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ABSTRACT

Haemoglobinopathies prevalence and distribution among ethnic groups
inhabiting the Red Sea state in Sudan was not reported till date.
Accordingly, this cross-sectional descriptive study has been conducted to
address this problem in that area. The study was conducted in Port Sudan
city in the period from 2011 to 2013 to screen for haemoglobinopathy in
anemic patients referred to three Hematology laboratories in major
hospitals. The study sample included 600 patients, 54% males and 46%
females aged between 1 and 98 years old, of whom 209 (34.83%) were
selected on hematological basis and subjected to capillary
electrophoresis. Five milliliters of blood were drawn from each subject
for CBC (Sysmex KX 21N), peripheral blood films, hemoglobin
electrophoresis and genotyping. The results showed that
haemoglobinopathy was detected in 59 (28.22%) subjects of whom 26
(44.06%) showed electrophoretic patterns of sickle cell anemia and
confirmed by DNA analysis to be Benin (BEN) haplotype, 29 (49.15)
beta thalassaemia trait (All 200% showed the -88(C—T) beta thalassaemia
mutation), 2 (3.38%) hemoglobin D trait, 1 (1.69%) hemoglobin E trait
and 1 (1.69%) showed beta thalassaemia major. The study concluded that
occurrence of these frequencies in this population indicated that the target
group have haemoglobinopathies that is most probably loaded to the area
through the migration of many African tribes into the Sudan early during
the eighteenth century and recommended that the patients with
hemoglobin below lower limits of normal in respect to age and sex, MCV
and MCH lower than 78fl and 27pg, respectively, should be screened for
haemoglobinopathy, besides the establishment of a center for diagnosis
and control of haemoglobinopathy in that area.
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