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Introduction
Inflammatory bowel disease (IBD) has been classically divided 

into non-specific chronic ulcerative colitis (UC) and Crohn’s disease, 
the incidence of both diseases has decreased. In Mexico, the available 
studies refer to an increase of up to three times the adjusted incidence 
rate of UC in the last 20 years; a peak of higher age incidence between 
20 and 40 years of age, occurred equally in men and women.1 In 
UC, environmental, genetic, and microbiota factors interact with 
the immune system, resulting in altered responses responsible for 
chronic intestinal inflammation, that is, a sedentary lifestyle, the 
use of antibiotics, diet, smoking, and metabolism of vitamin D, 
among others, influencing, modifying intestinal immunity. On the 
other hand, the genetic nature of IBD has been widely recognized 
in various studies, and currently more than 200 risk alleles have 
been identified in Caucasian populations. UC is characterized by 
an atypical TH2 response with uncontrolled production of IL-5 
and IL-13, simultaneously, the mucosal lymphocytes produce IL-
17 stimulating the response of TH17 cells, which produce multiple 
cytokines, including IL-21 and IL-22, however the TH17 response is 
greater in Crohn’s than in UC.2

The diagnosis of UC is established by correlating clinical, 
biochemical, endoscopic, and histopathological aspects.

UC is a chronic inflammatory disease limited to the colonic 
mucosa. A detailed medical history must be taken, including 
information on the onset of symptoms, presence of abdominal pain, 

pattern of chronic diarrhea, rectal bleeding, presence of mucus and 
blood in bowel movements, rectal straining and tenesmus, associated 
general symptoms, such as fever and weight loss. Important history: 
hygiene conditions, tobacco use, appendectomy, use of antibiotics 
and history of infections. The physical examination should include 
taking vital signs such as blood pressure, heart rate, body temperature, 
and weight, as well as an abdominal examination to rule out signs 
of peritoneal irritation and an anorectal examination, as well as an 
examination of the eyes, skin, and joints in search of extraintestinal 
manifestations.3 Among the skin types that can appear after the acute 
intestinal symptoms, we have three groups of dermatoses:

a. Reactive: erythema nodosum, aphthous stomatitis, neutrophilic 
dermatitis (pyoderma gangrenosum, pyodermitis, vegetative 
pyostomatitis and Sweet’s syndrome)

b. Granulomatous dermatoses : Perianal disease (fissures and 
fistulas), oral Crohn’s disease, metastatic Crohn’s

c. Dermatoses secondary to treatment: malnutrition (non-specific 
eczema, xerosis, cheilitis, glossitis, alopecia, gingival bleeding, 
acral and periorificial erythema)

d. The presence of isoform 5 of human tropomyosin and a 
caloric protein in the skin, biliary tract, eyes and joints have 
been considered within the pathogenesis to be the targets of 
autoimmune attacks in extraintestinal organs of these diseases. 

The prevalence of extraintestinal skin manifestations has been 
estimated at up to 40% in patients between 20 and 40 years of age.4 , 5 
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Abstract

Inflammatory bowel disease (IBD) is a chronic immune-mediated disorder comprised of 
Crohn’s disease and ulcerative colitis. Ulcerative colitis affects the large intestine, while 
Crohn’s disease can affect any part of the gastrointestinal tract (GIT). IBD is a multisystem 
condition that predominantly affects the gastrointestinal, musculoskeletal, ocular, and 
cutaneous systems. The following dermatological manifestations associated with IBDs 
have been identified: Specific manifestations with the same histological features of 
the underlying only ocurrs in Crohn Disease (CD); cutaneous disorders associated with 
IBD aphthous stomatitis, erythema nodosum; reactive mucocutaneous manifestations of 
IBDs pyoderma gangrenosum, Sweet’s syndrome, bowel-associated dermatosis-arthritis 
syndrome, aseptic abscess ulcers, pyodermatitis y mucocutaneous conditions secondary to 
treatment including injection site reactions y eczema and manifestations due to nutritional 
malabsorption such as stomatitis, glossitis, angular cheilitis hair and nail abnormalities. We 
believe dermatological examination is essential in all IBD patients, especially in candidates 
to biologic therapies, in whom drug-induced cutaneous reactions may assume marked 
clinical relevance, such as psoriasiform eruption.

One of the cutaneous manifestations associated with UC is pyoderma gangrenosum (PG), 
which is an inflammatory neutrophilic dermatosis that clinically presents with well-defined 
ulcers with an erythematous border and mucopurulent or hemorrhagic exudate.We present 
the case of a 44-year-old female patient, who presented non-specific chronic ulcerative 
colitis (UC) with active intestinal symptoms, fever, diarrhea and hematochezia, 20 days 
later it began with pustules on the head, trunk and extremities, which evolved into an ulcer 
with a border erythematous and well defined whose clinical and histopathological diagnosis 
corresponded to pyoderma gangrenosum. 
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Complications that arise outside of the intestinal inflammation of IBD 
are known as extraintestinal manifestations (IMD) of IBD. Regularly, 
these manifestations result in an important morbidity in patients with 
IBD, even more than the intestinal disease itself. IMEs are present 
in 5 to 50% of all patients with IBD. The severity and occurrence of 
EIM and its correlation with IBD-intestinal activity vary. Most EIMs 
are directly associated with an ongoing intestinal outbreak. Single or 
multiple IEMs may arise before or after intestinal manifestations or 
IBD diagnosis. Studies have revealed that the presence of a single 
EIM increases the likelihood of developing additional EIM.6,7

Clinical case
A 44-year-old female patient with a history of chronic ulcerative 

colitis was referred by Gastroenterology due to the presence of 
dermatosis of 20 days of evolution disseminated to the head, trunk and 
lower extremities, affecting the face in the maxillary region, dorsal 
region PHOTOGRAPH 1 and right leg PHOTOGRAPH 2, consisted of pustules 
and multiple ulcers of variable size 0.5 mm to 0.8 mm, dirty bottom 
and well-limited erythematous edge, asymptomatic. A biopsy of the 
trunk lesion was taken with a diagnosis of pustular variety pyoderma 
gangrenosum and the skin biopsy corroborated the diagnosis. 
Colonoscopy in lateral decubitus, under sedation, shows hypotonia 
of the anal sphincter on digital rectal examination, the rectal ampulla 
and rectus sigmoid are found with mucosa with a cobblestone pattern, 
loss of the haustral pattern, ulcers covered with fibrin and hyperemia, 
as well as fragility when passing the colonoscope. , the transverse, 
ascending, and cecum colon showed mucosa and vascularity without 
alterations, 3 isolated pseudopolyps in the cecum, the ileocecal 
valve was cannulated, and 20 cm of the terminal ileum with normal 
characteristics were reviewed. Random biopsies were taken from the 
left colon whose histopathology described distortion of the crypts, 
decreased cryptic density, pseudovillous appearance of the colonic 
surface, and dense lymphoplasmacytic inflammatory infiltrate, leading 
to a diagnosis of nonspecific chronic ulcerative colitis. Treatment 
began with mesalazine and steroids at a dose of 1 mg/kg with 
improvement of the skin and colonic lesions, she is still undergoing 
treatment with Gastroenterology service (Figure 1 - Figure 5).

Figure 1 Multiples ulcers 0.5mm to 0.8 mm in dorsal region.

Figure 2 Ulcer with dirty bottom and well-limited.

Figure 3 Microphotographes H&E 4x a dense inflammatory infiltrate is 
observed that covers the entire dermis.

Figure 4 Microphothographes H&E 20x detail of inflammatory infiltrate 
predominating neutrophils.

Figure 5 In colonoscopy mucosa with a cobblestone pattern, loss of the 
haustral pattern, ulcers covered with fibrin and hyperemia, as well as fragility.

Discussion
The association of UC and PG has been reported in numerous 

studies. Inflammatory bowel diseases (IBDs) not only affect the 
gastrointestinal tract, but can also affect many other organs in the 
body. Organ involvement outside the gastrointestinal tract is often 
referred to as extraintestinal manifestations (EIM). These can occur 
before or after the diagnosis of IBD. They can significantly affect the 
quality of life (QoL) of IBD patients, sometimes more than bowel 
disease. EIM often require specific treatments or, at least, must be 
taken into account when deciding to treat intestinal inflammation. 
IEMs are common in both ulcerative colitis (UC) and Crohn’s 
disease (CD) and most commonly affect the musculoskeletal system 
(eg, axial and peripheral arthritis, enthesitis), skin (eg, pyoderma 
gangrenosum, erythema nodosum, Sweet’s syndrome, and aphthous 
stomatitis), hepatobiliary tract (primary sclerosing cholangitis), and 
eyes (episcleritis, anterior uveitis, and iritis). However, almost any 
organ can be affected.8–10

IMEs can present clinically before or after the diagnostic onset 
of IBD. Up to 26% of cases may experience their first IME before 
IBD diagnosis (median time 5 months before IBD diagnosis) and in 
74% of cases, the first IME manifests after IBD diagnosis (median 
: 92 months).Before IBD diagnosis, pyoderma gangrenosum was 
diagnosed in 14.3%11,12
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In 1916 Brocq described PG as “phagedenisme geometrique” since 
it presented as an ulcer that corroded the skin symmetrically, later it 
was described as a disease where histopathologically the predominant 
finding was an accumulation of neutrophils and it was classified as an 
immune-mediated neutrophilic dermatosis. Clinically, PG presents in 
the trunk and lower extremities (it can affect any topography) where 
well-limited ulcers with a violaceous-erythematous border and a dirty 
or purulent bottom that are usually sterile on culture, can be very 
painful. It affects women and men, children and adults, however it is 
more frequent in adult women, the incidence is 2-3 cases per million 
inhabitants per year. The PG presents itself in 4 clinical forms that are 
listed from the most to the least frequent.

1. Ulcerative

2. blistering

3. Pustular

4. Vegetarian

5. Peristomal and post-surgical

 In a systematic review of 14 studies, the prevalence of PG in IBD 
patients ranged from 0.4 to 2.6%.

 PG is found primarily on the legs, but may also occur in 4-8% of 
the head and neck and 4-5% on the trunk Ulcers may be solitary or 
multiple, unilateral or bilateral, and may vary in size. size from several 
centimeters to a complete limb. In the SIBDCS, PG was observed 
in 1.4% of patients with inactive CD and in 2.4% of patients with 
active CD. In patients with UC, PG was reported in 1.5% of patients 
with inactive disease and 3% of patients with active disease. This 
commonly reported lack of association with bowel disease activity was 
also reported by others. Fifty percent of PG patients have underlying 
IBD. Patients with severe disease and involvement of the colon are 
more likely to develop PG. Peristomal PG is occasionally seen.13.14 

Severe disease is rare with IBD and should prompt investigation of 
infectious causes of NE. Pyoderma gangrenosum is a relatively rare 
manifestation, seen in 0.4% to 2% of patients with IBD. PG arises 
at sites of trauma by a phenomenon called pathergy and follows an 
unpredictable and severe course. There may be one or more lesions 
composed of erythematous pustules or nodules that can spread rapidly 
and give rise to deep purulent ulcers. Since most PG patients have 
underlying IBD, IBD treatment results in resolution of symptoms.15–18

Treatment includes topical or intralesional agents, including 
calcineurin inhibitors, and corticosteroids (most commonly 
triamcinolone) have been used in combination with a systemic 
drug Oral corticosteroids 40-60 mg/day and tapering, cyclosporine 
(initial target blood levels 150-300 ng /ml), tacrolimus (initial target 
blood levels between 10 and 15 ng/ml) or anti-TNF antibodies 
(infliximab and adalimumab). Topical tacrolimus is successful in 
treating early lesions (eg, peristomal pyoderma: 0.1% ointment 
twice daily).19–21 On the other hand, in an Italian study, a combination 
of systemic drugs (infliximab) and plastic surgery intervention 
have been used, proposing the application of advanced dressings 
for wounds with carboxymethylcellulose (AQUACEL Ag+ TM, 
ConvaTec Inc.), alginate gauze, paraffin antiseptic dressing mild 
(BACTIGRAS*, Smith+Nephew) and topical antibiotics. Complete 
remission and re-epithelialization of the lesions was achieved after 
8 weeks of combination treatment.22 It is important to maintain close 
communication with the different specialties involved. Specific 
anti-inflammatory and symptomatic treatments and therapies are 
necessary in a multidisciplinary team approach to adequately address 
IMD and improve the quality of life of our patients. In the absence of 

specific therapeutic biomarkers for EIM, considerations of coexisting 
extraintestinal manifestations in patients with IBD may inform 
treatment selection and therapeutic decisions whether medical or 
surgical.

Acknowledgments
None.

Conflicts of interest
The authors declares that there are no conflicts of interest.

References
1. Yamamoto Furushoa JK, Gutiérrez Grobea Y, López Gómez JG, et al. 
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