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Abstract

Acute myeloid leukemia (AML) is a myeloid disease characterized by the uncontrolled clonal proliferation of poorly differentiated
myeloid cells. It is the most common type of leukemia in the elderly. It is characterized by rapid onset, rapid progress, great impact and
poor prognosis. The clinical manifestations include bleeding, infection, anemia, and metabolic abnormalities. Due to the poor physical
fitness of elderly patients, compared with younger patients, the tolerance and therapeutic effects of conventional treatment programs
for the elderly are not satisfactory. Fortunately, the treatment of AML has developed rapidly in recent years, and many new promising
treatment options have emerged. This paper briefly summarizes the treatment decisions and classic treatment options for the elderly,
focusing on several newly approved drugs, including gemtuzumab, midostaurin, CPX-351, HMA, venetoclax, glasdegib, enasidenib and
ivosidenib and their specific indications.
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3 HEHREH ( Gemtuzumab Ozogamicin, GO )

PR — R CD33 [BTIARZGMEREGY) (ADC) |
EMEAHTE AML B E— LR ETT IO R 250, — IR I
WkEARIRE R, B T GO+ AriE(bST (BLEAREEZIA
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4 FLT3 #P 3
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BRI, K E 2K (Midostaurin ) J& FLT3 Z8254HIH 38
2y, KRZFEZMIMABSRAT (3+7) RIOUEMT. &
X% midostaurin 255 AL CR ( 58.9%vs.53.5%, P=0.15) ,
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5 CPX-351

CPX-351 ;& —FhfigifAR, CZEBTHENE 100mg/m® 12
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R-2HG (774, RA5[ IDH &A% T s L4251k,
550 DNA FIZHE O AMC s, AlEsgsessin, HREERK
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