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Relation ship between serum S-adenosylhomocysteine level and cardiovascular complications
in patients with chronic kidney disease”
Ou Santao' , Tang Xiaoping® ,Li Ying' .Liu Qi' ,Zhang Fan',Liu Jian'
(1. Department of Nephrology ;2. Laboratory of Infection and Immunology ,the Af filiated
Hospital of Luzhou Medical College s Luzhou,Sichuan 646000 ,China)
Abstract: Objective  To explore the change of S-adenosylhomocysteine (SAH) , the precursor of homocysteine (Hcy) ,in pa-
tients with chronic kidney disease (CKD) and the relationship between serum SAH level and cardiovascular complications (CVD).
Methods  Fifty-five CKD patients and 32 healthy volunteers were included in this study. Serum SAH level was measured by con-
tinuous cycle enzyme colorimetric method. Serum Hcy level was measured by ELISA. Serum folate and Vitamin B, levels were
measured by automatic immunity analyzer. Results The mean levels of serum Hcy and SAH in CKD patients were significantly
higher than that in the healthy controls,especially SAH. The mean level of serum SAH in CKD patients with CVD was significantly
higher than that of patients without CVD. Logistic regression analysis indicated SAH was an independent risk factor for cardiovas-
cular disease in patients with CKD. Levels of folate and vitamin B, do not differ significantly between groups. Conclusion Serum
SAH appears to be a much more sensitive indicator of the cardiovascular complications in patients with CKD than Hcy. Serum SAH
and Hcy level are significantly correlated with serum creatinine level in patients.
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