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Progress in the study of pentraxins in Alzheimer’s disease
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Abstract

Alzheimer’s disease (AD) is a neurodegenerative disease caused by a variety of causes and a variety of factors

involved in its pathogeny. It cannot be cured at present, and there is no exact AD related serum/cerebrospinal fluid

marker. Pentraxin is a class of pattern-recognition receptors. It also has potential research value in the occurrence

and development of AD. The present research indicates that it may participate in the occurrence and development

of AD in many ways.
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