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Abstract ; Alzheimer’s disease ( AD) and osteoporosis (OP) are both related to the brain and correspond to the traditional Chinese
medicine categories of " dementia" and "bone atrophy" ,respectively. In traditional Chinese medicine, the brain is considered the sea of
marrow , governing all the body’s marrow. The brain marrow and bone marrow are interconnected ; when the sea of marrow is abundant,
the mind is vigorous,and the tendons and bones are strong and healthy. Insufficient marrow sea can lead to an inadequacy of brain mar-
row and bone marrow, potentially causing " dementia" and " osteoporosis" . Therefore , possible common pathogenic factors for AD and
OP include B — amyloid deposition, estrogen deficiency,oxidative stress, vitamin deficiency,and APOE — g4 gene expression. Exploring
the correlation between AD and OP may broaden strategies for the prevention and treatment of both conditions.
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