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ABSTRACT: Matrilin-4 is a member of the non-collagenous extracellular matrix protein family, and it widely distributes in loose

and dense connective tissues, skin and digestive tract epithelial tissues, bone, cartilage, blood vessel wall and nervous system. Because of

its widely distribution and specific expression, its mutations can contribute to multiple diseases. Many signaling pathways modulate the

extracellular matrix indirectly by regulating the expression of matrilin-4. With the further research of matrilin-4 in recent years, some new

ideas for the treatment of some diseases may be provided. This paper summarizes the latest research progress of matrilin-4 in related

fields, and reviews the structure of matrilin-4, the relationship between other family members and the role of matrilin-4 in disease.
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