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WE  BMER-MEARRIRR, RERTHE &, BUEE BRREASAE, B | XER
BRERRLERE KA FMRA . R, & 0% E ¥k e, o gk | BRE

NAT % B REREMERAE, ZERAKFEZREYH, FRTRZEEZYHER. gg%&%
B FHEJLE AR HH R TR B RSO By BB, WAF M. BRI R | e
FAn A EE R AT R HER R E. g FERE T AR ERREEEL R, | -tk
FlE, ELZ0RAEE e ERFEM T E0RIARE. 8 REEE PR WA EHERE

ARG B M EE R R, Hd, S Wi KA B o - - I 4 7T e

TEHHEN R IR REZER. S rRANEHER, BW, CAZMHTHT %, AL

WiAndE £ MY k. AW ERHE: TAER GRRESE, B, WGEBAEN AR5

THEE T R AR, HasdmERSEATTHOE A5 RKE. BA, X

SV EMA RE RGN, B2V EATRARKEE FELVER, Iz R BEARE L4

PEARA BRI, B b, A5 N 9E R SR IR BT 5T, TR AT X H - - B O TR R Rl

AT BT

H FI%E (autism B¢ autistic disorder) XFRIISE,  WiAt& £ & 1E(Asperger syndrome). JL2 5 K FhG

s — P B A ARV K B BAGR N, AR
IS A PR R E AT, BT iR 1 3 RS #1512
Wr & 4t 11 it 2 FL R (Diagnostic and Statistical Man-
ual of Mental Disorders-V, DSM-V) &\ ¥ H HI%E 1 #4%
CRER VA S R AE b, Va3 N HERI A BRI S5
ZI AR AT A . B PR 1% R B S (autism spectrum
disorder, ASD)JZiX FFR ISR, ™ = AR BLFR
N B RE BLZE B H PHRE TS 2R R AG,  HA f SE T BiT

(childhood disintegrative disorder)FlIE4F 57 1) 2 1%
K B Fh5 (pervasive developmental disorder not other-
wise specified, PDD-NOS)Z:M. B AR ASD fIHFEAN
FEE & S, (AAE S FRAZ T = A #8 2x L,
FEXPAEAT AW B N #R ] R i 3R .

AN IR ) A2 B FEE S8 N ERAE 8 A 1
P 35 B w4 5 Py b ik, #ukF 2010 4,
FH g L LENE 68 Nt — NEFH ASD, I

SIRAMER: B, RS, S8 A MDESRE AT ONE SRR, T EEE A AEHE, 2015, 45: 820-844
Duan Y F, Wu X L, Jin F. Advance in causes and treatment of autism. SCIENTIA SINICA Vitae, 2015, 45: 820-844, doi: 10.1360/N052015-0108
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H BB EI LN 1742, & Pr) 4~5 312 00
2013 SEMIIR A SR, 1E6~17 B 1% T4 50 M T
s 1 A EREY, MRKEREoE. kA
ANEE KGR, B ARELE SN T B L)
ik 2% HEEFEY, EEE, FAE FEJLE—
A 4 L 2R R 320 J5 3600, A BB
350 {23508 SR, H Al EE B T 5 M4 iR
&, Pt DAL G, o IE KRR E AE ) LE AR
N 60~180 Ji N, 23 WA N5k Br £ & T fg ik
260~800 J3 N7 [ FIRE O 48 A LB RS f 2R Bk
(B B, BEE KRR TR, B RS R
JERIAE 257 ok BRI AE S R 25 F 4.

H FE A B R &, AR A R 2 & L R
FABHRE H FT B a7 i ST A T A 2
PP SR, BIH RN IE, AT E FE 8L
T AL G R 52 4 B, IR VAT Y Se A R A A%
CRER VR 9T J5 325, AR SCOHE R I 4 5K R I 1) 350 [
FOM B PRE IR IT TR AT R, B ENAEYEM
KM BOR R R AR T iR BT SRR, BRI H T &
BT S B IE UE YA OSIT i, DU KRR A
1. BEIT TAEE AN Rt 5%,

pai

1 HARERMBORRR

L1 BfERER

X E PAE 5825 1R A R 5K il 51 1) Bt 58 3% B,
ML R A AE W] AL By iR R R e —
BHAWE, B —NMNERILETIE 60%, H£5
90%; T AT W HRA SBHIERILE, 46
PRLE PR R 22, G I L 4RI B PARE S BT 9 R AR
F AL IR 90%! Y. BRIk Z A, B AN BN RE
2L R K RS, [ AL AR L b 2 AH ok O XS
RN, FKETE - NET B 8 PE, BEA
—ANET B LRI 5%~6%"""). W R H & KL,
H PHRE £ 1 19 52 B LA %2 AL A HE R Bl &2
PEAT Ay S PO D 3 5 R R B AR o 2,
ARRESERY, A EIR VAW A B EE . 2K EE
TR R0 R 0] 45260 &R 4t 1 (hyper-systemising) 1T A Eb 4%
WA S 1A N 5 05 I B 25 5 A Y PR PR 4% 2.

E PHRE (%) 388 4% 2 (8] 2R 32 AR rp A8 i PR R A8 Al e
RS E, ARG S RAR . R RS DB S B Xk

A1 microRNAs %5272 HLA Ry 5 8 1% s s (R RS 1E
I NTEZS 5 BB E PIRE, Wittt X Bk LR S AEaki s
Wi PR R AL E (tuberous sclerosis)?2Y. B4R, EEHZH
PRTRE () — AN RS PR 2=, 2R, 21 H A 1k v R i e H
PRERE DN, ANARIE | — L9982 1) B IR 0w 25 8,
CNTNAP2(contactin associated protein like-2)J& K], %
fil & 1 % [X] SHANKs(SH3 and multiple ankyrin repeat
domains)fl NLGN4X(neuroligin 4, X-linked)Z&
SN G Ah A A Ak RE JE TR T BE S DA A
K, WEAlTh, KRATE 1%~4% 1) 8 WE 38 e G
112 B [R] S 5 28 78 B0 | PARE )L 30 N B T
KGR G IR A S B R (I TOPI KA T 5%
TSR EHREDY. G AERERN T SRS
fe Ve, AT X Le BL DA 2 o 4 & 2 B
P B K, B NRXNI (neurexin- 1)38 [5] /2 4 #5745 #E
BN A 2 G ) e 1) 40 B RN B 1 A 2 AR — H R
BHXRBEFER, W25 1 AR #7290 1 E
AR, KRB 2 5 A R I PHRE L3 A Y
FH L ) 2 B 5 510 1) e i, 9 HLIX AN 366 DR B g F A 2
FEEWAE, LA HAL R A A RE SR 5 A
FECOL YR, K4 3~12 ANFEER B FEE A AT B

HEMARE", JF LIX B BRI 2 AL T58 2 5. 5
5.7 516 Sk DT R G 24 A
L i 28 A ) 2 R O ) R DR S 1) B PR B ) A Y ok
BE— 55T,

S BEFTIN N B PE A& — B 52 % 1) 22 5 DR 42
YA Ve, AR T AT R B V) 1) B PIE BUR
B, IAER TN Z B RN, F b, %
B2 R 2 R AR R R 10%~30% 1 H HIAE LR, &
(1) % 2 32 A TR T e B e P e - R A A T
(Hardy-Weinberg Equilibrium), &7~ H HE & 8 4% A1
AR IR B B4 F 51 (s 0L i PR B T R R 2
EAAIER R E.

12 BREHER

() AW rIE i/ ESE. ABFL K2, B
0300 A 7 ) A I R N AR AN AE A I AR ) R IR )
(xenobiotics)JE N AR Py 2 6F NAR = A 47 3. B dl & 4
J&, Wi, #. K. . BRESE S ARME RS
FEAERE. AR, EER MY FIRY) N 25
EIRAC W 7, A I K DL R R R A 2 32 3]

5 [y [11.44-46]
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G, NATTE B B PE )L 75 R0 ATk
A7 3 9 T T IR R B AR R B AR - B R
(thimerosal) 4" & T 8 H MM SRR . (H )5 2Lt
RAEE TIX— RIS, seah, FEw AR s A
R ZHE 5 E FE A, BARBF R R AR —,
NTEEEN, A D AEHR LR
HhfilE BRI SR A S 5 )85 75001,

B 73 ¥ 7 19 7R Ko N A {11 5 1) e AN 1] B
EIEFEBRT, ANMag®w g RARE NN EK
(ethylmercury), K% 18 RN & 4b. AT, £
A, g T A ) e SR R R Ak B2 R 2L,
AL IR LG MEEE, TR E 28, 5EmkK
FAEPY i A RS e g H A KR
A7 5k 2 T IR R B AR M i K R R R B AL R R
FORM SR R FEML. AN, A RBER AR
(Rattus norvegicus)iE R I AEY G, &S AN
HrIR S B, S EL 3 SR 10 B B B 3 in 2,
R, fERF YR AR5 TER, 7% R s m,
i G 7 3 T A ) R RN A By TG R I R A N R B
IV BT, K2 7 95 B IR 22 A VR 25 FE R a8 I T T
AR

BroR AN, 75— FhERSE AR L) B SR - e A A
FEE LAWK S EHEE S T X RAD). — It
5~16 % [¥] 55 fir B FIE JL 2 AN 44 0] [ AR 72 K B,
HE R B WA R LA R &' S, K
H FRE A i S = s T A 41%, R
M 8. B E ES L AR 74%, T1%,
115% M0 44%, T ML 85 2 8 20 B I AR 19%,
JH, BWERERESENNESE S E%Y)
P S

S e A W S YR O AR R RE T AL A PRE. A A
T0 e FH B 7, H 4095 25 (anticonvulsant) 2
R8N (sodium  valproate) &b ¥ PAZ2 I BEER, 7 IR
BNAE BE B4 A A2 BB T8 TR BB (valproic acid, VPA)Z &
FOE AR B A R R B AT A RE, JF
Fra 2D HAr, R A H AR pLH R,
W AT BE A2 PN N R Ik 5 I R A 2H R B 2 Tk
PEF S AR 5 fid v 58 P R0 28 40 0 1 5 B0
BRAKE FH.

(2) W& BHAER KRR @ 2 =8 DA,
SCERIT I AR 2 AT IR e AR R AN AP, X B
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[ IE R4 LA KK B RSB B, )5 %2 215k 7t 36
B 5. BRI, PRI A] 1) 2 Fh g e ) 3R A0
AIREZEMEZ T IIM A RAERE, W1 B G
I RAED . Bl R0 BRI el
L= JT R 7= 5 i IR e, 000 0TV 0K 348 v 41 ) L AR
A

BN TR I, 7 TSI 2 A BE SR o TR
i (ILiE 2 serotonin BY 5-hydroxytryptamine, 5-HT)[T]
SERETE, W R ARE Y TR W LR AR
SRR, SRS LI IAT AREE. ER
ZAR [ 77 A e o 2 W] 3 B AR B PARE ARG
Iy ZUE RGN, AR TR, MR RTESR A
mEE R A, Hm AR R AR B Z R AT
A PAT AN B PARE 1K) 57 5 A7 AL AT B A R
WAE NAR A 2 SR BL R R .

ARG, SQBREE £ 7 I A O %1
BB PARE (¥ XU B v O, I FLAHL A RERSE & B 2 38
5 = AR A MIRE I RS, B i — U R B, H
PHRE LB BESE AR08 B2 m TP IR, HAH 50%
(¥ 58 35 8 A 1 P A R RORE ). 7E PR 4 W 1) AR FH 24
Vel B3G5 PARE KRS, G 2 B i P Ak 5 24 TN TR R
FBE S 2 B S0 hah, BESi 20 B il v] 4 DR R
R, 08 B 8% 4k DL R FRCUR R 1 e sk 1R 45 #48 m R 2 4
T BB PRE R RV T, 2 e AR PR B 2 R A T
INEETT Ge o 1 B FIRE R R A3, BEFUR I, A
) DA S AE 2 A 5 B 5 — 40 R R T2l s TS 4
R FE 1) AR, PM2. 5 R PMILO &3 % 7 38
P (R RURE 8. TR, XoF ) PATRE (992 W7 A0 T35 T
HAFEERNZ TR, MAEZTHAER, 275
AL BRI A F N 134T A PRE XU DA
A

(3) M. PaiE B e sy | e
1 5T N IR 52 A% T THI AT 55 DR I A L AH AR, ORI )
AR Y, R IR 2 F UL 5-HT.
% i (dopamin, DA). &R EH'E LIRE. —%&
R BRIk, PYIRL. R B MR (EREERSENE
R R A KA g & RGEE )2 A,
DRI, T T A R R N 5 i <P fii 7. i i
5 3z )X [a) Bl e AT 2 TA) - i
(brain-gut-axis)iZE 47 e, B i 65 5 i o R 1 4
RE, B N, ARRT A, I B i
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WEY AT R Hop B EEAE L [ HRE AT RE
% 15 Ji B (0 5 ),

Jig i N B K ITE A B B, s E =R
THALFI L, ZING3 - 90 J Re W 0k i3 BRI N, s
KT W00 75 L o R 52 138 T B2 AR e A
Wk, B E S I A i R, A iE IR
JEI, 25| & ipEgn i ik, guieapA R, 5l
JR(gut leakage), FEUK 7)) R 77 1% Ji7p B i3k N
AP, SRk, T EE 1 R il mT e 1 B R 3 A A AN
B, Ko FO 25 5 it N g iEm™.

W R B, 2006~2010 4, £ [E 3~17 % 11 H HE
LB HB A S VS B 4E i A 1 e I N 745,
T — TR TR I, 61%I1) E FVE L [F I £ 20
— M B g R, I H A A T AE IR )L
A5 K ) AR L s e S e AN, AN FREAR B E B
5] I £ Bl E B s R W LB AS F, K4 9%~
919", XA E KZRATRE AR T IHELES, |
i £ TR R VA B A . B HRE () B T TE A
REBFE: ELEAET NNass R B
%y BRSO G IEEE ER e XORE RS PEAS
A T2 Ik L i A R A i S S A 4 e A
TR G BR AR 1 (1gG) M . IR R, B
HAE R LE A 14 fH6 18T, U4 tEEEH, JEE
B P 18 A% 0 S R R IR R R U B
36.7% B VE )L 6 18 38 7 1 36, 1 AT TE I R
1/ B B 42 1 1 BB 3 AR b A AT IR 451 1)
B AR, AT IRRE IR B .

4) B, IEERMTE IR, ANk
WH 1~2 kg FMAEY), RERUEDSEEEANER
SUECER 10~100 £5, w3k R £ 2 Ak E
511 300 245, BN AR <58 5 DR 20 sl gt
SR E P i A Y RE s 3 B N AR 1 R
WCE FRYR, @I WA PSS, B e e 4 A F R
AEWE Y R N ARAC I P HIAE . B AR
B 250 0L K B R A A R NP E
M KL 70% KPR B T i, Hb 36%1
NG TR R B CE AT, B E AR
S AT oF N AR 2 G ER B, X R T — BT BIOEE
Al TR PR,

BRI AR IR, @A 90%1¥ DNA 7
FIK A IEMAY), REREDEERTH AT W

B '] (Bacteriodetes) #1 J& B 1 | ] (Firmicutes), 7 H.
A LK E TN AT I J& (Bacteroides) 3 K THH &
(Prevotella)F1J8 H BR i J& (Ruminococcus) 3 4@ I
WA IR, RN B (enterotypes). fig B 2
FROEW, JUPARZREEZEREWE, 7THT X504
I B W E S AESY, WF 7 R B, DR )L A
HMFF I 28, ARATTK 2 9 PAT 1R JE A B Bk R 8
Jian 8, i s B T S M 78 1001,

Jop TE A AT IS R R SE, N AT R SR R
2 R G R KW AIAT A, BT [ AH H 52 e R R T
Tk AW - 13 - Kb 4l (microbiome-gut-brain axis, R
R - - 0 ) OO g i A AR A RSB R N A AR EE
fa JE, I AT A0 I #2022 W BRI AR AR O S A
g BRI T SAgHO4=1001 iz 3o e A M A B B R A2 F)
TR, DR TS, PAE 3% T - - i ) S
BRI, B HRER/N B (Mus musculus) g8 8%
PESE R, T 18 B Y A P e A kN I VR A
ARG AT LR i R AT o8,

AR B AN B AR T B A 38 1) 3 R e,
W2 AKPAR B BT IE R, MR
HEREHEAHCWAERKRKENE, B2ILHAEFMEY
BETEM, — S hAhEREMBETRE, 3 2 LA
5N 2 hak — S F A B LAE BT
BRI MENTFEANERE, £k
FEH Tk W B AR, EATTA T RRAR Lt e ke AR
B )LIE O geah, BT R 2 S 8L
P S AR AR A R S TR U ) R 7 e ) L3
Jir 1l A 2 R S A L R AR T A ) L Ak
APy i HLA S AL AN [F], 5 BU% T8 A ) e 1l
MZER. WHEFAWSFBREYMNZER, BAEEX
FH B FLME 7 55 0 [0 T7 9 0 22 ) L1 1 30 1l A= P ) it
TAER 2 Z R B E e L al ik 2L Sk AL vt
) 22 ) LA% 3 A aR 4B A, 1T iz TG 5 9 A FH 0 45
g 22 )L TG R BRI R N 3R BURE 8 1A 28 AR,
(Rl Ik, A 4 %) A% 5 ol BEL RS T g 3 8504 R AR DK g A
B S — RS A

H PAE )L 28 110 98 A 38 R mT R R S 1 i T8 T AR
Yislie, FFH W E 5O R AR ) B R T R
STMAMET, 5Bk S B BERER!
EAFEEMNE, HPAE)LEL— 2 LLET a6 & IE
R, REHRH L 3 ZUN, X558 )LE R
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HR BRI R E S, L KR E
AR R E U E IR IR e I e . BT, 3 A
JERT e N B LR I E M AR E W 28 B
A, DRI T —LEERIS B FRE % U AH S 1 i iE
AV B B R R L, — SRR IR AR B
R B, B I TR AR BRI R, BOE
MBI LLG R A T R, A b, AE
[spihh

W & (Clostridium)d . T ¥), NITFEER H
JE& A PT AR H PRE R R V), W AR
(Clostridium tetani)~ 7='5 3 AR W (Clostridium
perfringens) A K RIR ZE f M B (Clostridium bolteae
novo sp.)%. REZMIEF PR, "= E B2 5
FH Ty B0 S M| W YT A 7 5 B3 MR A o BT AR o .
FURIN, TEME KB F%E (late-onset/regressive autism)
B, i w R R 3L, AR AR A A E
Z (tetanus antitoxin)[FJ3 & S o w4181 Rz 5 vh ok
PR 1 BR B A R A B B T R, B P
JLEFEMET 25 MANFEIIRR I, A 9 MR AE X I
HONTEAE, T R R A 3 PR TR AE B PAE 4 R 0%
H L, H A FGE L 19 A TE R R i R R
YIRA T RS, SR, X0 T A
Bt MARHRIR TR, 5 A 5T RN,
H PRE B R N I RROIR ZE AT B (Clostridium
bolteae) /& IEH XA 46 £iF, MR ZFALHFF
(Clostridium clusters) I K1 X [ W53 7 & 1E 5 % BB 40
(9 f5 0 3.5 45 PAE ) L3 Rl b i T AL SR T
(Clostridium histolyticum) L9 B Al =, ¥ ZUR
WEANERTRSEEREMREAL, FH
WP REREN MR R G, FE i i B B 5 e oK i
o 51201

i 5% I B JE (Desulfovibrio) M1 5% 45 B J& (Sutter-
ell))ME. BRI AL, BIER R 7T H AT RES B A
SEA R AR . a0 B AR 98 B JE (Desulfovibrio) A1 i 45
B & (Sutterella). 15 H PAEJLEH, K2 50%H) E#H
AN B, H W ek — 5 A (e, Tk
BN LT EA" X Sh I R R R T IR
FIPE DRI, Rets gl e miAXi &, @k il 8
i B8 3 1A L VBRORT PRI, W SR B B PALGE )L B I v R
B2 A, T R A R U, R A 5K
P AT R dE sz e ) LR A o AR AR R 910 B PR E.
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2% [E EHE LW R SN SRR, AR 172
MIFEA B W D e RS 1 B PAE ) L 2 i 1 A7 A o —
b o 8 B L) BEREER, T IE R N e R
5% 05 B 8 T 77 B Bk (Alcaligenaceae) P #EHTAE B, £
b i TR A I 1%~T7 %" R, H AT iEAS
TH R L)

1% BE B (Yeast), A& ERE (Candida albicans)&
FRERFTE, S50 M 5 R0 BH I8 4 10— R S0 J w1,
AW AN B HRE S B I G A e, 5
% (nystatin) i 5 M (fluconazole) A1 i 5 14 (ketocona-
zole) S5 Pt L 18 2 2R 245 W) sl I BF 111 77 (yeast inhibitor)
Al e EPE R, A S ERE e e A — R
Bly-2 2 T & (y-aminobutyric acid, GABA)¥IB-H %
PR AT et o i R BV 5 GABA #EAT SRS, TR
GABA MIIEF TG0, HHEF RO, H HE Bk
WB-R AR & m T Ew NP a2 BT 3 WIE
BERERPAGSKE 72 T RER-NAR, &
Ik ot G 7 B S R P R R i GABA #EAT S L,
SECRWINE =4 GABA, & SEH WE & HE
b2 58 AE R 0 T 52 B4

HAipE Y. BT B LA ELE A A
i JE 3 R IR N (R AE 22 e, il T 9038 i B
H PHAE 28 35 i 3 16 5B B 1] (Firmicutes) AU B
I"](Bacteroidetes) {1 b 451 b 1F 57 AR, i il 28 4 17
MARTE B T/ 8 H FE B H R 2, B
B & AN @ AT 5 (Bacteroides vulgatus) 8 L A5 H#8
BEE T RAY fesh, FH B 8 (Faecalibact-
erium) IR B BRI )& (Ruminococcus)E PDD-NOS i
JLF R IR LB R EFE R S EE 2, 2R
J&(Caloramator). J\Z IR & (Sarcina) FIR IR AT
WEEH ME LB R, SRS, &
12 5% 1 £ (Lachnospiraceae) 20 % 5 PDD-NOS £ JL
BEAE, RS 8 AR LEZERE R BT EE
B M W (Eubacterium siraeum) 4t , EH ¥ B B}
(Eubacteriaceae)fE H FI4E )L 2 F506 Hh e/b; S0 &
F—4E Alistipes A Akkermansia T 1E PDD-NOS flH
FRE 8 L3S b i s LT B A B A B RE T R
(Sutterellaceae) 1 Iz #F % £} (Enterobacteriaceae) 7 H 1]
i JLE IR N 2, SR AL, B PAE
)L A SO 1 0 B S5/ 1)

HABFRI, B FE )L IS R T 5 R R
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(Sutterella spp.)LUXTHRZHI R 2 (EREA DI RETE B
J 95 90 1) B A )L 2 38 A b B R E K R (Rumin-
ococcus torques)F L IC D) e B W 9% 11 B FEE )L
it W] B 18 22 1130,

kA 3~16 %/ H PGE )L A IR L E (R
20 AL HIE R RE . WE R B AR, K
H A ) L2 138 W 3 IC T B (Prevotella) 3RERTH
J& (Coprococcus) F1 £ 43 25 19 = %€ BR 1 #l (Veillon-
ellaceae) ] B8 />, BMIELEMEFHE LSS H
PRV SR DR R O 4 B s T 2 A 1 22 A 1t R A A TR
J& F 5 B FE A SRR AH OC, 17 5 A AT R R
A AR 2% 0 0 B R S MR SR
Wk AR R, i W AR B TE A R AL T R
T2 A HE.

T TR 5T 2R B, J I Y BT T TE AR R
WXt B HPREAEIR A Bk, 75 AN, ™ 5 1 B X
e SR AEREA N EAEBMERNEZT, kB E
Bl R Bt N 57 3 O ABE 0L 2 S s 5| ke BF R HS 0 e
B, AR /N B2 I B EREAT N, d X R
A e g 1 B PADRE ASE AR /) BRI B HH I B i S
R, EBONIEFE VRGN, 10X AR AR AR T
H FAE LB F . B F0 N 3 a6 AR TR - I 55 UL AT B
(Bacteroides fragillis) K Ab 3 5 FIREFE /N R, &5 R/
bR P i T 8 O 1A B B R O, A HEREAT AR
ek O R AE B sE e R, E E FRE L E AR
WA TR R, /4T 10 & B FREJLEA 9
LA R IR UL K 10 ZX AR S, B
i LB AR AR TR T T/ BE B T TR b, I I bl )
FIU ST T J 4 T 1 EL 9 29 45 DA 8 133 3 LIt
FURE R I B PAE 28 5 i 18 B A AN [R], SO 28 A2
BT BIE R R, JEEGE T E PERAT N, KU
T BB 2 5 0] Be 2 5l K B AR B 2 R A

J¥ T T A 0t 1 e B T Y AR A
AL 5 i T8 AR ) (AR T = R, S SR A
FURR T 7 BRI B 8 AR P 2 R, BRI i
A AR R, BIER pH. FALIE JF K
AR B EEERR IR A YRR & B
S g T A2 W 1 o A AR T RV R R A
5plad A ok, XA DR — e TR &,
Wb . R FERIERE A ME B R Y B
AU, A BE B € W T8 B B2 B PDIE 1) &0 i BRI A2

iR, BiE RORRE R R, Bk, WiE w Rt e
it I

(5) EMEFR.  BA E AR )L EE
S ENITE: RN 3 Al ) S SN DA
VORI PRGN, PEATE, Al 90% 1) B HIGE )L EAFAE
TR ) U A — RS RE S A AT A P ) 2%
FRIZTIANHEY), EEWRE SN EnEaE.
FERAMIEY, MIRERZHOKR., EEMNEA
JRUOIRL R, AR IR R, BEM TEME
K0 BN 28 5% s ) #8A FT B SE MR 1 I AR 2 15,
H T, JEAE 2 B PFE L IR B R AR s B
HEOBLAI S B N N 52,

B LI J R R & S48 250 3L B A A R 0 7 AR
FREEf . KIIRREm. PR L BT 4E R K E IR ik
Z, MRZ AR~ B WIEREEEL, JCHZE
MUPL IR B R LR FBERAR, =z
it WS IR — L2, gt — DR B B AL
W e 1, ATTE BGRPEIERE. B PG )L E 5 IEH L
HAHLL, ERVMRBAKPFEEEMRZ, B%ED
PIEH U, | e B YR R B6, Bl2,
Ye'EZ E, D M C; e R BE. Bk BEAIES DL SR
SEE AR, WEACTHEEEAR. AR L#®
Y3 b R B AR T AN R AE SRR 2 R A L, AT AR
ML) LI BT 46 1R SEAR A I 1]

B 7 BRZE IR, B R R A R
FEBEMATNZEOE B B WRE R E AR E S
Pk, WilgG, IgE M TgA 25K 78 3t g i AR
P, 3 gak 2D B 4 58 G W R A8 R R ) PAIE 1 2
BeyER, MR B EY MR EANREAEE A
E £ RE IR B B s S AT R R T DE R A
B0 I BB W) i oy AN 32 5O L WA A X
T EE BT AE H RE #2748 N 2 00 At B 26 5]k K
I S ) SR A R T, LS H AT B R ) 22 ik R
) & HE R 5K A W) A6 WK (exorphins), 40 4 ME K
(gluteomorphins) A1 B- fi% ME ik (beta-casomorphins)!'**).
SR, H RO EAR AL IS AR ARIE .

) AE S 3G AN A HF i TE AR ) T TR R E
ER. ABFURIL, BEFLh & 2R ey, 2
) LAAR N E L IR LR B AN XA 1R 25 A an AR IR
RO L)L AR R, BEFLIR MR LE B BT
S ME TR, DL — SRR T, TG 7 95

825



BV B PE R R RE T 5 A Tt

Mk Z X LY i, G BRI R AR AR,
Gb, Wi R AL SRR R H, A5 AR 4E
R BI2VYEA R H AR K S EkZ, the
SR E RAR,

S N R AT BE G 0 )L A E PAE )RR
N 7 6 700555 FH & s In 7R eg ) L 28 1 K i
REHARFZE, £ 503 BOR R AN 5 Re %
3 BA 8~9 ) LE Bl L BhiE". — Tk H 2%
[ A1 A o, M 2005~2010 4E ) 5 4E[A], 7£ 6~21
GINEES, HWERETS T 91%, HIXFT R
RN RFR, M5 —F & fh s s — R4
Fi 4% (high fructose corn syrup, HFCS)HI7H %% % VI
K, SR RERER N ZEEE 85, B AN S
IV N OE PN N I

(6) UM, B PIE & S FROR A T
fiATT B ) T BB B TR L, SEAE T B AR
B PRE 2 1 A SOROK S T, BE RS fiaE T
B\ BRI #h AL AE P AN Al 2 B8 0 FRAIR, ML h A7 AE AR K
SPRIAEYIE . BSMCH IR 2040 B 1 IR AR R
IR I =% R % £F (adenosine triphosphate, ATP).
21 24 it 0K P e g P2 4 — k% FF R (nicotinamide adenine
dinucleotid, NADH). L2 i J0H P [l IR 2 8 — A% HF 1R
19 M2 (nicotinamide adenine dinucleotide phosphate,
NADPH). [ARER£R UL K it %8, & A7 1 7K P |
AL RLECE AR e A i 2 & R R B H RN
L3RV +R 2 I 0 B PRE 1) A= bR e 4.

FAERAY. CEAREZSE5MEREMRAK
A 5-HT. WEMKER AR PR R (BT AAR 5T, W KR 2
4 S I AR T fe i P M8 A% B (NAD™) I |G A%, Tf
NAD" & 2 ik vh B 2L i B 2K, /& NADH [
. WERKER AN R PRIR ) 52N S e R NE T, (LR
PR A 57 5 P B 2 5 M 3 L6 ) S5 ) 7 A, T R T
KNI E, P4 Zim M Zohiik D ge. wF &
B, B PAE S O B AT R R, 3 B
NADH =45/, s bk it ge AR, Mad
MRS, om0 A& DR A& e 0 &
MHRNNERRLE 99% &8 it R IR R U &
% (kynurenine pathway)if47 F 0L, fE4 5-HT ik
BRNEEAE, CRRIAE EEEWEITNE
B phAh, RZ AR B E BE B )L HE A
1 ik BR 1#) < Wk (mothball-like odor), X J2& 3 i 1]
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(indole) BY & B &K (skatole, 5 Fx = FF & N5 m
(3-methyl-indole)) 55 47 1 Wk 2%, J ke 8Lk ) )i A2
Jig 38 Hh ) A R AR U R AR, — B R
R B RN K, b 2 78 JR A DI B K 21
5| I (indican) FTGI W 3 Z, R, 3 3 A il R i
S ) SR P 5 R S I ) DA B R Y R R TR
RUKF, BT T PARE AR 07 2 R I, LA DU v
PR RRIRIE.

5-HT 2 EERMEER, AT KmRE, 6
WA 3. ML niT B gl o b L R R fil &
A1 30%~40% 1) H FEE L3 42 1K) 5-HT /K7 B &,
Fraato K& B R 7 B KR S-HT SR 2 K &
H, Wk, JLEM 5-HT A e 3RS 38, & RE
NI 2 5, B 5 5 %8 AR 2] 5 BUEE N BB KR,
H A% 5-HT & EE /I I 72 R BR R, 1 E HIRE )L
(1) 5-HT & BhE 7701 855 10 WE ) L 1 i
S-HT R L, KEA KN S-HT WA GEY: A
R AR, IR KR B, 29l T i
EH R R IR, RN A A e A R
AH = FE K £ ik (calcitonin gene-related peptide, CGRP),
T 5 Wi 2 6 P RE L 2 A Ok B B 4 & BoBh AT
UL AN, RE B KA R S-HT #s e B
JHET XA, T DA $£ia405¢ it 1w T X g2 1o),
5-HT (7K1 AT B350 [ FE i SR LmoiR, i AR
Bt A K RS U0, I HL P B R P R R R
e AR T 2

B R SR AR, BRER AL AT B 2 e R = A, 7
WA S5, LA I I 2R 05 R A R i 2 2 3
I B IR 6 1k 55 22 P AR I 42, 30 5 ) IfiL 4 1) o
LR KMERE. B2 R, k. BEBRMZ IS
JR R B AE LB I P R B B
EH NEUS RGP R AL . WARRRE: . AR
R HGIE R N R, BREUER 2h 0 A B ) L IE RN
K5 P I 26 B R VR H A4 4, i 9% A kN IR &R
Gt NARFIF, ATRE A B HDEE )L I o R 35 5
HEIEE NMERIE R,

B JE T2 H K (reduced  glutathione, GSH)& &
AHEEM AR, Han IR R R s, BE
PUE AL RO fR AR L AT AL o A B AR R H IR
(oxidized glutathione, GSSG). GSH — H.# =, £k 55
MUAR BT RE T, B, 240 FRE ) LE AR
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GSH W &AW AK, 1 GSSG i Ll fw &1, GSH/GSSG 1|
HA 55 AR A A R I R AR AR T R AR 1 R
REW 2N GSH/GSSG LG, e EA it FURES
ZORHEZE, JHEW R B HIENER. AN AT
JR P dEdr B E AR FARAS « RIS . 40
MBI e B . 558 T e, DA L An
)

JE 5 BR AR . A Wt FC Ak B B P RE AR 3 I v P
RSB . — BRI R A B o, Bld
NI ARE = FECRN K E &, BnEEw
iE XRG04 o AR BE A LR R (i K
Resm, JFHWAZMIENRE A, Hrh, b, 5EE
e W7 B8 AN 75 SR RT3 3 N 2R At AT e = AT,
MKE NG CoA TFEWRHMLIEA et N\ R ES
e

A2 (propionic acid, PPA)J& — i (1 78 i B4
AR 77 A2 1 %5 58 I8 I B2 (short chain fatty acid, SCFA),
78 H B AR R A A E B R A TR,
25 K B S TR R BE 51 S 2R ALl B FVRE [ 4L 2 4T N B ig,
HAWK B P EENR TR, W SRR w] 5] &R AL AT
oSO gk AN, B PRE B L3 R P B R (carn-
itine) A1 5 ER R (pyruvic acid) & & BB %, N
R F =B R A AR R 4
HEAEH, &Rk 75 R S E R &AW R, M
PR 2 58 PN 2 RE % 52 e K i 9 B AR e 3 R
P 43 #T (magnetic resonance spectroscopy, MRS)K
W, B AE ) LEAAR N R AR o, LI A
B WY A, TN RO ON- 4Bt - R A= R
(N-acetyl-asparate, NAA) & & B B F%, T E HAE
JLER P HI AR R AMERGCEZH
—EREE A, A, B AN TE RS
B A fE R, £ 7 K B AN AR 7 R ok 4E
KRR IES KA, S8, A#F 7RI A FE &3
W omega-3 Z ANBEHBIIIR, Fonle =1+ N
iZ (docosahexaenoic acid, DHA) [ & B & T+ & ,
omega-3/6 [ LAl 8 B A w7 {8 B T LR B Bt
RFEWRZ N 12~18 %, FEARRARLF MUt B B PFRE &
FHARCRL, HE R H Rt nx K, BHEEE, &
B4 Z A R AR TR

FALIE T4, B PRE B R N I S A KT 2
T IER N, T A B U B R b TR AL

i [ A A0 8 JiE H JE 4K i U (redox/methylation hypoth-
esis) I\ NI A 3R 7R 8t 4% B BIURI AN R B 5 5] iR 4
N RS, SRR B ML, SR A RS
KB IEIR, VEE 7B AR 2 W 4% R D e T2 iR
U BT HMEZ T, BE A EZ T RIRREAR
S AR S, AT F R BE TR GSHL 1Bt
SAALARTTRE AR T R UL

S-JIR T F 7 1% % (S-adenosylmethionine, SAM) &
OO (R A, B 25 W R S AR RS- IR T s R B & IR
(S-adenosylhomocysteine, SAH), SAM/SAH [1] LL {71 v]
DUE N A RE T IR AR, 76 B HPRE B LR, SAM
1 SAM/SAH # % 3% &1, SAM/SAH 1A% 5 ik
DNA, RNA, & (it M1 8% fIg 9 1% H 2 4L (hypo-
methylation), 5 03 K& A RIE T B, BTG %
RN R s 2 /b, 30T R IE 1 40 PR T AU O
SAH ZkZARHH AT A B [F] B4 2 it 2 2 (homocysteine) 1
R+ (adenosine), 1A 1/2 W [E T PR & L 2@ i 1K
R P TR P Y A 10 B3 1% 40 A 0 T s Tk 0~ 2 PR
M GSH /il EE MBS G, AR
#& GSH & B PR il 2 25 R, [A Ik, GSH & Bl 75 2 2
IR . RERA SAM AL, |1
SEJLEAR N IR . ARG MBS . GSH /K
R RS, TR R A SAH Bl R T, HE
AR GSH L& £ A, (R 28Y 2 i 0B L o 2% 3 i,
XA RE A B B R TR — AN ER YT SAM Fl
GSH HAWFEAIEM, 12 B LR g TR N
(RS SR 7K, T AR N SR A 3 TR 2R 25 1 187 AT R S
A FPRENS. AR IE R K 23 5] T Tk 4 (reactive
oxygen species, ROS)/42, ROS 7E44& A 2 235
DNA. RNA. HHAM. BB BKLEWE LN
BN AI D RE AR, AT 3 B4 B DD B8 HH B R AS, T
ROS e A e H Mo AV g S 45 D H DA TR g
25 GSH A B E BRI Rk, 22 B HAE o ik
W AR JFRAS T REA B T B PRE VK .

(7) SHON FR G, 3RS Rk RE],
291 60% B PR B AL A — g BB S0 % e
AR 45 0] REAE T (76 7 #E A 0L W R IR
B B i 5 H AER O, B FE B R K
DB AR R EER LR 2, AF
46% 1 H FRE B LK R R AE W4 UL B BE H
Pt e e, W N BB 2 )L R PRE ) L
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A BRSO A G g PR LA T AR R
s FURIRMLEEAR TiE . FLBEE . KIB ST % R
GUELLBERIE . 2 R VEREARESE. HEW B PAE 2 5
A G PRI B — Fh, A Qo 43 RRE . HIARSE AN
5 R 455 4o B S R 5 AR 5 A A g2 AR S 1218,
FE HAE B PR 3R P9 Al 2 5 A4 G 2 A0 DS P AR,
U4 28 4 28 2 55 H (neuron-axon filament protein). i
JR T 4k B2 P K (A (glial fibrillary acidic protein) &%
T 1% 25 1 (myelin basic protein) 54151 i) H (&K HT4A, W]
e B AR PR A4 T B Al AR 51 Y S % I B
SECEPRE"L ghAh, — ORI LT 2431
7 B WE B LEIBESER 653 (RSB ER O
MY i s B PR FUAR B KPR BB HTAE 28 38 BESE
A4 A s A B AAR B K ST RT IA 0 RE AL 4 %, Hopufk
ZAETAE S B FIRE OC 255 U A0 Kz 5 I 5 R /)N i
X P61 e T 10 0 5 I Ak AR 3R B A G KT B T,
AT RE H PAIE L B IR BE SR 1) E AR S K 23 5 e 71
B EAR B RAS, #E 151 & B HE.

H F1AE 7] BE AL 5 4 9% IR 7 MRS 20 R e R
(arginine vasopressin)ZE 22 AR S 5 FAIRE &)L
AL X B M K R oA M A K -BL
(transforming growth factor beta 1, TGF-B1)F1 4 /% -
23(interleukin 23, IL-23)7KF- B & (%1%, I H. TGF-B1,
IL-23 FIEA2-17(IL-17, interleukin 17) & &5 H
VIE ) 7™ 3R B B AR 26T T PR 5T 2R 19 -70(heat
shock protein 70, HSP-70). 40 ffl % 1k 4 K A 7
B2(transforming growth factor beta 2, TGF-B2). it K
2 Ji§-7(caspase-7) LA K Tt & -y(interferon-y, INF-y)H}]
BT R ) — T R R W, B HRE
M TGF-p1 K& B FML T XA, ARiES
TGE-B1 {8 R 5, TGF-B1 1y —Ff G 25 11 1
9 Jf DR - 2 dERR AR N S N ARSI OCHE, RERE S
TGS T4, Bk, TGE-B1 1€ E MIE B3 Mk 1)
A B BRI A RS i U,

o BR A UK P AE B PIRE 838 1R N A7 AE 57
WA ER R E 1gG4 1E H PIRE B8 1A N 53 v o0 iR
H, M 1gG4 2 —FRPLT 1gE 5 Beh X4
PEEAN PO, 718 1 BBOS R k45 S % TR AR

AE AR R S R R, (EIE B VIR B bR iC Y e
5 FIT B PSE A,
H FE A AT e Sk AR O < TR U (the
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hygiene hypothesis)” & & 37 75 X A& A A3 77 595 43 AR
72 5 WM 8% 22 L R 3 7 i 1 od A 5 9 ) ] R
WU AT R A EoR, X TR RPER,
Vi PR 2% A LA 1) W 7 R a2k TR 5B Wity AR S 1 5
i 2w, R oS THE il IR B AT ) L 2 0z B
AN AR R, N AR SR D O RN B AR
R RGO, PO BN, T
Hoop S B R R R U (AR R [ HE S
o ORI 2 i LA RH T ) R 5 B 35 A 0 i 27 AN, 2 22
5, JF HAIR S R VIR, RATRE R K+
SR LU T AR HAE JLEE AN AT 3R
Bid T 4%, BCED g, PR
RGERNBA R, KEZMEG, SIEANAE mE,
S EAT RHEEEL. KBRS, Wi S Ak &304,
RATUR B FE. B FAAE R E0% R W E 1

2 HMRERIRYTY %

HHT, & IRIT B PE RO RS 1A 207 %
SR, BEAEL BTN B ALK Z T 2 MG T
%, MATIRZZK. H WHEIT TIEE AT 8T
% RREUE VR YNRIT IR AR TNE DL
OBLTTRESE, Horh, B2 A A R A A
WA BIIVE N GRR A Bl LFE R J AL 2 A0l 5 B
(AT R T, s H AT o A0 esh, e —
SEA IR T BT BT VA, a0 b e A B AT A
(complementary and alternative medicines). F:A 4%
MRITIEASE: JUAER. FIRE. JURSAY, B
25, EIFRANTEITIR, IR B IR IR,
WEITIE, BEITiE, mIREITIE, Bk S Bk
WA RS, HAARAEM MO T IR I B e
W BFRITIE FUEITIE . S B8 R
MR TYITIE B EITIE RAUTE HRIT .
2 10 BT vE R & O R Gk, A
50%~70% ) B AIE 48 2 R AEMIM 59TTI5, R
LR Z R B 2 AV BV, R E S
() 3R Ge e OB ST AN PRGOS, B o AR A P R A
VIIE % R FE ARG, 5 22 ARG L F - T BRI 7
%, e AW USSR AR D R
FOMAF ) 2 A Ve A R, S BRI BT RS
AT
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2.1 Zy¥p

H T, JEEAA ST B R RRE . B 254
FEAREE X B RE FAZ O E AR, T R — SR f
W, HTIRIT AR . AR B0 R A A
T 278 5-HT 1 DA St R4, IFH R &4
X o B PRESE R . HH, F 3% B (risperidone) A i
SR M (aripiprazole) & ME— 8 i 36 [E £ dh 24 i I B
¥ 55 (Food and Drug Administration, FDA)AIE 4 7]
T 5~16 % JLEM H FREZY), HAEREN: 5-HT
5 0 1] 751 75 BK A 2% (citalopram) % &) 4 K
(escitalopram) F1 4 78 7T (fluoxetine) & 7] LA T35 97 B
AT RV AT R T E AT N I RO T R
SR R PR P 2 2 W RN VR 9T 1 B R P R RS 1 25
AT AT B B PRE B R i Eh AL 2 3, Bt
) 24 W) 3% BE g (cyproheptadine) %} H WIE fiE IR A Fr
RN SRR, B 47%0 ) LA X e 241207,

1998 47 W4 TE A H 43 Wb 2 (secretin) K T Tl H F4]
iE, IS T — BRI, Bl R = AREARS,
B J5 () A 5T R B0 o A 2R R R R AN L3, W R AEAE
IR, R, FEEA 1S PO (E
AL RE X P = AR T TE R AT DG s e & 5l
Q75 oSNNI N SI= N bt R i o ]
.

AR, RAE S 3R B E T, (B F A Re
X PHRE 1) R 0o SR B, BI04 58 ) 38 s A S 5 v
JTPEH. X LL 25 () Rt AR T FeAh 2, H AR
BAH—EMEMEN, 76)LE R 2577 A K sk L 4% 1)
I PR 28 561200 [R] ik, A 06 T2 PR 86 5k 1 PADAE BB K
TR AN 0 F 25367710,

22 PR

TE R I — L8 B FE W e iR 5, AR 22
R PUAE R IGIT E AR, FEX B PR R A
PR B, — e 5 FER N DR AT T R R
JB YL IR 5 i % R (vancomycin) Al F Al £ (metronidazole
5% flagyl)J5 # A — 52 BT R, Hoh, 75 &
] fe S EE e 2 R IR A R R AR
e R B 1) 3 B 3R I 2 U TR R HME AR B AN T o 2
PGB R A A 7,

TitiE = T B FE R T I A R5ov: 2 ki,
—HERAERSHIRE, JFHERTRENTRE,

Rh WA ER, AT R IE ) LR T 5
T EMWPEREIR, e B RIGIT S, MiE g R
R (Anaerobic cocci)il2 72N, ORAH B EARE
BENIMR RS, LA NARBO, 17 32 258 o 52 e
A KR, 1F 2 LR BT RE R W
ERMAEY A T, Mk A ERN, T
TEACN G B G S i TE AR R4, W PR AT
(IR R J e A A5 PR BE.

TEFE BN, BRI AR AR AR
W, (4 p1E IR IE . Bt R, EAH it
ALK, Ak, T3 %5 3 A K K % % (gentamycin) 8
i T AR BT AR FR TG I E R, A R X
P 25 3 () & s — 8B 2k, — BAS R AR A 5 5l
ECAH R R 25 1. BT, RO E R R AE R T
H HIRETR T .

23 &Y

X B VRE I BUA T I8 R TAT T IR
JTES MR IT A EIT . K& I7 A B Al
J7VE T T 3R, R AEIME - AN, Befg 5 H Al
STV EINE R, BrCASE B iR AL & AR & Re s 35
B R AR, B O R i R PO, H A,
OF ZMIRETH R, EEAFEITE /L
fi% & A 7K £ (gluten-free/casein-free diet, GF/CF). 4§k
TR A PR £ (the specific carbohydrate diet, SCD)+
Jigg i F0 B 255 A AR £ (gut and psychology syndrome
diet, GAPS). KR X & (low oxalate diet). A= iR &
(ketogenic diet)Fl7% K 3 /KX £ (the Feingold diet)
AR08 e i Ty SO0 B PR A — 8 B e A
RAG T — e B g RIA ], (HHHLE B = Rt
MR, AH R AR T A Rk, DRk, R I EE A Ay
BT E M A 44,

(1) LR/ clsEERE. HAREJLEREE
T Z o B, TELEBREEFTRIIEeY
AT 2 A S B Y. ANATTUR BRI D Bk 48 A
AR AR RE S DR R A E E R P
GF/CF W& T LR 2 N a5,
(Triticum aestivum)~ KZ (Hordeum vulgare). 7%
(Avena sativa) V] e 5 A B E AR, FEHF LA
WyFn &, IR GS. BRYS. WS DL K 9y S5 R e
THREOMEY. AR SR, Al 12 KB
TE =A% IR 27 8 B IX R 8 B S B FREE

829



BV B PE R R RE T 5 A Tt

R ESEER, HH 7~9 21 EBEX YT B
RLEA B RPN Tk B PRSI A T GF/CF
YR B PE L AL 2 AR AT AR, i 12
MR E TG, kKB WAE S B %58 %
(autism diagnostic observation schedule scale, ADOS),
Gillim H FE P4 & % (Gillim autism rating scale,
GARS) Al 3 == & B AT 4 & 3 (Vineland adaptive
behavior scales, VABS) VAKX i3 B Bk £ sl g &
IV (attention-deficit hyperactivity disorder IV scale,
ADHD-IV)#AT 174, KILT T/ ADOS, GARS #
ADHD-IV (435 Wl R THm B2 ik, St 10 M%7 3%
4 1 1) GF/CF B YT R, A8 H &+ 1 &
R B KB R 2 B A 1S

AR, O KEMXHFER GFICF BT
XF H PRERE IR B AT B r 52, (0 B ARAE A B 4TS
NS AR T A PURDL [ R B i i & 2R 2 (opioid-
excess theory)Ih )L #E A4 85 H A & H 25 H
17 AR B &R AR (K 2), B 2hT A
iE LN B ) AR B B IR R, AE ek
NGB 22 51 & B I E A E, v AL R H A
3 AT A IE 2 5 S B T8 ARG 1 — ol s B4

X —IPVEAE R BRAEE AT, B HAE AL A
TEE, BHIFAEX BT B HELEA R, R Re SR E
FEANRSERIEF, RS2 3 2 5 58210 75 2 A% (1)
ME RN, X 2~16 5 1) H AR LEIESE 12
i) GF/CF k&t THiJa, AP GF/CF IREIHFEA XA
P RE R 2 Gt 5 BB R o, B
BILM R B R N ECEEAT. AR ERY
LGB T 2 AN A RBEE, KU E AT RBTE ST e AN RE
SRE B R B 7 AT LAYA i PR 21282,

(2) FERBOK AR E. Gottschall T 2004 4F
HIRN AR T SCD J7ik, M H 2 M 85 1)
e AT 5% A5 918 TR I B 1B B0 1 T AR g L itk
75 GF/CF IR & 2R B P24, AMUE Tk, W
TCUERT. BIF R DA 9 L6 figy 1 T A P (i 2 R AR 5
T BWiE R, e Ra sty mEEm A
PEISE )L 25 R ORI, 173X 28 55 i 5 A4 1 A A R
HAE LA BRK AL S, PR, el 3 A 7K 4K,
VD RERS K 203X L A7 Tl T8 JEAR I B, <A E
AT, DA 490 1) 3K 26 A7 35 i T i L A 77 A b 2 25 14 4
R E N L

H PFE 2 i AR Wk A R AL, I TE R

830

VAN B8 73 At 0 L AR V8 AL I e K A 22 BB 25K 4> TR,
X ey J 3k N K B N AT BE R A S B N AR AR
PEPIE. SCD J7 3™ g BRI 1 P B Ve ¥ A1 22 BE 2K,
2 R oy T B BE B DA S H Al A 3 i 18 o S A4S DA
Hil, SR I E A S RS, W i, R
JE A RE. [FRT B N R BR Y R LK Bl A
AW, R HE A EMAEYMRERK, AT HEK
INREMIIR R, BGEAT N BANANE 5 R R0 R,
X —ITVEAH R R 2R aE b, s = A e 22
A TEVER

(3) Wi AL FELE A AR B . GAPS J7 ik 2
Natasha Campbell McBride 18 B, J H.1th % FixX
PTG T B B B ARERJLF. GAPS R EZTE
SCD k£ myFEfl Bl e Mk & f RV, T ocE
Z Tl A 2R G0 SRR S f 0 B ) A2 S
R ELTE T E B SCD gy, EIIGMEFRIES,
AL, GAPS J7VRICHe M HETE K BE A 2K B B | A
W, e T AT T ORI HER

GAPS J7i%Y5 SCD J7iZ Ak ) E R A S AH [,
GAPS B 5 i {2 1 i 18 w1 B ()~ 487, 1 SCD £ )y
EIEHR IR, ik, EawRM EWE A
Fr 250, W GAPS k& a5 17 SCD R & H A
FOVFIITE R AR5 R4, GAPS & 7E A p b 5
fRFh . LRERRIR . AR g R E TR,
TR R T E SRR RAIAEH. B, WX T
R = BHZIGAE, WA SR A

(4) BEFAM T, 4B E K (melatonin) & — FH 314
PSR A R R, B OS-HT fisdEmik. HaifE
REARIE DRI A 777, B (R AR Y
B 2. PIEESEMEM. H 50%~80%H H HPAE B
B A7 A A A 1001 3 AR BB R KPR IE® A
1S H G X R R T A HE R, R
AT BRI 1 75 31 i 3 122220 (B BB R AT VB AE 1
VEF, 15 ] B8 51 FEHR & 1220,

WL (carnosine) /& —Fh — IR LR, HAPrEMN
HrPE. BT AR GABA 244, HA Ry P& ik
FH. XU gz @R ARG 2 B, 45 B HIE B8 i
fTNUk 8 i, sel R McE KBS/, HHBEH
RERERAT AT ek 4127,

4L F B6/Mg A1 H Re kAR B FERER.
AR TN, 4 B FRE SR I 4k 4R 3R Bo FIEEZ S,
44 NFEE EH BPE B E A 15 MRS B 0GE, B
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SRR, BHFRIE.
SR SR,

B B0~ BRI,
EIRRA. Fid. BY

PREERAE. RIRFDRSR, Phi

BN
DR

& /® (Clostridium)
e EmIME B (Desulfovibrio)
EI5E8 (Sutterella)
JESIREE (Ruminococcus)
B463E (Yeast)
ZEEE] (Firmicutes)
FOLUFEIT] (Bacteroidetes)

RE, ke
E2ER, SER
HFER

TR
INEARRF0BEAHER

1

”|||||||F’|||||||”|||||I|

R, KA.
INIOFFIRORDIEST 5
9. 8. k. B. BH0E

CNTNAP2, SHANKS,
NLGN4X, NRXN1F0TOP1%
ERMURIBMEXRER, BTIR
HEREORRS

333

ERN, ROAEFRES

WEHERRRE

T4t
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TR M AR, B8 A B R A o R R IR 0 5 1 R 2
Bk, PR RS B H KR A SUEAER, — Bk
Z, B FEWERPUEABE F1IRES, 1& ROV 1) 47
fi. RZH B MEJLEAN GSH 1 & WK, M
GSH/GSSH &7+ Fhif B A4 A4 3 B12 B
R O AR R A S AT N 1B S RE IR
fih 47 g 1) Y, 2 oh [ P RE L A R S 4 R
B12 F&:—ANAJE, M¥KH GSH (& ST ™,
TR ) A B 9 H R = 6 DG AT D T TR PR

MBS FEY) R (micronutrients) 3= B AL HE & Fh ik =
JTLRMEMMMEE Y. BT A EELE R E I
eSS, FHEMEGRIERN S, BT EPm
AR S AE A S 8. R ER 4> H PIE LB AAAE S 7
AR, M4 RMMEICRE B FE )L E
Bz, HEZ MRS A EEm EREE A 4
H AE & Lh e g Z A o 2, B LREIR I i
8 RE R B B A 551233 141 67 [ FHRE FRE O R4EE
FHMEITLR 3N ARG, AT E TR K
BRI EMGEE, FEKE. BHIK. AWK i
F% #5167k F . ATP. NADH #1 NADPH %5 #( ¥ & 7} =,
It H 2 g Fk A EAT A5 2 TR 4R L B I vak
ABUSIH — T R, W gEE R E LR A
BT 12 B AR L 8 FR AR KT, Sk i
AL B H KA B, IR SR A0 A FH IR 4 =
ATP. NADH Fl NADPH [f17K-F™ ghah, i AR 78
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P RE B 5 W 4T N K & K (aberrant behavior
checklist, ABC), Il R# /& El% (clinical global
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RN i BT R 3 B R FE — ik 4 B2 (eicosapentaenoic
acid, EPA)F1 DHA. H FAE B & KA Z Omega-3 A
LR i R, 45 1 PEE RB 5 IR EPA A DHA 6
Ja, SREGAMLE, E2R. ZHMALFTLET
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BAE S AT N T T B 35 2 77,
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Bt oI B 8 4t B 1) 18 o 5 38,

BEAh, 7l 2R TR A 0% 2 2 B AR A B E AR N R
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[F, ARARASHL . #h 2 3SR IR ASAT A5 B FE 1) 4t
BT ] .
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2.5 FEHRBH

3% # #2 #H (fecal microbiota transplantation, FMT)
T W AR RN S b ) TR B A B 2 AR N i TE
W HKEIEFERIERER, A TIHT B WiE Kk
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s, mMEERADELH 1700 FRN L, £ERE
A H B EE B2 FMT iR572 2013 45 5 H, £H
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Advances in Causes and Treatment of Autism

DUAN YunFeng', WU XiaoLi'? & JIN Feng'
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2 University of Chinese Academy of Sciences, Beijing 100101, China

Autism is a developmental disease, which may have a lifelong course, and the process is difficult to reverse. The
cause of autism remains unclear and effective intervention and treatment have not been discovered. With increasing
prevalence, autism causes huge economic burdens to the patients’ families and social burdens to the society. Autism
is a biological disease that is influenced by both genetic and environmental factors. Early brain dysplasia may be the
direct cause for autism, and neurotoxic substances, nutrients, metabolites and neuroactive substances are the most
suspicious causes. While chromosomal abnormalities and genetic variation are found in some cases of autism, more
cases showed abnormalities in gastrointestinal symptoms, a higher proportion of which may be associated with the
human gut microbiota. The microorganism, the intestines and the brain form the gut-brain axis, which plays an
important role in autism. Accordingly, many interventions have been developed including both biological and
non-biological therapies. The biological therapies involve antibiotics, medicine and diet. Among these, a therapy
targeting to intestinal microbes, such as interventions via probiotics and fecal transplantation, is booming. Although
some of these treatments seemed relatively effective, most of them showed limitation in alleviating core symptoms of
autism. Besides, there is not enough complete evaluation for safety and effectiveness. Therefore, future research
needs to be performed in systematic and case-control studies for exploring the etiology of autism.

autism, etiology, intestinal microbiota, diet, microbiome-gut-brain axis
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