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1) BEHR (Table 1)
BEERICIIERICB W T PGEIE MK W EH T
¥RLZUANAEEELRD LD o 7.
2) FHmE (Fig. 1)
CPB #3045 % @ F¥ 1L/ 1 PGE1#£36.5 &
3.9 mmHg, FE#%5#39.6+2.5 mmHg & PGE1#f

MRV B - 7.

3) I NAG %At (Fig. 2)

MATAE 1 PGE1BEL1.1+£2.2U/ 1, F K5 B
11.0+£2.4U/1 TNAGT A + - ¥4+ /¥ TOIE
il 510.86+0.49/U/1, 7€10.644+0.24U/
1120 A o 72, TEE & b K BH IR BT % (R 205
BEOEBICHEML, BIMERET 3 — 4 K
2 PGE1#¥16.4+2.8U /1, JEFK5815.1£3.0
U/10¥—=2 %W o7z HBTHELEZ. L LIk
3—4HEFICHELZEMBELRL, WE7THBI
( mmHg )
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Fig 1. Changes of mean arterial pressure before
(stage 1= before induction of anesthesia) , dur-
ing (stage 2= 30 min after initiation of CPB ;
stage 3= 20 min after aortic declamping) and af-
ter (stage 4 =15 min after termination of CPB ;
stage 5=3-4 hr after ; stage 6 =1 day after)
CPB.

Data are presented as mean * SD. * 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
o gt ) i T
Operative Procedure
:CABG (n) 4 3
: artificial valve replacement (n) 4 5
: repair of congenital heart disease (n) 2 2
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EEEZOGZVEIKT L. mMEMCEwWTho
A CHLAELEZ I 2o/,
4) WIERATb % b o 2286 OMiE NAG DAL

(Fig.3)

MR & & KEVIREWTIARR20 14 £ THFICIKME
R L, BAMERKT 3 —4BEEBICAEIC LS
LE—=27 %D, ZORKIKT L2 PGEMXGHF
TWAAT% 7 HE T, IFExSGHTEMELIBE %
THEIEMEZR L. WMEMICEVWThORS
TOLEELRER LD 7.

(ursn

57 —g— PGE 1 gruop (n=10)
weJew cONtrol group (n=10)

Fig 2. Changes of serum NAG corrected by total pro-
tein before (stage 1= before induction of anes-
thesia) , during (stage 2=30 min after initiation
of CPB ; stage 3 =20 min after aortic declam-
ping) and after (stage 4= 15 min after termina-
tion of CPB ; stage 5=3-4 hr after ; stage 6=1
day after ; stage 7=23-4 days after ; sstage 8=7
days after) CPB.

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

—@— PGE 1 group (n=10)
=={TJ=== control group (n=10)

Fig 3. Changes of serum NAG without correction at
the different time points described in figure 2.
Data are presented as mean * SD. * Signifi-
cant difference from stage 1 at P<<0.05

5) HIMMHkHKOEL (Fig. 4)
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Fig 4. Changes of white blood cell counts corrected
by total protein at the different time points de-
scribed in figure 1.

Data are presented as mean * SD. * Signifi-
cant difference from stage 1 at P<0.05, # Sig-
nificant difference from control at P<0.05

Presented by Medical*Online



80 & OB Ml M & H15 (1996)

DWTRELE & HLED NAG HO Z S EIE
BO#ITIHEVWKELL R LA OHITELES N
B EDHEDD LT WA A LR %
CRORECREE SN Z L OBETE RV, ¥,
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DD IfiiE NAG MR RGERLEZ OGNS,

2SI MEEE O _EFIZ BN R OB IIC X
HNAGZ VT ADKTHHEMET LY. /4
NAG 3 HIfBEE 12 X b MR L7 3 5 25,
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U EDHRELNFE X T PGE120 ng/kg/min F2
DEREGETLHA 2 v 7 AMP % BN & ¢ 414K
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BoRKs2 L TEoREERIZNSL, 12
BRIRRYIE &> &, PGE12SER L 22 Wi 718 % 4
LCThH NAG D EF D% &2 X0 ERIREICH
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Effects of Prostaglandin E1 Infusion on Serum N-acetyl- B -D-glucosaminidase Level during and
after Cardiopulmonary Bypass

Yoshinobu Tomiyama, Teizo Hirano*, Fumihiko Tada,

Shigetoshi Hosokawa, and Arifumi Kohyama

Department of Anesthesiology, Tokushima University School of Medicine, Tokushima, Japan

*Department of Anesthesiology, Kochi Municipal Hospital

Kochi, Japan

We studied the effects of prostaglandin Ei
(PGE1) infusion on serum N-acetyl- 3 -D-glucosami-
nidase (NAG) level during and after cardiopulmon-
ary bypass in 20 adult patients undergoing cardiac
surgery. These patients were divided into two grou-
ps: control group (n=10) and PGE1 group (n=10) . In
PGE1 group, PGE1 was infused intravenously at the
rate of 20 ng/kg/min after endotracheal intubation
to the end of CPB and 10 ng/kg/min after CPB until
first postoperative day. Serum NAG levels were
measured before induction of anesthesia, during
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 1st, 3-4th and
7th postoperative day).

In both groups, serum NAG levels increased after
aortic declamping and peaked at 3-4 hr after ter-
mination of CPB, then decreased gradually. These
values showed no significant difference between
two groups in serum NAG levels during and after
CPB. We conclude that the infusion of PGE1 at the
rate of 20 ng/kg/min could not inhibit the increase
of serum NAG level.

Key Words : Serum N-acetyl-beta-D-glucosaminidase, Cardiopulmonary bypass,

Prostaglandin E1, White blood cell counts
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