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Fig 1. Verpamil antagonized the SRS-A responses
in isolated tracheal and lung strips of guinea pigs
(n=10, X+5D)
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Fig 2. Verapamil 15 pg/ml antagonized the con-
traction of guinea pig lung strips induced by SRS-A
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Fig 3. Influence of verapamil on calcium mediated
action in isolated lung strips of guinea pigs (n=6,
X £SD)
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Fig 4. Verapamil (25 mg/kg, V) antagonized
SRS-A (4000 U/kg, S) in the respiratory airflow of
guinea pigs (n=6, X+SD)
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Tab 1. Verapamil antagonized the asthmatic attacks induced by slow reacting substance of anaphylaxis.
(6 guinea pigs/group) *p>0.05, **p<C0.05, ***p<0.01
Verapamil Latent period (s) Attacked animals
Before After Before After
Inhale 0,25% 2 min 106.5+2.4 2554+ 73%** 6/6 2/6
ip 25 mg/kg 106+ 9 200+ 47%* 6/6 4/6
ig 26 mg/kg 10611 252+ 11** 6/6 3/6
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ANTI-SLOW REACTING SUBSTANCE OF ANAPHYLAXIS EFFECT

OF VERAPAMIL

ZHANG Hong-quan

(Dept Pharmacoiogy, Xinjiang Medical College, Wulumuqgi 830054)

BITAN Ru-lian

(Lab Anti-asthmatic Drugs, Zhejiang Medical University, Hang-zhou 310027)

ABSTRACT Verapamil significantly inhibited
the contraction of guinea pig tracheal and lung
strips induced by SRS-A 100 U/ml in vitro.
Verapamil also inhibited the contraction of hu-
man bronchial and lung strips induced by SRS-
A U/ml in vitro. Pretreatment of verapamil 25
mg/kg iv antagonized the augmentation of res-
piratory airflow induced by SRS-A,

Verapamil alleviated the asthmatic attacks
of guinea pig induced by SRS-A. The anti—
SRS-A effect of verapamil was reduced, when
the extracellular Ca** level was elevated, and
vice versa.

KEY WORDS verapamil; SRS-A; trachea,
lung; calcium





