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[ Abstract] Objective To analyze the effects and the related factors of subclinical hypothyroidism on serum u-
ric acid(SUA) in type 2 diabetes patients( T2DM ). Methods 872 patients with T2DM were enrolled from our hospital
and divided into subclinical hypothyroidism group(n =102) and euthyroidism group (n =770) according to serum TSH
level. Clinical data,thyroid function,serum uric acid and other biochemical indexes were collected for all subjects, then
the difference of serum uric acid level between two groups was evaluated. Results (1) Compared with the euthyroidism
group, the diabetic course, age, BMI, SUA, TG, TC, LDL-C, TPOAb, TGAb level were significantly higher, and FPG,
HbA, c,FT4 levels were significantly lower (P <0.05) in subclinical hypothyroidism group. There were no significant
differences in serum FT3 and HDL-C levels between two groups. (2) Pearson correlation analysis showed that TSH level
was positively correlated with SUA , diabetic course, BMI, TG, TC,LDL-C,TPOAb, TGADb and negatively correlated with
FPG,HbA, ¢ and FT4. (3) After adjusting age, gender, diabetic course, BMI,TG,TC,LDL-C,FBG,FT4 and TSH, multi-
variate regression analysis showed that SUA was associated with the age,TG,FT4 and TSH. Conclusion Subclinical
hypothyroidism is one of the independent risk factors of hyperuricemia in type 2 diabetics.
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