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Abstract Objective To explore the differences of clinical characteristics and biochemical levels in patients of polycystic ovary syn-
drome (PCOS) with different homeostasis model assessment insulin resistance index( HOMA — IR ), and to provide a basis for clinical
treatment. Methods  Totally 294 cases patients of PCOS were divided into three groups according to the HOMA - IR: group A
(HOMA -1R<1.66), group B (1.66<HOMA - 1R <2.69), group C(HOMA - IR=2.69), to compare the clinical characteristics
and biochemical level of each group. Results The constituent ratios of A, B and C three groups were 15.66% , 22.49% and 61.85%
respectively. The age of menophania in group B and C was higher than that in group A. The weight, BMI, waist, hip, WHR and the inci-
dence of acanthosis nigricans in group C were higher than those in group A and B, and the incidences of hairy and acne in group C were
higher than those in the group A. The LH, LH/FSH, TG, TC and LDL - C were higher than those in group A and B, SHBG and HDL -
C in group C were lower than those in group A and B. The PRL in group C was lower than in group B. The FPG and FINS in three groups
were group C > group B > group A(P <0.05). HOMA - IR was positively correlated with age, weight, BMI, waist circumference, hip
circumference and WHR, LH, LH/FSH, TG, TC, LDL - C, FPG, FINS, and negatively correlated with SHBG and HDL - C levels.
Conclusion There is a certain correlation between IR and PCOS, and when the HOMA - IR is 2. 69 as a demarcation point, PCOS pa-
tients have obvious clinical biochemical level abnormality, so the PCOS patients with HOMA - IR=2. 69 should be paid more attention to
prevent the occurrence of further development of the disease.
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