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Introduction : The most difficult problem in the care of children with minimal change nephrotic
syndrome(NS) is the occurrence of frequent relapses in patients who respond initially to treatment with
steroids. Repeated and continuous administration of steroids, although usually effective, is frequently
associated with toxicity. The possibility that the apo-E polymorphism might contribute to hyperlipidemia
in the nephrotic syndrome has been suggested by one study showing the e4 allele frequency being 4.8
times higher in patients than in the control.

Patients and Methods : 190 patients were examined for ApoE polymorphism. Among them, 92 patients
were frequent relapser(FR), 98 patients were non-relapser or infrequent relapser(IR) MCNS according to
diagnostic criteria of International Study of Kidney Disease in Children(ISKDC). Fifty healthy unrelated
Korean blood donors were examined for ApoE genotype as control. Genomic DNA was prepared from
peripheral blood leukocytes according to standard procedures. alleleic-specific primers is use to detect
polymorphism of ApoE gene.

Results : As compared with control group, ed allele frequency was significantly increased in MCNS
(P<0.05). The frequency of e4 allele of FR group was 4.2 times higher than normal control. And the
frequency of e4 allele of FR group was 2.5 times higher than IR group among NS patients while the
frequency of €2 allele was not significant.

Conclusion : We believe that apoE genotype of NS patients might be one of the parameters, which
should be considered to predict the course of childhood NS. NS with E4 variants could suggest the
need for a longer steroid administration. Thus, apoE genotype needs to be considered for the evaluation

of therapeutic responses to other drugs and further close follow-up.
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