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19863 Farmer et al., 1986; Lev et al., 1990; Morrison,

Gao and Vanhoutte, 1930)



60

o & o o
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BRANAAINLUD
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9989 tluanach gangnsnavaacanTaan1TIufy
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(Zifa and Fillion, 1992) iean 5HT _ -receptors (ng3084nl
» - -]
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a ¢ )
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62
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| =4 - N E o = 24
Lwaenaintagl (pure EMC) Tasn19vwamiulsnsunudium Ca DU



63
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(R) aﬂuﬂinamnﬂiwaﬁaﬂaanﬁﬂuLﬁawaaaauqqﬂﬂﬂiﬂizﬁuHQQ Ach uaw
SHT Tuwuun) wae histamine Tunua=ian naNtesEan anna (R)
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fit voltage-dependent ca”"channel (Cook, 1988) na’2fa na9L e
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Baron, 1990) 3MNnas@nuInaaas TEA 8 mM TRAITHIUNEN1THUE S
- - 4 —_ “ ar - .
N1svaenavaaelaase (R) 2.68x10 T M Luaﬂﬁzguaaﬂ histamine
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