Hemorrhagic infarction VS Hypertensive hemorrhage

Hemorrhagic infarction (red infarction): Robbins Basic Pathology:
Infarcts are subdivided into two broad groups based

* CT:17%, MRI: 30% (80% of embolic on the presence of hemorrhage.

infarct were hemorrhagic at autopsy). Hemorrhagic (red) infarction, characterized by
multiple, sometimes confluent, petechial
hemorrhages, is typically associated with embolic
events ( Fig. 28-15A). The hemorrhage is
* Timing : 3rd to 10th day. presumed to be secondary to reperfusion of
damaged vessels and tissue, either through
collaterals or directly after dissolution of
Intravascular occlusive material.

* Always be seen in cases of embolic
infarction.

* Mechanism:
1. Luxury perfusion.

2. Fragility of capillaries. | _ i '
agliity of capitiaries T In contrast, nonhemorrhagic (pale, bland, anemic)

infarcts are usually associated with thrombosis ( Fig.
28-15B).
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