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Abstract: Objective To investigate the relationship between polycystic ovary syndrome (PCOS) and endocrine and
metabolic characteristics (such as thyroid function, glucose and lipid metabolism, sex hormone and so on) of autoimmune
thyroiditis (AIT). Methods Sixty-seven patients with PCOS from January 2015 to April 2018 were selected as the control
group,and 67 patients with PCOS and AIT during the same period were selected as the experimental group. The related
indexes of two groups were detected. (1) Thyroid function and immune indexes ; serum thyroid stimulating hormone (TSH) ,
total triiodothyronine ( TT3) ,total thyroxine (TT4) ,free triiodothyronine ( FT3) ,free thyroxine ( ¥T4) ,thyroid peroxidase
antibody (Tpo-Ab) , thyroglobulin antibody (Tg-Ab); (2) Sex hormone indexes: follicle stimulating hormone ( FSH) ,
luteinizing hormone (LH) ,estradiol (E2) ,prolactin (PRL) and testosterone (T);(3) Lipid metabolic indicators ; serum
total cholesterol (TC) , triglyceride ( TG ), apolipoprotein A ( apoA ) , apolipoprotein B (‘apoB) , low density lipoprotein
cholesterol (LDL-C) and high density lipoprotein cholesterol (HDL-C) ; (4) Glucose metabolic indicators ; fasting glucose

(FBG) ,fasting insulin ( FINS) and homeostasis model insulin resistance index ( HOMA-IR) were calculated. And the
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differences of each index were compared between two groups. Results  Serum levels of LH, LH/FSH and PRL in PCOS
patients with AIT were significantly higher than those in PCOS patients,while T was significantly lower than that in PCOS
patients (all P <0.01). And there were no significant differences in BMI, WHR,FSH and E2 between two groups (all P >
0.05) . The level of TSH and positive rate of Tpo-Ab and Tg-Ab in PCOS patients with AIT were significantly higher than
those in PCOS patients (all P <0.01) ,while TT4 and FT4 were significantly lower than those in PCOS patients (all P <
0.01) ;there were no significant differences in TT3 and FT3 between two groups (all P >0.05). Among PCOS patients, 11
(16.42% ) were Tpo-Ab positive and 8 (11.94% ) were Tg-Ab positive. The levels of FBG,FINS, HOMA-IR, TG, apoA
and apoA/apoB in PCOS patients with AIT were significantly higher than those in PCOS patients (all P <0.01). And there
were no significant differences in TC, apoB, HDL-C and LDL-C between two groups (all P >0.05). HOMA-IR in both
groups were higher than normal values. Linear correlation analysis showed that TSH was positively correlated with E2,PRL
and TG (all P <0.01),and negatively correlated with HDL-C (P <0.01). Conclusion AIT affects the endocrine and
metabolism function of PCOS patients, which is closely related,but the specific mechanism needs further study.

Key wordss: Polycystic ovary syndrome; Autoimmune thyroiditis; Thyroid function; Sex hormone; Glycometabolism;
Lipid metabolism
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