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ABSTRACT: 
Orbital compression syndromeis one of Orbital complications in sickle cell disease (SCD) in 
which a vaso-occlusive process affecting the marrow space of the orbital bone results in 
subperiosteal hematomas as a result of bone marrow infarctions. It is one of the unusual 
manifestations of SCD. Usually presents as frontal headache, fever and eyelid oedema. Here we 
report an 8 year-old Sudanese girl known to have SCD since the age of one year based on HB 
electrophoresis, presented with bilateral orbital compression syndrome and multiple scalp 
infarctions, treated conservatively but at the end she undergoes operative orbital decompression 
when she start to developsings of optic nerve dysfunction and rapidly increasing  hematomas to 
prevent loss of vision and to speed recovery, The ophthalmologist found that the orbital 
hematomas get secondary infected swab for culture and sensitivity taken and she received 
Gentamycin for two weeks and fortunately her vision was preserved. 
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etinopathy, retinal artery occlusions 
and anterior segment ischemia all 
are Ocular manifestations of sickle 

cell disease1 but infarction of the orbital 
bones has infrequently beenreported,which 
presents as acute proptosis,ocular pain, 
ocular motility affection and compression of 
the optic nerve, resulting in orbital 
compression syndrome1. 
To best of our knowledge, 36 cases of OCS 
have been reported2- 8. Most of the cases, 
83% occur in homozygous haemoglobin 
S.Orbital wall infarction typically occurs in 
youths because there is more marrow space 
in the orbital bone in children than there is 
in adults9. The mean age of presentation in 
the36 reported cases was 13 years, with the 
youngest reported age at 2 years6. Mostcases 
of OCS resolve with conservative 
treatment2,10,11.  Among the reported cases,  
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only one case ended with permanent visual 
loss in the patient left eye. This patient had 
severe bilateral disease and was managed 
conservatively2. 

CASE REPORT: 
We report here an eight years oldSudanese 
girl known to have sickle cell disease 
(HbSS) since the age of one year based on 
HB electrophoresis. She presented with 
fever, cough, pain and swelling of her ankles 
for 3 days. The pain was severe and 
progressive to the degree that made her 
unable to walk or do daily living activities. 
She had history of repeated admissions with 
painful crisis. 
On examination she was ill, febrile temp 
40 C, very pale, in pain, her weight and 
height both below 3rd percentile for her age 
and sex. She had 4 cm tender hepatomegaly 
and 6 cm spleen. Chest examination 
revealed signs of right upper lobar 
consolidation in form of bronchial breathing 
and crackles. Her O2 saturation was 96% on 
room air. 
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