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The Changes of Serum Lipoprotein(a) and High Sensitivity CRP Levels
and Their Relation in Patients with Type 2 Diabetic Nephropathy

LIN Hao,XIONG Shilong
(Health Care Board Office, Baoan District, Shenzhen, Guangdong 518101, China)

Abstract: Objective To analyze the levels of serum lipoprotein(a) [ Lp(a) ] and high sensitivity CRP (hs —
CRP) and their correlation in patients with type II diabetic nephropathy (T2DN) , and explore the role and significance of
serum Lp(a) and hs — CRP levels in the early diagnosis of T2DN.  Methods 72 patients with type II diabetes mellitus
were divided into three groups according to the results of 24h urinary album in excretion rate (UAER), SDM, EDN and
CDN group, with 50 healthy cases as control group. The serum Lp(a), hs — CRP, total cholesterol (TC) , triacylglyccrol
(TG) and glycated hemoglobins (HbAlc) were measured by standard method, and the results were analyzed statistically.

Results The levels of TC, TG, Lp(a), hs — CRP, and HbAlc were higher significantly in patients with T2DM than
those in the control group(P <0.05). Among SDM, EDN and CDN groups, the levels of Lp(a) and hs — CRP got progres-
sively higher with the increase of HbAlc and UAER(P <0.01). There were linear positive correlation between the serum
Lp(a), hs - CRP and UAER levels (r=0.387,P <0.05 ;r=0.782,P <0.01) ,and there was linear correlation between
Lp(a) and hs =CRP (r= 0.793,P<0. 05) .  Conclusion Lipid metabolism disorder is a risk factor for T2DN, the
levels of serum Lp(a) and hs — CRP are related with the degree of DN, combined determination of serum Lp(a) and hs —
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CRP has positive effects on early diagnosis of T2DN.

Key words: type 2 diabetic nephropathy;
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