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Cellular adaptation
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The relationship among normal, adapted, reversibly injured, and dead myocardial
cells. The cellular adaptation depicted here is hypertrophy, the cause of reversible

injury is ischemia, and the irreversible injury is ischemic coagulative necrosis.
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Normal Endometrial
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Mechanisms of intracellular accumulation:

(1) Abnormal metabolism, (2) Mutations causing alterations in protein folding and
transport, (3) A deficiency of critical enzymes responsible for breaking down certain
compounds, (4) An inability to degrade phagocytosed particles
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