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Concentration of serum free fatty acids and its correlation analyses in patients with polycystic ovarian syndrome
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Abstract: Objective To measure the concentration of free fatty acids(FFAs)and to analyze its associations with correlative fac-
tors in the patients with polycystic ovarian syndrome(PCOS). Methods 133 PCOS women and 116 healthy,age-matched controls
were recruited. Physical examination and laboratory analysis were performed. All subjects underwent a standard 75-g oral glucose
tolerance test. 101 PCOS women and 20 controls underwent hyperinsulinemic euglycemic clamp to assess their insulin sensitivity. IR

The levels of serum FFAs in P-

COS women were significantly higher as compared with controls (P<C0. 01). Subgroup analysis showed that the levels of serum

was also estimated by homeostasis model assessment of insulin resistance(HOMA-IR). Results

FFAs in two PCOS subgroups were significantly higher as compared with the two weight-matched control subgroups(P<C0. 01).
Correlation analyses showed that in all subjects.FFAs positively correlated with BMI, waist circumference, total cholesterol(TC),
LDL-c and total testosterone(r=0. 20,r=0.18,r=0.19,r=0. 18,r=0. 18, P<(0. 05) and negatively correlated with HDL-c and
M120-180 value(r=—0.17,r=—0. 22, P<C0. 05). Conclusion

FFAs in PCOS women are elevated evidently and positively correlated with BMI, waist circumference, TC, LDL-c and total testos-

Comparing with age-matched healthy women. the levels of serum

terone, negatively correlated with HDL-c and M120-180 value.
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