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MRD BH%: (P=0.010) 20 SR 5 B3 . G:RH Cox A RIBE T 22 K 4307, 45 51 .78 MRD BHE
SR H A 2 4F B DFS R (HR=2.073, 95%CI 1.124~3.822, P=0.020) \NRM % (HR=2.354, 95% CI
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[Abstract] Objective To analyze the effect of NCCN (2015) risk stratification on prognosis of
patients with acute myeloid leukemia (AML) after allogeneic hematopoietic stem cell transplantation (allo-
HSCT). Methods Retrospective analysis of 258 patients with AML in CR (186 cases in CR,, 72 cases in
CR,) who underwent allogeneic HSCT in our hospital between April 2012 and March 2015 according to
NCCN (2015)risk stratification. Of them, 63 cases were classified as low risk, 112 cases intermediate risk
and 83 cases high risk. Results (DWith the median follow up of 18(5-41) months, two-year disease free
surviva (DFS) in 258 patients was 78.0% (95% CI 60.4%— 96.6% ). Two- year DFS in AML after
transplantation was 78.6% (95% CI 61.0%— 96.2% ) in low risk, 76.0% (95% CI 84.0%- 93.6% ) in
intermediate risk and 80.3% (95% CI 62.7%-97.9% ) (P=0.886) in high risk groups respectively. 2
Univariate analysis showed that DFS has no significant difference in patient age, the median disease course
before HSCT, the WBC number at the beginning of the disease, blood routine and chromosomes
examination before transplantation, extramedullary disease before transplantation, disease status before
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transplantation, conditioning regimen, donor type, donor and recipient sex, recipient blood type, transfused
MNC number, transfused CD34" cell number and transfused CD3" cell number. DFS was significant lower
in primary AML than that in secondary AML (P=0.006) and also lower in MRD positive than that in
MRD negative (P=0.003). The accumulative relapse was significant higher in CR, compared to that in
CR, (P=0.046). Accumulative non-relapse mortality (NRM) was significanlyt higher in secondary AML
compared to that in primary AML (P=0.004) and also higher in MRD positive compared to that in MRD
negative (P=0.010). (®Multivariate analysis showed that MRD positive was the only significant factor in
DFS and NRM. Conclusion Allo-HSCT treatment of AML CR patients could achieve a high efficacy,
which is similar between CR, and CR, patients. There is no significant correlation between NCCN (2015)
risk stratification and the prognosis of AML patients with allo- HSCT treatment. Pre- conditioning MRD
status monitored by multiparameter flow cytometry was the only impact factor on DFS and NRM in allo-
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HSCT for CR-AML patients.
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S et . ) NCCN [l /32
WA E R Wadl63b)  TRedl(2f])  mfedl(s3bl)  ZEUZH  PI
P (%) ] 4.658 0.234
5 147(57.0) 36(57.1) 62(50.8) 49(67.1)
L 111(43.0) 27(42.9) 60(49.1) 24(32.8)
PRS2, MGERD 25(2~64) 31(3~49) 26(2~64) 21(2~58) 8.889" 0.031
A AR A, MGERD ] 6(1~51) 8(2~51) 6(2~48) 5(1~26) 5.432 0.045
JE R Ak 1(%) ] 2.237 0.622
Bk 243(94.1) 62(98.4) 103(91.9) 78(93.9)
4k 15(5.8) 1(1.5) 9(7.9) 5(6.0)
K WBCL1(%) ] 9.376 0.032
<50x10°/L 192(74.4) 55(87.3) 83(74.1) 54(65.0)
>50x10°/L 66(25.5) 8(12.6) 29(25.8) 29(34.9)
AT CRARZS[H1(%) ] 9.234 0.031
CR, 186(72.0) 43(68.2) 76(67.8) 67(80.7)
CR, 72(27.9) 20(31.7) 36(32.1) 16(19.2)
Tk 3R MRD (%) ] 5342 0.067
MRD F: 205(79.4) 53(84.1) 84(74.3) 68(81.9)
MRD fH % 53(20.5) 9(14.2) 26(23.2) 18(22.8)
<1% 38(71.6) 8(88.8) 16(61.5) 14(77.7)
=1% 15(28.3) 1(11.1) 10(38.4) 4(22.2)
BESMIE [1](%) ] 1.456 0.873
H 32(12.4) 7(11.1) 13(11.6) 12(14.4)
¥ 226(87.5) 56(88.8) 99(87.6) 71(85.5)
oAb BT i H LA (%) ] 1.023 0.651
EH 135(91.0) 24(39.6) 72(64.2) 39(46.9)
AIEH 123(47.6) 39(61.9) 50(40.6) 34(40.9)
ATk 41(%) ] 0.212 0.541
ANIEH 12(4.6) 2(3.1) 6(5.3) 4(4.8)
EH 246(95.3) 61(96.8) 106(94.6) 79(95.1)
PEE A (%) ] 0.187 0.540
[FIMLAR A L 52(20.1) 12(19.0) 21(18.7) 19(22.8)
T 39(15.1) 13(36.5) 17(16.0) 9(10.8)
EAHE L 167(64.7) 38(60.3) 74(65.4) 55(66.2)
HEF P ORI 2, MGET) ] 34(6~68) 32(5~54) 32(7~62) 34(8~68) 1.675 0.842
HEZ S (%) ] 1.563 0.612
B-5 99(38.3) 25(39.6) 41(33.6) 33(39.7)
B4 53(20.5) 8(12.6) 25(22.1) 20(24.0)
Z-5 50(19.3) 13(20.6) 20(17.8) 17(20.4)
LA 56(21.7) 17(26.9) 26(23.0) 13(15.6)
HEZE AL 5] (%) ] 2.765 0.123
MLIRAH A 129(50.0) 24(38.0) 60(53.0) 45(66.2)
FEMAE 60(23.2) 19(30.1) 23(20.5) 18(21.6)
WEARA 54(20.9) 16(25.3) 21(18.5) 17(21.6)
FRIIAE 15(5.8) 4(6.3) 8(7.0) 3(3.6)
T35 2 [ 51(%) ] 3.032 0.145
Bu A 2EAl] 230(89.1) 59(93.6) 95(84.8) 76(91.5)
TBI 3 28(11.2) 4(6.3) 17(16.0) 7(8.4)
TR IR L1 (%) ] 1.753 0.421
BSR4 A 216(83.7) 48(76.1) 93(91.9) 75(78.3)
A1 JE T4 42(16.2) 15(23.8) 19(16.9) 8(9.6)
W MNC L[ x10%kg, M(FE ) | 8.00(2.31~22.4) 7.55(3.00~13.38) 8.24(2.31~22.4) 8.50(4.06~14.94)  1.632° 0.452
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WvE CD3 AMAEAL x10%kg, M(FERE) ] 1.60(0.05~6.7)  1.62(0.30~5.56)  1.68(0.05~5.56)  1.67(0.94~9.71) 2.041° 0.985
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ZEVERIARTR DL FISH J5 3 04 7P e (ARG A 2
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s R
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0.542),
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8.561, P=0.004) 2 MRD [H: (,’=7.200, P=0.010) 4
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F3 NCCNQ015)AN[FESr4UL B E AL G R YIPTE 39 (GVHD ) Ak & A= 1 5 HLA (%, 95%CT)

. GVHD
2151 Bil%L - - - u——

I~V ZMH:GVHD M~V 2P GVHD JaBRAEM: GVHD ]z A GVHD
fRfadl 63 33.9(16.3~51.5) 17.4(1.0~31.0) 26.9(10.3~44.1) 19.0(1.4~36.6)
hifEdl 112 12.5(3.0~31.6) 9.8(0.9~26.8) 31.8(15.1~49.4) 16.9(0.9~34.5)

[y [eRi| 83 19.2(2.2~36.8) 8.4(0.8~25.6) 31.3(13.5~49.7) 14.4(4.2~32.0)
71H 5.132 3.453 0.187 0.631
Pl 0.106 0.207 0.647 0.740
4151 e ok

CMV [liL4%E EBV IfiL4E 1 PR 4% TR i B A T L R JRR
fRfE2 63 69.8(52.2~86.5) 20.6(3.0~38.2) 53.0(35.4~70.6) 11.5(7.1~29.1)
hifEdl 112 74.1(56.5~91.7) 15.1(2.5~32.7) 48.2(30.6~65.8) 23.0(4.4~41.6)
gl 83 63.8(46.2~81.4) 12.0(5.6~29.6) 36.1(18.5~53.7) 29.1(11.5~46.7)
PZL 4121 3.046 5.631 2.872
PlH 0.240 0.363 0.065 0.497

1 :CMV: B4l 4 ; EBV : EB i

Ak 52 & 1Y 240 B 8 & 2 4 R FUNRM Ny
12.9% , 7EAK . | 55 fE 4 8 NRM R 43 51
16.8%.11.9%.10.3% , 2= 5 41T 5 L (=1.222,
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i J5 DFS R AHL, b 58%~60% , {H 2 55 i 4 F % 7
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