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Parotid abscess: a five-year review – clinical presentation,
diagnosis and management

V E S TAN, B S GOH

Abstract
Parotid abscess is an uncommon complication of suppurative infection of the parotid gland parenchyma,
commonly bacterial or viral. Ductal ectasis, primary parenchymal involvement, or infection of the
intraparotid or periparotid lymph nodes can result in abscess formation. Parotid abscess may arise from
ductal ectasis, primary parenchymal involvement, or infection of the subcapsular lymph nodes.

The operative records for all the patients who underwent surgeries in the Department of
Otorhinolaryngology, Head and Neck Surgery of the National University Hospital, Kuala Lumpur,
Malaysia between January 2001 and December 2005 were retrospectively reviewed. Our case series
comprises 15 patients, with 10 males and five females with a median age at presentation of 51 years old.
Diabetes mellitus is a significant comorbid factor, with six patients being diabetics. Among the
diabetics, two patients presented with facial nerve palsy and one of them also died due to
overwhelming septicaemia. Here, we discuss the presenting symptoms, predisposing factors,
investigations, microbiology and complications of this condition.
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Introduction

The parotid gland, a major salivary gland, contains
20 to 30 intraparotideal and periparotideal lymph
nodes, which drain the lymph from the skin of the
forehead, the root of the nose, the upper lip, the
cheek, the temple, and the auricular region, includ-
ing the external auditory canal. Bacterial or, less
commonly, viral infection of these lymph nodes
or the glandular parenchyma can give rise to inflam-
matory and subsequent suppurative changes. At a
cellular level, erosion of the duct with subsequent
penetration of the bacteria and exudate into the
parenchyma promotes glandular destruction.1

Ductal ectasis, primary parenchymal involvement,
or infection of the intraparotideal or periparotideal
lymph nodes can result in abscess formation.2

The abscess can arise from the superficial, the deep
lobe or both. As the facial nerve courses through the
gland, it too can be involved with resultant facial
nerve palsy.

Adjacent to the deep lobe of the parotid gland is
the parapharyngeal space, a fat-filled potential
space that can be divided further into prestyloid
and poststyloid space. The more anteriorly located
prestyloid space contains connective tissue, fat,
the internal maxillary artery, lingual nerve, inferior
alveolar nerve, and auriculotemporal nerve. The

posterior or poststyloid compartment is essentially
neurovascular, containing the internal carotid
artery, the internal jugular vein, lower cranial
nerves IX, X, XI, and XII, cervical sympathetic
chain, and lymph nodes.

Extension of the abscess collection into this space
adds to the morbidity of the patient as the paraphar-
yngeal space contains multiple vital structures and
the airway can also be compromised.

Material and methods

The operative records for all the patients who under-
went surgery in the Department of Otorhinolaryn-
gology, Head and Neck Surgery of National
University Hospital, Kuala Lumpur between
January 2001 and December 2005 were retrospec-
tively reviewed. All cases of parotid abscess, with
or without parapharyngeal or other deep neck
space extension were included. Acute parotitis, para-
pharyngeal or other deep neck space abscesses not
involving the parotid gland were excluded. Ulti-
mately, 15 patients were selected. Their demographic
data, clinical history, treatment, microbiology results,
duration of hospital stay, complications and outcome
were reviewed.
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Results

Epidemiology

Of the 15 patients, there was significant gender predi-
lection with five females and 10 males. Median age at
presentation was 51 years old (range: 11 months to 77
years). The age group and sex distribution is illus-
trated in Table I. The patient group included one
pregnant woman at 32 weeks of gestation and three
children (age 12 years and below). The Malay
ethnic group constituted the majority (80.0 per
cent) of the patients. There were two Chinese
patients (13.3 per cent) and only one Indian patient
(6.7 per cent).

Presentation

The presenting symptoms were varied and are sum-
marised in Table II. Most (10/15) presented with
swelling on the right. Although two patients had pre-
existing parotid region swelling, all presented with
acute sudden increase of swelling for an average dur-
ation of 15.2 days (range: three days to two months)
before they presented to us. An acute infection of
the parotid gland is characterised by the sudden
onset of a warm, indurated, erythematous swelling
at the region of the parotid.

Ipsilateral facial nerve palsy of lower motor neuron
type with House–Brackmann grading of III and IV
were noted in two patients. Of the five patients who
noted the presence of pus or blood collection in the
mouth, four had pus discharging from the Stensen’s
duct while one had the abscess rupturing via the
buccal mucosa into the oral cavity. One diabetic
patient presented in sepsis and with facial nerve
palsy on admission, with leukocytosis, anaemia and
thrombocytopenia. Three patients had a paraphar-
yngeal extension as evidenced by medialisation of
the lateral pharyngeal wall. However, none were
admitted with any signs of respiratory distress.

Precipitating factors

Obvious precipitating or predisposing factors were
identified in some patients and are summarised in
Table III. None of the paediatric patients had dia-
betes mellitus. Five adult patients were known to
have Type II diabetes mellitus for an average dur-
ation of 10.2 years (range: one to 17 years) while

another was a newly diagnosed case. Generally,
their compliance to treatment was poor. The initial
random blood sugar was grossly deranged for the
diabetic patients (range 12.2–33.7 mmol/l), with an
average admission random blood sugar of
24.1 mmol/l and average admission glycated haemo-
globin (HbA1c) of 13.2 per cent (range: 10.2–15.8
per cent). One diabetic patient of 17 years also had
a history of melioidosis in the year 2002, and had
been admitted before for acute osteomyelitis of the
tibia and carbuncle, where pus on both occasions
grew Pseudomonas pseudomallei. One diabetic
patient presented in septicaemia. Incidentally, both
the patients who presented with facial nerve palsy
were also diabetic. On the other hand, gestational
diabetes mellitus was excluded in the pregnant
patient.

A nine-year-old boy and the pregnant woman
presented earlier with acute right parotitis. In both
patients, initial ultrasound showed no abscess collec-
tion. They were managed conservatively with intra-
venous cefuroxime and discharged with oral
cefuroxime. However, they returned about a week
later with increased swelling and fever, and ultra-
sound confirmed abscess collection in the parotid
by then. On retrospective review, the boy tested posi-
tive for the IgM anti-mumps antibody.

Two patients had pre-existing parotid swelling,
diagnosed via fine needle aspiration cytology as
Warthin’s tumour, for five and 20 years each
without any prior surgical treatment. One of them
was also diagnosed with pulmonary tuberculosis in
1999 and had completed eradication therapy. He
had remained free of pulmonary tuberculosis symp-
toms ever since. Oral hygiene was poor for three
patients with two of the patients having concurrent
adjacent periapical and periodontal abscesses
requiring extraction of teeth during the same
admission.

TABLE I

AGE AND SEX DISTRIBUTION OF THE PATIENTS

Age (years) Sex
(no. of patients)

Total
(no. of patients)

Male Female

0–10 2 1 3
11–20 – – –
21–30 1 1 2
31–40 1 1 2
41–50 – – –
51–60 4 1 5
61–70 1 – 1
71–80 1 1 2
Total 10 5 15

TABLE II

SYMPTOMS AT PRESENTATION

Symptoms at presentation Number of patients (%)

Mass/swelling 15 (100)
Pain 15 (100)
Fever 12 (80.0)
Trismus 9 (60.0)
Facial asymmetry 2 (13.3)
Pus/blood in oral cavity 6 (40.0)
Odynophagia/Dysphagia 1 (6.7)

Each patient may have one or more symptoms.

TABLE III

PREDISPOSING/PRECIPITATING FACTOR

Predisposing/precipitating factor Number of
patients

(%)

Diabetes mellitus 6 (40.0)
Acute parotitis 2 (13.3)
Poor oral hygiene/dental infection 3 (20.0)
Pre-existing parotid Warthin’s tumour 2 (13.3)
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Investigation

Total white cell count was raised with relative neutro-
philia in 12 patients (80.0 per cent). The average
total white cell count was 14.6 � 109/l (range: 5.7–
23.8 � 109/l).

The presence of abscess collection was suggested
by observation of pus draining from the Stensen’s
duct or needle aspiration of the swelling. Radiologi-
cal investigations were also performed. On ultra-
sound, the abscess collection would be seen as a
hypoechoic lesion with echogenic rim, occasionally
with an irregular wall within the gland parenchyma
while the collection would enhance with rim
enhancement on a contrasted computed tomography
(CT) scan (Figure 1). Altogether, five patients,
including all three children, underwent ultrasound
and another eight underwent CT scan. Two patients
were excluded due to mechanical breakdown and
the septic patient was deemed too ill for transfer.
In our series, the presence of pus was accurately diag-
nosed in all who underwent ultrasound scanning
(sensitivity of 100 per cent) as compared to seven
of eight patients (sensitivity of 87.5 per cent) who
had CT scans done. Although frank pus was aspi-
rated in the patient with long-standing Warthin’s
tumour, the CT scan suggested only a solid parotid
tumour with no abscess collection (Figure 2). Three
patients were noted to have a parapharyngeal exten-
sion of the tumour on CT scan. None of the patients
were found to have sialolithiasis on CT scan or
ultrasound.

Treatment

On admission, the patients were rehydrated accord-
ingly with intravenous fluids and commenced on
antibiotics. As the clinician did not have advance
knowledge of the culture and sensitivity results, the
choice of empirical antibiotics was based on the
most likely pathogens and the surgeon’s preference.
Seven patients were prescribed intravenous cepha-
losporins (ceftriaxone or cefuroxime) while another
eight were given intravenous ampicillin/clavulanate.
Ten of them had concurrent intravenous metro-
nidazole administered. The culture-directed anti-
biotics were prescribed accordingly later whenever
indicated.

Incision and drainage were performed under
general anaesthesia via a modified Bailey’s incision
( for 13 patients) or a transcervical approach
( for two patients) over the most pointing portion of
the abscess. Incidentally, in addition to drainage of
pus, one of the patients with a large Warthin’s
tumour also underwent tumour enucleation and
biopsy with tracheostomy. As the mass measured
10 � 8 � 8 cm, superficial parotidectomy would
require prolonged duration of general anaesthesia,
which was deemed too risky for the elderly patient.
The other patient with Warthin’s tumour was sched-
uled for an elective superficial parotidectomy later.
In all patients who underwent modified Blair’s
incision, the anterior-based facial flap was elevated
and abscess drained by way of radial incisions in
the parotid fascia parallel to the facial nerve
branches. The parotid gland would be gently
explored with blunt finger dissection or blunt
forceps to break down loculi of pus. A corrugated
drain was inserted at the end of the procedure.
Three patients required overnight intensive care
unit ventilation due to the intra-operative documen-
tation of supraglottic and laryngeal oedema and

FIG. 1

Contrast-enhanced CT axial scan showing a left parotid
abscess. The left parotid gland is enlarged with rim enhance-
ment, and its liquefied component has an irregular margin
with air pockets within. The carotid sheath is displaced infero-
medially and the internal jugular vein is thrombosed. Medially

the abscess is abutting the parapharyngeal space.

FIG. 2

Contrast-enhanced CT showing a large right parotid Warthin’s
tumour of 20 years duration in a patient with symptoms
suggestive of an abscess collection. Despite the homogenous

appearance, pus was drained intra-operatively.
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potential airway compromise. They were extubated
uneventfully the following day.

Microbiology

Intra-operatively, pus was sent for culture and sensi-
tivity studies and these results are illustrated in
Table IV. The commonest organisms isolated were
Staphylococcus aureus and Klebsiella species. The
septicaemic patient had a mixed growth of Pseudo-
monas sp. and Staphylococcus aureus and her blood
culture and sensitivity study grew Staphylococcus
aureus. There were six positive cultures for Gram-
positive organisms and five for Gram-negative organ-
isms. A Ziehl-Neelsen stain was performed for all
patients, for which none was positive. Also, none of
the histopathological specimens of the abscess walls
suggested any tuberculosis or malignancies.

Complication and outcome

The septicaemic patient died on the fifth day of
admission despite aggressive therapy. The rest of
the patients were warded for an average of 14.2
days (range: four to 50 days). The paediatric patients
had an uneventful recovery and were discharged well
after an average duration of 6.3 days. In contrast, two
of the adult patients had a prolonged recovery period
due to poor wound healing. One of them required
two further surgeries under general anaesthesia.
Her recovery was complicated by poorly controlled
diabetes, delayed wound healing, methicillan-
resistant Staphylococcus aureus (MRSA) infection
and a stress ulcer which culminated in upper gastro-
intestinal bleeding. Oesophagogastroduodenoscopy
performed by the surgical team demonstrated mul-
tiple prepyloric and duodenal ulcers with erosive gas-
tritis. Wound desloughing and later, a V-Y
advancement flap were performed during the same
admission. After 47 days, she was discharged with
complete resolution of the abscess. Another non-
diabetic patient also had wound healing problems
with extensive slough formation, resulting in her
being the longest-staying patient (50 days).

Of the two patients with facial nerve palsy, one
developed aspiration pneumonia due to difficult intu-
bation secondary to laryngeal oedema and died from
overwhelming septicaemia while the other patient
had residual facial nerve palsy which persisted even
at two years follow up.The pregnant lady developed
premature contractions on the first post-operative
day. An obstetrics consult was obtained, and intrave-
nous terbutaline for tocolysis was commenced and
labour was suppressed successfully. Later in the
ward, she had a stress ulcer and presented with
upper gastrointestinal bleeding which was conserva-
tively managed. She was discharged well after eight
days of admission.

Only one patient required a repeat CT scan and
repeat drainage procedure within the same admission.
Increasing facial swelling warranted a repeat CT scan
two days later, which still showed significant multiple
loculated abscess collection in the parotid, subman-
dibular and parapharyngeal space. An urgent
re-exploration and tracheostomy was performed due
to laryngeal oedema. Intra-operatively, extensive
necrotic tissue was present and the facial nerve was
not clearly identified. On recovery, she developed
immediate Grade IV facial nerve palsy. She was dis-
charged after 14 days and the facial nerve improved
to Grade III on follow up one and a half years later.

In one patient with a large parotid abscess with
parapharyngeal extension, the CT scan documented
ipsilateral internal jugular vein thrombosis but the
patient did not show any signs and symptoms of
increased intracranial pressure.

The patients were followed up post-operatively
until the wound completely healed. None had re-
collection of abscess which required a second
admission.

Discussion

Parotid abscesses are rare in both children and
adults, affecting mainly newborns, premature
infants, and the immunocompromised.1 They occur
as a progression or sequelae of acute suppurative
parotitis, commonly bacterial or rarely viral.
Viruses implicated include mumps (commonest),

TABLE IV

MICROBIOLOGY RESULTS

Micro-organism cultured Sensitivity Resistance Number of
patients

Staphylococcus aureus Gentamicin, oxacillin Penicillin G 2�

Methicillin-resistant
Staphylococcus aureus (MRSA) Vancomycin Netilmycin, cloxacillin,

gentamicin
1

Streptococcus milleri Penicillin G, ampicillin – 2
Streptococcus pyogenes Penicillin G, cefuroxime,

ampicillin
– 1

Klebsiella sp. Ampicillin/clavulanate,
cefuroxime, gentamicin

Ampicillin 3

Pseudomonas sp. Piperacillin/tazobactam,
gentamicin, amikacin

– 1�

Haemophilus sp. Ampicillin/clavulanate – 1
No growth – – 5

�One patient had mixed growth of Pseudomonas and Staphylococcus aureus.
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cytomegalovirus, HIV, Epstein–Barr virus, influ-
enza, and parainfluenza. Infective parotitis must be
differentiated from other causes of parotid enlarge-
ment, namely connective tissue disease, benign and
malignant tumours, alcoholism, diabetes, gout,
uraemia, sarcoidosis and many others.

Although parotid abscesses are commonly associ-
ated with elderly debilitated patients, our series
features 12 (80.0 per cent) patients under the age
of 60 years including three children and only
three (20.0 per cent) patients over 60 years, with
a median age of 51 years. It was thought that the
hot climate with resultant chronic oral dehydration
and reduced salivary flow may have contributed to
the incidence among the relatively young patients
in this tropical region.3 Three patients demon-
strated poor oral hygiene with carious teeth,
which was most probably the septic focus. Predis-
posing conditions to acute suppurative parotitis
included dehydration, malnutrition, immunosup-
pression, poor oral hygiene, dental infection, sialec-
tasis, ductal obstruction and antihistamine
medication. Infection of the parotid gland can
arise from ascending infection via the Stensen’s
duct by the bacteria from the oral cavity or bacter-
aemia.4 The peri- and intra-parotideal lymph nodes
may provide a route for contiguous spread into the
neighbouring gland parenchyma.

Interestingly, two patients had acute parotitis one
week prior to the onset of their parotid abscess.
The child had a confirmed mumps infection, with a
positive IgM anti-mumps antibody indicating recent
infection. By the second day of infection, IgM is
usually present in 70 per cent of patients and in all
patients by the fifth day.5 His presentation was also
unusual as only 10 per cent of the symptomatic
cases of mumps have unilateral presentation6 and
the MMR (measles, mumps, rubella) vaccination is
mandatory at the age of nine months in this
country. Moreover, mumps are rarely associated
with parotid abscess. We are also unable to pinpoint
the predisposing factor to parotitis in the pregnant
woman. Paradoxically, pregnancy-related hormonal
changes will increase salivary flow rate.7

Acute infection of the parotid gland is character-
ised by the sudden onset of a warm, indurated,
erythematous swelling of the ipsilateral cheek.
Stretching of the dense parotid capsule gives rise to
severe, nagging pain. We found the complaints of
swelling and pain to be the most consistent in all
patients. Clinical signs include a swollen and tender
parotid gland, toxaemia with marked fever and leu-
kocytosis. The Stensen’s duct orifice is usually
inflamed and pointing, and in acute suppurative par-
otitis or parotid abscess, pus may be exuding spon-
taneously, or induced by gentle massage over the
gland. However, absence of purulent Stensen’s duct
discharge does not exclude both conditions, as
encountered in this series. A fluctuant parotid mass
is also rarely present even in the advanced stages of
suppuration.4 Clinically, no specific features were
found to differentiate between glandular abscess
and other types of suppurative parotitis,2 hence the
role of radiological investigations.

CT scans and ultrasound are important imaging
modalities to differentiate between acute suppurative
parotitis and frank abscess collection. CT scans and
ultrasound are highly efficient in defining the extent
of these lesions.2 CT scanning often is the first
radiological evaluation of choice because of its
ability to enhance and differentiate soft tissue den-
sities within the gland,8 besides being able to also
exclude possible underlying malignancy. In acute
inflammatory diseases, ultrasound can distinguish
between obstructive or nonobstructive sialoadenitis.
Abscess formations may be detected and the matu-
ration of the colliquation may be controlled.9 In sia-
lolithiasis, ultrasound is complementary in detecting
90 per cent of stones larger than 2 mm in the gland
parenchyma or duct.9,10 Abscesses may be punctured
under ultrasound guidance, although not attempted
in this series. In our series, the ultrasound scan had
100 per cent sensitivity as compared to the CT scan
with 87.5 per cent sensitivity in detecting abscess
collection.

Literature studying radiological features of parotid
abscess are lacking. However, Holt et al. defined the
CT findings of deep neck abscess as having a single
cystic or multiloculated appearance, low-density
CT number, air and/or fluid at the centre of the
abscess, contrast enhancement of the abscess wall,
and anatomic boundaries that fit fascial spaces.11

On the CT, complete rim enhancement, with a sensi-
tivity of 47 per cent and specificity of 83 per cent, was
the most useful radiological feature in differentiating
an abscess from cellulitis.12,13

Infectious parotitis and parotid abscess have been
reported as rare causes of facial nerve palsy.
Approximately half had partial paralysis and
another half had complete paralysis. For those who
presented with partial paralysis, the neurological
deficit commonly involved the marginal mandibular
and buccal branches. The most common organisms
isolated from these cases were Staphylococcus,
Mycobacterium tuberculosis, anaerobes, Pseudomo-
nas and in some, no pathogen was isolated.14 In our
series, one of the patients who presented with pre-
operative facial nerve palsy had a mixed growth of
Pseudomonas sp. and Staphylococcus aureus in the
pus culture, while in the other patient, culture
studies showed no growth. Pathophysiologically, it
was thought that intense inflammatory reaction
from parotitis with local toxic effect, perineuritis
and ischaemic neuropathy from the rapid increase
in size with subsequent compression could have con-
tributed to the facial nerve deficit.

Another rare occurrence in this case series was the
case of the two elderly males with parotid abscess fol-
lowing a long-standing Warthin’s tumour (adenolym-
phoma). Adenolymphoma characteristically affects
the parotid gland and commonly occurs in males
(95 per cent).15 Arising from heterotropic tissue
within the parotid lymph nodes and containing
both epithelial and lymphoid components, the lym-
phoid element may be infected and subsequently
becomes inflamed and suppurative (Figure 3). It
may also give rise to an appearance which mimics a
malignancy.
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The most common pathogen associated with acute
bacterial parotitis is Staphylococcus aureus.2,4,16 In
paediatric head and neck abscesses, Staphylococcus
aureus was also the commonest pathogen isolated.17

Although a common commensal skin flora, it is
capable of abscess formation in the local and visceral
infection due to its extracellular products, like coagu-
lase, fibrolysin and hyoluronidase.17 The commonest
pathogen cultured in our series was also Staphylococ-
cus aureus, including one patient with MRSA. Other
pathogens reported in the literature were varied,
including Streptococcus, Hemophilus, Pseudomonas,
Mycobacterium tuberculosis, anerobes and many
others.4,16,18 Pulmonary tuberculosis and melioidosis

are endemic in some parts of South-East Asia and
even though two patients had a history of tuberculo-
sis and melioidosis, none of them had a reinfection.
None of the patients grew anaerobes.

Two patients grew Streptococus milleri, a common
commensal in the mouth and gastrointestinal tract.
True to its reported aggressive nature in the head
and neck,19 in one patient, the parotid abscess was
associated with periodontal, periapical abscess and
significant parapharyngeal extension with a fistula
into the oral cavity. The other patient had a rapidly
progressing abscess on presentation and post-
operatively this reaccumulated, requiring an
ultrasound-guided aspiration. On the other hand,
Streptococcus pyogenes, usually transmitted via air-
borne droplets, is a ubiquitous organism also
known to be capable of abscess formation in the
head and neck region among children.17 All strains
remain sensitive to benzylpenicillin, as in our series
as well. Only one patient’s pus culture grew Pseudo-
monas sp. (together with Staphylococcus aureus).
Pseudomonas aeruginosa is a strictly aerobic, gram-
negative bacillus that is usually acquired opportunis-
tically in hospitals. Five other patients did not have
pathogens isolated, probably as a result of the infec-
tion treated by the general practitioners prior to
presentation.

As the oral cavity predominantly contains numer-
ous mixed floras of anaerobes, taking cultures from
the opening of Stensen’s duct would introduce con-
tamination of the specimen. Needle aspiration of
the gland is the best method to identify the causative
organism,4 though it may be difficult in an unco-
operative paediatric patient.

Diabetes mellitus is an extremely common con-
dition which is growing towards an epidemic pro-
portion in this part of the world. In Malaysia, the
prevalence of diabetes has steadily increased from
0.6 per cent in 1960, to 2.1 per cent in 1982, 6.3 per
cent in 1986 and 8.3 per cent in 1996, and rising at
an alarming rate.20 The implications for the individ-
ual patient and general healthcare cannot be simply
overlooked. As accurately depicted in the Diabetes
Care Data Collection Project Study involving 6836
patients with the majority of the patients (73 per
cent) having an HbA1c exceeding 7.5 per cent,20

the diabetes mellitus patients in this study have had
long-standing diabetes mellitus aggravated by poor
compliance (average admission random blood sugar
of 24.1 mmol/l and HbA1c of 13.2 per cent).

Consistent with the Taiwanese studies,21,22 we
also found that poorly compliant diabetic patients
had a longer duration of ward admission and
Klebsiella sp. being the commonest organism iso-
lated. The average hospital stay was 11.9 days in
our non-diabetes mellitus patients as compared to
18.2 days in the diabetes mellitus group. All positive
Klebsiella sp. cultures came from diabetes mellitus
patients and all were sensitive to ampicillin/clavula-
nate, the empirical antibiotic of choice in this
series. In fact, any patient who presents with Kleb-
siella peneumoniae deep neck space infection
should have diabetes mellitus excluded.22 Short-
and long-term hyperglycemia disrupts the cellular

FIG. 3

Contrast-enhanced CT showing a left right parotid Warthin’s
tumour of five-years duration. The abscess is seen at the hypo-
dense anteroinferior portion with rim enhancement and
central necrosis (a) as compared to the more solid portion of

the tumour posterosuperiorly (b).
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immune functions. Prolonged usage of broad-
spectrum antibiotics in a diabetic patient may have
favoured the selective colonisation of the upper res-
piratory tract with a Gram-negative organism such
as Klebsiella or Pseudomonas, because the commen-
sals were phased out.23 Added to that, bacteria from
the oral cavity can also readily ascend into the
parotid gland; a high prevalence of oropharyngeal
colonisation by Gram-negative bacilli among dia-
betic patients may explain their susceptibility to
focal infections.22,24 A retrograde spread of infection
along the parotid duct would have been more likely
than the haematogenous route in the absence of
xerostomia.1 Diabetes mellitus is also associated
with greater morbidity as both the facial nerve
palsies and death secondary to septicaemia occurred
in the diabetes mellitus group compared to none in
the non-diabetes mellitus group.

In acute suppurative parotitis, the role of conserva-
tive management cannot be overemphasised.
Patients should be adequately rehydrated, and
started on intravenous antibiotics. Surgical drainage
is indicated in the event of failure of medical
therapy i.e. lack of improvement after three to five
days of antibiotic therapy, facial nerve involvement,
involvement of adjacent vital structures or deep
neck fascial spaces, or frank intraparenchymal
abscess formation.8 Another study cited fluctuancy
of the mass, progressive induration, oedema, and tox-
icity as indications for surgical drainage.4

. In the management of parotid abscess, early
diagnosis, adequate drainage, and control of
infection by appropriate antimicrobial agents
are of paramount importance

. Diabetes mellitus is a significant comorbid
factor. Optimum glycaemic control and proper
follow up cannot be overemphasised

. Post-operatively, the patient should be
counselled on maintenance of good oral
hygiene, adequate hydration, and prompt
treatment of bacterial infection of the
oropharynx to reduce the recurrence of
suppurative parotitis

Although we concur with the rationale for conser-
vative medical management, all these patients
presented with frank pus collection (clinically or
radiologically), facial nerve involvement, septicae-
mia and parapharyngeal extension, which are indi-
cations for an urgent drainage procedure. In our
case series, intravenous antibiotics were commenced
in all patients and 13 of the 15 patients had their
surgery performed on the same or the following day
after admission. A prompt drainage may also result
in improvement of facial nerve palsy,14 although our
patient’s neurological deficit persisted.

Post-operatively, the patient should be counselled
on maintenance of good oral hygiene, adequate
hydration, and prompt treatment of bacterial

infection of the oropharynx to reduce the recurrence
of suppurative parotitis.

Conclusion

In the management of parotid abscess, early diagno-
sis, adequate drainage, and control of infection by
appropriate antimicrobial agents are of paramount
importance. The empirical antibiotics should be tai-
lored to the common organisms and its sensitivity
and resistance trends, failing which, surgical drai-
nage is indicated. With diabetes mellitus becoming
a more menacing threat with greater prevalence,
optimum glycaemic control and proper follow up
cannot be overemphasised as it has far-reaching
consequences on the individual patient and
general healthcare. Even though parotid abscess is
relatively rare, if not managed appropriately, this
condition can be associated with significant morbid-
ity and mortality.

References

1 Sherman JA. Pseudomonas parotid abscess. J Oral Maxil-
lofac Surg 2001;59:833–5

2 Nusem-Horowitz S, Wolf M, Coret A, Kronenberg J.
Acute suppurative parotitis and parotid abscess in children.
Int J Pediatr Otorhinolaryngol 1995;32:123–7

3 Ganesh R, Leese T. Parotid abscess in Singapore. Singa-
pore Med J 2005;46:553–6

4 Brook I. Acute bacterial suppurative parotitis: micro-
biology and management. J Craniofac Surg 2003;14:
37–40

5 Wallach J. Infectious diseases. In: Wallach J. Interpretation
of Diagnostic Tests, 6th edn. Boston: Little, Brown and
Company, 1996:717–816

6 Gupta RK, Best J, MacMahon E. Mumps and the UK epi-
demic 2005. BMJ 2005;330:1132–5

7 Aps JK, Martens LC. Review: The physiology of saliva and
transfer of drugs into saliva. Forensic Sci Int 2005;150:119–
31

8 Fattahi TT, Lyu PE, Van Sickels JE. Management of acute
suppurative parotitis. J Oral Maxillofac Surg 2002;60:
446–8

9 Gritzmann N, Rettenbacher T, Hollerweger A, Macheiner P,
Hubner E. Sonography of the salivary glands. Eur Radiol
2003;13:964–75

10 Arrieta AJ, McCaffrey TV. Inflammatory disorders of the
salivary glands. In: Cummings CW, Flint PW, Harker LA,
Haughey BH, Richardson MA, Robbins KT et al., eds.
Cummings: Otolaryngology: Head and Neck Surgery, 4th
edn. Philadelphia: Elsevier Mosby, 2005:1323–9

11 Holt GR, McManus K, Newman RK, Potter JL, Tinsley PP.
Computed tomography in the diagnosis of deep-neck infec-
tions. Arch Otolaryngol 1982;108:693–6

12 Daya H, Lo S, Papsin BC, Zachariasova A, Murray H,
Pirie J et al. Retropharyngeal and parapharyngeal infec-
tions in children: the Toronto experience. Int J Pediatr
Otorhinolaryngol 2005;69:81–6

13 Vural C, Gungor A, Comerci S. Accuracy of computerized
tomography in deep neck infections in the pediatric popu-
lation. Am J Otolaryngol 2003;24:143–8

14 Smith DR, Hartig GK. Complete facial paralysis as a result
of parotid abscess. Otolaryngol Head Neck Surg 1997;117:
114–17

15 Maiorano E, Lo Muzio L, Favia G, Piattelli A. Warthin’s
tumour: a study of 78 cases with emphasis on bilaterality,
multifocality and association with other malignancies.
Oral Oncol 2002;38:35–40

16 Fox PC. Bacterial infections of salivary glands. Curr Opin
Dent 1991;1:411–14

17 Simo R, Hartley C, Rapado F, Zarod AP, Sanyal D,
Rothera MP. Microbiology and treatment of head and

V E S TAN, B S GOH878

https://doi.org/10.1017/S0022215106004166 Published online by Cambridge University Press

https://doi.org/10.1017/S0022215106004166


neck abscesses in children. Clin Otolaryngol Allied Sci
1998;23:164–8

18 Brook I. Diagnosis and management of parotitis. Arch
Otolaryngol Head Neck Surg 1992;118:469–71

19 Hirai T, Kimura S, Mori N. Head and neck infections
caused by Streptococcus milleri group: an analysis of 17
cases. Auris Nasus Larynx 2005;32:55–8

20 Zaini A. Where is Malaysia in the midst of the Asian epi-
demic of diabetes mellitus? Diabetes Res Clin Pract 2000;
50(Suppl 2):23–8

21 Huang TT, Tseng FY, Liu TC, Hsu CJ, Chen YS. Deep
neck infection in diabetic patients: comparison of clinical
picture and outcomes with nondiabetic patients. Otolaryn-
gol Head Neck Surg 2005;132:943–7

22 Chang CM, Lu FH, Guo HR, Ko WC. Klebsiella pneumo-
niae fascial space infections of the head and neck in
Taiwan: emphasis on diabetic patients and repetitive infec-
tions. J Infect 2005;50:34–40

23 Shanson DC. Hospital infection. In: Shanson DC, ed.
Microbiology in Clinical Practice, 3rd edn. Oxford: Butter-
worth Heinemann, 1999:429–58

24 Mackowiak PA, Martin RM, Jones SR, Smith JW. Pharyn-
geal colonization by gram-negative bacilli in aspiration-
prone persons. Arch Intern Med 1978;138:1224–7

Address for correspondence:
Dr Vincent Tan Eng Soon,
Department of Otorhinolaryngology-Head & Neck Surgery,
Faculty of Medicine,
Hospital Universiti Kebangsaan Malaysia (HUKM),
Jalan Yaacob Latif, 56000 Cheras, Kuala Lumpur,
Malaysia.

Fax: þ603-91737840
E-mail: veelian@streamyx.com

Dr V E S Tan takes responsibility for the integrity of the
content of the paper.
Competing interests: None declared

PAROTID ABSCESS: A FIVE-YEAR REVIEW 879

https://doi.org/10.1017/S0022215106004166 Published online by Cambridge University Press

https://doi.org/10.1017/S0022215106004166

