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These data suggest that the benefit of earty ACE| in patients with AMi can
be enhanced in the hypertansive population.

Effects of Enalapril on Tissue Factor and

= — Plasminogen Activator Inhibitor in Patients With
Acute Myocardial infarction

H. Soejima, H. Ogawa, H. Yasue, K. Nishiyama, K. Misumi, K. Takazoe.
Kumamolo University Schoot of Medscine, Kumamgto, Japan

Background: Administration of angiotensin converting enzyme (ACE) mhibitors
in patients with myocardial infarction is reported to reduce the incidence of
acute coronary syndromes.

Methods: In a randmized. double-blind, placebo-controiled study beqin-
ning 4 weeks sfter myocartal infarction, 11 patants recerved placebo (P
group) and another 11 received enalapni therapy (E group) for 4 weeks. Blood
samplings were performed betore the start and on the 3rd, 7th, and 28th days
atter the strat of administration from ait patients. We measured ACE activ-
Ay, tissue factor (TF) antigen levels and plasminoags.: activator inhibitor (PA)
activity.

sifts: There were no differences m the ACE actvity (15.3 + 1.7 and
14.5 + 1.2 M), TF antigen levels (230 + 13 and 236 + 21 pg/mi) and PAI
activity (11.1 + 0.8 and 10.6 + 1.2 IU/mi) betwee the P and E groups The
ACE activity (8.1 = 1.2), TF antigen levels (169 = 13) and PA! activity (6.6
+ 1.3) decreased on the 28th day in the E group. However, three vanables
were unchanged (152 + 2.0, 247 + 19, 11.5 + 1.1) during the studty period in
patients received placebo.

Conctusions: Enalaprit therapy reduced the TF antigen fevels and PAI
activity in patients with myocardial infarction. The improvements i the coag-
ulation and the fibrinolytic System may be associated with the reduction in the
nsk of coronary thrombosts seen with the use of ACE inhibitor

AT;-Receptorblocker Versus Angiotensin
Converting Inhibitor in Acute
Myocardial Infarction? Role of Dosage and
Bradykinin on Remodeling, Hemodynamics and
Mortality in the Rat Model

P Gaudron, K. Hu, T. Zdrojewski, A. Hagebeuker, J. Kaden, W. Coesteld,
A.Koch, D. Fraccarolio. E. Schdnaich, G. Ef. 1. Med. Unversitatskhinik,
Mannheim/Meidelberg. Germany

Although ACE inhibitors may reduce mortality in subacute myocardial infarc-
tion (M) they could be harmtul dunng intense reurchumora) activation In
acute Mi. We investigated the contnbution of angiotensin-i1 (Alf) synthests
inhibition, bradykinin (BK) breakdown, and dosage to the effects ot ACE -
hibitors. Three hours after coronary ligation or sham operation, rats received
the AT,-receptorblocker Candesartan (Can. 4 mgkg/d. n = 52), tugh or low
dose Quinapril (Qui-ti, 50 mg/kg/d, n = 56; Qui-lo. 6 mgrkg/d, n = 52). BK-B:
receptor antagonist Hoe 140 (H, 500 ;:g/kg/d, n = 76). H + Qui-hi (n = 74), or
Placebo (P, n = 51). After 7 days, mortality was analyzed. In surviving rats.
left ventacular systofic (LVSP, mm Hg) and end-diastolic pressures (LVEDP,
mm Hg) were measured by Millar catheter and feft ventricular (LV) volume
(Vol, ml’kg) was derived trom passive pressure-volume relations. After M.
mortality with Can (13%), H (13%) H + Qui-hi (15%) and Qui-lo (19%) was
similar as with P (18%, p = n. s.) but was higher with Qui-hi (38%. p < 0.05). In
sham, mortality was zero with various treatments. LVSP. LVEDP and Vol were
reduced to similar levels with Qui-hi and Can but remained unchanged with
Qui-lo, H and H + Qui-hi treatments. Table shows data of large Mt (>30% LV
circumference):

P Qus-tn Qui-lo Can H H + Qui-h
LVSP 104 :3 87 ¢+ 6 104 x4 85:4 111 £3'S 104+ 38
LVEDP 1541 102 1222 101 1541 17 2118

Vol 188+ 003 1.74 1010 2.07 + 0.10% 162+ 0.07 1.87 £ 0.06 1.90 + 0.08

(Mean + SEM: 'p < 0.05vs. P. 1p < 0.05 vs. Qui-hi, Sp < 0.05 vs. Can)

Thus, the AT,-receptorblocker is safe in acute Mi and prevents early re-
modeling, whereas the ACE inhibitior is ony effective at high dose which
increases mortality in this model.
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The Impact of ic Saline Solutiona on
Myocardial aan Blood Flow During
Cardiopuimonary Resuscitation

A. Hagendorff, M. Fischer', A. Dahmen, J. Standom', B, Ladentz.
Depanment of Cardiology, University of Bonn, Bonn, Germany; ' Department
of Anegthesiology. University of Bonn, Bonn, Germany

8ackground: During cardiac arrest hemoconcentration deteriorates meology
ol biood, causes siudge phenomena and effectively impairs microcirculation.
Considering the success of hypertonic ealine solutions (HS) in reauscitation
from hemorhagic shock we assumed that HS after cardiopulmonary resue-
citation (CPR) might avoid hemoconceniration, increase biood voluma and
improve myocardial and cerebral blood flow (MBF, CBF).

Methods: In 30 anaesthetized pigs a 10 mvnute-normothermic cardiac ar-
rest was induced by veniricular fibrnltation. CPR was started with apptication of
epinephrine, open chest cartiac massage and ventitation. The animala ran-
Gty received either 7.5% NaCl or normal saline sohstion. 5 nvnutes iater
DC-counter shock was applied lo obtain retum of spontanecus recirculation
{ROSC). MBF and CBF wera measured with colored microspheres. Systemic
hemodynamics were continuously recorded.

Resuits: After HS infusion hematocrit was significantly reduced during
CPR and within the first 30 minutes after ROSC (43 + 3ve. 38 + 3%), the
parameters myocardial (25 + 12 vs. 36 + 16 mmHg) and cerebral perfusion
pressure {32 = 14 vs. 59 + 13 mmHg), cardiac output (0.3 + 0.1 vs. 0.6 +
02 tmin '), MBF (1.5 + 06vs. 28 x 1.8mig ' min') and CBF (05 +
0.2vs. 0.9 + 0.4 mig~' min"') were significantly improved (P < 0.05). The 2
hour survival rate for animal with HC infusion was significantly higher than for
controls (P < 0.03).

Conctusrons: The improvement of systemic, myocardial and cerebral cir-
culation after HC infusion dunng CPR after cardiac armes! is correlated with a
befter outcome.

1136-108 | Systemic and Coronary Perfusion During
Cardiopulmonary Resuscitation: Comparison of
Manual Sternal and Automatic Circumferential
Compression by an Automatic Vest

E. Eeckhout, H. Tevaerai', X. Mueller', D. Jegger' M. Augstburger', L von
Segesser’, J.-J. Goy. Division of Cardiolagy, University Hospdal, Lausanne,
Switzertand. ' Department of Cardiac Surgery, University Hospntal,
Lausanne, Swizterland

Background and Furpose: Manual stermal compression, considered as the
gold standard for extemal cartiopulmonary resuscitation (CPR) is of varnabie
efficiency. The automatic preumatic chest vest (Cardiologic Systems Inc,
Hanover, MD) permits fatigue resistant, cireumferential chest compression.

Method: Manual and automatic compression were compared in random
order in the bovine madel (0 = 6, 65.3 + 6.5 kg) with jugulo-carofid cardioput-
monary bypass (CPB) backup. Mean artenal pressure (MAP) was measured
through an introducer in the femoral artery and coronary flow velocity (CFV)
was recorded with a 0.014 inch intracoronary Doppler wire (Fiowire, Cardio-
metrics, Mountain View, CA) positioned in the LAD Animals were reperfused
with CPB for 7 min between CPR penods (3 min) under various conditions of
volermia {extracormoreal blood storage in venous reservotr). Values (MAP &
CBV) during CPR are expressed as % of the values registered during CPB
under the same volemic conditions.

Resuits:

Vascular votum MAP (mmHg) MAP (%ot CFB) CFV (emvs)  CFV (% of CFB)
itre crB mamual  vest cPB manuel  vest

2 20:5 72+ 26 122 241 15+ 10 130 : 104 206 : 186
15 19:8 72:4 134:20 2315 42 + 18 100 + 14
1 3G:14 48:13 96:35 178 97 68 137257
0 55:15 55+10 88:36 23:8 68+36 119:30
+1 47 :12 62+16 104220 25:8 62+26 13:40

Conclusions: Comparedto external manual compression, automatic pneu-
matic vest CPR results in supenor, tatigue resistant systemic and coronary
heamodynamics in the bovine model.






