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The acidosis was then corrected (pH7.1 to 7.4) by iv infusion of
100ml1/40kg of 8.4% Sodium Bicarbonate inj., and adjusting
ventilation back to pre-hemorrhage levels.

- pH 7.4 (baseline)
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Arterial blood samples (30ml) were taken at baseline (pH 7.4), T1 g by pairwise comparisons (Holm-
(pH7.1) and T2 (pH corrected back to 7.4) as shown in Figures 1 and 08) Sidak method). ata expressed as - pH 7.1 corrected to 7.4
2 for determination of coagulation. Cardiovascular parameters were Mean#SE.

monitored via the carotid cannula. A representative pig is illustrated
(Figure 2).




