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and copy number with progressive changes in patients with some glomerular
disease and end-stage renal disease have been reported. In this study, we performed
mtDNA mutation analysis in children with IgA nephropathy to investigate its role in
progressive clinical course.

Methods: Seven children with IgA nephropathy were involved in this study. MtDNA
isolated from platelet was amplified by PCR and sequenced entirely.

Results: The mean age at renal biopsy was 11.5+2.2 year and the mean age at
latest evaluation was 17.9+3.2 year. The mean follow-up period were 7.8+3.1
years. Patients was divided into 2 groups according to the amount of proteinuria
at presenting manifestation. Group 2 patients were nephrotic syndrome. Renal
function reveals within normal range in all patients. In group 2 patients, the
mean serum albumin level was significantly lower than those of group 1 (3.7+
0.6 g/dL vs. 4.7+0.2 g/dL, P=0.0241) and the mean total cholesterol level was
significantly higher than those of group 1 (222.7+35.7 mg/dL vs. 148.3+29.1 mg/
dL, P=0.0283). In Group 2 patients, total amount of protein of 24 hour collected
urine also significantly higher than those of group 1 (1,466.0+742.5 mg vs.
122.5+48.1 mg, P=0.0135). Pr/Cr ratio in random urine sample was also higher
in group 2 than those of group 1 but the statistical significance was not noted
(1.8+1.6 vs. 0.2+0.2, P=0.0961). Deletion of mtDNA nt 8272-8281 were
observed in two patients, one patient in each groups, respectively. This is non-
coding lesion. No patients demonstrated the mtDNA mutations.

Conclusions: We have identified a deletion of mtDNA nt 8272-8281 in two children
with lgA nephropathy. Further studies are needed to clarify the role of mitochondrial
function in the progressive change of IgA nephropathy.
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Table 1. Synthesized Primers used for PCR, Cloning and Sequencing

Primer set Primer Name sequence PCR product size (bp)

1 Mito_PCR-1F GAGCACCCTATGTCGCAGTA 2332
Mito_PCR-1R CCTGTGTTGGGTTGACAGTG

2 Mito_PCR-2F CTTTGCAAGGAGAGCCAAAG 3094
Mito_PCR-2R CAACTGCCTGCTATGATGGA

3 Mito_PCR-3F CACCTATCACACCCCATCCT 2135
Mito_PCR-3R GCAGCTAGGACTGGGAGAGA

4 Mito_PCR-4F GCCAGGCAACCTTCTAGGTA 2914
Mito_PCR-4R ATGGGGATAAGGGGTGTAGG

5 Mito_PCR-5F CGGGGGTATACTACGGTCAA 2854
Mito_PCR-5R TGTGAGGGGTAGGAGTCAGG

6 Mito_PCR-6F ACCCCTACCATGAGCCCTAC 2803
Mito_PCR-6R TGGAGTAGGGCTGAGACTGG

7 Mito_PCR-7F CATCCCTGTAGCATIGTTCG 2933
Mito_PCR-7R GTTTAAGGGGTTGGCTAGGG

8 Mito_PCR-8F ACATCGGCATTATCCTCCTG 1437
Mito_PCR-8R ATGGCCCTGAAGTAGGAACC
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8272-8281 H-$12 A3t n|EZ=go} DNA 97|49 Er
RaR S Sl o=

ERFY BE AEES A 75 S FA5P] A

Table 2. Clinical and Laboratory Data in Children with IgA Nephropathy

Group1(n=4) Group2(n=3) P value
Sex (M/F) 3N 1/2
Age at discovery of illness (years) 10.6+3.5 9.6+3.4
Age at biopsy (years) 11.4+2.6 11.7+1.8
Age at final follow-up (years) 17.1+5.0 18.7+2.9
Duration of illness before biopsy (mos) 0.7+0.5 2.1+1.8
Total duration (yr) 6.5+2.6 9.0+4.6
BUN (mg/dL) 10.0+4.2 15.0+4.6
Creatinine (mg/dL) 0.8+0.1 0.9840.1
Protein (g/dL) 7.440.5 6.8+0.5
Albumin (g/dL) 4.7+0.2 3.7+0.6 0.0241
Total Cholesterol (mg/dL) 148.3+29.1 222.7+35.7 0.0283
IgG (mg/dL) 1,180.5+105.3 1,056.7+77.1
IgA [mg/dL) 242.4+101.4 374.8+118.9
IgM (mg/dL) 87.7+25.2 185.7+69.0
Profcr 0.240.2 1.841.6
Cer (ml/min) 110+19.3 98.2+13.5
24hr urine protein (gm/day) 122.5+48.1 1,466.0+742.5 0.0135

“"WNormal 4400909 | -

:TATTTAI'.I'. CTATAGC ACCCCCTCTACCCCLTC TAGAGLCCAC TG TAMAGCTAACTTAGCATTAR

A

Case 1 8272~8281 bp del ((CCCCTCTA)

TAT TTACC CTATAGCAC CC CCTE TAGAGCC CAC TETAAAGC TAACT TAGCAT TAA

Case 5 B272~8281 bp dell{CCCCCTCTA}

FTATTTACCCTATAGCACCCECCTETAGAGECCAC TETAAAGCTAACT TAGCAT Thi

Fig. 1. Partial sequence chromatograms of non-coding region of mitochondrial DNA (mtDNA).
Deletion (8272~8281 bp) were detected by direct sequencing of PCR-amplified products in patients
with IgA nephropathy (case 1 and 5). Nucleotide changes were confirmed by replicate PCR amplifi-
cation and sequence analysis from the same platelet mitochondrial mtDNA samples.
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