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[Abstract] Post-tuberculosis lung disease (PTLD) is a chronic pulmonary condition that may occur in patients
after the cure of tuberculosis. The core pathogenic mechanisms of PTLD include abnormal formation and impaired
resolution of granulomas initiating pulmonary structural damage; cytokines (such as TNF-a, 11.-6) and transcription
factors [such as NF-kB, hypoxia inducible factor-lae  (HIF-1a)] forming an inflammatory regulatory axis that drives
chronic inflammation; matrix metalloproteinases (MMPs) mediating lung tissue remodeling under their regulation; and
the interaction between neutrophils and CD4* T cells, which balances immune defense and tissue injury. Future efforts
should concentrate on applying multi-omics technologies to decipher the immune-inflammatory network in PTLD,
exploring therapeutic strategies targeting the HIF-1a/MMP axis, and conducting intervention studies on immune cell
function regulation, thereby providing new insights for the precise prevention and control of PTLD.
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