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than in the general population.
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response and patients treated ATG or ALG alone had no response.
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Background : Genetic susceptibility to a vanety of disease has been shown and it has
recently been suggested that aplastic anemia is more common in adults who are HLA-DRZ+

Methods : To invesligate whether cerain HLA-DOR gene is more common in children with
aplastic anemia and HLA-DR2+ gene is associated with susceplibility to cyclosporing AICyA), we
analyzed the results of HLA-DR typing in 37 children with aplastic anemia with sequence specific

Results : Eight patients were DR2+, and there was no more common than the normal
population. All of the 8 patients with DR2+ were DRB1-15014+ with high resolution HLA typing.
Of the 8 patients with DRB1+15014, 3 patients were treated with CyA alonel2 patients) or CyA
plus ATG(1 patient), 2 patients were treated with ATG(1 patientl or ALG alonel(1 patient). Patients
treated with CyA only or CyA plus ATG had either a completell patientl or parial2 patients)

Conclusion : Although incidence of HLA-DEZ2 was nol signiicantly hagher in children with
aplastic anemia then nomal population, response rate to CyA was significantty high in the DR24
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Table 1. Patient characteristics of 37 child-
ren with aplastic anemia
Characteristics Mo, of patients
M :F 1518
Apa, median(year, range) 9.3(3-15)
Sewverity
severe 21
moderate 16
Treatment
Immunosuppressive therapy 24
ATG or ALG alone 10
ATG + Cya+ methylpradnisolone 12
Cyd alone 2
BMT 4
Mo treatment 7
Expired dunng treatrment 2

"BMT : Bone marrow transplantation
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Table 2. CD4/CD8 ratio of 24 patients
according to the disease duration from diag-
nosis to measurement of CD4 and CD8

Disease duration

CD4/CDE ratio
>1.0 3 2
=1.0 1 13
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HelZgk 5413 9)e)= §l%ich HLA-DRBI* 15+
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oJabA] g wIEE vpeEhglci(Table 3).
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Table 3. Results of HLA typing

HLA-DRB1 Number of Mormal controls®

aleles  alleles(®) (%) £ value
01 4 6.1) 122( 6.1)
15 8(12.4) 248(12.4)
16 1 1.5 18( 0.9
ie) 2 3.1) 54( 27)
04 13(20.0} 38B8(19.4)
11 3 4.6) 76l 3.8)
12 %13.9) 158( 7.9) 0.08
13 B 9.2) 2340117
14 4 6.1) 146( 7.3)
07 2 3.1) 1260 63)
8 1 15) 202(10.1) 0,02
09 1017.0) 200(10.0)
10 il 15) 2 1.4) 0.07

“idata from Korean Marrow Donor Program
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Table 4. Immunosuppressive therapy and re-
sponses of 8 patients with HLA-DRB1+ 15[:1

Patients Severity  Treatment Hem-::lnse
1 severg BMT CR
2 severe ATG + MP + CyA  Expired
3 Severns ATG + MP + CyA  Expired
4 sovens ATG + MP + CvA CR
5 moderate  ATG + oxymetholone PR
B Severs ALG oxymetholone ME
7 SEvere Cyh PR
a moderate  CyA PR

Abbrevations: CR, complete  responses PR, partial
response: MR, no response: MP, methylprednisclone
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