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Research progress of XPO1 inhibitor selinexor in the treatment of acute myeloid leukemia”
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[Abstract] Acute myeloid leukemia(AML) is a hematological malignancy characterized by clonal prolif-
eration of bone marrow progenitor cells in bone marrow and blood. Although researchers have continuously
proposed new treatment options,the overall prognosis of patients has not improved significantly. The nuclear
export protein 1(XPO1) inhibitor plays an important role in cancer by inhibiting the key substances leading to
tumorigenesis through the nuclear membrane of cancer cells. It can promote cell cycle arrest and apoptosis in
AML cells,and has a wide range of anti-cancer effects and good safety in combination with other targeted
drugs or chemotherapy regimens. This article mainly reviewed the research progress of XPO1 inhibitor selin-
eror in the treatment of AML.
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$l e W LS IR R T LA JE A JE R B A Sk B A
BOBE R yAR YT . BB A 17 BT PR AE R,
Hrp 3l B &2 T %#ME R 30 mg/m” MWIHIT.
352 T 40 mg/m’ .6 Hl#Z T 55 mg/m”,5 4%
Z T 70 mg/m”, feHILEY 3 KAE MW 2+ AE J& JChE
PRAREH AT . 2 B4 70 mg/m’ WBITIEBEH RAET
RIS NI R L R T R R R 16
BEP 15 4] B s XPO1 mRNA /8 2 £, %
B XPO1 Z 40, 78 5 5 Wik BE & & R e IR o AR
B, 15 B AL B R A 7 (47 %) i85 3] CR/
CRi, MR e &7 LE R/R AML i34 252
F A A P -+ BB B IR B, 2E R JE &R R Ik B
55 mg/m* W} J& 0l DLt 52 (4, $% 52 %€ Al Je & = 40
mg/m’ WA B F 1 XPOL B8l . iR y7 7 &
(1) R0 v T

— 300 T 9550 B3 14 X 56 VA T ZE R e R 5 A
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