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[Abstract] Inflammatory bowel disease (IBD) is a group of chronic non—specific diseases characterized by intestinal inflamma-
tion and mucosal damage, including ulcerative colitis (UC) and Crohn’s disease (CD). The etiology of IBD is complex, and the patho-
genesis has not yet been fully clarified. However, it is generally believed that the interaction among genetic, environmental , immune and
other factors are the main reasons for the occurrence and development of IBD. With the deepening of research, it is found that intestinal
flora dysbiosis and intestinal mucosal barrier damage also play an important role in the progress of IBD. The conventional medical treat-
ment of IBD often has limited efficacy and is prone to major adverse reactions. Therefore, in recent years, new treatment methods for
IBD, including fecal microbiota transplantation (FMT) , aimed at regulating intestinal microbiota, have attracted extensive attention. In
this review, the pathogenesis of IBD, the importance of flora to organism, the relationship between the flora and IBD, the mechanism of
FMT and the effectiveness and safety of FMT in the treatment of inflammatory bowel disease will be summarized , in an attempt to pro-
vide some reference for the individualized treatment of inflammatory bowel disease with FMT in the future.

[Key words ] Inflammatory bowel disease ; Ulcerative colitis ; Crohn’s disease ; Intestinal flora; Fecal bacteria transplantation

‘ ?%ﬁﬁﬁ: g"*?ﬁ ‘E’_&] Eﬁk%—‘%‘/&, RAEME % (inflammatory bowel disease , IBD ) /& —
T T ALY ST b SRR A BRI 018 S e
ERRHREd 2 FERF 4, I , LG Tz P45 7 % (ulcerative colitis, UC) Al 7g % &L
Ezzgiﬁizfziﬁi %‘Eg;ﬁjgz Ji (Crohn's disease, CD)M, {5t sz P45 7 46 5 22 fe &%
AR A s e ke EL W LRI AR O A S TSR T TR |
RBE S AF &, vl BF R RSk EEMEY REIE W w0 % B W] B iR feiE , 2
A ARS TR THREAMIER g YT BB 1R H R Y R
ST A 2R, R A AHFELFEAA 1 o > }

AR RN, A REAZ— T HATIBD CEME L 2 000 1A, )k ARk
R IRE (AL R B AR —— AR A B R , VL —E 4 R FAY 0.3% , FF-AE N b DX S AR BE a4, B Fn v [
1SV L R SCIIE I 6045 , T K & % X% a B F 302318, g A B A 9.31/10 J7UHI 3.64/10 7 A3,

PEFRM , 3] 2050 4F , T [H BD B35 0 150 77 AP,

EEWR [H5ERRT IS (81972296) ; P4 1 ERELILIITE (2021)DTD0003)

BIE1EE: E‘l(*?ﬁﬁ , E—mail : lvmuhan@swmu.edu.cn

S FZARSL A, JESE T i, % SSRGS T SOE AR ORI R )] VE AR R 241 . 2023,47(1) :20-24.DO1: 10.3969/4.issn. 2096~
3351.2024.01.005



VIR BERIR= 4R 20244F 5478 B
Journal of Southwest Medical University Vol.47 No.1 2024

21

F T )" 0 A R B, BB S22 e AR
JYOT i BA T X AR BOR M2 (TS K B
3B TR IBD i e b A 45 R, IR R
S IBD AR LR HIGIT IBD (%2 A
R RAT B R S

1 IBD &J& %!

IBD &AL 52 2%, 5 R Z [RIAR BLAR T, S fm] 25
YA % % R . MCGOVERN %59 % Bt , IBD 25 fiL 1
P SR R R 2R REN S, NS
PRIZH S R R E A W DGR o BN, SP140 72 7T 53
IBD A i JR 8 XU A5 v B PR 22—, LB AN AT 3L
CD 7% E RN A0 I AH DG RE R 38 5 PU I RE I 9
55 , 1 HL23 0 £ 35 W FF B = BE R i 1 T R R ALY
H i AH AR 5T 24 22 B 4 240 4~ 5 IBD & AR A S A ast
8 XU L, HorP 29 30175 UC 5 CD Z [ 39, i
S, Bl T A 2 2 T e R T N AE A AR A
Jr A i & IBD Y SCHE A &R o KB LA mi IR &
B g F2 AR Y P A R ] B R O A S e 1
T )42 fluh i 8 MBS 6 92 2 75 28 ST R M 8 AR A 5 i 35
AR 2 5% BA SR e FTAE T s A S R AR i A T
AN, 3 55 F KL Z A4 (aryl hydrocarbon receptor, AHR)
{75 fIE % NF-«B - C/EBPR 5 54l M 5K B S AE 52 I
APl A BRI R IS 1 IBD H i I 28 2 ) % g 1
R Bt 3 5 il b B A WS A G . IBD & AL
— AT REAE Ay - PREE R B AR T Tsi % 2y i TEMA T T
WS 5T 5 I e R A, 5405 R I, 3K
JBE R A SR B

2 kS EH

NS AR 7 AL AR A, Rk
F ANREREE (14 S 2 Wy 2 B A AR SR B il |, Herp
REBII A5 NAAARE R, e 298 5 N A
AR GNP IR ESE R BT, AR IR TR Y
SE HELIA ] R A AR AR H A ISR 1 B B, X Bk A TR
I — FLLORIA N NG LAERR R A A T TG B FRS5E A 0L
S RS NS A i 2 AR, 294100 7424
SERL T NRME , GG AT EC R RE S PR
B, J A R 0 R 24 T R PR AR S 5 10
¥, LR 2 PP 91 B 24 2 AR BE ALY 150 £,
3B A R R A SRR TR AL S AR LA
FREAR“5F —REPRIH O, T T WA 0 S AR T
JIE BIIE R T MR 2 G2

3 IBD AL

3.1 IBDB#iE A EEFXEL
IBD S AT AR AR A i R A 2L, B

P TR FE o3 A0 e 2R el AR B L S B0 A G
R ZE L5 TR DI RE IS 1S, “ TE B TC R AE 2 LAY
WAL FEMIE T Wi S 5 1BD &4 & B, Wt
RIS REAR LG, IBD B3 i R R A ]
kT o e A A Y R RN R R  FLIRRAT
P S5 28 A = KR R, FRBOARTR] IBD 9
AR RN K I 0 Bl BE T T AR AL I & B [l i R TBD
T T 3 TR TR L A B AR L 25 S, T 45
RUIBD £ 35 I 18 B RE 5 fa i AN REAH EL 20 — 2 AH L
P 5 CD B EBIR TG S8 B LTS5 KT T = B i 3
TN — 2 SRBK, 7E UC R H LIS SRR AR L i
Ji il R E R LI E I b e A e, SR
W8 9 hE R A e R ANt Bl R
LR AT 5200 B R - — Il , SR 3 i S0y A g 1
JNIBD fE 3 % AE TVARIEE 57 K5 B iy AU 2261,

3.2 IBDREEBFFEL

321 IBD v A 4L WF9T R IBD 53 1 B
T BELE ¥ 2H IR %, Saccharibacteria & ] (TM7) . Ab-
sconditabacteria(SR1) 34, ¥ (G B A a7 5 F @ 182D .
AT O BB AT AL 8 T R I i T s, e i
T RAE KR, FECBD 15 AL, I IBD B3 1 e
R AATOCHER 0, HSAE @ HRR A T 1
FEE R B A A, PR e AR A B, 1 7 IBD
HBE R R S B R AN 28 e B A AT B AR AT
SN IRERTA G A R e M E T A IE T B
PR AR K230 1 s 4 B 52 IBD W 1% AL 2
DI = AR B O 1 IS TR PSR DS R Y 2 i
) E R BURE J1 055 s @ 1 s TR RERS v 2 Wil s D 1 i
FREER I SALIBD,, PRI TBD 8 2 75 5 i i3 2 11 s
T, R R - A L

3.2.2 IBD Mg A E 4L IBD & &I BUA I T2 P&
FEF I, P 1BD 227 43 F i LAY T £ 32 12,
S22 IEAH H , TBD 22 4 BH 38 TR A A A7 e 25 5,
RS ERTE R AT L ZC TR 49 (f 45 S R R JE AR D R
Ja& ) FEGE = BE T iR, FLIRAT B A s34 IBD 2219
AN R A RES Ry R A 1, X bR S5 B TR sl 5 A A0,
R T8 TR A 2L R P RE A B RS KL, B AT
T Bt — A 5T TBD 22301 B T8 T 4 A, BT S R 2
IBD Bl 4 B U5 , AR IBD AH SRR AN BXURS: , N
IBD F & P R Am & o

4 FEREBEN—RRIATTHLE

FEH A (fecal microbiota transplantation , FMT) J&
o T 0 1 1 £t o A i (e B R S A B SR I
rh, DU A 1 T i A R 2H BT A BNR YT ARRCR 1 —
FRYATT LR, K F FMT By e S id el B W ) A ot 4
e B v R 40, B BE RS #8205 )ik IR —



22

PHREERI RS54 202448 4786 1Y
Journal of Southwest Medical University Vol.47 No.1 2024

T, BEE B8 ey RO FMT [ i e 2 7
1958 4F, EISEMAN K HC[R] I FMT sGEIG A 1 4 6ilfh
FEETH R A X R B 25 SCHR P 56 T FMT 1938 — 0
HIE AR FMT FEIR YT 5B & P MEHE AR ZE A fF
DAY ) TH R B LT AL, BN A 36 B FDAYRYT R
O IR Bk B B R I FMT AR I TR YT
7 AR IBD iY77 AR B AR )
41 FMTRERFERERT

% £ JC L g 2B R SOR A fd R AR FMT {697
& H TR E R E O B n S s A
AT R R, PRt FMT 80\ A 2 E EiE— R BERE
B AR, AT E— e R AR R A
FIRST TR BFgE K B e FMT J5 3K 45 19 1BD f&
M B, A [ EAT B M Roseburia inuliv-
orans 5 R AE T ZAEMERE N, 0T H & PR A AH DA
P EERR TR RPN R A UK T, B
AL 7 TR bt AR R AT AR B D Be A v A
FMT 5231 F 0] 1A R0 -
4.2 FMT & & FREINEE

IBD A 538 R HAT G ge i VR FH A 0 2 i
LR s S Ay R m RAEAR . I AER , B
SRALHE ustekinumab | tofacitinib 555 245 1) X BLA W 78
B GUBEAI R 7)) e B, (AR R L 18] Y S A o ik
AT O, BFSE Kk BE FMT 38 5 — E R R 2
T ARSI I e e i BIE Y7 1BD MRk . — 7
AT, FVIT 33535 7 3 G 5 20 AR XS 252, FH FMT AR 2 DSS
FERNE R /NRG /N EAIE T CD4™ T 240 M4 K
4 X RIS, 5 RS BE e I BRI — 3, 5 — T,
FMT A 3 5 o 5e A Dy g, FH 2 5k DR A A AR 43
FMT T HA7 200 UC f8 35 1 18 BRE 2 30, b pA ok R Y
Odoribacter splanchnicus (0s) 42 FMT )5 s 300G IR s v
() B8 SO R AR TR, 2 P i (R 2 Treg 20 M3 Ak 75 5
IL-10 3 WA A T B2 DT /)N BRSS9k
JRWT, FMIT A A 3 55 Bt J 44t 5 200 A 522 3o e S A e
WD 9 R R, I R IR - 3R38 R DA = R
FEZZ M, BLAN, FMT v 877 IBD B34 5EAE iR 0
TR Ko (0 2 R A T A A 7 0 AR 1 i e 1)
RES), JAE R Dl L e F B AN & 7\ Treg 205"
B O 9/ IMAR B 11L-18 57 A= 45 Ty 2R 9 2 B A g
JIRF R E 2 FXR 45 A2 R 21 G e 1 VE 5 R A
R 7™ A= R 5 e T 3 2ok S 22 A5 R A2 IR A5 T 50
TR
4.3 FMTEZ LK RETE

Jo I Bz o W 32 o B b R A0 55 A0 i ] i 2
J, FLEE ) 1) 50 B 5 A R T i B 1) 3 a1 R
BEL, FIBD BT S, FMT o] 4 B b B
SERE ., WFIT K B0 FMT J5 DSS /N 45 i b 40 i

[i) B 184 B B RE Uk 4, B E AR N Z0-1. R E M
Mucl Mucd S5 RB BT LT, FMT AR KE
16 7 70 ) B 1 TR AR VT R B i RE AR KX
T SRR B 25 SRk &2 E 1) 1 B B S T B

5 FMT ;497 IBD B

5.1 FMT&ITiRm SRR

1989 4F , 4 — K5 5 T FMT Y& YT UC Y5 191 #1878
Mt ) 2 kR0, SR HRGE W VE & Z — Dr. JUSTIN
D K UC b FREE SRS 4232 FMT AT, FMT{RYT
Je FOR s A TC 2 Wl G DL T RIS 2 i, HLA5 ks
AR K B8 1 sh e R JERY, 2003 4, BORODY %
X6 24 H FIAYT JC RN I UC 535 DL T3k A e 3t
IRSEEHEAIRYT 31X 6 24 BREFEIRITIE 1 ~ 13 4RI B
VHH P S BT s PRAEE AR, | I3 A W~ b 5 0 FD M) B
A 45 SR Ok 5 R . 2015 4F , MOAY YEDI 2505305}
75 AL H B WIIR YT TN G s UC B AT T LA
T2 AR R AR ZEAE FMT FIE /K I A 5 BE A 0 i
55, a0 25 S R R0 4 -5 0 BRI PR 5 PN B 2 i
K 24%(9/38) 5%(2/37) , Il Z (14 17% [I5E
P25 5 (P =0.03), 20174, PARAMSOTHY 255341
ISR, T4 32 A BRI A ZE (8 FMT 697 19 44 £ UC
BEPAE VAR TIRIR S W& (27%,11/41) ,
T 7E $ 52 L BT RS ARG 40 137 UC B AT 3 ik
THARIIBIT RO (8%,3/40) . 2021 4, HAIFER 251
JERGIREE s, 16 Shi UC HRE e TUIR FMT IS4 )54 8
NSEZBE T IR PR 5 N B G2 it (53%, 8/15) , 1T IR FH 22 738 57
B b HA 3 A (15%),3/20) B3k T [R) REGZ f b ife
I — TS AT R B, FMT 5 UC 58 511 R B v %
ik 54.6% , I IR A 53K 35%
52 FMTEIT =% Bfm

2014 4%, KAO S5 LU —Ai X 25 W3R 7 AT A I i
B CD BT FMTIRYT 2 B WG TE LI FMT IR YT
JE ARG T FEEE 4 w I RS INBE SN, X 25—k
TSLATEAY FMT VAYT IG5 IBD 555 15 30 1 1 5 38 ik 362 1
4R 3E . 2016 4F , VAUGHN 25915 19 437 1% 3 1 CD
BT FMT IR YT, FMT J5 % 9 2% ff %35 3] 58% (11/
19). 2019 4E , GUTIN 25 B8I7E %t 10 v CD B 47 Bk
FMT 8975, 3 007 F8 34 H B R S (3/10,30%) , 14
AR R f# (1/10,10%) » 2020 4F , SOKOL 45!
FE R B B AL R U EE  | 2232 (R ZE (8 FMT I35 1)
CD B ETEL 10 w .24 wIh) JoE [ B PR M R 53 5ok
87.5% .50.0% , i3 L et TR 1 £ O [ B
PR G2 ZRANAG 44.4% . 33.3% , %S 50 52 % T FMTIRY7
CD 25— IR AILGT BRI . [RIAF , — T 25 2K 4 prte0),
3% FMTIRYT 5 CD 8 1 R RN %58 79% , i R S%
fifRiBE 62%, 5 UCHBZ ML, CD B E L% FMT



VIR BERIR= 4R 20244F 5478 B
Journal of Southwest Medical University Vol.47 No.1 2024

23

TR ELAT T I 3E S,
6 FMT 447 IBD = £

KEAFTT R, ZHFMT FSCAS K A i A H
A BB, 2000 4F 2 2020 45 1 42 Bk FMT A ¢
AN E W HAE (adverse events,, AE) 238772 B2 FMT 4H
K AE BRI 19% , HrP TS (10% ) FIREFBANE /IE
IR ZE (%) B UL L AR 25 AR OC AE 1 R A AR
0.99% ; FMT A & 2 B A B 2 W 2514 (serious adverse
events, SAE ) [ & A2 %0 1.4% , H SAE 725 Z5 b s 57
P IEOLT & o FMT fi @A E] A BN KA
BWA AR, —BIENT 2 FIH AR A
K AE SAE 5 T2 ML RS . 76 FMT i 1% 54 72
Hh RIS LE B IR R i, AN 22 M AR R AR YT
R ] E &% & P IH AL T R ARG YT IR ] B AR
o R R R R A T IR FMT 3% A DG SAE & AR
o X EAE RS FMTIRYT UC A28 4k & B e
FAERHUARIT T AE & A w, O FMT, i 4E
ZIREGUIY AE K AEFREAR ; =FGST 7 810 SAE &A=
FERSIEIFE S, SR T , FMT 6 —FpAE
Xof %42 (1) IBD VR T SR W (HARATY 5 S 2 W58 25 IRA
T FMT V657 HLRL R, ASBreic FMT J5 12, LAk
— R FMTIR P % 4k

7 INESRE

RIEVER R AR R EAE GRIT R A X
s A R JRANN 3 P E AT A A T T o PR AR
VB IRE T EL 2B R PR IR TR B R , B K
TSV H, IR E IBD KRR M T | B # ™
IR, 4L 234 T T LAIBD RS B, JAEk , LIk
AT RN F BRI B E FMTIRIT 5 AT K
Kt , 2800 R s t HIRYE IBD [ KA
e . RRAT T B ZH R AT I R 25
BRUTHUAR SRR AE FMT Y477 IBD AR 25 5508,
SRS FMT BRAR 790 2, LA 3 81 B 2 e A s
BLIBD MG PRAMAERALIAYT -

8 SE Lk

[11 MAK WY,ZHAO M, NG SC, et al. The epidemiology of inflam-
matory bowel disease: east meets west[J].J Gastroenterol Hepa-
tol,2020,35(3):380-389.

21 A . KIE DR EIZE LR ] R E SN RS,
2015,35(9):741-743.

[3] GOODMAN W A, ERKKILA I P, PIZARRO T T. Sex matters:
impact on pathogenesis, presentation and treatment of inflamma-
tory bowel disease[J]. Nat Rev Gastroenterol Hepatol, 2020, 17
(12):740-754.

[4] NG SC,KAPLAN GG, TANG W, et al. Population Density and
Risk of Inflammatory Bowel Disease: A Prospective Population-
Based Study in 13 Countries or Regions in Asia-Pacific[J]. Am J

(3]

(6]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

[17]

(18]

[19]

[20]

(21]

(22]

(23]

[24]

[25]

[26]

Gastroenterol ,2019,114(1):107-115.

FHVE!, Sk=e, 0, 5 . 2 A= AN S AR TR 13 2 MR
HIRFST R[], Bl 2021,42(19):250-259.

MCGOVERN D P B,JONES M R, TAYLOR K D, ef al. Fucosyl-
transferase 2 (FUT2) non-secretor status is associated with
Crohn's disease[J].Hum Mol Genet,2010,19(17):3468-3476.
FRASCHILLA I, AMATULLAH H,RAHMAN R, et al. Inmune
chromatin reader SP140 regulates microbiota and risk for inflam-
matory bowel disease[J].Cell Host Microbe, 2022,30(10):1370-
1381.e5.

SEAN F, SAMUEL E. Inflammatory bowel disease presentation
and diagnosis[J].Surgical Clinics of North America, 2019,99(6):
1051-1062.

SANMARCO LM, CHAO CC, WANG YC, et al. Identification
of environmental factors that promote intestinal inflammation[J].
Nature,2022,611(7937):801-809.

WS, 20555, & Ft . BRI ASE IR T E RIS I
JRD) IS5 AR, 2022, 38(6):559-564.
KATAOKA K. The intestinal microbiota and its role in human
health and disease[J].J Med Invest,2016,63(1-2):27-37.

FAR A BIRRE NN . NG AE BB E S8 0 R[], A=
1¥2#,2020,40(4):555-560.

WILLYARD C. Could baby's first bacteria take root before birth?[J].
Nature,2018,553(7688):264-266.

NISHIDA A, INOUE R, INATOMI O, et al. Gut microbiota in
the pathogenesis of inflammatory bowel disease[J]. Clin J Gastro-
enterol,2018,11(1):1-10.

SHI N, LI N, DUAN XW, et al. Interaction between the gut mi-
crobiome and mucosal immune system[J]. Mil Med Res, 2017,
4(1):14.

QIN JJ,LI RQ,RAES J, et al. A human gut microbial gene cata-
logue established by metagenomic sequencing[J]. Nature, 2010,
464(7285):59-65.

FRANZOSA E A, SIROTA-MADI A, AVILA-PACHECO J, et al.
Gut microbiome structure and metabolic activity in inflammatory
bowel disease[J]. Nat Microbiol ,2019,4(2):293-305.

LI MF, YANG LJ, MU CL, et al. Gut microbial metabolome in
inflammatory bowel disease: from association to therapeutic per-
spectives[J].Comput Struct Biotechnol J,2022,20:2402-2414.
GLASSNER K L, ABRAHAM B P,QUIGLEY E M M. The mi-
crobiome and inflammatory bowel disease[J].J Allergy Clin Im-
munol,2020,145(1):16-27.

ZHANG SL, WANG SN, MIAO CY. Influence of microbiota on
intestinal immune system in ulcerative colitis and its intervention[J].
Frontiers in Immunology,2017,8:1674.

IMHANN F, VICH V A, BONDER M J, et al. Interplay of host
genetics and gut microbiota underlying the onset and clinical pre-
sentation of inflammatory bowel disease[J]. Gut, 2018, 67 (1):
108-119.

ZEPE, B, WA, G W E R S E R R AE
g R IR S R[], B i R 2%, 2021, 30(1):
10-15.

BOHAZS  XIRAL , 1Tt , 55 IR B S M E TR RE EL S AR (],
rRER A AR, 2019, 31(12):1465-1469, 1474,

YANG JM, PEI G, SUN X, et al. Rhob affects colitis through
modulating cell signaling and intestinal microbiome[J]. Microbi-
ome,2022,10(1):149.

THOMANN AK, WUSTENBERG T, WIRBEL J, et al. Depres-
sion and fatigue in active IBD from a microbiome perspective—a
Bayesian approach to faecal metagenomics[J].BMC Med, 2022,
20(1):366.

THAISS CA, LEVY M, KOREM T, et al. Microbiota diurnal
rhythmicity programs host transcriptome oscillations[J]. Cell,
2016,167(6):1495-1510.e12.



PR BRI B4 202448 55478 1M

24 Journal of Southwest Medical University Vol.47 No.1 2024

[27] QI'Y,ZANG SQ, WEI J, et al. High-throughput sequencing pro- 2018,9(1):5184.
vides insights into oral microbiota dysbiosis in association with [47] LIMA SF, GOGOKHIA L, VILADOMIU M, et al. Transferable
inflammatory bowel disease[J]. Genomics, 2021, 113 (1 Pt 2): Immunoglobulin A-Coated Odoribacter splanchnicus in Respond-
664-676. ers to Fecal Microbiota Transplantation for Ulcerative Colitis

[28] XUN Z,ZHANG Q, XU T, et al. Dysbiosis and ecotypes of the Limits Colonic Inflammation[J]. Gastroenterology. 2022;162(1):
salivary microbiome associated with inflammatory bowel dis- 166-178.
eases and the assistance in diagnosis of diseases using oral bacte- [48] LAVELLE A, SOKOL H. Gut microbiota-derived metabolites as
rial profiles[J].Front Microbiol,2018,9:1136. key actors in inflammatory bowel disease[J]. Nat Rev Gastroen-

[29] READ E, CURTIS M A,NEVES J F. The role of oral bacteria in terol Hepatol, 2020, 17(4):223-237.
inflammatory bowel disease[J]. Nat Rev Gastroenterol Hepatol, [49] ADEER, LM, SV R W7 b R BRI S SRR ST 2R Fe 1],
2021,18(10):731-742. A AT LS4, 2008(29):3316-3320.

[30] NEWMAN K L,KAMADA N. Pathogenic associations between [50] MKZUE, T fHE, FiE, % 2/ N SR I 45 17 78 TLR4
oral and gastrointestinal diseases[J]. Trends Mol Med, 2022, 28 (5 Sl I R SRR 2 )], o B A&, 2021, 33
(12):1030-1039. (3):256-263,270.

[31] ROJASTAPIAS D F, BROWN E M, TEMPLE E R, et al. [51] BENNET JD, BRINKMAN M. Treatment of ulcerative colitis by
Inflammation-associated nitrate facilitates ectopic colonization of implantation of normal colonic flora[J]. The Lancet, 1989, 333
oral bacterium veillonella parvula in the intestine[J]. Nat Micro- (8630):164.
biol,2022,7(10):1673-1685. [52] BORODY T J, WARREN E F, LEIS S, ef al. Treatment of ulcer-

[32] CHOW D K L, LEONG R W L, LAI L H, et al. Changes in ative colitis using fecal bacteriotherapy[J].J Clin Gastroenterol,
Crohn's disease phenotype over time in the Chinese population: 2003,37(1):42-47.
validation of the Montreal classification system[J]. Inflamm [53] MOAYYEDI P, SURETTE MG, KIM PT, et al. Fecal Micro-
Bowel Dis, 2008, 14(4):536-541. biota Transplantation Induces Remission in Patients with Active

[33] ROSTA K,MAZZUCATO-PUCHNER A, KISS H, et al. Vaginal Ulcerative Colitis in a Randomized Controlled Trial[J]. Gastroen-
microbiota in pregnant women with inflammatory rheumatic and terology. 20155149(1):102-109.¢6.
inflammatory bowel disease: a matched case-control study[J].My- [54] PARAMSOTHY S,KAMM MA,KAAKOUSH NO, et al. Multi-
coses,2021,64(8):909-917. donor intensive faecal microbiota transplantation for active ulcer-

[34] HILL JE,PENA-SANCHEZ JN,FERNANDO C,ef al. Composi- ative colitis: a randomised placebo-controlled trial[J]. Lancet,
tion and stability of the vaginal microbiota of pregnant women 2017,389(10075):1218-1228.
with inflammatory bowel disease[J]. Inflamm Bowel Dis, 2022, [55] HAIFER C, PARAMSOTHY S, KAAKOUSH N O, et al
28(6):905-911. Lyophilised oral faecal microbiota transplantation for ulcerative

[35] ORON G, YOGEV Y, SHKOLNIK S, ef al. Inflammatory bowel colitis  (LOTUS): a randomised, double-blind, placebo-
disease: risk factors for adverse pregnancy outcome and the im- controlled trial[J]. Lancet Gastroenterol Hepatol, 2022, 7 (2):
pact of maternal weight gain[J]. J Matern Fetal Neonatal Med, 141-151.
2012,25(11):2256-2260. [56] CALDEIRALD F,BORBA H H,TONIN F S, ef al. Fecal micro-

[36] WANG JW, KUO CH, KUO FC, et al. Fecal microbiota trans- biota transplantation in inflammatory bowel disease patients: a
plantation: Review and update[J]. J Formos Med Assoc, 2019, systematic review and meta-analysis[J].PLoS One, 2020, 15(9):
118(Suppl 1):523-S31. 0238910.

[37] SKAEAJOET , EEL. SEEBEREES D5 IURARE]. [57] KAO D,HOTTE N, GILLEVET P, et al. Fecal microbiota trans-
hENEEZE,2012,18(9):930-934. plantation inducing remission in Crohn's colitis and the associ-

[38] VINDIGNI S M, SURAWICZ C M. Fecal Microbiota Transplan- ated changes in fecal microbial profile[J].J Clin Gastroenterol,
tation[J].Gastroenterol Clin North Am,2017,46(1):171-185. 2014,48(7):625-628.

[39] EISEMAN B, SILEN W, BASCOM G S, et al. Fecal enema as [58] GUTIN L, PICENO Y, FADROSH D, ef al. Fecal microbiota
an adjunct in the treatment of pseudomembranous enterocolitis[J]. transplant for Crohn disease: A study evaluating safety, efficacy,
Surgery, 1958,44(5):854-859. and microbiome profile[J]. United European Gastroenterol J,

[40] WRIGHT EK, DING NS, NIEWIADOMSKI O. Management of 2019,7(6):807-814.
inflammatory bowel disease[J]. Med J Aust,2018,209(7):318-323. [59] SOKOL H, LANDMAN C, SEKSIK P, et al. Fecal microbiota

[41] CARLSON PE JR. Regulatory considerations for fecal micro- transplantation to maintain remission in Crohn's disease: a pilot
biota transplantation products[J].Cell Host Microbe,2020,27(2): randomized controlled study[J].Microbiome,2020,8(1):12.
173-175. [60] CHENG F,HUANG Z,WEI W, et al. Fecal microbiota transplan-

[42] PARAMSOTHY S, NIELSEN S, KAMM MA, et al. Specific tation for Crohn’s disease: a systematic review and meta-analysis[J].
bacteria and metabolites associated with response to fecal micro- Tech Coloproctol 2021 ,25(5):1-10.
biota transplantation in patients with ulcerative colitis[J]. Gastro- [61] BAXTER M, COLVILLE A. Adverse events in faccal microbiota
enterology,2019,156(5):1440-1454.¢2. transplant: a review of the literature[J].Journal of Hospital Infec-

[43] VAUGHN B P, VATANEN T, ALLEGRETTI J R, et al. In- tion,2016,92(2):117-127.
creased intestinal microbial diversity following fecal microbiota [62] MARCELLA C, CUI B, KELLY C R, et al. Systematic review:
transplant for active Crohn's disease[J]. Inflamm Bowel Dis, the global incidence of faecal microbiota transplantation-related
2016,22(9):2182-2190. adverse events from 2000 to 2020[J]. Aliment Pharmacol Ther,

[44] CHU N D, CROTHERS J W,NGUYEN L T T, ef al. Dynamic 2021,53(1):33-42.
colonization of microbes and their functions after fecal micro- [63] ZHOU HY,GUO B,LUFUMPA E, et al. Comparative of the ef-
biota transplantation for inflammatory bowel disease[J]. MBio, fectiveness and safety of biological agents, tofacitinib, and fecal
2021:0097521. microbiota transplantation in ulcerative colitis: systematic review

[45] COHEN N A, RUBIN D T. New targets in inflammatory bowel and network meta-analysis[J].Immunol Invest,2020,50(4):1-15.
disease therapy: 2021[J]. Curr Opin Gastroenterol, 2021, 37 (4):

357-363. (Flzsmhze: %)

[46] BURRELLO C,GARAVAGLIAF, CRIBIU FM, et al. Therapeu-

tic faecal microbiota transplantation controls intestinal inflamma-
tion through IL10 secretion by immune cells[J]. Nat Commun,

(588 H 1. 2023-03-09; &[0] H 1. 2023-08-12)



