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Advances in NGF and NGF-receptor effects in cardiovascular system
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Abstract: Nerve growth factor (NGF) is the first discovered and most extensively studied neurotrophic factor. More
and more experimental evidence shows that NGF plays an important role in cardiovascular system besides its
functions in nervous system. Through binding to receptor TrkA and p75NTR, NGF can promote the embryonic
development of heart and blood vessels. Moreover, NGF can promote growth of cardiac and vascular cells, maintain

normal function of heart, and also play an important protective role in atherosclerosis, progression of myocardial

ischemia, congestive heart failure and other diseases.
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p75SNTR AR AW D e AR K, Bk T 326 5%
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TrkA SZARAEAE T O LB 22 45 1) AL PN 2 4
ISP LA B R Co LA AR, A o 2 R 4 0 1) 6
RIRE AR RN A (F A By CEE3ANLA),
AN ) #0278 3% A F (neurotrophins, NT) # A N1
Je 5 G R E I Trk 24K : NGF 5 TrkA 454, s
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