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EFFECT OF HELICOBACTER PYLORI ERADICATION IN PATIENTS
WITH CHRONIC IDIOPATHIC THROMBOCYTOPENIC PURPURA

Tomoko Komatsu®”, Yoshiko Tamai”, Kazufumi Yamagata”, Noriko Sawamura",
Ko Mayama', Tatsuya Mikami”, Tadashi Shimoyama", Shinsaku Fukuda",
Akihiro Munakata”, and Hideki Takami”

Abstract The prevalence of Helicobacter pylori (H. pylori) infection and the effect of its eradication in 22 patients
with idiopathic thrombocytopenic purpura (ITP) were studied. H. pylori infection was detected in 18 patients, and
its eradication was obtained in 15 of 17 infected patients (88.2%). H. pylori eradication led 8 patients to a complete
response (platelets »100x10°/L), and 1 to a partial response (platelets 50-99x10%/L) (effective rate 60%). The
patients with low level of PAIgG before eradication tend to achieve complete response compared with the other
cases. Toxic effects of Grade 2 of skin rash appeared in 3 patients and Grade 1 of diarrhea in 2 patients, and all
patients could continue the medication without severe toxic effects. H. pylori eradication may be considered as the
first line therapy for ITP.
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11 60 F 70  JLRzvnor 0.3 1.0 744 20 344
. 12 51 M 104 JLRzDvor 3.0 1.1 229.0 63 7.2
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2 AREEIEOE I DOWTHRE L.
ERIZ60% TH O, Mtk DS ST R DK
HMTH o7z, H. pyloriBGHEITPIZ X T % BREE#E%
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HZEMEEL W, HIMER D D72 WERNIZ B 0
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