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[ Abstract] Objective To investigate the prevalence of cardiac valve calcification(VC) among
CKD 5 stage patients and explore its risk factors among diabetic kidney disease(DKD) patients.
Methods Demographic and clinical data of who newly diagnosed as CKD 5 stage and not received
dialysis treatment were collected. The patients were divided into DKD patients group and non-diabetic
kidney disease patients (NDKD) group. Cardiac VC was evaluated by the color Doppler ultrasonography.
The clinical and laboratorial parameters related to Cardiac VC were detected and analyzed. Results (1)
The present study included 66 DKD uremic patients and 80 NDKD uremic patients. Among the 146 uremic
patients, 105 cases had cardiac value calcification (71.91%). (2) The DKD group showed significantly higher
levels of ages, SBP, FPB, CHO, TG, and lower levels of Bun, Cr, P than the NDKD group(P<<0.05). (3)
The DKD group showed significantly higher proportions of hypertention,high total cholesterol and
hyperuricemia than the NDKD group(P <<0.05). (4) Among the 66 DKD patients, Cardiac VC was found in
49 cases (74.24%). Among the 80 NDKD patients, cardiac VC was found in 56 cases (70.00%). The
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prevalence of total cardiac value calcification, solitary aortic value calcification, and both aortic and mitral
value calcification in DKD group was higher than that cardiac in the NDKD group (P<<0.05). The

prevalence of both mitral and tricuspid value calcification in DKD group was lower than that cardiac in the
NDKD group (P<<0.05). (5) Multiple logistic regression analysis revealed that cardiac VC was correlated with
ages, hyperglycemia and high total cholesterol level(B=0.142, t=4.461, P<<0.05; B=0.125, t=3.385, P<<
0.05; B=0.182, t=2.201, P<<0.05). Conclusions The prevalence of cardiac value calcification was
higher and the degree of cardiac value calcification was more severe in DKD group than that in NDKD
group in CKDS5 stage. Ages, Hyperglycemia and high total cholesterol maybe the risk factors of cardiac VC

in patients in CKD 5 stage. Hyperglycemia,hypertention,high total cholesterol and hyperuricemia may play
an important role in development and progression of cardiac VC in DKD patients in CKD5 stage.
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