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Expression change of serum somatostatin receptor 2 and its diagnostic significance in patients with dilated cardiomyopa-
thy ZHU Zhe-min, L1U Hong WU Jin-fang (First Department of Geriatrics, East Area Hospital of Handan
Municipal First Hospital , Handan, Hebei 056002 ,China)

[Abstract] Objective To investigate the level of serum somatostatin receptor 2(SSTR2) in dilated cardiomy-
opathy(DCM) patients and its calinical significance. Methods Fifty-two DCM patients and contemporaneous 60 nor-
mal controls in our hospital from June 2010 to June 2013 were enrolled in this study and simultaneously deteced the
level of peripheral blood SSTR2 and brain natriuretic peptide (BNP) by the enzyme-linked immunosorbent assay
(ELISA). The detecion reults were comprehensively analyzed by combining with the general clinical data, ultrasonic
cardiogram and other seological indexes. The receiver operating characteristic (ROC) curves were drawn for evalua-
ting the diagnostic value of SSTR2 on DCM. Results The levels of SSTR2 and BNP in the DCM patients with the
cardiac function grade [[[-IV were significantly higher than those in the control group,the differences were statistical-
ly significant(P<Z0. 05) ,but only the SSTR2 level in the DCM patients with the cardiac function grade [| was higher
than that in the control group, the difference was statistically significant (P<C0. 05). The corelation analysis results
showed that the levels of SSTR2 and BNP in the DCM patients with the cardiac function grade [I[-IV were negatively
correlated with LVEF(»r=—0.53,r=—0. 43, P<C0. 05) . but for the DCM patients with grade [l ,only the SSTR2
level was negatively correlated with LVEF(r=—0. 45, P<C0. 05). The ROC curves demonstrated that the area under
the curve(AUC) of SSTR2 in the DCM patients with grade [[ was 0. 702, which was superior to the AUC (0.573) of
BNP. Conclusion The increase of SSTR2 level is closely associated with cardiomyocyte hypertrophy, myocardial fi-
brosis and heart failure of DCM patients. Especially for the DCM patients with cardiac function grade [[ . SSTR2 has
higher sensitivity than BNP and can timely reflect the early cardiac insufficiency and is a potential biological indica-
tor.

[Key words] dilated cardiomyopathy; somatostatin receptor 2; heart failure;  serum indicator
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