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Abstract: Acute and chronic kidney injury is a syndrome characterized by acute or sustained decline in kidney function caused by
multiple factors. Commonly used clinical treatment drugs can delay the progression of the disease, but the efficacy is limited and there
are adverse reactions. Ginsenoside Rbi is the main active saponin extracted from Ginseng Radix et Rhizoma, which can prevent and
treat acute and chronic kidney injury and protect kidney function by reducing oxidative stress response, reducing inflammatory damage,
decreasing renal tissue cell apoptosis, inhibiting renal tissue fibrosis, and delaying vascular calcification. This article summarizes the
pharmacological effects of ginsenoside Rb, in preventing and treating acute and chronic kidney injury, providing new strategies for
intervention in acute and chronic kidney injury.
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