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Table 1. The time course of the symptoms of the patients treated with OHP therapy.
Case 1 to 5: Carbon monoxide poisoning.
Case 6 : Involutional melanchoria.
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Fig. 1 Edematous vascular media of brain artery of the patient died of later

symptomes of carbon monoxide poisoning.



Table 3

Dead by convulsion; Surviver after Surviver after
®2hr @2hr @2hr @®2hr @2hr @1hr 5th time
at 3ATA OHP @1hr at 3ATA OHP | 3hr at 3ATA OHP
C |P(OHP)| T(eche:) ¢ P T C P

RBC 10*/mm® 558 491 631 583 468 496
WBC 10%/mm?® 78 148 81 88 87 89
Hb (F1) % 92 78 96 86 76 73
Ht % 92 40 51 45 37 36
Rt %o 43 36 20 23 26 35
Pt X 10*/mm® 19 17 17 61 56 33
MCV ' 71 80 80 77 79 72
Viscosity (cp), 230sec™’ 2.67 3.14 | 2.80
(45%Ht RBC in phy. saline), 23sec ™ 4.8 4.1 4.5
Pt Aggregation (ADP) 7 7
GOT U 46 39 33 34 28
GPT U 48 43 57 55 43
MG 2 2 2 1 1
Total Protein g/dl . 5.5 4.6 4.4 4.8 6.4
Al % 68.7 68.8 | 67.4 65.5 | 65.1
G a; % 6.8 6.6 6.5 3.7 2.5
az % 12.6 13.8 13.1 8.5 6.3
% 4.7 5.6 6.6 7.6 5.7

Y % 7.0 4.9 6.0 14.9 | 20.3
A/G 2.2 2.2 2.1 1.9 1.9
Total Cholesterol mg/dl 45 123 74 74 46 89 41 67
Ester Cholesterol mg/dl| 22 85 39
B-lipcproteiru (mm) | 0.3 0.8 0.6
Total lipid mg/dl | 331 562 585
TG mg /dl 62 100 158
NEFA mEg/1| 0.1 0.1 0.2
Phospholipids mg/dl 56 164 126 91 139 157 80 103
Vit. E (0.8~1.0mg/ml)|{ 0.9 0.58 1.07 0.9
MDA #M/ml| 4.4 7.4 4.9 :
LDH 320 280 120 140 140
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Fig5. Electron spin resonance spectra. of

N-oxyl-4-4-dimethyl- oxazolidine derivatives of
12-ketostearic acid in viscous glycerol solution.
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Fig6. Electron syin resonance spectra of N-oxyl-4-4"
dimethyl-oxazolidine derivatives of 12-ketostearic acid
in a RBC membrane lipid bilayers.

(P : OHP treated rabitt, C : control)



