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Cap polyposis occurring in the postoperative
course of pelvic surgery

M Gehenot, J-F Colombel, E Wolschies, P Quandalle, P Gower, M Lecomte-Houcke,
H Van Kruiningen, A Cortot

Abstract
The case is reported of a 42 year old
woman who presented with the charac-
teristic clinical, sigmoidoscopic, and
histological features of cap polyposis
occurring in the postoperative course
of pelvic surgery. Pathogenesis of cap
polyposis is unknown. In this patient,
abnormal colonic motility was not a likely
aetiological factor as suggested in pre-
vious cases. Despite some arguments
favouring an infectious origin or partici-
pation, no specific viral or bacterial agent
was identified. Cap polyposis remains a
poorly recognised condition, which may
be confused with inflammatory bowel
disease.
(Gut 1994; 35: 1670-1672)
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Cap polyposis, which was first described by
Williams et al in 1985, has since remained an
overlooked entity.1 Campbell et al recently
described two new cases, which renewed
attention to this condition.2 Cap polyposis has
specific clinical, sigmoidoscopic, and his-
tological features but its pathogenesis is
unknown. It has been postulated that abnor-
mal colonic motility leading to mucosal
prolapse may be an important aetiological
factor. We report a case of cap polyposis occur-
ring in the postoperative course of pelvic
surgery, which points in our opinion to a
possible infectious origin or participation.

Figure 1: Sessile, ukerated polyps in the sigmoid at
endoscopy.

Case report
A 42 year old woman presented in February
1993 with a 14 month history of recurrent
mucoid and bloody diarrhoea (more than eight
stools per day) with abdominal pain. She was
operated on for an uterine myoma in December
1991. The surgical report pointed out technical
difficulties because of pelvic adhesions.
Ampicillin (2 g/day) was started the day before
surgery. Three days after operation, the patient
complained of mucus and bloody diarrhoea
accompanied with abdominal and rectal pain.
The first sigmoidoscopy performed in January
1992 showed a flushed oedematous mucosa
with some abraded areas in the sigmoid colon
sparing the rectum. Examination of stools for
Clostridium difficile and toxin was negative.
Biopsy specimens suggested non-specific colitis.
Treatment with 5 aminosalicylate (2 g/day)
and metronidazole (1 g/day) improved the
patient's condition (four stools per day still
containing mucus). A repeat sigmoidoscopy
in March 1992 showed some small sessile
inflammatory polyps located 15 to 35 cm from
the anal margin. Treatment with 5-amino-
salicylate (5-ASA) was continued but the
patient's symptoms worsened in August 1992.
Colonoscopy showed about 25 haemorrhagic,
sessile, ulcerated polyps, spread over 15 to
35 cm from the anal margin with a
normal pattern of the rectum and of the left
colon (Fig 1). Biopsy specimens again pointed
to a non-specific inflammatory colitis.
Bacteriological analysis proved negative for

Figure 2: Sessile haemorrhagic polyps separated by normal
mucosa at surgery

1670

 on M
ay 22, 2023 by guest. P

rotected by copyright.
http://gut.bm

j.com
/

G
ut: first published as 10.1136/gut.35.11.1670 on 1 N

ovem
ber 1994. D

ow
nloaded from

 

http://gut.bmj.com/


1671Cap polyposis occurring in the postoperative course ofpelvic surgery

Figure 3: Polyp mucosa, with granulation tissue and
chronic inflammation of the lamina propria at and near the
surface, as well as cystically dilated glands with detritus
(original magnification X40).

Koch Bacillus. Treatment combining oral
and rectal enemas of 5-ASA was continued,
without improvement. Because the patient's
condition worsened (eight stools/day with
mucus and blood), she was admitted to the
hospital in February 1993. She was in good
general condition with no weight loss, clinical
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Figure 4: Submucosa beneath the mucosa shown in Figure
3. Lacy, oedematous, well vascularised connective tissue
(original magnification x 40).

examination was normal, and laboratory tests
were unremarkable. A surgical treatment was
decided upon because the symptoms persisted
associated with the same lesions at endoscopy.
Sigmoid colectomy was performed on 11
March 1993. Macroscopic examination showed
haemorrhagic polyps at the apices of large
mucosal folds separated by normal mucosa (Fig
2). The polyps consisted of hyperplastic colonic
mucosa resting on an oedematous, lacy, well
vascularised submucosa (Figs 3-4). Colonic
glands were dilated and odd shaped, but seldom
enfolded, and the epithelial cells were well dif-
ferentiated and filled with mucus. In the luminal
one fifth of the mucosa of some polyps, many
glands were cystically dilated, had thin colum-
nar epithelium that was only partially intact and
contained detritus (Fig 5). The detritus con-
sisted of granulocytes, degenerate epithelial
cells, few round cells with granular eosinophilic
cytoplasm, and mucus. These damaged glands
occurred in a zone of inflammation comprising
the luminal one third to one half of the mucosa.
The inflammatory infiltrate consisted of chronic
inflammatory cells, new blood vessels, and histi-
ocytes - granulation tissue between the epithe-
lial glands at the surface (Fig 6). In histological
preparations, the cap was often artifactually dis-
placed from the polyp. When special stains for
virus inclusions bodies (Lundrum and Page
Green) were applied to these lesions none were
found. A Brown and Hoppe stain showed that
the dilated cystic glands did not contain bacte-
ria, and there were few bacteria in the
fibropurulant cap. Giemsa and the periodic acid
Schiff stains were unrewarding and a modified
Steiner's silver stain failed to show rickettsia,
spirochetes, or intracellular campylobacter like

Figure 5: Higher magnification of a degenerate colonic
gland, near the surface of the polyp, and surrounded by
granulation tissue and chronic inflammation. Note
partial loss ofepithelium above and epithelial cels and
granulocytes within the abnormally shaped dilated glands.
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Figure 6:- (A) Typical aspect of a 'cap'polyp (original
magnification X40); (B) portion of a polyp with flbropu-
nulent cap, granulation tissue, and chronic inflammation of
near surface lamina propria, and dilated glands containing
mucus and granulocytes (original magnification X 100).

organisms. Orcein strain for elastin fibres gave
negative results. The patient is well at a nine
months' follow up.

Discussion
Our patient presented with the characteristic
morphological and pathological features of cap
polyposis as initially described in 15 patients
by Williams et all and recently recalled by
Campbell et al.2 Cap polyposis affects patients
ofboth sexes, ranging from 17 to 82 years. The
common symptoms are mucoid and bloody
diarrhoea with abdominal pain and tenesmus.
At endoscopy polyps of the rectosigmoid are
red, sessile, and located at the apices of
enlarged transverse mucosal folds with a
normal intervening mucosa. Microscopic
features include elongated hyperplastic looking
glands with a mixed inflammatory infiltrate in
the lamina propria. A cap of fibrinopurulent
exudate covers the polyps. Symptoms are often
relieved by polypectomy but, as in our patient,
rectosigmoid resection may be required to con-
trol diarrhoea. The course of the disease is still
uncertain but it is worth noting that cap poly-
posis can recur in the rectum left in place after
left hemicolectomy as illustrated in one case of
Campbell et al.2

In his series Williams et al did not find any
particular familial history or any strong associ-
ation with other major colorectal diseases
although two of 15 patients had chronic ulcer-
ative colitis and one of 15 had sigmoid adeno-
carcinoma. Histological aspects similar to cap
polyposis have been described in other disor-
ders where mucosal prolapse is the underlying
mechanism such as solitary rectal ulcer syn-
drome or prolapsed colostomies. It has thus
been suggested that abnormal colonic motility
may be a crucial aetiological factor: it could
lead to prolapse of redundant mucosa at the
apices of transverse mucosal folds resulting in a
local ischaemia producing the characteristic
histological appearances.' 2 Presence of intra-
mucosal elastin at the edges of some of the cap
polyps in one case described by Campbell et al 2
is another argument in favour of this hypoth-
esis. Our patient had no evidence of abnormal
colonic motility and orcein stain for elastin
fibres was negative. An infectious origin or par-
ticipation might be suggested in this case: (a)
symptoms occurred in the postoperative
course of pelvic surgery, a few days after anti-
biotics; (b) treatment with metronidazole
improved her condition; (c) inflammatory cap
polyps have been described in diverticular
disease in which infectious agents might play a
part. The search for virus or bacteria, however,
in either dilatic cystic glands or fibropurulant
cap was negative.

1 Williams GT, Bussey HR, Morson BC. Inflammatory 'cap'
polyps of the large intestine. Br Jf Surg 1985; 72 (suppl):
S 133.

2 Campbell AP, Cobb CA, Chapman RWG, Kettlewell M,
Hoang P, Haot BJ, et al. Cap polyposis - an unusual cause
of diarrhoea. Gut 1993; 34: 562-4.
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