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Abstract

Ischemic colitis is an uncommon complication in patients with sys-
temic lupus erythematosus (SLE). In previously reported cases of 
colitis caused by SLE, intestinal vasculitis is implicated as the caus-
ative process, but is rarely confirmed histologically. We described a 
case of a 57-year-old African American woman who presented with 
abdominal pain due to ischemic colitis with small vessel vasculitis 
which was proven by colonoscopy with biopsy. The clinical course 
of the patient was improved with conservative management and 
discontinuation of immunosuppressive agents.
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Introduction

Ischemic colitis, an acute abdominal disease, is caused by 
various predisposing factors. Although patients with connec-
tive tissue disorders, such as systemic lupus erythematosus 
(SLE), are at risk for various forms of colonic ischemia due 
to impairment of small vessel circulation to the large bowel 
caused by widespread vasculitis, ischemic colitis is an un-
common gastrointestinal complication in patients with SLE 
[1, 2]. We report a case of a 57-year-old African American 
female with ischemic colitis associated with intestinal vascu-
litis and presented with increased SLE activity.

 
Case Report

A 57-year-old female with history of SLE, fibromyalgia, sei-
zure disorder, asthma and hypertension was admitted for ab-

dominal pain of one-day duration and vomiting. She has had 
no previous episodes of abdominal pain. She had been con-
stipated for one week prior to admission. She had no history 
of diarrhea or blood in stool. She was diagnosed with SLE in 
her 20s and was being managed with plaquenil and steroids. 
Her SLE was initially marked by butterfly-like facial rash as 
well as pain and swelling in all her joints. She reported good 
disease control on plaquenil for almost 10 years. Azathio-
prine was started three months prior to presentation as a ste-
roid sparing medication. Prednisone was slowly weaned off.

On the day of admission, the vital signs were normal. 
Physical examination revealed mild tenderness of the left 
lower abdomen but no peritoneal signs or organomegaly. 
Initial laboratory test results were as follows: white blood 
cell count, 3.1 × 109/L (normal, 4.5 × 109/L - 10.5 × 109/L); 
hemoglobin, 7.9 g/dL; platelet count, 336 × 109/L (normal, 
150 × 109/L - 350 × 109/L); blood urea nitrogen, 10 mg/dL; 
creatinine, 0.5 mg/dL. The results of electrolytes, LFTS and 
coagulation studies were normal except albumin level of 2.1 
mg/dL. Immunologic test showed increased activity of SLE: 
ESR, 97 mm/h (normal, 0 - 20 mm/h); CRP, 308 mg/dL (nor-
mal, 0 - 0.3 mg/dL); antinuclear antibody (ANA), a titer of 
1:640 (normal, < 1:50); C3, 69 mg/dL (normal, 79 - 152 mg/
dL); C4, 19 mg/dL (normal, 16 - 38 mg/dL), antiphospho-
lipid antibody < 14 U/mL (normal, < 14 U/mL); anti-double 
stranded DNA, 2 (normal, < 4 IU/mL), antithrombin III, 
75% (normal, 85-128%). Abdominal CT showed thickening 
of the cecum and a portion of ascending colon with associ-
ated fat stranding and edema. Even though CT angiography 
and magnetic resonance angiography (MRA) were recom-
mended they were not carried out due to history of severe al-
lergy to contrast. Colonoscopy demonstrated severe inflam-
mation of the mucosa extending from cecum to mid portion 
of ascending colon, with contact bleeding and irregularly 
shaped ulceration (Fig. 1). Rectum, sigmoid, descending and 
transverse colon appeared relatively free from disease. Biop-
sy specimens from the cecum and ascending colon revealed 
inflammatory cell infiltration and hemorrhage in the mucosa, 
and small vessel wall thickening with lymphocyte infiltra-
tion, and vasculitis was considered. Figure 2 shows a crypt 
abscess. The crypt is dilated and is filled with neutophils and 
necrotic debris.
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Ischemic colitis with increased SLE activity was con-
firmed and conservative management was done with fluids 
and intravenous antibiotics. Azathioprine and plaquenil were 
discontinued due to progressive worsening in leucopenia per 
rheumatology recommendations. Clinical improvement was 
observed over the next week, with improvement of abdomi-
nal pain and leucopenia. 

Discussion
  
The development of ischemic colitis in patients with SLE is 
an uncommon complication [1, 2]. But widespread fibrinoid 
vasculitis, typical of SLE, is thought to be a likely predis-
posing factor [1]. If this vasculitis involves the colon, isch-
emic colitis occurs. Gastrointestinal vasculitis is one of the 
most serious complications of SLE, even though the occur-
rence of colonic lesions is rare (0.2%) [3, 4]. The gastroin-
testinal vasculitis of SLE is consequence of tissue damage 
from vasculopathy mediated by immune complexes, and 
has been associated with SLE activity [3, 5]. There are no 
pathognomic and histopathologic findings in SLE; however, 
pathologic changes associated with gastrointestinal vasculi-
tis occur in the small vessels of the intestinal wall rather than 
in medium-sized mesenteric arteries [3, 4]. Ischemic colitis 
in patients with SLE is caused by decreased blood perfu-
sion of mesenteric vasculatures. The predisposing factors 
are embolism, thrombosis, vasospasm, drugs (steroids and 
immunosuppressive agents), vasculitis, performed colonos-
copy and enema [1, 2, 6]. Gomella et al studied the effects of 
immunosuppressive agents and ischemic colitis on rats. One 
treatment group received solumedrol and the other azathio-
prine. Both experimental groups either separately or com-
bined showed significantly greater areas of colonic ischemic 
changes than did the control group. This study demonstrat-
ed that the systemic administration of immunosuppressive 
agents may augment the development of ischemic colitis [7].

The diagnosis of bowel ischemia is often difficult to 

make on the basis of plain radiography and barium studies. 
The common CT findings in mesenteric ischemia include di-
lated bowel, focal or diffuse bowel wall thickening, abnor-
mal bowel wall enhancement (double halo or target sign), 
mesenteric edema, engorged mesenteric vessel and ascites. 
However, the lack of specificity of these signs is a limita-
tion of CT because they can also be seen in patients with 
pancreatitis, mechanical bowel obstruction, peritonitis, or 
inflammatory bowel disease, all of which may mimic intes-
tinal ischemia [8]. Therefore, in the clinical investigation of 
abdominal pain in SLE, involvement of multiple vascular 
territories on CT scans, in addition to improvement after in-
travenous prednisolone treatment and discontinuation of im-
munosuppressive agent, may favor a diagnosis of reversible 
ischemic bowel disease.

Managements of abdominal manifestations of SLE, in 
the absence of compelling radiographic or clinical findings 
suggestive of infarction or perforation, are steroid, antibiot-
ics and fluid therapy [9].

The present case reveals ischemic change of edematous, 
erythematous mucosa and ulcerations in the cecum and small 
portion of the ascending colon with normal mucosa in the 
rest of the colon. Even though the patient has received im-
munosuppressive agents, she had stable disease activity dur-
ing last three months without using steroid, with reported 
history of normal screening colonoscopy five years ago. 
Comparing with previous laboratory findings, several tests 
concerned with SLE disease activity demonstrated increased 
activity: elevated ESR, CRP and antinuclear antibody. Under 
this condition, we could diagnose ischemic colitis associated 
with increased SLE activity and vasculitis by histopathol-
ogy. Generally, a typical pattern of vasculitis is quite difficult 
to prove by endoscopic biopsy [10]. In our case patient has 
clinical improvement with discontinuation of immunosup-
pressive therapy and conservative management without the 
initiation of steroids.

In conclusion, the present case demonstrated ischemic 
colitis associated with intestinal vasculitis and increased 
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Figure 1. Severe inflammation and ulceration of the cecal 
wall.

Figure 2. Dilated crypts filled with neutophils and necrotic 
debris.
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SLE activity, and the patient showed clinical improvement 
with conservative treatment and discontinuation of immu-
nosuppressive treatment. In the presence of abdominal pain 
or bloody stool in patients with active SLE, ischemic colitis 
should be considered and treated accordingly.
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