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[ Abstract |

with Alzheimer’s disease (AD) . It contributes to the advancement of several disorders, including dementia, malignancies, and osteo-

Ferroptosis is a distinct type of cellular demise frequently identified in the cerebral tissues of individuals afflicted

porosis, with the differentially expressed genes associated with it being significantly enriched in Alzheimer’s disease-related genes. Dis-
ordered iron homeostasis is a critical mechanism in the process of ferroptosis. Iron is essential in the central nervous system for sustain-
ing mitochondrial energy production, synthesizing myelin and neurotransmitters, and facilitating other fundamental physiological func-
tions. This article offers an extensive analysis of the interactions among many critical elements related to iron homeostasis, ferroptosis,
and the common pathogenic mechanisms linked to Alzheimer’s disease (AD) .
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Fig.1 Mechanisms of iron entering cerebrospinal fluid

through the blood brain barrier
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Fig. 2 Mechanism of iron entering nerve cells

from cerebrospinal fluid
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