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Type Definition Physiologic Pathologic Special points
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Metaplagia:

It arise by the reprogramming of stem cells to differentiate along a new pathway
&

not by a phenotypic change (trans-differentiation) of already differentiated cells.
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Metaplasia here has survival advantages, but important protective
mechanisms are lost, such as mucus secretion and ciliary clearance
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Lipids = Fatty changes Any accumulation of triglycerides 1. Toxins JSteatosis in liver = Alcohol abuse and * (Called steatosis
within parenchymal cells. 2. Protein diabetes associated with obesity are
malnutritio  the most common causes of fatty
n change in the liver.
3. Diabetes - Heav
mellitus . Skeletal Muscle
4. Obesit
5. Anoxia\./ k'd%f
Lipids = Phagocytic cells may become  Mostly Atherosclerosis A}N@mq
Cholesterol and overloaded in different increased
Cholesteryl Esters pathologic processes intake or
decreased
catabolism of
lipids.
Glycogen Excessive intracellular Uncontrolled DM - abnormal * Glycogen also

glucose metabolism, glycogen accumulates
accumulates in renal tubular within cells 2>
epithelium, cardiac myocytes, and glycogen storage

B cells of the islets of Langerhans. diseases.

accumulation of glycogen
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Lipofuscin represents complexes Brownish-yellow
of lipid &

protein that are produced by the

Lipofuscin

free

radical-catalyzed peroxidation of
polyunsaturated lipids of
subcellular

membranes.

Melanin Although melanocytes are the only Brown - black

source of

melanin, adjacent basal keratinocytes in
the

skin can accumulate the pigment (e.g., in
freckles), as can dermal macrophages.

Lipofuscin
granules in
cardiac myocytes
- Livev”

- RBram

Moles

Not injurious, a
marker of past
free radical
injury.

In large
amounts 2
brown atrophy
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+Pigments - Hemosiderin

A hemoglobin-derived granular pigment that
is

* Accumulates in tissues when there is a
local or systemic excess of iron.

* lronis normally stored within cells in
association with the protein apoferritin,
forming ferritin micelles.

* Hemosiderin pigment represents large
aggregates of these ferritin micelles, readily
visualized by light and electron microscopy.

+Pigments - Hemosiderin

* The iron can be unambiguously
identified by the Prussian blue
histochemical reaction

* Small amounts of this pigment are
normal in the mononuclear phagocytes
of the bone marrow, spleen, and liver,
where aging red cells are normally
degraded.

* Excessive deposition of
hemosiderin, called
hemosiderosis.

¢ More extensive accumulations of iron
seen in hereditary hemochromatosis



