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[ Abstract] The programmed death 1 (PD-1)/programmed death-ligand (PD-L) pathway had been
a research hotspot in recent years, and its significant clinical benefit in patients with malignant tumors had
provided new ideas for the treatment of patients with chronic infectious diseases. Cases of Mycobacteria
tuberculosis (MTB) infection reactivity during PD-1 inhibitor treatment of malignant tumors have now been
reported in the literature, which have shown a tendency to increase. Tuberculosis, a communicable disease
caused by MTB, was a disease which cause the most number of deaths by a single pathogen. Latent MTB
infection (LTBI) was pragmatically defined as infection with MTB. Latent tuberculosis infection could
progress to active tuberculosis (ATB) under specific conditions. The epidemic situation of tuberculosis
has brought severe challenges to the prevention and control of tuberculosis in China. This review
discussed the immune role of PD-1/PD-L pathway in MTB infection and provides clues for in-depth
understanding of MTB host immunity and exploring new tuberculosis host-directed therapy.
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