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NG LR S LA AE (MDS) S — AR I T 1 1l T 40
1) 5 P 5 2R T Mg | 22 P PR 28 75 75 MDS 19 Ji5 1] 1
A EEME . 10% ~21% i MDS &£ 7] & I 51|
U2AF1 B[R 28745 U2AF 1 B R 28 245 1) £ 3 a0 Jie oy b R
P IM55 CAML ) Frg JRURS: 385 25 1) sk 248 B8 0 Ak 7 sl e L A
18 I T2 A AT (allo-HSCT)IRYT SN IR D . AWFRY
FRATIEI 2347 59 41 U2AF1 JE H 975 MDS 53 1 i R4
fiE, EAAbIT & allo-HSCT BT AL, F£ 4341 52 0 F% 4 28 3
JEHIER N

w57 %

LS I BERE : MBI 23 4 2016 4 7 F 3 2018 4F 12 95
R 2 B T 5 — = e a2E AT AR I P (NGS) A6 119 251 )
MDS B ¥R, MDS 2 4B B8 A2 40T B BT A 55
KNS , 12T &S5 k7 bRk, L U2AF1 g
R 2848 59 4] (23.5% ) . #R4E WHO 2016 43 BUAR ™ 432
MDS £ B 2955 A3 1fi. (MLD-SLD) 2 14, MDS 1 22 2 Jii 25 1t
IM.(MDS-MLD) 19 4], MDS {4 40 i1 4% -1 (MDS-EB-1)
21 44, MDS £ 54 4t ff 4% 22 -2 (MDS-EB-2) 17 4],

2. NGS 77  $2H012 B B B A% A, 4R 5L
20 DNA, 14 # 51 A I ¥ 95 A1 56 19 % L #4536 B Ton
AmpliSeq 3CJ4 , fdi il ABI Ton Torrent S5 I )35 {1746 T
NGS § #4877 ¥ 3 8 1 75 % 98.03 % , F 34 W )3 1K J&
2 500%,95% LA - 14 F AR DX 300 5P B EE 2 000% , Bop 5848

7 15 ARG COSMIC $iedla 122 B SCHRRAE A 2 o

3IRIT TR 10 B B E e R AMEIRYT e Bl &
HJL I TOBOIR YT L 7 B4 32 SRR YT o 36 Bl iR 2
allo-HSCT, H 1 32 15l 5% FH 2k B BuCy (1178 48+ IR It 1% ) +
PR A ER 1 (ATG) Wikh BE 7 52, 2 IR F FBAA (JRiE
PLEE+ A TH L+ BRI +ATG ) AL FR 7 22, 1 62K FluCy
CRUAPIE+ BB ) AL LT 28, 1 B12R s et i+ K51
g PR+ T AL BT 5 5 4532 Wi HLA A0 &
) £ R S (MTXO BES SAT E A (CsA) Tl A1
YPiTE £ (GVHD) , 32 J6 5% HLA 244 A5 AU RS A
[ H 25l ATG . MTX ., CsA M %5 B B2 i (MMF) Fil 5
GVHD,

4. 3 i AR AE PR AT A X BGE S 3 d > 0.5%
10°/L g Z 3 i 8, PLT ¥ 4% 3 d > 20x 10°/L B 25 1fiL/)s
LIETRE S IER E S I

5. 9P RO BB 15 : AR AETT 19 2006 4F MDS [ br T-1E
41 (IWG) IR 7 N A o HE AT PP A o Bl U7 1k H Ok
201945 A 31 H . 7L EAA7(OS) Il sE o Hfi2 H #
FRFALMFFSET- SR K BT B, ot A A7 (PFS) Bif ]
FE SRR HIA R Ml 2 & SET- H I sCR R EED H 5
allo-HSCT 2H OS i [al4§ 7 Sk 20 M [l g 28 A0 T~ sl R UK Bl
i B, PFS B (8] 52 Sk T 4 B [l i 28 1l i 2= 2 % BT H i
SR KBETTH

6. GeitaE b . 13 1] SPSS 25.0 A T 853 T . i
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PR A GE D) 2R, R F Mann-Witney UG 50647
L o A2 R AR (R i L) 227, SR FH R 7 6 50 5
Fisher # i BE 575 2047 Ho 3. R FH Cox XUR IS R 3#£4 7 5% )
OS .PFS (AN KT, P < 0.05 N2 FA G H 75 ., i
R 342 5 HIG AL

& R

L. I FRAERE - 59 91 U2AF1 3L R 2 48 B 5 v ) 53 43 )
(729%) , % 16 1(27.1% ) , i AR 44 (17 ~ 72) % o W12
i Hr 2 WBC 4.49 (1.05 ~22.50) x 10°/L , PLT 71 (4 ~379) x
10°/L \HGB 87 (43~ 160) g/L. {3 ‘5 % J5 4 40 B LL 451
59%(0~18% ). IPSS4r2H AL 3 4(5.1% ) , F-1 33 44
(55.9%) , H1f5-2 17151(28.8% ) , 5 15 6 451 (10.2% ) ; IPSS-R
I ARSE 1L (18.6% ) , T A 19 1 (32.2% ) , fmi 16 21 il
(35.6% ), M= 1 8 411 (13.6% ) o 52 {9l & H5 52 T Ak y7
allo-HSCT, F+ allo-HSCT 2H 36 14i] , fLy7 4H 16 9], FLilfi PR 45
TEDLFR 1. allo-HSCT A AAFEEMIE TALITH (41 X550 %7,
P=0.002),

2. GEARFEPIAG I - 251 491 0 5 v A 165 4> HE R 58
A RGN AR 28 (B 1~64) o 48
(81.4% ) A G IFILMILH 845 . 5 U2AF 1 SEH 58 F 3L A7
1Y) 2 A5 Wt A8 858 e 1) R LR TR O ASXLL (25.6% , 21/59)
RUNXI (23.7% , 14/59) . ETV6 (18.6% , 11/42) . SETBPI1

(13.6% ,8/59) .CBL(8.5% ,5/59) .TET2(6.8% , 4/59) %5
(B 1), 596l U2AF1 52728 19 F 38 A Hh 63 1~ U2AF 1 3L A
GAN I A AN 2 54 R TR AR 49 41 (83.1% ), Horp
S34F 30 i (50.8% ), S34Y 1714 (28.8% ) ,R35L J R35W £
1H1(1.7%) 56 5 5B F 278 5611 (8.5% ), Horfr Q157R 3 44
(5.1%),Q157P 2451(3.4% ) ; 4 11 (6.8 % ) S & [RIA 4G 1Y S34F
1 QISTR 878 5 1 Bl 3 Sk G159 #fi A 58 7% (c.472_477dup
TATGAG, p.Glu159 Met160insTyrGlu) , 63 4> Z 245 o7 s fif v
[ AT KL AR SR (VAF ) N 37.9% (4.6% ~49.7% ) o

1

R S2HU2AF HE P GAL G AR 5 £ S IR R ok PRAFAE

fbyreH (16 41) allo-HSCT £H (36 41]) Giitm PiE
PRI, B ) 11/5 26/10 0.729 0.69
Ay > 455 [ B15(%) ] 13(81.3) 14(38.9) 8.156 0.02
WBC [ x10°/L, M(75 1) ] 3.96(1.30 ~22.50) 5.05(1.05~ 18.02) 2.003 0.05
HGB[ g/L, M({5[#) ] 83(45~160) 91(51~137) 1.401 0.38
PLT[x10°/L, MGGz ) ] 51(4~240) 60(4 ~355) 0.297 0.65
B BEFE LA LB % , MGE) ] 6.1(0~16) 6.4(0~18) 0.050 0.86
IPSS-R[#71%1(% ) | 4.939 0.53
e 2(12.5) 7(19.4)
s 6(37.5) 10(27.8)
[ 4(25.0) 15(41.7)
W fes 4(25.0) 4(11.1)
Peta A %% ) ]
IEH AR 8(50.0) 15(41.7) 0.317 0.85
+8 3(18.8) 11(30.6) 0.790 0.67
-7/7q- 3(18.8) 1(2.8) 5.049 0.08
JER G AR =4[5 (%) ] 6(37.5) 12(33.3) 1.256 0.53
ASXL1 [ i1% (%) ] 3(18.8) 14(38.9) 3.569 0.16
RUNX1 225 [ 1% ( %) ] 6(37.5) 6(16.7) 2.759 0.25
SETBP1 2725 14 ( %) ] 2(12.5) 5(13.9) 0.022 0.98
U2AF1 5245251 3.991 0.14
S34[ 5% (%) ] 10(62.5) 31(86.1)
HA [ 1% (%) ] 6(37.5) 5(13.9)
U2AF1 VAF[ % , M) ] 37.95(4.6 ~49.7) 37.65(5.5~47.4) 0.268 0.79

1 :a: allo-HSCT 4N B B AL IS AE IR ; IPSS-R AZ T T A I BR TS B0 R 45 5 VAF « S50 KL PR AR 53471 %
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3RS B 2019 4E 5 H 31 H, s BT ) Dy
25.2(0.3 ~34.9) M H feyr A A OS B[] 25.3 (1.1 ~27.1)
AN H L1 allo-HSCT 4 #1437 OS i i) R ik #] . allo-HSCT £H
2 4F OS J PFS HA ALy 7 4l W [0S: (73.2+£10.5) % X
(51.1£13.9)% , P=0.004; PFS: (70.9+ 11.4)% %} (43.6 +
141)% , P=0.008] . 7F allo- HSCT 4 &£ # 1, Kk & 3
RUNX 1 L[ 58725 14 2 2 2 4F PFS KA & IFZ 58 (10 H 2 1
EH25 (80.0% X 50.0% , P=0.002) . 121 (33.3% ) B4 &
FACAE AN DL F AR R R T H =4 4 B H A G
1 4F PFS RAGGEAF LN < 44 B W E AR (61.7£15.6) %
XF(94.7£5.1) % , P = 0.015 ], Wi 3% Z AL I7 1697 1Y W 4 i 3
1 45 PFS %22 R L4 i 3 X[ (60.0+15.5) % Xf (66.7+
152)%,P=0.735],

4. BRI 7 R S U 2 4347 - 36 il allo-HSCT 5 7,
15 W R AB T 345 52 4 25 (CR) , 4 175843 22/ (PR) , 3 il kb
T IR (PD) , 3 il% 4k AML, 11 451 25 BB 7 i
M . HLA 2 AH SR 13 16 (5] j it 35 7 4], G e fit %
6 ), BfE T RS hi 23 o [ 4 RS % 40 L (MINC) 9.44
(4.35~17.59)x10%kg.CD34 4 /ifd 4.76(2.50 ~ 10.55) x 10%/kg.
LR A A% AR A A ] 4 A 12(9 ~28)d 13,5
(9~29)d. 11f1(30.6% ) ¥ KA & GVHD (aGVHD) ,
i R ARTE 35(13 ~72)d, Hrp T T 6 411 (16.7% ), 1,
IVEE3H(8.4% ) , ANILAI2 6 (5.6% ). 9HI(25% ) & KL
18P GVHD, H 7 & 1] 140(93 ~ 262)d, Fr Jm FR# 7 45i]
(19.4%) ) Z B 241(5.6% ) o HLINZE /3BT s, AR =
4 RUNXI KL 2875 S 5200 f 3% PFS(HR =2.917,95% CI
0.969 ~ 8.787,P=0.057; HR = 3.503,95% CI 1.173 ~ 10.460,
P=0.025) MfERF

W’

IEAEARBEAS NGS 1) 12 i 75 K6 4> MDS i Tk
LT ZFPo5 K RNA 35 FEHLH 10 F R R A 224 B
LA AT B X 2 548 1 I R A X, Thol 55> WFFE 2R W
SRSF2 /& MDS R SR TG AN R B i 7 11 R ¥ il S 5 s
2R, Li 46 B 58 A8 21 AR OS At 18] 458 91 44 41 4k 38 40 0 o
Wu ZE R WIZE GG 2H (9 MDS H 3t U2AF 1 S 2878 5
B AML (G 1) B RIAF G , 22518 76 0 1 3¢
Bkt A HRE", 36T allo-HSCT X U2AF1 275 1 MDS
TG 52 W SCRRE D A58 FR AT T4 B allo-HSCT 4155
ST 2 2 4F OS K PFS 2 Il 3 &5 , fFA RUNX 1 LR 5748 &
i R E MG PES IYfERE R 2

ARG 59 4] B E AR H 63 4> U2AFT 28745 47 5, JE
4 P g AR T | 86.4% 1Y KL M 5 A5 i T 834, 14.3% i T
Q157, 530k [ 13-14 4R EAH{RL . Yip % 'BF5 & 3 U2AF1
S34F 28 ARk T 4T 40 AR T, $2 /1 S34F A8 g i IR 2
Ji A K AR LA T, T S ECR BN S 1l . AT
R & R S34F 278 F 3 5 HAM A 4 58 A8 JE S A I PRAFRAE 22
S RA GRS, T HAL S 58 AR AL, K

FEA S AT REA B A 7 LS8 .

AHEFEH 23.5% () BG4 U2AF 1 R KA, X
A E KRS, 5 U2AFT 2878 & I H B0 R 55 i i 2
ASXL1 JE[F (25.6% ) , T 5 U2AF1 1 FIAIL ) A8 ) 9 5 3 4k
BRI 2R KA FH 2.4% 2 R T 55 32 1 19 58 A0 3 M
HETF |, 15 2 M A% A8 i 1 A 28 AR A7, 5 SCiik[ 16 1AH—
. RUNXI P 282540 1 46.(23.7% ) UK T ASXL1 2 A,
EL 78 SCHRE MDS 835 178 RUNX JE K 2828 A A 7R T
JEABL, 76 2 M v RUNX SR 9828 R 2% (134 )8
BF A R (214 H ) A OS B[] S 5 BRAIK 7 (A TR
FATT R BUAE RUNX T B R 5828 1) S B oA )i 2 41 OS % dp 3
I RUNXT ZEH 522 BAPE R 2, R R 5 1% L R
BTG 522 Wn R AT RECE IR B E I HiLS o LAk,
MDS F8 5 f Fifl 5 4% e PR 1) Bt 2 0000 5 9 2 %) fs s 1R
F LM AR BOE N, BRE R R B Y R
WFFE R FEAE 44 DL L 58 A8 3L 1) JR 3 allo-HSCT J5 W AN
i, AR AR E T DL fER R 22 R g4 5 .

AT LS H R, allo-HSCT 0] AP 3% U2AF1 S 2871
MDS B F 5 , FeH 2245 =4 4~ RUNX1 3 [H 2875 R £
7R R R 2%
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