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A Case of Chronic Idiopathic Pseudo-Obstruction Caused by
a Degenerative Disorder of the Myenteric Plexus
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Intestinal pseudo-obstruction is characterized by symtoms and signs of mechanical
bowel obstruction in the abscence of an occluding lesion of the intestinal lumen.

The chronic forms of intestinal pseudo-obstruction are separated into primary and
secondary in according to the underlying disorders. primary or chronic idiopathic intestinal
pseudo-obstruction(CIIP) is not associated with systemic illness and a progressive nature
with relapses and remissions. Since Dyer described the rare histologic subtype of
idiopathic pseudo-obstruction, the primary abnormality is in the myenteric plexus of the
bowel at first in 1969, only few cases are reported. We report a case of CIIP caused
by degeneration of myenteric plexus of the colon and he was succesfully treated with
surgical management.
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Fig. 2. barinm enema showing no intraluminal obstmictive
lesion.

Fig. 3. Gross finding of resected colon.

3-1: dilated right colon and diffuse narrowing of left colon.

3-1: pross finding of cul surface,
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Fig. 4. microscopic finding of resected colon.
4-1: normal myenteric plexus of normal subject.
4-2: myenteric pelxus of patient shows disappearance of ganglion cells without mflammmatory cell infiltration.
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