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CLINICAL NOTE

ABSTRACT

Pyoderma gangrenosum is one of the most severe complications 
that can occur following stoma placement. Despite few cases 
reported in the literature, it is considered an underdiagnosed entity.

We present a case of peri-ileostomy pyoderma gangrenosum 
(PPG) in a patient who underwent a pancoloproctectomy and 
permanent ileostomy due to ulcerative colitis (UC).

Treatment was based on local cures, proper fitting of ostomy 
devices, topical tacrolimus and systemic corticosteroids, adalimumab 
and antibiotics. Satisfactory resolution was achieved in eight weeks.
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INTRODUCTION

Peri-ileostomy pyoderma gangrenosum (PPG) is one 
of the most severe complications that can occur following 
stoma placement. It is estimated that constitutes 15 % of 
all kinds of pyoderma gangrenosum (PG) (1-3).

Described by McGarity (4) in 1984 in three patients 
with Crohn’s disease (CD), it is considered to be a rare 
lesion with less than 60 cases published up to 2012 (5). 
However, it is considered to be an underdiagnosed entity 
due to lack of knowledge or confusion with other peri-
stomal dermatological lesions (3,4,6-8). The diagnosis 

is mainly clinical; therefore it is important for surgeons, 
gastroenterologists and stoma therapists to know how to 
identify it in order to start treatment as soon as possible.

We present a case of PPG that occurred in a patient after 
undergoing a pancoloproctectomy due to ulcerative colitis 
(UC) that was refractory to medical treatment.

CASE REPORT

46-year-old female with previous history of hypothy-
roidism secondary to Graves-Basedow disease, rheuma-
toid arthritis and corticosteroid-dependent UC that was 
refractory to treatment with thiopurine immunosuppres-
sant drugs and anti-TNF. Other associated complications 
were erythema nodosum and perianal disease that required 
abscess drainage and a loose seton placement one year 
early.

The patient, being followed up in the Inflammatory 
Bowel Disease (IBD) Unit, was refractory to treatment, 
with evident endoscopic and histological lesions in addi-
tion with significant involvement of overall conditions and 
quality of life, so surgical treatment was recommended. 
Given the perianal disease, a pancoloproctectomy and end 
ileostomy in the right iliac fossa was performed. Patholog-
ic study of the specimen confirmed the diagnosis of UC.

Postoperative course complicated with a urinary tract 
infection and paralytic ileus that required a nasogastric 
tube placement. 

Thiopurine and anti-TNF treatment was discontinued 
after surgery and the patient was weaned off corticoste-
roids. The patient was discharged asymptomatic 35 days 
after the intervention.

Seven days later, the patient came in to the stoma thera-
py clinic presenting ulceration of anfractuous borders and 
a subcutaneous abscess in the vicinity of the stoma that 
caused intense pain and difficulty for the application of 
the ostomy device.
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Physical examination revealed a deep ulceration, with irreg-
ular and indurated edges, extremely painful, affecting a large 
part of the medial border of the stoma. In proximity, there was 
a small purulent collection that revealed another ulceration 
upon drainage, necrotic erythematous margins, tunneled by 
a small dermal bridge to the previous ulceration (Fig. 1A).

The patient was diagnosed with PPG and admitted for 
treatment and monitoring.

Samples were taken for culture and histological study. 
No abnormal organisms were found and the pathology 
study reported nonspecifi c infl ammation.

Treatment was started with topical tacrolimus in a 0.3 
%, solution applied once daily; adalimumab: 80 mg induc-
tion dose followed by 40 mg subcutaneously every two 
weeks for maintenance; methylprednisolone: 32 mg orally 
on a tapered regimen of 8 mg every 14 days; and metroni-
dazole and ciprofl oxacin at regular dosages for two weeks. 

In addition to general treatment, local dressing 
changes were carried out by the Stoma Therapy Unit 

by applying a transparent hydrocolloid absorbent pad 
(carboxymethylcellulose and polyurethane fi lm), over 
which a double system ileostomy device with draw-
string was fi tted, with daily changes for application of 
topical tacrolimus.

Clinical progress was satisfactory with complete reso-
lution of the pyoderma at eight weeks of treatment (Figs. 
1. B-D). The patient was seen in outpatient follow-up. The 
lesions had disappeared ten months later and the patient 
did not require maintenance medical therapy. 

DISCUSSION

Development of PPG represents one of the most severe 
stoma complications due to signifi cant local involvement, 
difficulty in managing ostomy devices and the severe 
impact on the patient’s quality of life, as well as to the 
torpid progress and resistance to treatment.

Fig. 1. Images of the progression of peri-ileostomy pyoderma gangrenosum. A. At admission. B. During hospitalization. C. At discharge. D. At 10 
months follow-up.
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The time of onset varies from a few days to 25 years 
after placement of the stoma (3,7-9). Uchino (5) describes 
two types of PPG: “R” type, explosive, fast-spreading, that 
develops within six days after surgery and mainly occurs 
in UC, and “G” type, which is indolent, slowly progressive 
appearing within an average of 52 days found preferably 
in CD. Uchino The author states that this division should 
have therapeutic implications.

The etiopathogenesis is unknown. It is more frequent in 
women (1,2,7,8), though the reason for this predominance 
is not known. The normal age of onset is between 20 and 
50 years of age (1,7,9); it is uncommon prior to 18 years 
of age and can also occur in the elderly (10). 70 % of cases 
occur related to ileostomies (1,6).

Initially associated with inflammatory bowel disease 
(IBD), it is estimated to occur between 1.5 and 4.3 % of 
individuals requiring a stoma (2-5, 8-11); it has also been 
confirmed in other processes such as diverticulitis, abdom-
inal neoplasms and neurological disorders (1,6). Although 
it is more common in CD, there is no unanimity on its 
predominance over UC.

The phenomenon of pathergy has also been postulat-
ed as a possible explanation, caused by repeated micro-
traumatisms to the peristomal skin during cleaning and 
changing the ostomy device, in addition to an autoimmune 
problem associated with IBD (3-5,7).

Cultures do not reveal any pathogen apart from normal 
dermal and fecal flora.

Many attempts have been made to identify risk factors 
for its development, although it has happened to be a very 
difficult task given most of published data come from iso-
lated case reports or retrospective reviews that encompass 
many years. Among subjects with IBD, Wu (1) found a 
higher incidence of PPG in women, those with autoim-
mune disorders and high body mass index (BMI). 

Macroscopically, PPG consists of tender inflammatory 
ulceration that starts as pustules or erythematous papules 
that rapidly ulcerate and grow with irregular erythematous 
and indurated margins that lead to several ulcerated foci 
with necrotic beds that form interconnected fistula tracts 
(5,8,9,12).

This characteristic appearance allows the early diagno-
sis, as in our case, and treatment to be started immediately. 
However, histology study is recommended in order to rule-
out other processes; the findings are usually a nonspecific 
inflammatory reaction characterized by massive neutrophil 
infiltration without microbiological infection (1,3,5-7,12).

Due to the lack of definitive laboratory and histolog-
ical data, the diagnosis is based on the clinical criteria 
mentioned above (2,5); it should be suspected immediate-
ly once a peristomal ulcer is seen (1). In addition, every 
diagnostic test should be done to confirm or rule-out any 
underlying systemic disease eventually associated with it.

There is no definitive treatment for PPG that categori-
cally offers satisfactory results. McGarity (4), in the orig-
inal description, states: “Optimal treatment has not been 

established and needs to be adapted to each patient”. This 
assertion remains valid thirty years later.

Therefore, treatment has to be compulsory established 
individually, among a multidisciplinary team concerning 
surgeons, gastroenterologists, dermatologists and stoma 
therapists.

There is, however, unanimity on starting treatment as 
soon as possible (5,9) and with a double target: Local and 
systemic. Various options are sometimes required and, giv-
en the intense pain especially at the onset of the lesions, 
as intense analgesia as required will be administered in 
each case.

Local treatment is based on debridement and cleaning of 
the ulcers under local anesthesia in order to eliminate detri-
tus and necrotic areas, reducing exudation, pain and pro-
moting healing. In addition, proper fitting ostomy devices 
that cause the least amount of trauma and permit secretions 
absorption should be applied in combination with the most 
appropriate local treatment.

The most used local treatment, with highly variable 
results, is topic corticosteroids, both occlusive dressings 
application or intradermal injection (1,3,5,7,9).

More recently, and especially in refractory cases, tac-
rolimus 0.3 % has been used with topical benzocaine 
(Orabase) (3,5,6,11,13). Lyon (13) performed a compar-
ative study with corticosteroids; the study found a much 
better response with local application of tacrolimus 0.3 
% in sodium carmelose, especially in ulcers larger than 2 
cm so, together with systemic treatment, is considered the 
treatment of choice in these cases.

For this reason, given the characteristics of our patient’s 
lesion, with one large extremely painful ulcer and sig-
nificant impact on quality of life, we decided to apply it 
from the beginning together with systemic treatment. Side 
effects of its use have not been described in the literature.

Stomal relocation is not recommended except in excep-
tional cases given the high rate of recurrence PPG (2,3,6-8).

Whenever feasible, closure of the stoma may lead to 
healing (8). In the same manner, eradication of the under-
lying disease may be effective and lead to a definitive 
cure (2).

Regarding systemic treatment, the inability to carry out 
a prospective study due to the low prevalence of this kind 
of lesion has led to a wide variety of regimens based on 
the physicians judgment and experience that are obviously 
adapted to new options and possibilities (1,2,5,7,8).

Treatment is based on three pillars: antibacterial, 
anti-inflammatory and immunosuppressant drugs. The 
most widely antibiotics used are ciprofloxacin and met-
ronidazole with various duration and dosage regimens 
adapted to each patient.

When talking about anti-inflammatories, most authors 
recommend starting with corticosteroids such as predni-
sone at a dosage of 0.6 to 1 mg per kilogram per day, with 
dose reduction every two weeks based on the patient’s 
progress.
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Finally, immunosuppressants have been incorporat-
ed, either alone or combined with corticosteroids. These 
include: azathioprine, mycophenolate mofetil, dapsone, 
6-mercaptopurine, cyclosporine, minocycline, thalidomide 
and methotrexate, as well as biological treatments includ-
ing anti-TNF agents such as infliximab, adalimumab, cer-
tolizumab and etanercept (14), with variable outcomes (1). 

Very recently, for refractory cases, other monoclonal 
antibodies such as ustekinumab (15) have been used with 
good results.

The time to start systemic treatment is not well defined: 
It can be at the moment of diagnosis, in combination with 
local treatment, or once the local treatment has failed. In 
our patient, given the significant local involvement and 
overall impact, we decided to combine both treatments 
from the onset, with satisfactory response.

PPG appears to be an exceptional entity, but it is prob-
ably underdiagnosed. It should be suspected when any 
ulcerous lesion around a stoma is presented in order to 
start the appropriate treatment as soon as possible.

Besides local dressing changes and proper care by the 
Stoma Therapy Unit with application of corticosteroids 
or tacrolimus, there is no well defined patterns in relation 
to the onset, way or kind of medication to use. Treatment 
should be based on corticosteroids, immunosuppressive 
and biological therapy according to the experience of the 
multidisciplinary team and the patient’s characteristics.
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