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Abstract 

 Bullous pemphigoid is the most frequently occurring skin condition. Increase incidence rate in the past decades has 
been attributed to the population of drug-induced cases and with aging, that causes large, fluid-filled blisters, so commonly 
called as a blistering disorder. They tend to develop on areas of skin that often flex such as the hands, legs especially on thighs 
and feet. The blisters occur because of a malfunction in immune response since it is an autoimmune disorder often triggers 
by UV Rays exposure. According to the American Academy of Dermatology, UV radiation also impairs the skin’s immune 
system in alarming ways by the reduction of watchdog cells that help recognize and respond to antigens and alters their func-
tion so they are as effective as dozing prison guards [8]. Diagnosed based on physical examination, clinical, histopathological, 
immunological criteria. The histopathological report reveals the presence of a linear band of IgG deposit found on the blister 
roof (epidermal side of split skin). Multiple treatment modalities are present for this condition, involving medications are 
anti-inflammatory, drugs to reduce immunoglobulin formation, treatments to increase the elimination of antibodies. This 
case report aims to present a classic case of this condition, to highlight awareness on dexamethasone efficacy in such rare skin 
conditions like bullous pemphigoid, and to advocate referral to a dermatologist given its potential severity.

Keywords: Bullous pemphigoid; Dermatology; Blisters; Autoimmune; UV ray’s exposure; Dexamethasone

Case Report Open Access



 
2

  JScholar Publishers                  
 

                  Case Reports: Open Access 2020 | Vol 5: 104

Abbreviations: BP- Bullous pemphigoid, UV- ultraviolet, 
DIF- Direct immunofluorescence, IgG- Immunoglobulin G, 
SPF- Sun protection factor, UVB- short wave ultraviolet B-rays, 
UVA- long wave ultraviolet A-rays, BD- Twice a day, OD- Once a 
day, SOS- whenever necessary, TID- Three times a day

Introduction

 Bullous pemphigoid is a blistering disorder, autoim-
mune origin triggers often by UV Rays exposure, According to 
the American Academy of Dermatology, UV radiation also im-
pairs the skin’s immune system in alarming ways by the reduc-
tion of watchdog cells that help recognize and respond to anti-
gens, and alters their function so they are as effective as dozing 
prison guards [8], is diagnosed based on clinical, histopathologi-
cal, immunological criteria [1]. The patient has a medical his-
tory mouth canker sore with the complaints of photosensitivity, 
which shows the triggering factor as UV Rays, played a major 
role in this bullous pemphigoid case. The aim of this case report 
is to present a classic case of this condition and its management 
with dexamethasone.

Case Presentation

 A 48-Year-old male presented to the hospital with a 
worsening fluid-filled blister & raw areas crusting over both feet 
and hand. The mild eruptions with a minute fluid-filled blisters 
started one month prior and were started spreading or distribut-
ing and the final condition is enlarged bullous reported while 
the patient presented to the hospital. The patient went to pri-
mary care local hospital to a physician on his current place of 
residence Saudi Arabia, where they burst fluid-filled lesions & 
applied Ineffectual Fucidin (sodium fusidate) ointment, physi-
cian-prescribed oral tablet Montek LC (which is a combination 
medicine contains montelukast sodium & levocetirizine hydro-
chloride Anti-allergic) & Neosporin powder (contains neomy-
cin, bacitracin, & polymyxin Antibiotics) and told the patient 
that he had hypersensitivity reaction. The patient followed the 
medications for 3weeks without fail, but the bullous continued 
to worsen and he experienced the pain and redness, less physi-
cal activity due to the bullous formation in the feet and hands 
and some got ruptured and were both crusting and oozing with 
edema. On admission to our hospital the patient presented with 
cutaneous, tense bullae & vesicles over hands & feet, lichenoid 
with papules to plaque & mouth canker sore. On day 1: paren-
teral drugs such as cefotaxime 1g/BD, pheniramine maleate 2ml/
BD, and other supportive therapies like high potency Fucidin 
ointment (topical), chlorhexidine mouth wash (TID), calcium/

vitamin D3(OD), paracetamol 650mg (SOS), Tab. A to Z (vita-
min/mineral supplement) is given. But still, the condition of bul-
lous pemphigoid was ameliorated accompanied by complaints of 
new lesions with severe itching. On day 2: skin biopsy was sug-
gested then along with the day 1 drug parenteral Dexamethasone 
2ml/OD was add on, then the reduction in new lesion formation 
was notified on the physical examination which shows a dras-
tic improvement with the dexamethasone (Anti-inflammatory 
drug) and other supportive treatment such as doxepin (Tricy-
clic anti-depressants) for the sleep disturbance. On day 3: the 
same drugs were followed. On day 4: skin biopsy report arrived 
Impression: direct immunofluorescence study performed on a 
perilesional skin biopsy specimen from a patient with bullous 
pemphigoid detects a linear band of immunoglobulin G deposit 
with dermal side split skin along the dermo-epidermal junction 
confirms the bullous pemphigoid. On day 5: the patient became 
stable, decreased number of tense bullae condition were improv-
ing side by side, so discharge was advised by the dermatologist 
with the following drugs such as calcium-vitamin D3, vitamin/
mineral supplements, Fucidin ointment, chlorhexidine mouth 
wash as supportive care therapy and oral tablets such as doxy-
cycline and niacinamide (Vit-B3) were prescribed. As a clinical 
pharmacist suggestion patient was referred to a dermatologist to 
discuss adding a high potency oral & Topical corticosteroid such 
as dexamethasone.

Discussion

 Pemphigoid is derived from the Greek words pemphix 
(bulla, blister) and eidos (form). BP is the most common of 
blistering disorders, with an incidence of 0.2 to three cases per 
100,000 persons each year [1]. BP is an autoimmune disorder 
characterized by the presence of any of these IgG, IgA, IgM & C3 
antibodies directed against the structural components of the ke-
ratinocytic hemidesmosomal proteins BP180 & BP230 [2]. Both 
the antibody and compliment components deposit along the 
basement membrane at the level of the dermo-epidermal junc-
tion, triggering a destructive inflammatory response with the 
formation of the characteristic blistering lesions [2]. Antibody 
levels will directly correlate with the disease activity [3]. Focal 
separation of the epidermis and dermis results in tense subepi-
dermal blister formation. The clinical characteristic of BP may 
resemble a variety of other skin conditions. It is important to 
use clinical, histopathological, and direct immunofluorescence 
(DIF) findings to differentiate BP from other blistering disorders 
like dermatitis herpetiform, epidermolysis bullosa acquisita, 
pemphigus Vulgaris, etc. [3,8].
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Diagnostic Criteria

 DIF studies demonstrate in vivo deposits of antibodies 
and other immunoreactions, such as complement. DIF tests usu-
ally demonstrate IgG (70-90% of patients), IgA, IgM, and com-
plement C3 deposition (90-100% of patients) in a linear band at 
the dermal-epidermal junction [6]. Bullous pemphigoid can be 
differentiated from these conditions by incubating the patient's 
skin biopsy sample in 1 mol/L salt prior to performing the DIF 
technique. This process induces cleavage through the lamina Lu-
cida. DIF on salt-split skin reveals IgG on the blister roof (epi-
dermal side of split skin) in patients with bullous pemphigoid, 
while, in CP and EBA, the IgG localizes to the blister floor (der-
mal side of split skin). The optimal location for DIF testing is 
normal-appearing perilesional skin. False-positive results can be 
observed when it is performed on lesional skin. Rarely, skin bi-
opsy samples placed in transport media may yield false-negative 
results. This observation makes the use of fresh tissue the pre-
ferred substrate for DIF studies [6].

Figure-1: A DIFstudy performed on tense bullae perilesional skin biop-
sy specimen of from a patient with bullous pemphigoid detects a band of 
immunoglobulin G&C3 Granular deposit along the dermo-epidermal 
junction (DEJ).

Figure-2: A part of the thigh region with bullous pemphigoid lesions on 
the day of admission.

Figure-3: Deposits of circulating anti-basement membrane antibodies 
in peripheral blood observed by Indirect Immunofluorescence using 
salt-split human skin substrate (original magnification x200, its manda-
tory for definite diagnosis of BP.

 Bullous pemphigoid histological findings vary accord-
ing to the duration of the lesion and the clinical appearance of 
the biopsy site [8,9]. This is important, as misdiagnosis can lead 
to mistreatment and eventually worse outcomes for patients with 
a potentially treatable condition. In this case from day, 2nd dexa-
methasone is been administered and the drastic improvement is 
been observed and the patient became stable on the 5th day and 
planned to discharge [5]. The discharge drugs include oral doxy-
cycline and niacinamide (Vit-B3) is shown to have an increased 
efficacy along with dexamethasone. The treatment of bullous 
pemphigoid with tetracycline and niacinamide (nicotinamide) 
is effective and accompanied by less serious adverse effects [4]. 
Another supportive nutritive therapy is been prescribed and as a 
clinical pharmacist suggestion sunscreen lotion can also be ad-
vised to prevent further relapse due to UV ray’s exposure to the 
disease trigger zone. According to American Academy of der-
matology "Dermatologists recommend using a sunscreen with 
an SPF block of at least 30, Which blocks 97% of the sun’s rays 
& just to make sure it offers a broad spectrum (UVA & UVB) 
protection, an SPF of 30 or greater, and is water-resistant" [9].

General treatment guidelines
 The objective of therapy in bullous pemphigoid include 
decreasing blister formation, promote healing of blisters and ero-
sions, and to determine the minimal dose of medication neces-
sary to control the disease thereby decreasing inflammatory re-
sponse and autoantibody production. If the disease is severe and 
the patient doesn't respond to the treatment, immunosuppres-
sants should be started which also reduces the risk of second-
ary (systemic) infection [2]. Pharmacological therapy includes 
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Anti-inflammatory agents such as Corticosteroids, tetracyclines, 
dapsone, clobetasol, and immunosuppressants like azathioprine, 
methotrexate, mycophenolate mofetil, and cyclophosphamide. 
Literature suggests that Omalizumab can be used here as a 
corticosteroid-sparing agent. As per the studies, treatment with 
doxycycline was proved to be effective with fewer adverse effects 
when compared to prednisone. Localized bullous can be treated 
with high potency topical corticosteroids along with systemic 
anti-inflammatory agents like tetracycline and nicotinamide can 
be given [4,10].In severe cases, it is proposed to begin systemic 
steroids with immunosuppressants for better outcomes. In ex-
treme cases where the disease becomes very difficult to control 
an anti-CD20 Antibody - Rituximab can be prescribed. The re-
mission rate of 1.5 to 5 years after the treatment was reported in 
a few studies [7].

Conclusion
 Overall, BP is a potentially fatal disease in this current 
decade with a high prevalence, which is treatable when under 
the appropriate level of care. This case report aims to increase 
disease awareness and highlight differing treatments& signifi-
cance of the high potency drugs like corticosteroids. Majorly all 
severe inflammatory conditions treated by the steroids and high 
potency Fucidin, nicotinamide, as well as to advocate referral to 
a dermatologist, given its potential severity.

References

1. Lo Schiavo A, Ruocco E, Brancaccio G, Caccavale S, Ruocco 
V, Wolf R (2013) Bullous pemphigoid etiology, pathogenesis, 
and inducing factors: facts and controversies. Clin Dermatol 31: 
391–399. 

2. Fuertes de Vega I, Iranzo-Fernandez P, Mascaro-Galy JM 
(2014) Bullous pemphigoid clinical practice guidelines. Actas 
Dermosifiliogr 105: 328–346. 

3. Cozzani E, Gasparini G, Burlando M, Drago F, Parodi A (2015) 
A typical presentations of bullous pemphigoid: clinical and im-
munopathological aspects. Autoimmun Rev 14: 438–445. 

4. Gudula Kirtschig, Nonhlanhla P Khumalo (2004) Manage-
ment of bullous pemphigoid 
American journal of clinical dermatology 5: 319-326.

5. M Appelhans, G Bonsmann, C Orge, EB Bröcker Der (1993) 
Dexamethasone-cyclophosphamide pulse therapy in bullous au-
toimmune dermatoses. Hautarzt; Zeitschrift fur Dermatologie, 

Venerologie, und verwandte Gebiete 44: 143-147.

6. Lawrence S Chan (2018) What is the role of direct immunoflu-
orescence (DIF) studies in the diagnosis of bullous pemphigoid 
(BP)? University of Illinois College of Medicine. 
7. Guidelines for the management of bullous pemphigoid, web 
admin 2010; international pemphigus & pemphigoid founda-
tion.
8. Minz RW, Chhabra S, Singh S, Radotra BD, Kumar B 
(2010) Direct immunofluorescence of skin biopsy: Perspective 
of an immunopathologist. Indian J Dermatol Venereol Leprol 
76:150–157. 

9. Sethi KJ, Kanwar AJ, Kaur S, Sehgal S (1992) Direct 
immunofluorescence as a diagnostic and prognostic marker in 
pemphigus. Indian J Dermatol Venereol Leprol 58: 379–383. 
 
10. D. Fivenson, D. Breneman, G. Rosen, C.S. Hersh, S. 
Cardone, D. Mutasim (1994) Nicotinamide and tetracycline 
therapy of bullous pemphigoid. Arch Dermatol 130: 753-758.


