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of Parkinson’s disease
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Abstract: Parkinson's disease has become one of the main diseases threatening the physical and mental health of the elderly. Salidroside
is one of the main active compounds from Rhodiolae Crenulatae Radix et Rhizoma, and has various pharmacological effects.
Salidroside can prevent and treat Parkinson's disease by inhibiting cell apoptosis, enhancing autophagy, reducing oxidative stress,
reducing inflammation, promoting the expression of GDNF, and increasing the expression of dopamine transporter. This article
summarizes the pharmacological effects and their mechanisms of salidroside in the prevention and treatment of Parkinson's disease,
providing evidence for the clinical use of salidroside.
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