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Correlation between Serum Albumin Level and IgG Level in
Minimal Change Nephrotic Syndrome

Ga-Young Kwak, M.D., Kyung-Yil Lee, M.D., Dong-Un Kim, M.D.
Dae-Kyun Koh, M.D. and Joon-Sung Lee, M.D.

Department of Pediatrics, College of Medicine, the Catholic University of Korea, Seoul, Korea

Purpose : Hypogammaglobulinemia has been observed in nephrotic syndrome, but its patho-
physiology remains unknown. We evaluated the relationship between the serum IgG and al-
bumin levels for children with minimal change nephrotic syndrome(MCNS).

Methods : The levels of immunoglobulin G(IgG), albumin and total cholesterol of a total of
46 children with MCNS(proteinuria >40 mg/m’h, and serum albumin level <2.5 g/dL) were
analyzed.

Results : The mean values of albumin, IgG and total cholesterol in MCNS children were 1.7
- +0.3 g/dL, 368%143 mg/dl. and 431+78 mg/dL, respectively. There was an inverse correlation
between the albumin values and the total cholesterol values(r=0.68, P=0.0001), whereas there
was a direct-proportional correlation between albumin values and the IgG values(r=0.4, P=0.01).
Conclusion : The IgG level is associated with albumin level, and it may reflect the severity
of urinary protein loss in MCNS. Further studies are needed to evaluate this phenomenon. (J
Korean Soc Pediatr Nephrol 2007;11:16-23)
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Ltd, Birmingham, UK)Z o| &35 tH17].
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sion(SPSS version 10.0 for windows)2.2 #4
vk &8 IgG Y] vrolo] wE JFE £o)
7] At B3 IgG ws driobe] A g 2
A& z scores(standard-deviation units)E H g
sttt AFFT Foldd EITHAIEG, IgG
ohr, thE HHIZEY ge
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P<0.05¢] 2% #794dol vk AAstATt
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independent sam-
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Fig. 1. Correlation between albumin and total cho-
lesterol levels in children with nephrotic syndrome.
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Fig. 2. Correlation between albumin and IgG le-
vels in children with nephrotic syndrome.

FaANA Auld BAE LA Hr=0.37, P=0.01,
Fig. 2). 3 71 7t9] IgG 39 xol& £°l7]
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109 thdt o] X FE FgES F43% 10
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W AT g AS5ET Sole] YR 219 B
#d T 98 6912747 25 A2E
W& AAHET 9% 7.1+23.04)AA IgG, IgG
o}, IgA, IgM, 2 IgES AU A9 Al
=29 4699 IgG, IgA, IgM, IgE e vl
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Z73) vweA, MCNS #ololl A IgGot 4
MY 1gG ol #ES 2T EA%He® fod
27t BEEg oy gMe IgE #ES F7HE
ddow, IgA & zol7b gtk Table D7)
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Table 1. Serum Immunoglobulin Levels in Children
with Minimal Change Nephrotic Syndrome and Age-
matched Control Children

Groups MCNS(n=21) Control(n=25) P value
IgG(mg/dL) 390+187 1025+284  <0.001
IgGl(mg/dL)  287+120 785+£191 <0.001
IgG2(mg/dL) 11260 299+159  <0.001
IgG3(mg/dL) 24£15 5537 0.004
IgG4(mg/dL) 11£9 29+21 0.003
IgA(mg/dL) 154+89 173+88 05
IgM(mg/dL) 251+183 15355 0.016
IgE(IU/mL)’ 10(48%) 312%) 001

*Number of cases >500 IU/mL(x” test), Adopted
from reference 17 :
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