2002 12 15 6 Chinese J Ind Med Dec 2002 Vol. 15 No. 6 ° 321 °

( . 100083)
Co Co
Co co . ( C1do 3d 7d 14d. 21
(Is ' 55 1 305 ', 2005 D). . . .
(1s ' 55 1 308 1 2005 D . 1~14d ; 1. 7. 14
d, ; . . 7 ds
; . 144 ; RBC. Hb.
HCV . 60 .
. . Co RBC.
Hb. HCV . w
a0 ; ; ; ;
R135. 14; R595. 1 . A . 1002— 221X(2002)06—0321— 04

Hemorheological changes in cerebral circulation of rats with acute carbon monoxide poisoning and its significance
CUILShurjie, ZHAO Jin-yuann WANG Yao-hong
( Center for Occypational Diseases.  The third Hospital of Peking University, Beijing 100083,  China)

Abstract: Objectives To study the hemotheological change after acute catbon monoxide (CO) poisoning and its possible wle in
etidogy of delayed encephalopathy after acute CO poisoning. Methods  Animal model of acute CO poisoning was prepared by
intraperitoneal injection of CO at regular interval. Whole blood viscosity (with shear rates of 1s & 5s ' 30s L 200s D, plasna
viscosity  plasma level of fibrinogen and whole blood cell count were measured, for blood samples collected from jugular vein
immediately after exposure to CO, and 1, 3 7, 14 and 21 days after exposure. Results Whole blood viscosity in cerebral
crculation of the rats decreased significantly immediately after exposure to CO with varied shear rates, and increased significantly from 1
day to 14 days after exposure. Plasma viscosity in cerebral circulation of the rats increased significantly 1, 7 and 14 days after
exposure. Hematocrit (PCV)  decreased significantly in the rais immediately after exposure to (0, then gradually restored, and it was
senificantly higher 7 days after exposure than that before exposure. Plasna level of fibrinogen in cerebral circulation increased abruptly
after exposure, and restored to nomal 14 days after exposure. Red blood cell count hemoglobin and hematociit decreased significantly
immediately after exposure, then restored to nomal. Condusions Whole blood viscosity and plasma viscosity in cerebral circulation
increased during the recovery stage of acute CO poisoning in rats causing increase in circulatory resistance and slowdown in blood flow,
poor cerebral infusion, and cerebral circulatory disturbance. During the early stage of acute CO poisoning whole blood viscositys
hematocnt, red blood cell count and hemoglobin decreased significantly, indicating (O with its specific physiological characteristics
could be involved in the effects on blood.
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