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[Abstract] Objective
cardiorenal syndrome(CRS). Methods
were selected as the CRS group.50 patients with chronic heart failure (CHF) as the CHF group.40 patients with

To investigate the level and clinical significance of serum obestatin in the patients with

Thirty CRS(type 1) inpatients in our hospital from June 2013 to June 2014

chronic kidney disease(CKD) as the CKD group and contemporaneous 30 volunteers of physical examination as the
control group. The serum obestation and vasopressin(VAP) levels in each group were measured by ELISA and the
detection results were performed the statistical analysis. Results The VAP level in the CRS group was highest
[(69.22£28. 2 )pg/mL],which was significantly higher than that in the CHF group and the CKD group(P<C0. 05),
while no statistically significant difference could be found between the CHF group and the CKD group(P>>0. 05).
The obestatin level in the CRS group was highest[ (361. 2 & 78. 7) pg/mL ], which was significantly higher than
(285.4464.9)pg/mL and (279.54126. 1) pg/mL in the CKD group and the CHF group respectively(P<C0. 05),
while no statistically significant difference could be found between the CKD group and the CHF group(P>>0. 05).
The Pearson correlation analysis found that the obestatin was positively correlated with VAP (ryap =0. 302, rpnp =0.
323, P<C0.05). Conclusion

CHF and CKD,moreover obestitin shows a positive relation with VAP and could adjust the synthesis and secretion of

The levels of VAP and obestitin in CRS patients are increased compared with simple

VAP, prompting that these two factors may participate in the occurrence and development of CRS.
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