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O ABSTRACT 0O

This paper investigates the Haemoglobinopathies for newborn babies in Lattakia city
to figure out the rate of its occurrence and to early detect the Sickle cell disease. Moreover,
it sheds light on the benefits of performing such screening. The experiment examines 300
samples taken from the umbilical cord blood. we have noticed that the samples which
show HbS have been 4%, all of them with (HbS<HbA<HbF). This means that all of them
carry Sickle cell trait. The samples which show Hb Barts have been (3.6%); these high
ratios explain the rewords of exploiting these sorts of tests in order to early detect the
disease. Furthermore, in some cases, it is very difficult to diagnose Thalassemia Alfa
patients later due to the absence of Hb Barts; this necessitates performing more

complicated tests such as DNA analysis or a/ B chain ratio.
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