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— Abstract —

The Effect of Oxygenated Crystalloid Cardioplegia
for Myocardial Protection®

Meyun Shick Kang, M.D.”, Jae Min Cho. M.D.",
Byung Chul Chang, M.D.”, Bum Koo Cho, M.D."”

Current methods of myocardial protection has been improved with cardioplegia and hyp-

othermia.

We compared St. Thomas hospital cardiopleic solution without oxygenation(GroupI ),
with oxygenation(Groupll ) and with oxygenation with filter(Groupll) under isolated wor-

king heart model.

Heart rate recovery was more significantly improved in GroupIl than Group I after 15

minutes of recovery time (p<0.05).

Maximal systolic pressure shows no difference as it increases with time.
Cardiac ouputs were not diffrent between groups.
Recovery time was shorter significantly in group I and grouplll than group I (p<0.05)

Use of filter showed no difference,

As a conclusion, oxygenated cardioplegic solutions improves ability to protect the heart
against ischemia and it is manifested by improved recovery time and heart rate.
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