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Abstract
The patient had a long history of difficult to control psoriasis and ulcerative colitis and was dependent on 
corticosteroids. Multiple treatment schemes including several attempts with tumor necrosis factor (anti-TNF) 
antagonists had had acceptable clinical responses but subsequently lost effectiveness. During acute exacer-
bation of colitis, vedolizumab was used and achieved remarkable clinical improvement. During maintenance, 
deep healing was achieved (endoscopic and histological normalization). In addition, there was significant 
improvement of psoriasis lesions during follow-up. 

This is the first case to be published of the use of Vedolizumab to treat this condition in Colombia.
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INTRODUCTION

Inflammatory bowel disease (IBD) includes Crohn’s disease 
(CD), ulcerative colitis (UC) and indeterminate colitis. The 
latter term is currently used by pathologists to categorize 
colectomy specimens which either have superimposed fin-
dings or cannot be defined as either CD or UC. (1)

IBD’s etiology and exact pathogenesis are still unknown, 
but the current hypothesis relates to dysregulation of the 
gastrointestinal immune system in genetically predisposed 
individuals. (2) Some authors mention the importance 
of pathogenic pathways. These include interleukin 23 
(IL-23), which mediates microbial defense and intestinal 
inflammation, and two genes, IL-23 receptor (IL-23R) and 
interleukin 12B (IL-12B). (3, 4) These genes and others 
such as protein tyrosine kinase 2 (TYK2), Janus 2 kinase 
( JAK2), the signal transducer, and transcription activator 3 
(STAT3) are also associated with psoriasis. (2)

The incidence of CD and UC is 3.8 to 7.5 times higher 
in patients with psoriasis than in the general population. 

(5) The hypothesis that there are inflammatory pathways 
common to both the skin and the intestine is supported by 
the fact that anti-tumor necrosis factor alpha (anti-TNFα) 
monoclonal antibodies such as infliximab and adalimumab 
have a beneficial effect on both pathologies. IBD and pso-
riasis may overlap, even if psoriasis can paradoxically occur 
in people who have received anti-TNF for IBD. It is estima-
ted that psoriasiform lesions on the skin can occur in 1.62% 
-8.8% of patients with IBD who are treated with anti-TNF. 
(6, 7) The appearance of psoriasiform lesions is not asso-
ciated with sex, duration of treatment or activity of IBD. 
(8-10) In many individuals, controlling IBD could have 
a positive impact on psoriasis lesions leading to improve-
ment or resolution.

UC is the most common form of IBD. A study conduc-
ted at Hospital Pablo Tobón Uribe (HPTU) in Medellin, 
Colombia found that the relationship between UC and CD 
was 4.9 to 1: UC occurred in in 80.7% of the IBD patients 
while CD was found in only 15.8%. (11) The incidence of 
UC varies between 1.2 and 20.3 cases per 100,000 people/
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year depending on the population studied. (7) Its etiology 
is unknown and multifactorial. Family history of IBD is 
reported to increase the risk of IBD while appendectomies 
in young people and smoking may be protective factors. (1, 
12) UC is characterized by of chronic and diffuse inflam-
mation in the rectal and colonic mucosa. (1) In the natu-
ral course of the disease, there are frequent outbreaks of 
inflammatory activity with periods of remission, and the 
disease tends to recur. (13)

CLINICAL CASE

The patient was a 50 year old woman who had been diagno-
sed with UC in 2009 and had been diagnosed with psoriasis 
in 1996. She came to the HPTU in August 2016 after suffe-
ring anal pain, dyschezia and watery bloody diarrhea for 
at least two months. In the last week before coming to the 
hospital, her symptoms became exacerbated to the point 
of 10-12 stools per day and colicky abdominal pain daily. 
She reported intense pruritus and frequent scratching of 
skin lesions. Physical examination showed mucocutaneous 
pallor; dehydration, fever, with abdominal pain without 
peritoneal irritation, multiple active scaly plaques on her 
face, trunk and extremities, multiple hyperpigmented 
macules and erosions on the skin which had been scratched 
(Figures 1A and 1B). She was hospitalized and laboratory 
tests done upon admission (Table 1) showed mild anemia 
and marked elevation of acute phase reactants. A colonos-
copy was only able to reach the splenic angle due to severe 

inflammation, easy bleeding in response to friction of the 
equipment, and a high risk of perforation. It was decided 
to suspend the colonoscopy at that point (Figure 2). Tests 
for infections including tests for Clostridium toxins A and 
B for negative and cytomegalovirus [CMV] were negative. 
Initially, 100 mg of hydrocortisone was administered every 
8 hours for 5 days with 1 g granules of mesalazine adminis-
tered orally every 8 hours, and an additional 4 g of mesala-
zine administered by enema once a day.

The patient’s clinical history prior to hospitalization was 
reviewed for details of previous treatment. Multiple schemes 
were described including 3 g of mesalazine granules per day, 
100 mg of azathioprine/day, fortnightly parenteral iron for 
anemia, and 5 mg/kg of infliximab for 5 years. Infliximab 
had lost its effectiveness in the year prior to hospitalization 
and the dosage had been increased to 10 mg/kg without ade-
quate response. The patient had then been switched to 40 mg 
of adalimumab every two weeks (2014-2015). 

Adalimumab had maintained an average defecation fre-
quency of between 3 and 6 stools per day without bleeding, 
but at the end of 2015 it the patient’s condition including 
her skin lesions worsened. Adalimumab  was replaced 45 
mg of ustekinumab administered subcutaneously every 2 
months (2015-2016). Minimal improvement in digestive 
symptoms occurred, but skin lesions were very poorly 
controlled. On the recommendation of the dermatology 
department, her medication was changed to secukinumab 
in March 2016. She continued taking it together with mesa-
lazine and azathioprine until the date of admission to our 

Figure 1. A. Photograph of the back of the patient showing multiple scaly, erythematous-edematous lesions with scratchy 
erosions. B. Photo of the skin of the abdomen showing multiple scaly erythematous plaques, with scratchy erosions.
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said that complete control of pruritus had been achieved 
and that she no longer required use of topical steroids.

At the 12-month follow-up, the patient had no digestive 
symptoms which were in deep remission and had no evi-
dence of activity of her psoriasis lesions. She is scheduled 
for follow-up examinations every 6 months and clinical 
evaluations between 3 and 6 months.

DISCUSSION

Treatment of IBD has mainly been based on the step-up stra-
tegy. For mild UC, initial management with 5-aminosalicyla-
tes (5-ASA) is considered appropriate both for induction of 
remission and for maintenance. Short, 2 to 4 month, courses 
of steroids are indicated for patients who fail initial treatment 
with 5-ASA and for those with moderate to severe disease. 
Corticosteroid dependent patients, patients who have recu-
rrences, and patients who experience loss of efficacy of gluco-

institution. The poor response of her gastrointestinal mani-
festations led to her hospitalization.

During hospitalization, high fecal output with six to 
seven bloody stools between 6-7 daily was observed. She 
had progressive anemia and persistently high levels of  
acute phase reactants (Table 1). A gastroenterology staff 
meeting decided to start vedolizumab with 300 mg at week 
0, week 2, week 6 and then every 8 weeks.

During outpatient follow-up, the patient reported 
marked improvement and become asymptomatic three 
months after starting treatment. Normalization of acute 
phase reactants and normalization of hemoglobin were 
observed without requiring parenteral iron administration. 
In addition, azathioprine was discontinued. Methotrexate 
was added at 12.5 mg/week because its profile is better for 
dermatological symptoms.

Endoscopic follow-up showed normalization of the 
mucosa with histologically normal biopsies. The patient 

Figure 2. Colonoscopy showing severe inflammatory changes due to loss of normal vascular pattern. Marked edema, erythema, homogeneous 
multiple erosions and mucosa friable due to touch.

Table 1. In-hospital tests

Tests Admission 08/12/16 08/15/16 08/19/16 08/23/16 Reference values
Hemoglobin 11.6 g/dL 9.4 g/dL 9.4 g/dL 9.3 g/dL 12-15 g/dL
Hematocrit 36.3 % 28.9 % 29.3 % 28.5 % 36 %-46 %
Leukocytes 16,200 mm3 17,700 mm3 22,900 mm3 26,200 mm3 4,500-11,000 mm3

Platelets 593,000 483,000 524,000 497,000 150,000-450,000
ESR 100 mm/h 77 mm/h 72 mm/h 1-20 mm/h
Clostridium: toxins A and B Negative Negative
PCR 4.56 mg/dL 3.04 mg/dL 0.93 mg/dL 0.01-0.82 mg/dL
Iron 57 µg/mL 60-170 µg/mL
Ferritin 35.2 ng/mL 15-150 ng/mL

ESR: erythrocyte sedimentation rate
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by the National Institute for Food and Drug Surveillance 
(INVIMA) in February 2016 for treatment of IBD in 
Colombia for adult patients with moderate-severe active 
disease whose response has been inadequate, who present 
progressive losses, or who are intolerant to steroids, immu-
nomodulators or anti-TNFα.

Despite inadequate scientific evidence about 
vedolizumab’s impact on psoriasis, we decided to use it in 
this patient since there was a clear predominance of gas-
trointestinal manifestations which could have led to major 
complications such as severe bleeding, anemia, need for 
transfusions of blood products, toxic megacolon, perfora-
tions and even death. In addition, other forms of medical 
management available had already been exhausted. With 
this intervention we achieved the control of both patholo-
gies as shown by the evidence of deep healing of the colo-
nic mucosa and control of psoriasis at the 12-month follow-
up (Figures 3A and 3B). The notable improvement of our 
patient’s skin lesions was an additional clinical gain that has 
had a very positive impact on her quality of life. We consi-
der that case series and controlled studies are required to 
evaluate the impact of this medication on psoriasis lesions. 
This is the first published case of the use of vedolizumab in 
a Colombian patient with refractory UC and psoriasis.

corticoids are candidates for immunomodulators such as thio-
purine (azathioprine, 6-mercaptopurine) and methotrexate. 
(14) Anti-TNFs such as infliximab, adalimumab, golimumab 
and certolizumab are indicated for corticosteroid-resistant 
(non-steroid-responsive) and corticosteroid dependent indi-
viduals. (15). Primary failure of treatment,  absence of any 
significant clinical response, occurs in 10% to 40% of CD cases 
and in almost 50% of UC patients. (15- 18) In addition, secon-
dary failure of treatment (lack of sustained response during 12 
months of continuous treatment) has been described in up 
to two thirds of CD patients. ( (14, 19, 20) Persistent inflam-
mation despite optimal treatment using the standard dosage 
of anti-TNF and other drugs is a clear indication for increasing 
the dosage or shortening the intervals between administration 
of anti-TNF, as was done with this patient. (15)

New treatment schemes are currently being used for 
CU. These schemes have different mechanisms of action 
that seem promising for patients who are refractory to 
anti-TNF. There is a growing body of evidence supporting 
usage of vedolizumab, a selective anti-integrin α4β7 anti-
body in the gastrointestinal tract, for treatment of patients 
with IBD, especially for UC. (1, 12, 21, 22) It has even been 
used in cases of psoriasiform rashes associated with the 
use of anti-TNF. (23) This medication has been approved 

Figure 3. A. Photo of the back of the patient at 12 month follow-up. B. Abdominal skin, at 12 month follow-up.
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