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Abstract: Objective To explore the relationship between serum ferritin ( SF) level and the islet B cell function in
hypertension patients with different glucose metabolism. Methods A total of 112 hypertension patients presented in the
department of endocrinology between January 2009 and June 2011 were included in this study. The body mass index ( BMI)
and waist circuit ( WC) were measured; fasting blood-glucose ( FPG ), triglyceride ( TG ), high density lipoprotein
cholesterol (HDL-C) ,low density lipoprotein cholesterol ( LDL-C) , uric acid ( UA) , fasting insulin ( FINS) and SF were
detected ; homeostasis model assessment-insulin resistance index ( HOMA-IR) and HOMA B cell function index ( HOMA-
B) were calculated. According to 75 g glucose tolerance test, the patients were divided into three groups: normal glucose
tolerance (NGT) group (30 cases) ,impaired glucose regulation (IGR) group(46 cases) and newly diagnostic diabetes
mellitus (DM) group(36 cases). Results There were no statistical differences in the levels of BMI, WC,CHO,LDL-C and
HDL-C in three groups(all P >0.05). The levels of FPG, FINS, TG, SF, HOMA-IR in DM group were all significantly
higher than those in IGR group and NGT group(all P <0.05) ,and the level of UA in DM group was significantly higher
than that in NGT group, while HOMA- were significantly lower than that in NGT group (all P <0.05). Compared with
NGT group,the levels of FPG, TG, SF and HOMA-IR increased significantly (all P < 0. 05), and HOMA-Bdecreased
significantly (all P <0.05)in IGR group. After the adjustment of age and gender, partial correlation analysis showed that
SF was positively correlated with FPG(r=0.466,P < 0.01),FINS(r =0.413,P < 0.01)and HOMA-IR (r = 0. 443,
P <0.01) ,respectively. Conclusion When glucose metabolism abnormality occurs in patients with hypertension, serum

SF level can obviously increase,and it is associated with insulin resistance.
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