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Table 1. Histochemical nature of pigments in melanosis coli in comparison with lipofuscin and melanin

pigments

e

\ Pigment
Stain

= %—_—.—u—

Lipofuscin Melanin Melanosis coli
Hematoxylin-eosin Yellow brown, Brown black, Yellow brown,
finely granular coarsely granular finely granular
Periodic acid-Schiff + - +
Sudan black B + - -+
Oil red O + - +
Ziehl-Neelsen + — +
Wright Blue green Yellow green Blue green
Fontana-Masson - + +
Bleaching with potassium perman ganate — + +
Autofluorescence + - +
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= Abstract=

Ultrastructural Observation on Melanosis Coli
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Histochemical and ultrastructural observations
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were carried out on pigments in melanosis coli
from a 71 vears old male who has taken laxatives
(laxenta® and dulcolax®) for 3 years and received
a left hemicolectomy on adenocarcinoma of the
descending colon. The pigments were confined
within the lamina propria of entire non-reoplastic
colonic mucosa and showed histochemical reactions
similar predominantly to lipofuscin but with

partial overlapping with those in melanin pigments.
Ultrastructurally, the denatured mitochondria and
endoplasmic reticulum were demonstrated within
the pigmented granules and in the macrophages to
suggest that pigments are of lipofuscin derivatives
which originate from the denatured lipoprotein
membranes of cytoplasmic organelles of injured
colonic epithelial cells,
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Fig. 1 A. Left hemicolectomy specimen.

A well demarcated annular constric-
ting adenocarcinoma i3 seen at left
margin. Adjacent colonic mucosa
shows diffuse brownish black discolor.
ation, reaembling “toad's back”
appearance,

Fig. 1 B. Discoloration is totally confined
to the superficial mucosa.

Fig. 2 A. Coilections of pigmented macrophages in the lamina propria of the mucosa, revealing finely
granular and yellowish brown pigments. (H&E, = 200)

Fig. 2 B. PAS positive granules. (Periodic acid-Schiff, »200)
Fig. 2 C. Sudanophilic granules.(Sudan black B, =x200)

Fig. 2D. Deeply stained, bluish green granules. (Wright, »200)
i, 2 E. Silver poaitive granules. (Fontana-Masson, = 200)
I'ie. 2 F. Partial bleaching of argentaffin positive granules with potassium permanganate.{200)
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Fig. 3. Ultrastructure of a pigmented cell, containing varying size of numerous pigment granules(G)
which are often bound to limiting membranes. N:nucleus, V:vesicle.{ 7, 700)

Fig. 4. Pigment granules contain variable amounts of electron-dense particles, some of which demonst-
rate organoid structures (arrow). (x37,400)
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Fig. 5. Pigment granule showing reticular membranous material.( %37, 100) Inset: High power view of
lamellated. *“finger print”.like reticular membranes resembling endoplasmic reticulum (ER).
(%77, 000)

Fig. 6. Pigment granule containing a rather intact mitochondrion(M) and mitochondria-like structures
(M?). The latters illustrate distorted and dilated cristae, { %77, 000)



