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[ Abstract] Objective

penic purpura(ITP) and its significance in the diagnosis and treatment. Methods

To investigate the change of platelet- associated IgG(PAIg(G) in idiopathic thrombocyto-
The flow cytometry (FCM) and
ELISA were used to simultaneously detect PAlIgG in the samples from 52 patients with idiopathic thrombocytopenic
purpura (ITP) and 20 normal volunteers. The results obtained from these two methods were compared. Results For
ITP patients, the detection positive rate was 87.5% in FCM test and 74 % in ELISA test. For simultaneous detection
in 12 cases of ITP after three months of hormone treatment,the average fluorescence intensity detected by FCM de-
creased from 65.23418.12 to 31. 25+12. 23, platelet counts were increased. Conclusion FCM for detecting platelet
antibody has the advantages of simplicity, shortcut and high sensitivity compared with ELISA. FCM for evaluating

the curative effect has certain significance to increase the diagnostic level and guide the clinical treatment.
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