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Table 1. Clinical patient profile
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b AlAste] Y] ARAFoz st ofAg
< ol
Group AdlA] 27] FA4 o AAnzes A4h
w7} 7Py B9 94 A olo), 48e(70%)2) Fobol
A &ehd dxol AAH oz Wds T, 128(17%)
st A AJgE AAZAME A dmt &
=59 ol Aoz A Foldnt. 4a(6%)el
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HA ghol &b g B9 79 Group A
ol 4 5082 72.5%% 3, Group B2] 7% §obd
2 Rl ASE 1242 17.1%A. gne] 23
Growp A) 3§ BE Helol $uHT, 9Y o
wlio] ofe] 1gm m)mkel A7} 72.5%, 1gmel A 3gm
Abe)e] A7}t 15.9%, 3gm o] Are] thilii= 10.1%¢]
A 250} Group BE] 74 A%HA] 4574 whilx
7 bty 4 S <2 7 31.1%,

Group A (N=69)

Group B (N=70)

Mean age (years) 88+2.9 35.0+15.5
Gender ratio (M:F) 28:1 25:1
Duration of the disease(months) 23122 76128
Serum creatinine (mg/dL) 0.9+0.3 7.5+5.7
Proteinuria (cases) 69 45
Severe (= 3g/day) 7(10.1%) 12(26.7%)
Moderate (1-3g/day) 11(15.9%) 19(42.2%)
Mild (<1g/day) 50(72.5%) 14(31.1%)
Gross hematuria (cases) 50(72.5%) 12(17.1%)
Hypertension (cases) 0 37(52.9%)
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Table 2. Pathologic classification* of IgA nephropathy

2. HLA-DQB1 RTX}&e| wix
IgA A1 =% Ae A} HLA-DQBI1 H8lg2 =19 =l

Class Group A (N=69)
= 218 A3 22 279 AeAAE Flsd
I 21 (30.4%) T, DQ7¢ HLA-DQBI1*0301¢] A | 8 2} 2]
It 24 (34.8%) 20.1%(28/139)2. 7k &3 g g o} T2t
m 17(24.6%) o %98 Aol gdslsh HAFRAF HLA-
v 7(10.1%) DQB1*03**3} DQBI*05**7} ojn] w7)al3a o
* [SKDC Classification AHD Group BN HelstA F7tsle) dglen

42.2%3} 26.7%t}.

Group B9] 74 Ak FAe] 52.9%< 3749 %
Al Al mEte] glgdeh Group A2 739 E3lo) A
BE AzAZAbs Aldstd i Stage [ 214, 11 243,
I 172), IV 72 ${K(Table 2).

(P<0.05)(Table 3), 03** o}8% DQBI1*03029} 05**%
DQB1*05031¢] Al7]%5e] A4l Aol v|#] 23}
Al Z7} =o] AHTHP<0.05).

3. HLA-DRB1 X x}&e| dix

DR #HAk9] 74 52 259 Hd4AzE
#J3 4 g, 132 low-frequency typerd
HLA-DRB1*033} HLA-DRBI1*157} Group BollA}

Table 3. Genotype frequencies of HLA- DQBI alleles in patients with IgA nephropathy in low frequency(%)

Group A(N=69) Group B(N=70) Total(N=139) P-value
DQB1*02 43 12.9 8.6 NS
DQBI1*03 37.7 57.1 475 0.016*
DQB1*04 24.6 329 28.7 NS
DQB1*05 13.0 27.1 20.1 0.031*
DQB1*06 29.0 35.7 324 NS
*Group A vs Group B

Table 4. Genotype frequencies of HLA- DRBI alleles in patients with IgA nephropathy in low frequency(%)

Group A(N=44) Group B(N=42) Total(N=86) P-value
DRB1*01 4.5 0.0 23 NS
DRB1*03 0.0 26.2 12.8 <0.05
DRB1*04 471.7 35.7 41.9 NS
DRB1*07 0.0 4.8 23 NS
DRB1*08 227 9.5 16.3 NS
DRB1*09 25.0 16.7 20.9 NS
DRBI1*10 45 4.8 4.7 NS
DRB1*11 13.6 119 12.8 NS
DRBI1*12 18.2 1.9 15.1 NS
DRBI1*13 4.5 7.1 5.8 NS
DRB1*14 159 9.5 12.8 NS
DRBI1*15 0.0 16.7 8.1 <0.05
DRB1*16 11.4 119 11.6 NS
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=Abstract=

MHC Class II Allele Association in Korean Children With
IgA Nephropathy and its Role as a Prognostic Factor

Pyung Kil Kim, Jinwon Yook, Ji Hong Kim, Yoon Soo Jang*, Jeon-Soo Shin*, In-Hong Choi*

Departments of Pediatrics and Microbiology*, The Institute of Kidney Disease, Yonsei University College of Medicine

Purpose: Our study was designed to investigate the association of MHC Class II (DR, DQ) allele with IgA
nephropathy and its significance as a prognostic factor for progression to ESRD

Material and Methods: 69 children with IgA nephropathy with normal renal function(serum creatinine <
1.5mg/dL) was classified as group A and 70 patients who received renal transplantation due to IgA nephropathy were
selected as group B. The HLA-DQB1 and HLA-DRBI alleles were studied by polymerase chain reaction using
sequence specific primers. We have compared the difference in alleles between these two groups and with normal
control and also examined any possible effect of the MHC class IT genes on the histopathological severity and prognosis
of IgAN.

Results: Mean age was 8.8+2.9 years in group A and 35.0%15.5 years in group B.

Male to female ratio was 2.8:1 in group A and 2.5:1 in group B. There was a significantly higher frequency of
HLA-DQB1*03 and DQB1*05 in Group B. The frequency of HLA-DQB1*0302 and *05031 allele had increasing
tendency in Group B(P<0.05). HLA-DRB1*03 and *05 were more common in Group B(P<0.05). HLA-DRB1*04
allele was the most common DR alleles in both group, but there was no statistical significance. There were no
significant correlation with MHC class 11 genes on the histopathological severity in Group A.

Conclusion: In conclusion, HLA-DQB1*0302 and HLA-DQB1*05031 allele seemed to be more common in
transplanted patients compared to group with normal renal function suggesting that this allele is associated with poor
prognosis in IgAN. However larger studies and follow up are required to confirm this due to uncharacterized
heterogeneity in etiopathogenesis of IgA nephropathy and possibly one or more than one gene may exert influence in
determining susceptibility to the diseases.

Key Words: IgA nephropathy, Prognostic factor, MHC class 11, HLA
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