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RÉSUMÉ

Diagnostic clinique et traitement de l’inflammation 
des glandes salivaires

L’inflammation des glandes salivaires se manifeste dif-
féremment selon l’agent étiologique et la population 
de patients. La pathologie inflammatoire et infectieuse 
des glandes salivaires est multifactorielle et comporte 
une thérapie multimodale. Les infections bactériennes 
sont le résultat d’un blocage canalaire ou d’une dimi-
nution de la production salivaire. Sur ce fond se pro-
duit une contamination rétrograde du parenchyme 
glandulaire. Certaines infections virales systémiques 
entraînent une pathologie salivaire telle que les oreil-
lons ou le SIDA. De nombreuses infections granulo-
mateuses peuvent toucher les glandes salivaires telles 
que la tuberculose, la syphilis, la tularémie, la toxoplas-
mose, l’actinomycose, la bartonellose. L’inflammation 
salivaire se produit soit dans le canal de sécrétion, 
soit dans toute la glande. La suppuration des glandes 
salivaires chez les personnes immunodéprimées peut 
s’étendre aux régions cervico-faciales et au médiastin 
et nécessiter un traitement immédiat. La collabora-
tion interdisciplinaire avec l’infectionniste, le parasi-
tologue et le radiologue est le standard d’or au bénéfice 
du patient. Les auteurs ont décrit les caractéristiques 

ABSTRACT

Inflammation of the salivary glands manifest differ-
ently, depending on the etiologic agent and patient 
population. Inflammatory and infectious pathology 
of the salivary glands is multifactorial and has a mul-
timodal therapy. Bacterial infections are the result 
of ductal blockage or decreased salivary production. 
On this background, retrograde contamination of 
glandular parenchyma occurs. Some systemic viral 
infections produce salivary pathology such as mumps 
or AIDS. Many granulomatous infections can affect 
salivary glands such as tuberculosis (TB), syphilis, tu-
laremia, toxoplasmosis, actinomycosis, and bartonel-
losis. Salivary inflammation occurs either in the secre-
tory canal or in the whole gland. Suppuration of the 
salivary glands in immunosuppressed individuals can 
extend to cervicofacial regions and the mediastinum 
and require immediate treatment. Interdisciplinary 
collaboration with the infectionist, parasitologist and 
radiologist is the golden standard towards the benefit 
of the patient. Authors describe the clinical features 
and treatment of inflammatory diseases of the salivary 
glands.
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INTRODUCTION

There are different etiological agents involved 
in salivary glands inflammation that produce various 
forms. Bacterial infections are the result of ductal 
blockage or decreased salivary production. On this 
background, retrograde contamination of glandular 
parenchyma occurs. Some systemic viral infections 
produce salivary pathology such as mumps or AIDS. 
Many granulomatous infections can affect salivary 
glands such as TB, syphilis, tularemia, toxoplasmo-
sis, actinomycosis, and bartonellosis. Salivary inflam-
mation occurs either in the secretory canal or in the 
whole gland. The duct system is free of germs except 
the ductal papilla. The infection of the gland oc-
curs most frequent through the canalicular pathway, 
through the lymphatic system from the nearby gan-
glia, through hematogenous dissemination, which is 
rare, or directly through wounds, otomastoiditis or 
mandibular osteitis. Contributing factors in salivary 
glands inflammation are: oral microbial exacerbation 
(lack of oral hygiene), salivary flow blockage (salivary 
lithiasis), decreasing canalicular motility (lack of mas-
tication), hormonal disorder, metabolic disorder, im-
munosuppression, dehydration syndrome1.

Non-specific bacterial acute sialadenitis

It occurs in any salivary gland, but more fre-
quent in one parotid gland, in men with an average 
age of 50-60 years2. Postoperative parotitis has an in-
cidence of 0.01–0.02% in hospitalized patients and 
0.002–0.04% in the postoperative period3. The germs 
involved are Staphylococcus aureus, Streptococcus spp., 
Gram-negative bacilli and anaerobic germs in immu-
nosuppressed patients4.

There are three types of non-specific bacte-
rial acute sialadenitis: catarrhal, purulent and gan-
grenous. The catarrhal form is characterized by an 
insidious onset, glandular hyposalivation, glandu-
lar swelling and spontaneous pain or on palpation. 
Through the ductal opening drains viscid saliva and 
fibrin clots. It evolves toward healing or to gangre-
nous form in three days5. The purulent form includes 
alteration of the general status, trismus, fever, rigors, 
high glandular swelling, acute pain with otic and/
or temporal irradiation, tegument congestion, and 
increased consistency. On gland palpation, sore-
ness draining occurs that could lead to parotid or 

submandibular abscess. The gangrenous form is rare, 
occurs in immunosuppressed patients, with skin red-
ness, tegument necrosis, palpable crepitus and facial 
paralysis. It spreads to the surrounding structures 
and it can lead to septic shock or toxic shock syn-
drome. A bacteriological examination of the salivary 
secretion should be done. The treatment implies 
broad-spectrum antibiotics, parenteral hydration, 
oral hygiene, sialagogues, anti–inflammatory drugs, 
external, bimanual massage for drainage or surgery 
in case of medical treatment failure. The antibiotics 
consists in penicillin with beta-lactamase inhibitor, 
first generation cephalosporins, clindamycin or van-
comycin in case of penicillin allergies, steroidal and 
non-steroidal anti-inflammatory drugs, pilocarpine 
and Jaborandi tincture as sialagogues6. The duct sys-
tem lavage is performed with intracanalicular instil-
lation of normal saline, antibiotics and disinfectant 
solutions (high risk of intraparenchymal spreading 
of infection). The surgical treatment applies in case 
of local abscess that does not respond to medical 
treatment and consists in incision and draining. The 
differential diagnosis includes non-parotid edema, 
lymphangitis from external otitis, cervical adenitis, 
sebaceous cysts, dental abscess, mastoid Bezold’s ab-
scess, branchial cleft cysts and lymphoma. The com-
plications of non–specific bacterial acute sialadenitis 
are disseminated suppuration, osteomyelitis, jugular 
vein thrombophlebitis, arterial bleeding, facial paral-
ysis, respiratory obstruction, sepsis and death.

Particular forms of non–specific bacterial acute 
sialadenitis:
. Neonatal suppurative parotitis may appear in 

premature infants, frequently in boys. The germs 
involved are Staphylococcus aureus, Escherichia coli, 
Pseudomonas aeruginosa, Group A β-hemolytic strep-
tococcus7. The oral cavity and the hematogenous 
pathway represent infection pathways. Present 
signs and symptoms are fever, irritability, anorex-
ia, weight loss, edema, overlying erythema, fluctu-
ating and hardened gland. A bacteriological exam 
from the duct system and from the salivary gland 
is needed to be done with fine needle aspiration 
(FNA). As for treatment, parenteral antibiotics 
against Streptococcus aureus and Gram-negative bacil-
li, adjustment of the antibiotics after antimicrobial 
susceptibility testing (AST). In case of fluctuating 
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gland or volume increasing, despite the medical 
treatment, draining procedures are needed8.

. Juvenile recurrent parotitis is rare, with unknown 
etiology and it frequently occurs in boys with a 
history of mumps. Recurrent gland impairment 
is present, usually accompanied by postprandial 
painful gland swelling9. Recommended treatment 
consists in antibiotics, canalicular lavage and pa-
rotidectomy only in case of medical treatment fail-
ure because of the risk of facial paralysis10.

Chronic sialadenitis

Chronic sialadenitis is characterized by local im-
pairment of the salivary gland, repeated episodes of 
pain, inflammation, and parenchymal degeneration. 
The patients have a history of acute sialadenitis. The 
predisposing factors are ductal obstruction (ductal 
stones, strictures, mucus, papilla lesions, extrinsic 
compression), ductal dilatation, decreasing salivary 
secretion. The parotid gland is the most affected11. 
Recurrent episodes of swelling, pain, thickening and 
decreasing salivary secretion occur. The onset is in-
sidious and the tegument appears to be normal or 
moderately infiltrated. It can be confused with a tu-
mor due to lack of pain and increased consistency. 
The treatment consists in antibiotics, canalicular in-
stillation (with blunt needle, for 5-10 minutes, with 
2-3ml of hydrocortisone hemisuccinate, proteolytic 
enzymes, antibiotics, 6-8 instillations)12. The surgical 
treatment (surgical removal of the gland) is required 
only in case of medical treatment failure. None of the 
treatments are fully satisfactory13.

Sialolithiasis

Represents half of salivary gland diseases and it 
consists of intraluminal hard deposits in the salivary 
gland. It is often associated with chronic sialadenitis. 
The presence of the stone is responsible for the recur-
rent episodes. It occurs often in men of 50-60 years 
of age but it has been reported in children as well14. 
The predisposing factors are salivary stasis, ductal 
inflammation, ductal trauma and general causes. 
Sialolithiasis produces chronical inflammation and 
vice versa. The stones are made of calcium, phos-
phates, magnesium, zinc, glycoproteins, and mucopol-
ysaccharides, but there is no correlation with blood 
calcium or phosphates levels. In all of the salivary 
glands, the development of the stones takes place in 
the hilum and it expands in the entire ductal system. 
Most often, it occurs in the submandibular gland 
(80%), followed by the parotid gland (19%) and the 
sublingual gland (1%)15. The stones are yellow, rough, 
elongated, with a size between 1mm to a few cm16.
. Submandibular sialolithiasis can be caused by in-

creased mucus secretion, alkaline, viscid, with high 

levels of calcium, phosphates, modified position 
of the gland, Wharton duct with two anatomical 
curves (on the posterior edge of the mylohyoid 
muscle or to the place where it crosses the lingual 
nerve), narrow orifice of Stenon canal and germs 
stagnation in the oral cavity. The clinical forms 
are represented by salivary colic, salivary abscess 
and „salivary tumor“. In case of salivary colic, post-
prandial painful swelling is present with variable 
resolutions between attacks. In repetitive episodes, 
ductal stricture and parenchymal atrophy may ap-
pear. Sometimes stone traumas can lead to fistu-
las. They can be spontaneously removed under the 
pressure of the saliva or by complications with the 
occurrence of other clinical forms. The salivary 
abscess is a result of saliva retention caused by the 
stone. If the stone is above the mylohyoid muscle, 
it determines the inflammation of the Wharton 
duct, sublingual abscess, intense sublingual pain, 
pain radiating to the ear, hypersalivation, pain on 
tongue movement, oral f loor swelling (“roaster 
comb“), thickened Wharton canal. If the stone is 
intraglandular or under the ductal mylohyoid part, 
it determines encapsulated intraglandular suppu-
ration, painful pressure on the gland, blurred oral 
clinical signs. In evolution, submandibular abscess 
occurs. In „salivary tumor“ (chronic sialadenitis), 
the subjective clinical signs can be absent or min-
imal. The objective clinical signs are represented 
by oversized, endured and irregular gland that can 
give a pseudo tumoral aspect. Prominent ostium 
and purulent discharge when pressing the gland 
can also be present.

. In parotid sialolithiasis, the stone is usually present 
in the Stenon duct. It can have a staghorn appear-
ance, with long latency period and rare salivary 
cramps. Often, chronic recurrent parotitis, can 
lead to pseudo tumoral sclerosis.

. Sublingual sialolithiasis is rare and confused with 
the inflammation of the Wharton duct. The sub-
mandibular gland is normal.

. Minor salivary gland sialolithiasis is extremely rare. 
The painful swelling is reduced. The removal of 
the stone can be spontaneous or through incision.

Clinical diagnosis of sialolithiasis is based on the 
medical history and bimanual palpation, which is dif-
ficult on parotid gland because of the small stones 
and the thickness of the cheek. A modern method 
of diagnosis is represented by intracanalicular endos-
copy. The treatment for sialolithiasis depends on the 
location, size, number and stage of the stone. It can 
be medical, with antibiotics, anti-inflammatories, 
sialagogues and antiseptics. Repeated canalicular 
dilatation catheterization with normal saline, that 
eliminates the stone can also be used. The surgical 



Archives of the Balkan Medical Union

December 2019 / 715

treatment consists in stone ablation, submaxillecto-
my, parotidectomy, interventional sialendoscopy and 
lithotripsy. The stone ablation is performed when the 
glandular modifications are reversible. Under local 
oral anesthesia, papillotomy and duct incision are 
done. Possible complications are lingual nerve injury 
(especially in posterior locations) and strictures. Wide 
incision on Stenon duct is not recommended due to 
strictures. Submaxillectomy is indicated in case of re-
tention of a glandular or hilum stone, stones bigger 
than 8mm, more than two, frequent relapse, litho-
tripsy failure and “salivary tumor“17. Parotidectomy is 
rarely indicated when the stone is superficial (super-
ficial parotidectomy). It is extremely rare performed 
(<5%) in case of multiple intraglandular stones or 
other treatments failure14, 18. Complications are rep-
resented by facial nerve injury in glandular fibrous le-
sions and gland atrophy induction in Stenon ligature 
for deep stones. Interventional sialendoscopy consists 
in endoscopic catheterization of the salivary canal fol-
lowed by the insertion of a special stone extraction 
device. It is indicated for stones smaller than 4mm 
on Wharton canal and for stones smaller than 3mm 
on Stenon canal19. A temporary stent is inserted to 
maintain and increase the caliber. The success rate 
is above 80%20. For larger stones, lithotripsy is used. 
Lithotripsy can be extracorporeal. Through prethera-
peutic ultrasound, the position of the stone is identi-
fied. Under local anesthesia in adults and in general 
anesthesia in children, big intensity ultrasonic pulsa-
tion focused on the stone using gradual intensities 
is administered from the exterior. This procedure is 
repeated three times, sometimes it associates papil-
lotomy for removal. An audiogram will be performed 
before and after the procedure, because it can affect 
the hearing. It is a gold standard in parotid sialolithi-
asis, but it is contraindicated in those with clotting 
disorders and in acute glandular inflammation21. 
Lithotripsy can also be intracorporeal, using endo-
scopic exploration of the duct and stone fragmenta-
tion with LASER. It is non-invasive, but expensive, it 
requires time and involved staff. The procedure does 
not prevent a relapse8, 13, 22.

Viral infections of the salivary glands
These infections can spread most frequently 

through hematogenous pathways, but ductal retro-
grade transmission is possible as well. Viral infections 
of the glandular parenchyma are not always clinically 
apparent. The viruses that spread from blood to the 
saliva without local signs are rabies, hepatitis, f lu, 
poliomyelitis and those with local signs are mumps 
and AIDS8.
. Mumps appear especially in children, in the pa-

rotid gland and is often bilateral. It is determined 

by a very contagious paramyxovirus, it presents 
generalized infection and is endemic in commu-
nities. It spreads through direct contact with sali-
va or respiratory droplets from the mouth, nose, 
throat or urine. The incubation period is 16-18 
days, followed by a painful parotid swelling. The 
virus can get in the saliva after a week of glandular 
swelling, then ductal desquamation leads to sec-
ondary obstruction and expansion. Viremia signs 
like fever, headache, and arthralgia are gone in 3 to 
7 days and the glandular swelling is gone in a few 
weeks23. Complications are local (suppurative par-
otitis) and general (meningoencephalitis, pancreati-
tis, orchitis, nephritis and neurosensory deafness). 
It opens the path to other infections. Laboratory 
tests show leucopenia, increase salivary amylase, 
hemagglutination, complement fixation tests and 
the histopathological test concludes the presence 
of acinar cells with cytoplasmic vacuolation. The 
treatment is established by the infectionist and it 
consists in isolation, rest, diet, hydration, vitamins 
and non-steroidal anti-inflammatory drugs13, 24, 25.

. AIDS can manifest at the salivary glands level 
through lymphoproliferation or cysts and it leads 
to increased volume of major salivary glands and 
salivary dysfunction. It can appear in seropositive 
but also in seronegative patients with high risk of 
contracting HIV. Salivary disease is associated with 
T cell immunodeficiency and lymphocytosis. It 
usually affects two groups of age: children born of 
infected mothers and adults between 20 to 60 years 
of age26. Salivary signs could be the initial manifes-
tation of HIV (often parotid signs). Bilateral cystic 
parotidomegaly appears in 15-30% HIV children, 
usually in combination with lymphocytic intersti-
tial pneumonia27. There is a soft, gradual increase 
of one or more salivary glands, often the parotid, 
dry mouth combined with dry eyes and arthralgia 
that can be mistaken with an autoimmune Sjögren 
syndrome. The glandular swelling is long lasting 
and stable. There are no autoantibodies present, 
but sometimes other opportunistic infections 
can appear. The biopsy reveals inflammatory in-
filtrates similar to Sjögren syndrome, epithelial 
cysts and intraglandular lymphomas. The studies 
have shown that salivary gland disease in AIDS 
is associated with a good prognosis28. The treat-
ment is classic (oral hygiene, sialagogues, topical 
preparations with fluoride), volumetric regression 
with steroids and Zidovudine, surgical removal 
of nodular lesions with histopathological exam 
that can reveal lymphomas in more than 10% of 
HIV patients and rarely, parotid Kaposi sarcoma29. 
For monitoring these patients, on a larger scale, 
cytological puncture and CT/MRI are used. For 
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abscess and suppurations, incision with draining 
and antibiotics are indicated8, 27.

Granulomatous infections of the salivary gland
Affect the adjacent lymphatic system and the pa-

rotid gland. In fulminant cases, it affects the glandu-
lar parenchyma. Signs of the ailment can be moderate 
or gradual swelling of the ganglia may be present. It 
can be mistaken for a neoplastic tumor. The diseases 
that can lead to granulomatous infections are rep-
resented by TB, syphilis, actinomycosis, cat-scratch 
disease, toxoplasmosis and tularemia.
1. Cervicofacial TB is one of the rarest forms of ex-

tra-pulmonary TB. The incidence of extra-pulmo-
nary TB has been on the rise since 198530. The 
painless, enlarged glands are mimicking a slow 
growing neoplasm. Infection of the large salivary 
glands can be made through intraglandular ganglia 
and rarely, through infiltration of the parenchyma. 
The salivary implication can be primary (first in-
fection) or secondary (resurgence of pulmonary 
TB). The parotid gland is affected in localized 
TB and the submandibular gland in systemic TB. 
Isolated implication of the salivary gland is typical 
for the parotid gland. There are two pathological 
types: localized, circumscribed (“cold abscess“, in-
traparotid TB lymphadenitis) and diffuse (parotid 
hypertrophy, painless, irregularly shaped nodules 
of varying consistency). Both of them present en-
largement of the adjacent lymph nodes and ten-
dency to fistulize, leading to diagnostic difficulties. 
Under 50% show a history of TB on a pulmonary 
x-ray. Constitutional symptoms (fever, night sweats, 
weight loss) may be absent. Facial nerve affectation 
is rare. FNA may be negative in most of the cases. 
The diagnosis is histopathological. Sometimes, the 
diagnosis is established after the surgical removal 
of the gland. It requires an interdisciplinary pulm-
onology consultation. The treatment for salivary 
gland TB is typically through medication and is 
rarely surgical for intraparotid adenopathies that 
do not respond to treatment and for abscesses and 
fistulae resistant to treatment8, 31. The non-TB my-
cobacterium disease usually appears in children 
between 1.5-3 years. It is characterized by a rapid 
growing mass that lacks any signs of inflammation. 
Mycobacterium bovis is now infrequently involved 
due to milk pasteurization. The entry point is 
represented by the oral cavity, gums, lips, tonsils 
and it affects the parotid and the adjacent lymph 
nodes of the submandibular gland. Fistulization to 
the skin is frequent. Cutaneous tests are negative. 
Constitutional symptoms are absent. Pulmonary 
x-ray is negative. Results of the bacterial culture 
is ready in 6 weeks. Diagnosis through FNA is 

preferable to incisional biopsy (the latter leads to 
refractory fistulas). Cutaneous tests with new tu-
berculin (Mycobacterium avium, malmoense, scrofula-
ceum) have been proven to be successful32. There 
is no evidence of person-to-person contagion. The 
treatment with anti-TB medication has proven to 
be inefficient. The surgical treatment spears the 
facial nerve13.

. Salivary gland syphilis rarely affects the salivary 
glands and mostly are tertiary lesions. Secondary 
lesions are rare. Tertiary syphilis parotitis can be 
diffuse (bilateral, gradual swelling, with firm and 
hard consistency), localized, named syphilitic gum-
ma (early raw stage, softening, ulceration that lead 
to persistent fistulae) and pseudo tumoral (unilater-
al, fixed, hard consistency). Cervical lymphadenop-
athy is also present. The diagnosis is histopatholog-
ical and serological. Treatment is only medical, on 
long-term and with large doses of penicillin33.

. Actinomycosis is an infectious disease caused by 
Gram-positive anaerobic/facultative anaerobic bac-
teria. Actinomyces are commensal in the tonsils and 
dental cavities, they rarely infect the large salivary 
glands (parotid) in a retrograde, ductal manner. 
It affects the cervicofacial, ileocecal regions and 
the lungs. Actinomyces israeli is the most frequently 
encountered species followed by Actinomyces bovis 
and Actinomyces naeslundi. Poor dental hygiene and 
trauma to the mucosa allow the bacterial invasion. 
Diabetes, corticosteroid therapy and malnutrition 
are predisposing factors. In the primary form, the 
patient presents retrograde ductal infection, no 
pain, swollen salivary gland of firm consistency, 
slight pain on palpation of the salivary gland and 
excretion of saliva with specific yellow „sulfur like“ 
granules. The diagnosis is established by anaerobic 
bacterial cultures from the salivary secretion. In 
the secondary form, the patient presents altered, 
infiltrated, rigid skin, lesions of different stages 
(nodules, abscesses, fistulas) and „sprinkler skin“. 
The diagnosis is established by histopathological 
examination of the tissue. The treatment in acti-
nomycosis of the salivary glands in the main form 
consists in antibiotics (penicillin is preferred, clin-
damycin, doxycycline, erythromycin), parenteral 
six weeks and then six months by oral administra-
tion. In the secondary form, surgery (incision with 
drainage, necrectomy) and antibiotics are recom-
mended.

. Cat-scratch disease is also a granulomatous lymph-
adenitis with cutaneous inoculation from domes-
tic cat bites or claw scratches. More than 90% 
of the patients present exposure to cat scratches 
and 75% of the patients present exposure to cat 
scratches and dog bites. Dogs are implicated in 
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5% of the cases34. In USA, almost 12.000 people 
were hospitalized per year due to bartonellosis35. 
The pathogenic agent is a Gram-negative bacteria 
named Bartonella henselae. At the spot of inoc-
ulation, papules and pustules appear in 5 to 15 
days from incubation36. At 3 weeks from incuba-
tion, the patient presents cervical lymphadenitis. 
The periglandular and intraglandular ganglia are 
affected. Suppurative phenomena occurs. The pa-
tient presents general symptoms such as fever and 
malaise and in rare cases, transient facial palsy is 
present. The diagnosis is established based on a 
history of contact with an animal (cat or dog that 
led to skin or eye lesions), local lymphadenopathy 
that occurred approximately 2 weeks after contact 
with the animal (negative bacterial cultures for 
other etiologies taken from the ganglia) and cu-
taneous test for the Cat-scratch disease (positive 
Hanger-Rose test). A positive histopathological 
exam for cat-scratch disease shows that the bacte-
ria is present with the Warthin-Starry stain, gran-
ulomas, necrosis and micro-abscesses. Lymph node 
biopsy should be reserved for atypical cases. Recent 
serologic tests for Bartonella henselae antibodies are 
available. FNA of the lymph nodes is helpful in 
establishing a diagnosis. Treatment of cat-scratch 
disease is not necessary in the majority of cases, 
self-limiting lymph nodes heal spontaneously (2 to 
4 months)37. FNA of lymph nodes is also helpful 
for therapy. In case of immunosuppression, cipro-
floxacin in adults and rifampicin in children are 
used13.

. Toxoplasmosis is a rare disease. The etiologic agent 
is Toxoplasma gondii. The usual host is the domestic 
cat. It is present in the parotid gland, intra- and 
parotid adjacent lymph nodes. Toxoplasma tropho-
zoites and cysts enter the human body by ingestion 
of contaminated meat (lamb, cow, chicken), rarely 
they enter the body by ingestion of cysts from the 
cat’s fecal matter. Digestion of the cyst’s capsule 
leads to a multiplication of the trophozoites and he-
matogenous dissemination in the reticular organs. 
It has two forms: lymphadenopathic form (com-
mon, isolated cervical adenopathy, histopathologic 
exam and serologic tests confirm the diagnosis) and 
disseminated form (found in immunosuppressed 
individuals, symptoms include muscle pain, leth-
argy, anorexia, hepatomegaly, splenomegaly, peri-
carditis, myocarditis)38. The treatment for toxoplas-
mosis consists in administration of pyrimethamine 
and trisulfapyrimidine (done by an infectionist or 
parasitologist).

. Tularemia is determined by a Gram-negative 
bacterium, Franciscella tularensis. The human 
transmission is possible by tick bite, handling of 

contaminated meat or contaminated aerosols. The 
patient presents a red papule at the entry point 
(which can be in the parotid region). The incu-
bation period lasts 2 to 10 days in which nearby 
lymph nodes get swollen, tense and become pain-
ful. Fever, headaches and other toxic signs appear. 
If the infection is gained through the digestive or 
respiratory tract, there are no cutaneous manifesta-
tions and diffuse lymphadenopathies are present39. 
The microorganism stays viable inside the cell, 
which can lead to chronic granulomatous disease. 
Franciscella tularensis is rarely isolated from human 
blood. Serological tests are required. Aggressive 
lymph node palpation is not recommended be-
cause it can lead to dissemination. The treatment 
is successful if erythromycin, tetracycline or cip-
rofloxacin are used. The pathogen is resistant to 
most β-lactamases and penicillins. The fluctuating 
cysts will be incised and drained after antibiotics 
administration and the remission of the systemic 
symptomatology1.

CONCLUSIONS

Inflammation of the salivary glands manifest 
differently, depending on the etiologic agent and pa-
tient. Acute suppurative infections are bacterial in or-
igin, have a recent onset and usually affect debilitated 
patients. Chronic sialadenitis has recurring episodes 
of pain and swelling and is found in adults. Viral 
systemic infections (mumps, AIDS) can cause local-
ized salivary pathology at any age, but have different 
clinical manifestations. Granulomatous infection of 
the salivary glands can affect children but also old 
people and often lead to a gradual increase in the size 
of the salivary gland and lymph nodes and it can be 
mistaken for a neoplastic tumor40. Differential diag-
nosis is based on a carefully done anamnesis, on the 
physical examination and identifying the etiologic 
agent that can cause the disease. The ENT specialist 
can establish a precise diagnosis and recommend a 
good treatment. Inflammatory and infectious pathol-
ogy of the salivary glands is multifactorial and has a 
multimodal therapy41. Surgical treatment is manda-
tory in case of abscess. Suppurations of the salivary 
glands in immunosuppressed individuals can extend 
to cervicofacial regions and the mediastinum and re-
quire immediate treatment. Antibiotics are compul-
sory and are usually recommended by the infectionist 
or parasitologist. Interdisciplinary collaboration with 
the infectionist, parasitologist and radiologist is the 
golden standard towards the benefit of the patient. A 
careful review of the case also prevents possible facial 
and lingual nerve damage, with legal consequences. 
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Early presentation of the patient guarantees the thera-
peutic success.
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