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[ Abstract] Objective: To investigate the acute toxicity of kebotai neurotoxin in order to provide guid-
ance for clinical application of medicine. Methods: Mice were given 3 different batches of kebotai to
test minimum total dead dose (Dm) and maximum total undead dose (Dn) for grouping and designing
doses. 180 Kunming mouse were used in formal experiments. According to the designed groups in pre-
examination, 10 mice in each group were given disposable intramuscular injection of kebotai neurotoxin
with corresponding batches and doses. Reaction and death conditions of mice within 14 days after in-
jection were observed. Dead mice were dissected and pathological changes of major organs were ob-
served by naked eyes. The number of dead mice in each group were calculated, Bliss method was used
to calculate lethal median dose (LD50) and 95% confidence limits of samples. Results; After injec-
tion, right hind led ( medication leg) lameness happened in some animals, then developed to whole
body muscular tension decreased, breathing slow, and died; right hind led lameness appeared in some
animals, then develop to whole body muscular tension decreased, in contrast, bradypnea were not ob-

served, animals recovered after 2 to 6 hours. LD50 of 3 batches of kebotai injection samples were as

follows: 202.097 pg/kg,146.425 pg/kg and 160. 726 pg/kg;and the 95% confidence limits were
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174.358 ~234.249 pe/kg,132.904 ~161.322 pg/kg and 138.863 ~186.030 pg/ke. Conclusion:

Kebotai injection has a certain toxicity, and muscle and nerve system may be mainly involved in.

[ Key words ] cobra neurotoxins; acute toxicity tests; mice; injection, intramuscular; lethal dose 50
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