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Mechanism of Rhynchophylline-induced relaxation in porcine coronary artery”
Li Pengyun ,Yang Yan ,Cheng Jun ,Liu Zhi fei,Pei Jie ,Zhou Wen , Zeng Xiaorong*
(Department of Electrophysiology, Institute of Cardiovasology, Luzhou Medical College ,Luzhou,Sichuan646000,China)
Abstract: Objective

mechanism involved. Methods

To examine the effect of rhynchophylline (Rhy) on porcine coronary artery rings and to investigate the
The isometric tension of coronary arterial rings taken from porcine hearts was measured and its re-
sponse to Rhy(100 pmol/L) was studied. The effect of Rhy on BKc, currents was observed by whole-cell perforated patch clamp
configuration. Results Rhy(100 pmol/L) significantly antagonized[ (89.94+1.18) % ,n=7] the coronary artery tension increase
precontracted with KCI1(40 mmol/L),K™ channels blocker TEA(10 mmol/L) failed to prevent the relaxation effect of Rhy. Under
the perforated whole-cell patch-clamp configuration, Rhy(100 pmol/L) significantly inhibited BK¢, currents[48. 22% 4 4. 24 % ,n=

6]. The mean amplitude and frequency of spontaneous transient outward currents(STOCs) or transient BK¢, currents were also re-

markably inhibited by (45.74+6.26) % and (87.9846.39) % (n=5) , respectively. Conclusion

Rhy relaxes recontracted porcine

coronary artery; K' channel activation is almost not involved in coronary artery relaxation induced by Rhy.

Key words: uncaria; potassium channels, calcium—activated;muscle, smooth, vascular;coronary
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fonic acid. HEPES) . & —J# PU £ FR [ig (ethylene glycol tetraace-
tate, EGTA) 4 Z % i (tetraethylammonium, TEA) \ —PE&H &
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T E B 200 pg/mL, pH 7. 2 (KOH) ; 3 ¥ : NaCl 134
mmol/L,CaCl, 1. 8 mmol/L, MgCl, 1 mmol/L,KCIl 6 mmol/
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AGtEE L.
2 % ES
2.1 ERERHOS R AR S MK K I SR 1 h
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A5 18 LR &5 46 35 3l 32 0 2 T B L B 2
AR AT AL PR Y . 7E R AL P R R
HAER BB . R R 5t 1 5 0 R B T A R A A
GRS P R E T B /R . Ca® S A R A K
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Je R AN RE SE KA . T O N AN E v e i 5 & B L AE DY I 1
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