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Abstract: Helicobacter pylori infection, which accounts for more than 50% of the world’s popula-
tion,is the most common bacterial infection in human beings. In addition to the digestive system
diseases,with the in-depth study,a variety of hematologic system diseases including Iron-defi-
ciency anemia(IDA), megaloblastic anemia(MA),idiopathic thrombocytopenic purpura(ITP),aller-
gic purpura (AP),and Mucosa-associated lymphoid tissue (MALT) lymphoma have also been con-
firmed to be associated with Hp. The Hp positive rate of the patients with the above hematologic
system disease is generally higher than the normal person,and the clinical symptoms were re-
lieved and even recovered to different degrees after the eradication of Hp.
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