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HEREDOE (Abstract) :

We have reported that reinnervation and/or redistribution of perivascular nerves induced by nerve
growth factor (NGF) were associated with activation of angiotensin receptors (ATR). The present
study was designed to investigate the precise role of ATR in NGF-induced reinnervation of
perivascular nerves in rat mesenteric arteries. In in vivo study, perivascular adrenergic and
CGRPergic nerves in distal mesenteric arteries were injured by topical application of Phenol on the
superior mesenteric artery. The density of perivascular innervation was determined by
computer-assist immunohistochemical methods. NGF facilitated reinnervation of perivascular
sympathetic NPY- or TH-containing nerves and CGRP-containing nerves injured by topical phenol
application in rat superior mesenteric artery. AT1R antagonist inhibited reinnervation of
TH-containing nerves and AT2R antagonist suppressed reinnervation of CGRP-containing nerves.
In in vitro study using primal culture of superior cervical ganglia (SCG) cells and dorsal root
ganglia (DRG) cells, NGF facilitated outgrowth of neurite from cell body and AT2R mRNA



expression. In DRG cells, AT2R, but not AT1R, antagonist inhibited NGF-induced neurite
outgrowth, while AT1R antagonist inhibited NGF-induced increase in AT2R mRNA expression. In
SCG cells, AT1R and AT2R antagonists inhibited NGF-induced neurite outgrowth. These results
suggest that NGF facilitates perivascular reinnervation through activation of angiotensin receptors,

type 2 subtype.
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A58 [ & CGRPHLIA & FA W T kA L2 12
Rt Lo, E72 IS A BT ARAE AT A A& 1
L B & IS R E 2L ORI L,
L5 AR e AR R SR L C L B &
KA & > TR D nEw'E
(Noradrenaline) ZJI7E L, T340 L7z ko
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#il L7z, 512, NGF IX AT1 ZAEKB LU
AT2 75K mRNA O#IN& 4 U7, ATL 25
(RT3 X NGF 12 X 5 AT1 521K mRNA @
BN A il U722y AT2 225K mRNA D51
TR L 7R o T, WS, AT2 5225 (AT 3K
IEZNGF (2 L% AT2 225K mRNA DD 7
EHBICMEI L, ZROORERND, 5
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