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[Abstract] The incidence of acute myeloid leukemia (AML) increases with age. About 60% of elderly patients could not
tolerate conventional chemotherapy due to old age, physiological and cognitive impairment and increased complications. The
median survival of elderly patients who did not receive routine chemotherapy was only 2 months. Various tumor clinical prac-
tice guidelines issued by the National Comprehensive Cancer Network (NCCN) preferentially recommend demethylating
agents combined with B—cell lymphoma=-2 (BCL-2) inhibitors for elderly AML patients who are not suitable for intensive thera-
py. Azacitidine and Decitabine are two kinds of demethylatiing agents commonly used in clinical practice. In this paper, we
mainly review the research progress of demethylating agents combined with small molecule targeted drugs such as BCL—2 inhib-
itors, FMS like tyrosine kinase=3 (FLT3) inhibitors, isocitrate dehydrogenase (IDH) 1/2 inhibitors, and immunotherapy such
as programmed death—1 (PD—1) monoclonal antibodies and other non—chemotherapeutic drugs.
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