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Introduction
Dengue haemorrhagic fever (DHF) is a growing
global health issue, affecting over 100,000 cases
each year [1]. It is endemic in Sri Lanka and the
incidence has increased during the last five years.
The disease has a broad range of bleeding
manifestations due to thrombocytopenia,
vasculopathy and a coagulopathy. However retinal
haemorrhages are very rare in DHF. We report a
case of DHF with subarachnoid, retinal and
vitreous haemorrhages.

Case report
A previously healthy 31 year old man was
transferred to Teaching Hospital Karapitiya with
fever and vomiting of five days. He was
transfused with intravenous fluids and platelets
on day four of the illness for thrombocytopenia
(patelet count – 18 x 109/L and high PCV – 47%)
at Base Hospital Hambantota. On the fifth day
he was afebrile, but remained flushed. There was
generalized ‘flushing’ multiple echymotic patches
lymphadenopathy hepatomegaly and bradycardia
(pulse rate 50/min). BP was normal (110/70
mmHg). There were no pleural effusions, neck
stiffness or focal neurological signs.
Investigations at this stage revealed a Hb of
15 g/dL, PCV- 45%, Platelet count of 50 x 109/L,
WBC/DC3.88 x10 9/L, (Neutrophils-53%) a
normal clotting profile, normal echocardiography,
elevated ASL and ALT (497 & 257 IU/L). ECG
showed a sinus bradycardia. The blood film
showed few reactive lymphocytes. US abdomen
showed hepatomegaly, ascites and acalcular
cholecystitis. On the same evening he developed
a severe headache and further bradycardia (pulse
rate - 26/min). Fundi were normal. On the
following morning bilateral retinal haemorrhages
were detected and CT brain revealed a
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subarachnoid haemorrhage (SAH). Platelet count
towards evening was 20 x 10 9/L. He was
transfused with platelets.
On the day seven he developed partial 3rd cranial
nerve palsy in the left eye and had evidence
of pulmonary oedema. Platelet count was
55 x 109/L and WBC/DC was 19.2 x 109/L with
80% neutrophills. His blood gases warranted ICU
care. From day 8 onwards he started improving.
The diagnosis of DHF was based on clinical
features such as fever, thrombocytopenia,
hepatomegaly and plasma leakage as evidenced
by high PCV and ascites. Secondary dengue
infection was confirmed by the presence of both
IgM and IgG antibodies against dengue virus.
During follow up at the eye clinic, his visual acquity
deteriorated to 6/36 in the right eye and
haemorrhage extended to vitreous. Even after five
months vitreous haemorrhage did not resolve and
warranted a vitreactomy. His vision returned to
normal following surgery.

Discussion
Neurological manifestations are rare in DHF and
were seen in 1% cases in a study done in Vietnam
[2]. These include mononeuropathies,
polyneuropathies, Guillain-Barre syndrome and
transverse myelitis. Encephalopathies may result
from intracranial haemorrhage, cerebral oedema,
liver failure and electrolyte imbalances [3]. Retinal
haemorrhages in Dengue are extremely rare.
There were two studies, which reported retinal
haemorrhages, among patients with DHF [1].
(Incidence < 1% and 2.8%).
His bradycardia was attributed to the SAH, and
associated raised intracranial pressure. Retinal
haemorrhage and SAH occurred in our patient at
platelet count above 45 x 109/L highlighting the
contribution from platelet function defects and
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vasculopathy in addition to thrombocytopenia in
the mechanism of haemorrhage in DHF as shown
earlier. Coagulopathy is also shown as a
contributory factor [4].
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Importance of anticipation and detection of unusual
manifestations in DHF and appropriate
management is emphasised.
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Introduction
Rosai Dorfman disease (RDD), or Sinus
Histiocytosis with massive lymphadenopathy, is
an idiopathic, usually self limiting, proliferative
histiocytic disorder affecting lymph nodes [1].
Since this initial description several cases with
extra nodal involvement have also been described.
However Nodal RDD still remains the commonest
mode of presentation [2].

CT scan of the neck showed findings in keeping
with nodal lymphoma. Bone marrow aspiration
and trephine biopsy however, were negative for
lymphoma. The patient was referred to the
Oncological Surgeon and bilateral cervical block
dissection was performed.
On gross examination, the multiple enlarged lymph
nodes were matted together and the cut surface
was pale grey, firm and rubbery (Fig 1).

Case report
A 32 year old female presented with gradually
increasing bilateral neck swelling of several
months duration. A cervical lymph node biopsy
revealed granulomatous lymphadenitis with
features favouring an atypical mycobacterial
infection. The Mantoux test was negative and the
ESR was 90 mm. Other haematological
investigations were within normal limits. The
patient was commenced on anti TB therapy but
there was no improvement.
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Figure 1
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