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Abstract

Besides functions in digestion and nutrient absorption, microbiota also plays an important role in
metabolism and immunological regulation. In many related diseases, there is significant alteration
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of microbiota in patients compared to healthy controls. Microbiota can affect host metabolism,
taking part in pathogenesis of many metabolic diseases including obesity and Type II diabetes.
Microbiota can exert immunity and inflammation regulation functions through their metabolites,
and participate in pathogenesis of inflammatory bowel disease and systemic lupus erythematosus.
Research on Gut-Brain-Axis has discovered microbiota’s function in brain development and cogni-
tive behaviors. Psychobiotics has shown positive effects on mental health. Fecal microbiota trans-
plantation has provided new treatment schemes for many metabolic, immunological and neuro-
logical disorders. Many clinical trials of fecal microbiota transplantation have shown promising
results for disease management, but are still under debate and need more rigorous testing.
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1. 518

N AR AE 2R R 99% K B T-REM[1], T A v ol A 47 200 ) 008tz iz e e L £k 4
[2]. NKWEwH R 7 HE R 2 R ARZ IMES, CORERERE, PR, FER,
T BREAE[3]o NAERE AR B BESR 1) P~ B3R A5 1ok H BHAT BRI . 7EAE a0 LI, W T B R PR A4 s mT LA
W PR, Lo A AR 7 OB BRI IR ) . IR s(BEALB R TR . LA E Al
4], TMREE RIS, WME A ZEH R [5] [6]. ANKME A EhMAE. B,
JEEERE ] B TR T IR (8]

AR TU R, B REEERR T 2518 B R BUHAFIR YL, & B A EEEE EREES . &
LTS SEMMA KRG FELZ M ETIIIRE . T VT8 B R S R & i 2 MO S BRI IAH SRR 5T 2
IREE LRGN BRI TT, R 22 AR T8 46 DG T8 B A 5 5 0003 R A AR DR L], DA R e sl e
75 i R AR SO IR RS R o ASRIR S AR, S, AL BRI £ A R A P AR A 1 VO
VT o A 2 5 08 R AR AR AL 7, DL B A i T B R BRI AR QYR 9T T s ALtk e . ks, e
WG T W TE B 9508 I AR T H I I AR AE 1R ] R AR (R A T
2. BEEESRERRNLR
2.1 BEEFHEEERIBPREET &

Jir i P AL R PT ARSI 1 S0 T & IR BRI R AP [9] o k= 4 T Z SE R TR VTR 1) SR et 2 o T B
HEFEEMNEYA LB, SRR 718 b [F A7 7R R R AT TR (Acetobacter pomorum) AT FLER #F
BRI, X O 2 D0 2 9 2K o

i B T T DASEZ IR P o AR T o i R AR T LAE L — e g A 1 2 R e R AT . B LR
AR K RV A a0 A A b A BB FI[10] [11], Wi mmpE = £k 1 (Glucagon-like
peptide 1, GLP-1) [12]F1Z ik YY (Peptide Y'Y, PYY) [13]55 A\ 2515 =1 B JBORM it 2 Ja% DA R 452 1E 1 2 ()i
FHOG o /BRI SR ) 2 U 9 S, W T 7 A ) R R I TR (SCFA) 1R 184 T DA SR8 1 P9 40 A 240

Bl
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far=4 GLP-1 [14140 PYY [15], FFHIHEBUURZE MW [16]. FiE @B~ A aH TR MNER L1
P B SCFAS 3 1] LU 3R/ B3R A U 0 it o 254 1 [17] [18]»

22. R PHERRNTL

WEFER I, AEVF 2 AN T8 B R AP AR R A B A, IEREAE . ER AR AN
PRIAIACEHE R 56

2.2.1. BBREAE

BIRFEEEIE R R 2R ARZS ,  (EL W T8 B R AT I FRERE 2 R] PR DG G B A 3k A /]« 2006 4F, Turnbaugh 5§
I /IS BRI 25 B RS A /N BV PN S 23 91 AR /N BRI A 3G N [19] . — R FIIRAT W 2 7 s A
JHESE /A% RT3 A 2 T i A B R 2L B P 22 ) o %o [) B XU A U i N B () — T 98 7, 74 SCFA 1
Eubacterium ventriosum A1/l %' [X % (Roseburia intestinalis) F1AE JBEAH 56 [20], 107 T H& #h 1) BiUAE B )
(Oscillospira) [21]411 5 FX F k¢ %6 AT B (Methanobrevibacter smithii) [22] 41158 BUAH < ( WL 22 1) i B REXS 115
FAR U S T DL E A 2 B R A N 2R A3 B /N BR[23] . i v A T LU I 3 0 g B R R [24], R
BER[25], $2 e i kA7 26155 7 20 S BURPERE IR 4

Table 1. Alterations of gut microbiota in metabolic, immunological disorders

1 R REAFTHERFNELRERL

Ve Tk B B o G B
N FUEHIRRY), G TR, %
R IR WES K [20] FANATF B [102]
SRR MBI, W, B EIR103] BB 4 B B 27] [26]
_— BMIT, KRB, BRI DFEIR, RS, KR, T
- SRR 7% 1BD 1 [78] [79] [80] [81] [82] HiR, U BB [104]
5 IR IR
. o R VAR, BRE I EN JEEER ], AFEE1[91] [92] [93]
RRHEARIE RS, ST E[91] [94]
2.2.2. ZBIGEPRTR

TEARALE FH 25903697 IR0 SO PR SRR, 7= T RR SR B Fhsi b, W 26 B F1 3 50 2 1 (Akkermansia
muciniphila) & & FA%, (2R TEE R B TR[27] [28] (L 1), EER B, XEA AR AR
TREA TR, T TE — RS A P B 98 R S PRI N8 M A Gt 008 AR AE 1

iy T8 T A A P A RS T R S R . TEANVE BRI B AR TR, Rl B A T DURR i
BCAA kS I3 Bl 1% S 52 11E[29] A% 54 BR T (Streptococcus mutans) 12218 5% #% +- K i (Eggerthella
lenta) ™ Az T DK 4 P BR T i & 3515 538 2% A #U0 i 4 FH [30]

T8 DA _F B JERE AN — B bR s i T8 BRI T, 2 AR FH 80 — A T e 5 I T o A A ) BT 3%
il PERACR L[ W2 P At T T 2R 25 P 20 1 0 R R KB wh T L sl ki, 6 P e P RS 2 5 1) v T
TIAHSR[3L] e BUHE PROVS R85 22 5 2 (5 FH KD 8 L 24590 — FROSUNANAS 0 56 i T B R 20 e 5 A S 0
o1 iRl T R A B DI RE[32] [33] [34]

2.3 #EEBERTRINKRFNER

2.31. ¥EBEFMT
FE P #% 4 (Fecal Microbiota Transplantation, FMT) & ¥4 204 5k I8 R 2 (1 S (bR AR A7 SR AR | Kb 3
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Ja, &g mE. NEEE. 5B EEGER ST BN B E AR, H 2 DU R Y 1E B R
BEENWBURERE . FMT AT 4 L EBEE ONE&TT7) M CREHNE) i kA iEE
eI T B h B A EIRE iC 8. SEE 2 B 7E 2013 AR S FMT 52 K AR A
¥ (recurrent Clostridium difficile infection, rCDI)& 44 iE4TIRTT . FMT fEIGIKHIGYT rCDI AHLLTEH 5
HERPCRE L #([35], JUWHTF RS FMT S H T rCDI R @3 4E 90%LL 1[36]. FMT H i M
T rCDI YRYT[37]. BT T BEHELE 2 Pplod v iR BRAE A, FMT 1 HA I PR S FH o] RE B AEAR R 2,
B ESE[38], RIETEN K [39] B 5 Sl LA . SR H AT B EE B A & ASCRFAE I PR o A
FMT 697 BL B -

BT EE R SR AN SR A I BR 1), FH T FMT (35T 28 R DR A7 E AN 2012 ARt 5 B AN R 1 3t
W iF OpenBiome 7E3& B @i, SR ZAEFKERE L T FEE. 2015 4, HAEIEp F i ERIR S
55 I = BT A Lo AR S DY KA T T A R B B B R RS AT

FMT $8#R & 77 E 200 P 4% 1 97Tk [40] o A IS TR PR Ik 5 S 4% (4R IR R L BT AE SR R 1) 3%. —
PG OL T, EAEAR IR 77 LA IR 07 2 11 0] o6 A 25 (Ui ok B A o AR B0 L el 0 i o A 35 A HE),
It PR PPk AT SRR 25 A o S5 S Al 1) 32 2 H 2 W FR ik =& 15 FAT X S8 0 82 B BAT I Ul A%
PRS2 I8 AE 5 IR & 1E S50 =5 A 20 3R | T ZE (0 A5 A< b 55 e 55 XU B K 2 (Dientamoeba
fragilis), A ZF%&J5 41 (Blastocystis hominis), XRXEAR b S RO TR R IRBR[41] . Tiiik & 4% 4B RRSE AT LATE
FEAEFETE PR AR i, HRBRE 75 AR L — N H (I (A B N SRR, 78 BORE T SR AN U 25 SR H 33—
FRCHR 2 EAT S0 2 A I DAEE it (R EDURE T 1) 905 6] PR PRI o A2 A 6 2 A TE I

T —IX FMT J897 FIZS 8 B 2078 60 g, i RN ST AT OIS 5 IR B EUKIRS), M54
i — RAEUE LR AR AL S EE AUBRDIR Y T . 0 B0 4e )5, N H S Bl el A7 T-80°C
[42]c ANFEIBURATT B A FG RIS Ol i BEA R A 7 . v Dol FEbiE(EEE . 575
) T I (45 i B B Ok B E ) [43]80 D IRIRBE[4413047 . NIHAGERHEIEAHEL T N B R AR
— ORI [45] . XTS5 R o R SR EyEAE T 5. i S5 BT B FMT AT LB REVPAS 20E
2 EAIERRE A BN R B FETE[46]. DR EEH T H AR AR AU HBUE Ok BF 1z, SR %
8w, HIRBARTRBUIK[47].

FMT ZEIgG R R HE 7R — SePRBIRURES . 58, FMT ¥RYT sk Z K 22 YRR 70 [48] . ££
HATIL A MEIHE A, FMT BUR R, RADHIMA R KM . RIMIXAGEHRR FMT JEKIHfEER
AR Hk, FMT BRI Bt AR 1 il R, 30 45 W 1 AR A AR 008 P e 4y (W IR R o
H T BARI VAT ALHI LA R FMT s 2000038 YR B 3B AN WA, BT LA B AT AE P AR AEAL 1) FMT 7= Sl 1R A
FRAE FMT ¥ 97 BN Z TR0 T4 AL 377 Xt & AN [F] [49] 5 )5, FMT AR FEAL R8I G 1t 50 1 UG
B4R IR F5 o s TR I AR, A PR A T LE g R B I 40 T 4 7% B SR E AR N . il
FE—TE e, T 251 R R A AR FMT b B8 rh g #% 1 38 28 544 9 [50]

2.3.2. FMT AT RBERAT R =R

FMT 2 AEREAA ZR A AR ) — RO T2 . 75 JLIUNBL G AR R IR, ARIE IMASR IR ) 2 AR
VIR AT LT B A AR SR S AR RS M 422 5 A A (R B R BURE[51] [52]. St st iR, 18 24
JE N R E AT FMT ] LA 2800535 HE e 00 — B0 R s 585 B B R, A AR v U7 20T Fi0mT DU 25 A It i
[53] o 755 B 31 S 1 7E S i A v S 1) 1 4 FMIT (G5 R B 3 A3 52 3 2 TRl — AN ) TE R & R fr i
TSR, AIRE A E K [54]. FMT 7E—AUE bR [S5 1R -0 P A 5 FFF (561367 Fh i) R FH 78 gt 1
ERZE P
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3. BEEHSREKRBHXA
3.1 MEEHAEERIERNMRER NP

311 MEEMERTRERMMIERMPHAER

Jr T8 R T 4R IR 0 e RN R OCEE . B ios, MR RBOEREE, DR
JEERIIE N 1 S A I 55 0 T LR AR | B E R 1 B3R S S SZ B4, R s 2 1S B ) R
ZAR[S57]. MHIEEFE T UAER T B 4 DA4ERRIZE AR RS . 7E0TT RAAU/INR A, IHTE R ] LA
RIFEENE 18 (interleukin-18, IL-18)F1 /% 6 (Interleukin-6, 1L-6) 7742, MR I BT A iz 2 0 2
SER P2 A5 10 (interleukin-10, 1L-10)f B 40 i i & & M LI EE[58].

AN 7] i 8 T BT T A8 BB IR 77 A IR S N ) o — i T 4 1 AT DA BRI R GBI R T 17 4,
WEZE 1 A 3 1a 2 I (Akkermansia muciniphila) s iz 40 & i] LAV AL 718 R A E T i B, S8miE R
T REVBUZ 5 B BRI, Wi Be RS2 41, TR IRAE[S9], [RII ™ A2 RO R g, B0 i 2 bk,
PR AP 7 (IL-1p, IL-6)1 hn[60].

Iy 1 g T A R DX T A A0 B IR 1R AR R AT R SO E S USR5 AT DL BRI 2% 4 L 1)
R AEE MR RN AT DA S G I XS B B a8 AR OISR AR S, /N BRI SR AN T T ZH A
2 A0 M IR 7 FRAG,  F ELGS 80 27 W PR 52 PR3 = [61]

BT T 22 IRBPE R s R 1T, X AR A o iR o B A 7 1 o i [62] . e 55
T (Bacteroides fragilis) vl LAE P IL-10 () B 40, TiiXEs B 4 Ay LI T 4 A5 (10 SORE [ v
&7 9 [63] [64] [65] MfE 55 1M BRI 40 M B Fr) jle 73 22 4 A T LU B Z0A AN T 40 A& Al 1L-10, JF AT A
By 1E s B MG 28 [63] TMZIB IR ARG K A PINESSIAT B 2 £ 022k 1L-10 P2 A RE 7T, 22 A %
T [66] .

312 IHEEFFANEERERK. RIEREHH
Joa3i R TT DA I A A P I R RR R, BT, 442 3R 4%) I 15 K e S ML [67] [68]

JE 5% JI 7% (short chain fatty acid, SCFA) T lR#E, BAMR#:, WIRELSEZ Kb e 4R BRI e T
PR R AR £ T UG B AR v T SRR 204k [69] [70]. T B #hids ] LAR#AIR /IR 2 B (Lipopolysaccharide,
LPS) /%53 (i M 40 it o (2 R AR AR R 7 (— ARG IL-6) B A, ERT T IR L A& — AL R AU 40
[71] J3& G HEAS A SRR R AL IR R MBS IR (it AU R AN AT HELAR) o IR R A IR AT LA HELY IR 52 1A
SURBTI N, 5L SN BE Tgfb, 1110, Foxp3 S35k KA DL LA NF-KB 43 HI02 2 40 LA 1 (116, Tnfa,
111b A1 1fng) &AA[72] [73]. V2 il Btk AOARU = M (R B TR R DT R %) A S AR 7 S mT LAAE
Fo3lE R T A AR SRR T T AR IR R i T B 74] -

3.2 BEMABRERRERTIREER

TSR 22 PO B3R A ) T R R 2R VA B 2 T B ol 5 e B R s TSI R 400 T T DA i BB A
GBS, A R LR P 23 e B AN R PR RORE S SR o AR T P B 7 T ) Bt Y T
ARG RN AT A o

3.2.1. A A (Inflammatory Bowel Disease, 1BD)

IBD S i BT LA S 928 IS S R 7 28 6 o 22 493 45 D) 3R ) 5 B PR A 0 gl T B A
PP IS o KR 2 T TR Rt 1BD B I iE B T B L [RIRR AR [75] . IBD S i A A
BEYER o ZFEVEFRK[76], X S5RE SORE I N AHFF[77]. FhPHR Z2 VRN B a7 T 1 1] 10 K B3R A B FIAR T
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BT B BRI SE . HAR = AR 1BD B3 giE s 4[78] [79] [80] [81] [82]. KMk Wil & ik
FIRE(EAL 1BD iR i1 Hh P AL T R AR 119 0 [83] (L3 1)

Th17/Treg ZN MU EBCEASAS AN S E1BD 19— EZ K [84], 1M il s w] LASEHE Th17/Treg 41
WLEI 734k . 23715 22K i (Segmented Filamentous Bacteria) ()45 2 (9 7T LMEHE Th17 150 46[85]. ik i
HIAR =4 ATP Fil SCFAs 1] LAl 50 Thl7 4i AN Treg 41534k [70] [86].

FMT 677 I1BD [ RO 22 4P B AT U7 S+ BFF0 S8 FMT 0l DLZEJE I N 2247 1IBD I PRIE
HR[87] [88] [89] [90], H.Z4KZHEHIEA HIS FMT AOCH™ EA R R M[87]. FMT XfT—1& IBD
BT, A SRR, XM Z R RO B IR E A, R IE R
MIZHAG . FMT A7 OB FE. FMT il i BRI S BRIk MAEZ 05 . FMT AEAIGIRIGST 1BD (177
VRIS T B SR FE I BRAR S A

3.2.2. RGMABIRE

H 1 718 B FE R S 2L B0 A E AR DG R A 2 . H 48K 2 H0800E 35 9 )R BE 1 | RO
TR TR &5 B 7R R M £ BB (8 rhgs i /A P REAIR[91] [92] [93] [94] (W4 1)

— TR0 E BRI LR, RS BRI S AH TN T LA & i T8 T A3 i (-
AT 171135 G 18 J8 Prevotella, 726 14 '] 140 Bk 1% J& Rhodococcus 178 & 1 111 52 75 1A IR B &
Klebsiella), LA JEEERR [k (3 22 B T BRYNE & Pseudobutyrivibrio DL & /NEATH & Dialister 1K
g12) [91]. 1 — T 58 R I R GV LRI 8 3 i 18 R RS ARG E 7 AN E RS N, 19 NE
WRFE D, MRS T R G 2L BRI A W v JEERE B DRI AUURT B TR B B A 4518 [92]
WA — LR AR I — LR 58 R R R AT RETE R G0k L BEARIE R R R VR o a0 PR RE B 1 #50  BR T
(Enterococcus gallinarum) % & B aT it FL A e 3 2 40 M 40 BRI 2800 & 9% 1 4E FI[95] .

F AT G T I8 BB AN SLE 2 18] 9C R B 58 2 LG It R o BRI 7L, i B R 2 5 SLE 20w
ML 78 -0 = o AL 0% Bh T R BUHT I SLE 2 Wi A Wrbsic i, I v il ik i i v % i
SLE SR I R TR TT F B AR o 2 Blig 3 4% .

T IE EHEE SLE AW TR BIPER, BFFRE A1 SRR FH 2t 2R 22 SLE BSEIR . shscie sl A
I PR B0 8 S 7~ A5 FH 2 2 B RT DAYRCER 9 RE IR NN [ B S [ Bi[96] . 7E SLE BB, XU B,
FFERJE,  BPJRE B BR TR (Ruminococcus obeum) & fi AR T A B T 15 3k BE 1 98RE [ S2[97] . 3 AT 22 DA 42 5
7N, FE/NEL SLE REAY A, FURF B JE nT LA IL-6 A I8/ Thi7 4. $2m Treg 4 $i s Ir 22 i
SLE #H2<HREIR[98] [99] [100] [101].

4, REI=

JATE R A Soe . FREFLO BRG] 10 R EZRAKNE, MARBREKR. HT T
DA _E PRI ) DR 3 A 22 (st A « BABE. IRETSE), M d B R A g s LI R ) o A 3 R 2 B O

Xof T i o S A AR S T8 SC R IOBIE AT, A 2 B2 G SEAE MG U R B M Y BE Al 1, AR
T G SR AR A St 5 R SR A DR mT ASE I PR A G 39702, 3 75 B AE N 2R P dh AT R I [ 4 2 1Y)
MUEIZRBE TS . S TRE e RPN T 22 R, 2], RO 2E MRS, @i KEHE 7 b vl i
A B T4R 2055 40 ¢ 1) Ji7 18 B4 RFRFAE[105] o

T E R R A, W MR AEE . KRS MERER . RBRIRGLA 4 IS L5 .
A JEHIE TN 208 CA L R ZR A B TR N, AT 75 20040 AATE 72 2 A0 45 B 5 (1 ] b [106] [107] [108]. JUI
S TE T R AR OB B AH SR T b, 7 B OGP0 T 3R Rt B o o B0 i ¥ 3 A%
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AT, 3 A R T35 O BB BRI PR = A5 B (1 G, — 2 5 PR R Wl e i ik F L e ,
TR 2 B T T A R A 324 o

FMT &I 5 rCD1 BT i » 4 H T A il B AR DS BOR RIR T & — I T o 320 FMT
MR, W \EEESE. Bl IE. BT, B BRGSO I8 R RS, FMT J687T
HoAb B H I AR IR 45 SR B AT 4. E FMT ISR, 3047 — 28Xk A w5 2R o, LE A AT RE 51 KM
TEAIE, MR AR AT REAE AR5 o T BTl R B AOAR SSHLHIBTE 702 9 FMT A PR IS 3
LS 2 O SR, ARAEALH) FMT $RAE VAt 5 2 57

E&UH

Bt B AR B A FEREE 7T R0 H (20210Q-776);  BRINA 2 E T L WA LI H (21JK0896); 11 %
= 2B A R 5032 4:(2020D0C14); 7 42125 27 B B G 1 A 3£ 42(2021TDO1)
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