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[ Abstract] Objective

phism and the recurrent nephrotic syndrome. Methods

To investigate the relationship between mannose-binding lectin (MBL) gene polymor-
66 cases of recurrent nephrotic syndrome patients and 40
healthy adults with SSP-PCR and Real-time PCR were used to detect MBL promoter and exon 1 codon 54 polymor-
phism loci, whilst detected by ELISA in serum MBL concentration. Results Recurrent nephrotic syndrome patients
and healthy controls in patients with high expression of serum MBL genotypes were higher than those with low ex-
pression MBL genotypes, the difference was statistically significant (P<C0. 05) ; recurrence of nephrotic syndrome se-

rum MBL concentration lower than the control group,the difference was significant (P<C0. 05). Recurrent nephrotic

syndrome patients with a history of precursor infection,the MBL genotypes lower expression was more than the high

I}

expression, the difference was statistically significant (P<Z0. 05). Conclusion

Gene mutation could lead to decrease

of serum MBL concentration so as to be susceptible to infection, causing nephrotic syndrome patients often relapse.
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