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Fig. 1 Changes of mean arterial pressure before
(stagel = before induction of anesthesia), dur-
ing (stage2 = 30 min after initiation of CPB;

stage3=20 min after aortic declamping) and af-
ter CPB (stage4 =15 mine after termination of
CPB; stage5=23-4 hr after; stage6=1 day after).

Data are presented as mean * SEM. # Signifi-
cant difference from stage 1 at P<0.05

Table 1 Patients’ characteristics

PGE!: group control group
Age (yrs) 50.8+3.1 58.9£2.6
male (n) : female (n) 8:2 6 : 4
Body weight (kg) 61.6+3.0 60.0£3.6
Aorta clamping time (min) 56.6+6.7 45.5+4.8
CPB time (min) 110£10.9 91.5+7.3
s o B s s
Operative procedure

1 CABG (n) 4 3

. artificial valve replacement (n) 4 5

. repair of congenital heart disease (n) 2 2
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Fig. 2 Changes of NAG index before (stagel = before
induction of anesthesia), during (stage2=30 min
after initiation of CPB; stage3 = 20 min after
aortic declamping) and after CPB (stage4 = 15
min after termination of CPB; stage5=3-4 hr af-
ter; stage6 =1 day after; stage7=3-4 days after;
stage8=7 days after).

Data are presented as mean = SEM. # Signifi-
cant difference from stage 1 at P<0.05
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Fig. 3 Changes of creatinine clearance at the diffe-
rent time points described in figure 2.
Data are presented as mean £ SEM. # Signifi-
cant difference from stage 1 at P<0.05
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Fig. 4 Changes of FENa at the different time points
described in figure 2.
Data are presented as mean + SEM. # Signifi-
cant difference from stage 1 at P<0.05
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Fig. 5 Changes of urinary output at the different
time points described in figure 2.
Data are presented as mean £ SEM. * Signifi-
cant difference from control at P<0.05, # Sig-
nificant difference from stage 1 at P<<0.05
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Effects of Prostaglandin E1 Infusion on Renal Injury during and after Cardiopulmonary Bypass

Yoshinobu Tomiyama, Teizo Hirano*, Fumihiko Tada,

Shigetoshi Hosokawa®*, Arifumi Kohyama, and Takao Saito

Department of Anesthesiology, Tokushima University School of Medicine

Tokushima, Japan

Department of Anesthesiology, Kochi Municipal hospital*

Department of Anesthesiology, Tokushima Prefectural Central Hospita

We studied the effects of Prostaglandin Ei
(PGE1) infusion on renal injury during and after
cardiopulmonary bypass (CPB) in 20 adult patients
undergoing cardiac surgery. These patients were
divided into two groups: control group (n=10) and
PGE1 group (n = 10) .
travenously at the rate of 20ng/kg/min during CPB

PGE1 was infused in-

and 10ng/kg/min after CPB until postoperative day
1. N-acetyl-D-glucosaminidase (NAG) index, frac-
tional sodium excretion (FENa) , creatinine clear-
ance (Cer) and serum hemoglobin concentration

were measured before induction of anesthesia, dur-

1**

ing CPB (30,min after initiation of CPB and 20 min
after aortic declamping) and after CPB (15 min and
3-4 hr after termination of CPB and postoperative
day 1,3-4, and 7) . In both groups, NAG index,
FENa and serum hemoglobin concentration in-
creased, while Cer decreased, and the changes of
these parameters showed no significant differences
between two groups during and after CPB. Con-
tinuous administration of PGE1 during and after
CPB could not demonstrate the apparent renal pro-
tective effects in the patients undergoing cardiac

surgery.

Key words : Prostaglandin E1, Cardiopulmonary bypass, Renal injury, N-acetyl-D-glucosaminidase

index, Creatinine clearance.
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