2003 8 16 4 Chinese J Ind Med Aug 2003, Vol. 16 No. 4 ° 195 °

B kaeml F P LRw
(1. , 100083; 2. , 100083)
Co

@ ) 21d . . s

’ ’ 1 d 9
. 3~14d 3 1~3d , ;
€O ; ,

R595. 1; R446.11 : A : 1002— 221X(2003) 04— 0195— 04

Hemorheologic changes in the blood of CO-treated rabbits and its significance
WEN Tao's ZHAO Jinyuan', 1I Dan®, WEN Zong-yao”

(1. Research Center f Occipational Medicine, Peking University Third Hogpital, Bejing 100083, China; 2. Department of
Hemorheology, School of Basic Medical Sciences,  Peking University, Beijing 100083, China)

Abstract: Objective To investigate the hemorheological changes in the blood of acute CO-poisoned rabbits and its possible role
played in delayed neuropsychological sequelae (DNS) after CO poisoning. Method The animal model was made by intra-peritoneal in-
jection of high-dose CO in rabbits then gave a successive monitoring on whole blood viscosity, erythrocyte deformity and orientation in-
dex, hematocrit as well as whole blood cells in a 21-day period. Result The whole blood viscosity decreased significantly immediately
dter CO treated ip. especially at low shear rate, the hematociit also declined remarkably in the early stage afier CO treatment. But 1
day later, there was a prominent elevation of both indexes until 14th day following CO injection ip. Erythocyte deformity index went
down distinctly in the first 3 days after CO poisoning but recovered in latter period. Conclusion The results suggest that acute CO poi-
soning exert a hamful influence on hemotheology, a long-term elevation of blood viscosity and hematocrit might result in a slow blood
stream and high vascular resistance, which would in turn aggravate brain hypoxia and serve as an underlying pathogenesis of delayed
neuropsychological sequelae afier CO poisoning.
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Table 1 The dynamic changes of whole blood viscesity at variable shear rate in the blood of CO-treated rabbits (x+9 mPaS

n 55! 10s~! 120s ! 150s™ !
ntrol 5 6. 87+0. 125 6. 092+0. 836 2. 96610, 134 2.788+0 28
CO exposed group 1 h 5 4. 12740 751" 4.050+0 674" 2. 71340. 195 258740 330
1d 5 6. 421 432 6.6151+0. 788 2. 950+0. 268 293740 243
3d 5 8 35240 684 “ 7.893+0.793 " 3. 17040, 1337 3.247+0 086 °
5d 5 8 61240, 765 7.9974£0.553 " 3. 15940, 46 3.235+0 210
7d 5 9 101+1. 45" 8.310£0. 6% 3. 4640 368 3.224+0 371
14 d 5 8 28940 644 * 7.801+0.547 ° 3. 23240 340 319540 243
21 d 5 8 1261 580 7.214+1. 420 3. 209+0. 264 3.098+0 132
* P<0.05 * *P<0 01 (versus control)
2. 2 (DD OD. )
HCT) . CO )
2 , (60) ; 1d 21 d
, 5d . ) .
2 €O DI. OL. HCT (x££

Table 2 Changes of erythiocyte deformahility index (DD, orientation index (OI), hematocrit (HCT) in the blood of (O-treated rabbits (xEs

n DI (0)1 HCT

cont rol 6 50 320. 367 32 840, 417 35.9740. 653

CO exposed group 1 h 6 44 M+0979 " " 32 440. 46 2.05+1 661" "
1d 6 45 8440477 * 31 940, 375 36. 081 724
3d 6 48 2+0.5% " 32 540. 403 40.65+1. 250"
5d 6 49 840,93 30 740, 27 41.33+1. 572"
7d 6 49 9140, 735 33 140. 476 40.87+1. 519"
14d 6 49 76+0. 767 31 740. 336 39.63+1. 369 **
21 d 6 50 040,984 32 60. 251 38.53+0. 876 " "

* P<0.05 * *P<(0. 01 (versus control)
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