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Research progress on biomarkers related to the diagnosis and prognosis of multiple myeloma "
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Abstract: Multiple myeloma (MM) is a common hematological malignancy that is currently incurable.
MM exhibits significant heterogeneity in its manifestations, genetics, and response to treatment. Although
some traditional biomarkers and drug combination therapies used for MM diagnosis and evaluation have a-
chieved certain results, the recurrence and mortality rates of the disease are still high,and the prognosis is
poor. Therefore,it is crucial to explore more sensitive and effective diagnostic and prognostic biomarkers. This

article focuses on introducing new biomarkers reported and studied in recent years, which may facilitate early

diagnosis, prognostic stratification,and personalized treatment decisions for MM,
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