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[ Abstract |

activation of inflammatory responses. TLRs are mainly involved in non-specific immune and inflammatory responses.

Toll-like receptors ( TLRs) are one of the initial responders of immune system involved in the

Studies have shown that TLRs act as activating factors in the development of a variety of chronic diseases ( cancer,
nonalcoholic fatty liver disease, chronic obstructive pulmonary disease, cardiovascular disease and neurodegenerative

diseases) , and play a very important role in the development of the diseases. This article reviews the role of TLRs

in these major chronic diseases.
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