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Roles of metformin in malignant hematological diseases
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Abstract: In recent years, malignant hematological diseases have a great increase in incidence and
prevalence, and become the common diseases that threaten patients' health and lives. Despite an achievement
of great advances in the treatment of hematologic malignancies, novel drugs and better modalities are critically
needed to improve the therapeutic responses and the long-term survival. Metformin, as an effective drug in the
treatment of type 2 diabetes mellitus, has been found recently to be effective as an accessory medication in
treating malignancies and autoimmune diseases. It is generally accepted that the pharmacologic mechanism of
metformin in treating malignant and autoimmune diseases is largely due to its effects on the process of cellular
metabolisms and its regulatory functions on immune system. It has been found that metformin is also effective
in treating hematologic diseases. In this paper, we reviewed the studies on metformin in treating hematologic
malignancies, and it might be a promising drug in improving the therapeutic outcome of these diseases.
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MBURME, BRERR, e EHE AR,
Rosilio%F 7t 1 — HUOBUITRT A S TAH g Stk vk 12
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