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W B QAEEARRI—MARTAGTH, b—25 A8, SERLIROVEZLAFTRA. B4, B
APREM. TREFRAMNELERZEFOADE MO TRZ LR, MREFF FIH RO KB IR FF T4
REBOMEBRAGEROXME, BN FFERESHNET TEKERNTAHEES. BMAF. LAALTFAEE
B, FRFEMNASETAL KRS TR A MEEARELA., Fibf X FHE, FRMAS MG X
SLEAR, Adt— A A M EEL R AT AR Ak,

KEBIE A MR AR, RENE; AR
SEKE  B84S

1 31§

F ATAE 1% 2 P (Autism Spectrum Disorders,
ASD), X FRINphAE, B—HE WK, 2K T2
1 LI 1Y #h 48 & B % 7% (Neurodevelopmental
Disorders, ND), fE# EE R M4t 228 14 FiE 8
RESEZH, IAEE . ZIBRIM%E ., 1708
B /E(American Psychiatric Association, 2013),

Kanner (1943)4R45 7 11 FF #1521 A A (early
infantile autism)f8 %, &I 7 H K 8 A ENFTH
P HE . BEE X EHE G 3E— 2R, BFRE A B
HSE R IH LA T — R AN A, B2 50 4R4RL
¥, SEECAESHYRNAT ) DSM-I f1 DSM-II
Yl B PIRE R S LB ARG A A 240 —Fh . 1980 4F
WA ) DSM-TIT K 1 PATAE DX 70t — i 5445 1,
fir 44 0 A MRS RER, JFEN— 8L B R
—Ffi(Pervasive Developmental Disorders, PDD), 2
JEH) DSM-IV DLE R 4 DSM-V 21K B PAE 1%
FRIERS) O —HM A L F R, IR B A
F AT LLRL R it 2 22 1 5V 405 A O IR,
1% Kanner H HIAE . BTHMAAK LR GAE | SRS AP
1 P R A A 3 44 0 ol T A A I

FI PATRE 335 2% B3 5 14 o 38 AE i 28 Lok
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e 14 K (Weintraub, 2011), 1976 4F i) — T4 2F i
78 H PAVE S R AT AR 0.4%0 (Wing, Yeates,
Brierley, & Gould, 1976), % 2009 4E£. ¥k E A
11%0~15.7%0 (Baron-Cohen et al., 2009; Kogan et
al., 2009), T4 F NHSR (National Health
Statistics Reports)2=#% JLTE ASD & 9 3 ) & 1k
2.00% (Blumberg et al., 2013)., #54E2E T} 14 % i %
SR T AT OCTE, A 2 # Ay — 7 b
O RSN H AR, A L LER
£ ASD, 7 —J71H ASD R 5IfE S T 2 Wi
HANAME 5 75 LA B2 Wi F (diagnosis accretion)
(B T A —MATEAR TR A K B B iz g s, =
gt Bom AN ECR T 9B N0 SRR T RE S 2L
ASD Ry &% L F+(Boyd, Odom, Humphreys, &
Sam, 2010),

ASD RIGHRM T ET, BWREELZHERH
R BELZ A H AVAE 1 22 B 407 2 (149 % (Bradley
& Corwyn, 2002; Lord & Cook, 2013; Shaw, Keenan,
Vondra, Delliquardi, & Giovannelli, 1997), H H4E
AR AL E R F R RIB A, Sz IR, A
G . B RTE AR AL AR R, X A
£:3J) BE ™ T % 1 (Filipek et al., 1999; Manning-
Courtney et al., 2013). [FAF, H FAE i &R RS LE
ZIF R I . R Z A IE(ADHD) . X £5
B9E . W E YR TL(Buie, Campbell, et al., 2010;
Buie, Fuchs et al., 2010; Ibrahim, Voigt, Katusic,
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Weaver, & Barbaresi, 2009), HEHRFEG(Malow &
McGrew, 2008)F14iii (Turk et al., 2009)%%— £ %)
B0 8 (Turk, 2011)0 XS B0H PFAE 5 A A
FEE TN O 22 2 BB v R S RE b R
(Bradley & Corwyn, 2002; Lord & Cook, 2013;
Shaw et al., 1997),

SR, BT ASD BRI =k, BRTMIEE
B ARWINERIGE ASD, BEZRMTH
RSN A — 5 WA KRINGT .
TR RE A B8 I PAVAE 3% 2R B ) R AL, I A
PRSP ASD s 4 A W) Atk 0 S 82 AR,
HAETHFE AR T R A& ASD AW HeAl i3,
EROF T E NI B — B 4hie, EH KN
& MR Rl B SRR AR DT DN BUA R I LA
7 W 19 S5, DA R PADAE 1% 2R B 2 ) B ik v
WFFEAR M — ST A RE i

2 EEEE

21 HKEEWEFHR

WFIEHE X [ PAIRE 5 2 B i 58 3 1 S A 7
#, KMHEFREBRIIAE G | 15 5 R
SRR R BRI B PIAER (Main, Angley, Thomas,
O'Doherty, & Fenech, 2010; Malhotra & Sebat,
2012), 2 FAZ B A T AT HEAT A
Br B, 29 20%~25%H) S 25 QH IR A7 16 1 5 B0
(Lindgren, Folstein, Tomblin, & Tager-Flusberg,
2009). [AImS, e[ —ANFKWEH, AR R A
B4 K% M 10%~35% (Constantino, Zhang, Frazier,
Abbacchi, & Law, 2010; Freeman, 1989), & A
I ATRE T 2R i (B B A, HeE TR A
PRV 115 A% B i A ARE 238 8 o3 1 A B TR 20~50 4%
(O'Roak & State, 2008), X— RN LI ASD
HA UL i R s e 1

WAk, XA - BIF 53 J2 3t 1 BIF 5 1) B 07k
3 R[] B XA RS B RUA: - B AR DGR B
REEAR AT 1 I Beast A5 AR B XA K & B 1%
Wi o AT BIF 5T 4 A P 5 2R B A ] B XA 1
(monozygotic) 1Y I B F I & T 7 0 WA T
(dizygotic) (Ozonoff et al., 2011), 4%} F G XA
T IETE R BRI — Bk 10%~15%, FifiA 5
REEA WAL F 055 % B0 00U AE 1 — 3k
21%~36% (Hallmayer et al., 2011; Weintraub,
2011), MG 3 A FEREFHIS, [EINA T

B — MR 5 60% (Bailey et al., 1995, Hallmayer
etal., 2011; Rosenberg et al., 2009), F %W, 57 15
ALY & 3L I R B 3A: F 1 8 — v Bk
H O FRETE 2R B E A S AL R, XA AT
TIHFIR L1 ASD Wy i .
22 EETRHMR

B, A% A HEE R 8L B R MR
F B PSR AR Sk, RN IR AT Y AL RE
Bl ASD HA i Lkl (AHARE—25 T f s AL aL
il B AE 5 L R BB AR ST ASD 5 T A% 143
ZJ1. H 2003 LK, WFFEFEATR ASD gL HL
il B BAR K A T ARA AR AL, 2 AT AT R
DL 7% S (disorder-common) # %I (iZ L KU IA 5 ASD
ZH—EN, RIEEZSEEES RN ER
75 S P 5 ) 32 3] T € (Cook & Sherer, 2008) ., AfF 5%
FA13E 1 42 20 BE PR 7 (entire genome) R4 A
3% (de novo mutations)&5 kX Al iS5 ASD
AR ERHFAT TR, 81T ASD ZEZHFR
g S S A 107 (small-to-moderate) B AU (3% 45 1
TAH ASD 2S5 B 7 S8 N AR S 52 ), Ik
BB TRES S ASD & 15 NEH (Parellada
etal., 2014),
221 ERTRER

— ey, A PR A R AT LA 2 DNA
) B H IR 22 25 (single-nucleotide polymorphisms,
SNP)FIIL & 8 L BRI AR S5, DA T B 56 5 5 R 7 A5
X AN A 9 0 B R T R I o A R PR A DG BB
(Genome-wide association, GWA)HF 5% i i KEEA
PSR AL P R R R — L H R F ASD &
HA KB, MmafeE ASD BB IERE . B FEHR
PRI ZH 140 A R 29 100 72 St 5 TR 40 4> BE R 41
Al g A RIAE TS R A G, (HEAJEEXS ASD
I STHRIE AR . BES PR ESE T 2700 24
ASD &) DNA, JIl5E T35 1000000 4~ SNP
D705, 2553 R BT & A A ) SNP
L & ASD KA 5 fa P 2 (OR < 3, P> 5x10™)
(Anney et al., 2012), [EH}, 7592 & Bk A—3k

*: OR (Odds Ration) 5 4 3 P 41 SCHE A3 BT IF 5T v 19 08
i, P& OR MGEHHR IR 1. X3 BN AR I 9 SNP
7 50 14T Bonferroni A% 1E B W& P (B, — 1
BLF, 4 OR>3, P<5*10°* if, 1f LIIA R i% SNP {7 i 2 5
— PR E G E,
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i & ASD BITEHAL S 1%, X#E~ ASD Al fEFF
ARAFTERS 8 BBk £ M (State & Sestan, 2012), #f
FEEINA, ASD 1 &0 B 22 5 TR0 DL AZ S 114
ek, IR A2/ . ZIAT R,
JIFERS S50 IR (Levy, Mandell, & Schultz, 2009)., i
L) 5 DR A S A AR I s i LRI R, iz
ZANSER AR S 2 (8] B A A i X LA B, XA R
TOMARTBAT i A ) SNP VA2 ASD R fE & .

R, LI AR 5 5 [ PRE 1% 2R R A 1 2%
YIXRBARBE AN, GWA HWF5KA BT ASD I
WA R EHLH R E . Blan, A e S 4l
XIH5E KB, 5 ASD ¢ F i % Y)Y SNP 4ifid Ay
rs1718101, X 4~ 3 A fii ¥ CNTNAP2, i
CNTNAP2 2&-b5 L fk I 5 98 8 1 T dm i 1Y)
WA, KB 50adapihrn sz s
(Anney et al., 2012), BZ BT LB, T
ASD JLEM MM X B ST —% 3 H (fragile
mental retardation 1 gene, FMR1)&Z 4 T &2, 1Ml
S F X Jefafk q27.3 4b Y FMR1 KA =AF B S350
SERMER ICT W EZ R, Xk T 240 ASD
BHIE R R M J1 LT (Ramocki & Zoghbi,
2008). [AHF, BFFE A BT X Y@k i) NLGN4X
FlNLGN3 KRS 5 A MR R D), MiiX
VA 35 81 o it 25 40 R B R 2 ik 49 e 5 4 L E K
(El-Fishawy & State, 2010; Tabuchi et al., 2007), B
FENE K ASD BHFEF PR 5 R
GL 5 MECP2 G2m y- TR & ) kA 5828
(Ramocki & Zoghbi, 2008), % ik, e Hy
D3 PR A S S BOR [R] A I R E AR, B & DL 2Rk
HIE X RAET ASD & .
222 FERTLTRERA

AT F R WERAER S ASD KUK 2 18] 19 1%
59 CHE, 700D AR S & 2E X ASD W Tk R 5
o T Y O RAZ R A BT R R 0 20 B a5 A% S R
T 3R, 5 (5] 20 4 DRSS (B TR 4 9 DL e 2
ERAZ SN —MIE, 8 HEE A KB
() DNA JE B I 1948 DB o 491 4n A2 0F & e
R e DR 2, A7 S Y (AR DX Il bs DU A 1 5K
3, BXRRIZ XS & A 4 DUBU R S, A % X
PN 1 35 R 3R R 0 2 52 B ) BE S AR R 5% 1Y
ASD, X TR RA R JIFE ASD B3, iR
ik 22%(Miles, 2011; Shen et al., 2010), HEH
ZH MK P S i — 2B R T CNVs X ASD 5%

Wi, 4R ASD Hfett X Q@R a4
WAL ZR A AR R I FR A AH Y CNVs, i3
TS S A A ER AN, P SR R
BAR, MR L — 20 208 3 55 5 5 R
(Auerbach, Osterweil & Bear, 2011), 73 #h—Le4F 5%
KILASD B 16p11.2, 7q11.23 F1 15q11.2 FH4H
SR E, BRAE R BIX — 5 1 5 I R IR
HXK(Levy et al,, 2011), &2, K5 LI CNVs
5 ASD X &% J](Marshall et al., 2008; Neale et al.,
2012; O’Roak et al., 2012a; Sanders et al., 2012;
Sebat et al., 2007), {HiH T-#= CNVs A H L
Kodli, FATICHE— B 00IA B ALAE 1S R R 5
PR 20 48 DUKAR S 2 T] i B A G B8, ARG i ANy
— MBS I 5 1) o
223 {RIEEE

YETHFFR R E T —4 5 ASD A KRy EL 5
A, (HIEXT ASD %9 1 BARAE I A TE 4 . ix st
BN FE W KR E WA R is,
NRXNs ., NLNGs ., CNTN3/4 . CNTNAP2 #l
SHANK3 (Gilman et al., 2011; Kumar et al., 2011;
Peca et al., 2011); #MZ4IMAER . £ KAk
S, W EN2. MET. PTEN, TSC1/2 fil FMRI
(Eagleson, Campbell, Thompson, Bergman, & Levitt,
2011; Pefiagarikano & Geschwind, 2012); fi£:3%
FE) AL, Wi y-2 % T 2 (v — aminobutyric
acid, GABA, —FAEEH AR, & AKX
M RGN 2B T, 29 50%HY AKX
MLl GABA i ) IS AR Z K&
A GRIN2B; 40 i 5 5 1 i, 41 SCN2A
(Sanders et al., 2011), BAb, BFFEIE & B HIEH
2 5 M5 L AN AE IS5 H T AL, 40 DYRKIA
1l KANTAL2, JHE TA0MR%, dndzihil DNA 25
HHEHK POGZ MZ5 YO ikERE K CHDS
(O’Roak et al., 2012b), XLEFLF AL [ HETE
FRBERAT G, T H-5 HAL R 28 % 5 B AT b A7 2 U]
AKX & (Bozdagi et al., 2010; Campbell, Li, Sutcliffe,
Persico, & Levitt, 2008; Hussman et al., 2011),

MR kB, FESS5AMMPAERS MM Z
I A PRI 52 MET LR s, XA v BL o
T 7931, WX JE GAW BFFEH A 46 5 i PR DX Il
WF5E#E N A MET 5& ASD 1R B 8 (19 %6 JE P L MET
TE J 5T FI /NG 8 Ji v e 2 T 2 VE JH, O L4
WPERYGE, X5 ASD B WD REMERR A TR IO
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Z, FWEHISEIRA B MET 5 ASD A B (Campbell
et al., 2006; Heuer, Braunschweig, Ashwood, van de
Water, & Campbell, 2011),

3 WmMERE

31 XEMRLAERE

ASD B H AL BRI ZS (8] 7 LGk & 5
o ML TIEWILE, K2 25%~30%1 ASD JL
WAE 1~2 BRI R, HEREE
3L 4E (Macrocephaly). TEREJS ) 1~2 4E P4, AT
W E BAE 35 R B 0 D REIR, JF RS &
(Minshew & Williams, 2007; Stanfield et al., 2008),
IRER A R, ASD FREE IR IGTE 75 45 1 10 e fiz
KRB AN5E4 (Courchesne, Redcay, & Kennedy, 2004),,
A, 4 AR 2= R W 5% 26 BH B R i &
Wk Bk E, F W FE B2 i T (cortical
white matter) i 2% 45 #4 (limbic structures) (Pardo
& Eberhart, 2007), XX 7E4E S8 | 128)
SEHMEHAEEEM, RN, B350
& (cortical minicolumn). R}k [F] L X (fusiform
face area)Fli I 74 (superior temporal sulcus)tl &
TR ) S E, X A AT A T AL RN R
5 b A7 AE BB (DiCicco-Bloom et al., 2006; Schultz,
2005), 3 8b—~id BE R WS A (4% (Amaral,
Schumann & Nordahl, 2008; Courchesne, Campbell
& Solso, 2011; Herbert, 2009), i 71~ #% X 1 52 k
WiME B R 51 5 4k B+ 43 568 (Zhao, Zhang, Chen,
& Zhou, 2014), WA BFFIE S IR (caudate) it
RS i3 1 Z0 M 4T A K (Hollander et al.,
2005), TSR AL ASD BE/IMEERR L H
DL K JBEBEAR (corpus  callosum volume, CCV)ZE 4
(Frazier & Hardan, 2009, Stanfield et al., 2008), />
O = T o Y e AN I NI I = 1 )
(purkinje cells) (/N B JZ HifE— R £ Hh #2870
SR 5RO/ N (Schultz, 2005), JEAF R A5
AR E BRI T ASD B KK B 2 B R
KA, DHREHLS ASD WX R, AR
e THXS FIER JLEM S, ASD JLIE A K I
i 2 i 3T & (Kates, Tkuta, & Burnette, 2009),
It H R BE 4N (Ecker et al., 2013), {H&, HHEjIT
WA R Z W FRIESE R Z RIS 58 5
ASD S B I RAEAR A 56 o

B2, WMHRENEIT ASD B HEAFE—RT

KM R B S8, HERRERMEEGRE . BE
WHIE B i FIRE Y, FATHRIR TC i 1 ik 21 I fkg Ao
SR AN ML ) R /N SRR . RER R B i T
Wioe, HHE kB R DL R Z 58 1 I N S T
MiH a9 4L (Courchesne & Pierce, 2005; DiCicco-
Bloom et al., 2006; Vargas, Nascimbene, Krishnan,
Zimmerman, & Pardo, 2005) ., X154 FATTLE#E—
R XI RE REXT ASD B0 75 2
TN
32 INREMEEXLERERS

T 3 AT 5 B 22 56 1 R DX 2 1] ) B g
e, AR R W X, BEAAFSR &2 B, ASD
5 R DX S ] R 4G S B R LR D,
Wi AEf# T 2% _E W) BB (Pina-Camacho et al., 2012),
ok, hEe #% W% 3 PR /% (Functional Magnetic
Resonance Imaging, fMRI) (HK#AT: 55 | AR AT 55
F BORAE T Y MR #i5K it U4 (Diffusion
Tensor Tmaging, DTI) A58 KA £5+4) 2 (8] B Dy g
PEOCIAS T B R DTk o tMRI DG S E 58
ARG D ReEARfb DX I i T B S R A
S Bl DX ) B OG5k . DTT U8 i I 5 7K 43
Tl S A AR 10 S DT Ak R DX 38T 3 A e A
P, DT MRI W5 A B, SIEW AL, ASD
R B IU R IR SR AR e 2 AT AR AR X e T
REIRSS WoR S 5 & 0 5, BIRATTTIEY
i 30K 2 i 2 AR 5 1 P R I R R BR AH DG 3K (7]
WA ASRIAE 15 T RS AR AT A )X R A~
XI5, () B 4% 55 %) (Barnea-Goraly, Lotspeich, &
Reiss, 2010; Pina-Camacho et al., 2012; Schipul,
Keller, & Just, 2011; Wass, 2011), #1225 B 2% (1) B
5% 4 FH i H2 %] (electroencephalography, EEG)#I i
%] (magnetoencephalography, MEG)& B ASD f&
FAAET B DR G B AT, RIS
I BUASTE] 4 (Gandal et al., 2010; Kenet et al., 2012;
Neumann et al., 2011; Oberman et al., 2013), {H}&
PR M R AR S ASD Y E R
BEARESCHR, X RE 2 s LA A i 2ok
B SIREFE A ASD #2 (Philip et al., 2012), BF%E
FHMIEN T ASD B KINTIRet: e ss 5% 19
8, 4 422 455 T (long-distance) FI X 38 4% 2% A& 71
(local and short-range), J & AR AL 8 7R A~
R A R 4G S, WA SIS S AR . X
B A SR R AR S — X B X e — 5 3 7 2R
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PTG B S0, T s A X R IE B R . XD
“Jf % 3 P (disconnectivity)” AU 2 T 20 ASD i
Kk £ X IRTC LA BB G, A3 32 WIS ok
BT A XA B D Re PR IE LS, I B ke AR
B 21T TR Pl 2575 B0 (Philip et al., 2012).

B, ARG 25 X Sk (R D RESE A (s .
B [E25) SR A g ASD HBAE it &G sl
FEEE . PR F NS 78,
MaTTERRE, W TR . RALIREZ
1 L B b 22 e I 240 R TS B Y S T RE 2 ASD AR
KN Bz 2 3 ZE AL AME BRI TRE ) Z B
JCX| (Parellada et al., 2014),
33 HPMHFEREER

WL (Magnetic Resonance Spectroscopy,
MRS)#F5E & B ASD 8 KRl i N-Z Bk R AR
Ji (N-acetylaspartate, NAA) & iR FIEH A, X
BN Ry Rl 2 T AR B — I E T AR
bR, ZHE0 NAA &AL 2o AL
(Anagnostou & Taylor, 2011; Fujii et al., 2010), T
HIWF 5% 30 R & T A% F 1 40 e A KR A A TR B
(glutamate, Glu)Fl 4+ 2 It i (glutamine, Gln), 7%
H % ASD B i 4117 [ (Anterior  Cingular
Cortex, ACC)HY Glu I Gln ¥ 3 L B 70 35 ThU BB 2% [X
(temporoparietal junction, TPJ)AY JLEE (inositol) ¥k
BB T IE# A (Bernardi et al., 2011), W%
B ASD [EFERVHN . THH-F/MEH GABA 55

B FL T IE# A\ (Fatemi, Folsom, Reutiman & Thuras,

2009), XREMERBET ASD JLEZIMEER A
B TS FUBR (Amaral et al., 2008), Aif, HATA
% MRS BI5E+aA R, BEARBIEA, 45
¥ AT LhitE— 2L ¥R 1T ASD B3 B i 2 AL L

4 EFFEEHRZE

41 RERANKER

R A, H PAAE 5 R B 82 00 PRI P A
TEREMFER AR AMBEE A X4&R T H AR
T F W B R T RE A TR 43 A A8 AR 1R AR B
iFo BlGAFRE N IR 2R T A AR 1S R g
RE AT A E RS & S5 16 IR & (gluten-free,
casein-free diet, GFCFD), LXBH#f4 85 FH FIEE 85 H
A5 A RE S R BEREA X, Knivsberg, Reichelt,
Hoien 1 Nodland (2002)4%f 20 £ [ FE TS R k65
JLEEREHL A3 92 6 20 Al 4, 43 3 45 7 AT

GFCFD FI#IRE, 1 4F)5, Scondd L 20tk
17 R0, JE T N K Kz 8l i B ek
3 . Niederhofer (2007)BF5¢ & $, H FAAE 1 5 Fifi
JU#E O Ik 38 12 35 4 K| (memantine, — Ff 48 15f 7Y &
BEMRAEHUR, AT LAGE HE A 2R RS 2R 1 o i
WG TT B R IR A 2R )4 A (20 mg/d)),
HONE UK 25 AR, o B Ay MU HER = 1R A
FIW B k3% . Whiteley Z5(2010)L) 55 44 H M4
TR LE AT S, 26 #4ILES 5IRA
T S —4EH) GFCFD, 29 4 JL# S 53 I 44
T AR TR, SR R H ILEALE
H FIAE 2 Wi S 5 22 (Autism Diagnostic Observation
Schedule, ADOS). H HIEST AP & & % (Gilliam
Autism Rating Scale, GARS)FI{T: B BRFE LA A TR I2 T
FRVEESE U R (Attention-Deficit Hyperactivity Disorder-
IV scale, ADHD-IV) | A 455034 i 25 B A

WFFER W] GFCFD X [ MIAE % & B g A — &
VA I7E H (Arnold, Hyman, Mooney, & Kirby, 2003;
Elder, 2013), 315 W43 8 F R 2 R BEIE 70
fift 5 A PAIAE S R AT OC R B Y] . HAE 5 A4 PR
BAREALUUTMIS: H—, AEAMEENRA
B 3 e, AT e T A E WA I, T
T o I G 5 B N R, TS e e R 22
e, %, BEAMEE LRSI B 55
JOE, R IR 3 8P AR 1 o 33X P 5 T A R B
FI PAAE 1% 2R BB 8 i ORI D RE 2 O, IR SR
Xf LA I RAE R o (H IR A AT SE R REZ B GFCFD
5 A MAE 3% R B 1S 2 6] 77 7E LB (Elder et al,,
2006; Johnson, Handen, Zimmer, Sacco, & Turner,
2011), Elder 4£(2006)iE T 15 44 FH HIAE TS Z AT L
H45T GFCED, WA Kk IRix 46 L2 i s AR SE R AE
SRS A G . R, A DG IX T T I F 5
WA SE, BETEE AT B S I A 4508 .
A I WIT S T B — A B A4 S R 2 e A
PAAE 1 2% e i A T i B
42 ZREABIAEHER

M 2 RAE TG i B2 (Polyunsaturated
Fatty Acid, PUFA)XS H HIAE T 58 R0 52 0 1 F 55
FEEPE 03, Eo—HETA3IAH3I UL
W) Z2 RAMFNAE IR . 03 WEZEWITH -
TP JBRMR (a-linolenic acid, ALA, ), .+ “BR/NKR
(docosahexaenoic acid, DHA) Fll — + % T i FR
(eicosapentaenoic acid, EPA), Amminger %(2007)
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TEHL 13 44552 HIARYT I A PATRE 5 3R et L 3,
FEBEHLSY A S5 2 (n=7) T4 il 4 (n=6) » LR 5L
AW R O R 700 mg DHA 1 840 mg EPA, 1%
il 20 B K 1 IR 22 S AR 245 (TS B A RO o),
g6 JHJa &M, MG E AR, SCihaJLE R
IRYT AR B 4 T 41(p<0.05).

BRI B2 A CEWHES o-3 T
e, HERERIER T o-3 WAL E
H FAAE 1 2R B A R I R AR IR B A . X PG R
FI A BHLE T RE S ©-3 S5 I 4n i A B N5 10
Ko —MIAN, BENR QIS 6w 2806 2 X R D),
S B I A 4 AR A M B Y Sl v, DA i
HMAIENRH . 03 TTLIAMMNS 53
PRMEALEE . A6 2E DU IR 55 ) B AR, T e 12
BERR IS I 22 5y . R AMRELZ R
PUFA kZ 5uENR G, T2 M 40 00l s £ o
SR AR CNME A BOARRE A L 881 PUFA
R AR I AL B B 1 QI BLIR 218y o
127 I i 2 (Essential Fatty Acid, EFA)F1 PUFA
FIMORR AR RS, U 03, XEWE, SWats
PUFA 1] LL3E 535 248 45 il 240 o a3 Mg A 3 7y, b g
O 2 AN I B R sh MR S ALk, I A
PRI 135 2R B ik S0 3 1) e AR E AR

5 HELHEERE

51 SWUWEERNFEMENAIIEERE
R E NN ASD 34 Al BEFFAE S MLk )i
i (redox system) 55, Ff B -5 B8 M A AR
(chronic oxidative stress) (James et al., 2008), %%
KL, HEETIER A, ASD JLEEM)IG S % (Reactive
Oxygen Species, ROS)FIHT & 4k 7 (antioxidant) 1Y
WEhIEAR R, FEARMAES M H K (glutathione)
Bew NKFE e, DR (cysteine), S-IRH A%
J1 B2 (S-adenosylmethionine), s-JIif H & 2 I & iR
(S-adenosylhomocysteine) % & A 7K - Ik (James
et al., 2004; Parellada et al., 2012; Sogiit et al., 2003;
Zoroglu et al., 2004), [FlH}, W58 %I ASD &l
HAC B 1Y 25 4 B2 (methionine) 1 23 B H Ik i 48 i
S DR B I — B0, X R WY % R AT REAE
AL )R 57 o FEELAE ] (James et al., 2008).
REFUEOT, AAGE RN 4% 5 Re it %
X REY], 75 ASD B S L LA R M 8
(lactic acidosis) . ZcJE A B (carnitine, BI-RJET)

= M—F25 B-F AL I 4 (Palmieri & Persico,
2010), X —LUESE T 4 Ak 0 S I N 19 58 3230
T AT ST . BRI A A B B LA E
HAT . J3 INA OGP Z B2 (homocysteine, Hey)
) O (5K 2 0 A0 B R R R A R P AL
I JFOTA 1 — AR 2 B, ASD HBE 1
BrAA AL RE T AT BRI B S TR R L E
(Deth & Muratone, 2010), 52—, #HHZL
BRI & B R S8 i A R AR s T R
LBy, WA ACBE B & BT MR =
# (James et al., 2006, 2008).

R LA 2 A 1A 41 L P O T AU T B B
(electron transport chain, ETC){%ah i) £ g m ok
J(Gandal et al., 2010), X7~ 2R D) B2 AL T
fie5 ASD B AR R N 55 KR EY] . R
KINZ ASD BB AFAELRAR IR DI RE LT, 1M ZehL
Ty B B AN 555 > A 179 248 HEL 2 e 25 L RN M 480
B, mEMEMER . FI LI BA EE
20 (Manji et al., 2012; Nissenkorn et al., 2000),
W5 & B0, Ca® W BE X Lok (A 1 Th R ™ A T 22 1 A
o 2RI 4 E IR 5 12 25 H (aspartate/glutamate
carrier, AGC)3 Ca”" Yk FE 45, T ASD &3 i
UL AGC Fl Ca® e JE B o IE A A,
TP Ca Wi, HF—4 53805 1A il
JISC N -5 Wi 2 il 1) Ty it R0 460 222 40 1] 1) 375 3
(Palmieri et al., 2010), {HJ&, HHIHWFFE A BEH
2 bR T e ZE L5 A AR TR R N 5 = A A
FRLR, BFEMREH#—LHRE,

52 RERGRE

—LERFSE L I ASD SR LW R S e
F, WNRIRE SR Rl F-(Tumor Necrosis Factor, TNF)
T3 & (interferon) Fl 1 40 fi /- & (interleukin, IL) &
i [ F(Ashwood et al., 2011a; Molloy et al., 2006;
Zimmerman et al., 2005), il $8 7 (cerebral spinal
fluid, CSF)H i1 42 4 4fl i K + (Pro-inflammatory
cytokines)th A IF | #K(Chez, Dowling, Patel, Khanna,
& Kominsky, 2007; Vargas et al., 2005), A WF55#&
WX FETS ASD B Y K HEAT A B A
(protein arrays)sHr & B, HAFTEL R RS
(Li et al., 2009), FREHY) T 1Y) & G 7E 4 HEUR W
B A bk DL R i 20 25 B A R R AR R
ASD BHERBERRFF . MITHFENHR KN,
Z: ASD JLEMEF RS ILENSF B S RER
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45 % i (Ashwood et al., 2011b; Atladéttir et al.,
2009; Keil et al., 2010), S51EH# JLEAHLL, ASD JL
X2 R GAFTE R BE R RVE RN, X — 4523
REFRYfFRE T AT ASD JLEZFA H SRR
4 [ 5 (Mostafa & Al-Ayadhi, 2011; Mostafa &
Kitchener, 2009; Singh, 2009), #i}F 5% & B/ 28 Jie
J5T 400 0 3% 20 5 5 SRR P 1 ) i PR R O 2R
#4J)(Giaume, Kirchhoff, Matute, Reichenbach, &
Verkhratsky, 2007; Marin, 2012), #F5T& AN/l
LR 5T AN T RE & S SN 5 ASD Y Hh ) AR 4
VNI 8 J5T A L S M A A W A, AR
SAERNCT BRGSO R FE M 2 20 M, oo BE Y
PN SN B/ N 8 0 B AR i e T R, KR IE
B0 A 5 38 B RN A, TR 0 3 (A e el
£ 1% 3l)(Schafer et al., 2012),

53 HEHEH

W R B, 20 e R EE AR S SE BRI T 25 4
F#%F i ASD HIMEER Wi IR AR R, )
NASSEZ Y, DL R AR A= B (Croen, Najjar,
Fireman, & Grether, 2007; Reichenberg, 2006), [F]
W, BESE A, TEVRZ LI R A2 3 R B 68 (VD
BB, KRRAETGIEE, NILIR) JERKE, A LR
HOSR) L wE SE WURT AP RE RS A AR R K R
(Landrigan, 2010), X $E3R5E R R A2 L # A BRI
BT AR E T RO AR A 7 11 AN IS 3 A F P
i 14 A= B B (A I 7E HA N SR 1 5 A B
A SH) (Rossignol & Frye, 2012),

SR, e LA B X 26 4L & W %F P RE KUK 1Y
B . BB SRR H 455 2%, Kty
Wyoe, 25 0 YR H A AT B 49 B0 N 10 B 5 R
FREEHIOR, X LEY 2 M RN A T . CHl—LL
A% HUR) 23X P28 B 1 HOIR AR D) R 38 U 5, 36
A — Bo o YR R A I XA AR, Sy ALy
M ZORLAR R DI RE, 5 BOP 248 JE B A AL BT
J1 o TER M BURME Y, 3 e ML 45 43 i
KRBT RE 2 H IR . SR, AR HIIE X L
IR R ISR i H, R8I AR
Bo 5 HABR R RA LG, & 75 2 58 8 R X
ASD SEm RN A, P, A OCHEEHRD
o RAE W BAER), FEE R4, JFH B
AIAIE T F AR A AR A
5.4 HEEMKR

A A= 2R 1Y S A 58 R B R AN

R SH AT A RRED, X501k T AT
ASD A RS o A WES s i R
I 28 6T R G ik 52 A 7 A 1 A 4B AR R S ) 5 il
BRSRIN TS 2R 00 BTG S % 4k 220
BR, TS0 2 A R4 B A ] (Hammock &
Young, 2005; Young, Nilsen, Waymire, Macgregor,
& Insel, 1999), ¢ ASD H# HHFSL NS H T A
FEMEE R, X B HIRK P 1P 2 1T REJ2 ASD &
9 1) 1 22 PR 2 (Modahl et al., 1998), T oA A 1) 34
A 7RI 5 R A ARIE R ) SNP A K (Jacob et
al., 2007; Wu et al., 2005), [AH}, —28iEFRIFIE &
B, AR AT DU T BAR T T I ASD 3 1K
H(Yamasue et al., 2012), XEWREEERY Fn]
REXS FIPARE 335 2R B A 1) A0 A — EAE T, H i
WA R B - REE A28 ASD, (0
IR G $E R A T AR X — T REE

6 REERE

6.1 HBLELHTE

Har, AT, B, BFRE. B8
BRSSPI . AR R N S5y kA T
KA K ASD AW SRR IESE, L& T L
SIEAMEE B AEYHERENEANTE ., H 24T
HE— 2B BRI 51l RAE AR 1 56 R FVE F T & 9 19
BLEHIEE, HIE LS H BT 2518

55—, ASD MELATAT B X o3 Sl st AL e, kA
5 S RE ASD ORI HAEE M. ', RE
ASD BHEHREBIMALMBAL DG, Hik, BR
oI T — e i N FE W ERNA R, HE
TR MBS B 1 5 b X R EH ASD Jf AR
HA SRt . 5 WA 3 AR 5 R A R
ASD [ A SEAR, T HC A — 63 D AR S5 4 i PR 4
T S (CNVs)WBIER 5 ASD R K Y SCHK,
U AE B I A% )7 THI (Auerbach et al., 2011),
KEAF R F K5 ASD 356, i —fE
523 FHO R A RAE AR o A [R] 32k R A A B 20
160 125 (8] b Al ML AR P AL R B, RS Bk N
A5 S A [a] i i PR BUAR Rl A R &K

B, MthakE S LR TIER, 68
e ASD KIRMIPLEI . PR HLA 5T K B,
ASD [BE I R Z G K 55 TR M R
G A 25 S K S-S T T A i R s R
i Bz J22 10 3% 2 5 S — 2R 9 A Rl 2 4 56 1 B0 T
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Rm, B2, R ASD A FF
BRAR . BN, Y E I AR /NI R 2 i e — 1%
A2, FOXE/INE T BE R R Ay B Kk
e )2 08 NP 200 8 i 24 X 3k (Schultz,
2005) . 3% YA~ 3 M 45 1 109 S h 0 0K S U P 22
DRe M ZE AL, TEHEORT e R 28 K B A
HE LWRREAEN . F, Xk I H e
9 ASD B3 R T RREAR, WA S0 1 &R
HL

W=, ARERR . WEFERSS ASD kJH
PP SRR D WA —3, S5ieMERIET .
A E A MBS R AR AR DR A R Y
JR B BRI RESE T ASD B LR, WA
b AE R AL N A ASD [ XURS: o X — FR A A B
RS ASD 26, (HEF S WA BHLH IR
Ko PR FNEMRAG XL 55 ASD A Xn, H
R T —M S22 L EWER, A
REMRERIR SR NE FARRE, MH, X
SeOCFIPATRE, HZ B R 225 AL Y
E KW (Elder et al., 2006; Johnson et al., 2011),
A, AR RS =Y R 5 R R S5
ASD KR AR B

ZE L TIR, PR AT Kig 5 W WAE7E, 5
WA — PR M o A7 R S A, 5
ST AR TS R, WA AR T s
I, A DEBA AR WS B B B A, A
BEAF ST AT THE LASR 1 B 9 250 S AR
6.2 BHAELREREMEMNZAREER

MR R KR Z AN F, B SRR e
F&KYE5 ASD WX, HAESZKTFLZTLXRER,
MELLIAS H Ry i ) 2508 . AR AE W I Z 28 Ui
BPER T ASD FFRAFAES — A BB,
A & F A AN e B BRI T & o

B PE 5 R AR — O T A B, (HAE
Adr B, XA RAE | LE N A
R, HRZE Ao, MYaisEIs R £ A
PR A A 25 i 26 B e 1) B B B0 TR, S R
EHR R R BRI ARG Az, R
JLA IR0 AL 2 AN ] b £ 114) 32 B2 0, 3 A
A B G S B R Rk ok . 1R
WATR BB — A&, [HEA XK/
W8 S 30H HRE S R R A UE T 3R AT R
B, BFFTIESE, 20 KN B 59 TR R (Valproic

Acid, VPA)R LS ECHA: ™ 4 B B A MTAE
SR i 4 2 A ) S+ B (Favre et al., 2015; Olexova,
Senko, Stefanik, Talarovi¢ova, & Krikova, 2013),
B, VPA Bk 2 20 B ME 0 8 e e X &R,
REMFEENE A ZZIES VPA KNS
R A A H L E 4 BUFF JR ifF 55 (Banerjee et al.,
2014; Cusmano & Mong, 2014; Mehta, Gandal, &
Siegel,2011),

X d A 28 30 Sl I TR I PATRE 0 1Y T
HE ., MR, BRIk R RE 32 B4 14 g B R 2L 4
JUBIAN AR B R 2, X AR T A4 TR B XA
- 11 2 DRI 2 S0 R R AR e Y — 2k, BT R
WL AR 22 7 . anitk, AFSRAREE BRI L B =
MG ENZEAL . RPERNI R | i R S AE R
R R AF— R LY L AT RN A FAIAE S &
(LR S h NSTTE /AR CHIVE= €75 S A S €
TehIR BRIk, FESEFPREEE ERTREE— e ik T
A B9 & e, T 2 A7 R 1 F0A K 25 )1 T
XFHL, AR R AN 3R AL A3 AR RN A PR AR
EOICIPUIY i R S IR S 2 LB S W S 16
BURE ST, ZBE S TEAMIR AT Ry F25 W) T T A2
THATHURR) B RAE R . X B AE T 2R B
AR AR T B

g5 LRIk, AN S 4 ) e A AL AT LA
PE— PR 2 NE, SRR B PTAE 1 R B0 A
P, 2, 52 PR AR S 0 29 S PR A5 (i G IR Ji %
#& T VPA)RYSZIR, AMARTE 22 I8 K G FIBL 4 5
HOHW, XS EEA ORI E M. i
JERG A MR EAE M AE R R B R
B, RIIEARSZ BN AR S PR R A ] R 2
RS, B2 F IR LA 52 RE AN Z0 AR AT Sk S A%
O IREARAF o

28R, ASD KR I A I HIL ] i AS e —BE T .
B A T A U1 G P BV T I RS 7R SF figf B ASD
LR DAL WE 7 X — [R) A 5 B 5T AT — 2
R
6.3 SEMMRAE

BSRICATE R AR T I 1Y 20 S s
IEAREENMET ASD BHEEREYRFE
AL, EIFARE, A5 UL
MR H—, P40k ASD K R4
DL HIA ASD A% A G AN AN AE AT BB 23 %) 31
XUCE DR YR RGN
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MBS TER R BATT, A5 T LT R AGES A[F ASD
RIZICINNC S N & 1182 NI € 1 U DN SN RS
ARG A ITETE . H =, KREZMFETRTE ASD
I RAEAR, JF 5 1E % AZEAT LA, AT BIF 508
L5 AR A B A2 70 LU o 3K IRJ2 ASD g BELATL Al
WEFERY AR . S0, T AN TR 27 i 58 SUBIF S
TEARRR T 18] o AR 22 REBEIE A0 J5 35 14 22 5345
A BT HATHE b O HERR JC S AL i, S THIT ST i T
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Abstract: Autism spectrum disorder is a set of neuro-developmental disorders caused by a series of

physiological and psychological factors which occurs in early life. The current evidence of the biological

basis of autism spectrum disorders is analyzed from genetics, brain structure, nutrients and other aspects.

Brain and body abnormalities formed in individuals early gestation could be crucial to autism spectrum

disorders. These abnormalities affect postnatal development, specifically on physiological pathway such as

neural activity, brain development, immune system, inflammatory reactions et. al. In the future researchers

could try to stretch across different subtypes of autism spectrum disorders, ages and developmental stages to

carry out a large-scale study which combines horizontal and vertical views.
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