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D I A G N O S I S

The complete blood count showed a haemoglobin of 
4.8 mmol/l, thrombocytes of 11 mmol/l and leucocytes 
of 8.2 mmol/l. The peripheral blood smear revealed 80% 
leukaemic blasts, tear drop cells and fragmentocytes. 
Clotting times and fibrinogen levels were normal. 
A transformation of his myelodysplastic syndrome into 
an acute myeloid leukaemia was suspected. This was 
confirmed by bone marrow which showed 71% blasts 
with strong positive myeloperoxidase staining and 
immuno phenotyping revealing predominantly myelocytic 
blasts fitting an acute myeloblastic leukaemia. Tumour 
cytogenetic and molecular analysis showed a normal male 
karyotype and no mutations.
Gingival enlargement can be a sign or even a presenting 
symptom of acute leukaemia, especially when there is a 
prominent monocytic component.1 It is not unusual that 
a dentist is the one who refers the patient to an internist 
for further analysis. An observational study showed that 
up to 66.7% of patients with acute monocytic leukaemia 
have gingival infiltrates or hyperplasia. Followed by 18.5% 
in patients with acute myelomonocytic and 3.7% with 
myeloblastic leukemia.2 For unknown reasons it seems 
that acute lymphocytic leukaemia rarely causes gingival 
enlargement.3 Hyperplasia can be due to direct infiltration 
of leukaemic cells. In that case it is called a myeloid 
sarcoma or chloroma. Sometimes, however, cytology 
only shows a reactive pattern without infiltration.4 A 
histological biopsy was not performed in our patient. There 
is probably a tooth-associated factor in the pathogenesis 
since leukaemic gum invasion is not seen in people who 
are edentulous.2 
Gingival hyperplasia is also a fairly well-known side 
effect of certain drugs. It has been well described with 
calcium antagonists, cyclosporine and antiepileptic drugs.5 

More recently also vemurafenib has been identified.6 
Furthermore it can be a manifestation of an autoimmune 
disease, namely granulomatosis with polyangiitis, Crohn’s 
disease, tuberculosis and sarcoidosis.7 The obvious therapy 
is treating the underlying disease or abstaining from the 
responsible drug. 

The patient participated in the European Organisation for 
Research and Treatment of Cancer (ORTC) 1301 trial and 
was initially only treated with two cycles of decitabine. 
Because there was progression of disease under this 
regimen he was switched to an intensive therapy according 
to the Hemato-Oncology Adult Netherlands (HOVON) 
103 trial. After two cycles of cytarabine, remission was 
achieved and he was referred to an academic hospital 
for an allogenic bone marrow transplantation which 
was successful. With this, his gingival enlargement also 
improved back to normal.
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