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A clinical study of systemic lupus erythematosus in children
Ji Tae Kim, M.D., Young Mee Nam, M.D., Jae Seung Lee, M.D. and Dong Soo Kim, M.D.

Department Of Pediatrics, Severance Children’s Hospital, Yonsei University Medical Center, Seuol, Korea

Purpose : Systemic lupus erythematosus (SLE) is a chronic multisystemic autoimmune disease with
complex clinical manifestations. It probably involves genetic, environmental and immunologic factors.
In this study, we investigated the clinical manifestations, laboratory findings and prognosis of pediatric

SLE to aid clinical care of pediatric SLE.

Methods : The data of 45 patients who were diagnosed as pediatric SLE in Severance Children’s

Hospital from Jan. 1996 to Dec. 2005 were analysed retrospectively.

Results : The mean age at diagnosis was 10.8 (0-15) years old. And the ratio of male to female
patients was 1:4. The initial manifestations were facial edema (51.1 percent), malar rash (44.4
percent), and fever (28.9 percent). The ANA (97.8 percent), anti-ds DNA antibody (82.2 percent),
lupus nephritis (71.1 percent), malar rash (71.1 percent), and cytopenia (66.7 percent) were the most
common findings among the classification criteria by ACR (American College of Rhematology, 1997).
Conclusion : Clinical manifestations and prognosis are various in pediatric SLE. Intensive studies of
SLE in children should be continued for more effective treatment. (Korean J Pediatr 2007;50:74-78)
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Table 1. Age and Sex Distribution in Pediatric SLE, No. of
Patients(Male : Female)

Age This study Kim®™ Park™ Bogdanovic?
(year) (2006) (1994) (2002) (2004)
0-4 3(1:2.0) 0 1(female) 0

5-9 11(1:4.5) 2(1:1) 3(1:7) 6
10-15 31(1:4.2) 16(1:3) 31(1:2.4) 47"
Total 45(1:4.0) 18(1:2.6)  40(1:3) 53(1:7.8)

"Range of age:10-17.7 years

Table 2. Incidence of Positive Major Criteria in SLE
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"ACR 1997 criteria” This study(2006N=45(%)  Kim'"(1994)N=18(%)  Yoo'"(1987)N=16(%)  Tan™(1982)N=177(%)
Malar rash 32(71.D) 13(72.2) 10( 63) 101(57)
Discoid rash 5(11.1) 2(11.1) 20 13) 32(18)
Photosensitivity 6(13.3) 3(16.7) 6( 3%) 76(43)
Oral ulcer 4( 8.9) 7(389) 6( 33) 43(27)
Nonerosive arthritis 18(40.0) 7(33.9) 2( 13) 152(86)
Nephritis 32(71.D) 13(72.2) 14( 83) 90(51)
Serositis
Pleuritis 4( 8.9) 2(11.1) 5( 3D 106(60)
Pericarditis 5(11.1) 5(27.8) 3( 50) 34(19)
Encephalopathy 6(13.3) 1( 5.6) 3019 23(13)
Cytopenia 30(66.7) 10(55.6) 15( 94) 166(94)
Positive immunoserology
Anti-dsDNA Ab(+) 37(32.2) 12(66.7) 16(100) 119E7)
Anti-sm Ab(+) 11(24.4) - - -
Antiphospholipid Ab(+) 2( 4.4) - - -
Anticardiolipin Ab(+) 3( 6.7) - - -
Lupus anticoagulant(+) 3( 6.7) - 1/2F -
VDRL(+) 1 2.2) 3(18.2) 321 -
ANA positive 44(97.8) 16(39.9) 16(100) 175(99)

"ACR(American College of Rheumatology, 1997), 'not done or no data, 71 patient was positive among tested 2 patients
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Table 3. Results of Renal Biopsy Pathology in Lupus Nephritis

WHO class This study(2006)N=32(%) Yoo (1937)N=13(%) Park™ (2002)N=40(%) Bogdanovic™ (2004)N=53(%)

I 0( 0.0) 0( 0.0) 0( 0.0) AC75)

IIa 3( 94) 3(23.1) 2( 5.0) 11(20.8)

Ih 6(18.8) 0( 0.0) 2( 5.0) !

III 5(15.6) 107D 7(17.5) 10 1.9

v 14(43.8) 6(46.2) 27(67.5) 34(64.1)

A% 4(12.5) 3(23.1) 2( 5.0) 3( 5.7

"WHO class In, "IIa+IIb(no separate data of IIa and IIb)
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