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Prevention and treatment of immunosenescence and its related diseases
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[Abstract] Expression and regulation of genetic genes determine the senescent process. Generally, aging has been regarded as an irre-
versible process. Along with age increasing, each organ of the body including immune system experiences senescence. Immunosenes-
cence promotes the age-related diseases, such as tumor, cardiovascular diseases, Alzheimer's disease, osteoporosis, and so on. These
diseases seriously affect the quality of human life and longevity. How to delay senility, maintain immune function, and keep a good

health have become the hot points of social concerns. In this review, by discussing the aging, immunosenescence and its related diseases,
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aging and tumor treatment as well as anti-aging and disease treatment etc, we explore the mechanisms, prevention and treatment of

senescence, senescence-related disease and anti-aging.

[Key words] aging; cellular aging; immunity; immunosenescence; senile disease; prevention; treatment
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FIBAD T e e K A 2 5 & RBRAAREF BR
o570, TNF-o R BB R AT # B R . 4B
B F (-1 INF-O#EFFE — A AL
(INOS) & 17 , 72 K A4 1 iR B 48 i 17 2 8 =17,
TNF K jik 4 F RANK-L & # % & RANK (NF-«B Ft 1K 1 %
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B EFE, #EiTE2012-2015 4 1 383 066 f
TR FH R E L, 2T LR B o R TR g A
TR R, FA MNIT HOT AR E AT &5 T
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AEIEREERRA, RIZIETEMEAEANAZ,E
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