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[ Abstract ]

prevention and control all of the world. Due to fairly strong anti—tuberculosis effect, cycloserine was recommended as one of

MDR-TB requires second—-line anti-tuberculosis drugs, which is the main challenge for tuberculosis

second—line core oral anti—tuberculosis drugs by WHO in 2011, but drug resistance to cycloserine gradually increased in recent
years, and the resistance mechanism is not completely understood so far. This paper reviewed the drug resistance related genes of
Mycobacterium tuberculosis to cycloserine, to provide a reference for the research on resistance mechanism to cycloserine.
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