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ABSTRACT : Inflammasome is composite body which composed of a variety of proteins in the immune cells, and it belongs to the
cytoplasm type pattern recognition receptors (PRRs). As an important part of innate immune system, it plays a vital role in the process of
the body's immune response and disease process. Recent studies show that inflammsome is the core of inflammatory immune response.
As it can be triggered by a variety of types of pathogens or dangerous signals, NLRP3 Inflammasome plays a key role in a vast amount of
diseases, including Atherosclerosis, Familial periodic inflammatory response itself, Alzheimer's disease, Type 2 diabetes mellitus and so
on. Therefore, NLRP3 Inflammasome may provide new therapeutic targets for a multitude of inflammatory diseases, including
Atherosclerosis. This article will focus on the role inflammasome plays in the development of Atherosclerosis.
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