
Topic: HAS THE TIME FOR SELENIUM ADMINISTRATION IN AITD 
ARRIVED? 

Title: Effects of 12 months treatment with L-selenomethionine on serum 
anti-TPO levels in patients with Hashimoto’s thyroiditis. 
 
Authors: Mazokopakis EE, Papadakis JA, Papadomanolaki MG, et al. (Crete, Greece) 
 
Reference: Thyroid 17: 609-612, 2007 
  

SUMMARY 

Objective: The authors studied the effects of selenium (Se) treatment on serum anti-TPO antibody in 
Greek patients with Hashimoto’s thyroiditis (HT). 

Design: Eighty women with HT were studied prospectively for 1 year (median age 37 yrs, range: 24-
52 yrs). All patients received 200 µg Se in the form of L-selenomethionine orally for 6 months. At the 
end of the 6-month period, 40 patients continued taking 200 µg Se (Group A) and 40 patients stopped 
(Group B). Serum TSH, free T4 and free T3, TPO-Ab and Tg-Ab levels were measured at baseline and 
at the end of each 3-month period. 

Main Outcome: There was a significant reduction of serum TPO-Ab levels during the first 6 months, 
(by 5.6% and 9.9% at 3 & 6 months, respectively). An overall reduction of 21% (P<0.0001) compared 
with the basal titers was  noted in Group A. In Group B, serum TPO-Ab levels were increased by 4.8% 
during the second 6-month period. 

Conclusions: The study showed that in patients with HT, 6 months of Se treatment caused a 
significant decrease in serum TPO-Ab levels, which was more profound in the 2nd trimester. The 
extension of Se supplementation for 6 months resulted in an additional 8% decrease, while the 
cessation caused a 4.8% increase, in TPO-Ab titers. 

   
 
COMMENT
Present work is not the first study to show 
a significant decrease in thyroid auto-
antibody levels with Se administration, but 
confirmed the data obtained by Duntas 
(2003) and Turker (2006), even though in 
the present study the overall ‘beneficial’ 
effect was not as marked as in the two 
previous studies mentioned above. 
However, it was of interest that extending 
Se administration for 6 additional months 
reinforced the decrease in TPO-Ab levels, 
while in the other – untreated group – the 
TPO-Ab titers tended to rise again. 
What about the mechanism? Selenium acts 
in the form of selenocysteine as a 

component of various selenoproteins, 
which form a complex defence system that 
protects the thyroid gland (as well as many 
other tissues) from the deleterious effects 
of H2O2 and reactive oxygen species. Se 
supplementation in patients with 
autoimmune thyroid disease seems to 
modify the inflammatory and immune 
responses, probably by enhancing GPX 
(glutathion peroxidases) and TR 
(thioredoxin reductases) activities and 
decreasing toxic intra-thyroidal H2O2 
concentrations resulting from thyroid 
hormone secretion. One of the unsettled 
questions is whether the benefits of Se 
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treatment are seen only in patients with Se 
deficiency or also in conditions with Se 
sufficiency. 
Is this effect of Se administration clinically 
relevant? The authors indicated that there 
were no significant changes between serum 
concentrations of TSH, free T4, free T3, 
and TG-Ab during the study period. It also 
seems that the dosage of l-T4 taken by 33 
(out of 80) patients was not modified 

during the whole study period. Therefore 
and in summary, we are left with a certain 
degree of uncertainty with regard to the 
true benefits of reducing TPO-Ab titers by 
an overall 21%, and without additional 
knowledge concerning possible side effects 
of prolonged Se supplementation, and even 
perhaps some detrimental effects in other 
organs or tissues.  
(Daniel Glinoer, M.D.; Ph.D.) 
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