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Abstract

Gut microbiota is closely related to human digestion and nutrient absorption. Besides, Gut micro-
biota also plays an important role in neurological development. In patients with depression,
multiple sclerosis, Parkinson’s disease, Alzheimer’s disease and other diseases, the composition
and content of intestinal flora are significantly changed. The two-way communication pathway
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between the gut microbiota and the brain, known as the “gut-brain axis”, can influence neuro-
transmission and behaviors associated with neuropsychiatric disorders. This article reviews the
research progress on the role of gut microbiota in neurological and psychological diseases, in
order to provide new ideas for the prevention and treatment of related diseases.
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1. 5|8

AR AR T R RO 20 9 NSRRI 1.3 A5 [1], e iz B #f (gutmicrobiota) =2 HF Ui )2 OREWD
28 L B IE AR, BIERIDC TR B BHAR e fE2) LA H T, s A A sz 2 R R R
2, Gl 585 W™ B BEAL BRI IR . AR M SRR (2], NSRBI,
3 G ARE (R FROM R S S2 R DR fie B AN PR B8 X S0, 1T g B 28 ) R 3 U SO IR SR A4 A3

WHFRY], B WS 7 2 516 18 R AL MR A, & B M 22 5 & AR BRI RE RO AE A
Pl T AR R R 23 PR R AR SGBIR BB AE . R AR L P ZE IR BRE SR . DMERIBE UK 2 9
SV IR T, TR AT AN RIE R IE W QT 2 5500 A 2E, BlOR T3 3 4 = e T R A
T AR IR R IR RAEAR o« AR RIS &5 1 AP 22 ALy B 2B i R R 1AL O, B TE I 2 5000 K
AR RHLRIBE TT, DA RAH RGBT I3k BBt se it e -

2. BIERBHENREER. LEBERPHER
2.1. FAFRSHAOEIEThAE

i T T A AR AS DA K T 8 B W (g R AN 2= 5 S i 15 RS, 2 s 20 B8 I 7E P (1) LA 2%
H[4], Fk “Paixih” XA AE . i — N Ed . e NI R AR R AR &
gt, BERT DS shssme pE A, XOnT Do i 73 B R i g B (5] mIE A R EE =R E 5
TERT A R G AR PI(SCFA %5 PR BRI A (U B T 1 55 ) RO A= 42 B e
43 LPS).

2.1.1. LB

N M - R - 5 IR $f (hypothalamic-pituitary-adrenal axis, HPA)/ 22 N 437 R Gt 1) 55 B4 IR0
g5, FFHAEVRN R IR SATEA, s 2 M AEEE S B EEYEH . BE/NRE HPA KB 7%, H
X 8 S SR AE AR 6] BN T TE /0N B TR A B0 R 08 2 A B AN 28 ) LSV B (Bifidobacterium infantis)
AL AL DL E SR IR . DA B IE Wi E WA HPA KB LA RGKE T HEEA/ER

Y T A P] 50 HhAX eH 22 JR G /NI BT AR B ) B D e . TR/ BN BT IR B AN A, HAR
H R AR, 33T 3 8 A 5 S8 25 o AR 7 2% A BRRE SR80 [ 7] AEFRR A R 114 i 38 11 A %o T DR I i
RefR B IEH R EEER.
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2.1.2. INHIITA

Y T TR R R ) R RN T i D e FEOC B, 1R T TR R ) M B U B R s A, R AT 2R
PR DL A A2 AT RIS ] . JE B /N BRI AR 25 AR BE IR /)N BRL 2% 23 AR T 6 56 28 W B IR O i s B 2L/
CRTE L ACIEIR

Ji7 T R AN KN AT A 2 TR B BB AR S [10]. — N H &N T 8 2 A0 K B K BR i 3 v B M AR
LI B R T, FEEREAT RGN, A AHEAZ 71 N B . B KA B (Lactobacillus fermentum) NS9 J&
AR HEHERI R AR R #E R IER 1] 3L FLFF % (Lactobacillus helveticus) NS8 1] LA 3 I
BRAE KR EE T K4 SRR S | RS A S0 h RERRERS [ 12] o e I AR 2R K B E 7K 3K 5 It b 2% ST REAZ )
W3R, AR A I U B NS8 JE ] DU EE BGE PL N EAT A R [13].

— TGN i BR 2o 2R A FE R, B A A TR IR R IR LA it T DA e K 547 28 U )
AbFRAR O B X IRV B[ 14] . 5 HEARACL, £ 5 A 3 £ FUAF 8 RO052 FIHK XU 18 (Bifidobacterium longum)
RO175 7] LAY 25 $2 H g FE 328 X 1 S B B FIAT N IROBE[15]

2.2. BIEEREDEERR. BHERPRREER
WHICR A, 15 2 P 2053 IO B K855 v i BT A RO AR 38 R (52 1) o X B L R HI AR
S, EEE[16], TR[17][18], £ K& VERELAE(Multiple Sclerosis, MS), WHGRRAE, R /R 225 BRIELE .

Table 1. Alterations of gut microbiota in neurological and psychological disorders

= 1. HEMOERFRTFERMFNELER

R RN R G ANk
A R, AR, B, JATER JEEER ]
&R R X%JJHE, @ﬁ%%ﬁﬁﬁyﬁﬁﬁp1ﬁi$ﬁﬂ, %E%%E PRI, FLERAT
BT, A 55 R R A 2 /R R R W, UTE R
A< AR W], MERE R WRIRIRER, FERKE R
BIRZGHREERAE A KR, SHER eSS AT, B HAT B

2.2.1. HDHBIE

TE— BRSSO AR RE AR R, B U AT TR SR 31 142 98 A IR () ot s L % I 1 v b 2 R
MIRRAR[19] 75— T EIARAE R T, XF 46 42 HIARAE 5 A1 30 AN IR H M4 I 1Y 18 B R 5 5 3,
FHECT I8 AMA, HIAIAE 258 3 P 30T B, AR T 1R, Tk e Tt v, T S B 1) A 2 5 AR 20
T RAE T 1 /MAME W RO R, R T HARE 82 7 18 BRI K R A 2 AT N f e % b
(HIARAE SSREAR[21] 6

2.2.2. ZEMWEE MS

— IR A MS BEWT AR R, MS B3 SEBEAFHELA 21 MERZEARE S EREEE
Ak, IF HIX AR — B[R] J5 () PR A b Ak 2R 4ERF . o 14 Mg TR I8, JF HAE MS B A
IR 2 PRI [22]

e E AN#ER, MS 838 (BT BUR IR IT) K R 18 B A R AR 3 1 B9 B0 & (Pseudomonas) FVE B
W (Mycoplana), JE-EEBE [ 140 55 5 IS B & (Blautia) 1 2 7R IGE J& (Dorea) , AT 11 (1) HAT B J& (Pedobacter)
R A N HE A A 738 TR R B T BT B B B (Collinsella),  JERETR 1] R FLER AT B4 & AU
FF 1B BT 1 8 (Parabacteroides) & B i[ 23] — WUET X R SUIRLAG BORFF 72 3F K K B MS MA L fiE
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FREANA N T8 0 B 0 2R BRI [24] . SESSME B S0P PR i 15 B8 % (Experimental Autoimmune Encephalo-
myelitis, EAE)/2 MS i FZE WA . MS BEHZEEHE R EAE BAVNR G, 2ol @A 43E
RS 1 S ™ () EAE SEIR[24] [25].

Treg 4HM0AT Th17 20 Mo 506 O R 2 3 L 3G MS 7E N I 2 B B % i [26], 1T iz iE B B nl
PSR Treg 4HARAN Th17 4 FIH0E FIIEGE[27] o A 0T 702 B i3 i BEAR U™ 42 ¥ SCFA m] LAY Bh 445 1M
10 J e 1) e B (28], T L o P A MIS R Hh B AT E BRI [29].

H 1 A 2 Il RIS PR 208 I 0% B I TE WA YT MS. X LRI RIS 7 i bR = 2k
W B R FMT RIS A2 (0 75 92 25038 B8 i RO AR 30] e e PRI TP A 21 17— 28
AR i 1 T A T DA AR B R G R RN S5 R, SR e AL g AR A i, H s Z KR
BB BERES,  Fr DL H RSN & LASCRAE  E IR ik AT IS R IR T

2.2.3. IAEFREE

TSR TR 22 TR B S 7~ ) 4 AR R T P TR AL A T ARSI (317 [32] [33] [34] ARTM A2 TR AFTE
ES <6 AR 05 (R A 1 B R A O AN BB . /N BRI R IR 8 AR S RO B RS B2 Hh A 4 AR
(7 A~ I RURECIR - I8 20 Th BE SR B AR 28 RORE[35] . M 4R AR AT IR R B i R R TR IR IR A
(Prevotellaceae) [32] [36]FIT 4 B A W1 FEEK B & (Coprococcus) [31]/I8 D, LARAR 58 R AP W AR TR 11317,
AER R 37] 893860 .

o-A% S B TR A0 1) SR A2 A S ARRE T B 4 ) B R AR, W 0 R AR A S AR 455 MIE 238 1) e R
FEATURE RS J2 (0 A 22 £ Y R 285 7 o A% S A B 19 5 7] AR ARSI B [38] [39], F B — SSiE 4 ik B g i
() oA Z3 M B 11 mT D 3o 1A A poh 284 86 28 K [40] 6

2.2.4. PIIRZEBRREE

WK, BT/RZZUFERE B I SERE AP A R B SRR B S BT S, XA EEHS 50
FRIE IR IL[41] 0 3 T8 TR I AR A f B A IR P 2 9% 1 20 PR R IR B PR 15 m P T T A 1) 2 1 DL S
RG99 I N AT e 22 51 R BRI I A AR 2R AT R AE . DA B FERE AR BN, T LS = K
BRI, e Ao B JGV2: iy 8 TR A A BT 7R 24 T BIORE 1) & A R R v SR 78 40 R E 4t

BRI FEANTE B REAE N A4 A W 17738 8 B 5 B R 25 BRE A 8 RORE AR 23R4T Z [ I R &, — 48
BN S S i S TR R R =) T e T BT R 2408 BRI (1) — N R 3R [42] [43 ] Bl IR 24 g BROE i B TR /s
SRS 2R iz 1 B A 5 1B /N BRURH B R A B3R [44] [45] [46] .

JUTGURE 523 WH B 7% 2% i BRARE /)N SR ASE 28 45l FH i A 2308 Rl P 7 308 T 8 P X538 REME) AB U 0 2 1 IR
[45] [46] [47]. TCH AB Hi A FH(Amyloid Precursor Protein, APP)#% 3 K/ SR AR Y 5556 HE ZH & 5 i i B AE 1)
APP FFE RN SRAH LN P AB TR FE R 1k [46] o PLAE 22 A0 38 1A B /R 25 5 BRAE /)N FR AR B (APPSWE/PS1AE9)
HH AR () Ji 3 TR 2 R PR R R 2 R A 1 3 S D Re IR0 X N TERT Y B R (AR BEHRITAR[47] . 555
FEAEZ ST R, £ R — ABTEMFEAYE /N R AL (APPPS1-21)H, HudE 2 A B f5 25 I 1 i i
TR AB T3 A2 95/ DL K /N 22 J0 I A T/ 25 2 U AH R [45] - 4 APPPS1-21 HEVE/N BR IS B RS M B i A Z AL
PR APPPS1-21 HEPE/N RS AT H B WK R, JEMaIKE AR W AR/ NN IR AR, R
TE R DL EARA I R SR OG &R

2.3. ¥E#HEE % B (Psychobiotics) DR RAVFIRIER

B AL 2 M ST PR A BT, T AT B it X T M i R A 2 AR A AT AR . R
BE o i I T TR R, AR BT AR ARSI AR P8 S 7 T AT AE A I B N IR, R 2 2R R A
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RIS T AL (48] KEHH 2 2 B4R — LEAE BN AT LU 3277 A AR Lo B RRE AL P — SR M R, A4 ]
PAMle b s o AR B K A e, WRR-FALRE . R ARWESE . Sk iRk T —Tia 2L o 7o b a3,
BEE 7l AR TC A R 52 P B 22 JREG A 0T IR AL A R B o I B NI 25 BRI, IR HLN T S Pk 17 2 B i B
fER[497 o T E B 5 A AR 10 2k 2 1 B0 A 1 B it T KT A 2 M R R 08 A UG 2 v D N T B

3. 858

SRS AL AN 8 FEAS R 1 2% BT ST AR DL 1 Pl B AR A A Lo B O Th B B2, (L T R
IR 2 B 58 R EBRARSCNE o ARG 52 22 AN TR IR, 1 L v A F R A Bt 32 1) Ak
ZRERMNZ), BRI Rk R YOS SR R I R A0 2
PRIRIGST A BAT RAF AT 5, (B AT (B FE R o2 WG YT 7 & 38 7 225 2 IR US4
BE— 2 Wk P AR T AR

EHEWH

B 76 4 08 T SRR R 350 H (21JK0896, 21JK0886): 74 % [ 5 [ 18 - J5 5 % 4 (2020DOC 14,
2020DOC17); 82 B2 2 e R A1) 37 AL 4:(2021TDO1); 75 22 15 22 B 14 i BUM 30 8 0 5 B0 R e W 5%
T H (2022JFY-10).
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