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Effect of oxygen therapy on delayed encephalopathy after acute carbon monoxide poisoning
WEN Tao, ZHAO Jin-yuan
(Research Center of Occupational Medicine,  Peking University Thind Hogpital, Beijing 100083, China)

Abstract: Objective To study the effect of oxygen therapy on hemorheology of CO poisoning rabbits and its value in the therapy of
delayed encephalopathy after acute carbon monoxide poisoning. Method 0 3% hydwogen perxide solution was injected into rabbits in-
travenously after CO exposure, three times a day for two days. Then a successive monitoring on whole blood viscositys erythwocyte de-
formity and hematocrit as well as SOD activityy MDA concentration was conducted for 21 days. Result The whole blood viscosity and
hematocnit showed remarkable increase after transient decline in (0 treated rabbits from 1 to 21 day; while the increase of blood viscosi-
ty and hematociit in oxygen-treated group was mare obvious from 3 to 14 day after CO exposures and the SOD activity in first 3 days after
CO exposure was also further decreased. Conclusion Repeated oxygen therapy would have an adverse effect on hemortheology: thereby
aggravate lipid peroxidation. It is suggested that repeated oxygen therapy should be cautious to apply to acute CO poisoning and delayed
encephalop athy.
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Table 1 Changes of whole blood viscosity at variable shear rate in two groups of CO-treated rabbits (xt9
557! 105! 120s ! 150s !
" exposed C0+0, CO exposed 040, group O exposed €0+ 0, CO exposed ~ CO+0,
group group group group group goup group
control 6 67814075 6. B740. 725 6 0920 836 60240 8% 296640 134 29660 134 278+H02%6 2 BEH02%
0 exposed gauplh 6 417+07510 7" 40540407 4050+0 674" 40mta7R2 " 2.713+0 195 276540 214 25874039 23340189
1d 6 67540 8% 7.26540. 438 6 1650 788 6 4240 693 2.950+0 28 337940 471 204028 298+00K
3d 6 g3taest " 100240 267" " 718930793 93s7tasn " " 3 mo+a 133 36010 213 32474008 3961005
5d 6 250+088 " 1056+ 85170 T 797740533 9 78+0 31475 ¥ 3. 15950 246 374740 38 32540210 34834029
7d 6 gr0+L16 " 10744091677 " 8310206047 98BE02BS T 3 U60 %8 355440 473 32244037 38640 3%
14d 6 8 2891+0 644 103741 0857 780140 547" 97470 422" 3. 3240310 36210 377 31954028 321640 40
20d 6 & 161 58) 9.3140.677 " 7.214+1420 g 246+0 74 3.209-0 %4 363340 771 F0BEQ1R 31964023
* P 0,05, ¥ *P<0. 01 (versus control); AP 0.05, AAP<0 01 (versus CO-treated group); (the sme in table 2, 3 4).
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Table 2 Changes of hematociit in the blood of

CO-treated rabbits (x=s)

CO exposed group CO+ 0, group
cont rol 6 35.97+0 653 36.0340.327
CO exposed group 1 h 6 2.05+1 661 29.984+1.793* *
1d 6 36.08+1 724 38.08+1.267° %
3d 6 40.65+1 250 " " 437812147 *44
5d 6 41.33+£1 527" 43,7741, 159" "4
7d 6 40871519 42.58+1.667" "
14d 6 39.634+1 369 " 40.47£1.3127 7
210d 6 38.534+0 876" 41.28+1.744" 7
3 (0(0) (x+9
Table 3 Changes of erythrocyte deformability index in the blood
of CO-treated mbbits (x=+s)
n
CO exposed group CO+ 0, goup
control 6 50.2340 367 50. 5440. 485
CO exposed grop 1 h 6 44.044+0979 " 44,7140.846" "
1d 6 45.8440 477" 45.69+0.512" "
3d 6 482240 554" 48.774+0.376"
5d 6 49.58+0 936 49,9740, 742
7d 6 49.79-+0 735 50.0140. 196
4d 6 49,7640 767 50.7140.917
20d 6 50,0440 984 50.5240. 458
4 0 SOD (x+9 NUml
Table 4 Activity of SOD in the plasma of CO-treated rabbits (x s)
NU/ ml
n
CO exposed group CO+ 0, group
cont ol 6  467.99423 11 459 3+22 &8
CO exposed group 1 h 6 312.22420.77 " 304 494+19 76 "
1d 6 3959041899 3308142638 "4
3d 6 4543942553 433 33422 2%
7d 6 4712142713 465 4424 11
4d 6 469 18+19.77 461 58423 39
20d 6 4656542367 470 8+16 78
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