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Research progress on GRP78
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Abstract: Glucose-regulated protein 78 (GRP78) is an important chaperone located in the endoplasmic reticulum,
playing an important role in protein folding and transport as well as endoplasmic reticulum stress. In recent years, it
has been found GRP78 overexpression is closely related to the development of several diseases. The biological
function of GRP78 has attracted widespread attention. The relationship between the biological function of GRP78
and cancer, cardiovascular disease, diabetes is reviewed, providing a theoretical basis for the targets of clinical

treatment.
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