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A direct inhibitory effect of botulinum toxin type A on antral

circular muscle contractility of guinea pig

Jung Ho Park

Department of Medicine
The Graduate school, Yonsei University

(Directed by Professor Hyojin Park)

BTX-A is now widely used for alleviating the symptoms of various spastic
disorders. Classically, in striated muscle, BTX inhibits aceylcholine (Ach)
release from cholinergic nerves. BIX-A selectively cleaves the
synaptosomal—-associated protein (SNAP)-25, leading to the 1inability of

synaptic vesicles containing neurotransmitters. However, a recent study
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suggested that, at higher concentrations, BTX-A directly inhibits smooth

muscle contractility as evidenced by the decreased contractile response to

Ach. Therefore, in this study, we intended to determine if this direct

inhibitory effects of high dose BTX-A also exist when BTX-A was directly

injected into the muscle layer of living guinea pig and if these effects

are dependent upon time. At a high concentration of BTX-A, BTX-A decreases

High K", EFS and Ach-induced contractile responses, And we could notice

similar results in the study of direct injection to the muscle layer of

guinea pig, 24hr and 48hr after BTX-A injection. In conclusion, High dose

BTX-A directly inhibits smooth muscle contractility and these effects last

at least 48 hours.

Key word: Botulinum toxin type A, Electrical field stimulation, gastric

antrum, muscle contractility
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