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Abstract: Tuberculosis is a serious zoonotic disease caused by Mycobacterium tuberculosis. With the evolution of M. tuber-
culosis and the use of anti-tuberculosis drugs. Mycobacterium tuberculosis has developed drug resistance. Depending on whether
patients with TB have received anti-tuberculosis drug treatment, the drug resistance of Mycobacterium tuberculosis is mainly
divided into two types, one is primary drug resistance and the other is acquired drug resistance. In order to explore the drug re-
sistance mechanism of Mycobacterium tuberculosis , this article describes mechanisms of the primary and acquired drug resist-
ance mechanisms in order to lay a theoretical foundation for the subsequent research and development of new anti-tuberculosis
drugs.
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Fig.1 Schematic diagram of the cell wall composition of Mycobacterium tuberculosis"*]
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Fig.2 Diagram of the mechanism of first-line drug-acquired resistance
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Fig.3 Diagram of acquired resistance mechanism of second-line drugs
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