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Table 1 Alterations in gut microbiota composition in different neuropsychiatric disorders
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B 19N B R
FIZKP b AR AT B TV RIAOURE B8 1) 2 S 0 TR RE B 1) =F 4 PR
JEAKTP L B E R EATEE . PEAFICEE . BIEE B A Butyricicoccus 3 1%
N, WAFBEJE . IR R R AR AT B & F PR

BT E:

R . A% T IR AR RN AR A g X
FLEO B TR, BIAR B RH(Clostridiaceae)-

IR Fl(Lachnospiraceae) FFEFZZ AL, UK # £l4
MNMOTUsHI6AN 2 F AW = WL AR . Moming, =

BR. N-Z WS fR  d-H ViR RN B M) 4 R i A= )
PREVIULEE LL100% M HERG R X ) MG AV B, 5
BT MO E BRSSP Ti T R
R IR A R B, EBET MR A B8 (F. mortiferum). 383555

FKH H
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IKIKH(P. stercorea) W EIKIKE(P. copri). HIEE
B (M. funiformis) R E BB E M. hyperme-
gale) 5N FE MR ALK bR S L MG 2 B 5:1£0.94,
AR B A T B A T IR S B RS, 4R
T8 AR ) SO TR S R SCFAS 7= 4 2 5 MG I K
T SR B SUBFF B (Bifidobacterium) A FL R FF i (Lac-
tobacillus) 67 AT LI 3G 0 i 3 % A AR K 1B
FI7K P F AR R It 3 40 i A T TR & bk, AT
BB K B SLI EMGHEIREY

2.3 JEMAEY) S AR

1 4= A% 7 (Parkinson’s disease, PD) SUFK = Bl BRI,
S PR DL 2 A RGURIT YRR, T A
PEm PEBEPD AN 2 (1) R 3G . W AR R B, PDE
1 B T AR R R AR R SO, A1 R B R A X
FRERRAR, T B MR R R B 1 B AN FLAT B B (Lacto-
bacillaceae). v G £}H(Christensenellaceae)=F & ) 7+
e S5 IEARTER ARG . ARG AL AT ™ 5
TR A 50, P IX B R W i A8 W] PR AR
PR B, a-FR A% 5 F (a-synuclein, a-Syn)SREETE
PD A RNLER HR R 5 B E . 76N B B il Ay o
RV 11 o-Syn AT 38 i 0K 7 #h 22 A% 38 28 KNI, 752/ B
FEAERUPD R, B Y- i il 7E PD & s vl 2 22
VeIV TN, P R R AR,
SCFAs. MHyTFESE, nI5 T/ R BLPDAH 12 Bk e
s T REFERS, 2 3ko-Syn ) 28 S5 Al a-Syn ik #i ) 1
2 RAEWE. W PDEE 2AE WAL 1E B a-Synid K iA
AN, NRIZEER IR, B a-Synid B Rk (GEAE
) R i T Al A S SR R (PR 855 ) 3 [R) 52 ) /)N B FR)  0s 5
JEW. 843 WATEE (R A& TR ) JIK ) 2 5 - Syn M Tau 2 1
(D)%, pa-Syn N103/Tau N368E &1k, J-/ G 3
LR AEA AN M iz BRI I AT AL 3%, ik HisBh DR
Bt AE S B 2 B G Re M & e Rk, 2 5PDJwHE
P AR, i BOR A MR 4 R
PR AR 5 S R AR S AN A 28 R I RR R 1 2F
V& R AH G, PR RALIIR Y B AT B N L PD s
B2 3F AT BE BCAPD ROV E AR bR S,

24 BRI S B R BHEERR

BT IR AR S — PR R B A . DLBEAT R0
Ty RE BEAS RIAT D9 45 T 9 R AR R M 22 28 SRR AT PR,
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T A WL — PR R RS I IR TSR A, fE R
AIGER AR PE R Z NG BT e, HERE
FFHE(E. rectale)FE 55 400HT B 55 BA 128 76 14 1 B
F K, KA B/ E B (Escherichial/Shigella)% F
AR AR I T R R T A R0 RS (mild
cognitive impairment, MCI)(AD R BY) &£ & FIAD =
W TE AR D 2 AR AL, 375 ADRT T BUS A7 £ ]
OB AR AR T, FE T2 A B R A )2
BT, AT LL93%(28/30) FIURR i % il thMC B, 7
ADEE T, FEFRHF 2P B E RS, I
J&(Faecalibacterium) 7= T TR [ J& 3= B 2 35 BRI,
FEH B & I F 5 AD B # IIMMSE,  WAIS#Barthel
BERIPFIRIRTEIr 2 EAIC MR, XU & (Bi-
fidobacterium)=5 = LR 1 W& J& - BEGIN,  OUBH 141 &
MEEES ERimpRIEbs £ 7HG; RN, ADEHE iE
BRI 2R U 5| R ATLAAS IR I A R PR A P RS A
WA, ML 2 s oiae a1, B4,
J¥ 18 T B 5 AD I B-TE #3 # 2 H (amyloid B-protein, Ap)
TR ARG, T — IR SR BN, K2 (16 H i)
AD/I B ) SE 0 B B AL M 25 4R 42 (3 H ) AD /) B
R, At a3 P ABBEERTE i, (H P RS FE X B
AR INER TG RN, 2T TS AR, BRI TE AN AR
1 B G ToiE M FARBEHIE i, HrfEADBME T
S REAEADRIBERE . R AT B 1) 7 (SLAB5 1)
1097 3xTg-ADEFE RIS, /NI TE R K S
A, @AM E RS R Dy Re I, 2
P2 TO R FUK R DI RE (12 2 - 55 B B Ik R &)
MR EBE, AREEKIRERD, W HDRESE &, i
S/ RIADJERER”. ZEI IR L, 782 OB A
FLIRR T 1 55t A2 TR R R PR 37 o T 2 2 G AD R E
AL e AN 25 Thpes Y,

2.5 JHIEMAEY S FE

PRI BT 2 H ARG PR v B i v i — 28
KRR s E IR R 16S I, KBS iR
XA EL, SCZEFH il I EMHE Ro- 2R
BEAS, MoiEm A e . 335 IR FH(Veillonella-
ceae) M AHXT F= 2 5 SCZ M H AL £ AHE, WA H
B, BEEREE BH(Streptococcaceae) I B IR B Rl 5 SCZ™
HIEE R MK, BN, HAEKEE(Aerococcaceae).
ST B #H(Bifidobacteriaceae). Afi & KK £} (Brucel-
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laceae). (374 [ B4 A (Pasteurellaceae) Fl PR A B A}
(Rikenellaceae)ZH I AE PIbR AL, BEAR t s 2 7))
SCZHEFH RN M, 2l TAERHE (receiver op-
erating characteristic curve, ROC)HMIZL FiA1i£0.769.
UEAh, ESCZEH M FEMHE AR EBIGE N RE, /MR
HHLAE [N RIRE T R B2 SCZA AT N, XN R
FHEE, FMSCZEE MM BE N /N RIS B A R S
B, BRAB R Ay-2 5 T RS 250w, EnmiEm
AT e e A SRR Ry -2 TR AU I B 1 e 2
SUMEDHRS F0 3 BL0E (1) R . V8 2238 K7 1) S I d
BNt T 2R AN TE, A T SCZ iR I FAH 1
MG APUERCE RN, RIZ/AD REI
Iz BB . % 216 )1 P REAESCZFF AT N
W, TRV /0N SRR &I FE) I R0 K i P e S AR A P R R
AIRAUNEAIG 8, AT K BT b ) 2 B AEE  h
1I5-F EU K, PR VT B R A R vT DL
AT AR - KR AR @122 5 SCZI Kbl
. BeAh, FHHLEIATE A B, SCZAHZE I fiz- v o R A%
P 200 i SCFAs(Z 1R NI T RAN R IR I &
B R IRAC KA S (R AR y- 2 5 T R
— SRR B R e 2,

2.6 B SHARE

FIHBAE A& 7™ 5 6 35 N R R S RS o, &
BAEWES. BAREMERESNREN, SXE
A2 RUTE B 5 4H. BRI 2 B S s I iE
A ZEELSMDD R I OG. RAEAFE BRI
MDD i 2 il B R4 R e 28 17 A 22 B0 B ik
2R 14 | J(Actinobacteria) F1 1= A% 45 1 J& (Eggerthella) £ J
HIBE NN, FUFF ] (Bacteroidetes)s 5 H IR RE R 26
BRI J8 (Coprococcus)~ 5T JB A% HE IR A B (Sutter-
ella) 3= IO BRAG A e — A s, o Ui /i
B, AT B B MDD RS E V2, MDD % F 5
P OPRAUAT B8 TR PR 1) & S AN SR AT 57 DR TR PR O FE
SR, TR T I3 A 3 T K TT & MDDAH 5 1) 14 Ik
FIEBE 1Al MDDEE MEG i A 2L,
KR — AR LE & — AN G5 R e ? A Rix — R} 5 i /L,
IS 282 141 DA POV MDD H 3 0 364 T RE LAE B 1 7
XM BIGF/NR AR, M N /N EREAL, R
2/ B SR R UK ok R SIE R i 1 AN Bl I TA) I 2 R K
(A ADARFEAT ),  H I TE A P 4 sl s 5 4

PEEEEAEYFIMDD S —3. 5 Bk R —3,
b 2 B B K w3k B (John F. Cryan) 3% 4]
BAL MDD £ 3% 26 (5 11 B B 41 B 22 40 A AL TR A K
AR, I SZMDD B2 25 R 1) K BRI H P
SRR (VAR RERFAEAEAT ). UE S B AR M ) 2= 6L
AJ /e MDD & A= 138 78 S5 A

W AU TR, X 3R EL I 7
A 32 ELE R AR B KA S ARy - R TR
FHER. CERSS TS S 5MDD K. R
BT IRAR N R IIMDDE 7 H2 4 TR 45 e 4, (5
FIGIRFEAR 52250 E . ISR PR AR R &R
FR S R TR IR 5 SR 3040, e 1) i T Sl A= 4 2L
HNKEIndE, He s H AR R X DL IR Ak
IR B sz s /N, Rk, #E—B I IR AR KK E R
A B B -Fioi e 2T WL 0 R B, ZXELAI B RE
V) B R I B AR AR AR AR, A S IAREAT
R RAE BEAh, HET-GF/N R AIMDD £ 3 365 4
FEHE /N BRI TR0, Wi A1) 560 T 5] 'ECREB
FRas/MAPKAE Z il B Dy ReEts, MM S5 5 #I 48
REAT OO [FIE, BFSCE RN, P o 4 2L T
{HC PY YR KR 2 (endocannabinoid, eCB)fE 51 4 T fit,
TS /N BRANECFEAT 9, PRI sR H iXeCBE 5
TN AR AT A,

2.7 JHiER Y S R R

XA S (bipolar disorder, BD)J& ™ 5 [k i e
G, BAERES. BAES. BORERFRS. BD
BEAELTTNNE, —MACKE, ZREBIER
Y. fEIRIR b, BDZ 5 FIMDDELSCZIEVE, F-H1iR 5
AR B 05 BD I By 42 B A B IR R B, B 9T
KIL, BDEE FENAR B BT A AR A, Wi =
LREVEMZALR R A T BERLT. AR R, 5
g R0 HEE AR LG, BD AR 1 )17 18 o 28 ) o i 4k B
1. LI B Bl (Coriobacteriaceae) M1 35 4 B J& (Flavoni-
fractor)EFEREIN, FATHE BRI RiETE
VG T BD & th 2 80T IR AR B E AL, B
B 107 X B & (Roseburia). FATH @Ak B, T
PR EhAE HP X AP 22 R 40 mT DL 4 i 55 T B (e a3t A YR
P 4h 25 77 [ T (brain-derived neurotrophic factor,
BDNF) 123517, by st ffie 00 it 7 1 1 1 = 1 AT BRI
] JE I AR Y BDNF I 2R iA 2 5 BD AR L. MR

563



R AR B R MR R R R AL

FELZGIR YT JE BD R il AR R AR AR,
e 75 A I 8 (Klebsiella) F1 45 2R BR i J& (Veillonella)
SRR, AR SR RS RO 25 3R )T JE BD R (1
T E RSSO A B O, e R LR, E
BRI BRI, B v 8 K & (Akker-
mansia) MG B3 & 32 B2 AT, 7R Sos ik st v,
BRAETHA R I B S5 R LA, b R I 76 IR IR & _9(Pre-
votella_ 9)FE *o MU B J& (Pseudomonas) 5BD K 17 % V]
FHOR, [EIBT 26N OTUSHL B U A VA5 £ 44 BD
BEAMR S SR, ML TmRAENEREN
0.967. M4 H0.741"7. EBDEHE P, TR
CLIE T H o 200 R R AR B # I B 5 T 5T A
aEAHE T, BT R I, T RE S A
LSRN 9 S A 5T AT v R A il LA LR
W, A X EEAEBD A P EIC. 45 AT, BD
BHE T WEY RS 78 W 2OE RN ARSI
DIERCANY EEP S

2.8 B Y S IHOE T 2R R

PIMUE 1 RS2 — R E R IIME RRK G RS
PRSI, BRI AL 2 28 A3 RS A B B %R AT 9,
RIRHRIZE FFHER, HEAMEMNZER, B L
H4.5:1. ASDJLFE [T AL TEBIR & F30%~70%, =3t
R G IR, I ST LL L 13544 ASD 5 A6
AR IR S A A G 7, RILASDE
AT B 1]/ B BE B 1] (Bacteroidetes/Firmicutes) U 7] {2
FHhn, HRFREE. RS HEIE(Odoribacter) ]
PRSI T J& (Butyricimonas) I AR X 3 B B 5 v T X6 20,
T =5 2R EK A B A EBR 1 8 (Streptococcus) AR X =F &
AR T X R, T R o] AR 3t 3 8 1 (A R, 395
T8 BB ER R E R, MASDE A R 2L TR BEE
FE BIBEAR, AT 5 8 I 1 1 e S 5 R
SR, IBMEES TR, ASDHFRERR- AR
W CRENR A SR I B B S, IS R
P B PRIV I SR e e S AR SE  Apib)7Y. Maz-
manianZ{$Z B P 4 ASD 1K) S0 5 RS 1 B GF
ANER, BN BRI AR BZIARAT A AN AL T Bl b 4
ASDFHIEAT Ny, [l ASD 7 TE T A= v 1 e A8 e B JF:
foE AR IR TR, FFHGIER AR KASDAH K
FER) 2 e BV B O R I T8 ) ARG . S-E(
WL IR S /Ny AR R, 46 TR . S-2 24

564

BAPR ] I 3 R ASD/IN SR ZIMRAT AN AL SRS V&SN, RN
BOH TR B, i e e v] DU A 5 R 38
SN (RS B 22 6 18] % (R e =8 55 4% P CRH #P 4¢
TC LGUARNG R T DR 0] FhobiE Bz S R 52 A R A Aol
L T0) /N AL SEAT N, B I ERTE(E. faecalis) W]
BEA /N LR TR, /N Ak 247 A7 ASD
& P R B AR X T R PR, BRI %
R RILPRAR, TS EE YRS R s, &
A e H IRFE S, SRR AT RE RS, RA T
ASDIIR A R ™ ix 632 B LIk AR WA e
fiti i ASD B B s 2 Wi R, ROCHIZE N fR miik
0.88". Ak, BFFTIE R I, ASDHZ rh i B R4t
PR o B b Y T S T S B
BLASDIRZ CRER, 338755 10 X FF Py o] 308 3o 45 26 0 e
5 X 2 ELIZ RE AN 22 0 K % 7 14 B2 i A SD (1 % 973 FIAE
%[82].

2.9 JEE Y SRR

FEIRRE R — M BAT 2 . FREME Rk R B K
PRI B RAAN 22 9 T B AE PP 2 REVE AT, ] 4 18
PEEERE, B2 M A8 (generalized anxiety disorder,
GAD)FI S EAEE, BIB R AERI R, IiE A
[k = 251N AR R REAT ™, fE ek B
8 MG 8 i R AR /) BRI 308 B A T UEGF /) R
IR FERAT T IER ™, SRmEMAE Y 5 e R
TP AEEYIMG. AT AR, (FHEATEER
Ja, Al gl R %E =B v T H IR (K. oxytoca) K
[ 3% A IRAF I (E. coli) FHBE [REEMR B (M. morganii)351E
N AR TS B ] (Proteobacteria) o Al a4 in, J0iE iz H
ZA M/ E R, 51 B i RE, NS Ha R
i, RASRERKEEY. GADEFIHEMEYE
B FE M- 2 PR3 PRAIC, P35 B SU T & (Eubacter-
ium_coprostanoligenes _group)- 18 B B J& (Ruminococ-
caceae_ UCG-014)F1 55 Ik [N (Prevotella_9)H1F &
S FE R E AR A B UM OC, T B8 AR AT R S
PR R R S A R E R R IR TR
L BT TR AN R UK R 8 5 7 AR SCFA S B 1 = 52 1
N5 GADSER A <7, Fi i — TR T
2250 PR BT ST AN AT R IE, 404 1 28 AR TR AESL
FERE IR, I 28 AF TR T S 3 SR A Sh ) ) £ B
7R, BREWFAATEL. rhamnosus)eME— B P&
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JEAERIHT R, MAE ARG, 282 E ROFAR R
LIRS E ™.

3 ETmEm YRS WA YT R

U5 T M B R 2R S SRR (AR B KT 5 50
HIFEE R AR OC, RIS T T il AR A B 5T o] et
ZRE PN R G 2 W ARG SR AR I S ok R
22 WA 5 DL 9 < B 7 T 11 A B HL SR TR ) 20 1 8
FERER B T SR P TR W R Y. (E R AT i
B 12 W SRR AT G Rt — DA R AL IR AR, TR
SIS 2 M 2. AR - It T RN
R NATVI FE IR (V6 ST, 7 12687 1 T PR o, s
BB faia”, FEARAE E A IR BT TR,
R B R 26 A2 B S 2 28 JC R 29 9 S5 A7 B i) 1 i 18
BRE, DG A Y- a-Rn i Dy Re, (et s AR RS HEAR 1L,

Har, W e sy AR =M.
JeRFMT. ‘€ TR Rl N I 3500 5 B A Al 21 o
W, HEEBFGEMAES, CALSHUETT I H T,
EREERKIET0Z K IEGITE T HEFRE NI
. B RFFRARTIR R, R ERERS 5 B R
5K o B % 11 BA B T B Ak 3 T 4 B R G T
JR A AR IR I RE A K H % B RE RS HEL R (washed
microbiota transplantation, WMT), WMTTE &40 A5 %
PHERITEERE R 1S ImRIGTT 22 M5 )7 T B B AR
TERGHMFMT. R AR mdre. sl EeiRE
AR AR E . WWREY. —REEE
RIFETHREIFE, s I a2 7L B & A1 XU AT
wWE. BireXE2E/EAERPREar R, HTH
TATERE LSS, MeERIETIRE, A AR IR
Y R IRRAEEAT . T 2 AR o U R AR A 32
AEVEFERIHEY), 1EABE SRR 'Y, "l
TEREIAE A 25 b AR, T E R, AT ek
HE0E FAERR. (R 28 A o o] DUd I s B AR &
L T 2R B 2 AR IR e R TR A R 2
EoE TR A A ST 25, AR A AR TR
TEWG IR 3G AN N2 AT, 2024 B
FIG RIENAIE.  H TR IR D& SRR A 2518 /D,
F EALEE E SR O Mutaflor.  H AR SRHALIMIYAIRT
58K E FRALHISKO8IH B Y, X LeiF R A 255y
PN ML UF PR BT I R . B FMT, 25421

i A TG R A 2 S A T TE T, SR
AW)-P- WS B DA RE, IR AR, RIS =4 A
LN R FOR R R, TR A Gl A 420 - - I el )
AN B~ T 5 S AR SR AR LR A0 12 W R BTy ¥ ) B 2
JiTl.

4 SitmEY

RIS B F) i PR AT AT I PR AT FEUE SR 1 Fd& i
HELS SHANEIRPIR AN, HYPPIRER T K-k
Iy AL ShARE Y A i D IR R B R E AR
TR R PSR O T S B ERAK, SRR L e B AE
2SR 2B AR T I A BB, X E 22
BT aIM AR Z AR B a2 2R, N
RSB N N P Y B SS ) 1 I R i 7 1)
Nt s K2 105 10 AN, AR 1T 4385 H SR A0
A 15002 MR FIE,  H AL I3 U YA I wt 7t
kb F DB B 20 I BEIR ST i
DAL AN A AR 2% DR 3 B AE DR (KR, 2 ] i
PRI AL P i TE AR R R TS A BOR AR T 3
— . ARR W T AL 2T FE IX L R Wi B i A= ) A
ATHREMIRIZR, BLAAE AR BEATI RS TR i A -1
FHELAE P BRI . BRAh, R e 2 e 5 Hofth 2
PR AL EO AL ARG X 2% 24 AT 5%
BRI, RERSAE TR AL A= M0 A AN D e 2 1, DA
Fofd BEER . B, A AR IDIRe R, 4
GRS AR L AE A AR S AR B, IRAS 5 HoAh
SRR BRI AT E BB S AL TN, AT R
R IID A A R Jre d RE Y -T2 1AL, T 0k
T AT eI PRI FE 2 Wk RS AR T SRS, AN
KB, BRGRME, &5 AW, A
SCHLNRARBE. ORI 5E T i T8 R 120 SRS LE I R
A L AT 88 T e TR B, LA B = T R
IRBAB I TAE bR EAIE, SR Z I O RE SR 800 7>
PrAAL B PR AEAL SRR, LR R Z AN RO R R
YRR -1 50 5 DU B PR B A . VB A7 AE 1 2k
i, EREZIURIED AR, T CLRUHEA AR
K, AATATCLE I B R, R TE R A
DA A BEAR R BEAT SEIN I, AR A A A
7155 5 12068 Pl A AT MR T T, S IE R
FER I, KR IR RAE TR .
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In the last decade, it has become increasingly recognized that the balance of gut microbiota plays an important role in maintaining
health of the host. Numerous clinical and preclinical studies have shown that the changes in gut microbiota composition are associated
with a variety of neuropsychiatric disorders, e.g., Parkinson’s disease, Alzheimer’s disease, schizophrenia, and depression. However,
the underlying molecular mechanisms are complex and remain unclear. The behavioral phenotypes can be transmitted from human to
animals through gut microbiota transplantation, indicating that gut microbiota may be an important regulator of neuropsychiatric
diseases. However, further researches are needed to determine whether the animal-based findings can be extended to humans, and
elucidate all the relevant potential mechanisms of gut microbiota regulating brain diseases. Such researches could help to develop new
microbiota-based strategies for diagnosis and treatment, and promote the clinical management of neuropsychiatric diseases. In this
paper, we review the dysbiosis of gut microbiota and the corresponding mechanisms in the common neuropsychiatric diseases, and
looks forward to its potential role in the diagnosis and treatment of neuropsychiatric diseases in the future.
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