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The Clinical Significance of Antiphospholipid Antibodies in
Korean Children with Henoch—Schonlein Purpura

Eun Jung Park, M.D.” T, Ji Young Baek, M.D.” T, Jae 1 Shin, M.D.” T
Jae Seung Lee, M.D.” BT and Hyon Suk Kim, M.D."

The Institute of Kidney Disease, Severance Children’s Hospital, Department of Pediatrics”
and Laboratory Medicine, " Yonsei University College of Medicine, Seoul, Korea

Purpose : We performed this study to evaluate the incidence and clinical significance of antipho-
spholipid antibodies (aPL Ab) in Korean children with Henoch-Schénlein purpura (HSP).
Methods : The medical records of 62 patients (31 boys and 31 girls) aged 6.0£3.1 (1-16) years
with a clinical diagnosis of HSP based on the EULAR/PReS criteria were reviewed retrospectively.
From the years 2007 to 2009, the sera from children with acute HSP were tested for aPL Ab
such as LA, anti-cardiolipin antibody and anti- £ 2 glycoprotein I antibody.

Resulis : LA was positive in 18 (29%) of the 62 patients with HSP and We divided the patients
into the two groups LA positive group (N=18) and LA negative group (N=44). There were no signifi-
cant differences between the two groups with regard to abdominal pain, arthralgia and renal in-
volvement, but LA positive group had significantly higher C-reactive protein (4.3=7.2 mg/dL vs.
1.3£1.8 mg/dL, P=0.035), erythrocyte sedimentation rate (37.5%£26.2 mm/hr vs. 25.1 £22.6 mm/hr,
P=0.039), IgM (148.1+48.4 mg/dL vs. 1149%41.5 mg/dL, P=0.024), C3 (143.1%£21.9 mg/dL vs.
129.7+24.5 mg/dL, P=0.048) and C4 levels (30.9£6.3 mg/dL vs. 249+7.8 mg/dL, P=0.002) com-
pared with LA negative group.

Conclusion : We found that the incidence of positive aPL Ab tests was relatively higher in
Korean children with HSP and the presence of aPL Ab was associated with acute inflammatory
process of HSP. These results suggest that the aPL Ab are involved in the pathogenesis of HSP
in children. (J Korean Soc Pediatr Nephrol 2009;13:146-152)

Key Words : Henoch-Schoénlein purpura, Antiphospholipid antibodies, Lupus anticoagulant
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Table 1. Antiphospholipid Antibodies in Henoch-
Schonlein Purpura

No. of No. of

test-performed test-positive
patients patients
LA 62 18 (29%)
aCL Ab 42 1 ( 2%)
IgM B.GPI 7 1 (14%)
IgG B.GPI 7 0 ( 0%)

Abbreviations : LA, lupus anticoagulant; aCL Ab,
Anti-cardiolipin antibody; IgM f.GPI, IgM anti-
Bsglycoprotein I, IgG £ 2GPI, IgG anti- 8 2glyco-
protein 1
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Table 2. Clinical Manifestations in Children with Henoch-Schonlein Purpura

Symptoms LA positive (N=18) LA negative (N=44) Total (N=62) P value
Purpura 18 (100%) 44 (100%) 62 (100%)

Abdominal pain 8 ( 44%) 15 ( 34%) 23 ( 37%) 0.564
Arthralgia 14 ( 22%) 25 ( 57%) 39 ( 63%) 0.154
Renal involvement 1 (6%) 11 ( 25%) 12 ( 19%) 0.153

Abbreviation : LA, lupus anticoagulant. No differences between the two groups
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Table 3. Laboratory Findings between LA Positive and LA Negative Patients

D A13E Al2E 20099

LA positive (N=18) LA negative (N=44) P value

WBC (/uL) 1,0720£3,101 11,724+4,315 0.681
Hb (g/dL) 12.6+09 12.8+1.2 0.658
Het (%) 358123 36.61t3.2 0.348
Platelet (10%/uL) 43390 402+94 0.172
Eosinophil (/uL) 288+284 237+213 0.398
CRP (mg/dL) 4372 1.3£18 <0.05

ESR (mm/hr) 37.5126.2 2511226 <0.05

Albumin (g/dL) 37.5126.2 43+04 0.166
IgG (mg/dL) 1,360+425 1,143+312 0.051
IgA (mg/dL) 190.8+56.0 211.1*107.2 0.807
IgM (mg/dL) 148.1+484 114.9+415 <0.05

IgE (mg/dL) 214.2*256.0 178.31256.3 0.738
C3 (mg/dL) 143.1+21.9 12971245 <0.05

C4 (mg/dL) 30.916.3 249178 <0.05

Positive ANA 3/14 (21%) 2/29 ( 7%) 0.309
Positive stool OB 6/17 (35%) 12/44 (27%) 0.755
Proteinuria 1/18 ( 6%) 12/44 (27%) 0.086

Abbreviations : LA, lupus anticoagulant; CRP, C-reactive protein; ESR, erythrocyte sedimentation rate;

ANA, antinuclear antibody; OB, occult blood
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