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Clinical significance of determination of serum concentration of testosterone and
adiponectin level in old male patients with TZDM and CHD"
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[Abstract]| Objective To explore the significance of changes of serum adiponectin and testosterone levels in old male patients with
type 2 diabetes mellitus(T2DM) and coronary heart disease(CHD). Methods A total of 122 male patients(more than 60 years old) were
enrolled into this study, T2DM patients without CHD(T2DM group.n=40) ; T2DM patients with CHD (CHD group,n= 38) ; control
group(n=144,44 cases of physical healthy men over the age of 60 in Qinghai Provincial People’s Hospital from November 2014 to Septem-
ber 2015). The serum of fasting blood-glucose, glycosylated hemoglobin(HbAlc)and blood lipid were detected by Roche cobas 800 full auto-
matic biochemical analyzer, the serum concentration of testosterone('T) was determined by the chemiluminesent immunoassay, serum adi-
ponectin( APN) levels were determined by the enzyme linked immunosorbent assay,the serum insulin( FINS) levels were evaluated by chemi-
luminescence method,according to the steady-state model evaluation method for calculation of insulin resistance (HOMA-IR) , the difference
among the three sets of the above indexes indicators were compared,and the correlation between APN and other indicators above were ana-
lyzed. Results Compared with control group,the serum T and APN levels in the T2DM group and CHD group were significantly decrease,
and the CHD group was the most obviously (P<Z0. 05). Compared with control group,the FPG,FINS, triglycerides(TG) , low density lipo-
protein cholesterol(LLDL-C) and homeostasis model assessment-insulin resistance (HOMA-IR) levels in T2DM group and CHD group were
apparently higher,and the CHD group was the most obviously (P <C0. 05). The serum adiponectin was negative correlated with TG
(r=-—0.363),LDL-C(r=—0. 417) , HOMA-IR (r= —0. 602) , while positively correlated with HDL.-C(r=0. 485), T(»=0. 624). The
serum T was negative correlated with LDL-C(r=—0. 457) , HOMA-IR(»= —0. 643) , while positively correlated with HDL-C(+=0. 478) ,
P<C0. 05. Conclusion The level of the serum APN and the serumtin T2DM patients with CHD are significantly lower than the patients
without CHD, the serum adiponectin and the serum testosterone may promote the development of T2DM with CHD.
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