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The role of AMP-activated protein kinase in the lipids metabolism
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Abstract: The AMP-activated protein kinase (AMPK) is an energy sensor that regulates energy metabolism. Roles
of AMPK are related to many metabolic pathways, especially in the lipids metabolism process. The regulation roles
of AMPK are played via multiple signaling pathways in skeletal muscle, liver, breast and other tissues. The study of
the regulation mechanism of AMPK on lipids metabolism provides diagnosed targets to type 2 diabetes, fatty liver,
obesity, cancer and other diseases, and is expected to improve production performance of dairy cows and plays a
greater role.
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P 2 AN GG . e D DL, LT A F
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WAL P R A2 58 e AMPK (1] y VAN T HoAth
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BRI A R, y2 1 DURE 2 4508 N K ek C K
U e 45 A AMP B ATP, iff HLIXFh 45 kg B % 5 K
ARS8 10 1 T B ) 2k 1Y

2 AMPKZH XBE R B9 FE K@ B

2.1 AMPKH) 58S
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i FL Ser-565 {7 i WAL J5 4 A5 F1 ¥ A (protein
kinase A, PKA) % HSL Ser-563 £7 S H], #E1
0480 B 7 B . Watt 25 97 ) 8 44 5 A T AR,
TR A LI, WURE KT 2 ok s A
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FUUEH, FLRZL LR MAC-T™ k= AMPKy3
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