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Research progress on the relationship between glucocorticoids and
autophagy
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Zunyi 563099, China)

[ Abstract] As a widely used class of clinical drugs, glucocorticoids play an essential role in the treatment of various

diseases. Autophagy maintains homeostasis of the intracellular environment. In recent years, many studies have shown that
glucocorticoids can alter the level of autophagy and treat disease. However, side effects often follow the curative effect. In
this article, we review the effect of glucocorticoids on autophagy levels and the mechanisms by which glucocorticoids can
treat disease through autophagy. We also provide new ideas for further reducing the side effects of glucocorticoids in the
treatment of disease.
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Figure 1 GC induces autophagy by inhibiting the
classical PI3K-Akt-mTOR pathway
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Figure 2 The relationship between autophagy and
apoptosis induced by GC
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