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Effect of acute carbon monoxide poisoning on brain microcirculation of rats
WANG Yao-hong'. ZHAO Jin-yuan' , CUI Shu jie’ DENG Min', WEN Tao's LIU He-liang'

(1. Research Center of Occupational Medicine, Peking University Third Hospital, Beijing 100083 China; 2. Pingdingshan
Municipal Institute for Prevention and Treatment of Occypational Diseases,  Pingdingshan 467000,  China)

Abstract: Objective To study the hemorheological changes occurred during acute CO poisoning, thereby claify the pathogenesis
of the delayed encephalopathy by acute CO poisoning and fuither find some new clues for effective prevention and treatment of the delayed
encephalopathy. Method Male SD rats BW 240—280 g were ip injected with CO repeatedly, then dynamically monitored the
hemotheological changes with cervical vein blood such as whole blood viscosity, plasma viscosity, RBC hematocrit etc at 1, 3 7 14
21 days after the injection of CO, respectively; while the levels of fibinogen  endothelin- 1, MDA, NO and ¢GMP in plasnawere also
measured. Result The hemorheological features were obviously changed such as the increase of viscosity; besides the damage of
endothelium, the increase of vasoconstrictive substances and the inhibition of NO-c¢GMP system were also seen in the study. Condusion

The acute CO poisoning has a continuing negative effect on brain microcirculation, which might be an important impact factor in the
pathogenesis of the delayed encephalopathy by acute CO poisoning.

Key words; Acute cathbon monoxide poisoning; Delayed encephalopathy; Hemorheology; Nitric oxide (NO); Endothelin-1
(ET-1); Fibrinogen (Fib); Cyclic guanosine monophosphate (cGMP)
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Report on an accidental acute poisoning by coal tar
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