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Abgract :  Objective  Henoch-Schonlein purpura (HSP) is an autoimmune vasculitis syndrome of unknown
etiology. Recently , ome research has shown that thepolymorphismsof Mannose binding lectin (MBL) gene can decrease
the serum MBL leve , and MBL deficiency may be asociated with increased susceptibility to infection and autoimmune
diseases. This study aims at exploring the correlation between MBL codorr54 polymorphism and HSP in Han nationality
children. Methods One hundred and four children with HSP and 160 hedthy controls were enrolled in this study. The
genotypes of MBL gene 54 codon were detected by Polymerase Chain Reactiorr Restriction Fragment Length
Polymorphism (PCR-RFL P). Results The genotype frequency of heterozygote (GGC/ GAC) in the HSP group was
dgnificantly higher than that in the hedthy controls (51.9% vs 25.0%) ( P <0.05) , whereas that of homozygote
(GGC/ GGO) in theformer was sgnificantly lower than that of the latter (46.2 % vs73.8%) ( P <0.05). Thedlde
frequency of GAC was higher in HSP patients than that in controls (0. 279 vs0.138) ( P <0.05) , whereasthat of GGC
in HSP patients was lower than that in controls (0. 721 vs0.862) ( P <0.05). The variant dlde (GAC) was markedy
asociated with onset of HSP (OR=2.46, 95% Cl =1.32- 4.48; P <0.05). In addition, in the HSP group more
patients carrying the variant dlde (GAC) had episodes of upper regpiratory or gastrointestina infections before onset of
HSP compared with those with GGC homozygote ( P <0.05). Conclusions MBL gene condon-54 mutation might be
related to the pathogenedsof HSP.
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1 MBL
Table 1 Digribution of MBL gene polymorphism in various populations (%)
GCC/ GGC GCC/ GAC GAC/ GAC GGC GAC
160 118(73.8) 40(25.0) 2(1.3) 0.862 0.138
5] 123 95(77.2) 28(22.8) 0 0.886 0.114
(6] 123 93(75.6) 28(22.8) 2(1.6) 0.870 0.130
104 48(46.2)° 54(51.9) 2 2(1.9) 0.7212 0.279%
a P <0.05
2.2 HSP MBL GGC (P <0.05);
,HSP GAC MBL
( P>0.05) 2.3
2 MBL
Table 2 Corrdation between dinica phenotypes and MBL gene codon-54 polymorphism in children with HSP ( %)
n
GGC/ GGC 48 28/ 20 29.2 100.0 50.0 39.6 4.1
GGC/ GAC  GAC/ GAC 56 30/ 26 50.0° 100.0 53.6 41.1 3.6
:a  GGC/ GGC P <0.05
3 MBL
Table 3 Corrdation between laboratory findings and MBL gene codort54 polymorphism in children with HSP
(x xs)
n IgA(g/L) IgG(g/L) IgM (g/L) C3(g/L) CA(g/L) CRP(mg/L)
GGC/ GGC 48 0.77+0.35 9.05+2.88 1.21+0.30 1.30+0.37 0.40+0.15 48.5+18.72
GGC/ GAC  GAC/GAC 56 0.75+0.28 8.66+3.07 1.18+0.38 1.26+0.32 0.41£0.17  51.28+18.86
HSP,
3 HSP
,IL-1ra ,HLA-DR , E
(HSP) , Y1
; ) HSP
MBL ;
,  HSP
HSP ( )N- (N-acetylglu
cosamine,dc NAQ)
: , Enr ;
do!”! :
: [8.:9) MBL 10q11. 2-q21,
C3b/3C C5b-9 C4 4 MBL
cAd 4 c4 C4bp 1 , 52
, (CGT -TGT) 54 (GGC - GAC)
, HSP 57(GGA - GAA) , 54 GGC -GAC

- 525 -



5 6
2003 12

0.11 0.17 MBL
ay- XY N 6
A9 : :
MBL
(GGC/ GAQ) MBL
(GGC/ GGC)  1/8,
GAQ) ,
(5 6] MBL

MBL

, MBL
54 ,
HSP
"HSP  MBL
, MBL
(GAC) HSP ,HSP GAC
GGC

MBL

I0A IgM 1gG

dc NAC , MBL

JMBL Ciq ,

ay

(GAC

/ dc NAC

, MBL
, MBL
asociated serine proteinase , MASP) ,
HSP MBL GAC
, MBL
, MASP

MBL MBL GGC

MBL
[10,11]

(MBL

ChinJ Conterrp Pediatr

[1]

(2]

[3]

[4]

[5]

(7]

(8]

[10]

[11]

526 -

Vol.5 No. 6
Dec. 2003

HSP ,MBL

HSP

Sumiya M, Super M, Tabona P, Levinsky RJ, Ara T, Turner
MW, et d. Molecular bass of opsonic defect in immunodeficient
children [J]. Lancet, 1991, 337(8757) : 1569 - 1570.
Lipscombe RJ, Sumiya M, Hill AV, Lau YL, Levinsky RJ,
Summerfidd JA, et d. High frequencies in African and non-
African populations of independent mutations in the mannose
binding protein gene [J]. Hum Mol Genet, 1992, 1(9) : 709 -
715.

Madsen HO, Garred P, KurtzhdsJAL , Lamm LU, Ryder LP,
Thid S, et d. A new frequent dlde is the mising link in the
sructurd polymorphism of the human mannan-binding protein
[J]. Immunogenetics, 1994, 40(1) : 37 - 44.

Mills JA, Michd BA, Bloch DA, Cdabrese LH, Hunder GG,
Arend WP, et d. The American College of Rheumatology 1990
criteriafor the cdasdfication of Henoch-Schonlein purpura [J].
Arthritis Rheum, 1990, 33(8) : 1114 - 1121.

Lau YL ,LauCS, Chan SY, KarlberyJ, Turner MW. Mannose
binding protein in chinese patients with systemic lupus erythe-
matosus [J]. Athritis Rheum, 1996, 39(4) : 706 - 708.

Garred P, Thid S, Madsen HO, Ryder L P, JenseinusJC, Svg-
gaard A. Genefreguency and partid proten characterization of an
dldic variant of mannan binding protein asociated with low serum
concentration [J]. din Exp Immunol , 1992, 90(3) : 517 - 521.
Endo M, Ohi H, Ohasawa |, Fujita T, Matsushita M. Comple-
ment activation through the lectin pathway in patients with
Henoch- Schonlein purpura nephritis [J]. AmJ kidney Dis, 2000,
35(3) : 401 - 407.

Kurata H, Sannoh T, Kozntsumi Y, Yokota Y, Kawasaki T.
Structure and function of mannarrbinding proteins islated from
human liver and serum [J]. J Biochem, 1994, 115(6) : 1148 -
1154.

Matsushita M. The lectin pathway of the complement system
[J]. Microbiol Immunol , 1996 , 40(12) : 887 - 893.

Madhotra R, Wormad MR, Rudd PM. Qycosylation changes of
1gG asciated with rheumatoid arthritis can activate complement
via the mannose-bingding protein [J]. Nat Med, 1995, 1(3) :
237 - 243.

Garred P, Madsen HO, Hdberg P, Petersen J, Kronborg G,
Svggaard A, et d. Mannose-binding lectin polymorphisms and
susceptibility to infection in systemic lupus erythematosus [J].
Arthritis Rheum, 1999, 42(10) : 2145 - 2152.

( )



