
Academic Editor: Dirk Rades

Received: 29 January 2025

Revised: 26 February 2025

Accepted: 10 March 2025

Published: 11 March 2025

Citation: Fousekis, F.S.;

Mpakogiannis, K.; Karampinis, E.;

Mastorogianni, I.N.; Christodoulou,

D.K.; Papoutsaki, M.; Zampeli, E.;

Katsanos, K.H. Pyoderma

Gangrenosum in a Patient with

Crohn’s Disease Treated with

Adalimumab: A Case-Based Review

and Systematic Review of the Current

Literature. Clin. Pract. 2025, 15, 57.

https://doi.org/10.3390/

clinpract15030057

Copyright: © 2025 by the authors.

Licensee MDPI, Basel, Switzerland.

This article is an open access article

distributed under the terms and

conditions of the Creative Commons

Attribution (CC BY) license

(https://creativecommons.org/

licenses/by/4.0/).

Systematic Review

Pyoderma Gangrenosum in a Patient with Crohn’s Disease
Treated with Adalimumab: A Case-Based Review and Systematic
Review of the Current Literature
Fotios S. Fousekis 1,*, Konstantinos Mpakogiannis 1, Emmanouil Karampinis 2,3 , Ioanna Nefeli Mastorogianni 1,
Dimitrios K. Christodoulou 1, Marina Papoutsaki 4, Evanthia Zampeli 5 and Konstantinos H. Katsanos 1

1 Department of Gastroenterology and Hepatology, University Hospital of Ioannina, University of Ioannina,
45110 Ioannina, Greece; kostismpakogiannis@gmail.com (K.M.); nefelimastorogianni@gmail.com (I.N.M.);
dchristodoulou@gmail.com (D.K.C.); khkostas@hotmail.com (K.H.K.)

2 Second Dermatology Department, School of Health Sciences, Aristotle University of Thessaloniki,
54124 Thessaloniki, Greece; ekarampinis@uth.gr

3 Department of Dermatology, Faculty of Medicine, School of Health Sciences, University General Hospital of
Larissa, University of Thessaly, 41110 Larissa, Greece

4 1st Departament of Dermatology-Venereology, Faculty of Medicine, National and Kapodistrian University of
Athens, “A. Sygros” Hospital for Skin and Venereal Diseases, 16121 Athens, Greece;
marinapapoutsaki@hotmail.com

5 Department of Gastroenterology, Alexandra General Hospital, 11528 Athens, Greece; evazamb@gmail.com
* Correspondence: fotisfous@gmail.com

Abstract: Background: Pyoderma gangrenosum (PG) is a rare inflammatory cutaneous
disorder that frequently occurs in association with systemic diseases such as inflamma-
tory bowel disease (IBD). This case report describes a 23-year-old female with Crohn’s
disease (CD) who developed PG and was successfully treated with adalimumab. The
objective of this study is to present the clinical course, treatment approach, and outcomes
while reviewing the existing literature on the efficacy of adalimumab in PG management.
Methods: A case report is presented, detailing clinical presentation, diagnostic evaluation,
and treatment strategy. Additionally, a systematic review was conducted using PubMed
to assess studies on adalimumab in PG, focusing on treatment response, remission rates,
and adverse effects. Results: The patient presented with ulcerative lesions on her lower
extremities and sacroiliitis. After corticosteroid therapy, adalimumab was initiated, lead-
ing to significant ulcer healing, reduced back pain, and CD remission. The systematic
review identified seven studies on adalimumab in PG. Findings suggest that adalimumab
is effective in steroid-refractory cases, with remission achieved in a significant proportion
of patients. The most common adverse effects were infections, but overall, adalimumab
showed a favorable safety profile. Conclusions: This case highlights the importance of
early diagnosis and multidisciplinary management of PG in CD patients. Adalimumab
appears to be a promising therapeutic option, particularly for steroid-resistant PG, though
further research is needed to establish standardized treatment protocols.

Keywords: pyoderma gangrenosum; Crohn’s disease; adalimumab; inflammatory bowel
disease; extra-intestinal manifestations

1. Introduction
Pyoderma gangrenosum (PG) is a rare, painful, ulcerative, cutaneous condition with

distinctive clinical characteristics [1]. The term “pyoderma gangrenosum” was introduced
by Brunsting in 1930, referring to a case-series of patients suffering either ulcerative colitis
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(UC) or chronic purulent pleurisy. The word “pyoderma” reflects the condition’s pus-
producing aspect, while “gangrenosum” highlights its progressive necrotic nature [2]. PG
generally appears in individuals between their 30s and 60s, with a nearly equal prevalence
among men and women [3]. A PG lesion starts as a tender nodule, plaque, or sterile
pustule, which over days enlarges into a sharply defined ulcer with purplish borders
and surrounding redness. Pain is a common feature. The skin and underlying tissue
may become necrotic, resulting in a fragile wound bed with hemorrhagic or purulent
discharge that can extend to the muscle [2,4]. As the lesions heal, they often leave behind
sieve-like scars [5]. Lesions are usually multiple and recurrent, with 25–50% triggered by
trauma, a reaction known as pathergy [6]. PG lesions most commonly affects the lower
extremities; however, any anatomical site can be involved, such as the face, trunk, and
genital regions [7].

There are currently no specific serologic or pathological criteria for diagnosing PG.
Thus, PG remains a diagnosis of exclusion, relying on the rapid onset of painful ulcers
with distinct borders and the exclusion of other causes. Furthermore, a history of systemic
diseases, characteristic scarring patterns, a positive response to immunosuppressive treat-
ment, and evidence of pathergy support the diagnosis [8]. Unfortunately, the diagnosis of
PG is often established only after multiple ineffective treatment attempts, which include
surgical debridement and antibiotics. Lesions typically worsen when treated as infections
and can deteriorate further due to pathergy following surgical procedures [9]. Diagnosing
pyoderma gangrenosum mainly depends on clinical evaluation, as biopsies do not show
any pathognomonic diagnostic characteristics. However, a biopsy is crucial to exclude other
conditions such as malignancies, infections, cutaneous vasculitis, or infections. Differential
diagnoses should include a variety of bacterial, mycobacterial, and fungal infections (like
sporotrichosis, aspergillosis, and cryptococcosis), as well as parasitic and viral infections
such as herpes simplex [10]. Other conditions to consider involve primary cutaneous
tumors, metastatic skin cancer, skin lymphomas [11], and rare disorders like mycosis fun-
goides bullosa and Langerhans cell histiocytosis [12]. Hematological disorders such as
sickle cell disease and cryoglobulinemia may also present similarly. In addition, causes
may include autoimmune conditions (e.g., systemic lupus erythematosus, Behçet’s dis-
ease, Wegener granulomatosis, and polyarteritis nodosa) and vascular issues like livedoid
vasculopathy, venous stasis ulcers, or small-vessel arterial occlusions [13]. Furthermore,
some ulcers are associated with cryoglobulinemia and antiphospholipid syndrome [14]. It
is also essential to differentiate pyoderma gangrenosum from conditions like drug-induced
lupus and factitious disorders, including Munchausen syndrome, as these may mimic
its presentation. Finally, drug reactions or external injuries should also be considered as
potential causes [15].

Due to the diagnostic complexity of PG, researchers and experts have collaborated to
develop a diagnostic algorithm. Three diagnostic criteria have been proposed: the Su and
Delphi consensus, and the PARACELSUS score [16]. All these diagnostic criteria appear to
be beneficial in clinical practice, but comparative studies have shown the PARACELSUS
score to have the highest sensitivity [17].

PG is linked to underlying systemic diseases in at least 50% of cases. Commonly
associated conditions include inflammatory bowel disease (IBD), arthritis, and hemato-
logic disorders. PG may be diagnosed either after the underlying disease or as its initial
manifestation [18,19]. Therefore, it is crucial to assess each patient with PG for potential
comorbidities in order to manage these effectively to improve the overall prognosis. In
particular, PG appears to be an unusual but severe extra-intestinal manifestation (EIM) of
IBD [19]. A recent meta-analysis of fourteen studies included 1057 patients with IBD and
26 cases of PG from a Louisville cohort. Among 61,695 IBD patients, there were 379 cases
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of PG, with an incidence ranging from 0.4% to 2.6% in individual studies [20]. In this
case-based review, we discuss a case of PG in a patient with CD who was treated with
adalimumab, analyzing pathophysiology and management options.

Dysregulation of the immune system plays a crucial role in the pathophysiology of
PG. In PG lesions, abnormal neutrophils and T-cells have been identified, with inflam-
matory mediators such as IL-1β, IL-8, IL-17, and TNF-α significantly contributing to the
condition [21,22]. Trauma can induce or worsen PG through the pathergy phenomenon,
which triggers the release of IL-36 and autoantigens from damaged keratinocytes [23]. This
release, in turn, increases the expression of IL-8 and IL-17. IL-17, produced by Th17 cells, is
known to be involved in inflammatory conditions like psoriasis and is also found at ele-
vated levels in PG skin lesions [24,25]. Furthermore, Th17 cells are overrepresented in these
lesions, while regulatory T cells (Treg) and their associated cytokines, such as IL-10, are
present in lower levels [26]. In addition, TNF triggers the expression of adhesion molecules
on endothelial cells, which helps neutrophils migrate to inflamed areas, a hallmark of
pyogenic granuloma (PG) autoinflammation [27,28]. Specifically, TNF priming boosts the
interactions between FcgammaR and immune complexes, enhancing the binding of Mac-1
to ICAM-1. This process effectively retains neutrophils at sites of inflammation [28].

2. Case Presentation
A 23-year-old female patient with a history of CD, specifically diagnosed ileitis approx-

imately two years earlier, was admitted to the hospital due to the progression of ulcerative
lesions on her lower extremities. Purulent discharge and persistent erythematous swelling
in her left shin accompanied these lesions (Figure 1). Her medical history extends over
seven years, beginning with the appearance of subcutaneous edematous lesions on her
lower limbs, which gradually developed into ulcerative wounds. Additionally, the patient
reported experiencing lower back pain, particularly in the mornings, over the past few
months. Due to CD, she has been undergoing treatment with budesonide.

In the workup of her skin ulcers, cultures were taken from the lesions, and a skin
biopsy was performed. She was tested for sarcoidosis, with serum ACE levels returning
negative. Additionally, a Doppler ultrasound of her lower extremities was undergone
to rule out vascular pathology, and no abnormalities were detected. Screening for the
initiation of a biological agent was performed concurrently. Cultures from the cutaneous
lesions were negative, while histopathological analysis revealed neutrophilic infiltrates in
the epidermis, pseudoepitheliomatous hyperplasia, and lymphoplasmacytic infiltration
in the dermis, with occasional mitotic activity. A pathergy test was performed and the
result was positive. Given her reported back pain, an MRI of the sacroiliac joints was
performed, revealing findings consistent with sacroiliitis. Based on her diagnosis of axial
spondyloarthritis and the suspected diagnosis of pyoderma gangrenosum, the patient
received corticosteroids with a rapid tapering regimen, followed by the introduction of
adalimumab. The choice of adalimumab was supported by evidence of its efficacy in
managing both pyoderma gangrenosum and axial spondyloarthritis.

Three months later, during a follow-up visit at the outpatient clinic, the patient had
discontinued corticosteroids and was maintained on adalimumab at a dose of 40 mg every
two weeks. There was significant regression of the ulcerative lesions (Figure 2), and the
patient reported marked clinical improvement in her lower back pain. Additionally, she did
not report any gastrointestinal symptoms, indicating clinical remission of CD. Therefore,
in our case, adalimumab has been demonstrated to be an effective therapeutic option
for the management of both pyoderma gangrenosum and axial spondyloarthritis, while
maintaining CD in remission.
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Figure 1. Clinical presentation of pyoderma gangrenosum lesions on the lower extremity and
toes. The left picture shows multiple deep ulcerative lesions with irregular margins on the heel,
characterised by erythematous surrounding skin and central purulent exudate. The right picture
shows inflammatory changes on the toes with erythema, pustules, and ulceration consistent with
pyoderma gangrenosum.
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Figure 2. Clinical improvement of pyoderma gangrenosum lesions after treatment with adalimumab.
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residual erythema and no evidence of active ulceration or pustular lesions.
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3. Material and Methods
There is growing evidence that adalimumab is an effective option for the treatment

of pyoderma gangrenosum, even in steroid-refractory cases (61). In order to find the
most relevant studies on this topic, we conducted a search of the PubMed database up to
23 December 2024. We used the following search string: “adalimumab” AND “pyoderma
gangrenosum”. Inclusion criteria were randomized clinical trials, and case series and
observational studies that included at least 3 patients with pyoderma gangrenosum treated
with adalimumab. We excluded case reports and studies with two or fewer patients as well
as articles not written in English. Additionally, the reference lists of all selected articles were
carefully reviewed to identify any further relevant studies. Two independent investigators
(F.S.F and K.M) conducted the data extraction process independently. This review was
conducted in accordance with the PRISMA 2020; however, it has not been registered. The
search strategy is illustrated in the PRISMA flowchart (Figure 3).
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4. Results
The total search yielded 161 articles, of which 143 were excluded after reviewing

the title and abstract. Subsequently, 11 articles were excluded after careful examination
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of the full text of the article. Specifically, three articles were excluded due to lack of
data [29–32]. In accordance with the exclusion criteria, an additional article was excluded
on the basis that it concerned only one patient with pyoderma gangrenosum [33]. For
a similar reason, three articles were excluded because they contained only two cases of
patients with pyoderma gangrenosum who received adalimumab [34–36]. Furthermore,
two articles were excluded from the review as they were provisional results of a study
published in 2022 that included its final results in our systematic review [36–38]. Finally, the
exclusion of one study was necessitated by its ongoing recruitment phase (NCT04750213),
while another study (NCT03311464) corresponds to the PubMed article [38] that was
included in the final review.

Seven studies in total were included in our systematic review and summarized in
Table 1. A 52-week phase 3 open-label study involving Japanese patients with active
pyoderma gangrenosum ulcers demonstrated the significant efficacy of adalimumab. By
week 26, 54.5% of patients had achieved complete skin re-epithelialisation (PGAR 100),
with continued improvements observed during the extension period, where 66.7% had
achieved PGAR 100 by week 52. Furthermore, notable improvements were observed in
pain and quality of life over the course of the study. Adverse events were documented
in 18 patients, including four cases of serious infections. However, the treatment was
generally well tolerated [38]. In a case series of four patients (three with CD and one with
UC), clinical improvement was observed within a median of 11 days, with complete lesion
healing occurring within a median of 34 days. No severe adverse effects were reported,
indicating a favorable safety profile [39]. In an interim analysis of a post-marketing study
on adalimumab for pyoderma gangrenosum (PG), 42.9%, 36.8%, and 50.0% of patients
achieved a Physician Global Assessment score of 0/1 at weeks 12, 26, and 52, respectively.
It is noteworthy that systemic steroids were used by 70.3% of patients prior to and 56.8%
during the course of treatment. Furthermore, adverse drug reactions were observed in
18.9% of patients, with infections documented in 13.5% and serious infections in 10.8% [40].
In a retrospective, dual-center cohort study evaluating treatment outcomes for patients
with pyoderma gangrenosum treated with biologics, complete remission or significant
improvement was observed in 57.1% (16/28) of those receiving adalimumab. The treatment
also resulted in an average wound size reduction of 38.1 cm². Among these 28 patients,
adverse events reported included infection (3 cases), seizure (1 case), and leukocytoclastic
vasculitis (1 case). However, it should be noted that no data are available regarding
causation of these adverse events [41]. Furthermore, cure of pyoderma gangrenosum was
achieved in 10 out of 10 patients using adalimumab in a retrospective study from Spain.
The median healing period was 4–8 weeks. No adverse events were documented [42].
In a case series comprising three patients with diverse underlying conditions (CD, PAPA
syndrome, and PASH syndrome), only one patient (with CD) exhibited a positive response
to adalimumab. No adverse effects were observed during the follow-up period, which
ranged from one month to three years [43]. In a case-series of three patients diagnosed
with CD who developed refractory peristomal PG, topical steroid lotion, prednisone, and
adalimumab or a combination of these agents were used in all three patients. All ulcers
healed within 6 months [44].
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Table 1. Key studies on the efficacy and safety of adalimumab in the treatment of pyoderma
gangrenosum.

Study Design Number of
Patients

Underlying
Disease

Follow-Up
Period Outcome Adverse Events Study

(Ref.)

Prospective
(52-week phase

3 open-label
study)

22 patients 4 Pts UC
3 Pts RA

26 weeks
52 weeks

At 26 weeks: 12 of
22 pts achieve 100%

reduction in the PG area.
At 52 weeks: 6 of 9 pts
achieve 100% reduction

in the PG area.

Serious AEs in 4 Pts
(18%), including one

each of anemia,
bacterial arthritis
(which led to the

discontinuation of the
study drug), cataract,
and pain due to PG.

Yamasaki
K et al. [37]

Retrospective 28 patients Not
available 67.4 months

complete remission or
improvement in 57.1%

(16/28) of patients

Infection (3)
Seizure (1)

Leukocytoclastic
vasculitis (1)

Herberger
K et al. [41]

Retrospective 4 patients 3 Pts CD
1 Pt UC

5–40
months

Clinical improvement in
11 days (median, range
5–15), with complete PG
lesion healing in 34 days
(median, range 15–60).

No severe adverse
effects noticed.

Cariñanos
I et al. [39]

Retrospective 32 patients
8 Pts UC
3 Pts CD

3 RA

Up to
52 weeks

PGA score of 0/1 for
total lesions

At wk 12: 42.9%
At wk 26: 36.8%
At wk 52: 50.0%

10.8% develop serious
infections as ADR

Yamamoto
T et al. [36]

Retrospective 3 patients

1 Pt CD
1 Pt PAPA
syndrome
1 Pt PASH
syndrome

1 month to
3 years

1 of 3 pts respond to
ADA (CD patient) None George A

et al. [43]

Retrospective 10 patients 10 Pts IBD N/A

10 of 10 patients
respond to ADA
Timing healing:

4–8 weeks

None
Argüelles-

Arias F
et al. [42]

Retrospective 3 patients 3 Pts CD 6 months 3 of 3 patients respond
to ADA None Toyoda T

et al. [44]

ADA: adalimumab, ADR: adverse drug reaction, PG: pyoderma gangrenosum, Pt: Patient, RA: rheumatoid
arthritis, UC: ulcerative colitis, PGA score: Physician Global Assessment score (total lesions).

These findings (Table 1) indicate that adalimumab may be an effective treatment option
for pyoderma gangrenosum, including patients with underlying inflammatory conditions
and IBD. However, the potential for serious adverse events underscores the importance of
careful patient selection and monitoring during treatment. Further randomized controlled
trials are required to confirm these observations.

5. Discussion
Treating PG, especially with CD, requires a multidisciplinary approach with col-

laboration between dermatologists and gastroenterologists; PG management focuses on
suppressing the immune response and controlling inflammation. For milder cases or as
supplementary treatment, high-potency topical corticosteroids and calcineurin inhibitors
(such as tacrolimus) are frequently used. They seem to have similar efficacy and are well
tolerated [45]. Although topical corticosteroids are effective even at lower potencies, they
are not without risks. Potential adverse effects include skin atrophy, telangiectasia, striae,
purpura, tachyphylaxis, steroid-induced acne, and ulceration [46]. Conversely, the main



Clin. Pract. 2025, 15, 57 8 of 13

side effect of topical calcineurin inhibitors is a burning sensation at the site of application,
which may be alleviated by refrigerating the medication before use [47,48]. Intralesional
steroid injections can also be helpful, particularly for smaller ulcers or localized condi-
tions [49]. Nevertheless, it is important to use this treatment cautiously to prevent trigger
pathergy and to avoid disrupting wound healing. Intralesional methotrexate has demon-
strated some clinical benefits as well [50]. In addition, various other topical medications
have been used to treat PG, each with differing success rates. Cromolyn sodium (1–4%) has
been effective as monotherapy or in combination [51], while benzoyl peroxide (20%) acceler-
ated re-epithelialization [52]. Additionally, aminosalicylic acid (10%), phenytoin (2%), and
nicotine (0.5%) have also been tested, with several cases achieving complete healing [52].
Becaplermin, a recombinant human platelet-derived growth factor, promoted granula-
tion tissue formation, and timolol enhanced wound healing when combined with other
treatments [53,54]. Furthermore, proper wound care is essential to prevent infection and
manage pain. Wound management involves gentle cleansing without aggressive debride-
ment, limited use of topical antibacterial agents, and maintenance of a moist environment
to promote epithelial cell migration [55].

Corticosteroids are considered as the first-line treatment for PG due to their rapid
anti-inflammatory effect [56]. They primarily act by inhibiting NF-κB and reducing
pro-inflammatory cytokines [57]. Systemic corticosteroids are administered at a dose
of 0.5–1 mg/kg/day, which results in a clinical response in approximately 40–50% of
cases [58]. However, the rates of complete remission may vary significantly based on the
severity of PG and any associated diseases [59]. Once healing occurs, the corticosteroid
dosage is gradually tapered over several months. In cases of severe or multi-lesional PG,
corticosteroids are often combined with immunosuppressants like cyclosporine to enhance
treatment outcomes [60]. For a more immediate response, pulse therapy with intravenous
methylprednisolone can be used to initiate or improve treatment effectiveness (56). In our
case, we administered corticosteroids for a short duration of approximately one month
to minimize side effects. This treatment was also combined with adalimumab, leading to
a significant clinical improvement. It is important to note that a major challenge to the
use of adalimumab in PG is its limited availability to patients who do not have CD or
another approved indication. In many regions, adalimumab is only covered for certain
autoimmune diseases, making it difficult for PG patients without these conditions to access
treatment. This can lead to delays in treatment or the need to use less effective alternatives.

Cyclosporine, a calcineurin inhibitor that suppresses cytokine transcription, is also
considered as a first-line treatment for PG [61]. The STOP GAP trial compared oral pred-
nisolone (0.75 mg/kg/day) and cyclosporine (4 mg/kg/day), finding no difference in
healing speed, treatment response, or quality of life. Nearly half of the patients healed
within six months, but about a third experienced recurrence after around 582 days. Both
treatments had similar rates of adverse effects [62]. The choice between prednisolone and
cyclosporine depends on patient comorbidities; cyclosporine is often preferred for large
ulcers or in cases where prednisolone poses higher risks [63]. Cyclosporine has also shown
success in treating multi-lesional PG, sometimes in combination with corticosteroids. In
IBD, cyclosporine is indicated for inducing remission in acute severe UC. Therefore, given
the patient’s history of CD, we ultimately chose to use corticosteroids [64].

Recent studies have explored the efficacy of other biologic therapies in the treatment
of PG, particularly in cases that are refractory to other treatments. These include infliximab,
another TNF-α inhibitor [65]; ustekinumab, an IL-12/IL-23 inhibitor commonly used in
psoriasis and CD [66]; and secukinumab [67], an IL-17 inhibitor. Furthermore, IL-1 blockade
with anakinra has been attempted in refractory PG [68], and rituximab, a CD20 monoclonal
antibody targeting B cells, has also been reported in PG treatment, particularly in cases
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with an autoimmune background [69]. While these biologics present promising options for
steroid-refractory PG, further randomized controlled trials are needed to determine their
efficacy and optimal use in clinical practice.

The disease has a chronic course with episodes of exacerbation, which renders the
long-term prognosis challenging. An early diagnosis and subsequent treatment are crucial
for a favorable prognosis. The prompt administration of anti-inflammatory medications,
such as corticosteroids or immunosuppressants, can effectively halt disease progression and
promote healing. Furthermore, it is essential to direct attention towards the management
of underlying conditions, because PG is not just a cutaneous disorder, but also a cutaneous
manifestation of systemic inflammation that significantly impacts the patient [70]. Con-
cerning IBD, it appears to be a favorable prognostic factor. According to cross-sectional
analysis, patients with underlying hematologic malignancy/dyscrasia and vasculitis had a
fourfold increased risk of in-hospital mortality, while there was an increase in the utilization
of healthcare resources [71]. It was also noted that the prognosis of PG may be signifi-
cantly impacted by treatment delays or inadequate management. When left untreated or
when patients are refractory to conventional therapies, PG can progress into a severely
debilitating condition, leading to extensive ulceration, tissue destruction, and even loss of
function in affected areas. Furthermore, non-adherence to treatment can accelerate disease
progression, increasing the risk of complications such as infections, chronic wounds and, in
severe cases, amputation [72].

6. Study Limitations
First, the literature search was limited to the PubMed, Cochrane, and ClinicalTrials.gov

databases potentially excluding relevant studies from other sources like Embase. Addi-
tionally, the small number of included studies reflects the rarity of PG, which limits the
generalizability of findings. Variability in treatment regimens and outcome measures
among studies may also introduce bias. Lastly, while adalimumab appears to be effec-
tive for steroid-refractory PG, the risk of serious adverse events underscores the need for
standardized treatment protocols and further randomized trials.

7. Conclusions
Adalimumab, a TNF-α inhibitor, has shown efficacy in the treatment of both PG and

CD, as demonstrated in this case, highlighting its potential as an effective therapy for
patients with both disorders. PG remains a diagnostic challenge, often leading to delayed
recognition and inappropriate initial therapies that may exacerbate disease. The rarity of PG
in CD and the variability of its presentation challenge clinicians in establishing standardized
treatment protocols. In addition, biologics such as adalimumab, while promising, carry
the risk of adverse effects, including serious infections, which require careful patient
monitoring. Larger, long-term randomized controlled trials are essential to better define
the efficacy, safety, and optimal treatment strategies for adalimumab in PG management.
Future research should focus on elucidating the common immunological pathways between
CD and PG in order to refine current therapeutic strategies. A multidisciplinary approach
involving gastroenterologists and dermatologists is essential for the timely diagnosis and
effective management of PG in CD patients.
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