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Research progress of intestinal microecological disorders caused by
antibiotics and the treatment
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Abstract: There is a variety of gut microbiota in human body, which is closely associated with the health and
disease. Normal gut microbiota can produce colonization resistance to pathogens. Antibiotics can affect the
composition of gut microbiota and change the intestinal microenvironment, resulting in intestinal microecological
disorders, which in turn cause intestinal pathogenic infections and other diseases. In this paper, the concept of
intestinal microecology, the mechanism of intestinal colonization resistance, the effect of antibiotics on intestinal
microecology, and the treatment methods were reviewed, aiming to provide the information for the rational use of
antibiotics and the development of more effective treatment methods to maintain the stability of intestinal

microecology.
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HR 0T BE 5] i T AR A KL, 3T T B0 T R G A %
I8 1R R A, R b A4 4 i T8 Tl A 385 11 5 8 5 T35
i B TE i 1 1 o A 2 O B
1.1 BEMESHEEMEAR AMHEHEST
A 500~1 000 2 A 41 B, 45 K 2 Ky T8 41 1 D9 RS Y
Ko B E A AR B ARl K B AN RN, 5
TETT B K AR OR sFT s 78 i e RAE N, i ot
90% ) 7 T8 4H 11 J& T 5= 2= PH PR B BE TR ] (Firmicutes)
A 22 B P OFF B 1] (Bacteroidetes). 2% 1 1]
(Actinobacteria) "2 JE. & '] (Proteobacteria)~ e B |']
(Verrucomicrobia) 8 ¥ # |'] (Fusobacteria) & IR 3%
1M AT 1] 3 ERAE AT E R (Bacteroidaceae)«
WEHIKIKE R (Prevotellaceae) B EFL (Rikenellaceae)
FNE 50 B B (Porphyromonadaceae). J5-EER | ) 1
KA ZFAL, FLEUFERE N (Clostridia) F 7 44
(Bacilli)~ 7= 2 10 W 9N (Erysipelotrichi) 1 ¥ 14 B 24
(Negativicutes). FH & —Fp#R b LA 4H 15 B A, £
F5 B MR e B (Lachnospiraceae) ¥ & W B} (Rumino-
coccaceae) ¥ ¥ £} (Clostridiaceae)~ 7 B 17 B #% b6 Bl
(Christensenellaceae) i AT & Bt (Eubacteriaceae) FiH
EEER B BL (Peptostreptococcaceae)® . AN i B N Y
EE R ERARKRESR. A4WREHAERZ,
328 i (5] i IR 2, 3 i 1B iy R 25 i o R R s Y A
F AW E RS T IE BB AL T B IR, T
T B X 25 N AR & Fh D e 8 7, 38 B A A 1E 32
A EAER, B — M AL EAR . 5 AKERAR
23 000 ZNEFFLE, AT, iE E RS
2330 3N, 3X 3R B Y T B AR N SR B e e AR
BRI E R szt . Bz 1 B A 20 FF 1 B ey EL 2 BBk
F 8N, R WL TE 7 R R G B S R AT .
1.2 BENMESHEHNSHEERRE BEME
25 T BRI S5 B (AR A T R TR B ) 5 AR
fi% (colonization resistance). X Ff 5 i 4 F AT DA 410 i)
IR EAEIE N EME . SMAY (PR R R
A 700 PR FR 03 245 0 R PUAS #h e 254 T 5 R i 1E
TR T 2 P A2 A K R BT I T AR AR, AT DA AU
P 5L R 7E i 38 N E HE T R 2% 5 R i TE IR G AR A T L
2o iy B R SR A E AT B AL A R R 52 4 B, ()
FEAIE WP YR 6 G 8 TR SRR IE B R ) 52
B g s S5

J¥7 3 AR 3 WA PR 0 TR P o R R T D R
(short-chain fatty acids, SCFAs). IH71 & (bile acids) 4f
W 2% (bacteriocins) %", SCFAs &= % i 41 B JC S 1 i
e R, A O G HRRATT IR T
IR 72 i b Bz 20 M i) 3 BB SR, 8 I B- A AR 4

Rl IE P I R A AN 7E pH EBIRET, SCFAs 1 2
PLAE S B AP AE . X Le e v 252 =0 R vT LLE i 1)
BT B0 N AH B R T, A P pH AR, AT A 4
2 B AR AR Y. PRV R A PR, b AR
PRI HE NI E . K 45 & B iR
7% (primary bile acid) 7 1] JI7 1€ 3 4 55 WS, T HeAx
() 25 & B 4] R R B2 PT 48 J TE B B v 1 TR 26 K A I
(bile salt hydrolases, BSH) 7K fif £E il i 125 7 ) ¢ JIH 71
RNV, Ui B B A R AR R B gk 1 AR A s AR, b
AR (FERRRFATE) @ 7- R 1
R B IR E TR (secondary bile acid): Bt %
JUELR RO A HELTR o 4P T 30 ok A TR 440 T 4 i 6% it s 4
B Pt ATV 22 AN B R A R AR RS
G R R MR TR OB T AN LR T AR ER e —
bt o5 78 A T B R A VR R RK, BT DA 17 5 B
EER) EEAAEK . HERKREIRTZ, B
TP A% R 1 AR U AR I 7 4 B T AL B SR R AR 4l
P o T PHPE R A A R F R ILRR B (ALK
PAANFULAT ) A — SeBEBR B 7 A2, 55 22 R B 7 AR 1
R R FE BT, TR A T EEA
Jig colicin FIMIL 73 & JIK microcins!

(] — A e P 4 T 36 R AL B SR I, WO
Ji5 B LA Y T B A R AL A A i B R R . o
FLF B, NAR K 3R A B T R T I 208 %) v ) =2 ]
Ff) B P K W 25 B O157:HT7 A K, X BP0 i 1
FH AT D38 s 78 155 77 J5 v s 0 e 20 R R e, AT A LA
WK Z A8 7R 50 G ok R BREFEIR AN, A F K
J¥ 35 A5 T B R R F B T B R A RIS E R SR
G ] AR B E TR, Wk S .

B 5 75 B b B R T R % BB E (mucin) 7R
Ji B S R Y S — AN R BB, v A S L
P Pe A 9 0E WP, i R E R A E A
SER IR, 2 FBUR R F eI 0. 4 i R
FEER = 8 TR, WE R E H B 58 2 R (Akkermansia
muciniphila) W2z ARG AMNE NE F=RY0, 1 b B 3%
THI 220 8, 5 8500 IR 1 S e iy b R 2, ke it
905 JoE BT ) E R o A SUSORT B T R A R D B
WRZ B0 . DR, i 1 oA R BT i 3R T & BT
P 5 HEE (1) TR Y

J 8 A 2 TR B T B A B B AR S R R
Ko FEF SR8 R 2 g AL ) R R R,
J¥ 38 B S 18 P RS B A BAE S 80T &
G TR I R AEPY . DL SSRE M g i A, AEAEAE
WAL Gy BPE R R (W NOD2 B, ATG16L1 5E4%), i
A 2 A FH B 1) e T e 2 T B A B A 4 R
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B3, B R 1 TR R A B AN L R T e 2D AR T AT T
% o XLl TE B R A S A T R B e 3 3
Th17.Thl A1 Th2 74 47 g $ & E 3, 4 5 15 T 40 i
(Treg) 40 MU KR T, DLAC R MR MR %, & 33
1 I J 38 98 RE FHZH 24515520
2 MERMBEMESHFMm

PUAE T IE IR T 40 T IR e i R T R AT R 24
Yo SRIAEIRIT L FE R, CRRPUAE 2R WS i 36 43 ]
RE I8 E I A 45 i, 3 350 18 T R 1) 22 R A M = 2 B
I, AT AR FMT 2495 5L v A 1, i 3R 24 2 A
(antibiotic resistance genes, ARGs) 1, 7 5|2 iz 15
AR EAL, A& FBUYIE R 5 R D BE S (B 1).
RS AR LA H S, XS AN B 56 A 447,
XA 8 A A I SE IR AT BEFF 82 6 1 H 2 24
21 MERNBEEFEMNSN I EE AT
4 i 38 T R R RS B X A R T T R E R o R AE
EHUE R SBIRZMAE R, S 8P0E R MR NES
(antibiotic-associated diarrhea, AAD) 5% I 1 & A=12,
1M AAD 55 LA J5 PR 2 B R HEAR B I s (Clostridium
difficile infection, CDI) T £, & Xt 4R B v J Jl 12
F, AEA T RN E A T R, IR I R R 3 TedA
M TedB EHBIRREE F4 . BrAd =T &5
I 32 X HE AR TR 1 58 I R FTRR 28 (succinate) /=42, il
W IR IR Eh DRI BEAFAE T/ B 38 R A b,
F AR 35 & B, 3 1 3 BOR AE AR KR
FEPO . BT AR 0 T T R A S AL DR R R BEOR AR 51 R R A
FEV I TIRE (Salmonella enterica serovar Typhimurium)
E T IR 7 R o XR MR B A B A5 T VD 1) IR R AE A
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N AMRMETRIR (sialic acid) LAME MBI, (REHEG. %
S A AR YR R L T R R TP > R, 2 T
WA B (Bacteroides thetaiotaomicron). 1 F4f ¥4
2 SN o 2 R AT E R, S BURIE N il
T VA Y 2 ) AR S T, N T A 19 o Ji T ) 8

SR, AR AR 3000 i T TR A 2 77 AR AN IR R S 1
FEGEYRAIAE AT B E B RS 2 EUR ) LRE R RN
Jig 017 25 B R A4 SR B R 0, i o B i B 1 AR VR R A
Iy (regenerating islet-derived protein Iy, Regllly).
B-Bii il 2 (B-defensins) A1 H 42 17 (interleukin-17) 5
JI7 1 285 I T A 2 v B B O RO R R A D
RIS 72 AR R PR IR 8] P9 A AR 3R, e il FR A2 28 LA, 40
S0 T TE T A AR IR, T X B R R
xf AR S S RIS UAE 3R I 2L BT TR B, Bkl
PR AR T 2R, 2L 18 R - LA 2 R R
A . — T T 44 )L E R BE SR, 1 2 )
AR NERRPUAE RS 6.7 & I BN Z A7 75—
ERIEY, XAl F R KN B RPUE R B LE &
A R (14 7 T TR T, LR E A TR0 B R A R D
D AT TE 1T AN A TEAT B T 140 18 1 2 L ARG (1 _E il P
B ER AR A A ekl o X SRR A 5 W M S S R 1 7
TR L B 5 A 1 0 B IEAH OGP 0 F g T
WA 2 170 T8 24 1) R85 FH 24 1 ) S i A R AR AR AT O3
Hr L, 168 rRNA 5 DUEUR K A28 4k, (B i 18 3 B %
FEPE YD, F T AT B TR 5 BE B 1) 20 A 1Y L f51) 484
Tve B S0 PRS2 T 400 A3 PR A O AR A I D Bt
2% J T8 B R P 2H 80 AE RE A . Panda S5ECRT 5T R,
RS H W R B EES S RIEAAT W E, 7

Reduced diversity of microbiota and
* thinned of the mucus layer
@
~ J
. | *Colonization of pathogens + Immunity  * Metabolite
Release of toxins v Regllly 4 Primary bile acid

Invasion of host cell v f-defensins ¥ Secondary bile acid

Inflammation N vIL-17 v Glucose
v ¥ FFAs
; ASialic acide® _ . ¥ SCFAs
4 Succinate > C. difficile

Figure 1 The impact of antibiotics on the intestinal microecology and the colonization of pathogens. C. difficile: Clostridium difficile; S.

Typhimurium: Salmonella enterica serovar Typhimurium; Regllly: Regenerating islet-derived protein Illy; IL-17: Interleukin-17; FFAs: Free
fatty acids; SCFAs: Short-chain fatty acids; TcdA and TcdB: Two toxins released by Clostridium difficile
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M 45 24510 J5 60 K 215 25 J5 6 A H 178 o i 1 A8 4k, 45
TR, FEAE TR V0 B 5 R B, Wil R IR 2 A
PEAE S 29 173, Horg 5 B R E B B E T R
2o 6 H 5 R IRAL F AR [F R 2= R VD B, B TE B
FEA R AR A0 5 2 1T 280k, F B A Dk & IE 5 11 3 R B
A R AE 245 6 N S E T VD BN i T B R I
MK IR ALE

PUAz 25 A0 AT LU 38 B B AR AR AE A, B4R £ 25
AT RN o — e AR FARIE B AT LRI 25 40 B ) AR
Koo MRIEZ R — P G B A 2, 0 g 2 B PR A A 22
FH 1 240 T 2 AR 1 . 2445 61 191 T I RORE IR B I
e i) BB R P B, e TR 3 i 1 v A 5 SO R 1 7 Y
FR) T 2 T 5 B A 3 N7, AE 5 — AN X A R T R
[ 12 B3 B/ NFEARTT T, KIS T WK 2 RVR T I
B T 2T B A B A g e R AR
B — P T WS PR 22 1 RS LA 2R AT AR R
B8 22 IR B8 SCRFRIAR B 2 AR . 7E 1S 5
WILR G A /N B e v, R A BE AT R B )
SRR A 1T 00 B RD S AT B A B ) EE R . A
F— WA, 19 61 A AN [R5 38 A I Y
N R4 B S, i v LR TR 1 = R RS, E 2 B
Z PTG I B AR,
22 MAERMBEMFENII 7 E M5
b B A L T AR A R F AR T RN R )= 2R
P Ak R ] DS 1 1 W 8 AR R AR A A i
A 358 SR 52 A 75 2 06095 Ji7 B 1% € AL - Theriot 55!
(AR 4 27 20 B 3R B, o AR 3R AT I 3 5O /N BRU E
A AR 2, R R AR R L AT (glucose)-
I 25 6 W72 (free fatty acids, FFAs) 7K P FEAK, 1M %) 2
RRBR KV T AR MEAR B AT AR A BiA: = 8 S 1
/N BR3P A, A R a2 R
W B A R R 2 R BR A A T AE R, DA R R kA K 1)
TRV, G H B B RBE L AL AR IR . AR RN
F1%) 0 T Al A K5 P TS A o T A U 5 A 28 R A R TR
R B A R AN A R AU B, DTS DR O 4 I X e 4R T 1)
Gy . Faber W BT R M, B H XIS
B WmE T gt S 8 — FA A A B (inducible nitric
oxide synthase, INOS) )25 K35, AT/ B & W
F A A = A - LW TR AN 28 W TR 1 R R M, T A
F AT 1 FUE AR R A ] O R SRV T IR 42
ft 7 piE e ML S . WiE 0 KA B R IR A 4
R A SCFASs, 1Mif SCFAs W] 4k £ i b iz 5¢ B, {id it
Treg 20 f (1) 73 A6 ATRR R, DT 184 56 17 T8 45 55 o T
P E A HIPE . Smith 25k B, 285 B R e el 5 o B
VEIT I/ BUE W 1 SCFAs ¥R 5 23 B AR, M 1 384 i &k

SR i TR A i 1 2 R AR
3 MERSIEMEMESKILETT

HATA PR R IEMAE S ZEL R 25 R
s AAD [P 4, T CDI A& 51 2 AAD [ F 25 K . 4
bl A S R 51 RS 1 B Y5, CDI 5] 1 B 5 I PR 38 B
BN E, IO P E AR 5 i 2% Uk I A
P I AT EOAE, FE A2, T CDL gl EE Y AAD B R 5
AEC I R I B AN, O SC 32 R CDLYR YT I 7e 3k g
31 MmEER IGKFIEBEIT AAD BT IFHIUER,
XPREVRYT o &HXT CDLIRYT 7k 2 Fh 2 FF, (HHUH A
ST ISR 2 CDL R & ik, WA o & & 2 IR B
TR COLTBUEIE R H A2 . Bl T ERIBST
B F v L 2 M9 T o R EK 2 AR AT A
VR R AR, AR RN 2 BIRyT RIRE N K
FEgE, U T FAE CDIE S, MUX Rt ZATH
1E NG YT CDI I B i 25, B 21 — 83097 A 28 i
Ay A8 RS MR o B R SR A R AT
222425 (Society of Healthcare Epidemiology of America)
WAL ERZIENCDIM —RIG T4 . REEMZ
i 5B 3 B R (Food and Drug Administration, FDA) 7E
20114 5 A fibEARiL B R A TiRJ7 CDI. FEE R
PUR TR 22, HP i i Ve = B OIR 2R AT B, HO
XoF i 3 TR 5 TR R PR 5 0 50N, O B CDLYR T ) i
FEIEFE. — TN 1 105 ] & 35 BUE BE LA IR 56
(RCT) HEEIR 7 A HERANIEIR T R IIT R, 45 R
KPNEBFEZNIEARIGEEAMET HEER (0Hlh
88% A1 86%)"“ . [FIINF, M%< B4R IL B 2 4L (R K
AR IR R 71% I 535 8 B Fe 2L Im IR 22 i
(RIT RIS R 2/ 25 1), M s & RKA XA 57%
1) £ 20k B R SR e R 2 T
32 mER S PA 441 (World Health Organiza-
tion, WHO) #4 & 4 B i€ SUA“ 145 T A2 108 B I Be 45 1a
TR AR R A AL TE AR A A B A T ek
G W 1E N R R AR A, R AR R AR A
(4 SCFAs) K4 M 3 %% 71, JFid i e M hu v HL
(N 5 3578 TR0 0T T JIE TR e AR 7 A e 1R IR )
T B T I . 28 AR TR T TS AAD S %2 4 HoA &K
Mo 752 Fh a8 A B, A0 B IREEBEB (Saccharomyces
boulardii) R 5 2= # FLAF 1 (Lactobacillus rhamnosus)
XF AAD BT By R 3 4 o iR Am G BE B A
CDIIE T 9T R0 YRk i McFarland 255456, £ 5142
FIRIT W ARG ST J5 , B R M GE 22 4 8 i B A e IS
BeBEEE o, CDI & A F 2 & & R (K. BEAh, Gorbach
SEPUE IRAE e PRBH JE ik S T B 280 LA 18 7R H,
B 7 AEIR T MEYE T CDIL 7 TH B A a5 4F FH A6, B2 0 L
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AT B8 E i B AN P B R R VB TE IR AR E Y. BR T
B35 A AR, AR AW R T Y
K — BT Ia] o A W8 R FLAT A 11 3 25 1R V&5 ) B Ik
I HKs CDI 55 R M 0.18% PR 51 0.023%. FEFRFLFT
A~ B2 W LT B R T I LA 1 A R TR LA R IR T
WIMANETT 5 LA N R i AR A iR B
I CDL, 1 B4 53 A A 9 NI CDI®Y. 78—
Tt 42 %2 CDI R YT 16 8 3 EAT 1 4 8 158
4 1R FLAT B FH DU AT T 1 BRI A B A R A8 A 2 f CDI
FROL I R B AE Y. SN B A BoR, IR
e A s 11 52 XA S5 e A o o P 4 R L A T R
F 22 BRI 3203, R B A E I BRI S
KR HEAR B 11 5 S P B AT DR

33 EFERHBE AWM (fecal microbiota
transplantation, FMT) 7&K {6 BE N\ 2848 b (1) B B 5 7%
FIREAN, HREWE EFRNmERBE 2. &
I FMT 5, 83 M B T 10 22 AE R i 7L T 78 24 h R K
23 5 i B AN AL KCFPY, FMT i3 97 CDI R AL
T e A W B R X AR R AR LA A
TE R BT 1E e T RE R R o (L T B T DL
FEAE IR BRIV R SR A0 R AR A K. Eid
FMT #6038 i 52 4100 1) X M AR 1 6 7 1 R AR 2R KRR
SRR B R 53, AT 2 21 00 o R MR 1 A P B i
IEREBENERS. o, BHENEES S ERY
JR RN SE RS R, T W R AR B B AT .
FMT €. i N CDI 2 IR B K B E M HIEIRIT TR, =
SREMT A B8 & AR YU IR TT CDI, (B4 1] 584048 52 RF
A TURIT AR RBIT DR E R R G .
F ¥4 29697 CDI I £ B TE 32 g0 1 1 2 FE 1, 75
Sy BB TR R EOR MR WA T RY AR R
FEA, T3 BOR AR B 2 R M e . 7R K M CDI
BEPIHE B Z NI ST N, FHYS
CDI B H2 oL 67 T FR 2 AEAH P, W 5T
e, g FE N S HP I B B AT B ) AN BE
[To CDI T O B8 1R JEEBE B 11 1) o 2
B Rk /D, AR TR B 1 ) R AR . @i FMT m]
52 CDI B35 W38 A 15 FOURF B 11 R0 SR 1R 11 ) b A
&, AT & CDIR 23R 77 /8 s

34 EH HuKZHHT CDIRIT INE W 700
AT RE R E YR AR R AN S PR S5 3 Fhw A,
HH T Ted A F1 TedB »& X 2 B 16 DG B8 55 ) e IR,
H5 85 45 4 1 7™ 25 A2 B AH 5%, DRtk R o 928 1 0T K 1
HEH S, RERLRBSI O T TR,
T E PRARR G 328 J P () RIS A L Ok o ASREE RN
BE At P 8 T TE S AR T A [ R R B, xR R 1L

TE DU ] B g BB KA N, FF B CDIER
WLt R B P ER, BT REARAKB RN
BF R A 57 — ik, 207 v m e S vk B 7 2, RN
B 5T G988 J5 P ) 7 3% SR i R PR A FE R o
ARG RM, EHEANAE T ZEEHFR
fE] B FFFCR I, BT 5T 85 23 A 1 IMLIE BH 4 R 2 T4
X E B 1 IMLIE B 2R, (0 — P e A 9% 1 7 B A
TEHRAMBFERB R, USRS R KR .
1M, e SR ) ¥ F ke 32 BEAE P E A Rl K R B A
AT B B, A8 7= AR 0 I 7 b B 2R 1 %
SN o AT S IR LA TR CDI AH 25 Fl ik 24 328 17 10 =i B
P, R E A PUR CBON P IT R B AREE . 2 I
W ST SE, 7R GLd 72 b, &1 X R 12 5 A (surface
layer protein, SLP) 1) %52 N2 45 175 5, B G HEE 7
FNR AERASSEOMERERE A/, 1t
b, A0 ZETE 2 B AR T 1) 22 08 SRR N 5 — AN sl T
FHRAE SR e EPUE . A HE 5T R B, PSILPSILAI PSIIT
X 3 FiopE AE 5 HoAh e i SRS AR, TR Y
Hh T R O™ AR R S LA, LA g A AT 1gGlYs
4 I

PRI R AES KESL A EE B E
ST EAE, B PUAE R A G A AE S EOR R 2
B H B, ) AR il g AE A AR e PR AR T —
SR, 3 17 5 e AL S S 1) B B . B TP AR R AE
PR H 238 2 HAAE— e R E MM, Iz
N FERAL IR, AAD [ KRR 48 T 5 . AAD B
BRI, A B TAT B 2= 5 SO 1 45 1 4
KT, MFTE I RIERMEM. BN THEEMAES
(1) 2EL B~ o T 7 AL 5 1) 7 AR ML 0 A ) B i e
i 30 A 52 () 5 T, A B TR AE R A B,
H K AAD R 2 . A AR E P A= i AR B
FE {5 TR BE RS FE AN T R T LA R SR I IE AT
AL AR . HENEMAES R SHUE
PRI Gy AR BRI T, 05, BT Rtk — DR AN
FUANRIPU AR 308 i T ol AR 2 B s, AT B A A P AR
R, DL R KSR Pt ol A AS R (1 B8 2 A AU IR T
Tk, AEH L EMBUE R S

e Sk: SR AL S AR S SRR L S04 O 45 A
SCEAR B MR 250K N R 4A T T 4R SRS G o R R 4
HEZE ) 1 5N, 18- R0 B AR I R AT I A % .
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