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Advances in intestinal microecology and autism

YE Chen, CHEN Qi-Yi, LI Ning*, QIN Huan-Long
(Tenth People's Hospital of Tongji University, Shanghai 200072, China)

Abstract: The autism is a kind of diffuse disorder of the central nervous system. Specific biochemical diagnostic
indicators and therapeutic means are lacking, bringing families and the society heavy burden. Many children with
autism have digestive symptoms, which are closely related to intestinal microecology disorder. After the
intervention of intestinal microecology, the digestive symptoms, communication and social skills of some children
with autism were improved. Therefore, the brain-gut-microbiota axis may play an important role in the development
of autism. Nowadays, more and more animal and clinical studies have confirmed the safety and effectiveness of

biological intervention methods such as prebiotics, probiotics and fecal microbiota transplantation in the treatment

of autism, but there is still a lack of high-level clinical evidence to further confirm their effectiveness.
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TSN BT MBCON R IR ). RFEE, &
JLA SR Z S AE W DS B FNAEAS B RE, ANRREES LR
KEMENE. FE)LE ASD V) B H X 1%,
0~14 & ()L B E L 300 R 5, HAFEHIEL20 /7,
Horp R 4~5 15 . ASD H A R4
AW AR IR T B, WEEFE. R
IRBUE A ST DA h B2 e RN & SR I ZBCE I
i TS REINGR, WO BIR YT USRS
RIS ARIT U, HEBTRORAE, Bt s
HER ) LK i iy AR DT HL IR A 4H

WA R, 9%~91% ) ASD BHEA I RS
R, BAEREAK. MRVS. (ERL. MR LUK
HERRAE S, MR E T B RER. BRA. M
il g RWPEBEEPEA 2 kAP B e 5
PORE, HAZ) 12 PEATRETS FERE P, M 2 5
I, FERE. HACRAESE N, MAENRE T
B SER 5, ASD B3 5 1% ¥ ™ 2R BE R A BT dik
BTV, EMAERW, HERTERELS
ASD WA BA — @ BRI, I Had AR W e
% HH (fecal microbiota transplantation, FMT) &5 4= #)
TR T X ASD BT A — 8 R U, AR g
T B AE g AR A 5 ASD Z (R A R R & 5 iR
SYI7%, DU — 20T R A S Fi 4l 2%

1 BAEABBEME ST

N B VEIGE . HATE W R A FE I DA R A
KWK 4 NMUES RS . b B 78 g Fh2s
2. HHEX, SPEMAEYEER 78%. Ak
Jior T AT U236 29 100 AN B, 2 AR A0 Al A B
10~20 5, SmAd kR E = AR EH 51 300 245,
PR N NAR IS 3R . BN 78 A 1 40 2
B A LUAR] 107 4y, AT B8 SN LA B o B 7
s U RS E R, M TE R R A
515 FIE AT . H1E E IR AR EUR
VS E T IR e TP =R o T 7B R b £
L A EHIRERE. HFHRAEUATAR. BiE
PR RF DR SR 8 22, LA B — RO 2 4 M IR AR
e N B B3 70%~90% S LR B 1] AN 5 BE T
1, R B R B T AT B T IR 1]
2 U5 Rl T A T DA ok A 3 Pl AN T AL B 4T
YRR DB ENEFRER, BT EFE IR~
U = V)R S BUR B . I K2 70% 1Y
YIlick BT WiE, Hod 36% /N ) g i
YHBE AR o W B A 2 3 1 o e R N AR B

BERGWTE B REE, WMEEiES AMERZRR
MEERe et e NMEEm Niad. WmiEmie-r
WA IR AT e 2 S EOAR LI, 74 il RE,
g E A s R, A e (gut leakage),
SEARDTYRE S NS, 22w A .
XA s 2 M AE T I BER, a0y B s A el
RAEVESE, 20 fe e FEmhi A AL .
1.1 BHAEABMEHARENTL

H K ASD 5 i i A VA S A, o 5
H T 1998 4F—fz ASD B JLEESR, 1Z4RiESE i piE
2 B R A T AT g S 5| RS IR Ve )L ASD (1) E
", Sandler %5 " i, HRJT B RBUGIER
B 1597 T ASD & LISEAR . Finegold %5 " 1f
TR I — 28R K B ASD & A7 76 W B X AL
XU DRPUAE T S IEIREA Pk . ASD &
(1) TE A T 5 R N BEAR L, R [ T AR TEAT A
FTB R 2, U T TR D M o K ) )R
BETR 12018 £ ZOA MR AT IR R B, IR
46 152, HEMAEHRNMERR, iR
R B R I R E P2 N2 R4 (central
nervous system, CNS), ] #1428 3 R, 3k
51 ASD FIMI AT NR I . ASD &) LFE{H i3k
R 25 MR @Al , Fod 9 FAAEAE TR A
PRI, AR HL B = IE T N 3 FhAR 1R & 4h
o ASD &)L N AR IR FE e H 3 v, B
NS ASD BHMITNEELEAEYIRA "™, WA
ZURBE LB B =, SRR RESEW
TEINREZREL, FFE MR P 3 i fixi B e 1T 2 1 oK
FRIhEE P Rk, 24 ASD i LR DA HOIR ZE R AT
WAER AL ERE, HEREERSE, WiEm
FHACRE WA B =, MAAEFHE X HME K,
B A2 FH T3040 2R AR 1 7 e AR T K i 17

WA B 1125 98795 W 25 48 52 8 %, ASD
BEE TR UATE TS, RS HIREE,
SN pIEIEE A, 51 KA w1 P
JEEBREJE . FLER A JE A0 B oI A S8 ) e 288 H B
Z P HA BTN B 1 5 ASD [ E A
FERIEM G, Wiyl B e vl d g #2m ASD &3 4
P ERARITE AR T 0w P A M SRR A T
RAE AT & 7 A i it R A 7E T ASD B H I B
A+ 8 M7 - ASD BB B MU 45 1 R S A 1A
b B R S8 E Bk 8 L R B R AR ASD i 3
BRI 2, HaTHPiEm, 58 EAHA K,
B AR HL M A B A 2520,
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1.2 BHAEABEEENTK

ASD B3 i b ) B A 57 & . ASD
BOLAT IS BRI G SR, FE A 6AE
TR SE, RS RE A REMHIERE
K, AESBHRETTRE AR SEER, FIKhE
WA S AT P S5 K, R 1 B R )
A=, IR R RV, 51K ASD
BIAH RAT e X H A A 45— Fh 2R Al y- & T R
(y-aminobutyric acid, GABA) [f] B- W& &, © 15
GABA BEATHEHL, SEME KN IE W DhBE . i %5 1 3
SRR B T R S B LR SR A T E — E AR B
o ASD R P Mk, ASD (R A5 piE
WA BRI A EE SRR, ASD &) LIHIE R
FEZ RN S, AF R 2 mA 8 E= kD,
TE 2 A I H NARAS F A 1 B 1 2> B AT B A
73 5 8 LI AR e T8 B AR DG B, Xt itk —
AR TE W B TEL S ASD INRERERRED],
1.3 BHEARBEREFRIE~INEL

AN i 1 B R 1Y) 22 R A 5 3 B A i AR
RIFEEZEN, WE R AWt ae s
Wi N AR B A i 3, X AR P M A A O 2 51
ASD WA Rk 4E P B BFIAR L, R4k R
AN A A 2 SR T R R R R I — T 1%},
T RGN F I E ARy AR A
()2 1 R 2 AR B8 A% B R A AN =40 1) /N 3 1A
Vo DRI AH A7 AN R 5 4H A 43 ol AR R RN 2 1 2
TR A A B35 3, 10 SEBR_E 40N Vi 2 A A s 3
R RKAEENRWYEMER, MG SRR feEfk
I 2 R A SR A R ). B S
15T R 208 B AR IE T AR ) B 22 b S e 1 4
MO AT, X X5 MRAE FIRE . AR
Bers g magfe F,  BLACH A Ah DR 2 1) 52 0 55 1) AH
5 PO J@ it ASD FR LI R i A1 3% (5 A A
B AT, R I R e N N 2 A SR Y
U=y, dE & R D78 (short chain
fatty acids, SCFAs). X} F IRy Al P22 IR A2
HEmiE 5 ASD MK ImiEAE, WRE. M
B Byl &5 £ 24 1) —Fh SCFAs, Bt/
g il Tl RN BT R B & IR EE Y
KRS RIHAT MR Z IR AT AR BE
T, RS RICREME JGER P, HAER
(') SCFAs, 4Nl 51l R 478 B, 18
ASD B MIF T,  PAIFERIR P4 R 2 1) 5 1t I S P
%, AT SCFAs 520 ASD (178 7E ML AT G 2 i it

715 R A AR PRI A G i e A 2 ot 1k Th g B2 ASD
FDRIE A I R WAL 2 4 B 53— R xet
IRy K HILHURTAE Y6 FR IR IR R R 2R 7 8 % LA
N ASD LR FEAS B B, X AN 2
ASD LA YbR & B NSRRI AP x
LRy S AT A, R UL 2 FE E R I 8
H,  RERR AR 2R Gt 4 TR i Bt R RO
My, AR PSR H R 28y 3 A R e R R R
A BB IO P A BT A P B SR Y X
FEFE W T BE SN ASD RS R AE IR (7™ 5 R AN
RS ThRE, B PR TIALE E AT R A B,
X I35 AR 2 22 2 W o R B, 7E R4 ST 1) ASD
BRI B AL 2 (a4 11 R 4 5 A AN ) BT,
ANFE I ASD FH A F= M i 8 K B, ASD
BEFAEE 2R, B H AT
ASD RREMERIEYINFED

2 FRERESENE B FREAE KA R

KEMFOUESE, WIERHFS S5 TR RS
5 8 a2z [ iEsh P B ipiE RGBT
it 24 2 45 (enteric nervous system, ENS). 2K 7E#1£5
IR T R A SR A 2 S IR S, 1T ENS B
S F CNS, Bl A F i, SRR 58— Y,
ENS F1 CNS BKR %V, W A5 B8 pLadE
5- . 2O, MEEEBIL. Y R
BRI 7 BeERR. P, IHEEUAR R M —%
RS, FFARERNAES CNS IRk 1) 5= Z 1
25 N 43 WA X 28 Bk A G - Bl (brain-gut axis) ™™, figiE
TR LR NN - il iy iEcE o R A, S
PO3. Gag . ENS K CNS & RIS, 2K i -
[ - Bi%h (brain-gut-microbiota axis) ”iX — & 0,
2.1 fx-BA-mEe9E R

J¥ VA 3 s 240 G0 o P e A A 55 G ik T 305 i)
CNS i&3l. N 73ulh 7 2o i 9 73 W 4 L RE T8 LR i 22
N WY NG R G8, FFRAAERT T A
FEAdAH DRI X 5 T 5% 73 Wb 7 2] S p 22 N 43 WA I
T8 I AR T 1R B w2 k1T B2 e CNS TS S, 4y
W7 Ao — A A RS 2 T BN - A - B
Ji# (hypothalamic-pituitary-adrenal axis, HPA) % 1!, 4
BUARSZ B RN, HPA BB BOY% BIlE, R BERE S
YA 8 A % 0 L B AN AR B DR ORI, AT
S fizp S A i B R D RE OO T B R 4
Beo ISR, i wE R A AE 0% 1 T HPA HhiE B,
Xof ¥ 507 A R o
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Hr b, TN o TR M 5 — AN T N Ak
S FATLARCR A B SR8 93 5 i P 43 W 440 L )
YBE EomE RENMBURE S FEE, BHEAR
WYia 2 7 1 BY 1) 4 Ik S 5 - E T AR A T I
TGN A, R, AN, TRIT SRR
AHERE R, FE A B IR IR,
T B A P NG R AW A i AR S 2B TR
7 Dt — B T A P KA AR R A0, R
325 2 R R Ji7 W % A LR TUA 5 231 52 1 I T R R
WA LU BB i sh. BRRE . FE AR
Gy, YERER BEBEThRER B BEROASE . KL ]
W EEE P, e AR T B A, T
PSR O PV R T ) S OB, BT i T R R )
HRRANTNRE . Wi B B IR T LB S 74 SCFAs SR
7 A T i T SRR AR N2 AT ENS BVE TR, A
TR R = A 520 o A 8 JR gl o 7 B S R
TRCEP I B L B4 il B i A R A 2R, 0 R TR
W BRI FRER A, 54 2 RO 20 i B
S BB R B I — e, KR D Re T
VA - B - B S s A M,
22 MEEEBERNIERE

V1 B B AR = i e AR T LA B R
VAT R B I S e R e e, 5 ASD XM
KB BERFHIR A A OR BV AEAR M . VR 2 IRAT IR
=y R Bl P A 58 2 B B AR B G 2 52 I ASD
FER R R B ™, B N IG ) LAE BHA Y 2
B IS, (R AT iR, WALSG LT E
RESET, HUAEMEELDHEN. KFE
[y B9 IR RS IR B, BESEAE 2 b K 1 52 3
(PIRE 1 702 S BB A B AR AL, JEXT LR
I EBAEI RGrAm  EE S, B
REAA B RE 1 5 10 50 00 V1A A T 35 B JE B 22 ) Lk
BRI RGOIFRT HaEis Y. KES %
LS A5 E P21 %) LA LG, I8 P9 B B
J& KpttwE. A EEMEAEREHEEZ,
2 9138 43 0 1) B2 L5 RESE I T8 B DL I 2R =08
74.4%, TZHE B LS RESE I B UL
G, SRR, A PEE 2SI e, 2
W) LA P9 LR B XS B 54 2 A 1) B R
DR, 2Lt AR ) i A B 25 LA TT R R o R85
BB AR R R T R B BHA T AR S RG R . AR T
e, W2 NBRATIR SE RS s e i, BEK
e JUE P R B R LA W 2% 1D 503 1) 2 1 s AR R
W R B AT AR ) R B

JY T R AH SR ) S B R B AR, 29 60%
(1) ASD B fEA — E R BE I S e B e, B g
BEAT P 28 A TRORT I AR A 28 AR IR T T
P S B B A 1S 0 DA K% B % 240 R D) e B A i
S5 BU, ASD 'R iR i A Hh W 5% 0 (10 33E AT 4 o
28 JONREJ& /N A Mt FE S AL SOREAH PR 5 F
AR 7 ARl 2 R B, e EEON TR s
FI 40 2 -1PB (interleukin-1B, IL-1B). IL-6. IL-12p40.
[ IR SR BE R 7 -0 A AL R 7 C-C J: P IR AA (chemokine
C-C motif ligand, CCL)-2 %, 7EfE¥I R4, XLk
PN 20 ML DK 1 K [ T R 5 ASD RS #RORIAT 9 RE AR
7T R IEAM . ASD B LR 7 CCL-2 M
CCL-5 /KT 5 e W AT NIFr ME 2 K E
g o< B, A — 5T, ASD LI R
4 K A ¥ -Bl (transforming growth factor-B1, TGF-B1)
AIL-23 7K1 B 2 PEAIK, 1 TGF-B1. IL-23 1 IL-17
(7K~ 5 ASD ¥ 15 ) 7™ 25 F2 P 2 f ke ok B, ek
PR R LE TR TS - S - N2 RGP iR R
F, ASD &35 1) 22 M 2 2k 1 W] i 5 1 1 TR B K
ASD B F RPN Ol 2 B A& A Sk, ek
B 22 B R AR AERR 1 B A R M B 1 A
XS ARG AT g5 20 W P AR BLAE 51 %%
R, M55 ASD R A2 3043 B 2 1 i 3 41 B
ALY T AR A A . B/ N SESR T,
L2 AR TR ALE T 3 ) E A AT DR i TE AR R R T
IL-17 B4, @R 51 /N B E S G g% M50 ) 9
WY, A F NN ASD 1R AR JE T g 5« i i
A1 “rzng” 2L, ASD B MNETE PR T
T4, HAh BN B R BRI, AL G
RGREZM, Mg KR E 6. RETZ
WFFE Ny ASD B3 ML e R 2 AT ae 5 %
EEAFA IS, HH AT A TS 2 ASD Hh iz 8 1H 7 2L
AR 5 UL S ] S 80 ASD B a5 7 1Y)
B o

WAL, A HIF FEARAE i T B R s e LA E
2R B RSN R4 R D RIS, kb T
YA D Al i ASD A% OREAR B X — b4
N, i B R T R I R 4R AR 3R D SO AE YT
PEV) I IR A, T2 5 B PR T &
TG R AR

3 E¥MTFmAEEEEAETHNA

H AT ASD [ E 267 JNE—AAT A T, Ik
ASD LA 2 AMNE 5 BeAg UG R 2 RS 30
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R, AH R — BIe T R AR AE OG5 ASD I SE AR
IEAEK, 50%~70% (1] ASD £ 2 K H A WA 97
% ARERPAER Y BB, BRI AL
PR SRR IR R BT VA SR, HR 2 R YT T iEA = 5
B 22 A VR RO I PPAl . IR RIRR SE I K&
TR GIERM DB AR EE RN R —, &
2 HCE T LAZE iR ASD B O FERT S i i ek B
KBTI EFE N TR/ B E E IR
(gluten-free/casein-free diet, GF/CF). $k iR /Kb &
YUK & (the specific carbohydrate diet, SCD). [i7iE Fll
Ly FRZEAMETR & (gut and psychology syndrome diet,
GAPS) % P, GF/CF i b A& H A EA
IS E Il SR SN TR/ DL R 2
ASD IR, [Aifi#eS 2 P, 5K, GF/CF
TR ASD B8 LI EB I A iz i 5 45 73 W R PRI
S5 EA R JLEAAE, KRR, B
5 280 S SE R 2 W) A7 1E 55 35 A 56 1 B SCD &
PR BRI e A, BHWT S X L IR A
R AR, EASH = B, GAPS &
7£ SCD Wy BLAl bom & FR4h m g 5, S
gl R T Y I8 ey Ak
PRI B AR EEWXT ASD H— & FIHUCEEH,
R AL BB = AH SRR, T 22 4 R &L
PER)VPAL o BEE X AARTIAE YA ASD 9 R 5T 1
K, Bk 2 AT 5T R a6 AR B DL FMT 4898
ST TERA RIFH e A &t, RBAT 28
AT s AT P07 B A — 2/ NREAR T Fi ik iE
2R, ASD UFEIE R RER I, ka4 Bk
FMT R85 203 ASD & JLREAR "2, i+ R&Em
SCHR 28 B 30 1R TR ASD ) R I B R A
THEEEH, "LLUAKN FMT mlgE2& A9 ASD 1 —
FhA X7
3.1 mETTX BAEERETTER

a2 7 AT e M R S W B R P ZE AT
TR, B IR TR B AR R AR P R R,
Re 2 NARIAE T R i Ak, GAPS ST ikmi B N EE
IINKEERY). i EEAHE . KRR, K
R FURE AL GRS O, (RBRE A S AR . XL
BT RSB s A AR, FRAE R R A R R I
ARt fE R Y ARZR A FUBE AT I AR &
P AL B, S 4 i L . R 25 2B G )
ff ek G S PR RS AT TR A, ASD I3
ATEREAR, Rl 2 A RS 5535 nT 159 21 BH B 1 ek
o — BN IRUE B2 Y, 42 44 ASD &

JLE% 1 s 1352 7 N3 6 F AR 58 2 FLRE B8 22 JRE 77
T, @RERAT A LTS, ASD LKA 4
TN DB, o0 TV A R o DA R S A
PRI =/ 2 035 . 33 4R o] R e il it i As
BB, oW M- B - R, MUET ASD K
AR R, SR O B, 4
mAE A RA WM S, feidt— 2% ASD &
HHAE R, HURARTE 2 T R
3.2 #HEEXBAENETIER
AEEHINAEERER TS W RS
RATNRIUTH R E e R Y, 2B wife s
P A 5 ASD FH I N TSP IAT J F i 22
TR, WFSIEN], ASD B LARFH 25 4 B 5
40 H, HipiEh )ERERE TR w0, AE/
JELRE B 1T LA [ U T, U AT B s 0 e B K B
R R, AR EENEEE P, ASD B
PR H L B R G 10 R D b 7S A D- B R A B
(D-arabitol, DA) % & & # & T 1IE® N, 7E45 22 {1
ASD & )LIR AR AN H 5, EILRAH DA
B ERK, HIE SRS, A% AT 4
ASD Rt B B ke . R RV, Mgl
FF B 56 B S 00 ASD AT N BEAS , AL 45 1 E AT |
ZIRAT A FERE RS IZ AT RS 25 1 g5 4L
B AE i 18 = AR SR 2 BE A (polysaccharide
A, PSA) KT NRZ BRI = F o) KA MR
BULKLIIRRRA ©Ty BAh, I —Fh E R TR
L) B RiE 2 EPE M, Y LA
EXT AR 2R Ab, JCHAEXBUA G AR T
N e RGN AT R IEEBAEH . BFFLN 5L MR A
BER S R 5 5 AR AT R, X1
RIGIE BT AT BRI B
U RE I T % % EEA ) RGP G R, B
ICALRRAT B T VR E m ek &/ RER R iag 2 B2
J& i RGN 2AT N, o H R 5 A B A 2kt 44
SAT RV R O SR, MR TE RS RN
REW B AT N, B IRFLAT BRI R Y7 0 £ FERE R T
ARG, U B AR S M W T B AT D9 T B4
A PR B A P T B T2 T 4 R R ) Ay 1, B
B IR BRI RT3 0 e = KT, TR R R R —
TETT AL AT N7 T R E B E A R . iR
FHEBIRIT m R B RS AT AT A AR
T TH P REE 5 2 IR R TR T RO AR A Y
25 20 fir 3~16 & [ FEA (EFAH ASD LR 4
A XUSAT 1 5, ASD ) L{EAME IR #0752 7 0 &
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i, FESRUUONAHESRIE 2. S0 A T AR,
36 R R AR IR AR UL B IR REIR g R 25 ), 6 F
WA RS ASD KM RIEHIRZ, XUEHE I T iRk
KRB E, 2RSS ASD i dE 1% O RE AR,
KIH — RS, BEAAEFEARD, 2
Xof R 2 Jit ) X 0 45 e . — T FH AR 4 LT B
PS128 R ¥ X ASD L 2 ¥ B HL X R XU E i 5%
i ", 80 4 ASD H L # 1: 1 B8 ML 4 B A AR A
PS128 R ¥ sl 22 BRI, kA 4 ., @t 5 PAE
1T KA S V5 i (Autism Behavior Checklist-Taiwan
version, ABC-T). 12> x &% (Social Responsiveness
Scale, SRS) 1) LE AT A& A3 (Child Behavior Checklist,
CBCL). Swanson, Nolan and Pelham-IV-Taiwan
version (SNAP-IV) Al ARS7 %032 5 54F (Clinical Global
Impression-improvement, CGI-I) %% [n] & HE 47 17 fiti iR
F PS128 i FE B8 22 B 77 A J5 1) ASD Wits 81k, 45
BRI ABC-T 1] %5 5 M Hb i 5 ASD JiEHR, SRS,
SNAP-IV il CBCL % 53 £ 1 14 55 ASD # P H 5%
AT NIEIR, AEYFLAT B PS128 e 3E ] PAiE ASD
BILBI LB AT N, EH & 7~12 % J)LE K
SNAP-IV V¥4 B o3 o IX T FC bR 555 i 22 B T
SR EN ASD 6T I Il PR T 9008, 28 AR o T e
ASD JEARA B RIE 77, 3 H A RE E Ao
ASD BAKRPIT BOEAReIE N, HHFREE
FAMLHIHIE AR FOEY, 264 B Re 5 B 4520 ASD
B R T o B 2 X3 T e AT 0 ASD SiEAR,  BX
S [A] 420 1 503 7 A1 R TR T AT R AR 7 4
KPRETM 20 ASD B2 B R OB 1B I IE S,
B A RN AR, 16 i) A5 i
3.3 EEBEXBEAERNRTIER

SR —EME AW AR &, FMT &
ARL 1000 FE™T B a4, JLFikse
BT . FMT R N SSE b i RS 1 3152
A NI i 8 5 B L S TR ) B I E R, O
e 7 47 P T I0 97 MEHEROIR 2 F A o A R kg T,
HAT, FMT EA—MiGI7 7, W 697 Ak
HABETE B 0 SAEE e . W SR G AE. T
REPEMERL. JHAEALSE, PREKE I RS 41 ASD,
FEREORE « AIVHISRE RO MA B AR, AR Wb PRI
RERERE 6 17 RA s MR TORE, DA % B 58 3 G 14 9
Qr e Gy s Ik RO DA A8 MO 5T 4R A RS,
B SR — @ M AsT 2 . 1700 457, R
FEE (N E&R ST IR AR Y35
KT B RS E RS, IACH FMT @it

A e N AR B S5 22 et T Ak 3 AR Rl R R B T
W kAT T T 2013 4E5 H, EEEM S
ZiW)E R (Food and Drug Administration, FDA) %
FMT 1R AW MER 29N N IRE 1T FMT A 5 —
AU B A% A B L PR 52 AR A — e o b
1ETT 258 A7 5. FMT XA 54k RS 0h
BoEX HAL /G4 fer. ARESEmRM iz
T FUERA — N AH R A, A2 1 e 30 T AL
TEREIR A%, TN - i - B AT B A X 92 g 4L [
(I8 % . BT ASD 835 W A AN 3 040 B RFE
AN g ), R ASE N DY FMT BAG 38 -
Jir 38 B R T M 2R I A BT R RN B
ASD E#FH I FERE I LEP/ MR, DRFARHI
7 ASD JEAR, FF H 5452 5 N FEE /N R AR
tHE, HpEwAEA R ZER. N T IESE FMT Xf
ASD E#HWAHIX—{EMH, Kang 55 " ik i) — I
WAL E T FMT 597 ASD & LB piE AT N
SEAR I 22 e, W2 AE . A4 FDA
e, 184 ASD B JLF A 16 L% T 8 M
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