B E A 2 E20214F2 H 4635 521

113

NXEHRS: 1001-8689(2021)02-0113-08

A =N IEEEN NRNE Rt R

I F
Tl

FocE B
FRPTVWMFEXERERE, BITRFAFTAEFR, HEIT361102)

EA

TEE: WL B IE S EE S AE R, XL E MR RO E R E R, H S R R ZRIR S 2

S Ml BRI ARG RSNSOI A AE i rh e i, XA LR O RSN

XE RS TI, B AR

i, WRESUAREMMA R, e E R shet, JFSBUEEPTERER, WIEeE 35 THom R Em . A0 i e
T BT AL LR AR 300 S LT S i OB TE it R BEAT 2738, BN AT S B PUER . WA R BT IR AL

wE%,
EHEIR): iR MIEWEE: e
FESES: R978, Q931  EKAREMD: A

Research progress on the effect of antibiotics on intestinal colonization resistance
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Abstract

The gastrointestinal tract of mammals is home to a complex population of microorganisms,

known as the gut microbiota, which is closely related to the state of health of the host. The intestinal flora can
prevent the colonization of exogenous pathogens in the gastrointestinal tract, a phenomenon known as “colonial
resistance”. Disturbances to the intestinal microecology, such as the use of antibiotics, may change the composition
of microorganisms, affect the host’s immune function, and cause the loss of colonization resistance, making the host
vulnerable to colonization by pathogens. This article reviews the research on the mechanism of intestinal colonization
resistance and the impact of antibiotics on colonization resistance, aiming to provide a theoretical reference for the
rational use of antibiotics and researching alternative therapies for antibiotic treatment.
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Fig. 1 Effect of antibiotic treatment on intestinal colonization resistance
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