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Correlation between serum lipoprotein(a) and diabetic kidney disease

in patients with type 2 diabetes mellitus

LI Ping, NIE Qin, FENG Xiao, QIN Yalan, XU Yancheng
Dept. of Endocrinology, Zhongnan Hospital of Wuhan University, Wuhan 430071, Hubei, China

Abstract

Objective: To investigate the relationship between serum lipoprotein(a) [Lp(a)] levels and diabet-
ic kidney disease (DKD) in patients with type 2 diabetes mellitus (T2DM). Methods: The study popu-
lation consisted of 2 042 patients with T2DM. Patients were divided into DKD and NDKD groups ac-
cording to their estimated glomerular filtration rate (eGFR) levels, and the differences in demographic
and test indicators between the two groups were compared. The correlation between Lp(a) and each
indicator was analyzed using Spearman correlation analysis, and binary logistic regression was used to
analyze the risk associated with elevated Lp(a), Lp(a) =300 mg-L.™", and risk factors associated with
concurrent DKD in T2DM patients. Results: Comparing the DKD group with the NDKD group, pa-
tients in the DKD group were older than the NDKD group, had a longer duration of diabetes mellitus,

a higher proportion of insulin use, a higher prevalence of hypertension, higher levels of insulin resis-
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tance index (HOMA -IR), insulin secretion index (HOMA -8), blood uric acid (SUA),
(CysC), urea nitrogen (BUN), blood creatinine (Scr), Lp (a) levels were higher, and the levels of albu-
min (ALB) and free fatty acid (NEFA) were lower,
P<C0.05). Correlation analysis showed that Lp(a) was negatively correlated with HOMA-IR, SUA,
and eGFR, and positively correlated with CysC, BUN,
(HDL-C),
vealed that male (OR=1. 488) was an independent risk factor for elevated Lp(a), eGFR (OR=0. 537)
was an independent protective factor for elevated Lp(a), and the duration of diabetes (OR=1. 054),
history of hypertension (OR=2. 562), use of insulin (OR=0.761), SUA (OR=1.324), HOMA-IR
(OR=1.017), BUN (OR=1.219), and Lp(a) (OR=2.307) were independent risk factors for con-
comitant DKD in patients with T2DM (P<C0. 05). Conclusion: In patients with T2DM, serum Lp(a)

cystatin C
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level has a good correlation with DKD.
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