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Introduction



Pyoderma gangrenosum (PG) is an infrequent kind of inflammatory skin disease that may lead to the
development of swiftly expanding and distressing skin ulcers(1). The initial documentation of PG was
conducted by Dr. Louis Brocq in 1916. However, it was not until the 1930s that Dr. Brunsting characterized
a series of patients with identical clinical symptoms(2). The etiology of PG remains unclear; however, it
is hypothesized to be an autoimmune condition characterized by the immune system’s attacks on healthy
tissue, resulting in the development of ulcerations.PG impact individuals of all gender, race, or ages, albeit
with a higher incidence rate among adults and a greater prevalence among the female (3).

PG is correlated with fundamental medical conditions, including inflammatory bowel disease (IBD), rheuma-
toid arthritis, lupus, and specific blood disorders. It is plausible for it to manifest consequent to pharmaceu-
tical administration or subsequent to surgical intervention or physical injury(4).The concurrent development
of PG with systemic lupus erythematosus (SLE) is an infrequent phenomenon, with only a limited number
of cases having been documented.

PG can be classified into multiple groups, which include:

1.Classic PG: The prevalent manifestation which is distinguished by the prompt emergence of distressing
ulcers featuring elevated, purple borders

2.Bullous PG: This form can be identified by the emergence of vesicles containing fluid that rapidly disinte-
grates, forming ulcers.

3.Pustular PG: This form can be recognized by the appearance of multiple small pustules that amalgamate
to create distressing ulcers.

4.Vegetative PG: This class stands out by the emergence of skin lesions resembling cauliflower growths that
pose a challenge for effective management.

5.Postoperative PG: This type manifests after surgical procedures and is believed to be associated with skin
trauma or injury.

6.Systemic PG: The last form is linked with systemic illnesses, such as rheumatoid arthritis and rarely
SLE(5).

The clinical manifestations of PG include the emergence of one or multiple painful, swiftly advancing ulcers
or lesions with uneven margins and a necrotic core. It is noteworthy that the clinical manifestation of PG
has the potential to resemble other medical conditions, including infections, malignancies, or autoimmune
disorders. Therefore, an accurate diagnosis necessitates a comprehensive medical assessment(3).

PG is a condition that can be effectively managed through various treatment modalities which may encom-
pass corticosteroids, immunosuppressive medications, antibiotics, and surgical intervention. Timely medical
intervention is crucial in cases of PG, as prompt treatment can mitigate the risk of complications and enhance
prognosis.

CASE REPORT

The subject of this case study is a female patient who is 55 years old and has been diagnosed with lupus
for 20 years. Additionally, she has been diagnosed with lupus nephritis for 14 years and has been receiving
intermittent treatment with immunosuppressive and corticosteroid medications such as hydroxychloroquine,
cyclosporine, mycophenolate mofetil, and prednisolone in varying dosages. The aforementioned patient had
severe skin lesions in the form of two painful papules in the anterior and lateral areas of the leg. These
papules progressively became larger and transformed into an ulcerated lesion with 5x5 cm dimensions, and
the center of the lesions was found to be necrotic (Figure 1). Concomitant with the disease, the individual
exhibited a malar rash, small joint arthritis, and renal involvement.

The individual exhibiting these clinical manifestations was admitted to the Rheumatology Department at
Imam Reza Hospital in Tabriz, where, based on following consultation with the medical team, the pati-
ent was scheduled to undergo a skin biopsy as a means to pursue further investigation. The dermatology



team conducted a skin biopsy (Figure 2). The biopsy’s pathology results showed skin tissue with compact
hyperkeratosis, acanthosis, associated with superficial dermal fibrosis and intradermal neutrophilic abscess
formation, and leukocytoclastic vasculitis which was compatible with PG, in the early stage.

Initial results of laboratory blood tests revealed elevated levels of erythrocyte sedimentation rate (ESR) and
C-reactive protein (CRP). Also, levels of anti-dsDNA antibody increased. The levels of other blood test
parameters are shown in Table 1.

The patient was treated with pulse therapy of methylprednisolone (1g) for 3 consecutive days and an injection
of Cyclophosphamide (750mfg). Subsequently, prednisolone dosage began tapering

gradually (40 mg) and Cyclophosphamide was injected monthly.

DISCUSSION

PG is an uncommon kind of inflammatory skin disease that is not caused by an infection and is characterized
by painful necrotic ulcers that often appear on the legs(6). It is believed that PG is an autoimmune disease;
however, the exact cause of the disease is not completely known.

Although PG is frequently linked with systemic conditions such as inflammatory bowel disease, rheumatoid
arthritis, and hematologic malignancies, the incidence of PG as a prior symptom of SLE is very uncommon
and has only been described in a few individuals to this point(7).

The identification of PG is established through the process of excluding other potential sources of cuta-
neous ulcerations that present with similar characteristics, such as infections, cancers, vasculitides, venous
insufficiencies, and trauma(8).

To date, in the majority of cases that have been documented, before the manifestation of PG symptoms,
a diagnosis of SLE was made. H. B. Kwon et al. delineated the clinical manifestation of PG in a female
patient aged 35 years, who exhibited the characteristic symptom of painful ulcers on her lower extremities
as our case. The subsequent assessment indicated that the patient also presented with SLE, posited as the
fundamental etiology of her dermatological manifestation. They deliberate on the plausible mechanisms
that connect the two aforementioned conditions and underscore the significance of prompt identification and
intervention(9).

In another case study, S. N. Jha et al. demonstrated a female patient, aged 30 years, diagnosed with SLE,
presented with PG affecting her lower limbs. The authors delve into the plausible immunological mechanisms
that underlie this correlation and emphasize the significance of interdisciplinary administration(10).

Conclusion

In this case study article, we demonstrated a rare case of PG related to SLE. The results of our study provide
evidence for a potential correlation between active SLE and PG, although the underlying mechanism remains
unknown. Considering the treatment which our team performed with a complete recovery, we suggested this
first-line treatment strategy.
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Figure 1 . A mucopurulen painful and ulcerated lesion of right sided foot with irregular borders compatible
with pyoderma gangrenosum.
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Figure 2. A Microscopic view (histologic) of bar-shaped skin with subcutaneous tissue (H&E, x10) sho-
wed hyperkeratosis, and acanthosis, associated with superficial dermal fibrosis and intradermal neutrophilic
abscess formation.

Table 1.

Blood test results of the patients at initial medical examination

Laboratory tests (unit) Laboratory values Normal range
WBC (x1000/ul) 8.1 4.0-11.0

Hb (g/dl) 8 12-18

Plt (x1000/ul) 151 130-440

ESR 1nd hr (mm/hr) 80/20 Female: < 50 Years up to 30
CRP (mg/L) 86/6 Up to 6

ANA (IU/mL) Positive < 30.0

Anti dsDNA (IU/mL) 100/20 <10

C3 mg/dL 70/90 75 to 175

C4 mg/dL Normal 16 to 48

Aps Ab U/L Negative 8 to 33
Creatinine (mg/dl) 2 16-120

Urea (mg/dl) 108 12.8-43

LFT Normal -



Laboratory tests (unit) Laboratory values Normal range

24 hr urine protein (mg/m?/ day) 1200 <100
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