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[ Abstract] Central nervous system (CNS) is a sophisticated system subject to complex regulation,
which dominates the high-level neural activities of the human body. Due to its complex physiological structure
and refined regulatory mechanism covering a variety of diseases, CNS is the place where many chronic,
refractory and rare diseases occur. Nerve cell is the basic unit of CNS, and its dysfunction and death is the root
cause of CNS diseases. Ferroptosis is a new form of programmed cell death proposed in recent years, and has
been proved to be closely related to the production and development of multiple CNS diseases. Traditional
Chinese medicine (TCM) , including Chinese herbs, acupuncture and moxibustion, and massage, has shown
unique advantages in the treatment of CNS diseases for a long time. A large number of studies have demonstrated
that TCM participates in the regulation of CNS diseases via regulating ferroptosis and shows a good research
prospect. This paper summarized the characteristics of ferroptosis and discussed the association between
ferroptosis and CNS diseases in pathological mechanism. We also reviewed the regulation of various CNS

diseases by different TCM interventions through ferroptosis, providing references for TCM to participate in the
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treatment of CNS diseases properly in the future.
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Fig. 1 Mechanism and rescue way of ferroptosis
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Table 1 Active ingredients of Chinese herbs intervene in CNS diseases through regulation of ferroptosis
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Table 2 Chinese patent medicine/compound intervention in CNS diseases through ferroptosis regulation
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