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Abstract
therapv (IIST) in children with severe aplastic anemia(SAA) .

Objective To study the efficacy and side effects of intensive immunosuppressive
Methods From January 1996 to
January 2003 32 patients with SAA were treated in our hospital by TIST mainly consisted of
cyclosporin(CSA)  antilymphocyte gobulin(ATG/ALG) high dose immunoglobulin(HDIVIG) and
(HDMP) .They were divided into two groups group A with

Results The

total response rate was 71. 88% . No significant difference between the two groups was found. The

high dose prednisone
4immunosuppressive  agents group B with 2 or 3 immunosuppressive agents.
fatal complication was septicemia which was caused especially by the activation of latent virus and
deep fungal infection. At present no patient developed diseases of paroxysmal nocturnal
hemoglobinuria (PNH) myelodysplastic syndromes(MDS) or acute myelogenous leukemia(AML) .
Conclusion CSA combined with ALG/ATG HDIVIG and HDMP can increase the response rate in
SAA. IIST can further improve the efficacy of SAA in children.
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Bt AA L 48 ], H A RERFRAIT IS
KA 32 6, B 20 B, & 12 #];4E88 1.5 ~ 14 Z (F
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Table 1 The response rate of IIST in children with aplastic

anemia

n Cure Lysis  Progress Efficiency
SSA 30 14 4 3 70. 0%
SAA- 26 13 4 2 73. 1%
SAA-T 4 1 1 50%
CAA 2 1 {
%2 RIELGYEE AL E TR AR
Table 2  The results of different groups
n Effective Noneffective Efficiency
A group 18 13 5 72.2%
B group 14 10 4 33%
Total 32 23 9 71. 88%
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