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Plasmmogen Actlvator Inhibitor Type 1 .Gene Polymorphism in
" Patients with Mmmial Change Nephrotlc Syndromé

Young-Min Kim, m.D.* , Hyun-Kee Hong, M.D."
Sung-Do Kim, M.D." t and Byoung-Soo Cho, M.D." f

East-West Kidney Disease Research Institute’, School of Medicine,
Department of Pediatrics T, College of Medicine, Kyung-Hee University, Seoul, Korea

Purpose : Hypercoagulability is present in patients with nephrotic syndrome. Plasminogen
activator inhibitor type 1(PAI-1) is a major inhibitor of plasminogen activators. PAI-1 inac-
tivates both tissue plasminogen activator(tPA) and urokinase plasminogen activator(uPA) by
rapid formation of inactive 1:1 stoichiometric complexes. Recently some studies showed that
the enhanced PAI-1 expression may be involved in the intraglomerular fibrinogen/fibrin-
related antigen deposition seen in nephrotic syndrome.

Methods : PAI-1 gene promoter -844(G/A) polymorphism was evaluated in 146 children
with minimal change nephrotic syndrome(MCNS) and 230 control subjects. The patients with
MCNS were subdivided into 85 infrequent-relapser(IR) group and 61 frequent relapser(FR)
group. PCR of PAI-1 gene promoter region including -844(G/A) and RFLP using the restric-
tion enzyme Xhol were performed for each DNA samples extracted from the groups.
Results : The distribution of PAI-1 genotype in the control group was G/G 81(32.5%), A/A
42(16.9%), and G/A 126(50.6%). The distribution of PAI-1 genotypes in the IR group of
MCNS was G/G 29(34.1%), A/A 15(17.7%), and G/A 41(48.2%). The distribution of PAI-1
genotype in the FR group of MCNS was G/G 17(27.9%), A/A 18(29.5%), and G/A 26(42.6
9%). There was a significantly increased frequency of A/A genotype(P=0.0251) in the FR
group of MCNS.

Conclusion : OQur results indicate that the PAI-]l gene promoter A/A genotype may be
associated with the FR in MCNS. (J Korean Soc Pediatr Nephrol 2004;8:26-32)
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Table 1. The Distribution of PAI-1 Genotypes in Nephrotic Syndrome Patients and Control Group
NS(n=146)
Control
(n=249) IR"(n=85) FR(n=61)
n(%) )
° n(%)  ORT(95%CI') P value n(%)  OR(9%CD P value
A/G genotypes
AA 42(16.9) 15(17.7)  1.06(0.55-2.02) 0.8690 18(29.5) 2.06(1.09-3.92)  0.0251
AG 126(50.6) 41(482)  0.91(0.56-1.49) 0.7063 26(426) 0.73(0.41-1.28)  0.2639
GG 81(32.5) 29(34.1) 1.07(0.64-1.81) 0.7880 17(279) 0.80(0.43-1.49) 0.4828

"IR : infrequent relapsers, "FR :frequent relapsers, TOR : Odds Ratio, *CI: Confidence interval

_28_



o

e

olal et 54

A8 Al E 2004

Table 2. The Distribution of A/G Alleles in Nephrotic Syndrome Patients and Control Group

NS(n=146)
Control(n=249) x T
(%) IR (n=85) FR'(n=61)
n{(%)  ORT(95%CI®) P value n(%) OR(95%CI) P value
A/G alleles
A 210(42.2) 71(41.8) 0.98(0.69-1.40)  0.9266 62(50.8) 1.42(0.95-2.11)  0.0844
G 288(57.8) 99(58.2) 1.02(0.71-1.45) 0.9266 60(49.2) 0.71(047-1.05)  0.0892

"IR : infrequent relapsers, "FR : frequent relapsers, TOR : Odds Ratio, YCI: Confidence interval
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