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Relationship between Hematokrit and Insulin Resistance in Community Medical Groups. Zou Caiyan,Liu Xuekui, Liang Jun,et al. De-
partment of Endocrinology, Central Hospital of Xuzhou, Jiangsu 221009, China

Abstract Objective To investigate the relationship between hematokrit and insulin resistance in a large Chinese cohort of commu-
nity crowd. Methods We conducted a community — based health examination survey for individuals who were randomly selected from res-
idents living in the urban area of Xuzhou, China, in 2009. A total of 2033 subjects were included in the present study. Physical measure-
ments, hematokrit and biomarks were measured. Insulin Resistance was assessed by the homeostasis model assessment — insulin resistance
(HOMA -1R) index. Results The level of body mass index, blood pressure, triglycerides, total cholesterol, LDL, serum uric acid and
other metabolic indicators increased following the increase of the level of HCT. And the difference was statistically significant. With the in-
crease of HCT deposited quartile value from low to high group, HOMA - IR was still showed upward trend, even after adjusting for gen-
der, age, lipids( P =0.008). HCT significantly interacted with body mass index to HOMA — IR( P =0.003). With increasing of levels of
body mass index and HCT, the number of cases of insulin resistance was also significantly increased. Conclusion Our data indicated
that in apparently healthy Chinese adults, HCT was independently related to insulin resistance, even after adjusting for sex, age, body

weight, blood pressure and lipids. In addition, body mass index interacted with HCT to affect insulin resistance. Body mass index may

modify the association between HCT and insulin resistance.
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