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The Effect of Helicobacter pylori eradication in Patients with
H. pylori(+) Idiopathic thrombocytopenic Purpura : Case study
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Idiopathic thrombocytopenic purpura is a potentially life-threatening condition characterised by thrombocytopenia and
mediated by an autoimmune mechanism. Several recent studies have suggested that an association exists between H.
pylori eradication and improvement in platelet count in a significant proportion of patients with idiopathic thrombocy-
topenic purpura. This study confirmed the efficacy of H. pylori eradication in increasing the platelet count in steroid
refractory idiopathic thrombocytopenic purpura patients. Eradication therapy is simple and inexpensive, with limited tox-
icity and the advantage of avoiding long-term immunosuppressive treatment.
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Table 1. Clinical Characteristics and Clinical Course
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Case Age/Sex Previous Duration before eradication : .Platelet(x 10%/mm’) _ Response

No treatment (Months) Pre-eradication Post-eradication

1 36/F steroid 2 27 159 CR

2 57/F steroid 2 62 155 CR

3 75M steroid 6 13 123 PR

4 68/F steroid 2 24 30 NR

5 54/F steroid 3 20 19 NR

6 66/M steroid 2 13 28 NR

7 66/F steroid 5 11 18 NR

Abbreviations: CR,Complete response, PR, Partial response, NR, Non response
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Fig. 1. Follow up of platelet counts in 3 H. pylori-eradicated
and responsive patients.
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