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[ Abstract |

in male patients with type 2 diabetics. Methods Totally 183 male patients with type 2 diabetics were included in this study. Biochemi-
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Objective To evaluate the relationship between insulin resistance and serum prostat specific antigen( PSA) levels

cal analyses including fasting plasma glucose( FPG) ,serum fasting levels of insulin( FINS) ,HbA1C, lipid, free prostate specific antigen
(fPSA) and total prostate specific antigen (tPSA) were performed. Insulin resistance index( HOMA-IR ) and body mass index ( BMI)
were calculated. Based on HOMA-IR, patients were divided into insulin resistant group (IR >2.8) and non-insulin resistant group (IR
<2.8). Based on median of tPSA , patients were divided into group of tPSA=0.732 wg/L and group of tPSA <0. 732 g/L. Results
BMI was more increased in insulin resistant group (69 cases) compared with non-insulin resistant group (114 cases) (P < 0.05). tP-
SA was more increased in non-insulin resistant group compared with insulin resistant group( P <0.05). BMI and HOMA-IR were more
increased in group of tPSA <0.732 pg/L (91 cases) compared with group of tPSA=0.732 pg/L (92 cases) (both P <0.05).PSA
was positively correlated with age,fPSA and LDL (r =0.345,0.865,0.200; all P <0.05) ,and negatively correlated with IR and BMI
(r=-0.151, -0.155; both P <0.05). Conclusion Insulin resistance and obesity play roles in the PSA decreasing.
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