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ABSTRACT

The thalassemais are hereditary hemolytic anemias caused by
mutations affecting synthesis of hemoglobin (Colah, 1998). Cardiac
complications are the most common causes of death in patients with
Cooley’s anemia. Pulmonary hypertension may be another important
factor contributing to the cardiac death in patients with thalassemia major
(Du et al., 1997). Pulmonary hypertension is a multifactorial disorder in
which different factors may prevail in every single patient. It is due to an
elevated pressure in the pulmonary vascular bed caused by increased
PVR and CO (Assospos et al., 1995). Increased PVR is due to
hypoxemia, restriction of pulmonary vascular bed by chronic pulmonary
hemosiderosis, and the prescence of a restrictive pulmonary disease in
thalassemics. Increased CO is due to anemia, low PO., altered O delivery
to the tissues and low 2,3 DPG in transfused blood ( Aessospos et al.,

1995).






It may result from a hypercoagulable state after splenectomy (Du et
al., 1997).

Our study population consisted of 32 patients aged 1-18 yrs with
the classical homozygous B-thalassemia. They were subjected to full
clinical laboratory and echocardiographic examination. The group of
patients who proved to have pulmonary hypertension received L-carnitine
orally in a dose of 50 mg/kg/day for 3 months.

After reevaluation our results showed:

e Improvement in cardiac dimensions but not to significant

increments.

e  The systolic functions of the heart showed improvement in
the ratio of aortic Preej to LEVT.

e  The diastolic functions were not affected by L-carnitne.

e More impotently there was significant decreased in PASP
which became comparable to controls normal thalassemics.

e The remaining diameters of the pulmonary flow as regards
the acceleration time, deceleration time the pulmonary flow
velocity the ratio of Preej to RVET all improved
significantly.

The improvement in PASP is probably is due to increased peak O2

consumption, exercise time and peakn exercise heart rate (Anand 1998).
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