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The correlation between serum superoxide dismutase,vitamin E and thyroid
hormones in patients with thyroid disease”
LIU Weiling ,LIU Weiqi , ZHOU Shaoxiong
(Department of Clinical Laboratory ,Chancheng Central Hospital , Foshan,Guangdong 528031 ,China)

Abstract: Objective To investigate the correlation between serum superoxide dismutase (SOD), vitamin
E (VitE) and thyroid hormone in patients with thyroid disease. Methods The disease group was selected from
136 of thyroid disease patients from January to February in 2018 in the central hospital of Chancheng District,
Foshan City.and the control group was selected from 100 outpatients at the same time. Venous blood was ex-
tracted from all the subjects. Thyroid hormones were detected by electrochemiluminescence. SOD activity was
measured by pyrogallol auto-oxidation. VitE concentration was detected by ELISA. Results The median ser-
um SOD concentration in the disease group was 143. 50 (134.00,156. 75)U/mL,which was lower than that in
the control group [162. 00 (154. 00,168. 00) U/mL |, difference was statistically significant (P<C0. 05). The
serum VitE concentration in the disease group [(339+129)mmol/L] was significantly higher than that in the
control group [ (2454 84) mmol/L], and the difference was statistically significant (P<C0. 05). There was a
positive correlation between SOD and FT3 (»=0.199,P=0.020) and FT4 (+=0.169,P=0. 049) in the dis-
ease group and a negative correlation with thyrotrophin(TSH) (r=—0.291,P=0.001). VitE was negatively
correlated with FT3 (+=—0.392,P<(0.01),FT4 (+=—0. 384,P<C0.01) and positively correlated with TSH
(r=0. 384,P<C0.01). Conclusion Serum SOD, VitE and thyroid hormone are related in patients with thyroid
disease. Detection of serum SOD and VitE concentrations in patients with thyroid disease can provide new
clues for the treatment of thyroid disease.
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