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Effects of an oral pre-administered beta-blocker on cardiopulmonary resuscitation in
various cardiac arrests
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The present studies were performed to evaluate effects of a beta-blocker on cardia
c arrests induced by severe hemorrhagic shock and airway obstruction in rats, and on endotoxic shock induc
ed by endotoxin, and on septic shock induced by cecal ligation and punctures in rats. (1) Administration o
f a beta-blocker on cardiac arrests induced by severe hemorrhagic shock deteriorated prognosis. (2) Admini
stration of a beta-blocker on cardiac arrests induced by airway obstruction in rats improved recovery rate
from cardiac arrests. (3) Administration of a beta-blocker on endotoxic shock induced by endotoxin deteri
orated prognosis. (4) Administration of a beta-blocker on septic shock induced by cecal ligation and punct
ures in rats gave no influences on motality.
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Fic. 1. The SAP (top) and the HR (bottom) at baseline and after
hemorrhagic shock (mean + SD). Closed circles, the control group; closed
squares, the treatment group. *P < 0.05 versus the control group.
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Fia. 2. Survival curves for the control group and the treatment group
after hemorrhagic shock.
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Fic. 3. Changes in plasma TNF-o (top) and IL-6 (bottom) concen-
trations at baseline and after hemorrhagic shock (mean + SD). Closed
circles, the control group; closed squares, the treatment group. *P < 0.05
versus the control group.
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Fic. 4. Changes in base excess (top) and plasma lactate concen-
trations (bottom) at baseline and after hemorrhagic shock (mean + SD).
Closed circles, the control group; closed squares, the treatment group.
*P < 0.05 versus the control group.
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Figure 1. Changes of the heart rate (top) and systolic arterial blood
pressure (bottom) at baseline and after return of spontaneous
circulation (ROSC) (mean = SD). Closed circles = the control group;
closed squares = the treatment group. *P < 0.05 versus the control
group.
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Figure 2. Changes of Pao,, (top) and Paco, (bottom) at baseline and
after return of spontaneous circulation (ROSC) (mean = SD). Closed
circles = the control group; closed squares = the treatment group.
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Figure 3. Changes of arterial pH (pHa) (top) and base excess
(bottom) at baseline and after return of spontaneous circulation
(ROSC) (mean = SD). Closed circles = the control group; closed
squares = the treatment group. *P < 0.05 versus the control group.
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Figure 4. Changes of the plasma lactate (top) and glucose (bottom)
concentrations at baseline and after return of spontaneous circula-
tion (ROSC) (mean =+ SD). Closed circles = the control group; closed
squares = the treatment group. *P < 0.05 versus the control group.
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Figure 5. Changes of plasma tumor necrosis factor (TNF)-« (top) and
interleukin (IL)-6 (bottom) concentrations at baseline and after return
of spontaneous circulation (ROSC) (mean = SD). Closed circles =
the control group; closed squares = the treatment group.
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