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Abstract: As an autoimmune disease, the core mechanism of primary immune thrombocytopenia (ITP) is
that autoreactive T and B cells attack platelets and megakaryocytes, resulting in decreased production and
increased destruction of platelets. Immune intolerance refers to the dysregulation of immune tolerance
mechanism, which leads to the inability of the body to effectively clear self reactive T and B cells, resulting in
the loss of tolerance of the immune system to self antigens and attacking its own tissues. ITP patients may have
immune intolerance, which leads to the body’s inability to effectively clear self reactive T and B cells, and

eventually leads to the loss of tolerance of the immune system to self antigens, which then attacks platelets and
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megakaryocytes, and finally triggers ITP. This paper discusses the key role of immune intolerance in the

pathogenesis of ITP from two aspects: the dysregulation of B cell immune tolerance mechanism and the

dysregulation of T cell immune tolerance mechanism, by analyzing the physiological mechanism of the

establishment of immune tolerance, in order to provide new targets and research directions for the treatment of

ITP.

Key Words: primary immune thrombocytopenia; immune tolerance breakdown; central tolerance; peripheral

tolerance; pathogenesis
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