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ABSTRACT

Selenium, an essential component of glutathione

peroxidase (GSH-Px) and vitamin E guard against
peroxidative damagde of erythrocytes. The objectives of
this study sre to investigate selenium status, its

relationship with vitamin E and the effect of vitamin E
supplementation on erythrocyte GSH-Px activity in
thalassemias. Forty-two thalassemic patients and 14 non
thalassemic children participated in the study. The
thalassemic patients consisted of iO with Hb H disease, 30
with P-thalassemia/Hb E and 2 with B-thalassemia major.
They were not given blbod transfusion within 3 months
prior to this study. The mean GSH-Px activity in all
thalassemic patients was significantly (P<0.05) higher

than that of the control group, but no difference was
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found in the mean erythrocyte selenium concentration.
These findings suggested normal status of selenium in
thalassemic patients. The elevation of GSH-Px activity
shown in thalassemic erythrocytes may result from the
adaptation of the erythrocytes, defense mechanism to
prevent themselves from the oxidative damage. In addition,
the patients exhibited significantly (P<0.05) lower plasma
vitamin E concentration than normal subjects. The
increased vitamin E uptake into the pathological
erythrqcytes and other tissues in order to counteract the
oxidative damage may be the plausible explanation.

Inverse correlation between plasma vitamin E level
and erythrocyte GSH-Px activity was observed among the
normal subjects and Hb H disease patients. This indicates
the adaptive physiological response of GSH-Px 1in the
condition of low vitamin E status. No correlation of
these two parameters was found in pB-thalassemia/Hb E
patients which might be due to markedly 1low .vitamin E
status as well as the possibility that GSH-Px might resach
its maximum adaptive activity. Supplementation with
vitamin E 200 mg/day for 6-8 weeks was conducted in five
thalassemic subjects with low vitamin E status.
Significant increase of plasma vitamin E to normal level
and decreased erythrocyte GSH-Px activity were found. The
findings sgree with the postulated mechanism of vitamin E-
selenium relationship in the prevention of peroxidative

damage.





