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— Abstract —

Left Ventricular Function Changes Under Normothermic
Krebs Perfusate in Newborn Piglet

Oh, Bong Suk, M.D.", Nah, Kook Ju, M.D.", Lee, Dong June, M.D."

To clarify the changes of left ventricular function under normothermia, the time interval
between the onset of ischemia and the begining of contracture of left ventricle(TIC) were
recorded in newborn piglet. Myocardial performance was assessed using intraventricular
balloon to determine compliance and systolic function after 5 to 10 minutes interval per-
fusing normothermic substrate free Krebs solution as a perfusate. .

The time to onset TIC was 29.5+1.7 minutes and peak ischemic contracture was 46.7 +4.
Ominutes(p<0.01).

In myocardial performance, systolic function of left ventricle(defined as cardiac con-
tractility) was kept until 25 minutes of perfusion, but was decreased abruptly after 30 min-
utes of perfusion(p<0.0018) and diastolic function of left ventricle(defined as diastolic com-
pliance) was kept until 15 minutes of perfusion, but was decreased after 20 minites of per-
fusion (p==0.0079).

This study demonstrated maximal time of the tolerance to normothermic global ischemia
and functional changes of left ventricle using Krebs perfusate under the same condition.
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Fig. 1. Schematic illustration of perfused circuit for assessment of left ventricular
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Table 1. Ciomposition of Krebs-Henseleit solution

(M)
NaCl 120.00
KCl 5.60
CaCl» 2.50
MgSOu 1.30
NaH:POq 1.17
NaHCOs 25.00
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Table 2. Systolic function (contractility)
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Fig. 2. Development of ischemic contracture
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Fig. 4. Development of ischemic contracture
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Fig. 5. Volume-pressure relationship systolic func-
tion (in Case 3)
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Fig. 6. Changes in LV systolic function
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Fig. 8. Volume-pressure relationship diastolic com-
plance (in Case 3)
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Fig. 9. Changes in LV compliance
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Fig. 10. LV compliance
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