2504 ¢ AEF 20225 T AFHSL AR 14

s
. éa‘: JZ'S * doi:10. 3969/j. issn. 1671-8348. 2022. 14. 036
WM& E % https://kns. cnki. net/kems/detail/50. 1097, R. 20220415. 1301, 011. htm1(2022-04-17)

HEESEMTHMBERTSAMEEREBENZSEIR

BOTR ik Lx RS FR
(ZFREHKFWES —ERZAF 400016)

[(WE] 2AMFTHMBMMZ B M Ok R%EREB, FERE ST @04 Gallo HSCT) £ B 77" —
T 4674 & MM é’m,ﬁ RIS HEMELETE(TRME SRS EHEAFEERSFABRAT ZERA., B
allo-HSCT 4 — & & 77 . UG & i 2 & BAF A ML 57 ,allo HSCT £ MM ¥ B A # ) i5, M4 P %4
%935 N ,allo HSCT # M THRABK, LA MM &7 PR E L EH -, ZXEEKR MM &% allo-
HSCT aI k& . 7 XN E& T REM—2K,

[X4F] FARL L TF@RBH; 2ARTHB;FHALLY

[(hEENSEE] R551.3 [XHt4RIRE] A [XEHE] 1671-8348(2022)14-2504-06

Diagnosis and treatment status quo of allogeneic hematopoietic
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[ Abstract] Multiple myeloma (MM) is a malignant hematological disease. Allogeneic hematopoietic
stem cell transplantation (allo-HSCT) is the only potential method for curing MM at present. However, be-
cause of its high transplantation related mortality (TRM) and many post-transplantation related complica-
tions,it has not been widely used. Currently because the prognosis of allo-HSCT as first-line treatment is
gradually improved and it is becoming more and more practical as salvage treatment,allo-HSCT is widely used
in MM. With the introduction of more new drugs,the toxicity of allo-HSCT may be reduced, making its role in
the treatment of MM needs to be re-evaluated. This article reviews the pre-status, mode of transplantation and
the progress of subsequent treatment of allo-HSCT in MM patients.
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lapsed/refractory multiple myeloma, RRMM)
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