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Experimental Study on Pathological Changes and Their Mechanism

in Rat Brain Tissue with Acute Cyanide Poisoning

Zhu Li and Cheng Yisheng (Department of Pathology, Third

Military Medical College)

Observations on the developement of pathological changes of rat brain,
together with dynamic detection of CN- concentrations in blood and brain
tissue and quantitive analysis of brain cytochrome oxidase activity, are
carried out within 24 h after acute cyanide intoxication (4 ,5mg/keg i,p,) .
The results indicate that in the cyanide poisoning with the dose under
lethality (80%LD) , the pathological changes in rat brain appear, especially
in cytochrome oxidase poorly- contained areas, including: 1) degeneration
and necrosis of neurons and gliocytes; 2) degeneration, swelling and lysis
of different cell projection components; 3) the myelinoclasis of myelinated
nerve fibers, Those changes undergo a dynamic course divided into three
phases; 1) the phase of metabolic disturbance; 2) of response to injury;
and 3) of restoration, The authors consider that the acute poisoning
displayed by the animal after NACN injection is directly caused by the
intense inhibation of brain cytochrome oxidase; the secondary lesions of
brain structure may be responsible for the manifestations such as trem-
bling, unstable, and ataxia etc,occur later, The mechanisms of the
brain pathological changes after cyanide intoxication are also disscussed,

Key words; acute cyanide poisoning; cytochrome oxidase



