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HVRIT Ik e DHFE o BT -1 - Wil AL, 308 3 0801 f T 4 B AR ™, T AR &2 P i
AP, DI Hr AR i 2 R ek 3% ASD E IR . AN I 2R 20 RN 28 (SRS i B 2RI R 4
5 5 R 25 0 T VRIS A% B 20 T WL , 5 ASD HH AT RO & BB VARG . A SC B
TE TR AN A WSS ASD Z A HIE 2R, 40 &7 ASD AR VR, JFHR 15T 1 o 1 TR v 4 i 1 v
PAZEf# ASDAEIR T BEME , i ASD FYTRY 7 BB LS
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Research Progress on Exploring Autophagy Therapy for Autism Spectrum Disorder Based on
Intestinal Microbiota Y7 Chenxi', GAO Feng’, ZHAO Ningxia'. 1. Shaanxi University of Chinese Medicine,
Shaanxi 712046, China; 2. Department of 11th Encephalopathy, Xi'an Encephalopathy Hospital of Traditional
Chinese Medicine, Xi'an 710032, China

Abstract Autism spectrum disorder (ASD) is a neurodevelopmental disorder, and its prevalence has increased
significantly in recent years. The etiology of ASD involves multiple factors such as genetics, the environment,
and neurodevelopment. However, the specific pathogenesis remains unclear, and currently, there are no safe and
effective treatment methods. Studies have shown that based on the "microbiota-gut-brain axis" mechanism,
regulating the intestinal microbiota and its metabolites can restore the balance of the gut microbiome, thereby
modulating the central nervous system to improve ASD symptoms. Autophagy is an essential metabolic system
for maintaining cellular and protein homeostasis. It is involved in the genetic and molecular mechanisms of
various neurodevelopmental disorders and is also closely related to ASD-related behaviors and disease
progression. This paper aims to explore the relationships among intestinal microbiota, autophagy, and ASD,
analyze their regulatory roles in ASD, and investigate the possibility of alleviating ASD symptoms by influencing
autophagy through the intestinal microbiota, providing new ideas for the treatment of ASD.
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W (gut microbiota, GM) & — M RN E A B RS, EAT]
5N AR SR LI SRR 1R 45 R BRYS Sh 3h
BVHOIRAS . Bl AR T30, Ak b AN ZREE
Ji”, Fe DNA Bl 2 4m £ 00 10 4%, S PR 2 BE DR RO 19 150 1% .
FLRP AT JEERER 1] AFFRR ] BT AR TE BT AP T T
FEHETTAESANT VS, Horp DU BE R TV RAUAT 1) A A3, 1
HWIHEOLT BRI EOR A S B0W T 5710 15 AL T —13)
AT APIRAS  BEAE R AT WL e o R Y R sh A P 22
FUSZ M TR, A 25 B s>, S BOR T B FE R R A K,
Gy WA A R S X N S T S SO B AR
i B BB O RN AR IRAT MR AR SR T AR
ok BHIF A 5L IE U R R W TR 5 ASD Z [RITEFEEE R, R
VRYT ASD 4RAIHT 1B Tk MR Y SR

%5 8 i 115 R (short-chain fatty acids, SCFA) # A by J& il A4E
00~ - o 308 TR £ 05, 0 2 P T Bl A W e 1 AR B AR T Ak
(R LT A5 A0N 2 ~ 6 BRI TR AR I R , Hoh i E2EM 4 2
& (acetic acid, AA) . N R (propionic acid, PPA) L} T g
(butyric acid, BA)3X = Fi®, #UFFIEE N SCFA By H B A= 77
FLARIRD) , 5 & PR IR , G P R 3 3 3 42 i - i il >F 2 i o i o
2 RGN DIRE, YT X ASD M AT A = AEAE FHY. SCFAs figf%
VAT A TE I RAE , 1A B IF a1 41 i2F i R RF A2 ™. SCFA 1] LA
it Gpral (—Fh4i4 SCFA i G 4 BB 24O 35 15 g
A, I FARS T RaE e A, SR, SCFA .GM il ASD 2
BB YIOC R B AT M AN E R . (BRI 2 1 1F58 &, SCFA |
GM 5 ASD A7 3¢, A7 nl g Xt B Wil Dhe KM AT r=A: )12
MU I, AA SR E Y SCFA, 2 5 4E 55 1E % A 1 45
F SEHEVERNDIRE" . PPA FTRE S5 & ZL A IRE IR AT 0
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-1 BA TT DLFRAR I 1 b 28 o B D 6 R O IUAR AT O
PRI, 385 1 1 A W BE AN SCFA, UL 2 77 A BA 4R VA YT
FMEA 1] RELE A ASD.
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mTOR ) 1 P FH WG, 1 W2 A 28 8 8 A D0 19 W 7R 3L
2, I HIR A RE R 2 e A RNl il 58 728 1 ) B 2 [ i ik
%o mTOR & H Wiy s 517 78 B WEB0E f5 , 7T DLt
P HEA 22 T0- 5 fih ) i B LA B 2 5 oy 708 55 d PR il ASD i
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KGEREE . BRZTTI AWEHLE R 2T B R 5
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[ R R s o N S P O R E 2SI bl e I S
EEY, BT B LA g 2 B, B R Rz U R (POMC) i 42
JC A WA SR ALIAR P Al 22 i A K, R B AR g 2R Ko
RARE B REEMIEIS, PI3K-Akt £8P R AL AE 5 11 &2 A 1A
(Tuberous Sclerosis Complex, TSC) {55 5 -2 F 41l 28 A= 4o
PR 5 H A SEAE B 2 —C1 . TSC BT AT PR IR
JURYAZE , I H TSC1/2 BU IR 8 3R (9 o B2 5k © puE Wl T A
P g AR ST, S R A5 SR P ) ULKL fg
BHASAZR 2 MM, 3 aE—2 FIIE [ W AE PP 2 on A 28 28 K
BH P IIROAER, 4B 7R FLAE Rl 8 G540 T P i 4 o Rads
Yy P 1 S o Hui 2525 B S /7% P () GABA %A Pl
L TTECIN PR 2T IR ATGT B 2e S 200 [ WA, 6E
V&S A AREMLBIAT MERIE . 5340, Kim S5 RO BFSE 2 I &
B, /NI T A T & T P03 W T AR A e S P AL S il B 1
IEH AT AR (A 2% B (3 L T, 3 — AR ARt i 7 /) BB ARY
HRE| Rtk A8 H B R S A IR T, Xt R T /M B AN
X 4 2 R AS AN T B ASD FEAT R R LB
22 mAAEERBEE

ASD I & IR ML R 25 5 2% M RTIFGE0 R 3R A T il D g
BT, 33— 4T R T AR 2 ASD A% Lo BEAL A SRR 7E . T
FEFMA, A REHLEI7E ASD 2 fil 2 1 5 1% 2 44 A v 42 v o 2 A
o, f¥ ASD KRR b i 7R 11 WKk - b 28 1 O 4R F e
RENUBEAT RUH bR 28 R G B B 5 B 1, il T 41 212%
bk, P 22 ff ASD AR, HER T A Wl F 5 ASD Hhifg
ThpP 2 D RE AT 2 0] ] BEAFAE %K &R . Shehata %W 5
TR, PRI 2E I A B (4 25 95 AR R K U il
P20 RE S ik & A WA R X — B S BT R 1 B
(protein kinase B, PKB) Flifi 7L 2 %) mTOR 1 2 @ F2 1k , LA K
AMPA ZZ A (—FP e 2 0 22356 0T 32 14 ) R R ik, DA 32— 2BIE
SET WAV S T Sk P A SERE A P . mTOR R —Fh o6
S 22 G TR S R TG , 0 240 B N I VO A O R 1 R
TSRV TR G R AR S A S A L, DL
X— B AN S HH R AR, mTORGE B-S51CHZEEL
ZRA TR S 2R O, EMZoT , mTORC & T
SR i RN fidJ 57 08 (SRS AR ) , 4 L rhowl F it o o 85
WF5E 3, KAk - mTORC #9346 M3 in L & ASD AHE 19170
BB, 3% BE R0 8 mTORC 44 751 75 A 55 28 16 5600 . TR A5
ZAE Ry — P i R4 BT X mTOR [ S 35 300 ] i s HL 4%
PoE A WE AR T 7E /N BUSE 50 v e 3 I 2 e O kT 4
P B G A DN RS V8 1™ R IR AR R YR T AL R
AKT-mTORC1 3 # , M A w2 X —AF ] W ks 1
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& S RE IS T A IR 45, 878 T PI3K/AKT/mTORC {55
i [ SR LT B B0 A W D RERE A R 1 AT LBV A 1Y
KARHLIREZ —P0 Je W A8 R IR YT i 5 mTORC 1) i 3 4
T ASD AT AP VHIAHIBREA . K T 0% 3677 of LATR B
W A AE ASD AR BIAT A BREE L KA S Ll 22 S, HI%
A ERRIER, Xk IMFEN , IS mTORCL 2 LI
FASD FHAENEN B

2.3 Znfe B A AR fikgR &

20 300 2 Mo 72 2 i Ao RS A 1 e A
SR 20T A T V11 ) R R T B3k 5 g 25 v 197 5 ) 5, B D A
&2 2 il D REZ 1 B IR 2 il S i — 20 R SR LG . 28 M
M TCZ G A5 B G EE ), JoR AR 5 2 M & R 40
PR IE . DRI, A M 3 Wt 58 Mg 28 S — > SR ZE A IR 93 4
B, BT RRAT A A 2R TR 1 AL DA AR
(IETT T A0 VR .

B FAG ), ASD 1 g5 HrAR 1 25 28 G A 18 P SR 17
WUIAHSE b JORE S B REIR T R GRS R Rk B/ M T4 i
RS BTG BRR 0 /IS TR A A Ay v A e 26 28 G ) 8 2
B RS 5 RINGH & B TR 5P 2T M4 R L R e ifs
SRR R HERZ U R RIS RS Xt R R34 G g W, B st
I X i JS2 T, 2 2 0 A S B A R AN N T Bl e Y R A Y
AT RIFFE I , [ PRE TS 28 B s ) L8 T 37 110 il 28 0 R
TERE AT RER [ 3 A W RE T BE A, SO [R] R X 38 /N
G IR 2 T 70 /N I A R s — B RS, A B
SRWTT= A, 5 305 o 0D R 2 n AT T /NI
A S SR AEDY , O — S P R B R W A 4ot
2 JA) AR RO RIS . 76 ASD S filf6s 57 A] RS2 21 410,
SN LI IIRERERT . AN, /NB R AN IS ALA S A 2
RAEAHFE , X2 ASD R HL R I — AR R L A RAEN]
B B0 240 005 | 28 il ) RE R 1 AN Atk 22 388 S, X LR
ASD PIRZCFEARF I, 78R % 7 1 B B BE 18 1k e 48 52
SiE T AT /N S AT, DA T 532 ) ot 22 A S R K B 1 A
SAC  FEE AT PR A I PR 220 i 4T, TSR BU T R ATA
S S 52 T8 8 BT ASD 45", AN, £ /N B rFoUR £ 1 58 fil
2 P8 BN /NS ST AN 1 sz B 5 LR Y, e 2 3ok sg
RESI RS, B, Falt MBI FE W, /DN 5 240 L A 4T T ARG
Wi 52 il A 25 A0 RN T RE LA e R T 2 Rt o /DN T 4 i Frg i e 4
FHTFTBE A ASD (3R Y7 SR AL T AR A 308 SE b IR /i 4
L B4 35 Sh s i L5 | & B S RE U, 1T BEA Bh Tk ASD L
FREIR .

3 MEEEHET A B

L W P A DA LA B2 AR () % OB
B AR ) 7k (1A WA A ) 1 WA B . TG L 7E A R
B Bt , Atg1/ULK1 (Uncoupling protein 1-like kinase 1) £ 174
Wil 5 5 R4 SR AR ™ XA A IR L E ULKT, Atgl3,
RB1CC1,FIP200 Fil Atg101"*", ¥£ 78 77 78 i}, ULK1 & & 14

Neural Injury And Functional Reconstruction, July 2025, Vol.20, No.7

B mTOR #I ], Ifif 24 F2 5 = f, mTOR 7 ¥ [ , ULK1 & &
RGOS, W ) ULK 1 & AR 7T ISR 1k mAtg13 FH Al
W AR R R A o R G 1 ULK L & & R iE— 4 3
PI3K (W i ot LI 3 93t ) &2 5 1, f 4% Vips34. Vps15, Atg6/
Beclinl . Atgl4 I UVRAG (Vps38) ¥, 334N A A 7E F W i
MIE R E R OAER, AT SRS &, 0 00 AR B IR I AL 3-%
i (PI3P) , X J&— A CE N E 5 7, T AR A S fnd
RS, — HiFS A WE, #O% ) ULK] 2@ #2k AMBRAL, T3
PIK3C3 &5 MAAE P45 5 50 28 PN I , PA o PRIt oy o 1 e
ATE A e B R TR . Beclinl Sl 5 2205 5500 B4R IR
T PIK3C3 S, PI3K A S AT 80 Wi I A i A
Pk FERX R, @ PIEZ R (Ubiquitin-like, UBL) £ 1
BRI R 55, Atg9 Fil Atgl2-Atg5-Atgl 6 %1 2 455" Atg8/LC3
(B4 Atgd | Atg3 Atg7) REE 25 F MG IR i)z F A T,
I Wk YL 3 0, 20 A4 L PN 10 52 450 B 1 B R0 B2 L T OB
Sk AR, fda, AR ST RTIARLG  TE R —A B S
FEE AR, TP 5 B RGP VS Tl AR B AR A, B R 2 B P R P A
ROHERS, Ah, B RS2 SIS A0 0 4% ARG FEA 8w
FHVERFRRAS . FERE R AR 1R 2 T RS TG
KT B WETE Bl 755 W R AR T A TR Bl B o
AMP 3075 5 U (AMP-activated protein kinase , AMPK ) 7E RE
KA B RR 1k TSC2 A IR 1L ULK 1 R fie
H I,

WEFE A I, ASD 8 LAY 18 TR A A A 2 I, 3k 2k 4 AT g
3 3 5 1 gy T o B T e R R RE R G R e R i Ty R N A
KA, WA, BT R R R R R R, T RER 2
T SETRANM F SRS RR o I T LT JLAS Jr TR 40
H W . 156 % of 5 5% A8 Ui 2 (Short-Chain Fatty Acids,
SCFAs) : JJi T B R (9 A7, R ) 2 i Bl iy e (n T R
IR M 2. TRE: ) , TR W] LU i A F2 0 A0t B gl F20
BEAh , X SR Pk T LUl it 5 G 2 B SZ 4 (G Protein-
Coupled Receptors, GPCRs) &5 &, i T {5 5% , 1 AMPK
{55, IR S2F 240 B T s BTG s VR R I 4 88 SN
% T DR R AT 8 B G380 1 S i BTG L 3K T S S R T
S 0 R 1 7 2 RN 5 24 B P DI SR IR A S, i T
RS I O] BRI AR 22 A0 PR 104 7= A sk e i it PR ] ASOTS
I WA 1553 4%, 40 mTOR {5538 4 , o i s me 1 ik 207
I 5 gy T o B LI e - 3 TR R R T e S B0 I B PR ) B
B, 0 M TR 37 P , {720 R R P R 28 S Bl A AR G A3
7 (Microbe-Associated Molecular Patterns, MAMPs ) 1/ A L& 7
PR X 48 MAMPs 1] 3 i 545520151 37 44 (pattern recognition
receptors, PRRs )45 G, VT Heus2 20 M, 4 = 05 448 i R /N e o 24
JH, AN T i 19 AR o

4 INEE
Ji7a 3 TR 1 B N U RRATG G A A B 32 1A . AMPK 52
Wi 2 e e, I ELR 5 i 18 S e DI RE , 1 3o s - il Al g
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FXRPZE 2R G0 LA ST R g 8 ot e 1) e e Pk L D/ Wl i s 1k
NI A 3 9 i 0 A I 908 196 2 25 LA 28 fift ASD A7 h 5 S i
AR HWK, Wl T R T 3E i SCFAs 254 QI8 5 i /1 i 3 2
(TIIRE , 5T T RESZ M M B o /DN SO 400 B 4 8T T LA 5 i
MM ZE R FITBE LA B i 26 % B 1 Bt il 1 /N S 2 L )
TSN IS | A 09 S R0, 7T REA Bl 035 ASD B JLIYAE
ARo /NS 5 A0 1) 3K 26 7 FH AT 58 ASD FUSR Y7 HR U T 1 FEIY
BS . IJE WHIE S PR T RE S N2 2 40 R - (g A s
20 L A T ARG 1 WA DGR 5 B L 40 mTOR {5 53 %, i7F
TR A W A . mTOR {7530 A A 14T e R 52 i 200 ffg
PRAR R ML 25 ARV 3% , 19 iR v e B0 22 s DT RERR A, B
WM ZE ML TIRE 5 L MO A DG LA R T B 5 IR I A8 |
YEF, iX 26885 ASD U A A 56 Ul il F i A A
EEFI ASD Z A )k RIE— N 2K LR M0 E 22 M4, W K
AL ApE A R EAER . XA B AR D E
ASD B SRHLHIBAL T 357 AORLA , IF A & B TR YT 7 TR
TRTREMHR S . SR, X — TR T SR A e AT IR ST B
22 BRI K 1 B 3K 26 56 2 A R AL

1E4 M1k, A58 35 S 0 i 1 T R 2R 55 R ASD, 41 il
A W5 ASD WA B H VIR R ARA NS = F Z M5
F T AR SO0 b DA J 3 T30 5 48 L 9 e 1) 6 R R TRYT
ASD, 3% HF5E ASD B &ML BAL 738 A
(FFRMR] PrAtEH 7 RA Bob 2,
(1EETTHR] 7R MR 01 v Uikt & PR e S migig s ik
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