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[ Abstract]  Chronic obstructive pulmonary disease (COPD) is one of chronic respiratory disease
characterized by airway inflammation. However, the mechanism of the initiation and trigger and cascade of
inflammation responses is still not clear. In recent years, pattern recognition receptors (PRRs), especially
Toll-like receptors (TLRs) are thought as key players in the initiation and sustaining of inflammatory
responses in patients with COPD. TLRs interact with cigarette smoke (CS), noxious gases, pathogen-
associated molecular patterns (PAMPs) and damage associate molecular patterns (DAMPSs) that are
released in response to cell injury. Transmembrane signal transduction through NF-xB pathway leads to
persistent airway inflammation via transcription and translation of inflammatory genes, formation and
release of pro-inflammatory cytokines and chemokines as well as neutrophils with other inflammatory
active cells recruited. Combining the domestic and foreign research results, this review will explore TLR
and molecular signaling pathway and their potential roles in COPD.
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