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Abstract

Keywords

As a pivotal member of protein tyrosine phsphatases (PTPs) family, PTP1B is considered as a major negative
regulator of insulin receptor (IR) signaling. Studies have shown that PTP1B and key molecules in the downstream
signaling pathways are widely expressed in each layer of the retina, which are associated with the occurrence
and development of various retinal diseases, such as diabetic retinopathy, retinitis pigmentosa, Leber congenital
amaurosis, and proliferating vitreoretinopathy, etc. Therefore, PTP1B is expected to become a potential target for
the treatment of retinal diseases.
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