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Abstract: Tuberculosis (TB) is a chronic infectious disease caused by Mycobacterium tuberculosis (MTB). In recent years,
the drug-resistant mutation of Mycobacterium tuberculosis has become particularly prominent, and drug-resistant tuberculosis
has become a global public health problem that cannot be ignored. For a long time, many domestic and foreign studies have
focused on the pathogenesis and treatment of drug-resistant tuberculosis, and new mechanism theories and treatment plans have
been continuously formed. This article focuses on reviewing the latest developments in the mechanism and treatment of MTB

resistance, so as to provide references for the development of new drugs and the formulation of more reasonable treatment plans

for drug-resistant TB.
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