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Research progress on pathogenic mechanism of nontuberculous mycobacterium

LI Xiang-fang, DING Shou-peng, GAQO Jing-hua, WU Li-xian (Department of Microbiology and Immunolo-

gy sDali 671000, Yunnan ,China)

Nontuberculous mycobacteria (NTM) are mycobacteria other than Mycobacterium leprae and Mycobacte-
rium tuberculosis com plex. In recent years,the number of NTM infections is increasing year by year,and NTM is resistant
to most of the drugs used to treat Mycobacterium tuberculosis , which makes the prevention and treatment of NTM disease
difficult. Therefore,the research on the pathogenic mechanism of NTM infection has attracted much attention. In this pa-

per.,the pathogenic mechanism of biofilm formation,infection of host cells and its pathogenic role in HIV co-infection is

reviewed to provide evidence for the clinical prevention and treatment of the disease.
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