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Exploring Mechanism of Treating Ferroptosis Induced by Biological Clock Disorder from Liver

MIAO Jiarui, FAN Xu,CHEN Yiran
(Liaoning University of Traditional Chinese Medicine ,Shenyang 110847 , Liaoning, China)

Abstract ; Dysfunction of circadian rhythms can induce ferroptosis by affecting the expressions of clock genes. According to
the holographic theory of traditional Chinese medicine,each cell in the body is regarded as a microcosm of the entire body. The
source , distribution and function of iron in cells are similar to those of nutrient Qi,and mitochondria are similar to those of defen-
sive Qi. Moreover, the function of nutrient Qi is controlling the opening and closing of the cell membrane. It is speculated that
nutrient Qi and defensive Qi inhibit the process of cell ferroptosis by balancing intracellular iron content and improving mitochon-
drial morphology and cell membrane structure ,and the main mechanism of ferroptosis is the decline of mitochondrial structure and
function caused by iron overload and membrane damage,indicating that the deficiency of defensive Qi caused by excessive nutri-
ent Qi is a traditional Chinese medicine pathogenesis of ferroptosis induced by biological clock disorder. The livers function of
regulating blood circulation and storing blood plays a role in regulating the circulation of Qi and promoting the production of

blood. It can be seen that treating liver can effectively improve iron death induced by the disturbance of the biological clock by

regulating nutrient Qi and defensive Qi.
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