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Abstract

Ogilvie’s syndrome (0OS), which is also defined as acute colonic pseudo-obstruction, is massive colonic dilatation in the absence
of other causes, such as mechanical obstruction or toxic megacolon. Although the actual incidence is unknown, it is more common in
patients with comorbid conditions. The exact pathogenesis has not been understood, yet; however, autonomic regulation alterations
in the motor function have been implicated. Multiple metabolic, traumatic, and pharmacological factors play a predisposing role.
Colonic necrosis and perforation are the most severe complications. The presence of comorbidities, ischemia-perforation status,
and appropriate evaluation and early diagnosis are the major prognostic factors. In the differential diagnosis, this condition must be
differentiated from mechanical bowel obstruction, toxic megacolon, and C. difficile infection. Herein, we report a patient who under-
went surgery with the diagnosis of acute abdomen and was found to have OS during exploration and was successfully treated with

decompression without fecal diversion.
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Introduction

Ogilvie’s syndrome (0OS), which is also referred to as acute colonic pseudo-obstruction, manifests as massive colonic dilatation in the
absence of mechanical obstruction. Although the actual incidence is unknown, it is more common in patients with comorbid conditions.
Massive colonic dilatation was first described by an English surgeon Sir William Heneage Ogilvie in 1948 [1]. The exact pathogenesis has
not been understood, yet; however, autonomic regulation alterations in the motor function have been implicated. Increased sympathetic
activity coupled with decreased parasympathetic activity has been implicated in the pathogenesis [2]. Multiple metabolic, traumatic, and
pharmacological factors with predisposing factors lead to pseudo-obstruction, altering the autonomic regulation of colonic functions.
Colonic necrosis and perforation are the most severe complications [1]. The presence of comorbidities, ischemia-perforation status, and
appropriate evaluation and early diagnosis are the main prognostic factors. In the differential diagnosis, this condition must be differ-
entiated from mechanical bowel obstruction, toxic megacolon, and C. difficile infection. Conservative treatment involves gastrointestinal
decompression with nasogastric tube and rectal tube insertion and fluid and electrolyte replacement. Medical treatment primarily in-
volves neostigmin administration. Surgical treatment is indicated, in case of conservative and medical treatment failure or co-existing
ischemia-perforation [3].

Herein, we report a patient who underwent surgery with the diagnosis of acute abdomen and was found to have OS during exploration

and was successfully treated with decompression without fecal diversion.

Case Report

A 79-year-old male patient was admitted to the emergency room with complaints of abdominal pain, nausea, vomiting, and inability
to pass gas and stool for the past five days. His past medical history was remarkable for chronic obstructive pulmonary disease and ver-

tigo. Physical examination revealed widespread abdominal tenderness and muscular defense. The ampulla recti was empty on digital
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examination. Blood tests did not show leukocytosis with a C-reactive protein (CRP) level of 196 mg/dL and creatinine level of 1.2 mg/dL.
Electrolytes were within normal ranges. Abdominal X-ray in the standing position revealed colonic air-fluid levels with large bases (Figure
1). Abdominal contrast-enhanced computed tomography raised the suspicion of a colonic tumor (Figure 2). The cecal diameter on X-ray
was 9.9 cm and 8.5 cm on CT. The patient underwent surgery with the preliminary diagnosis of mechanical bowel obstruction. During
exploration, all colonic segments from cecum to the sigmoid colon were extremely dilated. There was no evidence of ischemia, necrosis,
or perforation in the colonic segments. Also, there was no intrinsic or extrinsic cause of mechanical obstruction. Decompression was per-
formed intraoperatively by inserting a rectal tube. The patient was considered to have OS and operation was ended without performing
fecal diversion. The patient passed gas and stool and tolerated oral intake in the postoperative period, and he was discharged on day 7
after surgery. The patient is still under follow-up without any problems for three months.

Figure 2: The colonic tumor suspicion in abdominal contrast-enhanced computed tomography.

Discussion

Ogilvie’s syndrome, which is also referred to as acute colonic pseudo-obstruction, manifests as massive colonic dilatation in the ab-
sence of mechanical obstruction. The patients often have a progressive disease such as Parkinson’s or Alzheimer’s disease. It mostly af-
fects patients aged between 64 and 74 years [4]. In the study by Wegener, et al. [4] which included a total of 1,027 patients with OS, post-
operative state was the most common comorbidity (23%), followed by cardiovascular diseases (17.5%), other systemic disorders (15%),
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and trauma (11%). Colonic dysfunction secondary to impaired sympathetic-parasympathetic dysfunction is implicated in the pathogen-
esis [5]. Elderly patients with comorbidities usually present with abdominal pain on admission. Orthopedic surgery is often associated
with OS [6]. The abdomen is extremely distended, abdomen has a tympanic sound to percussion, and ampulla recti is empty and distended
during digital examination. Fever, abdominal tenderness, and leukocytosis are common in the presence of ischemia and perforation. How-
ever, these symptoms may also occur in the absence of these complications. Fever is present in 78% of patients developing ischemia and
perforation. However, fever may be accompanied in 31% of patients without these complications [7]. Abdominal distension may develop
within 3 to 7 days; it may also develop rapidly within 24 to 48 hours. The mean time to abdominal distention is five days in the postopera-
tive period in patients undergoing surgery. Abdominal X-ray in the standing position shows extremely gas-filled colonic segments [1]. A

typical radiographic finding of OS on CT is proximal colonic dilation with a transition point at the level of the splenic flexure [8].

The risk of perforation is higher, if the cecal diameter is greater than 12 cm and distension lasts more than six days. Spontaneous
perforation has been reported in 3 to 15% of the patients with a mortality rate of = 50%. In addition, the rate of mortality is two-fold
higher, if the cecal diameter exceeds 24 cm and the mortality rate is five-fold higher if decompression is delayed for more than seven days.

Therefore, timely treatment is of vital importance [1].

The American Society of Gastrointestinal Endoscopy (ASGE) has published guidelines for the treatment of OS. Accordingly, patients
with acute colonic distension are administered 24-hour conservative treatment, when mechanical and toxic causes are ruled out. In case
of conservative treatment failure, intravenous (IV) neostigmin 2 mg is initiated for the patients with a cecal diameter of greater than 12
cm and distension lasting more than three days. In addition, repeated treatment is administered in patients with partial responses or

relapses. Colonoscopic decompression is performed in patients who are unresponsive to the repeated treatment [9].

Oral intake is discontinued upon establishing the definite diagnosis, and IV fluid and electrolyte resuscitation are initiated, followed
by nasogastric suction. Laxatives are not recommended, as they cause excessive gas production. Opiates affecting the colonic motility,
anti-motility agents, and calcium channel antagonists are also discontinued. These patients often experience difficulties in mobilization.
The patients should be mobilized in the bed. The majority of the patients are successfully treated with conservative treatment. Previous

studies have reported 70% success rate and 14% mortality rate for conservative treatment [2].

Neostigmin is administered in cases unresponsive to conservative treatment. Neostigmin is a reversible choline esterase inhibitor af-
fecting nicotinic and muscarinic receptors and it initiates colonic propulsion, increasing the colonic motor activity and colonic passage
[10]. Several studies have reported 90% success rate for neostigmine, compared to placebo. Neostigmin IV is administered at a dose of 2
mg. Up to three doses can be administered every three hours in patients who are unresponsive to treatment within three hours [11,12].
However, neostigmin is contraindicated in patients with mechanical bowel obstruction, ischemia and perforation, pregnancy, uncon-
trolled arrhythmia, bronchospasm, and renal failure with creatinine levels above 3 mg/dL. Patients should be monitored during neostig-
min administration and atropine should be made available [13]. Polyethylene glycol electrolyte solution (PEG) [14], erythromycin [15],

cisapride [16], and tegaserod [17] are the other pharmacological agents used in the medical treatment.

Colonic decompression is recommended in cases with cecal distension greater than 10 cm, distension lasting more than 3 to 4 days,
unresponsive to 24 to 48-hour supportive therapy, and in cases where neostigmin is contraindicated. Bowel preparation is not applied
for decompression. Of note, decompression is not performed in the presence of perforation or peritonitis. Many studies have shown the

efficacy and safety of decompression with a success rate of 80% and a complication rate of 1 to 5% [18,19].

Fluoroscopic or endoscopic cecum catheterization is another decompression method [20-22]. High success rates have been reported
with ultrasound or fluoroscopically-guided tube cecostomy [23,24]. The rates of morbidity and mortality associated with surgical tube

placement have been reported to be 50% and 19%, respectively [25].

Surgery is indicated in patients with worsening clinical condition or perforation and in those who are unresponsive to conservative

and medical treatment, and decompression. However, surgery is associated with an increased morbidity and mortality rate, due to the
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presence of comorbidities with. Previous studies have reported a mortality rate of 30 to 40% in patients with an advanced age or in those
with ischemia or perforation [26,27]. Surgery includes colostomy, ileostomy, cecostomy, and segmental or subtotal colonic resection with

exteriorization or primary anastomosis [2,28].

Conclusion

In conclusion, OS is a fatal disease and should be considered in patients with comorbidities presenting to the emergency room with
abdominal pain. Treatment options include conservative and pharmacological treatment, decompression, and surgery. Previous medi-
cal history and surgical history of the patient must be carefully investigated. The diagnosis should be made before surgery, if possible. If
surgery is performed considering a mechanical cause of obstruction, it can be terminated after draining the colonic gas with a rectal tube

without performing fecal diversion in the absence of ischemia and perforation to avoid an additional morbidity, as in our case.
Bibliography

1. Michael D Saunders. “Acute colonic pseudo-obstruction”. Best Practice and Research Clinical Gastroenterology 21.4 (2007): 671-687.
2. Allen P Chudzinski,, et al. “Acute Colonic Pseudoobstruction”. Clinics in Colon and Rectal Surgery 28.2 (2015): 112-117.
3. P Pereira, et al. “Ogilvie’s syndrome-acute colonic pseudo-obstruction”. Journal of Visceral Surgery 152.2 (2015): 99-105.

4.  Wegener M and Borsch G. “Acute colonic pseudo-obstruction (Ogilvie’s syndrome). Presentation of 14 of our own cases and analysis
of 1027 cases reported in the literature”. Surgical Endoscopy 1.3 (1987): 169-174.

5. Atamanalp S, et al. “Ogilvie’s Syndrome: Presentation of 15 Cases”. Turkish Journal of Medical Sciences 37.2 (2007): 105-111.
6. Norwood MG,, et al. “Acute colonic pseudo-obstruction following major orthopaedic surgery”. Colorectal Disease 7.5 (2005): 496-499.

7. Vanek VW and Al-Salti M. “Acute pseudo-obstruction of the colon (Ogilivie’s syndrome). An analysis of 400 cases”. Diseases of the
Colon and Rectum 29.3 (1986): 203-210.

8. Choi]S, et al. “Colonic pseudoobstruction: CT findings”. American Journal of Roentgenology 190.6 (2008): 1521-1526
9. Eisen GM,, et al. “Acute colonic pseudo-obstruction”. Gastrointestinal Endoscopy 56.6 (2002): 789-792.

10. Tangsucharit P, et al. “Do cholinergic nerves innervating rat mesenteric arteries regulate vascular tone?” American Journal of physiol-
ogy, Regulatory, Integrative and Comparative Physiology 303.11 (2012): R1147-R1156.

11. Ponec R],, et al. “Neostigmine for the treatment of acute colonic pseudo-obstruction”. New England Journal of Medicine 341.3 (1999):
137-141.

12. White L and Sandhu G. “Continuous neostigmine infusion versus bolus neostigmine in refractory Ogilvie syndrome”. American Journal
of Emergency Medicine 29.5 (2011): 576.e1-576.e3.

13. Trevisani GT, et al. “Neostigmine: safe and effective treatment for acute colonic pseudo-obstruction”. Diseases of the Colon and Rec-
tum 43.5 (2000): 599-603.

14. Sgouros SN,, et al. “Effect of polyethylene glycol electrolyte balanced solution on patients with acute colonic-pseudo-obstruction after

resolution of colonic dilation: a prospective, randomized, placebo controlled trial”. Gut 55.5 (2006): 638-642.

15. Armstrong DN, et al. “Erythromycin for reflex ileus in Ogilvie’s syndrome”. Lancet 337.8737 (1991): 378.

Citation: Enver Ilhan.,, et al. “Acute Colonic Pseudo-Obstruction (Ogilvie’s Syndrome): A Case Report”. EC Gastroenterology and Digestive
System 2.4 (2017): 387-391.



Acute Colonic Pseudo-Obstruction (Ogilvie’s Syndrome): A Case Report

16.

17.

18.

19.

20.

21.

22.

23.

24.

25.

26.

27.

28.

391

MacColl C,, et al. “Treatment of acute colonic pseudo-obstruction (Ogilvie’s syndrome) with cisapride”. Gastroenterology 98.3 (1990):
773-776.

Camilleri M. “Review article: tegaserod”. Alimentary Pharmacology and Therapeutics 15.3 (2001): 277-2809.
Rex DK. “Acute colonic pseudo-obstruction (Ogilvie’s syndrome)”. Gastroenterologist 2.3 (1994): 223-228.
Geller A, et al. “Endoscopic decompression for acute colonic pseudo-obstruction”. Gastrointestinal Endoscopy 44.2 (1996): 144-150.

Harig JM,, et al. “Treatment of acute nontoxic megacolon during colonoscopy: tube placement versus simple decompression”. Gastro-
intestinal Endoscopy 34.1 (1988): 23-27.

Messmer JM., et al. “Endoscopic-assisted tube placement for decompression of acute colonic pseudo-obstruction”. Endoscopy 16.4
(1984): 135-136.

Stephenson KR and Rodriguez-Bigas MA. “Decompression of the large intestine in Ogilvie’s syndrome by a colonoscopically placed
long intestinal tube”. Surgical Endoscopy 8.2 (1994): 116-117.

Chevallier P, et al. “Controlled transperitoneal percutaneous cecostomy as a therapeutic alternative to the endoscopic decompres-

sion for Ogilvie’s syndrome”. American Journal of Gastroenterology 97.2 (2002): 471-474.
Ramage JI Jr and Baron TH. “Percutaneous endoscopic cecostomy: a case series”. Gastrointestinal Endoscopy 57.6 (2003): 752-755.
Benacci JC and Wolff BG. “Cecostomy. Therapeutic indications and results”. Diseases of the Colon and Rectum 38.5 (1995): 530-534.

van SonnenbergE., et al. “Percutaneous cecostomy for Ogilvie syndrome: laboratory observations and clinical experience”. Radiology
175.3 (1990): 679-682.

De Giorgio R, et al. “Review article: the pharmacological treatment of acute colonic pseudo-obstruction”. Alimentary Pharmacology
and Therapeutics 15.11 (2001): 1717-1727.

Karaman K., et al. “Giant colonic volvulus due to colonic pseudo-obstruction”. BMJ Case Reports (2015).

Volume 2 Issue 4 April 2017
© All rights reserved by Enver Ilhan., et al.

Citation: Enver Ilhan,, et al. “Acute Colonic Pseudo-Obstruction (Ogilvie’s Syndrome): A Case Report”. EC Gastroenterology and Digestive
System 2.4 (2017): 387-391.



