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The role of hypothalamic neuropeptides in the central nervous
system regulation of energy metabolism*
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Abstract: Hypothalamus, as the center of regulating energy homeostasis, plays an important role in
maintaining the balance of energy metabolism. The interactions among neuropeptide Y, agouti-related peptide, pro-
opiomelanocortin and galanin in the arcuate nucleus of the hypothalamus form a regulatory network that controls the
energy intake and consumption and maintains the metabolic homeostasis. The abnormality of any link in the
regulatory network may lead to the disorder of systemic energy regulation, which could ultimately be an essential
cause for obesity. This review mainly summarizes the role of hypothalamic neuropeptides in the central nervous
system regulation of energy metabolism, aiming to provide a basis for future intervention and treatment of obesity
and other endocrine diseases.
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(ventromedial nucleus, VMN) . 75 N ] #% ( dorsomedial
nucleus, DMN) | #Mll F- ik (1ateral thalamus, LH) Fl %
% ( paraventricular nucleus, PVN) &% , ‘&A1 22 [6] /Y 58
fih 34 42 AT A PR 45 BE B ARSI ELAR S W) | HOAH M ST .
TE ARC H AT PR S BEAZ 52 i) £ AR Pl 22 IR, — 2 2 {2
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X EA (agouti-related protein, AgRP) H WK
(Galanin, GAL) , T 73 — 24 DU J2 400 ) 12k £ 149 ] 248 e 3%
J5 (pro—opiomelanocortin, POMC) , “EA][A i if & 5
PH PR 0 IR 5 3R MO OB BB A AR
AR E S P X Z K, 1838 TR BE AR
S MRS T T A VRE AR DL R R R B A Y
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