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Abstract: Psoriasis is an immune-mediated systemic disease with multiple organs involvement, such as cardiovascular, live, gut, 
endocrine, and so on. Bullous pemphigoid (BP) is a rare comorbidity associated with psoriasis, while BP occurring in erythrodermic 
psoriasis (EP) is very rare. In this case, we reported a woman with severe EP who developed BP, in whom beta hemolytic 
streptococcus infection was a possible triggering factor. The complicated condition of such patients needs to draw attention of the 
physician and study further for better treatment. 
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Introduction
Previous studies have demonstrated a bidirectional association between bullous pemphigoid (BP) and psoriasis, BP 
reported to associate with psoriasis vulgaris is rare.1 However, the association of BP with erythrodermic psoriasis (EP) is 
more scarce. The present case describes a 73-year-old woman who had EP with arthritis and Fatty Liver Disease and 
developed BP after infection with beta hemolytic streptococcus. Some scholars provide the idea that bullous is 
presumably a sign of psoriatic activity.2 EP is a severe type of psoriasis, which means the disease was in 
a progressive stage, the possible trigger was streptococcus pyogenes tonsillar infection, BP is probably another indication 
that psoriasis is in an active state.

Case Report
A 73-year-old Chinese woman with a 30-year history of chronic plaque psoriasis was admitted because of pruritic, 
erythematous, and bullous lesions on the basis of generalized psoriatic skin lesion. Five months ago, she developed 
scattered mung bean-sized blisters on the buttocks after a cold and fever, then the blisters gradually developed to the 
anterior neck, chest, axillae, groin, both upper limbs and oral mucosa. Meanwhile, the disease of psoriasis aggravated to 
almost whole body over the next few months. She also had psoriatic arthritis for over 20 years with joint pain/deformity. 
She does not have a history of hypertension, diabetes, or other chronic diseases. Previous medication included 
methotrexate 20 mg for 2 years in 1992 and discontinue due to abnormal liver function, Recombinant Human Tumor 
Necrosis Factor-α Receptor II :IgG Fc Fusion Protein 25mg twice a week for 3 years in 1995. Then she took irregular 
treatment with acitretin or traditional Chinese medicine for several years.

Physical examination revealed diffuse flushing, infiltrative swelling, and scaling lesions involving more than 
90% of the total body surface area. Tense vesicles and blisters were distributed over her mouth, trunk, limb, and 
axillary regions; some of the bullae had ruptured and left behind eroded bases. Nikolsky’s sign was negative, and 
the Psoriasis Area and Severity Index (PASI) score was 29.8 (Figure 1). Abdominal ultrasound examination 
indicated fatty liver disease. Laboratory analysis indicated increased levels of BP180 (177.1 U/mL), anti- 
streptolysin-O (1285.1 IU/mL), and uric acid (397 µmol/L), but the other results were normal. Biopsy analysis 
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demonstrated Munro’s microabscess, subepidermal blister under the psoriatic hyperplastic epidermis, and serous 
and inflammatory cells (including more eosinophils cells) in the blister (Figure 2). IgG, IgM, IgA, and C3 were 
negative, according to direct immunofluorescence analysis. Indirect immunofluorescence analysis revealed a 1:10 
ratio. The patient was diagnosed with EP, psoriatic arthritis, and BP.

She was prescribed methotrexate with a dose of 10 mg per week, along with topical corticosteroids. While she 
did not respond to methotrexate and refused to increase the dose of methotrexate owing to abnormal liver function 
or undergo biological agent therapy because of financial constraints. Therefore, intravenous methylprednisolone 
(0.75mg/kg/d) was added. After 2 weeks, significant improvement of both BP and EP lesion was noted (Figure 3), 
blisters and vesicles have largely subsided, the PASI score of post-treatment was 1.6. Then, the dosage of 
methylprednisolone was reduced gradually in one year. Now she is taking 8 mg per day and is in stable condition 
with normal serum BP180 antibody.

Figure 1 (A–C) The patient with diffuse infiltrative erythema and scaling lesion involving more than 90% of the total body surface area. (B) Co-localization of psoriatic 
plaques and tense vesicles and blisters distributed on her trunk, limb, and axillary, some of bullae rupture and leave an eroded base. (C) lower legs with hypertrophic lichen 
planus-like lesions with silvery-white scales and scratch.

Figure 2 (A and B) Hyperkeratosis, parakeratosis, Munros microabscess, hypogranulosis, and acanthosis as well as congested and dilated blood vessels in the superficial 
dermis. Subepidermal blister under the psoriatic hyperplasia epidermal, serous and inflammatory cells including more eosinophils cells in the blister (Hematoxylin–eosin 
stained.). (A) Original magnification x100, (B) Original magnification x200.
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Discussion
The concept of psoriatic disease was recently proposed based on the systemic inflammatory nature of psoriasis. However, 
the real burden of psoriasis is significantly underestimated, especially the impact of psoriatic comorbidities on the social 
and personal lives of patients.3 Autoimmune bullous disease is a comorbid condition associated with psoriasis, and the 
prevalence rate of BP in patients with psoriasis is higher than that in control subjects, preexisting psoriasis was associated 
with a 50% increase in the risk of BP.1 Bullous pemphigoid is more likely to overlap with chronic psoriasis plaques, EP, 
a rare type of psoriasis, complicated with bullous pemphigoid has been reported infrequently. Ohata et al4 conducted 
a retrospective study of 145 patients with autoimmune bullous disease and psoriasis, 63.4% of which were BP, followed 
by anti-laminin γ1 pemphigoid of 37.2%. Of these, 122 cases were psoriasis vulgaris, 7 cases were psoriasis erythro-
derma, and 3 cases were psoriatic arthritis.4

The most common causes of BP are drugs, ultraviolet radiation, infection, trauma, and depression, which are also the 
trigger factor of psoriasis. In the present case, the possible predisposing factor was streptococcal throat infection, which 
induces the eruption of psoriasis, the aggravation of psoriasis leads to BP further. Some scholars have suggested that 
pemphigoid diseases could be a sign of active psoriasis; conversely, psoriasis could trigger BP via antigen-altering 
factors.2

Viral infection may have a role in autoimmune bullous diseases which have been identified in several studies, while 
bacterial infection’s role has been reported few, the only report about bacterial infection is localized BP after two 
episodes of erysipelas in a 63-year-old man.5 In our case, whether streptococcal infection or psoriasis exacerbation is 
a trigger for BP is unclear.

However, the pathogenetic link between psoriasis and autoimmune bullous disorders is unclear. The role of IL-17 in 
the pathogenesis of BP has recently emerged, as Chakievska et al found that IL-17A and its related genes are upregulated 
in BP lesions and confirmed the protective effect of IL-17 antibodies in mouse BP models.6 Moreover, secukinumab has 
shown good treatment efficacy in several cases of BP complicated with chronic severe psoriasis.7,8 Disrupted basement 
membrane zone (BMZ) in psoriasis, structural alterations of BMZ may modify the antigenicity of BMZ.9 Neutrophils’ 
role in both diseases, metalloproteases secreted by neutrophils may be implicated in the degradation of matrix proteins, 
leading to subsequent exposure of antigenic epitopes.9

Figure 3 Clinical manifestations after 2 weeks of treatment: (A) Clinical remission of both pemphigoid and psoriatic lesions. (B) Diffuse erythema and scaling clearly 
subsided. (C) Hyperpigmentation and lichen planus-like lesions, infiltrations, scaling of Bilateral calf improvement.
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Currently, there are no standard treatment guidelines for EP. Although treatment with secukinumab was found to be 
effective for BP associated with psoriasis, the results were reported in a very small sample. Moreover, BP induced by 
biologic in treating psoriasis has been reported previously, such as adalimumab,10 ustekinumab,11 and guselkumab.12 The 
treatment experience is paradoxical due to many adverse events of different biologic treatments that induced BP in 
psoriasis. Further research is needed to identify which type of biological agent or other agents might be effective for the 
specific treatment of this condition.
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