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Research progress in metagenomics of intestinal microbiota in patients with immune thrombocytopenia WU
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[ Abstract] Immune thrombocytopenia( ITP) is the most common acquired hemorrhagic disorder during child-
hood, and the pathogenesis of the disease is complex. At present, immune abnormality is considered to be the main
cause of the disease. In recent years, the role of intestinal microbiota in immunomodulatory homeostasis and immune
tolerance has been gradually clarified, and its imbalance plays a key role in many immune diseases. Therefore, the
study of the relationship between intestinal microbiota imbalance and the onset of ITP can further restore the balance
of intestinal microbiota as a new strategy for the prevention and treatment of ITP. In this paper, the research progress
in metagenomics of intestinal microbiota in ITP patients is reviewed.
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