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Abstract 
Necrotizing periodontitis is characterized by gingival necrosis with bleeding and pain, and alveolar bone atta-
chment loss. The disease is associated to spirochete and Prevotella intermedia infection, as well as to a series of 
bacterial infections, with an altered local host immune response and tissue destruction.
We present the case of a 40-year-old woman with inflammatory vasculitis of the aorta and its main branches, known 
as Takayasu’s disease. In the course of treatment of the latter, she developed necrotizing periodontitis. In this case 
local factors such as abundant bacterial plaque accumulation secondary to a lack of tooth brushing, and the admi-
nistration of methotrexate, may have played a role. The clinical condition improved notoriously after emergency 
treatment with local antiseptics and tartar removal.
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Introduction
Necrotizing periodontitis (NP) is a destructive periodon-
tal disorder found in the context of diseases that are little 
understood, or which are characterized by host immune 
deficiency. NP manifests with the characteristics of ne-
crotizing gingivitis (NG), with acute episodes of gingi-
val necrosis at papillary level, spontaneous bleeding and 
intense pain, though it moreover also presents clinical 
and alveolar bone attachment loss. NP may be the evolu-
tive consequence of various NG episodes, or result from 
complications of prior periodontitis in the affected zone 
(1-3).
Immune system deficiencies may be implicated in these 
processes when associated to the presence of periodon-
tal pathogenic flora such as certain constant species of 
Treponema or Selenomonas, Fusobacterium nucleatum, 
Prevotella intermedia, or a variable group of heteroge-
neous bacteria. The accumulation of gramnegative bac-
teria results in the release of endotoxins that can directly 
or indirectly cause tissue destruction through modifica-
tion of the host tissue response, affecting polymorpho-
nuclear cell chemotaxis and phagocytosis (4-6).
Such immune deficiency would explain the occasiona-
lly aggressive nature of NP in HIV-infected individuals 
with CD4+ cell counts under 200 cells/mm3, or in situa-
tions of severe malnutrition. A clinical characteristic of 
such infection is tissue invasion by the causal microor-
ganisms. However, this has also been seen in patients 
with very low CD4+ cell counts who do not develop NP; 
as a result, other factors in addition to immune depres-
sion have been suggested to play a role (7,8).
Classically, NP has been associated to weakening situa-
tions and intense stress. The disease is characterized by 
the presence of ulcerated punch-like or cratered lesions 
in the crests of the interproximal papillae that can spread 
towards the marginal gingival tissue. These craters are 
covered by a pseudomembrane surrounded by an erythe-
matous halo, though the membrane is sometimes mis-
sing. The lesion gradually destroys the gingival margin 
and the underlying periodontal tissues. Necrosis in turn 
produces a foul odor and metallic taste. The anterior 
lower and upper sectors are the most commonly affected 
zones. Local adenopathies are sometimes observed. The 
lesions tend to progress indefinitely or can show sponta-
neous limitation, though recurrences are common (9).
Takayasu’s disease is a granulomatous vasculitis of unk-
nown origin that affects the aorta and/or its main bran-
ches, though the pulmonary, femoral, renal, mesenteric 
and vertebral arteries can also be affected (10).
The present study describes a very aggressive case of 
NP in a woman with Takayasu’s disease secondary to 
immunosuppressor treatment.

Clinical Case
We present the case of a 40-year-old woman diagnosed 

with Takayasu’s disease and with a history of arterial 
hypertension, hypercholesterolemia and ischemic heart 
disease. She had been treated for vascular lesions related 
to Takayasu’s disease in the arteria intermedia, with pla-
cement of a stent in the right subclavian artery, and had 
undergone surgical clipping due to a saccular aneurysm 
of the anterior communicating artery.
The patient presented no toxic habits and was on a low-
salt and lipid-lowering diet. She was receiving omepra-
zole 20 mg (1 tablet/day), antiplatelet medication such 
as aspirin 100 mg (1 tablet/day) and clopidogrel 75 mg 
(1 tablet/day), antihypertensive agents such as ramipril 
(tablet/day) and atenolol (1 tablet/12 hours), and im-
munosuppressive therapy with methotrexate (4 tablets/
week, though she had suspended this treatment two wee-
ks before the visit) and one polinic acid tablet/week.
The patient was referred to the Stomatology Unit of 
Dr. Peset University Hospital (Valencia, Spain) for the 
evaluation of oral lesions. At exploration, she presented 
ulcerative gingival lesions with a necrotic crater, su-
rrounded by an erythematous halo, and which in some 
cases extended to remnant zones of swollen and inten-
sely erythematous papillae that showed spontaneous 
bleeding (Fig. 1).

Fig. 1. Clinical view of gingival lesions.

Fig. 2. Magnified detail of  anterior sector.

The lesions were more manifest in the anterior sector of 
both arches (Fig. 2). In the region of the lower incisors 
the periodontal destruction was very evident. Clinically, 
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the lesions were associated with intense pain and a foul 
odor. The patient presented abundant bacterial plaque 
and reported poor oral hygiene. No adenopathies were 
detected upon palpation.
A panoramic X-ray study revealed generalized horizon-
tal loss of alveolar bone, particularly marked in the re-
gion of the lower incisors (Fig. 3).

disease is 35-40 years, and most patients are women. 
The diagnostic criteria of Takayasu’s disease include the 
presence of lesions in at least one of the two subclavian 
arteries, and characteristic signs and symptoms for a pe-
riod of at least one month. These signs comprise limb 
claudication, the loss of pulse or differences in pulse bet-
ween limbs, transient amaurosis, blurry vision, dyspnea, 
palpitations or syncope. There is a relationship between 
the anatomical location of the lesions and the clinical 
manifestations of the disease (10,11).
Of note in our patient was the severity of the lesions, 
which had been present for at least two weeks, with a 
predominance of necrotic periodontal destruction.
The fact that she had been receiving methotrexate im-
munosuppressive therapy for the control of her vasculi-
tis may have facilitated the development of the lesions, 
triggered by local factors such as the presence of abun-
dant bacterial plaque and previous chronic periodontal 
lesions. However, the patient neither smoked nor con-
sumed alcohol, and presented no evident psychological 
stress.
GN and NP diagnostic is based on the typical clinical 
signs and symptoms, the histopathology does not help 
for diagnostic purposes and biopsy shouldn’t be per-
formed in necrotic and infected gingival areas. Patient 
had a dental history of chronic periodontitis and both 
periodontal pathologies could coexist in this case. The 
differential diagnosis was established with systemic 
hematological processes that can also involve immune 
deficiencies, such as neutropenia or agranulocytosis and 
leukemia (13).
Emergency treatment in these cases should include con-
trol of the local factors, with very careful tartar remo-
val to eliminate the plaque and dental calculus (14,15). 
Likewise, gentle tooth brushing should be recommended, 
with chemical plaque control and antibiotics as amoxi-
cillin / clavulanic acid (875 / 125 mg every 8 hours for 
one week) or metronidazol (500 mg every 8 hours) can 
also be prescribed. However, in immune depressed pa-
tients this may favor the appearance of candidiasis; as a 
result, an antimycotic such as nystatin is advised. Some 
studies have reported complex cases in which NP proves 
refractory to treatment.
Although the systemic conditions are important in ne-
crotizing periodontal disease, local factors such as defi-
cient oral hygiene, smoking or previous gingival irrita-
tion are also very important (1,3). The microorganisms 
of dental plaque are known to initiate periodontal altera-
tion, and its progression is decisively influenced by the 
host immune condition – to the point where its clinical 
appearance has been regarded as a marker of immune 
deterioration (15). Thus, both the systemic alterations 
and the use of immunosuppressor drugs can influence 
the development, frequency and severity of the disorder. 
Likewise, the appearance of NP may be an early sign of 

Fig. 3. View of  panoramic X-ray with a generalized loss of alveolar 
bone.

A small gingival tissue sample of posterior area was ob-
tained to evaluate possible microvasculitic lesions of the 
gingival blood vessels, in consonance with very infre-
quent lesions that have been reported in the skin of pa-
tients with Takayasu’s disease. The histological findings 
discarded the presence of vasculitis in this location. 
However, an important nonspecific infiltrate was obser-
ved over the entire chorion. Such an infiltrate can also be 
seen in the lesions associated with necrotizing periodon-
tal diseases (NG and NP), exhibiting an inflammatory 
exudate with areas of necrosis, fibrin pseudomembranes 
with fragments of necrotic epithelium, neutrophils and 
polymorphonuclear cells, as well as the presence of mi-
croorganisms (12). The vessels of the chorion were di-
lated and densely populated by polymorphonuclear cells 
and rounded plasmocyte-type cells.
A dental prophylaxis was performed initially, 3% hydro-
gen peroxide was associated as a rinse (twice a day,10 
days) and metronidazol was prescribed systemically 
(500 mg/8 h, 10 days). Acute pain disappeared rapidly 
and gingival inflammation was reduced significantly in 
the first week. Detailed scaling and root planning was 
done 7 days after the initial treatment and this improved 
the periodontal clinical results. Gingival contour remai-
ned affected but without inflammation. Patient was sent 
for periodontal maintenance every 4 months.

Discussion
Takayasu’s disease is an infrequent chronic disorder cha-
racterized by inflammatory vasculitis affecting mainly 
the aorta and its main branches, as well as the pulmo-
nary and coronary arteries. The mean age at onset of the 
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imminent serious disease.
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