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Sestrins are highly conserved stress-inducible proteins that help maintain metabolic homeostasis and protect cells
under stress conditions. The role of Sestrin2 inhibits oxidative stress and regulates the AMP activated protein
kinase - mammalian target of rapamycin complex (AMPK-mTORC) signaling pathway, which protects the body
from tumors, aging and degenerative diseases, metabolic diseases, and immune diseases.
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