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Research progress in the pathogenesis of tuberculosis
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Abstract: Tuberculosis (TB) is a chronic infectious disease caused by Mycobacterium tuberculosis infection, which results
mainly in lung inflammation. This pathogen has existed for thousands of years in human history and severely endangers human
health. TB remains a public health problem to be addressed. Its pathogenesis is complex and diverse, involving many aspects of
genetic evolution and molecular biology. In recent years, research on the pathogenesis of TB has progressed, thus opening new
directions for TB diagnosis and treatment, and vaccine research and development. This review focuses on immunologically asso-

ciated genes. the variation and evolution of the Mycobacterium tuberculosis complex, the relationship between immunocytes

and granuloma and TB, and the effects on host metabolism.
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