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Abstract

Objective: Glanzmann thrombasthenia is a rare inherited platelet function disorder
characterized by impaired platelet aggregation and mucocutaneous bleeding. Gingival
bleeding is frequently observed in affected patients and is often attributed solely to the
underlying hematologic disorder. However, local inflammatory factors may
significantly influence bleeding severity.

Case presentation: A patient with Glanzmann thrombasthenia presented with
severe gingival inflammation and persistent gingival bleeding. Baseline periodontal
examination revealed a plaque index of 1.9, a gingival index of 2.5, and bleeding on
probing at 70% of sites. Prior to periodontal treatment, 6000 pg of recombinant factor
VIla was administered prophylactically. Treatment followed World Federation of
Hemophilia recommendations. Non-surgical periodontal therapy including Scaling
and Root Planing was performed. Despite administration of an additional 4000 pg
factor VIla post-procedure, severe gingival bleeding occurred. The patient’s
hemoglobin level decreased from 9 g/dL to 3.3 g/dL and hospitalization was required
for three days. During hospitalization the patient received 7 units of platelet and
plasma transfusion and 6 units of packed red blood cells. After recovery and strict
plaque control, periodontal parameters improved significantly, with plaque index
decreasing to 0.4, gingival index to 0.5, and bleeding on probing to 8%.

Conclusion: This case suggests that periodontal inflammation may exacerbate
gingival bleeding in patients with Glanzmann thrombasthenia and may reduce the
effectiveness of hemostatic therapy. Control of periodontal inflammation may
therefore play an important role in the management of gingival bleeding in patients
with platelet function disorders.
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Graphical Abstract

GRAPHICAL ABSTRACT: Periodontal Inflammation in Glanzmann Thrombasthenia (GT)

BASELINE CONDITION PERIODONTAL TREATMENT IMMEDIATE POST-OP OUTCOME 6-WEEK FOLLOW-UP
- »* - = THE COMPLICATION (RESOLUTION)
X INFLAMMATION d ( X "
e V4 F\ | LIFE-THREATENING
BIOFILM 3 GT diagnosis y / \\ HEMORRHAGE \
(flow cytometry): v | & i
CD41a-{QD61- Non-Surgical Therapy: | /W A | [:) )
1.9 25 Bleeding e CnitiSwn Scaling and Root Planing (SRP) | Hemog|bi: g Ji:\U
L = | [ll.  onProbing : 20 9.0 g/dL—>3.3 g/dL
Plague Index: Gingival Index: 70% A A '::\m‘;s(t:gg ; L‘;‘)";yr{:’;ﬁ ‘ 1h ('CFgITI CAL D.RogP) Plaque Index: ‘
HIGH HIGH HIGH e / ] '
i (HIGH) (HIGH) rFVlla (4,000 pg) post-op i 0.4(L0W) }
5% Tranexamic Acid rinse EMERGENCY MANAGEMENT Gingival Index: ry vy
CONCLUSION 1 & J = i 05 wow) il
UNDERLYING PERIODONTAL INFLAMMATION can precipitate profound et o i
gingival hemorrhage in GT patients, even with standard rFVila prophylaxis. 3-day Hospitalization £e '"09 onFrobing:  pjeeding
CAREFUL CONTROL of inflammation is vital in multidisciplinary management. 1. 8% (Low) Controlled

Highlights

e Severe Hemorrhage Risk in Glanzmann Thrombasthenia: Periodontal therapy can cause life-threatening bleeding
in Glanzmann Thrombasthenia despite recombinant Factor VIla prophylaxis.

e Impact of Local Inflammation: Local periodontal inflammation significantly increases bleeding severity beyond
the primary hematological defect.

e  Critical Blood Loss & Transfusion Need: Severe post-procedural gingival hemorrhage led to a acute hemoglobin
drop (9.0 to 3.3 g/dL), requiring intensive blood product support.

e Marked Post-Resolution Improvement: Effective control of periodontal biofilm and inflammation reduced
bleeding on probing from 70% to 8%.

e Essential Multidisciplinary Approach: Meticulous local periodontal management is a crucial adjunctive element
alongside systemic hemostatic therapy in platelet disorders.
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INTRODUCTION

Glanzmann thrombasthenia (GT) is a rare inherited
platelet function disorder characterized by defective platelet
aggregation due to abnormalities of the platelet glycoprotein
IIb/Illa receptor complex. The disease is associated with
recurrent mucocutaneous bleeding, and gingival bleeding is
one of its most common oral manifestations (1,2).

Periodontitis is a chronic biofilm-induced inflammatory
disease that results in the destruction of the tooth-supporting
tissues and is characterized by gingival inflammation and
bleeding on probing (3). Inflammatory changes in periodontal
tissues increase vascular permeability and ulceration of the
sulcular epithelium, potentially exacerbating gingival
bleeding in patients with inherited bleeding disorders (4).
However, the contribution of periodontal inflammation to
bleeding severity in patients with GT has received little
attention in the literature.

Current World Federation of Hemophilia guidelines
recommend multidisciplinary management and appropriate
local and systemic hemostatic measures for dental treatment
in patients with inherited bleeding disorders (5). We report a
patient with Glanzmann thrombasthenia who developed life-
threatening gingival bleeding after non-surgical periodontal
therapy despite prophylactic recombinant factor VIla
administration. This case highlights the importance of
recognizing periodontal inflammation as a potential
modifiable factor that may contribute to bleeding severity in
patients with Glanzmann thrombasthenia.

CASE REPORT

A 32-year-old female patient with a known diagnosis of
Glanzmann Thrombasthenia, a rare inherited platelet function
disorder characterized by impaired platelet aggregation and
mucocutaneous bleeding, was referred to the periodontology
clinic due to severe gingival inflammation and persistent
gingival bleeding (1). The patient had been under regular
follow-up by the hematology department because of the
underlying platelet function disorder. Flow cytometric analysis
demonstrated markedly reduced expression of CD4la and
CD61, while CD42b expression was preserved, confirming the
diagnosis of Glanzmann thrombasthenia (1,2). (Figure 1)

Written informed consent was obtained from the patient
before treatment and publication of the case report.
Subsequently, periodontal clinical parameters, including
plaque index, gingival index, and bleeding on probing, were
recorded. Based on the 2018 Classification of Periodontal and
Peri-Implant Diseases and Conditions (6), the patient was
diagnosed with generalized Stage II, Grade B periodontitis,
characterized by a clinical attachment loss of 3—4 mm and
radiographic bone loss involving approximately 15-33% of
the root length. Initial periodontal examination revealed poor
oral hygiene and pronounced gingival inflammation. The
plaque index was 1.9, the gingival index was 2.5, and bleeding
on probing was present at approximately 70% of sites.
Gingival bleeding had previously been considered an expected
clinical manifestation of the underlying hematologic disorder
and was thought to be difficult to control.
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INTERPRETATION: Flow cytometric analysis demonstrated loss of CD41a and CD61 expression in platelets,

consistent with a diagnosis of Glanzmann thrombasthenia.

Figure 1: Flow cytometric analysis demonstrating markedly reduced expression of CD41a (0.1%) and CD61 (0.6%) with
preserved CD42b (93%) expression, confirming the diagnosis of Glanzmann thrombasthenia.
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Routine coagulation parameters and complete blood count
values immediately before the periodontal procedure were not
available to the periodontology team because the patient was
referred with an established diagnosis of Glanzmann
thrombasthenia and was managed under the supervision of the
hematology department. Treatment planning and perioperative
hemostatic management were based on the hematologist's
recommendations rather than on independent laboratory
assessment by the periodontology team. The treatment
protocol was planned according to the recommendations of the
World Federation of Hemophilia guidelines for dental
management of patients with inherited bleeding disorders (5).
As a prophylactic measure, 6000 pg of recombinant Factor
Vlla was administered before the procedure.

In addition to systemic hemostatic therapy, local
hemostatic measures were implemented. A 5% tranexamic
acid solution (500 mg/10 mL) was used as a mouthwash for 2
minutes, four times daily for 7 days to support local
hemostasis. Non-surgical periodontal therapy, including
scaling and root planing, was performed in the inflamed
periodontal sites requiring instrumentation. Scaling and root
planing were performed using both ultrasonic scalers and
Gracey curettes during a single treatment session. Although all
four quadrants were examined, active subgingival
instrumentation was limited to localized anterior regions with
periodontal pocketing and inflammation rather than extensive
full-mouth root planing. The treatment was completed during
a single visit following consultation with the hematology team.

Immediately after the procedure, an additional 4000 pg of
recombinant factor VIla was administered. Despite
prophylactic and postoperative hemostatic therapy, persistent
gingival bleeding occurred. The severity of bleeding was
reflected by a hemoglobin decrease from 9.0 g/dL to 3.3 g/dL.
and the requirement for multiple blood product transfusions.

Due to uncontrolled bleeding, the patient required
hospitalization for three days for close monitoring and
intensive hematologic management. During hospitalization,
the patient received 7 units of platelet and plasma transfusion
as well as 6 units of packed red blood cells. After intensive
supportive therapy, the bleeding was eventually controlled and
the patient was discharged in stable condition.

Postoperatively, the patient was prescribed chlorhexidine
mouthwash and systemic doxycycline therapy (100 mg twice
daily on the first day, followed by 100 mg once daily
thereafter) as an adjunctive periodontal treatment. Following
recovery and strict plaque control measures, periodontal
parameters improved markedly. At the 6-week follow-up
examination, the plaque index decreased from 1.9 to 0.4, the
gingival index decreased from 2.5 to 0.5, and bleeding on
probing decreased from 70% to 8%. Gingival bleeding
episodes also significantly decreased after the control of
periodontal inflammation. As shown in Figure 2, periodontal
inflammation and gingival bleeding were markedly reduced at
the 6-week follow-up after non-surgical periodontal therapy
(Figure 2).

Figure 2. Clinical intraoral photographs before and after non-surgical periodontal therapy in a patient with Glanzmann
thrombasthenia. The upper row (Before) demonstrates severe gingival inflammation and bleeding, while the lower row
(After) shows marked resolution of inflammation and gingival bleeding at the 6-week follow-up. Views presented include

frontal, right lateral, left lateral, and mandibular occlusal views
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DISCUSSION

Glanzmann Thrombasthenia is a rare inherited platelet
function disorder characterized by defective platelet
aggregation and recurrent mucocutaneous bleeding. Gingival
bleeding is one of the most frequently reported clinical
manifestations and may even represent an early diagnostic
sign of the disease(1,2). Because gingival bleeding is widely
recognized as a characteristic symptom of Glanzmann
thrombasthenia, it is often attributed solely to the underlying
hematologic disorder.

However, this perception may lead to an underestimation
of local contributing factors such as periodontal inflammation.
In clinical practice, gingival bleeding in these patients may be
interpreted as an unavoidable consequence of the platelet
disorder, and therefore the role of periodontal disease may be
overlooked. As a result, patients may not always receive
adequate periodontal evaluation and management. This may
allow inflammatory periodontal conditions to persist,
potentially aggravating the severity of gingival bleeding (4).

Mechanical subgingival instrumentation remains the
cornerstone of periodontitis treatment. In contrast, chemical
plaque control serves only as an adjunctive measure and
cannot predictably eliminate subgingival biofilm or resolve
periodontal inflammation in periodontal pockets (7,8).

In the present case, the patient presented with generalized
Stage II, Grade B periodontitis accompanied by active gingival
inflammation and periodontal pockets requiring subgingival
instrumentation. Therefore, definitive control of the
inflammatory burden could not reasonably be expected
through chemical plaque control alone. Nevertheless, in
patients with severe inherited bleeding disorders, an initial
period of supragingival plaque control and oral hygiene
reinforcement before subgingival instrumentation may be
considered whenever the clinical condition permits to reduce
superficial gingival inflammation and facilitate subsequent
periodontal therapy. Because this report describes a single
clinical case, no causal inference can be made regarding the
influence of such a strategy on postoperative bleeding risk.

The present case highlights the potential role of
periodontal inflammation in the severity of gingival bleeding
in patients with Glanzmann thrombasthenia. In our patient,
severe periodontal inflammation was evident at baseline, as
indicated by high plaque and gingival index scores and
extensive bleeding on probing. Following periodontal therapy
and effective plaque control, gingival bleeding decreased
dramatically along with improvements in periodontal
parameters. These findings suggest that gingival bleeding may
not be solely attributable to the underlying platelet disorder
and that local periodontal inflammation may also contribute to
bleeding severity.

Recombinant factor VIIa (rFVIla) has a relatively short
plasma half-life of approximately 2—3 hours, and current
recommendations  generally advocate repeated bolus
administration during prolonged surgical procedures or until
stable hemostasis is achieved. In patients with Glanzmann
thrombasthenia undergoing invasive procedures, perioperative
protocols commonly recommend an initial dose of
approximately 90 pg/kg immediately before the procedure,
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followed by repeated doses at 2-hour intervals depending
on the duration of the procedure and the persistence of
bleeding (9). In the present case, however, the periodontal
procedure was completed within approximately one hour, and
an additional dose of rFVIla was administered immediately
after treatment according to the hematology team's
recommendations. Therefore, the occurrence of severe
postoperative bleeding is unlikely to be explained solely by
intraoperative loss of rFVIIa activity. Rather, the marked local
inflammatory burden may have contributed to the severity of
postoperative bleeding despite multidisciplinary hemostatic
management. Because this is a single case report, a causal
relationship cannot be established, and periodontal
inflammation should be considered a potential contributing
factor rather than the sole explanation for the observed
hemorrhagic complication.

Another important finding of this case is that severe
periodontal inflammation may have influenced the clinical
severity of postoperative bleeding despite prophylactic
hemostatic measures. Despite the administration of
prophylactic Factor VIla and the application of recommended
systemic and local hemostatic measures, the patient developed
severe postoperative bleeding that required hospitalization and
intensive hematologic management. Current recommendations
emphasize the importance of careful perioperative planning
and monitoring in patients with inherited bleeding disorders
undergoing dental procedures (5).

Therefore, careful preoperative evaluation and appropriate
monitoring are crucial when performing periodontal
procedures in patients with platelet function disorders. Even
when guideline-based prophylactic measures are applied, the
presence of uncontrolled periodontal inflammation may be
associated with an increased risk of postoperative bleeding and
potentially lead to life-threatening hemorrhagic complications.

Although staged periodontal therapy is often recommended
for patients with severe inherited bleeding disorders, the
amount of subgingival instrumentation required in this patient
was relatively limited and mainly confined to localized
inflamed anterior sites despite examination of all four
quadrants. Therefore, after multidisciplinary consultation with
the hematology team, treatment was considered feasible
during a single visit. In addition, the patient preferred to
minimize repeated hospital admissions because each treatment
session required hospitalization and expensive recombinant
factor VIla therapy. This decision was made through shared
decision-making after balancing the anticipated benefits and
risks. Nevertheless, in retrospect, considering the severity of
the postoperative bleeding, staged periodontal treatment may
represent a safer alternative for similar high-risk patients.

Overall, this case emphasizes the importance of
interdisciplinary ~ collaboration  between dentists and
hematologists in the management of patients with bleeding
disorders. In addition to systemic hemostatic therapy, control
of periodontal inflammation should be considered a key
component of bleeding management in these patients.
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