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Abstract:Objective To study the interaction between hyperlipidemia and renal function in primary ne-
phrotic syndrome(PNS), and to analyze the characteristics of urine morphology. Methods From January to
December 2018,59 cases of PNS clearly confirmed by clinical and pathological puncture in the department of
Nephrology, Weihai District of 970 Hospital of the PLLA Joint Logistic Support Force were collected as PNS
group. Meanwhile,57 other cases of nephropathy in the department of nephrology of our hospital during the
same period were selected as the disease control group. In addition, 52 physical examination subjects whose
physical examination indexes matched those of the disease control group were selected as the healthy control
group. Compare the serum lipid levels of PNS with those of other nephrotic and healthy control groups,inclu-
ding triglyceride(TG) ,total cholesterol(TC) ,high density lipoprotein(HDL) ,low density lipoprotein(LDL),
apolipoprotein(Apo) Al,ApoB. Spearman correlation analysis and logistic linear regression analysis were used
to study the correlation and interaction between blood lipid and renal function in PNS group,including albu-

min(ALB) ,estimated glomerular filtration rate (eGFR), serum creatinine (SCr), blood urea nitrogen (BUN)
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The

blood lipid indexes in PNS group were significantly higher than those in disease control group and healthy con-

and 24 hPro. The urine of PNS patients was examined,and the urine morphology was observed. Results

trol group,with statistical significance(P <C0. 05). Spearman correlation analysis found that ALB, eGFR, SCr
and blood lipid indicators were correlated. Logistic linear regression analysis showed that low ALB level and
LDL.,eGFR and HDL were risk factors for each other’s. Meanwhile, the low ALB level could also promote TC
and ApoB.,eGFR could also promote ApoAl,and the low HDL level could also promote SCr. In PNS cases,re-
nal epithelial cells fatty degeneration or fatty casts could be seen under microscopy. Conclusion The serum
lipids of PNS were significantly increased, and there was a mutually reinforcing and causal relationship be-
tween serum lipids and urine key indicators has formed fatty degeneration,which is the manifestation of lipid

deposition of kidney and impairment of renal function.
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