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Summary

Acute colonic pseudoocclusion or Ogilvie syndrome is an acute expansion of the previously healthy colon, occurring in the absence of an obstructive lesion. 
Pathological circumstances such as pancreatitis or neuroleptic medication have been recognized as predisposing. The incidence of this digestive complication varies 
from 0.5% to 1%. The aim of our work is to recall, through a case of acute colon pseudo-obstruction in a patient with acute pancreatitis, the clinical and paraclinical data 
of this syndrome and its physiopathological bases, as well as its therapeutic management. The clinical picture was characteristic of our patient: signifi cant abdominal 
meteorism. The abdominal scan showed an enormous colonic dilation without mechanical obstacles. The evolution was favourable after colonoscopic exsuffl  ation. 
Ogilvie syndrome is a rare occurrence that can lead, without effective treatment, to cecal perforation with a poor prognosis. It is, therefore, necessary to establish the 
diagnosis early and especially to carry out strict radiological surveillance after the implementation of medical treatment, in which colonoscopy is a valuable contribution. 
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Introduction 

Ogilvie syndrome, or acute colonic pseudoobstruction 
(POCA), corresponds to dilation of all or part of the colonic 
frame and rectum with the risk of cecal perforation without 
an intrinsic mechanical obstacle or extrinsic infl ammatory 
process; this defi nition excludes mechanical dilations prior 
to an organic obstacle, those occurring in the context of 
severe acute, ischemic or cryptogenic colitis (toxic and ileal 
megacolon). Refl ex (accompanying peritonitis) in patients 
predisposed by their history, pathology, or surgery [1]. H. 
Ogilvie (1887-1971) was the fi rst to describe this entity in 1948 
in two patients with neoplastic infi ltration of the celiac and 
mesenteric plexuses [2]. Most cases of Ogilvie syndrome have 
been published in European and North American journals, but 
are extremely rare in Morocco. Its pathophysiology remains 
imprecise and is currently not fully elucidated, its genesis is 

multifactorial and the hypothesis of neurological dysfunction 
of the para-sympathetic system with paralysis of the muscles 
of the colon that allows itself to be distended passively, without 
any increase in endoluminal pressures is the mechanism 
accepted today. This is a rare pathology, mainly encountered 
during digestive surgery, referring to a patient who underwent 
surgery for a colectomy and presented with Ogilvie syndrome. 

Case presentation 

The patient was a 43-year-old man, mechanic, type 2 
diabetic on insulin, hypertensive on amlodipine at a dose 
of 10 mg/day, never operated, overweight with a body mass 
index (BMI) = 37 kg/m2, his social history was remarkable 
for cocaine use, but no history of smoking or alcohol. who 
presented to the emergency room for abrupt epigastralgia, 
for two days, triggered by a copious, cramp-type meal of 
moderate intensity, fi xed without irradiation, aggravated by 
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diet, relieved by the pre-fl exed position, associated with early 
post-prandial vomiting, without other associated digestive 
manifestations, in particular, no externalized upper or lower 
digestive hemorrhage or transit disorders or other associated 
digestive or extra-digestive signs, all evolving in a context of 
apyrexia and an alteration in the general condition consisting 
of asthenia and anorexia. His admission constants included a 
blood pressure of 133/68 mmHg, a heart rate of 77 beats per 
minute, a respiratory rate of 22 cycles per minute, apyretic 36.6 
°C, and an oxygen saturation of 98% of the ambient air. The 
physical examination was remarkable for a more pronounced 
diffuse abdominal tenderness in the epigastrium, without 
abdominal defense or contracture, a normal pleuropulmonary 
and cardiovascular examination. The biological evaluation 
showed hyperleukocytosis at 15080/L. Its infl ammatory 
markers were elevated with C-reactive protein at 32 mg/L 
with hyperferritinemia at 1120 ng/mL. Hyper-lipasemia of 
779 IU/l. Renal function was correct with creatinine at 9 mg/L 
and urea at 0.22 g/L. The liver test was without abnormalities 
(ALT at 26 IU/l, AST at 21 IU/l, GGT at 90 IU/l, PAL at 90 IU/l), 
an abdominal CT scan was performed and showed a swollen 
pancreas at the expense of his pancreas Cephalic portion 
measuring 34 mm anterior-posterior in diameter, increases 
homogeneously after injection of the injection product with 
infi ltration of peri-pancreatic fat without a fl ow of necrosis, 
pneumoperitoneum or effusion peritoneal. The liver was 
homogeneous, normal in size, and with regular contours. A 
dilation of the intrahepatic and extrahepatic bile ducts was 
observed, with a maximum diameter of 12 mm without a 
clearly detectable computational image on this examination. 
This aspect was compatible with stage C pancreatitis of the 
Balthazar classifi cation. The diagnosis of acute pancreatitis 
was accepted and the treatment consisted of stopping the 
diet, intravenous rehydration with injectable analgesics with 
gastric protection by Omeprazole at an intravenous dose 
of 20mg/day. A complementary ultrasound as part of the 
etiological evaluation of pancreatitis revealed a gallbladder 
in semi-repetitive multi-lithiasis as well as a dilation of the 
intrahepatic bile ducts and the main biliary tract measuring 13 
mm in diameter and the seat of multiple hyperechogenic stones 
at the lower biliary tract, generating a posterior shadow cone. 
Our patient has never had high serum calcium or jaundice or 
a history of alcohol consumption or hypertriglyceridemia. The 
etiology of our patient’s acute pancreatitis was biliary. On his 
3rd day of hospitalization, the patient complained of worsening 
epigastric pain with minimal abdominal distension without 
stopping materials or gases, a control abdominal CT scan was 
performed which showed signifi cant colonic distension with 
no mechanical obstacles detected. This expansion measured 12 
cm at the level of the cecum, without notable complications, in 
particular, no perforation (Figures 1,2). It should be noted that 
the Computed Tomography (CT) of the initial abdomen did not 
show colonic dilation. 

The patient then benefi ted from gastrointestinal 
evacuation upstream and downstream with osmotic laxatives 
and a permanently aspirated nasogastric tube. Coloscopic 
decompression was performed on this patient to prevent 
perforation following intestinal ischemia, the procedure was 

performed without oral laxatives or intestinal preparations 
with minimal air insuffl ation, gas aspiration decompressed 
the colon, and mucosal viability was assessed while slowly 
removing the colonoscope. The evolution was favourable and 
the patient was discharged on day 8. The radioclinical control 
at 3 and 6 months was unremarkable. 

Discussion 

Acute colonic pseudoobstruction is a motility disorder 
characterized by massive expansion of the colon in the absence 
of anatomical or mechanical damage that obstructs the fl ow of 
intestinal contents. This form of adynamic ileus is also called 
Ogilvie’s syndrome. It is named after the British surgeon Sir 
William Heneage Ogilvie (1887 - 1971), who fi rst reported it in 
1948 [1]. The prevalence of colonic pseudoobstruction is diffi cult 
to know, but the disease almost always occurs in hospitalized 
patients. It is commonly found in patients undergoing 
major surgeries, patients with advanced malignancies, and 
patients with spinal trauma. It is generally associated with 
surgical procedures that require prolonged bed rest. Thus, 
the development of colonic pseudo-obstruction is common 
in orthopedic procedures such as total hip replacement (up 
to 1.5% of cases) and after total knee replacement (2.3%) 
[3]. The incidence is higher among inpatients with mental 
disabilities reaching up to 18.5% [4]. In 95% of patients, it 
is associated with an underlying disease. The most frequent 
associations are: non-operative trauma, infection (pneumonia, 
sepsis, appendicitis, pancreatitis, sepsis), cardiac (myocardial 
infarction, heart failure), obstetric or gynecological disease 
(cesarean section, normal vaginal delivery), abdominal 
surgery, neurological (Parkinson’s disease, spinal cord injury, 
multiple sclerosis, Alzheimer’s disease), orthopedic surgery, 
medical conditions (cancer, respiratory failure, kidney failure) 
and surgical conditions (urology, thoracic, neurosurgery) 
[5], a metabolic cause (diabetes, para-neoplastic syndrome, 
hepatopathy, hyperuricemia, hypothyroidism) [6], pancreatitis 
[7], a drug cause (calcium channel blocker, antidepressant, 
anticholinergic), a toxic cause such as drugs and insecticides 
[8-11]. The effectiveness of gastrointestinal motility drugs such 
as metoclopramide, urecholin, and cisapride is not proven. 
Cisapride is being withdrawn from the market because of these 
cardiac side effects (rhythm disorders). It is neostigmine that is 
most often used after conservative treatment has failed. A few 
studies have suggested that neostigmine may be an effective 
treatment. That of Pannec is very interesting and demonstrates 
its effectiveness [12]. Decompression colonoscopy is currently 
the third-line treatment after conservative and drug treatment 

Figure 1,2: 1(left) and 2(right) CT images showing a colonic expansion measuring 
12 cm, without any complications, including no perforation.
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with prostigmine has failed or if there is a contraindication to 
it. The success rate is 80%, with a recidivism rate estimated at 
15% [13-15]. It has a double interest in allowing both colonic 
decompression and the elimination of possible mechanical 
obstruction. The recurrence rate can be reduced by leaving 
an intra-colic tube. It can be slid onto the guide wire during 
the colonoscopy [16-18]. The mortality of medically treated 
patients is 14% to 30%. This remains important even when 
the treatment has been done properly [5]. However, it should 
be considered that Ogilvie syndrome often concerns weakened 
individuals due to intercurrent pathologies such as burns and 
sepsis, whose treatment is a priority. 

Conclusion 

The etiopathogenesis of Ogilvie syndrome has not yet 
been elucidated. An imbalance between sympathetic and 
parasympathetic innervation remains the most likely path 
in a population of patients who are most often debilitated. 
Poor prognostic factors are represented by age, ischemia, 
cecal perforation, and the time before colonic decompression. 
Conservative medical treatment remains the treatment of 
choice when the diagnosis is made early. 
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