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[Abstract] Acute myeloid leukemia (AML) is a malignant disease of myeloid hematopoietic stem/
progenitor cells. Although new drugs have emerged in recent years, the status of hematopoietic stem cell
transplantation (HSCT) in AML still remains irreplaceable. This article reviews the adjustment of
indications for HSCT in AML, donor selection, and updates of conditioning regimens, new prevention
strategies for post-transplant relapse, new targeted drugs, immunotherapy combined with HSCT to improve
the prognosis of relapsed and refractory AML, and optimization of transplantation technology for elderly

AML.
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T4 1L 25 VK 2 159 CR(CRh) , ORR K 13.6% (12/88) ; 7£ Ji.
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351K 42% 20%

R ] 22 T R A 22 T B AN S 8 A T S ) 2B B AT
iR, CTUBESERMED T 1 (CLLD# AR Z IR T 401
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BRI RE [ — 2

(Z)B4E AML IR RIE A AL

AML F B R AR AR, T AL R AR i
674, A AML B H HA NS DI E iR B BG4 & Th Ak
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