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Colitis caused by vasculitis is a rare and poorly understood pathology. Little evidence exists on its clinical presentation, 
path to diagnosis, and surgical management. In this report, we present a case report and literature review. A healthy 
20-year-old male patient presented with hemorrhagic colitis requiring total colectomy with end ileostomy. Pathological 
examination showed pancolitis with multiple ulcers, transmural inflammation, hemorrhage, and microvascular thrombo-
sis. Extensive serological testing revealed elevated cytoplasmic antineutrophil cytoplasmic antibody (c-ANCA) and eosin-
ophilia, leading to a diagnosis of eosinophilic granulomatosis with polyangiitis (EGPA) and vasculitis-induced colitis. A 
literature review was subsequently conducted. Nineteen studies were found documenting vasculitis-induced colitis in the 
absence of inflammatory bowel disease (IBD). Systemic signs of vasculitis, hemorrhagic colitis, and progression to fulmi-
nant colitis were present. Of all patients, 40.0% required colorectal surgery and 62.5% of those patients received a stoma; 
25% underwent emergency surgery following failed immunosuppression. All cases relied on clinical correlation with se-
rology and/or histopathology to reach a final diagnosis. We report a case of vasculitis-induced colitis caused by c-ANCA−
positive EGPA. The review shows that vasculitis-induced colitis without IBD is an important differential that clinicians 
should be aware of in patients presenting with colitis.
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INTRODUCTION 

Colitis is inflammation of the colon, which can be acute, self-lim-
iting, or chronic. Colitis can be caused by a number of conditions, 
which are broadly subtyped into autoimmune, infections, isch-

emic, iatrogenic (e.g., diversion or radiation colitis), or micro-
scopic. Vasculitis can cause ischemic colitis due to the involve-
ment of mesenteric arteries and veins (or even smaller vessels) [1].

Colitis is a core component of inflammatory bowel disease 
(IBD). IBD includes 2 conditions: ulcerative colitis (UC) and 
Crohn disease (CD). Particularly in UC, colitis can acutely mani-
fest with fulminant colitis and toxic megacolon [2, 3]. An acute 
colitis flare is commonly managed with anti-inflammatory and 
immunosuppressive agents, with potential progression to surgical 
management if the disease progresses to fulminant colitis or toxic 
megacolon [4]. As IBD is believed to be an immune-mediated in-
flammatory disease, patients with IBD have an elevated risk of 
developing autoimmune diseases, including vasculitides [5]. 
Many studies have explored the propensity for vasculitides in IBD 
to cause colitis independently [6–9]. Behçet disease is another 
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multisystemic inflammatory disease (albeit rarer), where intesti-
nal manifestations of colitis are known to occur, and typically co-
incides with IBD [10]. Antineutrophil cytoplasmic antibody 
(ANCA) is an autoantibody directed against the constituents of 
neutrophil granulocytes. A distinction is made between cytoplas-
mic ANCA (c-ANCA) and perinuclear ANCA (p-ANCA), which 
can be present in IBD, vasculitis, or autoimmune disease, and can 
therefore be observed serologically in patients with colitis caused 
by one of these conditions [11]. 

Colitis caused by primary vasculitis in the absence of IBD, how-
ever, is a much rarer and poorly understood entity [1]. There is 
sparse literature documenting the presentation, diagnosis, and 
subsequent management of vasculitis-induced colitis. Further-
more, there are few studies to guide surgeons as to the optimal 
surgical management of this condition [1].

In this study, we present a case of c-ANCA–positive vasculitis-
induced colitis requiring an extensive surgical intervention and 
conduct a review of the published literature documenting vasculi-
tis-induced colitis in the absence of IBD.

CASE REPORT

An otherwise healthy 20-year-old male patient presented to a ru-
ral Australian emergency department with a 2-week history of 
rectal bleeding, diarrhea, and lower abdominal pain. His only past 
medical history was asthma managed by salbutamol intermit-
tently as required. He took no other medications aside from sal-

butamol. An examination revealed a soft abdomen, with mild 
tenderness in the lower abdomen. He was treated with oral anal-
gesia and was discharged home with a plan for outpatient colo-
noscopy.

The patient re-presented 4 days later with increasing rectal 
bleeding, hematuria, and right iliac fossa, rectal, and bilateral knee 
pain. A digital rectal examination revealed tenderness in the ab-
sence of anal fissures, perianal fistulae, or abscesses. A computed 
tomography (CT) scan of the abdomen revealed complete panco-
litis, most marked in the sigmoid colon and rectum, with no evi-
dence of perforation or abscess, as shown in Fig. 1. There was 
masked bowel wall thickening and edema involving the rectum 
and sigmoid colon, and to a lesser extent the large bowel. There 
was no evidence of free gas or free fluid, with preserved mucosal 
enhancement. Ischemic changes were seen in the sigmoid colon. 
All fecal microbial tests were negative. He was admitted under 
colorectal surgery and treated with intravenous antibiotics. Colo-
noscopy on day 2 reached the right colon and showed severe dif-
fuse colitis throughout the entire colon, including the rectum. The 
colonic mucosa was erythematous and friable, suggesting ulcer-
ative changes, as shown in Fig. 2. The endoscopic appearance was 
consistent with Mayo-3 (severe) UC [12]. There was contact mu-
cosal bleeding alongside several petechiae. Intravenous hydrocor-
tisone and infliximab were commenced on days 2 and 3, respec-
tively. However, the patient’s condition did not improve. He devel-
oped worsening abdominal pain with declining hemoglobin 
(167–82 g/L), albumin (27–12 g/L), and platelet count (267× 109/

Fig. 1. Computed tomography findings revealing complete pancolitis, most marked in the sigmoid colon and rectum, with no evidence of per-
foration or abscess. There was masked bowel wall thickening and edema involving the rectum and sigmoid colon, and to a lesser extent, the 
large bowel. No evidence of free gas or free fluid was found, with preserved mucosal enhancement.
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L to 55× 109/L). An abdominal x-ray examination revealed dilata-
tion of the caecum, raising concerns for toxic megacolon. 

Due to failed medical therapy with an increasing white cell 
count (13.9× 109/L to 21.1× 109/L) and an increasing C-reactive 
protein level (132–254 mg/L), he underwent surgery on day 4, re-
ceiving a laparoscopic total colectomy with end ileostomy. The 
operation revealed florid colitis (ischemic and hemorrhagic), pre-
dominantly of the right and transverse colon, with patches of ne-
crosis of the proximal transverse colon, as shown by the gross 
specimen in Fig. 3. Unusual bruising was present in the preperito-
neal, retroperitoneal, and retrorectal spaces, but no hematoma 
was present. The patient’s rectosigmoid stump was implanted 
subcutaneously to minimize stump blowout. Postoperatively, he 
spent 2 days in the intensive care unit where he received total-pa-
rental nutrition. He was discharged home after 7 days in hospital.

Initial endoscopic biopsies (ascending, transverse, distal, de-
scending, sigmoid colon, and rectum) revealed acute pancolitis, 
with attenuation of the surface epithelium, small granulomas, and 

mainly intact crypt architecture. No malignancy was seen. A his-
tological examination of the total colectomy specimen, as shown 
in Fig. 3, revealed pancolitis with multiple ulcers and transmural 
inflammatory infiltrate, prominent hemorrhage, and widespread 
microvascular thrombosis. The features were suggestive of toxic 
megacolon, as a complication of vasculitis hypercoagulative disor-
der-induced colitis. The small bowel was normal on histopathol-
ogy. The patient was referred to a metropolitan center for rheu-
matological testing, which revealed an elevated c-ANCA of 101 
U/mL and mild eosinophilia (1.1 × 109/L). All other tests were 
negative (von Willebrand, factor V Leiden, prothrombin, throm-
bophilia screen, antinuclear antibodies [ANA], rheumatoid factor, 
p-ANCA, hepatitis B, hepatitis C, HIV, and tuberculosis). IBD 
was excluded as histological findings were inconsistent with typi-
cal features seen in UC or CD. Behçet disease was excluded as the 
patient did not have any core cutaneous features, which are re-
quired for a diagnosis according to the International Criteria for 
Behçet Disease [10]. The patient was diagnosed with eosinophilic 

Fig. 2. Colonoscopy findings. Severe colitis was shown in the rectum (A), sigmoid colon (B), descending colon (C), and transverse colon (D). 
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granulomatosis with polyangiitis (EGPA) by rheumatology. It is 
believed that c-ANCA–positive EGPA vasculitis induced an epi-
sode of colitis that mimicked toxic colitis/megacolon, as com-
monly seen in acute UC. He was subsequently commenced on 
rituximab treatment. One month on, he is well and back to work 
with resolution of his intestinal and extraintestinal symptoms. He 
remains on life-long immunosuppressive treatment. His final di-
agnosis was vasculitis-induced colitis secondary to c-ANCA–pos-
itive EGPA. 

LITERATURE REVIEW

Ethics statements
Ethical approval was obtained from the Human Ethics Review 
Committee of Bendigo Health (No. LNR/65474/BHCG-2022-
217859). Written consent was obtained from the patient for the 
publication of this case report. The review followed the PRISMA 
(Preferred Reporting Items for Systematic Reviews and Meta-
Analysis) guidelines and was prospectively registered with PROS-
PERO (No. CRD42022339409). 

Search strategy and eligibility criteria
A literature search was performed in June 2022. The MEDLINE, 
Embase, and Scopus databases were searched for articles from 
1980 onwards. The MeSH (Medical Subject Heading) search 

terms were (colitis) AND (vasculitis) AND (colorectal surgery). 
Conference abstracts, editorials, and literature reviews were ex-
cluded. Articles were limited to English. Vasculitis was defined 
according to the 2012 Revised International Chapel Hill Consen-
sus Conference Nomenclature of Vasculitides [13]. Studies were 
excluded if they included pregnant or pediatric patients. Refer-
ences within and citations of all included articles were screened 
for completeness. The full texts were evaluated against predeter-
mined inclusion criteria: (1) original research of (2) adult patients 
presenting with acute vasculitis-induced colitis without concomi-
tant IBD who (3) received emergent management (either colorec-
tal surgical intervention or medical management). 

Data extraction and analysis
Titles, abstracts, and full texts were screened independently by 2 
reviewers (JAP and CHAL) using the Covidence platform (Covi-
dence). Disagreements were resolved by a third reviewer (GS). 
Data including study design, patient demographics, disease pre-
sentation, diagnosis, medical management, endoscopic and surgi-
cal interventions, and patient outcomes were extracted. 

RESULTS

In total, 260 unique records were identified, of which 94 pro-
ceeded to full-text screening. Of these, 75 were excluded (35 stud-

Fig. 3. Histology (hematoxylin-eosin staining, × 400) and gross colectomy specimen findings. (A) Thrombotic vessels. (B) Mucosal inflamma-
tion with crypt abscesses. (C) Lymph node with vessel thrombosis. (D) Thrombotic vessels with mild inflammation of the vessel wall. (E) 
Gross colectomy specimen. 
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ied patients with IBD, 22 studied systemic vasculitis without coli-
tis, and others studied children and pregnant women). Nineteen 
studies with 20 patients were included in the final review. There 
were 18 case reports and 1 case series (see Fig. 4 for the PRISMA 
flowchart).

The average patient age was 49 years, and a half of the patients 
(10 of 20) were female (Table 1) [14–32]. No patient was reported 
to have colitis induced by large artery disease (giant cell arteritis, 
Takayasu arteritis, or isolated aortitis). Two studies reported me-
dium-vessel vasculitis polyarteritis nodosa [14, 24]. No reports of 
medium-vessel vasculitis or Kawasaki disease-induced colitis 
were identified in the adult population. Colitis induced by me-
dium-to-small vessel vasculitis was reported in 6 cases; 2 second-
ary to EGPA and 4 secondary to granulomatosis with polyangiitis 
(GPA) [19, 23, 26, 28, 29, 32]. Small-vessel vasculitis was impli-
cated in 2 cases: 1 case of immunoglobulin A vasculitis (Henoch-
Schönlein purpura) and 1 case of microscopic polyangiitis [22, 
31]. Colitis induced by vasculitis associated with systemic disease 
was identified in 3 cases caused by systemic lupus erythematosus 
(SLE) [18, 21, 30]. Six cases had variable vessel vasculitis (Behçet 
disease) [15–17, 20, 25, 27]. All patients suffered from ischemic 
colitis, and 7 patients also had hemorrhagic colitis [18, 19, 21, 22, 
24, 25, 30]. Twelve patients (60.0%) showed systemic signs of vas-
culitis, including cutaneous vasculitis (9 of 20), orogenital ulcer-
ation (4 of 20), arthralgia (3 of 20), and pulmonary eosinophilia (2 
of 20) [15–17, 21, 25–28, 30–32]. Five patients (25.0%) had a vas-

culitis diagnosis prior to presenting with colitis [17, 18, 20, 21, 28].

Serological tests for vasculitis-induced colitis 
All patients with SLE-induced colitis (n = 3) tested positive for 
ANA and double-stranded DNA (dsDNA) antibody [18, 21, 30]. 
All patients with GPA (n= 4) tested positive for c-ANCA [19, 23, 
28, 29]. One patient with EGPA tested positive for ANA and an-
other positive for p-ANCA [26, 32]. The patient with microscopic 
polyangiitis tested positive for p-ANCA [22]. Additionally, 2 pa-
tients with Behçet disease tested positive for the HLA-B51 allele 
and 1 for the HLA-B5 allele [25, 27]. 

Operative findings and treatment
Eighteen patients (90.0%) received CT for investigation, and 17 
(85.0%) underwent a colonoscopy or sigmoidoscopy (Table 2) 
[14–32]. Patients received between 1 and 3 colonoscopies or sig-
moidoscopies, with an average of 1.3 per patient. The endoscopy 
findings were described as “pancolitis,” “patchy ulceration,” “in-
flammatory cell infiltration,” and “hematoma [25] hemorrhage.” 
Eight patients received surgical intervention; 50.0% had immedi-
ate surgery on presentation, and the remaining 4 underwent sur-
gery after failed medical management (Table 2) [14, 20, 24, 25, 
29–32]. On average, the surgically treated patients underwent 1.6 
procedures. All operated patients underwent an initial laparot-
omy, and 62.5% proceeded to stoma formation (ileostomy in 2 
patients, colostomy in 2, and Hartmann with stoma formation in 

Fig. 4.  PRISMA (Preferred Reporting Items for Systematic Reviews and Meta-Analysis) flowchart for this literature review.

290 Records identified through 
database searching

260 Records screened

94 Full-text articles assessed 
for eligibility

19 Studies included in 
systematic review

30 Duplicate records removed

166 Records excluded

75 Reports excluded
29 Wrong patient population
22 Wrong study design
9 Full text not available
6 Pediatirc population
6 Ulcerative colitis or Chohn disease
2 Non-English full text
1 Pregnant population
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1) [14, 20, 24, 25, 29–32]. Twenty-five percent underwent a right 
hemicolectomy [25, 29]. Medical therapy included steroids (pred-
nisolone and methylprednisolone), monoclonal antibodies (ritux-
imab, infliximab, and mepolizumab), disease-modifying anti-
rheumatic drugs (DMARDs; sulfasalazine, mesalazine, azathio-
prine, and cyclophosphamide), and plasmapheresis, as shown in 
Table 3. Ninety-five percent of patients received immunosuppres-
sion (either initial or after the index operation). Steroids (70.0%) 
were the most common medical therapy, followed by DMARDs 
(60.0%), monoclonal antibodies (15.0%), and plasmaphereses 
(10.0%) [14–19, 21–32]. The timeframe of failed medical therapy 
was variable (7–66 days) [14, 20, 29, 30]. 

Mortality, morbidity, and complications
The median length of stay was 40.5 days (Table 3) [14–32]. One 
patient with SLE developed hospital-acquired pneumonia and 
gram-negative septicemia [21]. Another patient with Behçet dis-

ease developed an enterocutaneous fistula and central line sepsis 
following emergency laparotomy with end-ileostomy [20]. The 
median follow-up was 11 months [14–32]. Two patients suffered 
a relapse and developed colitis again [16, 29]. Only 1 patient was 
initially misdiagnosed with IBD but was later confirmed to have 
vasculitis-induced colitis (without concomitant IBD) [14]. Five 
patients had stoma formation, and stoma reversal was not re-
ported [14, 20, 24, 25, 29]. 

DISCUSSION

This case report and literature review provides insight into the 
presentation, diagnosis, and medical and surgical management of 
vasculitis-induced colitis in the absence of IBD. Extensive litera-
ture has reported on the relationship between IBD and vasculitis 
[6]. However, until now, vasculitis-induced colitis in the absence 
of IBD has been a poorly understood entity. 

Table 3. Postoperative outcomes and medical management of vasculitis-induced colitis in the absence of inflammatory bowel disease 

Study Steroids
Monoclonal 
antibodya DMARDb Plasmaphereses

Subsequent 
relapse

Length of 
stay (day)

Latest 
follow-up 

(mo)

Misdiagnosis 
of UC

30-day 
Morbidity

Complication

Okada et al. [14] (1999) Yes No Yes No NA NR NR Yes Colostomy -

Naganuma et al. [15] (2002) Yes No Yes No No 90 36 No - -

Kram et al. [16] (2003) Yes No Yes No Yes NR 8 No - -

Kim et al. [17] (2007) Yes No Yes No No 60 12 No - -

Lee et al. [18] (2008) Yes No No No NA 9 NR No - -

Qian et al. [19] (2010) No No Yes Yes NA NR NR No - -

Adiamah and Wong [20] (2010) No No No No NA 62 NR No Rectovaginal  
fistula, ileos-
tomy, malnour-
ishment

Rectovaginal  
enterocutaneous 
fistula, central line 
sepsis

Tayal et al. [21] (2011) No Yes No No No NR 6 No - HAP and gram- 
negative septicemia

Fukushima et al. [22] (2013) Yes No Yes No NA NR NR No - -

Sinnott et al. [23] (2013) Yes No Yes Yes No NR 0.33 No - -

Hamzaoui et al. [24] (2013) Yes No Yes No No NR 12 No Ileostomy -

Shahverdi et al. [25] (2017) No No No No No 12 0.39 No - -

Ameneiros-Lago et al. [26] 
(2018)

Yes No Yes No No NR 3.7 No - -

Tominaga et al. [27] (2018) Yes No Yes No No NR 48 No - -

Pan et al. [28] (2018) Yes No Yes No NA 10 NR No - -

Sato et al. [29] (2019) No Yes Yes No Yes 103 3 No Ileostomy -

Hadi et al. [30] (2020) Yes No No No No 21 6 No Colostomy, lupus 
nephritis

-

Catal et al. [31] (2021) Yes No No No No NR 6 No - -

Yes No No No No NR 6 No - -

Vasandani et al. [32] (2022) No Yes No No No NR 4 No - -

DMARD, Disease-modifying antirheumatic drug; UC, ulcerative colitis; NA, not applicable; NR, not reported; HAP, hospital-acquired pneumonia. 
aRituximab, infliximab, mepolizumab. bSulfasalazine, mesalazine, azathioprine, and cyclophosphamide. 
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Our patient was younger (20 years old) than the average age of 
49 years identified in this literature review. No sex predilection 
was identified in the review. In keeping with the patient presented 
herein, all patients from the literature review had ischemic colitis, 
with an intermittent presentation of hemorrhagic colitis. The sys-
temic signs of vasculitis identified in our patient were identified in 
60% of patients in the literature review and should be considered 
in the clinical examination of patients presenting with the first ep-
isode of colitis. As demonstrated in our case report, vasculitis-in-
duced colitis can occur in patients without a prior known history 
of vasculitis. This was reinforced by the literature review, wherein 
75% of patients had also not received a prior vasculitis diagnosis 
[16, 18, 19, 31]. The eventual diagnosis and final treatment of our 
patient relied on serological testing (c-ANCA); likewise, in the lit-
erature review, 60% of patients required serological rheumatologi-
cal testing (ANA, dsDNA, HLA-B5, HLA-B51, p-ANCA, or c-
ANCA) to confirm the diagnosis. Preoperatively, the patient 
showed worsening inflammatory markers (increasing white cell 
and C-reactive protein count), alongside a declining hematology 
profile (decreasing hemoglobin, albumin, and platelet count) 
which highlighted his worsening clinical status despite immuno-
suppression, and guided the decision to proceed to emergency 
surgery. Clinically, despite immunosuppression, his rectal bleed-
ing increased, alongside worsening abdominal and bilateral knee 
pain, which further highlighted that immunosuppression was in-
sufficient for this patient. In our case, the preoperative serology 
and clinical condition of the patient worsened despite immuno-
suppression for his colitis, which ultimately led to an emergency 
laparotomy. Clinicians should be aware of this possibility. This 
study, which presents a review and case report, highlights that all 
patients who experience colitis without a known etiology should 
receive rheumatological serology in addition to a careful clinical 
examination to further aid their diagnostic process. 

Our patient had systemic signs of vasculitis on presentation 
(joint pain and cystitis). This was consistent with cases reported 
in the literature, where 60% of patients with acute colitis have sys-
temic signs of vasculitis, including cutaneous vasculitis, orogenital 
ulceration, arthralgia, and pulmonary vasculitis [15–17, 21, 25–
28, 30–32]. On the contrary, only 25.0% of patients had existing 
vasculitis [17, 18, 20, 21, 28]. This suggests that vasculitis may 
have been suspected based on systemic signs, before the patient 
progressed to life-threatening colitis. In comparison, the develop-
ment of vasculitis tends to occur well after an initial diagnosis of 
IBD [6]. Hence, the early finding of systemic vasculitis signs 
alongside new-onset colitis may offer a clue in the differential di-
agnosis for the clinician in addition to the more common IBD 
differential. Ultimately, our patient required a diagnosis based on 
both pathological and clinical findings. Finally, colorectal surgery 
was required in our case following failed medical therapy (ste-
roids, monoclonal antibodies, DMARDs, and plasmapheresis), as 
was also identified in 20% of the patients in the literature [14, 20, 
29, 30].  

Seven patients (35.0%) showed evidence of hemorrhagic colitis 
on either endoscopic or surgical evaluation. Recognizing hemor-
rhagic colitis in cases of vasculitis-induced colitis is critical. Rapid 
hemorrhage, particularly into the retroperitoneum (as occurred 
in our case report) is easy to miss and can result in life-threaten-
ing blood loss. Hadi et al. [30] reported a case of SLE-induced 
colitis with intraperitoneal hemorrhage, which ultimately re-
quired 7 units of blood and extensive hemodynamic support. 
Hemorrhagic colitis is typically seen secondary to infection with 
Escherichia coli O157, associated with hemolytic uremic syn-
drome [33]. This review highlights that vasculitis-induced colitis 
can present with hemorrhagic colitis, and should be considered as 
a differential alongside E. coli infection. CT is useful where colitis 
is suspected due to its role in detecting diffuse colitis and its abil-
ity to detect abdominal complications requiring immediate surgi-
cal intervention [34]. The consideration of endoscopic investiga-
tion and its safety also warrant discussion, as bowel preparation is 
a risk factor for developing colitis and a complete colonoscopy in-
creases the risk of perforation during active colitis [35]. Con-
versely, whilst sigmoidoscopy is safer, it is likely to miss colitis in 
all but the distal segments of the colon [36]. In our case report, 
vasculitis-induced colitis was identified in the right colon, trans-
verse colon, left colon, and rectum with colonoscopy. An investi-
gation using sigmoidoscopy alone could delay or miss a crucial 
diagnosis.

The diagnosis of vasculitis-induced colitis requires a high degree 
of clinical suspicion. This literature review has provided several 
diagnostic hints that can aid clinicians whilst awaiting pathologi-
cal and serological results. These include the following: (1) exist-
ing/prior diagnosis of vasculitis, (2) evidence of hemorrhagic coli-
tis, and (3) evidence of cutaneous/systemic signs of vasculitis. 
This review has shown that the serology and pathology results ul-
timately confirm the diagnosis of vasculitis-induced colitis in the 
absence of IBD, alongside a high degree of clinical suspicion. All 
patients underwent basic full blood alongside rheumatological 
work-up (Von Willebrand, factor V Leiden, prothrombin, throm-
bophilia screen, ANA, dsDNA, HLA-B5, HLA-B51, rheumatoid 
factor, p-ANCA, c-ANCA, hepatitis B, hepatitis C, HIV, and tu-
berculosis) which may have aided in the diagnosis, as it did in our 
case report. The formal diagnosis of vasculitis-induced colitis was 
ultimately identified histologically (endoscopic biopsy or surgical 
resection) with clinical correlation. Tissue examination revealed 
features atypical of either UC or CD—varying depths of inflam-
mation, associated vascular inflammation and/or necrosis of the 
colon wall. Fortunately, only 1 patient in our review was initially 
misdiagnosed with IBD [14]. However, as the treatment for IBD 
and vasculitis is similar, we theorize that therapy may be effective 
even if the patient is initially misdiagnosed with IBD.

Eight patients with vasculitis-induced colitis required emer-
gency surgery, of whom 4 were hemodynamically unstable on 
presentation and required immediate laparotomy. Of these 4 pa-
tients, only 1 required a second laparotomy. Comparatively, of the 
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remaining 4 who had a laparotomy following failed medical man-
agement, 3 required a second laparotomy [14, 20, 24, 25, 29–32]. 
This suggests that prolonged medical management may lead to 
worse outcomes for patients and additional surgery. The timing of 
surgery for IBD has been extensively debated, and similarly we 
anticipate that the timing of surgery for vasculitis-induced colitis 
in the absence of IBD will require further research [37]. The deci-
sion of when to surgically intervene was guided by their clinical 
status (toxic megacolon, failed immunosuppression, declining 
nutritional status, or persistent rectal bleeding). The decision to 
proceed to laparotomy was viewed as a life-saving procedure, with 
the final operation (total colectomy with end ileostomy, right 
hemicolectomy, Hartmann or end-to-end ileocolic anastomosis) 
guided by the location of colitis [14, 20, 24, 25, 29–32]. As in our 
case report, stoma formation from emergency laparotomy oc-
curred in 63% of patients. The choice of stoma formation (ileos-
tomy, colectomy, or Hartmann procedure) in vasculitis-induced 
colitis was disease-dependent. It is known that emergency stoma 
formation is associated with a higher complication rate than in 
elective cases due to edema and inflammation of the bowel. The 
emergent nature of the colitis disease process precludes the ability 
to adequately prepare the colon, unlike elective stoma formation 
[38]. This can be further compounded by the deteriorating clini-
cal status of the patient, particularly as seen in this literature re-
view and case report following the failed medical management of 
colitis, which can lead to poor nutritional status, hemorrhage, 
ischemia, and significant analgesic requirements for patients. This 
in turn increases the risk of postoperative complications including 
ileus, stoma obstruction, skin necrosis, prolapse, and abscess de-
velopment [37, 39]. Therefore, it could be suggested that when 
trialing medical management for vasculitis-induced colitis that 
the utmost attention is paid to potential perioperative status in-
cluding nutritional care, preoperative stoma site marking (where 
possible), and appropriate analgesia.

This review is limited by the paucity of high-level evidence as all 
included studies were case reports, with the exception of 1 case 
series. Due to the rarity of vasculitis-induced colitis, we predict 
that it would be difficult to conduct a cohort study at any individ-
ual institution. Furthermore, previous reports varied greatly in 
outcome reporting, making patient comparison difficult. Finally, 
we were unable to comment on long-term outcomes of these pa-
tients, since only 4 studies documented follow-up beyond 1 year.

CONCLUSION

This literature review and case report documents known cases of 
vasculitis-induced colitis in the absence of IBD. Clinicians should 
be aware that vasculitis-induced colitis can exist without IBD and 
be successfully managed, with a combination of colorectal inter-
vention and immunosuppression, as shown by our case of a 
20-year-old male patient with vasculitis-induced colitis secondary 
to c-ANCA positive EGPA. We have highlighted factors that 

should raise clinical suspicion of this diagnosis and differentiate it 
from colitis associated with IBD. Future research should explore 
longer-term outcomes in these patients. 
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