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Changes of Chemical Components in Serum in Carbon Monoxide-,

Cyanide- and Strychnine Poisoning

Kazue ABE, M.D., Kyoko YOSHINARI, M.D., Tei INOKUMA, M.D. and
Shigeki NAKAMURA
Department of Legal Medicine (Director: Prof. Kyoko YOSHINARI),
Tokyo Women’s Medical College

Changes in the following twelve chemical components in the serum of the rabbits poisoned by carbon
monoxide, by cyanide and by strychnine were studied. Components examined are glutamic oxaloacetic
transaminase (GOT), glutamic pyruvic transaminase (GPT), lactic dehydrogenase (LDH), alkaline
phosphatase (ALP), glucose, total cholesterol, total protein, albumin, uric acid, urea-N (BUN), calcium
and inorganic phosphate. These findings were compared with those obtained from acute suffocation
group by tracheal compression and also from 30 minutes suffocation group by cannula.

1. Carbon monoxide poisoning appeared similar to the chronic suffocation in the effects on serum
biochemical components except glucose which did not show any significant increase at the time of death.

2. In cyanide poisoning, GPT, total cholesterol and albumin showed significant decrease, but the
change in ALP was not clear. This behavior of the serum is much different from that obtained by other
poisonings or suffocation. It was considered to be due to the toxic effects of cyanide.

3. In strychnine poisoning, resembling in acute suffocation, all of the twelve biochemical com-

ponents were increased.
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Fig. 1 Changes of serum GOT, GPT, LDH ALP, Glucose and Total Cholesterol in toxic asphyxia
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Fig. 2 Changes of serum Total Protein, Albumin, Uric Acid, BUN, Ca and Inorganic Phosphate in

toxic asphyxia
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Table 1 Changes of serum biochemical components in toxic asphyxia
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Fig. 3 The rate of increase of serum biochemical components in toxic asphyxia
and acute & chronic (30") suffocation at death time
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