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[ Abstract] Neurodegenerative diseases are a group of conditions caused by the progressive loss of the function or
structure of neurons in the central nervous system. Although the physical or mental symptoms of neurodegenerative diseases can be
alleviated by combined therapy, there is no strategy to directly slow down or prevent neurodegenerative diseases. Recent studies
on the microbiota—gut—brain axis have found that gut microbiota and their metabolites play an important role in the occurrence
and development of nervous system diseases. As the main metabolites of gut microbiota, short—chain fatty acids ( SCFAs) ,
are the key transmitter involved in gut-brain communication and have neuroprotective effect on neurodegenerative diseases,
but the specific mechanism is not clear. This article mainly reviews the mechanism of SCFAs in neurodegenerative diseases.
It is concluded that improving the level of SCFAs in vivo by changing dietary habits via increasing dietary fiber intake and
supplementing probiotics and exogenous SCFAs, may become a new safe and effective target for the prevention and treatment of
neurodegenerative diseases, which may provide guidance for the treatment of neurodegenerative diseases.
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FE5IMEARZHE (lipopolysaccharide, LPS) . ZFRER .
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i (VRS R I, T RRAN AN R R LR AN TR L 1-
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UIfekErs . 25 1 FTiR, SCFAs SHZaBirgmh & m
JE S RAERRHY), Wi AT F T SCRAs 1]
UEER RIS RE, BEMARER.
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e FHEA S oTAET, [RIRHREAE T o At [
A0 AT R TR AR B PR, At A R S 4 A ] CNS
5L, BIUR—RIVGIESAEPIR N, e — 2450
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M AE . HOU 45 1 £ MPTP /5 1) PD /)N BUBE I
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AR 2 41 HL R TL-1 8 AU SRS+ (TNF) , A
MR M2 S0 . ERNY 28 ) BFge i, il IR A 00
SCFAs ( LTREL . NIREh 5 TIREL ) Wl LI feAT Spe iy
AN AL, (AR S L 0 BB A I AR R A A
HET S0 S8 45 F CNS TIfE. SADLER 45 %) ffgy &
B, #MFEIRA SCFAs ( LTRER . TNIRER AT RER ) mI Lk
A B S PN T 4 M1 B A Ak R 4 i) M2 B
CRE AR R I A B T T2 RN M T YA, AT R A
FhHRERS . LIU % 1 R IAE AD /NEURIAL 2 R4k T
L3 A5 /DB TR 4 [ M1 B EE AR el /0 b 28 R E
T 8 A AD /N BRI H RS

SR SCFAs X /1N 5t 41 A A W 27 580 AL~ 1R K
FREE bk T4 BB RO, COLOMBO 45 ' jF ¢
FW, 25/ KD T SCFAs 23 i /NI 5t 40 i 5 57 20 3% %
A O, /NS ST A R E D) REAH IR S IR R
E (apolipoprotein E, ApoE) % ["i#. ApoE 5 AR JR
LY AR B T BEEE A RBE O O 0E, it —
ARHE AR BEHR AU, ERNY 45 2 pRgt R,
CIRERAEAN 2R A TR A1 TS /N I Al B AT W T R
PN S M i i . AR TG R /NS h /NS S 240 R
ZAb TR BACRES, IF H/NE B4Rk ROS 7= 4=
B, 5 AT PR DI RE A, TN ZRERZ 5 AT
DL — 4 . [RIRERYFE AD TG B/ BB rp 2ok
ROS 340, Eid#h 7t LR ER th AE LR . (R S50
INEAHEE, #MNFE TR ER G /MBS T AT A B BEER Y
WEAE FHEIRAG, JETT A B BEHR (A i O DO AR LS i 2
SCFAs i /IVi ST 41 % s AT e Va4 B R ARML R 1 A3
e, JFH SCFAs FEAS [R5 45 48 T X /0N s ot 41 i AN ]
I EZM RN IR R H TSR AR, Tt — R R A
TRIT TR R TE A
3 MNEERE

BB, I R A AU % ol 3 B A 28R A T
TRIIRYT RS, MiBEE M - IR IRA, HokiL
(14 E B % B P 1 1ol 2 0 BE (R AR = 1) SCFAs 7R A 223
FrEges b & ¥ 25 EEAE . B0 SCFAs 7] LLTE 11 52
Wi S 2 A TTAR, I D AN A S A, IR
IR T RERRAS , S0 /INEE B B T 1 S e RAE S5 2 b
AR NI X 2R 2B AT P = LR A R i . PR I
MO S I AR A S . A IE RS AR B
5 MR SCFAs 45 771 I B S R N SCFAs 7KF, 1]
REZS A A 23R A TP 28 478 R Bl I BT 0 o

{HREAE HETRTFIEH, SCFAs 76 2B T80 1) &
bl FP ARG, BN, SERFTE PD /N AR A
WEE T IRAN (200 me/kg, 3 J8) ATZEMR PD SER Y
MHEE THREN (165 matkg, 1JH) £l 4 5E MR MPTP
VTR PDAEIR; 76 AD JBE D, WoR I TE MR T
BUK-5 2 fdh . IR FRIEAX, M5 TR
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