Malaysian Journal of Medicine and Health Sciences (eISSN 2636-9346)

CASE REPORT

Acquired Platelet Dysfunction with Eosinophilia in a Young Boy:
Report of A Case

Norsarwany Mohamad '2, Syahrain Suhaimi '?, Zefarina Zulkafli 23, Rosnah Bahar 2*

' Department of Paediatrics, School of Medical Sciences, Universiti Sains Malaysia Health Campus
2 Hospital Universiti Sains Malaysia, 16150, Kubang Kerian, Kelantan, Malaysia
> Department of Hematology, School of Medical Sciences, Universiti Sains Malaysia Health Campus

ABSTRACT

Acquired Platelet Dysfunction with Eosinophilia (APDE) is a condition that can easily be mistaken with immune
thrombocytopenic purpura, Von Willebrand’s disease or non-accidental injury in children. Clinically patients share
a similar presentation which is bruises on the extremities, body, and face. However, these conditions have different
laboratory findings and different approach of management. We reported a 6 year and 3 months old boy with bruises
but otherwise well. Initially, it was suspected as immune thrombocytopenic purpura, however later a diagnosis of
APDE was entertained in view of a normal platelet count on peripheral blood film and high initial eosinophils. The
coagulation results were normal. The percentage of eosinophilia was exceptionally high despite no history of atopy
or worm infestation. One needs to consider eosinophilia and platelet dysfunction in a relatively well patient who

come with bruises.
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INTRODUCTION

Acquired platelet dysfunction with eosinophilia (APDE)
is relatively rare, an acquired blood disorder which is
characterized by a normal platelet level, but abnormal
function in the presence of eosinophilia. It is almost
exclusively occurs in children in South-East Asia region.
The actual incidence is unknown but cases has been
reported from time to time. There are not many cases
reported in Malaysia hence we do not know it’s true
prevalence. In APDE, platelets do not function properly,
and patients usually presented with a sudden onset of
bleeding tendency like bruises, gum bleeding, epistaxis
or gastrointestinal bleeding. Majority of the patients
will have mild symptoms like bruises only, hence
mimicking immune thrombocytopenia condition, but
the later is expected to have a low platelet count. Hence

this can give a puzzle to the less experienced doctor
especially with a normal platelet counts and without
the availability of eosinophil counts. Other differential
diagnosis to be considered are non-accidental injury
and Von Willebrand’s disease which both have normal
platelet counts.

CASE REPORT

A 6-year and 3 months old Malay boy presented with a
2-weeks history of bruises. Otherwise, he was well. This
was associated with a short episode of epistaxis 5 days
prior to the hospital admission. He recalled a recent
episode of runny nose but denied fever, allergic rhintis
or other upper respiratory tract infection. He developed
bruises spontaneously and with minor trauma. There
was no family history of malignancy or haematological
disorder. Physical examination revealed an alert and
active child. He was pink. There were shotty cervical
nodes palpable and bruises on the inner right thigh and
left forearm. The size and shape of bruises varies, up to
the size of a 20 cent Malaysian coin. Old bruises were
seen on the shin and left knee. New crop of bruises also
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occurred at the right forearm and right shoulder. The
blood film showed platelet of 203 X107/L (normal value
150-450 X10%L), haemoglobin 12.5 g/dL, white blood
cells of 10.84 X 10%/L and eosinophil was 2.62 X 10%/L
(21.1%) (normal value 1-4%). The platelet morphology
was normal as evidenced by normal size, granules and
pinkish in colour (Figure 1).
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Figure 1:
A: FBP showing eosinophilia (X 10 magnification)
B: FBP showing eosinophil (X 40 magnification)

His clotting factor was normal, whereby INR was 1.03
and aPTT was 36.10 secs. The initial platelet function
test was inconclusive, and the repeated platelet function
was done when bruises were already resolved (Table 1).
Hence, the expected result was normal. There was no
stool ova and cyst detected. He was treated with oral
loratadine 5 mg daily for 1 month and oral albendazole
400 mg daily for 2 doses. There was no more episode of
bruises or epistaxis on follow up.

Table I: The results of patients’ platelet aggregation test

TEST At Diagnosis At Resolution
ADP Patient/control Inconclusive  Normal
Epinephrine (10pM) Patient/ Inconclusive  Normal
control
Arachidonic Acid (0.5mM/ml) Inconclusive  Normal
Patient/control
Ristocetin (1.5mg/ml) Patient/ Inconclusive  Normal
control
Ristocetin (0.5mg/ml) Patient/ Inconclusive  Normal
control
Collagen (2pg/ml) Patient/control  Inconclusive ~ Normal
DISCUSSION
APDE is transient, where patient presents with

spontaneous bruising and long bleeding times, yet
normal platelet counts.The exact cause of this condition
is not known. It is characterised by a transient defect in
platelet function in the presence of marked eosinophilia.
It has been mainly found in the region of Thailand,
Malaysia, and Singapore and rarely seen outside the
endemic area. Majority of the cases occur among the
paediatric population; however, few adult cases have
also been reported. According to Laosombat et al, the
prevalence of the disease is slightly more in male as
compared to females with a ratio of 1.15:1.Previous
studies by Laosombat et al have shown that parasites

induce eosinophilic activity, resulting in antibody
formation and the formation of immune complexes that
are capable of binding to platelets leading to abnormal
secondary aggregation (2). Maziero et al have described
eosinophil cationic protein, the basic protein of the
eosinophil primary matrix, as an inhibitor of platelet
aggregation (3). However, parasites may not be the only
etiological source in APDE. Szczeklik et al has shown
that prolonged bleeding time and reduced platelet
aggregation can also be observed in patients with
eosinophilic inflammation, such as asthma or allergic
rhinitis (5). Hence, both asthma and allergic conditions
should also be considered in patients with APDE who
do not live in or have no travel history to endemic areas.
Further study needs to be conducted to understand other
possible causes of APDE.

The salient features of APDE are recurrent spontaneous
bruising, normal platelets count, normal haematocrit,
normal coagulation studies, marked eosinophilia,
prolonged bleeding time, abnormal platelet aggregation,
and associated parasitic infection such as hookworm,
Trichuris, Ascaris, Enterobius, or Giardia lamblia. The
spontaneous bleeding episode may present in any
condition and the commonest initial symptoms reported
is painless ecchymoses. This is followed by epistaxis
in about half of the cases and there is no intracranial
haemorrhage incident reported by Laosombat et al (2).

Diagnosis of APDE is based on clinical presentation,
blood tests to measure platelet count and function
and eosinophil count, and exclusion of other causes
of platelet dysfunction. When a well looking child
presented with multiple bruises and epistaxis with no
hepatosplenomegaly, a more common condition like
immune thrombocytopaenic purpura (ITP) or Von
Willebrand’s disease should be suspected. A low platelet
count in full blood count would support the diagnosis
of ITP and exclude Von Willebrand’s disease. However
if platelet count is normal, then platelet function test
needed to be carried out.The majority of patients with
APDE exhibit reduced or absent platelet aggregation
in response to collagen, ADP and epinephrine (2,4).
This findings also can be seen in inherited storage pool
disease. However, majority of cases of APDE will resolve
after treatment of the underlying cause for eosinophilia
as compare to inherited storage pool disease. The
method employed for platelet aggregation testing for
this patient is using whole blood for screening and
followed by platelet rich plasma for confirmation. The
initial platelet aggregation test for our patient yielded
inconclusive result because the control also showed
abnormal platelet aggregation. Other possibilities for
inconclusive result could be the control’s sample was
activated or due to other interferences. The repeated
platelet aggregation test in this patient showed normal
aggregation to collagen, ristocetin, ADP, arachidonic
acid and epinephrine. Since he has recovered from
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eosinophilia, his symptoms improve and platelet
function return to normal (Table 1).

Parasites can be identified during stool tests for
approximately 50% to 60% of patients with APDE.
Many were treated with antihelmintic (1). Our patient
did not demonstrate positive stool ova and cyst nor gave
history of allergic rhinitis or asthma. He only has mild
runny nose prior to incidence of bruises. Because of very
high eosinophil, he was given both loratadine which
usually indicated in allergic rhinitis and albendazole as
empirical treatment for deworming. Our case resembles
a few of previous cases , but diagnosis of APDE was
made early since eosinophils count was part of initial
investigation as compared to other cases.

CONCLUSIONS

Children with bruises or other bleeding tendency can
have a normal platelet count or a normal coagulation
profile. Hence it is important to also check for presence
of eosinophilia where it can affect the platelet function,
hence revealing the likely diagnosis.
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