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Role of Toll-Like Receptor in Cardiovascular Diseases
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[ Abstract] Cardiovascular disease is a common disease that seriously threatens human health. It has the characteristics of high
morbidity and high mortality. The number of people who die from cardiovascular disease every year in the world ranks first among all causes of
death. Immune regulation and other factors are closely related to the occurrence and development of cardiovascular diseases. Toll-like receptors
(TLRs) are a class of pattern recognition receptors,which are mainly expressed on cell membranes and related to microbial recognition. TLRs
can recognize the relatively conservative molecular components of specific types of microorganisms,which called pathogen-associated molecular
patterns. TLRS can not only activate the natural immune response mediated by cell signal transduction pathway, but also provide molecules and
cytokines that induce T cell differentiation,thus helping the body to establish acquired immunity. Recent studies have found that TLRs plays
an important role in cardiovascular diseases. This review provides theoretical basis for the relationship between TLRs and some clinical
cardiovascular diseases,with a view to providing new ideas for clinical intervention.
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