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[Abstract] Angioimmunoblastic T—cell lymphoma (AITL) is a highly aggressive subtype of T—cell lymphoma with no standard
treatment, resulting in poor survival outcomes for patients. With its high heterogeneity, complex pathogenesis and unmet needs in diag-
nosis and treatment, this disease has received considerable attention. Accurate diagnosis and effective treatment are essential to improve
patient prognosis. Emerging molecular technologies and flow cytometry are progressively improving the accuracy of early detection of
AITL, building on traditional histopathology. Given the limited efficacy of conventional chemotherapy , current research is focused on the
development of targeted therapies and immunotherapies. This article reviewed the pathogenesis, diagnostic methods, and treatment strat-

egies for AITL and explored future research directions in this field.
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