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Abstract ;: Objective
(ITP). Methods

To investigate whether perforin was involved in the pathogenesis of idiopathic thrombocytopenic purpura
Perforin relative expressions in peripheral blood mononuclear cells (PBMCs) of 35 ITP patients and 45 healthy
controls were detected by RT-PCR and Western blot. The relationship between perforin protein and platelet count, serum interleu-
kin 4 (I1.-4),11-10, tumor necrosis factor alpha (TNF-¢) and interferon gamma (IFN-y) were analyzed by spearman approach. Re-
sults Increased perforin,both at mRNA and protein level,was observed in ITP patients (P<C0. 01). Perforin protein level in PB-
MCs was positively correlated with serum IFN-y and TNF-q and negatively correlated with platelet count (P<C0. 05). The correla-

tions between perforin and 11.-10,11.-4 did not achieve statistical significance (P<C0. 05). Conclusion Perforin was involved in the

pathogenesis of ITP.
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