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Abstract : Objective
(PNS). Methods
analyzer was utilized to detect their serum low density lipid-cholesterol (LDL-C), high density lipid-cholesterol (t HDL-C),

To explore the serum lipid metabolism and immunoregulation of patients with primary nephritic syndrome

50 PNS patients were served as the test group and 50 healthy people the control group. Automatic biochemical

triglyceride(TG) , total cholesterol(TC) ,apolipoprotein( Apo) Al, ApoB, and lipoprotein (a). Immunization rate nephelometry was
employed to measure their serum IgG, IgA, IgM, complement C3, complement C4,CD3",CD4" ,CD8" and CD4/CDS. Results

Compared with the control group,serum levels of TC,TG,LDL-C, ApoB, ApoAl.IgM and CD4/CD8 of patients in the test group
were significantly higher, while those of HDL-C,IgG,complement C3,complement C4,CD3" ,CD4" ,CD8"

with both statistically significant differences(P<C0. 05). However, the differences of serum lipoprotein (a) and IgA between the two

were obviously lower,

groups was not statistical significant(P>>0. 05). Conclusion

Serum lipid level of PNS patients is higher than healthy people,and

considerable loss of Ig and complements and T cell subsets disproportion results in humoral and cellular immune dysfunction.
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