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Abstract—This study was performed (o investigate the acute toxicity of PEG-hemoglobin SB1, a blood sub-
stitute, in beagle dogs. The male and female dogs were administered intravenously at the doses of 0.4375,
0.875 and 1.75 g/kg body weight, respectively. After a single intravenous administration of SB1 to dogs, we
observed them daily for 2 weeks. SB1 did not induce any toxic signs in the mortalities, clinical signs, body
weight changes, and gross necropsy findings of dogs. Based on these results, acute toxicity, dogs SBI1 may
have no side effect and its LDs, value may be over 1.75 g/kg (25 ml/kg) of body weight in dogs.
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Table I. Mortality and clinical signs in dogs administered PEG-
hemoglobin SB1

Dose Mortality

Clinical signs

(g/kg) Malc Female Male Female
0 0/2¢ 072 b -
0.4375 0/2 0/2 ~ -
0.875 0/2 0/2 ~ -
1.75 0/2 0/2 ~ ~

TValues arc expressed as number of dead animals/total number
of animals, *No clinical signs were observed.
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Table II. Changes of body weights in dogs administered PEG-hemoglobin SB1

Sex Days after treatment 0 04373 Dose (g/kg) 0875 775

0 7730 & 4342 7970 = 779 7810 = 644 7720 £ 185

1 8060 £ 159 8070 £ 907 7930 - 669 7880 £ 242

Male 3 8110 £ 486 8250 + 974 8070 + 701 7830 X+ 98.3
7 8111 = 301 8240 + 869 8030 £+ 529 7890 + 73.5

14 8450 & 320 8470 = 853 8370 £ 759 8280 £ 112

0 7460 *= 155 7360 £ 1370 7310 £ 842 7210 £ 50.9

1 7550 = 67.9 7310 £ 1420 7420 £ 718 7460 + 137

Female 3 7560 &£ 209 7420 = 1280 7630 £ 683 7440 == 247
7 7640 £+ 23.3 7580 £+ 1280 7660 £ 674 7510 = 219

14 8040 = 89.1 7800 £ 1110 7880 X 761 7830 = 117

Each Value represents mean =+ S.D.

Table III. Gross findings of necropsy in dogs administered
PEG-hemoglobin SB1

Dose (g/kg) Male Female
0 0/22 0/2
0.4375 0/2 0/2
0.87s 0/2 072
1,75 0/2 0/2

Values are expressed as number of abnormal animals/total
number of animals,
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