ISCHEMIC COLITIS IN IRRITABLE BOWEL
Graduate Medical Education SYNDROME

Farhan Ali DO, Edwin Golikov DO, Cassandra M. Steimle DO, Erik Raborn DO, Andrew Kelts DO Brittney Winton DO, Jennifer Jeng DO, Gary Valvano DO, Michael Kochik DO, Mohammad Raza MD, Dayakar Reddy MD, Bruno Mazza MD

ArnotHealth

Arnot Ogden Medical Center, Department of Gastroenterology

Elmira, New York

INTRODUCTION

Studies have demonstrated an association between ischemic colitis and Iirritable bowel syndrome (both constipation and diarrheal
subtypes). Though the exact pathophysiology Is not fully understood, it is clear that there is an increased relative risk in those
patients with IBS. This Is in part thought to be due to serotonin modulating medications that patients with IBS are placed on,

namely 5SHT3 and 5HT4 antagonists.

CASE DESCRIPTION

A 54-year-old female with a past medical history of polymyalgia rheumatica, obesity, migraines and constipation
predominant-irritable bowel syndrome, who presented to the hospital with a chief complaint of lower abdominal pain and
bright red blood per rectum. The patient states 15 minutes after she ate dinner, she began to have two episodes of non-bloody,
non-bilious emesis. She continued to have

She described her abdominal pain as sharp, and burning in quality, It remained localized to the lower abdomen. The patient
then went to go use the restroom and had what she describes as pellet stools akin to Bristol type 1.

This continued on throughout the evening until roughly midnight. By midnight she began to notice bright red blood per
rectum upon attempted bowel movement. Her stool at this point became loose in caliber asper the patient, non-melenic, no
dark or maroon-colored stool. The patient stated she had a total of four episodes of bright red blood per rectum between
midnight and 2:00 a.m.

While In the emergency department, she complained of dry heaves and continued abdominal pain, which seemed to improve
with morphine. She was also started on IV fluids, antiemetic therapy and given an empiric dose of Zosyn. A CT scan was
performed which showed circumferential wall thickening with severe edema involving the entirety of the descending colon
without pneumatosis intestinalis, free intraperitoneal air or abscess.

DISCUSSION

We felt that ischemia was the most likely cause of her abdominal pain due to the acuity of her symptoms as well as her past
medical history being notable for constipation predominant irritable bowel syndrome and polymyalgia rheumatica for which she
was placed on methotrexate.

There has been an association amongst patients with Irritable Bowel Syndrome (IBS) and the development of Ischemic Colitis.
This has been thought to be due to serotonin modulating agents, specifically those that antagonize 5HT4 and 5HT3 receptor
action. Drugs that have been implicated include Alosetron (5HT3 antagonist) and Tegaserod (5HT4 antagonist). Alosetron is used
for the treatment of diarrhea predominant IBS, while Tegaserod is used for constipation predominant IBS*. It is also worth Figure 2:
noting that neither acute or chronic mesenteric ischemia are associated with use of 5HT3/4 antagonists, and that this
association is confined to ischemic colitis ©. Receptors that mediate gastric emptying include 5-HT4, 5-HT3, and 5-HT1B/D.
Antral motility is also mediated by 5HT4.
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