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Abstract: Metabolic diseases are systemic multi-system disorders caused by abnormal metabolism of substances
or energy, including diabetes, obesity, non-alcoholic fatty liver disease, hyperlipidemia, and gout, etc. The
causes of metabolic diseases are related to multiple factors such as genetic element, diet, exercise, aging and
environment. Its slow progression is difficult to detect and cure after onset, making it a major global public health

problem. It is of great significance to find effective drugs from natural compounds to treat metabolic diseases.
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Chicoric acid is an important active ingredient in Taraxacum mongolicum, Cichorium intybus and other natural
medicinal plants. Modern pharmacological research has shown that chicoric acid has significant bioactivities
such as anti-inflammatory and antioxidant properties, regulating glucose and lipid metabolism, lowering uric acid
and liver protection. This paper summarized the research progress on the therapeutic effect of chicoric acid on
metabolic diseases such as diabetes, obesity, non-alcoholic fatty liver disease, hyperlipidemia and gout through a

comprehensive review of relevant literature in China and abroad. This paper aims to provide references for further

study of the pharmacological effects of chicoric acid in the treatment of metabolic diseases.
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