEFHE TIE A
U ZAREEE LT, 1~3 0 REB & 4Bk
B3 77.8 % T b % <, RWTREHOD 5 DfRiE
(33.3~50.0 %), LHBOEEDOIE (44.4 %),
ERF (22.2%) Tho®, LyrL, FAEHO
FEA MV RAAROHEEZ RS &, AS O 100 #1
1 chromatosomal abnormality #% 8 %, SRIE&E
(BEHIFEE) 7366 % ThHY, FHEMDA LR
B2 RIZERONTR T EVIHELH B, Z
D&, thetkEE 2~3 R ICHEEL,
ZOERNELTA N AAMPIHEETE 25, B
R T — & — NI TR S LTk,

3. FEREICHT TR DERRIR

1) 5-HT RHEERE & n-3, n-6 FRIFIERGEE £ O

ESpE:!

5-HT RIEREIL S DR, INLREL E LML Rk
RREMHEBROKFBICILSBEbL> TW30DT,
ASDs Ot HEREE OFRREER & U T ol
YEORES bR S5, ASDs lcBWT5-HT
FHERE L Bb 0 R ORMBRRERIF & L T, AEIH
R 2T o5, A& 5 5, n-3
@ docosahexaenoic acid (DHA) & % O pre-
cursor TH % eicosapentaenoic acid (EPA) 1%
/M 5-HT, receptor 4L T 5-HT R DK
2B IC AR 4 5559, 5-HT, receptor iX G-
protein % 41 L C phospholipase A, (PLA,) ®
YT FNMBEPPDY), ¥R Ay eV y
—®D7 7% K B (arachidonic acid, ARA) %
DUWEETWBY, Lies->T, 5-HT antago-
nist (fluoxetine) & 5-HT OEE 2N ¥ T
ARA O RHET 24, 132 d 5-HT an-
tagonist (fluoxetine) DB 512 L % ARA
OB AESE®, M/IMRICE T % ARA & 5-

R (2009) 111 %115

HT AHBE DA ILFEEM 3l ST
5., 20O X512, ARA, DHA, EPA iZ5-HT
RHERED SUGTE L BE 2R > T 5.

2) FEEREICH T B n-3, n-6 AP
DEGEIRENF

10 4 72 B > 5 n -3 ® EPA ® DHA, n-6 ®
ARA L FEEXMZEMEREE (ADHD) %8 E
%=, ASDs OFERNC B 2 (TEIEE O = ghf
G S AL T\ 2404750 vy — R LR R
£ Amminger 5913 5~17 5% CE¥ 10.4 %)
@ ASDs @ 13 #l 12 EPA 120 mg+DHA 100 mg
DY 7V A b+EY I Elmg % 6 HE&ZES
LT, 28 L ERITEMER SR AR
WET LR R EMHRSE L LTI,
EPA 540 mg % 4 B 5 U7z 11 % BFHE 5
TR FRIEE & RN R S IR B G L 7227,
kDR <13 DHA, EPA 1358, fEhik:,
BEARR, WM UEET 525, ASDs OEAE
RTH 2t MEELE RN CREN 2 TE) & B
M IEBIER DR E N T WL,

3) ARA OFEFIEEEEICN S 5 1EH

Wi, n- 6 F~fMEBBEDO T 7 % F VB
(ARA) O neurogenesis fEFDEHRE SN T W5,
ARA 240 mg/day @ 90 H [H#%5 TN 62,
SHERIME, TNk e E MO SRERIREEC X 2 A0
BEREE N E L 72 4%, Z 11T neurogenesis
synaptogenesis 12 B 2 MFLE O BERE Y 3E L
722k B w3, Birch 57 134 18 »
AOALROBHISEEZOWT, BLANR6 4%
3SHEIWH U T, DHAO.3Bb % & m 2 v 7,
ARA0.72 % +DHA 0.36 %6 +¥ins v o,
mInvr 24885 A~17THE TE5 2 1%, &%
18 » A B4 RS EHE 2 A v iR, [
MRS, RGeS, SFERES), WISHERE & TN
7z. ARA+DHA WRNH#E 3 SR INEE I b TH
MFERBEOFHEIFREICENTW 2, ARA
® neurogenesis IZBIH 2 EE L AR & L T,
Maekawa 5% 134#% 2 HHDZ v b 2 DHA i
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%1 transferrin, ceruloplasmin O AR DHERE

transferrin (mg/dL)

ceruloplasmin (md/dL)

ASDs 1[HEH®E (n=6) 273.81+64.3 30.2+6.2
ASDs 2 [EIH#E (n=6) 265.7£56.5 27.3+6.7
(T R (n=10) 241.9+48.2 27.0£4.9

AETEHE, ARA FGHTREE, MERdA R o
7T, ASDs OJFRREINLEHZ STV 2HHED
MOREE R FA 7z, JERGETREICEE T, WHO
MfEE oS DHA SR T 1.1 %, ARA SR
TL.3fEEmL, #ED ARA & b L& R
WXL T, ARA BL& SR O IR ERECEmL
72%9, Maekawa & 1k Z < £, ARA 23 E O
neurogenesis fEM 2> Z L ZHEFR L T 339,
ZD & 512, ARA 1Z¥E 5 O neurogenesis {E A
2HL, i, BEEEERTFTLH .

4. ARA DEER%HE
ARA 72w L DHA, EPA 78 ASDs OJ5REIZ S
by, DTS MEREECED > Tw 2 WEEM:
PEEIND DT, —EHOMEFRE~— 7 — L
RS & OBE, B L 0N ARA OERERIEIZ D W
THRE L.

1) WEERE E IRIRRRE, T~ — A —

(¥R & ARA o Im#AFERE

2008 FFOYFEDHRE R £ &£ OI-HIFRTI,
DSM-IV-R & Autism Diagnostic Interview-
Revised (ADI-R) OZ Wi ic&3 L 72 10 f
(BB, 2otk 2B, i 5~305%, 17
) Db, [TEREOMERETH S ABCR
EOBREN & L8 TSRS ERICEE LT 64
VO R L0 (BT 4, K34,
fn : 25~350%, 305K T, ARA>

DHA>EPA OJEIC MERE D EF N5 51729,

DHA, EPA %3 ADHD % HEffE D % 8 2 iz 5
2 £ D SR O BEHE479) R ASDs DOfTEI R H
12 5-HT REEEENBIH V1Y, 2 DI HFIZ ARA,

DHA, EPA 23B5¥ 2 50154800 2+

% &, TTEIEE Oz 12 ARA, DHA, EPA ®
RIS HEE S 7z, ASDs fEW & {85 o HREE & 1%
RIS DEREN D > 725, ARA, DHA,
EPA NN DB 7o\ & & 1 5 262942

(2) ASDs fEG DT~ — A —

Ot & Hk

6 1 [0 H OFRMER & L TT - IR E %
D10 I 6 B T, P21k 23~413 H (FJ265
H) OomBEHHRIcMERE -~ —L LT
transferrin & ceruloplasmin O Ifil % ¥ B % ] &
L7 ARTB#EIE). 2oFE1EH O E#
55~349 H (¥ 222.8 H) @ drug-free & [
% BT, HE transferrin & ceruloplasmin @
AR 2@ E Ue (2 mEENE). 2 6 HEER:
WCEETERED ABC IZEEREZLS o7z
7, ADI-R 0 kD HENEFEE (P=0.03) 1
WEE L, SEREIOUEE b BEMER (P=0.07)
Rz, 5B, BESEFEE LT LEEO S bR
FEDBERERE 10 &% & T,

Transferrin & ceruloplasmin I3 fEfE D &
LD F D & > o8 7 BB O T AL & B
SHYER ZE OB Y v 2 TH D, $HDO
BB > T 29, —7 Tl transferrin 1% 7
V7M1 o THhB A Y T T Fad A b
(oligodendrocyte) D B # & = = V) ¥ BB
(myelination) 1284 - T %3749 Ceruloplas-
min  myelination IZBH5 L Tuv» %530,

OfEH

#£10 X 95 12 ASDs @ 6 # 1X transferrin,
ceruloplasmin & % 2 [6] H#llE CIMAIEE XK T
U7z, fEHE SRR IS ASDs EEBIC b TIRE T
Holz, BIFRIREEZE2EERE TARAD
EPA I3 2 I HEEE LD bE< 2o
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7z.

QFZ

ASDs TliZ ceruloplasmin OIMAEPEE S FF L,
Z NI RAS R L BEAT D 5 N7, ek
SWE T lX ceruloplasmin OIMAFEED FHE B H Y,
InF#FoRBCEID 5 N —o0 3 AR
O REREREHEES NI, TV YNA v —
J% C transferrin OMEFHEE O LA NE S5, 2
MITTREE B L b eF 2 onl, F,
TV NA = —iR, BIE PERRAE T O cerulo-
plasmin iI2E D LR WO 5N, BRERNELT
RAE TR DSHEE & Nz, BARKIG O R %
HIHEAC & o TR & 15 o9 & 37 BE R
(Restless leg syndrome) T % transferrin @ Ifil
£, BRI ORELPFORB A 2Dz O
W EAT 29, 2OERERE L THRZDF —
NS URBEEANOREO L P =N VD
A HHE eI & vz, ASDs OJRRE L L T,
¥ F T AN EE R R E = R s AT
D —7FE T #H % neuroligin DBEFLERICH & D
{Za2—u ¥ty b7 —7 ORI ERE D HEL
ENTWE?, F/, MREREEREICLZ2 =2
— 0 Y OEFOARE S ASDs DIREED—D & L
TEToNTWBE), s BIOHME» S,
transferrin & ceruloplasmin @ Il #E ¥ @ 5
IR R P AR R E T EIR Db D 25D,
ASDs D=a—u >3y b7 —7EEEREDOHNK
D—D EHEHETE 5, FEOFBBLE TIIHEKD
HHEPERECHE L, SEEEHOUEE b A EER
BTz, ZOHE L L I transferrin & cer-
uloplasmin DIMARWEIFME T Lz, 2D LI
ASDs OJFFED—ER & A le AT 2 fHRRZS Mt
RO REE RO SEMEA 2R b O EHEE
L& %. % Jz, transferrin & ceruloplasmin @
BEOETEZINS OFAEE EFEML T,
myelination Z{E#EL 722 L 2 HREBL T3,
DT LDV T MRFERERE 2 M <
ARA OFEFKH L myelination 2 E¥D =2 —0u
UHEREDIRHEMRBRR TH 5.

R (2009) 111 %115

2) ARA OEFIREIE © FhaadBio s

(15

EH S PEEEAIL S S bR (KBTS
) TZEFOEFID S B, DSM-IV-R & ADI-
R D AS O2WiE# I A L7z 561 (B 4 41,
M 1B, FE D 9~205%, FHI5®) ERR
LU, WRRBBREEMICER L C, S biRbE DO
RESOAREEIS 2T, NRELBICTHR
Bo@E 2HAL T, AAB X ORKEE TIIR
HEISEHIC L BREEE.

(2)fik

ASDs OFER O FM I, TEIRFICOW T
ABC RE, HEmRREIC DWW T3 ADI-R 0%t
SHHEMEE 2 2 2 =7 — Y a VEEOTEFER
EE 2w/, ARA ZHROSSETHE 7 5
ey (o) —pRAstsE - BksE) 2 1H6
$F QH3EAR FHORBEMRBLE., 75
E% 6 %8113 ARA 240 mg+DHA 240 mg+ KR
TuhaAsf REE (TAYY Y FY) 1mg e
FhTwa, ARATHOLERIIAKATIE
DHA ® 1/2~1/4 ThHBZ L 2WMET 2L, 77
413 ARA O&FEN%  ARA B TH 5.

(R

OATEN R

ARA BB 0% 5% 12 CHENOE T b
DHREE (p<0.05) WCHEL, HEHWO X2
HDIFIZTAPLH LTS, —ATWw5Z & 2iF,
MAZL T3, 5lEZbD, SELHFRY TER
DBEZH A5 £ Ly, Bb b 2/ 00 KNEE,
i LBb Y 2D £ Ly, s L T
RIS RS2, fERIG TR 2 KIS O R A0 &
v o 72 ASDs Dt & R o BLAH) 72 il R % FF
M+ 2RETHS, Lizs>7T, ARA #5312
RSB SEREEOSE R R T EHETE
%, ADIROfHEHEN,E 32 =7 —v 3
vEEED 2EHOELE A S £, HEKICHER
BE5%SHHTEE (p<0.05) ZiiEERL .
5% 12 HEH ClR SR L SEEEITNE
B (p<0.05) WWEELR, T2bb, HEMMH
HEMTEIEE LD RO ICSET LI EE2RL
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m®12:8%

O = N W » O O N

EPA DHA ARA

ARA > DHA FiE

M1 ARA®GO12:HE R M & 2 ARA, DHA,
EPA R DOHER

w3,

@Il#E ARA, DHA, EPA 00zt
ARA, DHA, EPA 8 X 18 ® ARA/DHA,
ARA/EPA Ot % b % # 2% £, DHA & ARA
MW EH LU, 1228 H 212 ARA/DHA & ARA/

EPA»EH L (K1, 2).

4)5%

ARA #Fo#E5% 12:AH 1 > THEH O
X2 b0, HENKIGE &SRR PEREICHEE
L2k, 12;HHIC ARA 2 EH L ARA/DHA
& ARA/EPA OB ER LIz 2 L 2R+ 5 &,
12:8EH O SHEEO®E X ARA £ DHA ©
LEPEIHEREFZ 505, 5%, double-
blind placebo-controlled study %17 > T ARA
DB EREEL 72\,

5. & H W IC

ASDs O EAFEIR T b 5t R E 1L 2~3 5%
THEELL T, HGFEEZECL TV, e E
FI2I3 5-HT REEREN B G 3 % 2%, 5-HT R
fe L B 2RO n-6 NAFIRIHR D 7 7 % N~
BoOBG bHEE S5, ASDs Of- SRS O
& O B 512 antioxidant @ transferrin, cerulo-
plasmin OfEREEDIEFELIC & 2 M2 EiE
DM LEMETERR, H % i myelination {EHER)
RBEOfEE SN, EREEE =2 —v VR L O
HOWRBE NIz, 77 F N UROREIR 23~
L AT 7 Z7F RUVEFE (T7EY) O

m®12:8%

- N W H» O O N

(=]

ARA/EPA

ARA > DHA #n

ARA/DHA

2 ARA S o 128 Mk @ & 2 ARA/DHA,
ARA/EPA O

12:8MRARICHENOE 2 D, HERRIG
e SERREI P AERICHE L, 12:8% 1 m ik
D ARA X\ T DHA OREDS EF L, Zhdith
SMEEOUGEOER s NS,

X [
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