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Destructive membranous periodontal disease
(ligneous periodontitis): a case report and 
3 years follow-up 
T. Baykul1 and Y. Bozkurt2

Destructive membranous periodontal disease is a rare, destructive and poorly defined entity, which is the part of a systemic
disease due to plasminogen deficiency and fibrin deposition. The disease is characterised by gingival enlargement and
periodontal tissue destruction that leads to rapid tooth loss despite treatment attempts. Biopsy is essential to rule out other
periodontal disease in the differential diagnosis.
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CASE REPORT
A 32-year-old Turkish woman was
referred to our clinic for extraction of
mobile teeth. Intra-oral examination
revealed painless, massive, fragile, nodu-
lar, gingival enlargements on both the
maxilla and the mandible. The lesions
consisted of white-yellow membranes
that almost completely covered the teeth
and bled easily on manipulation. Most of
the teeth were missing. Radiographic
examination revealed severe bone-loss at
the jawbones. Several treatment efforts
for oral lesions in different clinics such as
subgingival curettage, gingivectomy,
clorhexidine rinsing and antibiotics were
unsuccessful in the past. 

The patient's medical history revealed
nodules, vaginal discharge, menstrual dis-
order and chronic conjunctivitis with acute
attacks at least twice yearly. Haematologi-
cal assessment revealed no abnormalities.

Biochemical tests including serum proteins,
liver function tests, azotemia and gly-
caemia were within normal limits. Kidney
function tests were normal and hormonal
values were also within normal limits. There
was no history of prolonged use of medica-
tion. A gingival biopsy was performed
before the treatment planning. The
histopathologic examination confirmed the
diagnosis as ligneous periodontitis. After
this diagnosis, the patient consulted the
ophthalmology clinic and ligneous con-
junctivitis was also detected. Since none of
the patient's remaining teeth had periodon-
tal support, all of them were extracted in
stepwise fashion. Four weeks after the last
extraction, there was noticeable regression

of mandibular lesions, but the lesions on
the anterior maxilla remained unchanged
for 12 weeks. At this stage, the lesions were
excised and skin graft vestibuloplasty was
performed because of the insufficient
vestibular sulcus depth on the anterior
maxilla. Seven days after this operation,
some of the skin graft was rejected because
of necrosis. The necrotic part of the graft
was removed and rinsed with betadine
(7.5%) postoperatively since secondary
epithelialization was occurring at the
rejected area. After the healing process was
finished, a set of complete dentures was
prepared. At the time of writing, the patient
had worn the dentures for around 3 years
with no complaints.

● Ligneous periodontitis is a newly described and a rarely seen entity that is caused by
plasminogen deficiency and resultant fibrin deposition. Dental practitioners should be aware
of this systemic disease. 

● Patients with destructive membranous lesions of the periodontal tissues should always be
systematically evaluated and should be thoroughly examined for possible involvement of the
skin and other mucosal surfaces. 

● A gingival biopsy will bring early diagnosis before the teeth were lost. 

I N  B R I E F

Fig. 1 Gingival lesions
consisting of white-
yellow membranes on
both the maxilla and
the mandible
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DISCUSSION
Gingival hyperplasia may be genetic in
origin or may occur as a result of a reac-
tion to dental plaque or as a result 
of exposure to a number of agents, par-
ticularly drugs such as phenytoin,
cyclosporine or the calcium channel
blockers.1,2 However, a few new cases of
gingival hyperplasia have been identified
as part of a systemic syndrome.2 Destruc-
tive membranous periodontal disease
(ligneous periodontitis) is a rare, poorly
defined entity characterised by gingival
enlargement and periodontal tissue
destruction.3 The cause of this condition
is due to plasminogen deficiency and
resultant fibrin deposition.2,4 The peri-
odontal lesions are produced by the same
process that causes ligneous conjunctivi-
tis. In most instances, ligneous conjunc-
tivitis might represent an autosomal
recessive disorder.4 Since  1997, Schuster
et al. demonstrated distinct homozygous
and compound-heterozygous mutations
in the plasminogen gene to be common in
patients with ligneous conjunctivitis and
clearly confirmed autosomal-recessive
inheritance of this disorder.5 Most of the
reported oral lesions were seen together
with ligneous eyelid lesions. However,
only a few of the reported cases of lig-
neous conjunctivitis have coexisted with
oral and dermatological lesions.3,4,6

Therefore, patients with destructive mem-

branous lesions of the periodontal tissues
should always be systemically evaluated
and should be thoroughly examined for
possible involvement of the skin and
other mucosal surfaces. In the reported
case, oral and eyelid lesions were seen
together but there were not any dermato-
logical lesions related with the disease.
The differential diagnosis includes other
progressive periodontal diseases and gin-
gival hyperplasias. Localised gingival
amyloidosis and ligneous periodontitis
show some similarities but differential
diagnosis can be made by histopathologic
examination as reported gingival lesions
were stained for fibrin but negatively for
amyloid.

Extensive membranous, nodular gin-
gival enlargements in both mandible and
maxilla leading to rapid tooth loss despite
treatment attempts are the most charac-
teristic features of this rare destructive

periodontal disease.3 Scully et al. stated
that the reported cases might fall within a
spectrum of disorders related to plas-
minogen deficiency and very closely
related with ligneous conjunctivitis, but
distinct from it, because few patients had
lesions of other mucosae and the gingival
deposits had different staining character-
istics.4 The gingival lesions reported in
association with this entity reveal that
they were progressive and usually end
with loss of teeth.2–4,6 Several surgical
and periodontal treatment efforts were
unsuccessful in all the reported oral
lesions.2–4,6 In some cases, gingival
lesions show regression or disappear fol-
lowing tooth loss,3 but there is not any
reported period for the regression of the
lesions in the literature. In the present
case, 4 weeks after the last extraction,
mandibular lesions regressed slowly and
disappeared but maxillary lesions
remained unchanged for 12 weeks.

Ligneous lesions tend to involve several
mucosal areas; systemic fibrinolytic and
antithrombotic agents may be more benefi-
cial than local treatments.3 Scully et al.
reported that therapy with topical heparin
or intravenous purified plasminogen con-
centrate will effectively control the gingi-
val lesions. This remains to be established,
as plasminogen concentrate is not yet
widely available.4 Although systemic ther-
apy is suggested for this disease, loss of the
teeth and necessity of vestibuloplasty for
this patient led us to a surgical treatment
modality. 

CONCLUSION
Extensive membranous, nodular gingival
enlargements that do not respond to surgi-
cal and periodontal treatment modalities
may be a part of a systemic syndrome due
to plasminogen deficiency. In such mucos-
al disorders, gingival biopsy is essential for
early diagnosis before the teeth are lost. 
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Fig. 2 The clinical
appearance of the
mandible 4 weeks after
the last tooth
extraction (noticeable
regression on the
mandibuler lesions)

Fig. 3 The clinical
appearance of the
maxilla 12 weeks after
the last tooth
extraction (no
regression on the
maxillary lesions)

Fig. 4 Last view of the maxilla after 3 years follow-up
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