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Impact of calcitriol on the thyroid peroxidase antibody, thyroglobulin_antibody levels and Th17/Treg related cytokines in serum of
patients with Hashimoto's thyroiditis FU Liping, JIN Jianhong, WANG Baofa, et al. Department of Metabolism and Endocrinology,
Hangzhou Traditional Chinese Medical Hospital, Hangzhou 310007, China

[ Abstract ] Objective To investigate the impact ‘of calcitriol on serum levels of thyroid peroxidase antibody (TPOAb) ,
thyroglobulin antibody (TgAb), Th17/Treg related cytokineés IL-10 and IL-17 in patients with Hashimoto’s thyroiditis (HT).
Methods Seventy patients with Hashimoto’s thyroiditis were randomly divided into trial group (n=36) and placebo group(n=34).
The trial group received calcitriol 0.25ug /day for 12 wks. The serum thyroid hormone, TPOAb, TgAb, IL-10 and IL-17 levels were
detected before and after treatment. Results.. There was no change in thyroid hormone levels before and after treatment in both
groups (P =>0.05). Serum TPOAb, TgAb and1L-17 levels in the trial group decreased significantly after the treatment (P<0.01),
while the serum IL-10 level in the tfial group increased significantly after the treatment(P<0.01). There were significant differences
in TPOADb, TgAb, IL-17, IL-10levels between the two groups after the treatment (P<0.01). TPOAD level was negatively correlated
with IL—10 and positively correlated with TPOAb and IL-17 levels in the trial group; and a negative correlation between the change
of TgAb and IL-10 also'was found. Conclusion Calcitriol can reduce TPOAb and TgAb levels in patients with Hashimoto’s thy—
roiditis through regulatingTh17/Treg related cytokines IL-10 and IL-17.
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