BRERKZFR 2024,45(10):147~154 DOI: 10.12259/j.issn.2095-610X.520241023
Journal of Kunming Medical University CN 53 -1221/R

EMHIFE = TEEBEXN RIEEF RN A=

B, BN
(RPEHXFE—WBEERELAF, =& 28  650032)

il

yl

[(HE] RAEMHK (inflammatory bowel disease, IBD)&—Fi kAR 51 E S RE RO , B 87 & R L
MARTERE, B ARG FEBL AR R, S IBD BIRIF TR TH MR, —aRE ses B R %
frREL B FE A G, A IREE T, R A/ BB WIIRTAR YT JOR 22 sk b K P R N 2%, ASBESE 43 il s 1 itk
. MPRE/R, WMHEHAEYR B IBD kA kB R, HATBeAE A PG £ il 50l a5 0 T [

o ZEPFEAE (fecal microbiota transplantation, FMT){E by —Fi 2 i 8 3 I T8 A S 0BT UG YT F B, 76803 IBD
SRR . PRI YERRR IR N R A A B GUR G T B — BT A AEAEYRIRI B, FMT 8 IBD B
MRS Angar e, OB R N AME SRR ST B, b FMT 72 90 dl R R IG 97 IBD Ay . I AT PSR 4R (it 2
ARTE

[RBEiIR] SAEMENR; ZEWBAE; EYHIR; HiEEE

[RESES] R574.62 [TEERER] A [XEHS] 2095-610X(2024)10 — 0147 — 08

Prospects of Fecal Microbiota Transplantation for
Inflammatory Bowel Disease in the
Context of Biological Agents

NIE Zhongshun, MIAO Yinglei
(Dept. of Gastroenterology, The 1st Affilited Hospital of Kunming Medical University,
Kunming Yunnan 650032, China)

[ Abstract] Inflammatory bowel disease (IBD) is a chronic, non-specific inflammatory condition of the
intestines, and its mechanisms are still unclear, with effective treatments lacking. The advent of biologics has
opened a new chapter in the treatment of IBD, with some patients achieving clinical remission or even mucosal
healing. However, in clinical practice, there are still quite a few patients who either do not respond to initial
treatment or experience secondary loss of response, making it difficult to fully control disease progression. Research
shows that changes in the gut microbiota play a crucial role in the onset and progression of IBD, and they may serve
as predictive factors for assessing the efficacy of biologics. Fecal microbiota transplantation ( FMT), as a new
treatment method to restore the gut microecology of patients, has shown some effectiveness in improving IBD
symptoms, inducing and maintaining mucosal healing, and even achieving histological remission. What does the
future hold for the application of FMT in IBD patients in the era of biologics? This review will summarize relevant
research results from both domestic and international sources to provide a theoretical basis for the potential and
feasibility of using FMT in treating IBD during the biologics era.
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2 0E T 19 9 ( inflammatory bowel disease, IBD)
F BEALFE 595 M 45 1 R (ulcerative colitis, UC) il
758 B (Crohn’ s disease, CD)M, IBD B & FHHL
HHAERE, Hd, SRR . RIERY
& IBD KA KRB EZEA TR, M4 R4
PLARAE A 5~ A B8 W LR Wy i R03R 97 IBD, &0 T
B AR Im IR S, ARG 7 IBD I & 3
BN H R FRVE, TR Bk A 2R 2T L R
i SN RS Y A A AR Bk s R R
TR HARIGR Y7 SR W LAV /D B3 e A= 1y il 0] v iy
Kyl @, R RIS, iR RS 5 IBD
)R R, Forh 7 J 5% i 7 R (short—chain fatty
acids, SCFAs) & £ (L HBRRFWITFEHE) 5
IBD AR Wil 5 0 2 R B AEAH G . DR RIS
#H (fecal microbiota transplantation, FMT) i i1 5 ¥
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Y Rr 28 ik 1 T B S O TR AEAE TS o H R o e
RS9 9 IR B8 22 R SCRF o AR LRkl B4k
FMT 7 IBD 458 AAH A5, AW 76 A= P il 37
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1 &EWHlFIET IBD

A=W 0 ) B IBD AT IR R . 4%
KA HIFIER T 1BD RN RISE A5, 4 BH BT &
iE AR OGRSl i, R IERAE . HAT,
FHT IBD IR 14 A P ] 37 32 B4 45 BT R SR E A
F & ( tumour necrosis factor—a , TNF—a ) FT 1K .
Pl a4 B7REEGRIUEL. PIEAIMAFK 12/23 (inter-
leukin , IL-12/1L-23)HfASER . 2007 4E3 [ 5]
A TNF- o B0 RERT AR 114 A5 4 o) 77) 9 5 ) 7 B
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RED KE] UC, BJG TNF- o YBT3 A B 58 B i
{A (adalimumab, ADA). IL-12/IL-23 ff) & 7] 4 3
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IK ¥ 12 25 (5—aminosalicylic acid, 5-ASA). B i
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I [a] A Y AR D I 25 AR AR 20 — T ) St e 3k
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detes) AR E 1 ( Proteobacteria) /W 8, {#ilpiE
PR P 52 3] i R T FRZH K-, 1 20 tiE4d 80 4R AR
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BEHLX R AT, %P5 R o M2 IR
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B, HoAXt TNF- o A1 UST 7 A 725 A S8 5 2%
i 32 VR G ( Prevotella copri) FREEE, Jiang
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BFHEAT FMT? —IR40 A 69 1135 21 CD 835 T
MEPERFSE R WY, FMTIRYT IS 31 H AIE R CD
BE FMT 28 —y7# A shny e ), Hr97E 748
FFER— K FMT WIIm K S L, — T A 30 i —rh
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167 4 A e SE I AR A R B W b, 8
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AT I ks 42 i AR PR 2 1 380 A6 Ay At A= 1 )
TBIT A Ko & A VeI, FMT ] fE & iX — I
By ik s, — Wik A BoR Y, 16 uc B
PATFX 345 T 3 a DL A 4ERr 200 . (HZ R By
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PRNE, AR T RA PR R &I R a7
FMT. 7£ 8 #4172 K FMT J5, W% Mayo ¥
Gy 14y, WhiESEAENT R, H5 FMT Rt L,
ADA ZK P T B Mk — 2 (A 79 ng/mL FE 2 29
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#FEIRIT R MRS . B, X TR - E UG,
FMT 5 5-ASA R i85 5 o A= W 500 69 ek 1
MAEAEY RGP BIE], 257 FMT ] e 2k
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o 5 A S M B R (immune—mediated colitis,
IMC) 51IBD A AHBLZ AL, 2R FH Ry UCHE
RO . MRS . I SR #EE) B, 2018 4F—T0
KT FMTIRYT IMC (T8 A BLEY, FE#E4T FMT
e, 2 BB ARG N B T e, FEAE T OBUSAT
#i ( Bifidobacterium) . U #F & ( Bacteroides) %5 A 25
BRI . 2024 4F— T4 A 12 4] IMC (85 1
WFFE RIS, BRAEfd FA e BOBCGR A —ZIRYT
fii F IFX BE VDZ AR Sy — 4 S 55 30 1 570 6 95 2% i
 IMC 83, FMT 1E 8 3 50a 97 19 I R 22
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2tk 2018 4F, —I4NA 2 I FMT )7 JL2E CD

i) meta 73 B Box, FMT¥RY7 LI CD SRS
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et vCDI I Z o AT RE MR T B 2 B, IR
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3.4 FMT 7 IBD & HRER E P HIIETT

VAR, FMT LEI6Y7 AR MEIR 25 7T 14 R g
(elostridioides difficile Infection, CDI)J5 TSI H} 51
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and Drug Administration, FAD) Jf J7 4§ g 000,
2023 4, — I AL BASIBIE 5T Y g A 35 91 O
CDI 1y UC & % #3647 FMT, Il K 28 % 2 45%
(16/35), A MEREM ™ EA R HM. [,
— T4 A 113 431 CDI (%) IBD S 4T FMT 1Y
Z L BAIIIFFE Y R, CDIIR AL 71%, TG
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PR BRI 28 (5 B E AL L 2 2 3R (04 B B #E FMIT
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— PRI IERE
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