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The changes of serum Lipoprotein(a) and Cystatin C levels and their relation in patients with type 2 Diabetic Nephropathy
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Abstract: Objective To explore relationship between the levels of serum Lipoprotein(a)[ Lp(a) ] and Cystatin C(Cys C),and
their correlation in patients with type 2 diabetic nephropathy (T2DN ),and analyze the role and significance of serum Lp (a) and
Cys C levels in the early diagnosis of T2DM. Methods The levels of LLp(a)and Cys C were detected in 146 cases of T2DN (divided
into 3 groups:SDM,EDN and CDN) and 60 healthy controls,and the results were analyzed statistically. Results Compared with
control group,the levels of Lp(a) were significantly increased in SDM, EDN and CDN groups (P <C0. 05). Compared with SDM
group, the levels of Lp(a) were significantly increased in EDN,CDN groups(P<C0. 05). The levels of Cys C in SDM were no statis-
tical significance compared with control group(P>>0. 05) ,and were significantly increased in EDN, CDN groups(P<C0. 05). Com-
pared with SDM group,the levels of Cys C were significantly increased in EDN,CDN groups(P<C0. 05). There were linear positive
correlation between the serum Lp(a) ,Cys C levels and UAER levels(r=0. 411, P<{0. 05;,r=0. 783, P<C0. 01) ,and there was linear
positive correlation between Lp(a) and Cys C(r=0. 389, P<C0. 05). Compared with SDM group, the positive rates of serum Lp(a),
Cys C alone and combination in EDN group were significantly increased( P<Z0. 05, P<Z0. 01, P<C0. 01). Conclusion The levels of
Lp(a)and Cys C are concerned with the development of T2DN, and there are even abnormalities in early diabetic nephropathy, so
the combined determination of serum levels of Lp(a)and Cys C has positive effects on early diagnosis, prognosis and treatment of
the T2DN.
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