- 402 - [ R 9 0 i 5 24 R 2015 4 11 A 5535 5556 #  Int J Endocrinol Metab , November 2015, Vol. 35, No. 6

(FEZE] LR R R PSRN 22 () 23 e 00— Pl A A AR B o A A PR A
1, A RTIA N 5385 P 3R BREE N 3RS 2R N AR AR A G . W iR IR B 5 HE A7 7 B TR AR A R
BN ER Z —  (EARSCAE FIBLATS AN W8 , 0] G- 4 30 i M IR B T B0 9 Al i o g oz 15 5 3 J% 32 4
B B AR MR T 1 R R O A G

(SREIA] SRR s AL ; R SRR 5 B I TR 5 T

The mechanism of obesity caused by disturbance of high fat diets on gastrointestinal system Liu
Jian™ ,Wu Minghao, Gao Yu. " Graduate School of Chengde Medical College, Chengde 067000, China
Corresponding author: Gao Yu,Email : yugao815@ 163. com

[ Abstract] Obesity is a chronic metabolic disease,which refers to the abnormal fat distribution and
(or) excessive fat accumulation. The cause of obesity is unknown, but is associated with various factors in-
cluding genetic factors and environmental factors. There is a strong direct association between high-fat diet
and obesity. However, the mechanisms of chronic high-fat consumption in the development of obesity are

still poorly understood. Accumulating evidence shows that the mechanisms may be related to gastrointestinal
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lipid detection,abnormal secretion of gut peptides, and change of intestinal microbiota.
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