Case Report

Candidal Infection of the Gingiva
Mimicking Desquamative
Gingivitis: A Case Report

DOI: 10.7860/JCDR/2016/17413.7367

c
k]
=
©
o]
2]
2
5
2
B
£
o]
[a]

PALLAVI SAMATHA YALAMANCHILI', SUSHMA POTLURI2, HEMCHAND SURAPANENE, MD.HAFEEZ BASHA?, PAVITHRA DAVANAPELLY?®

ABSTRACT

There has been an increase in the occurrence of fungal infections in humans in the recent years due to the discrete use of broad spectrum
antibiotics and immunosuppressive therapies. The genus candida is the most frequently found fungi in humans. Candida albicans is
a mucosal microbiota although it can cause infections which can be mucosal or life threatening infections in susceptible individuals.
Candidiasis is the most common oral opportunistic fungal infection in humans. Candidiasis usually affects oral mucosa (buccal mucosa)
and hard palate. Candidiasis affecting gingiva is not so common, but when it occurs, it is often misdiagnosed as desquamative gingivitis
because of its clinical appearance. This paper discusses a case of Candidal infection of gingiva that mimics desquamative gingivitis.

CASE REPORT

A 48-year-old female reported to Department of Periodontics and
Implantology, Drs. Sudha & Nageswara Rao Siddhartha Institute
of Dental Sciences, Chinaoutpalli, Andhra Pradesh with a chief
complaint of swollen gums and burning sensation of gums on
taking spicy food. Burning sensation was felt on the gingiva since
one year. Medical history revealed that the patient was diabetic
since two months and was under medication (insulin). On intraoral
examination, the gingiva was erythematous and was peeling off
[Table/Fig-1]. There was reduced salivary flow (xerostomia) and
desquamation of the pseudomembrane was quite evident in
maxillary arch and mandibular molar regions. Incisional biopsy was
performed under local anesthesia (LIGNOX 2%- with adrenaline
1:80,000) in relation to 13, 14 (marginal gingiva and attached
gingiva) [Table/Fig-2,3]. A provisional diagnosis of desquamative
gingivitis was made. Patient was advised to use kenacort 0.1%
twice daily, for a week. Routine lab investigations were done and
all the tests were within the normal limits. HIV test had a negative
result. Histopathological findings revealed the presence of Candidal
hyphae and chronic inflammatory cells [Table/Fig-4]. A final diagnosis
of Candidal infection (acute erythematous candidiasis) affecting the
gingiva was made. Patient was advised to use candid mouth paint
(clotrimazole) thrice daily along with antioxidants (Oxitard capsule
once daily) and Limcee capsules (Vitamin C supplements). The

[Table/Fig-3]: Biopsy sample. [Table/Fig-4]: Connective tissue with dense collagen
bundles, moderate amount of inflammatory cell infiltrate and dilated capillaries
appearing as Candidal hypae. The arrows indicate thin filamentous structures
appearing as Candidal hypae. [Table/Fig-5]: 6 months follow up.
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patient was reviewed every three months until a year. Within the
review period, the clinical features of gingiva were normal and the
burning sensation had completely subsided [Table/Fig-5].

DISCUSSION

In recent years, there has been a significant increase in fungal
infections. Most of the fungal infections are superficial, affecting
the skin, hair, nails and mucosa but can also be systemic, involving
major body organs. Members of the genus Candida are amongst
the most frequently recovered from disease. Candidiasis is the
most common oral fungal infection in humans [1]. Candida albicans
(C.albicans) is a commensal found to cause oral candidiasis with
an incidence rate of about 20% in normal population [2]. The
other non-albicans species such as C. glabrata, C. tropicalis, C.
guellermondli, C. krusei are also pathogenic. C. albicans is a fungus
that can grow in a number of morphological forms ranging from
yeast to hyphae [3]. Pseudohyphal forms are also seen [4]. Odds
stated that hyphal form is invasive and pathogenic, while the yeast
form is the commensal non-pathogenic form [5]. Candidal hyphae
are highly adherent and are resistant to phagocytosis [6]. Innate
defense mechanisms play an important role in preventing yeast
colonization of the oral cavity [7]. The first line of defense mechanisms
are the epithelial barrier, antimicrobial peptide, defensin with an
antimicroial activity [8], secretory IgA (assists in clearance), salivary
flow rate and specific salivary enzymes like lysozyme [9], histatins
[10] and lactoferrin [11] having candididal properties. Candidiasis
is an opportunistic infection which occurs in immunocompromised
individuals. The predisposing factors allow the Candida albicans to
selectively express virulent factors to cause manifestations clinically.
The patient was diabetic which was an important factor that altered
the patient’s host immune response and allowed multiplication of
candida. Several virulence factors of C.albicans such as adherence
to host cells via mannoprotein of its cell wall have immunosuppressive
properties and co-aggregation with Streptococcus mutans plays
an important role in its colonization. Interference of host immune
system begins with epithelial penetration of slgA by hyphae and
supported by aspartate proteinase and phospholipase resulting
in reduced salivary flow [12]. Oral candidiasis has many distinct
primary forms. Most common clinical entity is pseudomembranous
candidiasis (oral thrush). Other forms include chronic erythematous
candidiasis and chronic hyperplastic candidiasis. Candidiasis is
not commonly seen in the gingiva of healthy individuals but when
affected it is usually manifested as erythematous gingiva with a
granular surface. It is often misdiagnosed as Desquamative gingivitis.
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The histopathologic changes include inflammatory cell infiltration of
epithelium and connective tissue, intraepithelial microabscesses,
epithelial intracellular oedema and epithelial atrophy, hyperplasia
and dysplasia [13]. The reduced salivary flow and desquamated
epithelium is the cause for burning sensation of mouth. Antifungal
agents are used to treat oral candidiasis. Patient was advised to
apply candid mouth paint topically over the lesion thrice daily, which
contains clotrimazole as chief content. Clotrimazole acts by killing
candida by altering the permeability of the cell wall and it inhibits
the biosynthesis of ergosterol and other sterols required for cell
membrane production by binding to the phospholipids in the cell
membrane. This leads to the cell's death via loss of intracellular
substances. To our knowledge, this was the first case where
candidiasis of gingiva was reported.

CONCLUSION

Candidal infection of gingiva is rare, but when affected, mimicks
desquamative gingivitis. Local and systemic predisposing factors
favor the colonization of the hyphae resulting in manifestations of
candidiasis. The host’s defense mechanism also plays an important
role in the occurrence of Candidal infection.
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