
ABSTRACT 

Acute herpetic gingivostomatitis is one of the most commonly encountered lesions in a dental 
practice. Affecting people of any age and contagious nature seems to be its weapon. The present 
case report is an interesting one, as Pericoronitis had triggered the onset of recurrent herpetic 
gingivostomatitis. 
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Introduction:

Viruses have been bothering mankind by their 

varied clinical manifestations since the 

evolution of man. The herpes infection has a 

history dating back to ancient Greece. The word 

herpes was used by Hippocrates to describe 

lesions that 'creep' or 'crawl.' Although 

previously well characterized, it was not until 
[1]1893 that the transmissibility was recognized.

The etiology behind the enigma- Herpetic 

gingivostomatitis , has been identified to be 

Herpes Simplex Virus. HSV is a double stranded 

DNA virus and is a member of the human herpes 

virus (HHV) family and often called as 
 Herpetoviridae.The virus exists in 2 forms, HSV-

1, known for the oral infections and HSV-2 , for 

the genital lesions . The age at onset of acute 

herpetic gingivostomatitis has been reported to 

have 2 peaks. The main one is during childhood, 

usually between the ages of 6 months and 5 

years, and the other occurs in the early 20s  i.e., 
[2]the recurrent form of herpes.

Here, we present an interesting case report of a 

patient with Acute Pericoronitis , which 

triggered the occurrence of Recurrent Herpetic 

Gingivostomatitis.

Case Report

On oral examination, the lower right third molar 

was found to be partially erupted and buccally 

placed. Food accumulation was evident in the 

vicinity of operculum and the pericoronal tissue 

wa s  i n f l a m e d .  ( F i g  1 )  Ra d i o g ra p h i c  

examination revealed a mesioangular 

impaction. Submandibular lymphnodes were 

enlarged; there was slight rise in body 

temperature and pulse rate. A diagnosis of 

pericoronitis was made.

As a part of treatment the pericoronal flap was 

slightly lifted with a blunt instrument and the 

area was debrided superficially with warm 
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Fig 1. Inflammed Pericoronal Flap    
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water and saline alternatively after local 

anaesthesia is achieved. Routine Antibiotics 

(Amoxycillin 500mg and Metronidazole 

400mg), Anti-inflammatory drugs (Ibuprofen) 

were given to alleviate pain. Nutritional 

supplements and chlorhexidine were 

prescribed. Patient was recalled after 1 week 

for further treatment.

When the patient returned after 1 week, 

multiple ulcers were evident over the gingival 

which involved all components of gingival i,e 

gingival margin, attached gingival and 

interdental papilla ( Fig 2) along with labial 

mucosa ( Fig 3) and angle of mouth ( Fig 4). 

Although there was an improvement in the vital 
parameters ,  the  pat ient  addit ional ly  
complained of generalized soreness of the 
mouth associated with inability of food intake, 
burning sensation in the gingiva, and difficulty 
in maintaining oral hygiene. The ulcers were 
multiple, shallow and had a history of vesicle 
formation and rupture. Gingival on the palatal 
aspect of anterior teeth also showed similar 
ulceration of marginal and interdental gingival. 
Pericoronal flap showed a mild resolution of 
inflammation.

A diagnosis of recurrent herpetic gingivosto 
matitis was made based on the clinical findings. 
Since antiviral therapy is of limited use in 
recurrent herpes infection, palliative treatment 
care was provided in the form of topical 
anaesthetic mouthwash and ointments to 
reduce the discomfort. The patient was recalled 
after 10 days.
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Fig 2. Lesions involving all components 
of gingiva

Fig 3. Lesions involving Labial Mucosa

Fig 4. Lesions involving Angle of mouth

Fig 5. After 10 days
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Ten days after initial visit, the patient showed a 
good healing response with complete 
resolution of the ulcers. (Fig.5). A superficial 
scaling was performed to remove the 
accumulated plaque and the patient was 
recalled after 4 weeks for reevaluation. 

Discussion.

In primary herpetic gingivostomatitis, the HSV 
penetrates the host's epithelial cells, viral 
replication occurs. The newly formed HSV come 
into contact with sensory nerve endings and are 
transported to the corresponding ganglion. In 
oral lesions, the most common site is the 

[ 3 ]t r i g e m i n a l  g a n g l i o n .  I t  i s  u s u a l ly  
asymptomatic and subclinical in most cases. 
The severity of the primary infection depends 
on the degree of viral replication, the host's 
response to the foreign pathogen and the speed 
with which latency is established. The dorsum, 
ventral surface and lateral margins of the 
tongue are most commonly affected. Recurrent 
herpes simplex infection which occurs due to 
reactivation of the latent virus has less intraoral 

[4]lesions.  The observable intraoral lesions are 
confined to localized areas of well keratinized 

[5]mucosa, including palate, attached gingiva.

Recurrence is highly variable and can 
occur in response to exposure to ultraviolet 
light, stress, fever, cold, pregnancy or 
menstruation, gastrointestinal upset or local 
trauma. Recurrent infections occur at various 
intervals ranging from monthly in some 
individuals to seldom in others and affect the 
non-movable intraoral tissues such as hard 
palate and attached gingiva which is in contrast 
to the primary herpes which affects the 

[1]movable tissues.

The clinician has to differentiate herpetic 
lesions from traumatic ulcer, ulcers due to 
Recurrent aphthous stomatitis, Syphilis, Viral, 
zoster, Erythema multiformae, ANUG, Cyclic 
neutropenia, etc. Diagnosis of the condition can 
be made by clinical signs and symptoms. 

History of systemic signs and symptoms of a 
viral illness, intra-oral vesiculation & presence 
of multiple shallow ulcers, help in establishing 
the diagnosis.

The present case can be differentiated by ANUG. 
ANUG usually presents with a punched out 
crater like ulcers in the interdental papilla, and 
then involves the other components of the 
gingiva. However, in the present case, there 
were multiple shallow ulcers scattered 
throughout the mouth,  and although 
interdental papillae were involved, no punched 
out ulceration were seen. Moreover, ANUG 
rarely involves the other oral tissues than the 
gingiva. An interesting feature in the present 
case was the occurrence of Pericoronitis prior 
to the onset of herpetic ulcers. Pericoronal flaps 
have been often viewed with suspicion and are 
reported to act as a reservoir of micro 
organisms for future infections. They serve to 
trap food and act as an anaerobic ecosystem or 
an habitat for a variety of microbes which can 
trigger acute gingival infections when the 
conditions were ripe, and hence were earlier 
described as the Primary incubation Zones for 

6]acute gingival infections In the present case, 
the herpetic lesions could have been triggered 
by the suppressed immunity status created by 
the acute pericoronal infection.

There were no dermatological lesions other 
than the oral involvement, unlike Erythema 
multiforme or Systemic Lupus Erythematosis, 
which demonstrate pronounced skin lesions.

  Various laboratory techniques are available 
for detecting herpetic lesions such as 
morphologic,  serologic,  virologic and 

[ 7 ]immunomorphologic techniques.  The 
presence of multinucleated giant cells in Tzank 
test is consistent with the herpes infection, but 
Viral culture is considered the gold standard 
and the most sensitive of the diagnostic 
techniques.

No cure currently exists for herpetic 

[.  
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infections. The primary goal of therapy is 
largely supportive with an emphasis on 
decreasing pain, duration of symptoms, viral 
shedding and when possible to prevent the 
outbreak. Early diagnosis and immediate 
initiation of antiviral therapy is the key in the 

al[8]management. Amir et  demonstrated that 
antiviral therapy with 15mg/kg of an acyclovir 
suspension given 5 times daily for 7 days 
substantially changes the course of the disease 
without significant side effects. But if the 
diagnosis of the condition is made after 3 days, 
acyclovir therapy may have limited value. Usual 
supportive measures for an acute viral infection 
should be inst ituted which includes 
maintenance of proper oral hygiene, adequate 
fluid intake to prevent dehydration, the use of 
systemic analgesics for control of pain and 
antipyretic agents when fever is a symptom.

Secondary bacterial infection of the 
many small punctate ulcers causes pain once 
the vesicles rupture. Topical anesthetic mouth 
rinse such as viscous lidocaine is necessary in 

[9]severe cases.

CONCLUSION:

 Recurrent Herpetic Gingivostomatitis is of 
grave concern to the dental practitioner as it 
reflects the patient's immunity status and is 
also contagious. Many cases of Herpetic 
Whitlow -dentists getting infected have been 
reported in the l iterature.  Also,  the 
transmission rate is extremely high during the 
stages of vesiculation and ulceration, making 
the need of infection control measures to be 
optimum to avoid cross infection. Many a times, 
misdiagnosis would alter the outcome of 
periodontal therapy. Hence, it is of utmost 
importance that herpetic lesions should be 
differentiated from other common oral lesions.
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