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Abstract

Astrocytes are specialized glial cells that outnumber neurons about 10 to 1. They are

continuously distributed throughout the central nervous system and perform complex functions. In recent years,

with the further research of astrocytes, new functions of astrocytes in animals were discovered and confirmed. It had

been demonstrated that astrocytes participate in the regulation of animal reproduction by secreting PGE2, TGF-B1

or other glial factors to promote the activity and secretion of GnRH neurons. In this review, we mainly summarize

the molecular mechanism of PGE2 and TGF-B1 so that can illuminate the roles of astrocytes in the regulation of

animal reproduction.
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Fig.1 Astrocytes modulate GnRH function via the release of PGE2 (modified from reference [11])
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Fig.2 Astrocytes modulate GnRH function via the release of TGF-p1 (modified from reference [11])
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