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Abstract Allogeneic hematopoietic stem cell transplantation(allo-HSCT), with a curative potential, has been
playing a critical role in the treatment of acute leukemia. However, relapse after allo-HSCT is still one of the most
common causes of the failure after transplantation. Patients who relapse after transplantation has poor prognosis
and no standard treatment is available. Treatment of patients who relapse after allo-HSCT remains a challenge in
clinical practice. We reviewed the current progress in the prevention and treatment of acute leukemia relapsed after

allo-HSCT from three aspects, including the risk identification of post-transplant relapse, the prevention and
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treatment of relapse.

Key words allogeneic hematopoietic stem cell transplantation; relapse; prevention; treatment

S 3 A 3 o 40 B2 A Callogeneic hemato-
poietic stem cell transplantation,allo-HSCT) &4
JYMM ARG RN EEF R~ AR
TR AR B & J , B )5 A AR A5 B T AR KA s L (H
Rt 5 52 AT 2 H ORI R I Y R Pk
— 1 [m] M 2T S0t T 1265 B RS A ROk B 58 A 2%
fift (CCRO By 2 PEBE & i CAML) 3%, o AL B U5
2.3€0. 6~5. 04 MR E R WA BT 3~6 N
2R IRBNEE (29 %) , RS 5 B & 1 B ] B
A A7 ) ) RS A R Y R TS i 22, —
B AE AT 5 A A1 35 Ik B 40 B i (DLD K &
BilF 2 T 48 (CAR-T) 2636 97 7] LU 35 43 B 3%
s AHOC T AT Anal BB 52 e X 52 K 5 WG T
PTG — Wb T . 2R SCH X 20k I 8
allo-HSCT J5 & & W B i B ik SR AE — 25 3R
1 RASRELANAYENKFESE

Tt & AML if J& 2Pk k40 e i e
"HFREARFEF —WEER. TR EARER kA

(7% ,210029)
@AM A . 8 de % . E-mail : kourongmiao@163. com

(ALL) B, B AU AT 7EAS B 40 38t 1% 2% 5 Sl
T 5% B8 9 ke (MIRD) BH 1 25 1 6 4 5 & & 19 XU
BRSO AT TCAS R 45t 4% 24 58 2 MRD ]
PERH L3 AE BE KR4 H1H 51% vs 27%
M 67% vs 23% . WM & faE & EHE, -
W4T T AT AR EE,

HSCT B %5 955 11 B 53 1 35t 1% 24 5% 5 R s 5%
fif R R S SR AR A2 B (OS) By FZ e
HZEY . Shouval " JF & T — A $50 KUEK: 70 )2
Z 45 (DRSS) 3 [ B¢ HSCT (1 3& W iiE, 78 AML
oL DRSS 254 T KR A I 9 20 ff 35 1% RURS 20
Zf R AL k5 4k k% AML, FLT3-ITD
NPM1 RAERE K4 Frrict . REME KX
52 R R R 2 1L Y0 R < R A 9 3k E 5 T A [
B 5T 43 BT T 89 B A ) AML HRE, o il
H Fine-Gray ol T B A F Ak R E & % (CIR) 5
DRSS PE45 B A8 R AE DL & 18 B W B TE 3%
(cGVHD) %45 Rk & . W5 &M, allo-HSCT
it DRSS 743 #8 &5 . &2 & KU 8 5, 1 DRSS 3F 43
AR E 5 FE G E & XK /DN, 2 DRSS

10. 13201/j. issn. 1004-2806. 2023. 03. 015.

SI R RS X T B8 S5 o5E PR3 1T AN S A% RS 52 2 B YA R ik SR L. I PR i W 2 2% 75 2023,36/(3) : 219-224. DOI:




« 220 - I AR 1l Y 2 2% i

536 45
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AR, BT 4 BB R HLA
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