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Erratum

Role of Oxygen Radicals in the Microcirculatory Manifestations
of Postischemic Injury ‘
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Figure 2 in the above article should be replaced by the following diagram:
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Fig. 2. Pathomechanisms of mi-
. crovascular and cellular injury in
T ischemia-reperfusion, including
damage the no-flow state during ischemia,
as well as no-reflow and reflow-

paradox during postischemic re-
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