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Aging-caused Fat Redistribution and Metabolic Dysfunction
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Abstract

The total amount of fat mass and fat tissue distribution change dramatically throughout the life

of a living being. In old age, fat mass is redistributed from subcutaneous site to abdominal viscera, bone-marrow,

muscle, liver and other ectopic sites, which causes the dysfunction of adipose tissue and increases the risk of meta-

bolic syndrome. With aging, declines in preadipocyte proliferation and differentiation contribute to increased sys-

temic exposure to lipotoxic free fatty acids. Age-associated fat tissue inflammation is related to changes of preadi-

pocyte and macrophage in a depot dependent manner. Fat tissue inflammation frequently leads to further decrease

of lipogenesis, increase of lipotoxic and activation of cellular stress pathway, which aggravates the inflammation

response of preadipocyte and immune cells, and leads to the systemic dysfunction finally. This review focused on

the progress in the study of aging-caused fat redistribution and metabolic dysfunction.
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B4R 7INo 18] 78 )T 41 ffd (mesenchymal stem cell) H A
52 ) K 53 A BT I R G Ak 25 7R 4 i )
Jio VAR, EIRER 5500 S H M A 1 b R
5T 1) 78 T 40 P A4 I 077 400 ), 0 i 3 2k e i
X ¥-PPARYy(peroxisome proliferator-activated receptor
v) A1 C/EBPo(CCAAT/enhancer binding protein o) Jf:
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J& 1 12 (unsaturated fatty acids) U f #8445 2 THI TR
VR (1) BE I SO, 31X 0] g 5 YR IR D IR e A il 42
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PRI R 2 prr AR IR R e N — 4,
FR AT LA Fi AR G 07 40 B 2B RS E 7 40 B, [R) ISR PTG
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() /N R, XA SO I 2 1k A0 o RAT T 4E ML B &
SEREAE, [N, Db 2R B s PR N, 31X 5 4 g
TN B2 —3 5346, AR B S, ok B Zwe
PN AL EENI = RSP SRR S N N SOl TR E N = |
MILEAR, el pe FE DR R AR K FRAR . AR A
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