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[ABSTRACT]

uretic peptide receptor-C (NPR-C) pathway.

CHype Natriuretic Peptide;  C—ype Natriuretic Peptide Receptor; Coronary Artery

Aim  To investigate the vasodilatory mechanisms of C~type natriuretic peptide (CNP) via the natri—
Methods
and the tension changes of coronary artery ring were recorded with the presence of CNP or NPR-C agonist (cANF4-23) , fur—
ther NPR-C antagonist (cANF4-28) , Gi protein blocker (pertussis toxin, PTx) and four types of potassium channel blocker
were used to explore the vasodilatory mechanisms. Results Vasorelaxant activities to 10 *mol/L CNP and ¢cANF4-23
were 36.51% +3.96% and 42.37% +17.60% respectively (P >0.05) ; ¢cANF428 or PTx can attenuate the action of
both CNP and cANF4-23 (P <0.05) ;
of CNP (P <0.05) , but only BaCl, decreased the vasodilatory action of cANF423 (P <0.05) .

vation of the G protein-coupled inwardly—rectifying potassium channel (GIRK) maybe account for the vasodilatory action of

CNP via the NPR-C pathway .

This study was performed on the porcine coronary artery rings,

Tetraethylammonium, Glibenclamide or BaCl, all can attenuate the relaxant activity

Conclusions Acti—
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Table 1. Effects of cANF428, PTx and four types of potassial channel blocker on the maximal vasorelaxant activities imposed

by CNP or cANF4-23

i | B G cANF4-28 HHZ#HR M 2% B2 AR Fagia:l 4-F g
CNP 36.5% +4.0% 21.3% +10.3%" 13.5% =3.9%" 22.9% +9.8%" 23.7% =8.4%" 12.3% +3.8%" 34.5% +13.7%

cANF423  42.49% +£17.6% 12.2% +4.6%" 23.3% +8.1%" 39.5% +10. 1%

39.2% +7.3% 27.4% £10.9%" 40.2% +14.6%

a ;P <0.05, GHaEE L.
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T 3E 35 B BT 1) TEA (10 mmol /L) ATP &gk 40
PR3 FEL BT 70k 51 25 R (10 wmol /1) | P 5] %8 37 4658
T8 PR A S AT (1 mmol /1) B JT 48 3 14 41568 1 [
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Figure 1. Effects of cANF428, PTx and four types of po-
tassial channel blocker on the maximal vasorelaxant activi—
ties imposed by CNP or cANF4-23
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