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— Figure 2.5 Morphologic changes in reversible cell injury and necrosis. (A) Normal kidney tubules with viable epithelial cells. (B) Early (reversible) ischemic
injury showing surface blebs, increased eosinophilia of cytoplasm, and swelling of occasional cells. (C) Necrosis (irreversible injury) of epithelial cells, with
loss of nuclei, fragmentation of cells, and leakage of contents. The ultrastructural features of these stages of cell injury are shown in Fig. 2.6. (Courtesy Drs.
Neal Pinckard and M.A.Venkatachalam, University of Texas Health Sciences Center, San Antonio, Tex.)
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In humochaematosts , baenze (ke pfamenhﬁ'en o ot duwe e
hemotfdealn , but due Jo  wmelantn.

Figure 2.31 Cholesterolosis. Cholesterol-laden macrophages (foam cells,
; w | Q) arrow) in a focus of gallbladder cholesterolosis. (Courtesy Dr. Matthew Yeh,
—_— Department of Pathology, University of Washington, Seattle, Wash.) B
Figure 2.30 Fatty liver. High-power detail of fatty change of the liver. In
most cells, the well-preserved nucleus is squeezed into the displaced rim

—— of cytoplasm about the fat vacuole. (Courtesy Dr. James Crawford, _—
Nanartmant Af Pathalam Haferra Narthwall @chanl Af Madicina NIV

Figure 2.32 Protein reabsorption droplets in the renal tubular epithelium.
(Courtesy Dr. Helmut Rennke, Department of Pathology, Brigham and
~ Women’s Hospital, Boston, Mass.)
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Intracellular accumulation ot cholesterol within macro-
phages is found in acquired and hereditary hyperlipidemic
states. The tumor mass produced by the macrophages filled
with cholesterol is termed xanthomas. Microscopically, it
consists of clusters of foamy cells in the subepithelial con-
nective tissue of the skin and in tendons.

Q. Write short note on lipotuscin and brown atrophy ot heart.

- Lipofuscinis an insoluble golden-brown endogenous
pigment. It also called as lipochrome or wear and
tear pigment.

- Composition: It is composed of mixture of lipids,
phospholipids and proteins. It is accumulated by
accretion of peroxidized unsaturated lipids and
oxidized cross-linked proteins. The term lipofuscin
is derived from the Latin (fuscus, brown), and refers
to brown lipid.

- Significance: Itindicates a product of free radical injury
and lipid peroxidation. Lipofuscin does not injure cell
or its functions. It is observed in cells undergoing
slow, regressive changes and is particularly prominent
in the liver and heart (often called brown atrophy
of heart) of aging patients or patients with severe
malnutrition and cancer cachexia.

- Appearance: Microscopically, it appears as a yellow-
brown, finely granular cytoplasmic pigment, often
present in the perinuclear region.

Commonly used histochemistry (special stains) in
histopathology are listed in Table 1.9.

Lipochrome/lipofuscin: Wear and tear pigment seen in old age,
severe malnutrition, and cancer cachexia. Perinuclear in location.
Derived through lipid peroxidation.

Lipofuscin: Important indicator of free radical injury.

Pigmentation of liver may be caused by:

1. Lipofuscin 4. Bile pigment

2. Malaria pigment 5. Pseudomelanin
3. Wilson disease
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M/C Stain in Histopathology
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