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Intestinal flora and neurological disorders

Qiangian Tang, and Lihua Cao

Department of Neurology, Pukou Branch of Jiangsu Provincial People’s Hospital, Nanjing 210031, Jiangsu, China

Abstract:  The human intestinal flora is a highly diverse ecosystem composed of trillions of bacteria. The imbalance of the flora
is related to a variety of diseases. The intestinal flora interacts with the nervous system bidirectionally in many ways through the
gut-brain axis. It causes neuroimmune inflammatory response, dysfunction of gut mucosa and blood-brain barrier, direct
stimulation of the vagus nerve, spinal nerve of the enteric nervous system, and the neuroendocrine hypothalamus-pituitary-adrenal
axis, causing neurological disorders. The metabolites of the intestinal microbial community also play a role. This article
summarizes the characteristics of the altered intestinal flora and intervention measures in autism spectrum disorder, multiple
sclerosis, Parkinson’s disease, epilepsy, Guillain-Barré syndrome, Alzheimer’s disease, neuromyelitis optica, hepatic
encephalopathy, amyotrophic lateral sclerosis, schizophrenia, depression, chronic fatigue syndrome, Huntington’s disease and
stroke. The current research on intestinal flora is still in its infancy, and very few studies were carried out on causality and the
underlying mechanisms, which prevents the development of precise flora-based clinical intervention measures. It is expected the

research on intestinal flora would lead to novel approaches for treatment of some neurological disorders.
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500 ZAf, A 10™ ANEEIE AL, 20 A k4l
JBCRL Y 10 4, FEPREH R AJSHER Y 150 1351,
A5 AEEAET: PRI, JEREET . kR
FEBTT . ARTEAF BT TRRPERAF I ], A1) 0
LU JELRE BT MHDURT B 1D H 091 2 R £
i Tl A B R R A Y A T R R 7 L T
G MG LR AR Ty OO, e 43tk Bt T a4 o 5]
BRSNS, oy BEFLMSR D RO fE
AL Bk R AR AR S5 R AR S
Wl B REI RS | BCRA LT B AR
MIRER, I AW AR IE 4EREE 5 N AR R
SR B AT, A R R Y SRR R T 4 )
24 10-400 J71ZAF1 60-2 000 g, MoK A
P g KU il s e S 1 IR AR TP A R
FE MR 25 4G R, AR B 3 TR R BRI A 1 1 T
J T8 R AR N & 4345 Fh A BRI RE , AR5 T
TGS 35% LA I & i IEH i WA, 2
5 3 REFRWIR IS RGEE R4, il
VR AEAE o 1 0 IS 2% T T PR 47 1k A= ) o B D 24 4
R A 2 P A . A R s A 1 O
e 32 iz 1B b Rz 20 5y WA B A 2R S S EEREE 1 A
(Immunoglobulin A, I1gA). F&R S0 1Y E i
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M BOR T Sl A as S AR A B
TR 1 2o 8 B A BRI Y, XL s R SR
KT BCBHE # D RE R 4R B S L, ik
A NSRS . Bi . PR RIBT R eSS
PR 220l S AR A i L R o 22 R G
LEdfET, ma RS E RN T R
fi 2% 0 fh s 5 J3E A 1 28 R R IR 46 4 ) 9 i ) A
YR, SR AR I 45 . AT st P, e
28 RGP0 KB R TR rp R4 A Y

2 MEWHREGERGERTNERNLH

o T TR 8 R G R L) BBl 2 IR AR I R
), HRETEMEALA 5 MR i wek
VA BRI RGN IR Z R 2L,
ARfETE 1-2 F, AR EZEEFEN . RE
AP HLIRASAF F — 0 R R, (B H A LA
M IR A« (B 1) O R | 1 1 S 5 2 Be e As
1o 18 1A ) Y S S BOUE R AR B AR 2 0
(Lipopolysaccharide, LPS) (43, BT fidim
BEVE, (F LPS. JEMEE S A An i A ik A

BE, 1384 Toll BE3Z4A 4 (Toll-like receptor 4, TLRA4)
Al Toll #3214 (Toll-like receptors, TLRs) 7=
PR AR DR 20 St 48 e DR T 484 o i
RS, HEAMKNAHZ, SIRZRAE. Mz
Bifh, VERFEEASFTIBUE BB, LT
FETS, HEISLWAKMGIIRE . 54 A g bR %
RS B BE R A D BE , X i o 1 LA
PER, M FRACE B, W R E T
HEAMLIRAEER Ja % M 22 R G E P 3R pT/R
251 B9 (Alzheimer’s disease, AD) s RWF5T Y
Bz — QP ERIERAE Y : B RIS 4 5
B g% A0 AR , W I N A TR T b bR, B
F 7B A I ELZH 2L (Gut-associated lymphoid
tissue, GALT) FHILEH, AT 554 Fh G0 5 240 H A
HAER . FEE TR AT LURINEAON B T 40 RS 1k
TR T A0 IR, 55008 B b 8 5 1 20 i R -4
[F] % A 1M figi 57 F2 - (Blood brain barrier, BBB) (15
B, R S S R, RO &P
QW B E I AR E 2 | HiE & RS
HA . TR/ R, miEEHESS
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Fig. 1 Mechanisms of neurological disorders caused by imbalanced intestinal flora. BBB: blood-brain barrier; HPA:

hypothalamic-pituitary-adrenal.
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MR RE . BEEIE AN R BT 40 L ) B0

WS 5 agRe Sy . NIERSR . SR hEE .
M L AR SR SO A S B L, TERE /I
BRI JCTR 153 30 TE 4 & w000 ko b 2 2
FIRMAMESEE, oTaEE N FE KT
(i o-Z fil A% 2 U CAE RS 01) A iz ki, L RT DL
HHESTEM AT Lk, 20 e 70 444X, A
I7 85 10t (0 H I R VIR B v sl s o i 2
SRAME S R W, FERE BT AR DT H  BE,

FEZ X PG T I A B U AN 5 BB A 4 AR
(Parkinson’s disease, PD)?, ixJ&—MEFS4kLE
PRI )8, @PZe 430 - T Fe i -Te 1415 E iR
B (Hypothalamic-pituitary-adrenal axis, HPA):

38 AR T LA S i o 42 (] % A 5 1 98 IO A S A 7
RA R A BTN B . S5 S
WEFERB, A W TR ) 2 80 A J B
LB KR G, X HPA Bl IEH A& &A
2 B RN S R HPA Bl ik R R | 4%
T @, W AN SN A
L R 5 5 i) T i TE GO, DT 2 i i 1 A48 TR
MR G E R W e . i
A AE N B N AR R R, S i 1B A B
AR IEA L . M A —F 0N A8 B A
Wy A e th R B A R, R ILmAE . 2e
Jie . 5-F @l (5-hydroxytryptamine, 5-HT). %4
AR, WIEMEM B R T y- 2 TR .
g2 (Short-chain fatty acids, SCFA). % fk =
Ji¢ (Trimethylamine N-oxide, TMAQ) Fiffi& 7tk
S B BRR | A e FL AR R,
Pt 22 B RGP 5 T i 0 kAR G
ZB SCRA FIHIMIA A 5-HT 4 A4,

5-HT 45 &z e, 85 il ik 5e il & v . T
Fish 0 KB Ak . P AE S R IS 4
A I A ER S K i RERT s SCFA st G & 1
UK G AR Z IR 255, I BAEFRALE N
WP Y SCFA sE 4l & H 3 M 4 2Rk 2 Tk
b, PR R sE 81k, 2 518 Ers i
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FEN I I RE | W 18 R 25 0 B A B 9 8L
INERSEES R, A g G 7 A — T T e £
Y, FSY S B NLESRE MR (Amyotrophic
lateral sclerosis, ALS) FJ/NEL, XFhaFHEAT
s, e ALS /MR EEREY,

3 WEEMKR
3.1 BEMWEIEZRFER (Autism spectrum disorder,
ASD)

ASD J&— Mk B R PEpon, A
FEZ AR A 258 M L Bh g, A~ A %R e
I 232 B BRI L T A 2R AT 1O R RN I
e, BRTA R AL FIA G N R 25 A E R4 R
JLE AT DAER ASD R ZTE 0.6%-1.7%2 [1]
B — AN A AL DA RN B XS ASD
PITRAMISE , 76 ASD fB & Tl s 31| 4 B FIpp 4 R
EFEN , L3 B S B SRR S v
B G RGO TE . S IR AR R 22,
Ok B 22 B IE SR 2 B, ASD HR Y 1 A MR
K HARW =Y (B AE 28 ) 5 (R BEAH L
SEARR RER FE ASD 321K LS B AR X i K
A SCRA AT ERT], B0 4% S LB AT A1 11
KOFREAR, REEACTIE I, —RGEITFMHA
T 18 WA MY, JbA5 493 44 ASD JLEFI 404 4
XfHEZH, ASD JLEERAUAT IR ] . JEERE R [ MR
W IR B 5 . ASD JLERIZRATHE |
RIFFEAJE . MR ZEAAFF IR IR . ZEHF iR 8 R AT I
o R EE 1) S 4 v, R R AOSU AT B A R
M. B—IMRGIMEE R TR, ASD BILKG
ARG Z —8:, fE—EBEN, TR
JEREDERE : TR IRIE AR SRR B IR 2
FL AT PR AR FOBUBE AT B 5 X R 25 57 o IRl P 2 F
PRVE4Y2E 0 (Operational taxonomic units, OTUS)
ff) 16S rDNA il JF 45 2B ASD 21 Al fel e it
841 (Healthy control, HC) ZE®L. J& . Fh/KF I
FETERER 22 5% o ASD 41 25T B FIAM BAL AR 1 1) 3= B
WEMT HC 41, & & IKEE Prevotellaceae 9%k
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i ASD 4 BK T HC 4. s, 5%
FE 5 /N R HG , JC R I /N R A £ R fi: H B
T, 2% BRI T R X R AT Ay e B A L
Kk R M EE L, ASD 2806 B B heE 4,
TE 18 W aa s v, AL H UL, AR 12 T
I (80%), HUEHEYE, HBAE 8 WibfsE
(53%)7, JLIi A 25 4= T 4 ASD H 3% F1 ASD 3l
YR RIBE ST 45 R 3R, 25 42 TRIXT ASD i tRA Bk
YER, BCEratr ek, g Eelid B A E
rh /R AR ASD 1 i - - T RSl
ZAETERI, RTHERBET I, Fraide
BB AEIRYY ASD By HE Mg i fEik 5 1
AR RN ASD R T, IR HER A
HA. BEA. BEWRAKIEEIRE . AR E
ARF R R & DL E A 75 JRIR . #5400 .
MR, Y. FEHIK . Y T an
W FIBEEE . R 2 RS AR e S5 I R A 5T
R R BN SR SRR . 5 TS0
i ASD BE A ERBL AL . 25 ik, R
Y B B W HEE ASD H I E A S, R
SR AT 90 T5 28 JE 05 R B RE A FIAR HEAL 19 5 7k K 1
H 18 B E RN ASD Z [R5 22 AR B G 2R, T
TP At HE S BE A

3.2 ZAMREL (Multiple sclerosis, MS)

MS JEM2 M A B Rt X 248 (Central
nervous system, CNS) 781 i B pms , s HE:
TEA b TR RS o A M« /0 I Joit 4 L A % 3 Ak 1) f
2 2 L 2L AR 4 2 R 1 R A B0, g | RN
R (U0 EB R aRE gy . MRS 4E4: % D)
PR EAE S 3 e R AL, e itk A
WML RS, 76 T MHAS T &E MSPY® pt
REW, MHEEFERES MS k4 LRI
K, WBUNREEIE A B R RS R (EAE)
WFSE 0l A e A MS R 3 sl f e A\ 28 0] R
UEYIRE, BHE MS BEUE YRR /N R EAE &
S NN, I ™ B I HL BT AR AN e DR T P A
4% 10 (Interleukin 10, IL-10) f¥3% kALY,
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X MS R e N S5 v A g T e A TR LR
KI: MS BERBERN G . SRR WE IR
ATRATFH . 2R . AT A ST 4R, 5 IR
PR ORI R AT TR L BT e B RO T L AR
WTICTE . FLIRFT I . i v A g AT s s 0 B3
TERRZ W N MS v 255 T 8 R OR 73 28 198 ' BRI
J& AR X 2 BT A MS R IR B
EHE A R BUCE R RE 2 R EPS. Bk
LA MS ., 4k & FERR MS 5 HC Mtk A&
BHUHAAGVFZ YA T kA B E2, MS
B A ARG TR (SCFA) AN BE I/, X Seiil
Wl MS fAEIE R B 8, B ke, AR,
Z$H B (Fecal microbiota transplantation, FMT)
S50 i 38 PR RE RS R GE X R SR, X MS AR
BRI OR AL . HET, ARBIHRE FMT X MS
FER AR E R A0, FMT J5 A HR 8k A 15
BMOR . TE—IRBI RIS, —&% MS §IFK
R MEAR TR Ge 1) BFHEZ B — FMT 697,
FMT fifttle 1 5 R MR MERR BRUIR Y, TR T MS
P R ) 10 4F, 3 B B WA R E A [ FMT
W3 T MS SERP

3.3 PHEZRJF (Parkinson’s disease, PD)

PD J& 55 Rl UL T M b 2R T
I PRI R iz shiR g% . ISR B . 1k 1 7 D
PO o FHARRIE 2 Hh i 2 5t 22 B R pl 28 0T
1 Meynert J&J5E A% (19 IE B AE 4 2 50 1Y S BE 7k A
e, DIPARME R g o- 58 il 26 1 i Rk
FURRIREE , 2 B4 20 B 5 /IMA Rt 2 A
Pzl s, PD UK AN 0.1%-0.2%, 60 LI
5 1.0%, BEEAFERRI MY, ®E PD A
#F) 2030 4K A 500 1A, JLT- 5 E4xER PD &
5 NBUA— 2 . PD AU B 1 H 8T o0 36 it
E Ak E KRS MEF 0, PD R
MERHLE K Z AN ERE, 5%-10%H & A B 1L 5
DRIOH XUBS: [H 2 AR IS 8 M A B R & 103,
PRAFFE PD R HL) — AR o- R E N
(a-synuclein, a-Syn) FREBEE S /ME . /USR]
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FB o-Syn AT DL 3 1K R A2 1 3 R 4,
WXL T e A T IE . o-Syn MR e
BEIPRMA RS, EhiEh WA Syn EE.
S i1 S 3 1 3 B R I B AR a-Syn
SR AR DA i T o 20 2R 495 1) KR HOW B i
ZORATIEAE S, MB R PD R RHLE Tk
PEEVE ), SCERIRAG PD BB R A i
AL, AWk PD RF R, AN
T BB T RS A 4 AR R A e fa AN
LA, PD BHIAIE M MRS (LR . SR
oA 55 35 I SR 0 R AR e, ST
FLERFF TR | B0 7 5 15 % R U A 15 )8 o (87681,
IREEEEAM TR, PD HBE M R, FLAT
R . B MU FE R A, T AR
R e 2T A TR 5 R 0 7 A U T TR R Dk 5
LA AL ] R S BUL AR, F15 0 4 2R
FE R E W AR X S SRS B
R, ERENNRISMER AL PD AN IS )
IIREAS BN e | SO 22 38 5T i A0 22 48
U0 HEZ PD R FE A/ B S RE
WAL, SORRR S BT RS2 FMT
VRIT I PD RIS - B T AR WA A
A4 AR, AL RS B AT 3 A Wl
2 iU o e ST S 4 A0 o B 2R R 0k
T R A 5 NSRBI = 18] i 7 T VAR
R R A,

3.4 i (Epilepsy)

T 2 — PP R, 15 2% P R i 4 i
W2 AT A U, SR 2 oHRIE sh R 5
KA REEMW G, R — D ANTLG R E
B AR s ), R — RS 2 R
PRG, SR 5 000 A, HAeERETR
S A 0.5%, St T4 21 2 S i oK pp e
K g 2 —U8 . 60% B M HE &1, Bk
SEmAG R R AL R IR, HArh
REZIGITY), 204 =0 Z — 0 B 5 7 AR T 24
A T SR RO I AT R AR
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BERR L, R AR ey risl® R
JH AE TR BRI T AU S8 A D T A IR
B, X5 A R KB AR B A TR R 2R RN ) e A
S90S B 5 1 R M TR G, MG
PRI A0 JEERE DR AR T A B ) = B,
HEMIRER) o ZREE2E Sl AR RO A Wbk B
YR SR 25 B A L, JERE DA UUT A L
i, JEHESEREAME, o ZFEMERTRERE TR
A3 AN G R IR, BB B RN FLER AT 1R Y
BN 50 &R 4 WER 4 WA TR AN
il 16S rDNA ¥, XF It A Jey ke R S A
(n=30) FMEFEX IZH (HC) (n=10) Ay M7 18 i #F
R IEAT T 43 Hr R 82 i e 00 2 1 S A
#] (25.4%) T HC (1.5%), HEHAIRETHE
AR . R KRR . BT EE . ot
J& . A AT E AU R T B TR R R
(P<0.05) . 10.6% 1) i & & o iR AT 1], T
HC K, M AT B T T I8 N 9 AT 1 8 R AT
W& o AW DRI B 2 A MR R
Az B S O, i T A R DL DR 3R AN [ i
AR, R RE I o ZRAMEREEOHE KT HC
(P<0.05) . A[H]Ilfi R il J5 £ 3% A1 HC 2l i Ak W B
7K A FIZH BUAFAE 22 57 (P<0.05) A A8 Yk
A A AR R AT R AR R 2, B
REFHE . A RAF R . AU AT 2, TTREA
/D, 188 K 240 R e TR AT B
J& . PERFTEE A 2 e R LA S A 57 R
J& . B RE)E . SRR . A R 1R R
MRS R &4 (Kruskal-Wallis #;: % . P<0.05)
AR B 12 W I e A R S 0. e kB
5 2B B VI A R A A R FMT
KGR A 4 RGAEIR T B E R — 2 S
BRI 22 B4 1%, BECAH 17 4Fa950H s
TE FMT I, B R0 R IR MR TT IS L T
WERAE, FMT J5, BE AR FHURRN 25 191
BT 20 24 H B EAE . W BIRASUL FMT &

£ (Ketogenic-diet, KD), 4%k — B H TGy7 Mk
AN
[m}
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AR IR, I8 AT R T R — AR
ST 18 5 1%
3.5 PFI/RKBERR (Alzheimer’s disease, AD)
AD &R HEF 7 CNS 2B A THEpeRee e,
AL II0ER A AT s 55 4 T
FRRI, BE TR WO AT IE R W H R
T ah B8 R s AL R 2 PR A DR M A T A 45
TRV R R R Al T R B NS AR
PEREINPR, AD BRI RAFERTERG N, 2Ky
A 5 000 71\, 65-75 % AH#FH 10%, 80 % M LA
EEAEANFE 32932 FI Y, i R TR 4
(World health organization, WHO) #fEiil|3] 2050 4F
AD H#H RO T e 2 3 f50%, AD Hrgig Kk
18 2 5 258 AT B 0 S R A A5 LR A BR A S A
[, HETIA ) AD 320 25 ok A% 2 4 it A
B VE R FE TR (TR A B 28 5 LR R 240 L PN v 1l PR
1k tau 3 ARV N P SR LT g2 Y, B
RAE . FALNL . PR BRI AT . B R SR
e IE T, Mg RAERON WTE AD Hik %
SEHEVE A, AR IR R, I TR S
ARG R NIRRT RAE, EFEMARAE, XL
IR T X AD IR, WFSR R, FE AD BE
b, JEREDE D, UM T B AT 57 R TS A R g
o ZFEVEREAR, AD 835 5 JE 0 S AF 0 DL C A9 X BE
AT LSRR R A LA SCRA 74
240 41 = B /0 NI 8 4 R i %, AR R A g
%11 E (Apolipoprotein E, ApoE) J PR He4% i 5
B A A R R R T TR T 9 R B, ApoE 4
#ar A S HAL ApoE JERAIAIEL, ;=4 T RER I
B (BAERE) B FEERER, 5/ SCFA K
REAREY . A A LB A TN B B i )
TEHUAE RGN RE T %, Bl H232 5k H e btk
INRIZEIG ST, 25 )2 > FCIZ A5 3k
Il PR —10r 82 % Vw19, AD 58 5 4F, 42
Z FMTIRYT 2 A ek, b 4-6 > 1 5
S0 e S W i T A WIE AD HR YR ALE
YEH, AD BEGIEWMEWR L E T 0, 2K

% : 010-64807509

RIS TR R L K IR, XF AD B 1T FMT
B BEHLYT BRI % (Randomized controlled trial ,
RCT) W58, WiEWCEYIRE-INA e 2E AD Akl
SRR — MR, AR MR E R AD 1
EMA AR M AR R

3.6 {2 AP X (Neuromyelitis optica,
NMO)

NMO & CNS H B Gt 5 P it B <
RIS R 5, TEHH R B TERE
BRI 13, R R ARG, s 7 R R
FERE . T, HARE R A p R
LA R A R N DA BB A A A R TR,
g AR FLEANT], e R AR R (E
Yr. M E0REE) SR FE S MK E B B -4
(Aquaporin-4, AQP4) #uRkE 1 G (Immunoglobulin
G, 1gG) Hifk, 74 [ BupediiED. ks g
N, A TE TS A O VR RN A B I B R IR 5 NMO
9 IO NIMO 2l o X R 11 M 3 A 41
BB TR], NMO B35 1 20 0 8 5 T 6 s At
BRIAAF RN, 28T . BIRE . S IRE .
MoF PR . BORATI . B WA kR . 2ERkiE Al
ST EE T, NMO B % 0% w i n ot
HGER” StaERER MG 3 At
B B TR PR E RS NMO
ARG, a8 b B S B IR 2R AT 1 AT AR
T T 4R Thi7 40 ) g A 102, ix sty 4
RIE NMO Z[a] 1) & AL 5 2 — Do
AR L VAT 7 I R T RE R NMO 1 — B AE
T-HRHE . TR AN, TG AR5 A 3 )
TR S 56 AR TR0

37 F=ZBFEESME (Guillain-Barré syndrome,
GBS)

GBS J2&f i UL AN fe ™ B 1) il FRL A2, IR
PR RS, 20%—30% 19 5] £ A& I
W A RAEAEZA 10 7R EcRhg o,
il i SER RS AR A A SIS S E sz i
PEAEER %, REBURATE R4, WAR]

. cjb@im.ac.cn



3764 ISSN 1000-3061 CN 11-1998/Q A4 T #2244 Chin J Biotech

B A AP ER O e ML B R R e
HoAh Sy il A B s ERN, RRiEa
I8 A WS A R R . sh S R s
BRI E , PUah a1 0s A ik B 75,
HHIFY T 20 2 (T helper 2 cell, Th2) {#&ifitkas
F s A SN S T R, X N S A AT A
FERER EA ¢, Ul I T8 304 9 B o] 2 4 3l
GBS S gtk g — A, /N sh s b &
B, 2 R AT R iR A i T e A R A S i R
JEF GBS Wk, I H 3% 75 dh AT R e
J5i o A T AT R AR B B e O

IR GBS i, RASPI0TE, HARILE
1 Ji T A SCRRAR T

3.8 BFI%ANSH (Hepatic encephalopathy, HE)

HE J& H D REAS 4= L 2V S 0B A 1A 43 3k
ol R TIRE RS, KB Z M SO
W, MR A i 2 ) e pk 100107 7 A
PR T S AR 3L SE a9 T AR M 2 R ST g
RIGAAE, RBUEANRRE, EE RS
ARG T, 2 45 R R AP N 51 Al SR U £
AUty S PR b P B 07 A Dt DR A e 00 ™ B
fIf Rz —M HE LmbLilE 2, RZFH
XM EAEH, WpEIaER A . i E AT TT
HEFIRR 2 RAE ,  Forb fi 3 TR O R R A AR
A8 (., I, EmIDERINEER) BEE 2
STV PRI, X e Ay A A v e
S O I, 9 A8 R ST 1 3 B sk e
Yy, XFRGLHZ AP E A RS R Y Bl 2
SRR o RIS PR g R s, Pk
I A5 A 1 T TR R A T s, TR o e
A £ 55 0T HE 2 ] 1 g AR 2 5 K T Al T i
o I Ak AR 3 5 o R ) ) 22 57, B AR 1 i
AR JFF P A Fry JEF R S5 358 ) 22008 TR AR AL B
A S AN T, L3 TR 5 11 g 280 S T A A A
P25, HARMHEIGRE AL R A B,
9o T Ak 58 3 W B T 1 2 R R SR sk, A BR R
FKERA . EREREAA SRS 2, HaX SRR
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H (3 22 P B AR R R s Y
TR 9% (Minimal hepatic encephalopathy,
MHE) 8 7 1 2 (6 7 e & i A 0 A A T A 00 2 3
FEAE N R A P LR AT AR AR R T
FEWA MHE I HEH B IR BRI AE X
logistic [a1H 43 H7 7, S AR H A B IR AR
J& (B BRI R AR A W) 5 R
LM HET HE W—RIRIRIT TS, B HE
B F 2R TE, ORI B SR R IRYT
R T MR LR LA SS 4 A DU ECE TR ST
R B T AR AR T, A A e e B R R
LR P 25 3R 028 UK Y- S5 V819 i 18 R 1% 20 ok
RIFIGITAER, AB 22 G5 HE B8 AP 20K Ui
W, RS R H A R i 25 A
T HE IR TR , A 50k A e gk — 2P i
st A R AT AT TR TR L R AR S AR 1
A BT i o i BEALAE AR AR R A I A
W, A REHAT 25 A 1 A A A AR
39 AMEZMZEMEL (Amyotrophic lateral
sclerosis, ALS)

ALS & —FIARERUIG P 2B AT RN, 52
e B izdhgos, —MOANREE 2-5 45N R
FEBBET- MO N R R HLERIR A, T AR — A
42 7 (g 3 DRI R AR A R A 45 SR ) okl 2 Y
U R BT, 38 TR R 2H R Y A - T RE 3
ALS %R RN 2 2 — M8 e i 2B AT PR
MBI AEEIS VYRR 2 RE ; IR ALS i
bt mT LUK I B IX Fh AR AE , HA 2 E ALS RYPE
FI, ATRE S Y & A & R A M0, — 5055 51 %f
HEBFSY, HLEE 66 45 ALS [ 1 61 44 i R4S B4
(HC) Wi E W RE R4 SRR . 5 HC HHLL,
ALS BE T FE TIRE . B HAT# A mE 2
S0 3 UG T B ARG B A R AR |
SFMERL I B LR SUESS R . 5 HC AHLE,
ALS HRERE = A T IRER 1Y 8 R OL R B AN i) L 2
i F AL (P<0.001). Z5it: ALS m&HiE e
R VRN AR A I T EE A JLAN TR T Y K F- 8K
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KM, ALS 5l Sod1 % 35 K /) LS 36 i BA 1E 6
B -FT v 2 T E s, R R Ak R
FEE A ALS BRI [ N B BT« ALS
B RRER T TAUFFRAT T2 . B Ar s 2
PR, WA MY GEF R AT N
J&) RAEXT R R R RN S, ALS AR
R N AR N EEZR . SCFA, WA R/MHEASR
(NO2-N/NO3-N) Fil y-24 FE T R  (y-aminobutyric
acid, GABA) M F-Fuk 43511 64.2/65.3 EU/ML .
57.5/55.3 ug/mL . 5.7/5.3 ng/mL #1 6.1/5.4 umol/L,
Vi ALS B B 5 E i AL A DD B8t vT BE

Rel1220 g 2 484 5] ALS 3% 5120 04 BB ST
KB HbAR, FlRREREMHIAER, /]
BE2 TR ALS K5 Ze KU ™8 6 A~ H 1025 4=
PR TT B il B B 1B A R A ) 2 R T
BEUT X AR AR E, X ALS BB in ik e L AR 52
mig el s BB T B — B Y ALS OB A
WA LB T TR i

3.10 &M HAE (Schizophrenia)

153 S e — 8 P 1R MR M 1124
S HA IR 2 100 J7 AR H B R A2
PO R AR R A, e L R
S FIAT A B 43 B 5 LA KA 1l T 3l AR TR
I AR A 248 4T, B4 . AR B4
R A N A A AT RE R AR A AR
FIERE 5 000 1) 4% Ffr 2L 4 1) 7 1270 Ao i 73224
JEAFAE L Bl AR A y- 2 TR (GABA) 45
20 S R G S A g R L R A Ak
B E T TR P AF ST R LA TG A, ORI 2 1 U
2% 0H i 3 TR AR R e R 22 R IR AR ) e
RVER I VER, 38 R A S RS o o S 22 B A7
TE DI R 0 A SRR A « 5 (i B L 1 R A
Fhdr, A5 SURE B 00 B A R R S A
ZHMEDRE A, AR E . RAEKE . BT
WETAT B ARG 58 B B AT /AT, FEJEAKOF b
T KM o ZREMERITE S p 2R R
A SCHRARH , 25 BPRS pf 43 240E BB R SRR
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WA AR . BRErE PR . BEEREE . 28Rk R |
MERAFEE . SRR FE, 25 FlEHEXT
M RAENAFRE. SRR hEFEE, WAHw
BER T A 25 S e — 350G TS 20 2
B2 A A BERL . 2RI 0 BB T,
W DhReA Fir st , (EURS RORE AR 0 )™ 2 P2 B e Ay A%
I35 ok s 025 A T R ek (R 22 1 R B
PR 1) £8 2 v R SRS e R T3 R e 23 240 1
RO OB 22 5, T REAEAE oA AN R %
AT, T B — A i S B 5 R 2 A s PR
6 ok 58 UE PR 35 i 38 S AR IR T RROE B R A
S, DAk i ik p e

3.11 #PERGE (Depression)

AR AE J& 45 1 25 (K 7& A/t Hw g sh 2k
PR R R 2 ], S HE— SR, WiH A
TC BRI/ B A B | KGR . Bkl | AR
B A O f s 3l D BE AR A A R AT ) A/ s AT
1300 A i BUIMARAE F9 S B R TE 6%-17%
2, F 8.4 fC N&Zitsm, Ltk BFENKL
9 R e LT 1381 R IR i R o 4 B T 4 2 1)
RE M YER, B AZCRBIE . HEfhit,
1| 2030 4, FPARAE K AR A H s IS [ B T R
fi = 22 It DR U39 SR 9 5 A B A L
AT S LR 2, I 1 T T - - I ot A il
AL SR PR RR, e a9 e
YA T RE il & PR B I . R SORE AT oA B AR
AR TOL AT E B e HE X R AR T Bk
WIBEVE I o-Z RETERN B-ZREMEAEAE 22 5. 7EITK
b, BRERE | SUURT R AR AN B 00 R — L
FARAE 8 AL B AT B AR AT B 1T =
o FERKE b, BEREFR . ZOEFF AL . BB,
FRERE . RREEXT . AR R AL | R ZE AT
WA FLRFT AL BERREAL . EATEAL ., iR
REFER, RIFER, B RIRER . #E A
FEEE R, MKERB, SHIREE . A EFR .
bRt . R PR TE AL L Y SRR Fe EE R
FEEA . AEJRACT L, SFEE A TR E
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MO R R | BRI IO R ZEI R XTX
[RAAFEFFH B . Anaerofilum., #53KiE )& . Gellia,
MPRFFAEJE . RIBFFEE . D% R IREE . oo
FAREE . NP REE . BRICEREE . &8
WREEMWEBIV ., FHELEE . BFE . e
J& . ERINEJE . Parasutterlla, FZR T . AHEFF
WL BB PE . BOR AR EC DA IR 3 B 1 25Kk T
FURRF I . KA RS TR . AR ZE AT 1
ANFFER TR . AR . MR AR R R . X
PIABIE FBH 25F b SCFA 17401, JEIARRELL
FIT A B BE R v, MERIE 4 b R B R T
fIk/KF- SCFA I RES R HHX #il1 28 2R G D) R 2R 1 il
Pz g0, PECWABRERTD. 25 A T HIfG R
I — W 4 AL AR P FLAT 1R 299v (LP299v) Fifi#L. |
KUH L 22 TR BRI RIS S A8 3 A O B S 98 1A
TR KB, 254 b 4 IR SRRV P R
SXTREAAA L, #5A8 B ALAE T 7 1 AU DA s
BB S TS B w1
12 JA ) 45 A AR FLFF B R BEAL . DU« R
XRS5 A A B R AR R, SGE A
FACAZ B SR D4 DI e bt W AR AE 282 1
EREREAAE T I Ar, — 2025 A4 T I ARAE &
HIRITARCR, WEH IR, A RE
TR O A 2 G O B A A S B SR
312 [EMEFLEEME (Chronic fatigue syndrome,
CFS)

CFS BRI % 55 fo s DI RE AT 25 A A . 9
B I O7 LR A AR . U TR KA BE 8 (Myalgic
ceaneomyelitis, ME)M™* | J&— 7l P8 A BH (0 540 %
A 1 55 1 o 20 S s AT A K 5
FEAR, FEA NUR ST R . SR, s 0,
RS, AAVRER T . A2 RiE iR 5 T A B
IR, DL AR T 85 A — R AR 25 A
fiEM®), CFS I RIS T A /0 6 A H Bk A&
s, HEBR A 97 9% K 5 A RERf E . EAO AR
UWIARIT Tk, RHRE R H . B AR S TRk
ST S AR O LA SR T B A TREA
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LU, 2% 55 25 G R 10 B T TR R R AR B AR
b, AN K A B A0 RS AT R B, Bk B A
T AT B 1 2 0T e ) 20 B OB RNA
(Ribosomal RNA, rRNA) #ric iR, CFS
FUGF BZH 1 B AT A O AT T TR B 7K A7
TEES, SXTIRAM L CFS R JERE R YA =F
FERAR, ARTEAT IR AR T T B 9 R AR
%, BIEHEEBARRL, SUHFF R, CFS ZHF
X IRLATERAT R (35%%] 43%) . AL ERL (3%%T
4%) FIECHFL (3.2%%F 0.7%) fAfE—LE&5, &
H M LPS. g2 Hi4h & 8 11 (Lipopolysaccharide
binding protein, LBP) FlAJ ¥4 4H 15 g 2 B i Ji
4K 14 (Soluble cluster of differentiation 14, sCD14)
KT N R 21 5 2 i A S 0 7
I 4 FEWIARTT T 2IGTT 44 1) CFS &, B4
SPARRITROR B3, s T — SR PRAE AR FIIA R
Uit (EEJ) . R AR TEE L B EFei
). BWEEWHEIOHERS , 4. o R,
B —I RS, CFS M (1071 F R 5 fik e
XTHRHHEAT T e, B RS T 225,
FT W a5 LA —3 . 7 WP 3 Wghlh
HA G228, A H TR AT 2 88 10 E 4 =
% 18 B EAE CFSIME 4 A s Lk h Ve e . 2
WA — bR CFS, 78 RAEFEA T 1T
5 W S A 2 A T TR Bk i /R A AR o, A
WHE ™ HE ) CFSIME %61, CFS EziF LK
R, QR REEMEL . SR E R, BT
W BRI, B B — S FR = (4
HRRC. QERXRBEESY . . B BEL MR,
L-PAB . L- (2R . 055 BB T B AN 4T i Q10)7E CFS
SR PR 4 7 R AL i A ) i
2 I T TR AE GBI A B R
3.13 FZEF (Huntington’s disease, HD)
HD J&—Fp o Yo o i @ Pk s v 2R 1 1k
B B LN & Huntington LK, o4 5 Y
FREWE AL SR E AT ARG T
|7 Sl )7 R o 52 W F Y s 7 NI = I g
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fE. REMBEas b T iR, 2RE . et
PEINE R R, AR A A ™ R A7 BT
R EITE SR I EE N B IR R LR G5
w7 ZhA SRS . HD R6/2 /N B % 31
WA A B EREANRE TR, FED
HERETERM; SEARUNIAE, R6/2 /N
PR AR T S B R, TR TR A AR = B AR,
SRR BIAFE . ZLERAFE . IS0 R A R
FHA B R AR S PED) 165 rRNA 4718 7 e
HD 119 R6/1 % 3L [K] /)N FRABE Y v () i 2 T A= P L
5[] 3 Wy A= AU BEAH Fbdss, 12 JEHS HD /N Bk
VTR AFAE B 25, AT 1188 R
WD, e HD /R Y Z A
{EMEPE HD /N LY AR e A 22 50980 Trie bt
BT, iRy SCFA TR R /=4
1T T T Sh W A5 2 B i T TR TR X R B
T —E RVE IO G RAF S8 & L, HD il
WHE B A EREER, o Z2FERERK,
BYEAE T R PR T AR 2L
WA, 2w, WAFEA . BUEFFEAR, e E
Wi AR AR BEA . SRR K IRZZIR
wWE, R, Megmpl. SRR B
R, WHEF R EERE R THbEEER R A
KNI E R DA B 2R, XU, HiE
TR THE N LI B A0 R3S 5 R HD il — AN R 22 16
2 TF 5 M7 5 I 1B T RERT HD A CIRYF VE T A
Wiz, [RIEREIT — AR E M E .

3.14 fFXZEH (Stroke)

i 2 H 2 fi 2H 2 )Ry 0 i 2 AR i 9T e ik K
HER A W T 5 R A G, TS BUR AR 2 )
RE G35 B HE T 102 ol 25 B 2 43y e L R 4 o
(85%) I Ik M A (15%) 1831, figi A< v & —Fh
Hm P RGNS, hrt S ok TUTE &5 i
PO RO BRI, H AT Rk
FET I N AR = R Bk R R O Se R m e &
B, 90%/M i 25 vh g il ol BE 5 AN RARE . AR AN
AR 1 57 sh AT IR R BRI R R FE IR . &
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M. BEPRAGSEA C, ok & BUA L 1 i 18 B0
T i 5 T A0 10 T R R A e 11 £ 6 [ 2 11051080
PRI PR BA B AF 7 45 S - A it i 0 538475 i ke I
FEiE A A iR N A SRR . BB
WY kS A SR . AT R E s
Bt 4 By ROGE IR AT 2E , F HOR P RUERE R A
PEAR R G5 A 7 s R 2 . il FH 2 SR Il i 4
A9 58 b il LA sk /U i e 7 A= 8t PR A5 7R 5 LA 4D
il i 12k WP W 34 5 BOU AT 1A B B AR K A2 B
i, A B G I R IR S R 0T X A I AR B
BT, Rt T RARANER R St
R SEZEF/NRMERLE, 28R
/N B 26 B 4 B A /N R T L0 7 R st
FEAR T AE TR FNAE ZE T AL, U/ T2 4R 4N i A
TS A IR AR /N BRI 2 v 2k
W R SRR ek o A R A R P
FOP RSN, A R R R bR . A
TERERN T HERMA R &G R8P4
IR LU TR XUS 3 d BORE SER R ik s
BESEIRE . X PRl AR 5 R B UE D)
FERMSE, MARS BMESEME, UWHpiE
FACEE A o e i P 2 v R O AR 0 90 LA E
YERT, 879 4 SR P 8 a4 45 A O ) B A A 2 T
B Sy w25 XU EEL 55 B A 19 15 05 i 100 o 3 i fke .
JE T, WSR2 . BEER . FLERHT
T R 2SR P AR X KT AR O T R L e
FF T A B T R A 2 — P R R
R, A 4ER5 b e st . A 2 40 i R =
Py T A T3 30 il e i AR A (Cl) AR
HOFT 30 o) et B Xof 2 2 A i A U R R T 43
Br, CI B & A EE R B B A S E ) o- ZFE 1
ZERIAL, (B CI B E M B U E DA 2
SCFA 4:7Hi, f4f Odoribacter, ¥ 352 . &
B W FF-UCG-005 M4 )& . Norank-O-ZE i
Y& H-RF9 . WA FF 1A . 98 H B AH-UCG-002 5 1{1K%
JERRE M (LDL) EfAMX, mMEHEREA
(High-density lipoprotein, HDL) ‘54 & Bk & -1
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J& 2 W E B IR e S 58 N7 AR IS
Bt Z5 fh i (National institute of health stroke
scale, NIHSS) . 2 B Rankin &% (Modified rankin
scale, MRS) & i AR i A R L]
FERA TSR %, W iE AR SUE A 22 7
K, BrT B R, 8™ TMAO. SCFA. 4k
SR A IR R 55 5 I PR A G, AR A M 1 Tl
A IR R R R H i A e 42 32 IR A WIS A A 1
AT A RE RIS s 4b , UG IS (@Y
TG g AR TR R AT DR 1 AR S R
b KU NI (LG RIR) B KU

PLE 14 Flodi 2 500 1 1 1 TR 72 Ak Ry
fEWZ 1,

4 FEERTREERRRRNTL

o TE R AT AT IR PUER L AR
#wAETE . BATTHZER B (FMT) %,

41 RE

B R E PR LR, R AR |
Rl K B B 1M e 2 R G L g
FAERE . GRS RE 7% 20 P B AR
PRI A A O TR R A
IR M B e, A LA BONE IR E
B, B R W b A IR B X AV TE R i e 25
Ab s H R B A PO FE 1 i B R ROAE
WRARG S0 TR T DT 1 LR A2 L IR
B 2 IR 2] LA A 2B A TR |
R 19 295 5 T8 e S ot 3 A
VA 2 T T I IR R AT L ek
R AR, X5 A TR R B el AR R T T TR AL
IREARCIE, R LR RS R B 2T 4 3
B JERE TR AN AN AN T A T, G SCRA By &,
SRR L . NRRERAN T RRERMSY, T HR Wi i it
At EACHHE R T, IR . B AL
FUBERSAS , W R IR R 15 S 0 M PR A 5 It/ v g
BZEMmAEEA, et KUR R E A
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42 #HEHE. ZETHAEET

i A BT R AR BOR AR, M4 T R R R
(Z /> 10° MG CFUIg) B, 3 3k o403 i 3 P9 1k
LTS SR, X e AN gk
FE PP FESY . S e i B 3 A 2 o
BE 7 0T 1 R B e 4 g Af I OR3P VR, 355
[ BB LIRE | T A G B, 4TS 25 A B T DA
IR, AT ARG R A (MER R Bz iE) A
Ak S kB AT, FRAREEE, PiBUE, PUAAA
PUL A, 38 Ao g e R BE 1 2 [R] 58 S R SE S R )
GRS T W) N A o 7 (=33 E INRA EW e 1= b IR SR v 7 |
TR R, 0 T R AR A 2 A P BEL L SR AR A A
A, BRI R G G T, S A
Az, %t ASD H 31 ASD i RINF o 45 R
FEA X ASD SERA BUWAE, s 2t T oA
W, s e R AN R i ek
FE— I SN W 5% Hh WS B FHIE PR ZLAT I Rosell-11
A WIRIT ASD JLEE 2 4N, B B LA |
B A 2T I LR B AU AT A
I JF IR 7 o AT S5 B R, R T R AR R 25 AT 7
KMGFF A Nissle 1917 | Mg % 2K 1 F1 A b7 [P B 1
AUl OO, R R b A L SUBAT B A S AR
B ST s A B 1O i 21 TR g
LEHGYHT, HRBEGNIARIGITALE, 5 AR RO
TR EETF A A, SFLRRAEE R TR AT
RN, 25 A A AT AR R T B e it , 97 Lk S fisios
52 S D981 1 A I P 26 2 T T AR 6 0 2 R G
FEAR, EZE AR — BN A RO B — A
52, ARG VY A F B HAN R RN R,
BN 4 KR A, BEEGE, B, AENNRE
W, C. iERFERIE, D. AR
Rl SR T I REIR T MR . 5T
JEAE/ M PR BK AL S, (LS A
e, BT R EE, S0 SCRA By A, TS
B A7 A A0 3 FE ST B AL 2R SR AE I
JO7, AT 38 5 e 20 i 4 2 eV PR3 e 13
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R 114 FhiZFE R R I 18 B R (L ASE
Table 1 Characteristics of altered intestinal flora in 14 neuropsychiatric diseases

Disease types

Alterations of intestinal flora

Animals Patients References

Autism spectrum Increase in Bacteroides, Parabacter, Clostridium, Faeculus, Ceratobacter

disorder

Multiple sclerosis

Parkinson’s
disease

Epilepsy

Alzheimer’s
disease
Neuromyelitis
optica

Guillain-Barré
Syndrome
Hepatic
ecephalopathy

Amyotrophic

lateral sclerosis

Schizophrenia

Depression

Chronic fatigue
syndrome

Huntington’s
disease
Stroke

Decrease in Prevotella, Paracoccus, Bifidobacterium

Increase in Pseudomonas, Mycoplasma, Haemophilus, Brucella, Doria,
Enterobacter, Flavobacterium

Decrease in Prevotella, Bacillus p-hydroxybenzoic acid, Kreuzia Adler,
Collins bacteria, Lactic acid Bacillus, Adlercreutzia, Collinsella
co-bacteria, Haemophilus

Increased in Gemmiger sp., unclassified Ruminococcaceae in Russian
patients

Increase in Lactobacillaceae family, Akkermansia sp., Bifidiobacterium sp.
Decrease in Blautia sp., Lachnospiraceae family, Lachnospiraceae family
Increase in Campylobacter, Delft, Haemophilus, Lunaropterus, Neisseria,
Actinobacteria, Verrucobacteria, Prevotella, Brucella

Increase in a-diversity patients with drug-resistant epilepsy:

Increase in Bifidobacteria, Actinobacillus, Verrucobacterium,
Nitrospirillum, Blauterella, Bifidobacterium, Nigella, Dealisteria,
anaerobic Bacteria

Increase in Bacteroides and Blautia, pro-inflammatory bacteria

Decrease in phylum Firmicutes, a-diversity, SCFA-producing bacteria
Increase in pathogenic microorganisms of the genus Flavonifractor and
Streptococcus

Decrease in Faecal bacillus, Lachnospiracea, Prevotella, Brautia, Rose
bacillus

Romboutsia, Faecoccus and Fusion bacilli

Increase in Bacteroides Firmicutes, Campylobacter jejuni strains
Increase in Enterococcus, Veillonococcus, Megacoccus, Burkholderia,
Lactobacillus

Decrease in Rootella

Increase in ratio Firmicutes/Bacteroidetes, Methanobrevibacter

Decrease in butyric acid producing bacteria Eubacterium rectale,
Roseburia intestinalis, beneficial microorganisms (faecalibacterium and
Bacteroides)

Increase in Lactobacillus fermentum, Enterococcus faecium, Alcaliophilus
auseri and Kronobacter Sakazaki, Anaerococcus, Haemophilus, Satrera,
Macrococcus, Faecococcus, Brandt Bacillus and Rumenococcus, Larger
a-diversity, higher p-diversity

Increase in Actinomycetes, Clostridium. Actinomycetes, Coriobacteria,
Bifidobacteria, Clostridiales insertae sedis Xi, Porphyrinmonosporaceae,
Clostridium, Lactobaceae, Streptococcaceae, Eubacidae, Thermophilic
Anaerobaceae, Clostridae, Nocardiaceae, Streptomycedae

Decrease in Vascular, Prevoodoceae, Bacteroideae, Coniophytae,
Spirulinaceae, Spirulinaceae, loach family Crustaceaceae, SCFA in feces
Increase in Proteus, Enterococci and aerobic bacteria, the levels of LPS
LBP and sCD14 in the blood

Decrease in Escherichia coli and Bifidobacteria Firmicutes, Rumencoccus
Increase in Bacteroides, B-diversity

Decrease in Firmicutes, a-diversity

Increase in Odoribacter, Akkermansia, Ruminococcaceae-UCG-005 and
Victivallis

Decrease in Faecalis, Streptococci, lactobacilli, Oscillospira

Yes

Yes

Yes

Yes

Yes

Yes

Yes

Yes

Yes

Yes

Yes

Yes

Yes

Yes

Yes

Yes

Yes

[41, 45]

[53, 57]

[67-68]

[82-83]

(93]

[101]

[104-105]

[111-112]

[120, 122]

[127, 131]

[141-142]

[150-151]

[155, 161]

[170]
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Jigi F U PRI 25 5 20 BT 4 AR DTIRY T IO T
BT AE W 4P P A B JE T3 (HIEAIR 1 A M 3
376 1 A 8 236 2 A e i 1) 94T L SO R sEL
PR i A o0, A AT IR | AF R ™ A 20 R
FEFE, AUARRMRIM ZH S, FEAREE I pH E . Bk
8 W s P 3 O U TS, e AR,
FRTLE IR PR 2 8 T2 RSB B PR e, £
BCAEST IR R 25 2 — o B AT Rt A T+
fiEos, A +1 KT 2 S, kR, sl
MR RAERZ P, A A I RERBE =

43 ImMEHR

WA RO R & 2RIRYT 8 JHJS ASD S
AER R, HET AR, PUERR
J7 T L — e 28 RGO 4 PD
T o PrAERIEAMEE A H (Acute ischemic
stroke, AIS) BN FT, WA B8RO UEYE 45, 7E
AIS 5 W1 JUAS /NS REA 7 3 B 1 B A iR
s N3k 45 . X 227 £ A R REALY BRI, 90 d
(T RELS RABE T RERBA A FI T, 55—
XF 1224 45 AIS Ji5 A5 W PRI ) 8 3 v 4 R s
FirE 2, BoA MR 28 i R s 2200 A i s e
BLAE 5% 2 455 1F 52 10 B M B 2B 3R IR 7 SR R AT
B R R, HXIEARE AIS J5 i & i &k Ak K e
2 AR EhRERE 175321 Hid: R A K
20 TR A B M Mg T AT AR A AL B, AR BB AR R AR
FIUAE Py 2 e 48 R e s b i EL AR R A Tk
B, At m A P e, T YA R BCH R
SESHIMANEE , WG RIATT R A SRANFRAR, Sk
F AR X W 1 B REAE R BBIFSY , — LB ST 8 AR
TEMN 28 2 G080 o VR, 3 (0 A 2Ok
B RRE, s A AR I R I R0,
4.4 #EFHE (Fecal microbiota transplantation,
FMT)

FMT 200 (I 5 28 5 1 2E P A fi B R B
BRI mE g 2% Biorkul, FMT Al iz #5
ZH W AIE R, SR M SR Y A AL
Ve, AT E KR AR TR A RO
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PO W R O 2 TF 2R R R RS R A AIS
B R dE R T e s s P Rhi e SCFA (i
HETR) WEESEGEYRES, ¥inTH
FRIAANZE, st T i RE, M AR R
T WS R R P AEIRREREE SRR A i
R T8 0% T BH X g 3 TR 2R A 38, YR 97 IR R PR
SRR T B AT 2, AT 5 R P 4% e 2 A %
A 4 M R T AT T TR IR AR 200 e — I
PRES I ARG 207281 18 44 ASD [RE AR
FMT 7-8 J&, & i 1 ASD HI4T MAEdR15 3 ok 3
— BHRFEEENAIT)R 2 45, —I0 CP101 22/t % g
BEHL FMT BEHLG HGR B (RCT) 1EfE#EA T,

HET, AP RIS FMT X MS i
ARFGER IE TR AR, G 191 2R 470 7 Bk il A
P FMT JG A 2808, — NMIRE WL R 2 R
WAL R B2 B — FMT 897 8 B MR AR
UYL . FMT ff D T 52 R P R MER D s g, 7l
B T MS Lk it 10 4209 7emi il & 51 b
3/ BEMEBEE N FMT 0385 MS fEtR . I
RIS — N IEAESE T MS BE H#:42 FMT iR/97
f1 RCT, —/> RCT JEBEHLA It

FT FMT 697 PD, R (4 512, 1232 FMT
IGITH) PD HBEREYT 12 J&, st i 5 B A H A i
SRRREAR, (ER A . — S BEPLXT B
F—AAEBEHLXT BTG FMT 78 PD & iR 56
IEAESE TP,

ST FMT P00 B 1R 25 10 R 42
BRSO A e B B IEZ T 3 IRk FMT 897, 16
FMT GI7 R, HE e R RN AT B 1 Bl
TARE KA, FMT 38Y7)E . e AR APURR
ZIE LR C R AE 20 AN A i HL e B BRI 33
B —ANEN FMT T 000 5 25 2P,
BRS¢ IEEHEA 724,

HHETE®A X T AJE AD, GBS, ALS FifiK
AR FMT BF98 & 2, (HR I AR 0 9 3
7~ AD., ALS % IE7EEFT FMT 9 RCTRY, FMT
) AD SIS ESY, FEJCH AD /NI
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Sy BIUERTIE % AIB W RERT AD i B EBERI MRS G R BUE I R - 4015 Il 2 0 B T
SRR, FEEIEPY AR WE MK ERTRE RE Y SRR R
NHITHRERG/INEL R, FMT Rl b 252120 Fil DNA 540 B i /307 vk S — . =&
GBS MBI RIBSE KW A E I B U RE WP AR T, XTREAR P MY DNA AT
2H T 0 0 23 W S B T R R GBS WIS ., BURIGIE B RER RN LR e AT 2 8 A AR R
OO BT SE P bR/ ST ARG BN R SR AL R L PO E B PCR ik,

UL RS, U LB R AR ST IE R, ST AR 2R, B E
JIN, B P R R B SRS R P, B R SRR R R, AR A I B i R Y
IEH MR YR B PR AR N, 51 g0, Rl L, A BRI R R R e
TN LR, B2 R/ NSRRI R T, AR AT T AR T A A
H XNERBICE T LI T I . FRARAET SR R B, B T I TR (A 5 R Ak A R

SETAN, Wb T S An i e P, B, ZEPEWRIERER. SwEe, DR
o 3 R T B A2 RGBT AT A AT 0 A VA, WLy I Y
17 B L35 2. WRE A, BARBHLRIRITY, A Rk e 5
X iy 3 T RE 2T TR i R A T 2 VB 2R

5 BEFASxkx&D

AEE, S EX I E N RE . R SR E Y T

JniE A AR R B 2R AR 100 4FHT OFSE s IR AT B R AU P AR
AR ZNH, M TSR FBoA BRI RS AL 22 Ak s s 52w g a8 1R 4t 22 [ 3R
THERE, Sl w R GER I M EE A 5T, WA TR AR, BREE. asghdE; PR
MDA, IR WP B R HR I SCRUPTEREMIEE N, sz —, H

R2 MERBTHAEMZASRKREDNAIR

Table 2 Application of intestinal flora intervention in neurological disorders

Neuropsychological Intestinal flora intervention Animal Case In clinical
: : — — — - References
diseases Diet Probiotics ~ Prebiotics  Antibiotics FMT model reports trials

Multiple sclerosis \ \ v \ v y [24, 60, 118, 123]

Parkinson’s disease \ N Y \ Y [24, 71-72]

Epilepsy \ N \ N \ Y [24, 180, 197, 211]

Alzheimer’s disease v + N v N [24, 95-96, 212]

Stroke \ y \ \ y \ [115, 168, 182
201, 214]

Chronic fatigue N \ \ Y [96, 152]

syndrome

Hepatic ecephalopathy \ Y v v Y [96, 185-188, 195]

Amyotrophic lateral \ v v y [24, 118, 123]

sclerosis

Schizophrenia \ y y [132-133]

Depression \ y y [96, 143-144]

Autism spectrum \ \ Y v \ Y v Y [24, 178, 183-184,

disorder 196]

Guillain-Barré y [103]

Syndrome

FMT: fecal microbiota transplantation; V indicates that there are applications and clinical literature.

% : 010-64807509 E<L: cjb@im.ac.cn
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