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ABSTRACT :Pemphigus Vulgaris (PV) is an
autoimmune, potentially life-threatening disease
causing blisters and erosions of the skin and oral
mucous membrane.

We present here a case report of Pemphigus
Vulgaris of gingiva, oral mucosa and skin in a
female patient with age of 42 year old.
Perilesional incision was taken and
histopathological study was done which shown
comprise intraepithelial cleft and Tzanck cells .The
oral lesions were treated with Prednisolone 30 mg
twice daily and tapered gradually along with
topical steroids , benzydamine mouthwash .
KEYWORDS: Desquamative gingivitis,
Pemphigus Vulgaris.

I. INTRODUCTION

Pemphigus is a group of autoimmune
diseases  characterized by  formation  of
intraepithelial bullae in skin and its mucous
membrane [1]. and Ig —A. Pemphigus have been
described[2] . It most commonly occurs ina 4 th, 5
Mand 6th decade of life and more predilection seen
in females than males [3] .

A number of dermatological diseases may
present gingival manifestations sometimes in the
form of desquamative lesions of the gingiva or
gingival ulcerations [4]. We report here a case of
pemphigus vulgaris which is involving lower lip,
gingiva and right retromolar area in adult female
patient.

I1.CASE REPORT
A 42 year old female patient housewife by
occupation reported to the department of Oral
Medicine and Radiology with a chief complaint of

There are two main forms of pemphigus vulgaris
and pemphigus foliaceus but from two decades
non-classical form of pemphigus .They are para-
neoplastic pemphigus, pemphigus hertiformis.

bleeding of gums and inability to eat food due the
lesions at gingiva since 6 months.

Patient was apparently alright before 6
months, then she noticed erosions on her right and
left buccal mucosa, gingiva and she also had
burning sensation which aggravates on eating hot
and spicy food. She was not able to eat solid food
and had difficulty in swallowing. She also has
bleeding from gums while brushing .Later she
noticed itching of the skin. So, she visited the
department of oral medicine and radiology.

Patient does not have any type of serious
iliness ,no history of hospitalization or blood
transfusion and no history any drug ,food stuff,
pollen grains dust allergies and family history was
Clear.

Patient had extraction with lower right
first molar 1 year ago. Bleeding of gingiva since 6
months, for that she visited to private dental clinic
for the same problem .she was on medication for
the same from last 1 month.

The patient had a proper oral hygiene
habit without any deleterious habits.

On general physical examination, the
patient was moderately built and nourished with
vital signs within normal limits.

On Intra —oral examination, Desquamation of
marginal gingiva at both maxillary and mandibular
anterior and posterior region.
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Figure 1: Desquamation of marginal gingiva at
both maxillary and mandibular anterior region.

On second visit, multiple erosion seen at lower lip, right buccal mucosa and mandibular right third molar
region were inspected. The erosions are shallow reddish in colour surrounded by erythematous border.

Figure 2: Multiple erosion seen at lower
lip, right buccal mucosa, mandibular right
3" molar region.
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lip.

Figure 3: Erosion seen at lower

The size of erosions, at lower lip was 1
x1.5cm and at right buccal mucosa 1x2 c¢cm and
they were tender and bleeds easily on palpation.

Based on clinical signs and symptoms on
intra-orally,the provisional diagnosis of
desquamative gingivitis was given.

After routine hemogram, urine and blood
sugar examination of the patient was taken up for
incisional perilesional biopsy with intact epithelium
.The sample kept in normal saline and sent for
histopathological —examination .The sections

showed stratified squamous epithelium of oral
cavity showing intraepithelial or suprabasal vesicle
formation and ‘Tzanck cells’ within the
suprabasilar spilt. Intraepithelial split was also
noted .Then diagnosis of Pemphigus Vulgaris was
confirmed.

The oral lesions were treated with clobetasol
propionate  0.05%  ointment, twice daily
benzydamine mouthwash also given for burning
and Tablet Prednisolone 30mg twice daily and
tapered gradually.

Figure 4: Healing of erosion seen
lower right 3 rd molar region.
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Figure 5: Healing of the lesion on the
lower lip.

111.DISCUSSION

The word “‘pemphigus’’ has its roots in
the Greek ‘pemphix’, which means blister; and
“Vulgaris’’ is derived from Latin word which
means ‘common’.

Pemphigus is defined as a group of
disorders with autoimmune etiology which could
be life threatening and clinical manifestations are
mainly epithelial blistering affecting cutaneous
and/or mucosal surfaces including mucosa of the
mouth, nose, conjunctiva, genitals, esophagus,
pharynx, and larynx.

The classic lesion of pemphigus is a thin —
walled bulla arising on otherwise normal skin or
mucosa, which rapidly breaks and continues to
extend peripherally, eventually leaving large
denuded areas. This disease also exhibits positive
“Nikolsky’s sign” — the ability to induce peripheral
extension of a blister and/or removal of epidermis
as a consequence of applying tangential pressure
with a finger or thumb to the affected skin, peri-
lesional skin, or normal skin in patients affected or
suspected with pemphigus[5].

Pemphigus  wvulgaris  pathophysiology
seems to result from the deleterious actions of
circulating auto-Abs, which are directed against
desmosomal components, primarily desmoglein
(Dsg3 and Dsgl), and lead to the loss of
keratinocyte  cell-cell adhesion within the
epidermis, a phenomenon known as acantholysis

[6].

In addition, blister formation in PV was
suggested to result from increased secretion of pro-
inflammatory mediators or other mechanisms, such
as activation of specific muscarinic receptors
expressed by keratinocytes, abnormalities in
intercellular signaling or activation of apoptosis [7-
8].

To initiate and perpetuate the disease
process environmental factors could be required.
Thus, drugs, viral infections (herpes simplex virus),
physical agents, contact allergens, vaccinations,
dietary factors, and psychological stressors have
been implicated in the disease [9].

For the diagnosis of Pemphigus Vulgaris
direct immunofluorescence (DIF) microscopy is
considered as gold standard, which can detect
tissue-bound auto antibodies. In pemphigus, DIF
microscopy reveals intercellular binding of Ig G
and/or C3 within the epidermis and/or epithelium
[10].

To monitor and know the disease activity
Enzyme-linked immunosorbent assays (ELISA) is
useful.

Early diagnosis of the disease is very
important in the treatment of pemphigus Vulgaris
because without treatment, PV has a mortality rate
ranging from 60 to 90% [11].

Systemic corticosteroids and adjuvant
therapies have reduced the mortality rate of PV
patients to approximately 10%. Corticosteroids
suppress the patient immune system and prevent
the production of pathogens.As there is significant
decrease of pathogens in the skin and serum of
patients, which clinically corresponds to the
cessation of new vesicle formation and the
maintenance of remission [12].

When corticosteroids are administered
over long periods of time, side effects such as
diabetes, hypertension or osteoporosis may occur.
It is preferable to combine systemic corticosteroids
with an immunosuppressive agent, in order to
avoid side effects [13,14].

The first-line adjunctive
immunosuppressive therapies in pemphigus are
azathioprine and mycophenolate mofetil .These
both drugs present steroid-sparing effect.
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Azathioprine demonstrated a steroid —sparing effect
when compared to prednisolone alone [15].5while
mycophenolate mofetil has shown faster and more-
durable treatment responses than placebo when
added to prednisone regimens[16].

Intravenous immunoglobulins (IVIG) are
considered as an adjuvant therapy in pemphigus
[17].They neutralizes and slow down the
production of circulating pemphigus antibodies
[18].

Conventional immunosuppressants 1VIG
are effective at a dosage of 0.4 g/kg/day for 5 days,
used as an adjunct to corticosteroid therapy once
per month [19].

In addition, this therapy is considered the
safest adjuvant treatment for pemphigus in
pregnant women [20].

Plasmapheresis involves plasma exchange
with albumin or fresh frozen plasma to remove
serum Ig G antibodies. This procedure has been
used to treat a variety of antibody mediated
autoimmune disorders. This therapeutic alternative
is generally used in patients who experience side
effects in cortisone therapy, pregnant women or
those who do not respond to conventional therapies
[21].

IV. CONCLUSION

Being a dental professionals we should
know the clinical features of pemphigus vulgaris
for the accurate diagnosis of disease so that we
could start the treatment at an early stage to
minimize hospitalization , side effects due to
steroids and the mortality rate associated with the
disease .
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