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Stercoral ulcer perforation mortality: A rare presentation
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\ Abstract

Stercoral ulcers resulting from damage to the intestinal lining due
to chronic constipation are rarely presented as perforations. The in-
cidence of these perforations is 3.2% of all colonic perforations. Poor
diet, anatomic factors, and certain medications increase the risk of
perforations. The presentation of stercoral ulcers varies widely among
patients. Immediate surgical intervention is required for these patients
because of the increased risk of mortality due to severe intraperitoneal

contamination. To the best of our knowledge, we report the first case
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from our region of patient mortality due to stercoral ulcer perforation.
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Background

Stercoral ulcers are a rare clinical entity. While the exact in-
cidence of stercoral ulcers is unknown, the estimated postmor-
tem stercoral ulcer incidence is reported to range from 0.04 to
2.3% [1]. Resulting of chronic constipation, these ulcerations of
the intestinal tract occur with hard impacted stool damaging
the intestinal lining [2]. Significant histologic and clinical varia-
tions in the presentation have been noted with this pathology.
Ulcers of varying shapes and sizes, hyperemic mucosa, and
broad-based polypoid lesions are some of the macroscopic fea-
tures identified [3]. These ulcers are diagnosed histologically as
tissue with a relatively mild degree of inflammation, with a lack
of obvious crypt architectural abnormalities [4]. Clinically, they
present with nonspecific symptoms such as fever, abdominal
pain, and distension [5].

The incidence of stercoral perforation is 3.2% of all colonic
perforations in the general population [6]. Multiple metabolic

and neurogenic syndromes, poor diet, anatomic factors, and
certain medications (such as narcotics, anticholinergics, and
antacids) are noted to increase the risk of perforation [6]. There
are many wide systemic complications that occur with perfora-
tion, of which, peritonitis is the most severe [7]. There is a high
risk of morbidity and mortality (34-57%) due to severe intraper-
itoneal contamination caused by feces. Therefore, immediate
surgical intervention as well as monitoring of possible complica-
tions is vital to optimizing the patient’s survival [8].

Here we report the case of a patient diagnosed with an intes-
tinal stercoral ulcer. To the best of our knowledge, it is the first
case of patient mortality by this disease in Pakistan.

Case presentation

An 86-year-old female, functional class Ill, presented to the
emergency room with complaints of upper abdominal pain and
abdominal distension for 8 hours. The pain was sudden in on-
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set, increasing in severity, constant, throbbing in character, and
non-radiating. It was temporarily relieved with NSAIDs and sur-
face massage. The patient felt bloated but denied fever, nau-
sea, or vomiting. She had a history of chronic constipation but
reported a bowel movement a few hours prior to the presenta-
tion. There was no history of melena, hematochezia, ortenes-
mus. There were no urinary complaints and the patient’s appe-
tite, and sleep was normal. Her weight was stable.

The patient underwent a colonoscopy 7 years prior to pre-
sentation to investigate her chronic constipation and post-pran-
dial right lower quadrant pain. The examination was normal.
She had also undergone a cystoscopy for recurrent urethral and
left inguinal pain and dysuria. Her past medical history included
a diagnosis of osteoarthritis, osteoporosis, and peripheral neu-
ropathy for 10 years, for which she was prescribed NSAIDs, vi-
tamin and calcium supplements, and Gabapentin 300 mg once
a day. She was postmenopausal and did not have a history of
substance abuse or any known allergies. Her family history was
unremarkable for any significant pathology.

Investigations

On examination, the patient was tachycardic, with a pulse
of 120 bpm. Her respiratory rate and blood pressures were 18/
min and 122/86 mmHg respectively. She was afebrile and main-
tained 99% oxygen saturation on room air. She did not have pal-
lor, jaundice, edema, or lymphadenopathy. She had abdominal
tenderness in the epigastric region with distention and gener-
alized guarding. Gut sounds were audible, while DRE showed
hard impacted stool within a normal rectum. There were no
signs of visceromegaly, visible pulsations, or peristalsis. Her cen-
tral nervous system was grossly intact, and her chest examina-
tion was unremarkable. Baseline investigations in the ER were
completed (Table 1).

(Table 1: Baseline Investigations in the ER. j
Hemoglobin 13.6 g/dL
Hematocrit 42.8%
White Blood Cells 2.8 (x10° /L)
Platelet count 160 (x10° /L)
PT/INR 12.4 sec/1.2
APTT 25.3 sec
Procalcitonin 3.92 ng/mL
Alkaline Phosphatase 147 1U/L
Fasting Blood Glucose 191 mg/dL
Creatinine 0.9 mg/dL
BUN 15 mg/dL
Sodium 140 mmol/L
Potassium 4.2 mmol/L
Treatment

The patient was resuscitated with Ringers Lactate. A CT scan
(Figure 1) was obtained. Numerous specks of air were identified
in the peritoneal cavity, consistent with pneumoperitoneum.
Perforation at the site of a mid-jejunal loop was considered be-
cause of a large loculus of air at the site. Significant large bowel
fecal loading with minimal thickening of descending colon was
also present. Based on the history and workup, she was diag-

nosed as having peritonitis secondary to bowel perforation. Her
family was counselled regarding the risks and benefits of surgi-
cal treatment and upon their request, she was planned for an
emergency exploratory laparotomy, with possible bowel resec-
tion with anastomosis or stoma formation.

-
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Figure 1: CT Scan performed in the ER (green arrows = pneumo-
\\peritoneum, red arrow = thickening of descending colon). /

On entering the abdominal cavity, minimal free air was en-
countered. On exploration, the pelvis was full of small hard pel-
lets of stool. Despite initial assessment suspecting a perforation
at the level of jejunum, a 2 cm stercoral perforation was identi-
fied at the rectosigmoid junction. The colon was full of pellets
of stool but was not distended and the wall appeared normal.
A Hartmann’s procedure was performed with an end-stoma at
the level of the mid-sigmoid colon.

Histopathologic evaluation of the resected colon at the site
of the perforation (Figure 2) revealed eroded and ulcerated mu-
cosa, consistent with the diagnosis of stercoral ulcer. Moderate
transmural inflammation was seen with congested and dilated
blood vessels. The muscularis propria was thinned out at the
perforation site. There was dense inflammation with fecal ma-
terial impacted in the colonic wall along with bacterial colonies.
There was no evidence of malignancy or granuloma formation.
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Figure 2: Histopathological image of the biopsy sample.
A — Dense inflammation along the serosal aspect (red outline).
Thinned out muscularis propria showing perforation (green out-
line).
B — Congested blood vessel with edema.
C — Impacted fecal material.
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Outcome and follow-up

Post-operatively, the patient was extubated and was moni-
tored in a high-dependency unit. A CVP line was inserted. On
post-operative day 2, she had increasing hypoxia, requiring 5
lit oxygen to maintain adequate saturations. Bi Paptherapy was
initiated in addition to Beclomethasone nebulization. Chest X-
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ray (Figure 3) showed evidence of interstitial pulmonary edema,
for which 20 mg of Furosemide twice daily was added to her
regimen and she was kept in a negative balance. Tracheal cul-
ture indicated hospital-acquired pneumonia due to MDR Aci-
netobacter. Treatment with Meropenem 1 gram every 8 hours
and Vancomycin 1 gram every 12 hours was initiated. She was
hypotensive, tachycardiac, and maintaining a low urine output-
so was managed as septic shock secondary to peritonitis and
HAP. During this time, the patient was drowsy but arousable.
Supportive treatment with beta-blockers and fluids was main-
tained.

Figure 3: Chest X ray performed on ptoperative da 2. -

N

On post-operative day 3, her oxygen requirement increased
to 10 L. BiPap support was increased. Nebulization with ipratro-
pium was added. Hypoxic respiratory failure due to fluid over-
load vs hospital-acquired pneumonia was considered. There
was a sudden alteration in mental status with GCS 7-9/15.
Metabolic encephalopathy or encephalopathy secondary to
sepsis was suspected. Her ECG showed new-onset atrial fibrilla-
tion with a rapid ventricular response. IV amiodarone infusion
was started. The patient’s family was counselled regarding her
poor prognosis and a decision not to resuscitate was made in
consultation with the family. On the post-operative day 4, she
continued to deteriorate and developed spontaneous cardiac
arrest. After running the hospital protocol, death was declared.

Discussion

We report the first case from our region of patient mortal-
ity due to stercoral ulcer perforation. Stercoral colonic perfo-

CTabIe 2: Baseline investigations on post operative days 2-3. j
Post operative day 2
Hemoglobin 9.7 g/dL
White Blood Cells 6.3 (x10° /L)
Procalcitonin >100 ng/mL
Post operative day 3
Arterial Blood Gas Test 7.26/47.2 mmn:zl‘;lfi/ljgs%mmHg/ZO.S
Platelet count 108 (x10° /L)
BUN 31 mg/dl
Creatinine 1.3 mg/dl
Sodium 141 mmol/L
Potassium 2.7 mmol/L
Calcium 6.7 mg/dL
Magnesium 1.3 mg/dL
PT/INR 20.8 sec/2.1
CRP 123.93 mg/L

ration, initially described by Berry in 1894 [9], poses a fatal
consequence of chronic constipation with less than 150 cases
reported until 2018 [10]. A single case of stercoral ulcer perfo-
ration has been reported previously in our country with good
patient recovery [2]. However, this may be in part due to the
paucity of reporting.

The mechanism underlying stercoral perforation is ischemic
pressure necrosis where constipation leads to masses of de-
hydrated fecalomas resulting in luminal distension, ulceration,
and eventual perforation, leading to peritonitis [7]. Chronic con-
stipation is more common in the elderly with a prevalence of
1/3rd of adults aged 60 to 110 [11], owing to multiple risk fac-
tors such as low fiber consumption, tooth loss, lack of mobility,
inadequate fluid intake, the effect of pharmaceuticals or illness
among the elderly. Women have also been known to be more
prone to experiencing constipation [3]. Our patient had several
of these risk factors. To note, despite having passed stool a few
hours prior to presentation, her strong history of risk factors
predisposed her to this pathology, necessitating the need to
consider this differential in presence of such risks.

A particular predisposing factor is a long standing use of
Non-Steroidal Anti-Inflammatory Agents (NSAIDs) that were
prescribed for our patient for the management of osteoarthri-
tis. NSAIDs have been implicated in the development of consti-
pation in recent studies and are notorious for inducing mucosal
lesions throughout the Gl tract [12]. This potential association
is supported by a case addressed by Patel VG et al. [13] where
a 45-year-old woman with significant comorbidities and regu-
lar use of NSAIDs was found to have a stercoral perforation of
the bowel. Our case supports the possibility that NSAIDs may
increase the risk of this dangerous sequela of constipation and
must be advised with caution in individuals at risk.

As with most Gl disorders, the signs and symptoms of ster-
coral ulceration are non-specific, such as generalized abdominal
pain, discomfort, vomiting, fever, and abdominal distension. It
mimics several intra-abdominal pathologies (neoplastic, diver-
ticular, infectious, or traumatic) which are all more common
conditions in the elderly [14,15]. However, the diagnosis of this
entity should never be preemptively ruled out because while
rare, the mortality of patients with stercoral perforation is con-
siderably higher than that of colon perforation by other causes
[16]. This is due to a larger size of perforation, more extensive
contamination of the abdominal cavity with feces, and older pa-
tients with poor general performance status. Delay in diagnosis
can lead to catastrophic complications of perforation and septic
shock [17]. A study assessing multiple patient outcomes on the
7th post-operative day reported a higher incidence of mortality
in patients with a 2-day delay in surgical treatment [18]. Com-
puted Tomography is a sensitive diagnostic tool. In one study,
the most sensitive CT findings in decreasing order were perico-
lonic stranding (80%), perfusion defects (70%), dense mucosa
(62%), thickening of the colon wall (60%), abnormal gas (50%)
and pericolonic abscess (20%) [19]. In our case, pneumoperito-
neum was identified, while pericolonic fat stranding which has
been noted as the most helpful imaging observation was not
seen. This indicates variability between findings and should be
further studied as a tool for pre-operative diagnosis [20].

Histopathologic evaluation of the resected colon showed
that the muscularis propria was thinned out which predisposed
to colonic wall perforation. This was also described by Facy O
et al. in his case report [21]. The recommended intervention
with lower mortality is a Hartmann procedure with drainage of
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the abdominal cavity [22]. A segmental resection with a primary
anastomosis and proximal colostomy could be performed but
is associated with worse outcomes [23]. Despite appropriate
therapy, our patient had a complicated post-operative course,
eventually leading to mortality. Among other causes of deterio-
ration was the hospital acquired pneumonia. A possible contrib-
utor could also be the routine use of pregabalin, a neuroleptic
medication, which has been described as a risk factor for post-
operative pneumonia [24].

Stercoral perforation is not purely a surgical condition as it
is often complicated by medical illnesses which impact progno-
sis. A multidisciplinary approach should be under taken with an
inter professional group of physicians, gastroenterologists, sur-
geons, pharmacists, and radiologists involved. We suggest that
a favorable outcome in stercoral perforation depends on early
diagnosis, thorough resection of ulcerated tissue and fecaloma,
aggressive therapy of any underlying sepsis, and most impor-
tantly the surgical team’s holistic assessment of the patient pre
and post-operation. We hope that prompt employment of these
measures will enhance clinical outcomes and improve survival,
preventing mortality.

Conclusion

Our case report suggests that while stercoral ulcer is a rare
pathology, it has significant complications with perforation be-
ing the most important cause of mortality. Therefore, it is im-
perative to have a greater understanding of this disease and
of patient-specific predisposing factors. This is essential to not
only to monitor patients at risk to have stercoral ulcerpreven-
tion but to also have timely detection and intervention for bet-
ter patient outcomes.
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