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The Effects of Melittin on Rat Aorta and the Relation with Ca’* Influx
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ABSTRACT

this article.

Melittin;  Aorta; Endothelium, Vascular; Rat;

Vasoconstriction;

Methods The contractile test of the isolated aorta rings and the assay method of *Ca influx were used.

Calcium Channels;  Phenylephrine;  Cartopril;

Aim  The effects of melittin ( a polypeptide from bee venom) on rat aorta and the relation with Ca® influx were studied in

Results In en-

dothelium— intact aorta rings, melittin did not influence the rapid contractions induced by phenylephrine (PHE) , but could inhibit the continu-

ing contractions in the concentration dependent manner.

tile responses induced by PHE.

In endothelium— denuded aorta rings, melittin did not have the effect on the contrac-

Melittin did not cause the contraction in endothelium— intact aorta rings, but induced significantly contrac-

tions and increased the *Ca influx in endothelium— denuded aorta rings, these effects were partially antagonised by cartopril and bepridil re-

spectively.

Conclusions  Melittin could cause the endothelium dependent relaxations to vascular smooth muscle, and the releasing renin

and Na* — Ca® exchange system could play partial role in the contractions of the endothelium— denuded vascular.
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Table 1. The inhibition rates of Mel on PHE induced comr

tractile response in Ca®* free solution and addition of Ca**

addition of Ca®*

Mel (mg/ L) n Ca®* - free Solution

(2.5 mmol/T)

0 ( Control) 8 0.733.4 0.43+4.4

0.5 8 2.413.8 4.513.6

1 8 3.5%4.1 8.5%3.8°
2 8 4.733.1 28.9 6. 9t
4 8 4.3%4.2 47.8 £12. 52b¢

PHE: 10 Pmol/L.  a: P< 0.01, compared with control group; b: P< 0.01, com-

pared with 0. 5 mg/ L of Mel group;  ¢: P< 0.01, compared with 1 mg/ L. of Mel group

B 1. X Ca FfnCa™ B, BERMNEXE LRRF
ZENBKERAIYAE R BRI, A, AR AR, B &
P9 B E KR
Figure 1.

phenylephrine (P) in Ca®>* - free, EGTA (50 Hmol/ L) containing solu
A. Endothelium—

The effects if melittin (M) on response to 10 Hmol/ L

tion and subsequent addition of 2. 5 mmol/ L Ca** .

mtact rings  B. Endothelium— denuded rings
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T WLZEARL I EE AR (2 mg/ L) 12 % Ca P IR0
40% , T3 H 7K (50 Pmol/ L) 1§ Ca WD 31%
(%% 2, Table 2) .
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Table 2.  The effects of Cart and Bep on * Ca influx induced
by Mel in endothelium denuded aorta rings

Treatments n “Ca (nmol/ g)
Mel 6 43.3%12.2
Mel+ Cart(200 Hmol/L) 6 26.019.5"
Mel+ Bep(50 Pmol/L) 6 29,7 +12.8°

a: P< 0.05, b: P< 0.01, compared with Mel (2 mg/L) group
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