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Immune Thrombocytopenic Purpura and

Helicobacter Pylori Infection
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Immune thrombocytopenic purpura (ITP) is a disorder characterized by a low platelet count. The peripher-
al blood platelets are conjugated with anti-platelet antibodies and then are destroyed by autoimmune system.
However, the definite causes and mechanisms of how to induce those auto-antibodies are not clear. The infec-
tion of Helicobacter Pylori(H. Pylori ) has been documented to be associated with peptic ulcers, gastric cancer
and gastric lymphoma as well as some auto-immune diseases. And the marvelous finding has approached a new
therapeutic milestone for those diseases. Recently, numerous studies have reported that: about half of ITP pa-
tients simultaneously infected with H. Pylori will improve their platelet counts after successful eradication of their
H. Pyloriinfections. Theories of molecular cross mimicry, platelet aggregation and serological studies have tried
to explain the relations and possible mechanism. Therefore, we might understand the causes and mechanisms
of the evolution of auto-antibodies in ITP, and then conduct a new strategy to treat those ITP patients. (J Intern
Med Taiwan 2007; 18: 182-188 )



