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Drug addiction and autophagy
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Abstract: Drug addiction is a chronic recurrent encephalopathy which severely damages human health and affects
social stability. A large number of studies have showed that autophagy plays key roles in drug addiction. Therefore,
understanding the dynamics of autophagy during drug addiction may help us to understand the molecular

mechanisms of drug addiction and develop effective therapeutic tools. In this review, we will focus on autophagy,

and summarize the recent progresses about autophagy and drug addiction.
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