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Research Progress of Galactolectin 3, C-type Lectin Like Receptor 2 and Carotid Atherosclerosis
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Abstract: Atherosclerosis (AS) is an important pathological basis for the occurrence and development of ischemic cardiovascular

and cerebrovascular diseases.Studies have shown that Galectin-3 (Galectin-3) and C-type lectin like receptor 2 (CLEC-2) are

involved in the occurrence and development of AS. This paper mainly reviews the possible mechanism of Galectin-3, CLEC-2 and

atherosclerosis.
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