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Novel strategy of allogeneic hematopoietic stem cell transplantation for myelofibrosis
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3 A o 4 A AL ( allogeneic hematopoietic stem cell transplantation, allo-HSCT) 5% M — ¥ #§ i&6 R0 & 76 4 4

ft.(bone marrow fibrosis, MF) 877 3% . BMABM AT AR TES , LFZ AL AALZHE, BXEER T ABHEEL HH
WA REAE ARG E FAEFE BHEDNE ifrﬁ(graﬁ-versus-host disease, GVHD) T B AN KU R BH DT F B &
KIBIT % % Jr R H W B A0l KRR 9, 3R R A #E 8 % allo-HSCT B MF & 2 B g B9 37 K uk

[ X8 ]

[FESZES]) R457.7 [ CEitRERE] B

HBELT AL R — Pl o BV B B BE VR
PR B R 2T 4k 2H 2] 0 0 AR e A M I I IS 2B
Hh LA B R, D RO A Dy Sk L, TS AR 22
J Ve BB 4T 4E 4L ( primary myelofibrosis, PMF ) if
# 5 JAK2 CALR = MPL 28754 3¢, Hrh 80% -
FC A R 9 AH G 28 48 (ASXLL, TET2, EZH2
SRSF2 .DNMT3A \U2AF1 F1 IDH1/IDH2 4§) ,10% &
HHON KR S A I H A TR B g AE
A R RS 25, AL 4R JAK S0 50 | HE ) 4 0
TZH 11 BCLI-2/BCL-XL 25 %) | 3% WL 33t 1% 24 A 5 2
Y1 AKT AT mTOR 108 550 A% i s 400 ) 590 258 24 A g
$ o B A R B 3 O AR S PR T
41}y # A ( allogeneic hematopoietic stem cell trans-
plantation , allo-HSCT) 4/ /& P — 4 FI GE 3 A %5 95 5L
IERAEAF IR YT 7 U ER T 3 IO 8 2
PR2%  IRUR RN Ak R AN R WK A2 308 IR Y7 R DGt
T-% ( treatment-related mortality, TRM ) 3F % =L
VT JLAE  allo-HSCT 677 MF A= 77 50 i 45 75, Bk
SR A R R A RIS SR T
1 BEZTEREF
1.1 BERESE A PMF BHAT allo-ASCT 44
R, — RNV RGEWTT K T U F1 1B F4
I FAE AT )T %, 2011 4R H1AY DIPSS-plus
BRI RGE, WATUGE FIRER T 0% 5P
AR LZLER FKF- | 20 AP R A A i it 4 40 i
L f51) 465 15T B4 A AR N T A M A SR AR, T
DIPSS-plus FL# MF % #5252 allo-HSCT 4% 4 iR
ITIE 5 HERAAEHE (overall survival, 0S) , i iGE-1 41
BN 2% M T1%, T fE-2 A5 50% A
4% , Ffad 5 3l 32% 1 11% ', 2015 4ERRM

[E£TH ) AR TESHFLIH (45 2021 YFS0049)
AEIRESE

R AR A E S T 20 A4 A K JAK 306 L 3% £55
[XZHE] 1672-6170(2026)01-0187-05

B8 FI 3 L1 40 2 4E 2% 2% ( European Society for
Bone Marrow and Hematopoietic Stem Cell Transplan-
tation, EBMT) 48R IAA allo-HSCT N #4145 T30 A=
AU < 5 4R MF S8, LURHR I LTI T4k
T E ML 41 e 3% 2 5E ( polycythemia vera, PV) F1J5
K VEIL /N3 Z25E (essential thrombocythemia, ET)
191 B 2T 2 16 1R A2 (MYSEC-PM) F140 A 41 g
WL N o T W A A R TR R 1 98 728 1
s[5 R 75 5 BF 4 & 48 ( MIPSS70 B, MIPSS70 +)
2019 4EiL 4 B B 2T 4 AL B AL T 70 &R 42 (myelofi-
brosis transplant scoring system score; MTSS ) ~J- ffij %
A MV HH DG B RS -5 1 2 286 7R 46 8 A A 5 XL
W, HETE MF B35 38 allo-HSCT (R . 75
KB BELE 44k DIPSS /G -2 8 f& , MIPSST0 5
MIPSS70-Plus = & [ 884, 4% & 1 - e 2T 4E b 8 3
MYSEC-PM P73 fE il h -2 1[5, U AR A7 Ik
)L, 2R MTSS PR XU sl IXURS: , mT 57 REE Ay
Fetti, T DIPSS R fE s fa-1 py 3, T EIR 8
M, (B2 R A JF TPS3, EZH2., CBL, U2AF1,
SRSF2,IDH1/2 NRAS 5k KRAS 275 , ok & 15 s 41 il
WAL SR ALES-T inv (3) i(17q) .+21,+19 12p-
A 11q-, F 7 8 S B SR ol vl 2
HSCT, HH{# 7l % & (Ruxolitinib, RUX) " iZ {1 T
PMF, W67 6 1 J5 & T2 AT 8 Je [ L ( RR6 )
RS 2 e () 18 3 T % Bt R AT RS R ITAR . f LA
BRI R G KA 2015 AR ART RS AE R
TERSARST RO S 2 1 J5 A 5 7858 1 BRI v i — 20
Uivat]

1.2 ERMB[EIIREME BHHOR H EAE
SRR RCH R AR PR 1) EZ K . Kroger 55
WIE TP AARR N 67 2 (65~74 %) B MF (3,6
AT T R A A ( progression free survival , PFS)
1 0S 4351 60% il 64% , 1 4FAES % FET-3R (non-
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relapse mortality, NRM) & 21% , 258 5/ F 60 % 4F
WY BRI, — Bk, BIE I 70 £ 1
B ARG GEMEE ARSI SR
HeR it RoAE '
2 BENEE
2.1 RBRhK  EMUZSm MEF B CE R AT ALY H
BHE, 2500 R IEIE RN >22 em &0 57
AFHEZES, EBMT —Ii 4155 1195 ] MF B4 %
H BRI (2000~2017 4F) , R BLIEAC = 15 em FI
T MPKE IR IR A AR I e DI RN K
WM 0S e W 2 i NMR A DG, T 970 1% AR 7T 45
FE R E] B 25 A NMR DO B R AR 1) Tk
FERBE ALK 12 e, MRS BT i i 314 6] MF &
TSI YIBE, R 45 KN 27. 7% H 85+
KA, I 14. 0% , 1042 9. 9% , /YL 9. 9%, Ifil
IR £ >1000x10° /L 5. 4% , 56T 8.9% . L,
LIS SO B N | 14. 3% &2 F R
A SCERAGE M VIR ST RS, S R RN T 3 £ L
BT SRR DI BR R B BB T AT RE SR X
BT TR AN JE 4 R, RTRE S e T o ELAR R
PRV TE B .

JAK1/2 #1550 72 o] B Je (RUX) 42 H JT iR 7
MF AH 5 I b K B 38 7R 97 O 2. IR R A58 COM-
FORT-I fil COMFORT-II 5 4F#¥s W~ , RUX JRIT4E
24 I 9B AR RO 25900 0 29. 29% ~ 31. 6% , 5 &
RUX 5 2 7 S B0 8k 35 A B A S N, HL 24 50%
HAE 3 A RUX, JE PR A 45 5 95 30 &8 (20%) |
AR F M (20% ~ 25%) )7 A BA (5% ~
10%) "2 BRGSO RUX FH 2= K 257 &
ARG R A% A 1 0 RS R . FL A JAK SR (A fe-
dratinib, | pacritinib , momelotinib . Jaktinib , gandotinib
) ER AT EBRD, 2 RUX RN AHEE,
SR = 15 em, 1] % R FHHAh JAK 41 i 77 2
B2 MDD 6 sk BRI AR o MR X TS S £ IR
HABURS AR IR A (10 Gy 43 10 1K) ,93.9% 77 4=
TN, TP RSt E] Sy 6 N (FEF 1~41
A SR BRYE AL R i8] 6% 4 i 40 Bk /L, B
R RURGLMEIE RE ) I T AT A A
BrFAREE 5O JAK i 350 2% 25 5 N A I e %
2.2 RGBT MF B AR KA RE
S, A E L L6 A0 B 3 22 46 H B TR &
PEWIEAL I XU, E Bl ) TPSS AR 7 LUK, 41
JERARAAE =1% TR e N —FOR RAEFE, B 86
B A E I A A0 L 10% ~ 19% , W] Rk 1 N & A=
SRR BETAH AN sk R AR A0
MBS T 10% 19 38, oA AN 5 B2 E 4 74T ol sk

S HIBE Bl R 443k 2026 4F 1 355 23 55 1 1)

DG A R R ANG YT . RN ) S AR 0 A
YHITAl B E A DG PR 28 9 9 A O a5t 4% TR R iE AT A4S
TRALAL I R 2 PR B R 1 I FE I R AL 15 = 0T
sF AR AR YT (R IR B 25505 vene-
toclax BEH) (el

2.3 BHEBJAK MHEIFEZE JAKR HLERZE
I AR A PR 147 53 i, AR 2 D BRSBTS
A TR B8 150 RUX, (452 24 4 i PR K7 2
JRITF v o] B AT e 45 24 25 A AiE ( Ruxolitinib
withdrawal syndrome, RDS/RWS) , & i by 5 Jiiy DL i3
P DR D A M e DA TR e, £ i B
MBI AT W 38 | PR 5 AT RE Y 4 A I
TBEIELE B AE (eytokine release syndrome, CRS) ™,
[l 9T o & B RDS/RWS 7F RUX A IR 45 245 Fl
LAk P ) PR A A ER A R TR R LY % 1B RDS/
RWS Fll RUX 15:25 2 Ji5 4 ffd Il XU 22 A5 ¢, RUX I
HRE T REIE AT L, WSR2 2 R R Rl TR AL BEAE
S7 R G YT, BT LA RH B RDS/RWS 1Y
REAIERE

3 BEAR

3.1 HEEBMMFHEMEKE HLA HAFEAE
AN JE LT 20 AT 2 R A T A R IR, 2014 4R
CIBMTR #i245 233 f4i] MF 34 allo-HSCT 7 4%, HLA
PERC A JC AR (MUD ) B4 Lt HLA DG i 7] ffd fit
& (MSD) #1797 M K FE T2 3K (treatment-related
mortality, TRM ) 31 1 4 A%, 1 J& 1L T4 M A7 45 55 1
A 3T RS BE (RIC) Ti4b 2 (4 41 J& 1fn
W T4 MR A D, A T AR 7. 0x10° 4
CD34" 2l it 5 5 2 Ay P 40 e R ot /DN Pk 52 % A
5%, B HUF 08 PFS FIAXIKAY NRM 2 PEAh #5
FRAER BB 50, B 1l 40 i — AR B HERE ] T
MF A, R EBMT 38 35 FilfFH7 AL A 2 4F 0S
K5 449 P AR AL AAR A S A (haplo-HSCT)
TBYT MF AR 2 0 42 i, — 300 22 v [l Jost 4 AF
A 69 B & 3 4 0S 72% ,PFS i 44% , TRM
H23%, 5 Z 1 & ) MSD 5k MUD # f 45
Y

3.2 WMREAR EHEAE> 6 Gy iy Mt
(TBI) \HARATH %7 E > 8 me/kg 8% & kT 5 H
H% > 6.4 mg/kg, OAIEHETALFE (MAC) . EBMT
— T [F B 3 BT B A T A T AL 3 ( MAC) TR A1 5
FEFALBE (RIC) FEAH AU YT 41 (2000 ~ 2014 4F) 40
54 0S #H24(53% vs 51%) ,MAC J7 582 Kk FHAK
(20.1% vs 23.2%) > . CIBMTR %38 %50 (2008
~2019 4F) R, RIC Fld&E FB (A NI/ FIH %)
TR PM(FUA P/ LS T EA MY 2 4
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0S(56.9% vs 56.7%) AR 2 4 NRM(26. 8% vs
28.7%) FIE KA 2 4 PFS(23. 6% vs 27. 3%) ,
MAC 75 FB J5 & It BUCY ( 174 22/ FR B Wk e ) J7
FA I 2 4 0S(72.1% vs 70. 7%) , AL 2
4F NRM(16. 8% vs 21. 5% ) FIEARH) 2 4F PFS(42.
7% vs 44.8%) . $7 FB I7 B2 84 MAEAE
R R A i 35 A i B BE T MAC L AT
DI/ 2 & T ARS8 A NRM 27 437 M40 i 33t 1%
= XU =5 1 MF S8 35 JF AN g DA 5 i B 130 Ak 4 v 227
#517% SERRUR VT BEAT A AR, — TR0 BE T Bl AL
WFFE L FB TS FT & (FUAPLE/ 265K )
T MF BEHEBIT AL, FT 72 A HAF1 2 4 08
(70% vs 54% ) 1 PFS (55% vs 43%) , EARKE A K
W (10% vs 14%) , P4l NRM 44 21%, FT J5
FAHWE SRR 100 K582 A % (68. 4% vs 23.
8%) 1%, —I5 [a] i Pk WF 5T LA T 2003 4FE 2018
AR R, 67 1 MF B H: 52 MAC (36%) Fl RIC
(46%) I M TBF J5 %8 ( FERF IR | A &2 T A hir
B, 18%) WAL B F A7 AL, TBF \MAC il RIC J5
Z VAR PFS 58 80% .54% 1 45% (P =0.
031) 7, FEFXHYE T 2ERERA R G
JEIE B £ PR 3 A B O R 3 T T A
RERAS B A7 A 5 41 4 £ 5 | T B 430 V7 5 17 Ak 3
Ji%E, FERIRNTREA B Tl MF BAE T

3.3 BEYRBEROTE KZHOCT GVHD
TR (I BEALIE ST TF AR L T MF, — 59 [l Jii M A 5
SR T UM AR 40 M ER R (1 (ATG) 78 MF 3% MSD
BAETRER, SAEHAML, ATC 4Ry I ~ IV
92 GVHD (aGVHD) KA AR (26% vs 41%) ,
EE R T RWEAL (31% vs 32%) , 18P GVHD
(cGVHD) &% AL ( F4LH>50%) PV, —i[a]
BRI A3 AT T R AR IS P I i ( PTCy ) £ MF f#
& haplo-HSCT HAYAE T, 45 58 7R aGVHD & 4 3%
36%, M ~ IV %% aGVHD % £ & 10%, 2 4F i}
cGVHD K A3 299% )" 1Z #1 8% ), RUX ] L3l
SUR RN R DS & K ol PSR T 2 (3=
F1 GVHD U . — A HE PR 92 6 8% HLA DT RECHE
H L RIC FM J5 2 1A 3, fih v 52 &) F1 P9 2 5w 4E R
GVHD T Bi, N\ B HE AT 23 K EBHEH 130 K,
RUX LA 10 mg/d #1120 mg/d 2 HIHEAH, 7 HIAH
T 6 fIR 12 Bl E, AT AL 19 KR(13~
23 R FIHL 16 K (12~22 K) SCHURL AR AEA | BT
HEEIHELE G, I ~ V4 aGVHD %
HR A5% 1 4F cGVHD B 42% ,1 4 0S Fl PFS
SRR TT% R T19% " 5 — T pr SRR 7T 4
A HLA UL F 4, GVHD TR 7 R H5+3 K
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Fl+4 K PTCy (50 mg/kg) LA Jz+5 KE+100 K RUX
15 mg/d, 17 BIMEA 2 BIFEARIFET, 1 BIHE A JG
FETT LA AT () A B )R 27 R (R,
18~44) ,55% HYHE (n=11) WEH| = H (KA
AN R (Severe graft dysfunction, SPGF) , Il ~ IV
% aGVHD K 'EF K 25% ,cGVHD %k 1 F 40% , 1
SR EE 2 4E 0S Fl PFS 435110 85% 1 72% . H
P LA LS5 5L 5 8 R w0 1 704 329 GVHD T B
HRFEM b, A ATG 5% PTCy #B Al LAk 2>
GVHD KA MiASF WAL A, RUX 758 f8 5. 11 13l B
P P> GVHD KA B4 51 R A P D REAS
B

4 BHEEERE

4.1 EANKMMBEYNERAR HAKBE
MF 3 allo-HSCT () EEH-RIEZ—, —H L
L ETREYERFSE T 99 A MSD 32 ], MUD 34 ], 5 T
RIC i FM FE WAL, MUD finH ATG, BAkH
A MSD 6% ,MUD 36% . 5B AH K IKAR
% PR 22 A 455 T Ak B Oy 8 ) | (IR S A 4 g
VR R CD34" 4 f 8 . GVHD i B B 4F
AR MR R AR A I AR D AR
U S A0, 455 A1 S £l F HILA. DT g i fE A v 751
CD34" 2 fitd, DL S Ab BRI R, A8 A 2R e B B
B, VAP R B T8 kB, A A TR R g
KB SIEIT R AENBHE I REAR R, A
KRR, Qe 20 240 i A= i 257 40 it 4 75 038
PR AR it /M AR B3R A5 AN K TT B A B A ) g A
R HAERHADIG T R rat i, CABER
I/ A R 2 TR 9T RS AL /N Al s 2>
iE (RAERAR Y DR AN R bl F i Ss AR 2, A%
AIRE A AL R R A R — AR 1y CD34" 4ii i, Tt
R EE IR RV R ORAE Y, Toe PR TAL B, 32 )
AP DI REA KA HiE CD34° F1 CD3" 41 JifL iy
RN 3. 4x10°/kg Al 9% 10°/kg, 81% &
R Y2 R, TSR] Ry 30 RS

4.2 BHEBHSFEMN IK3HEA JAK2V61SF,
MPLW516 Fl CALR J2& Wil RS AR 7 2% ¥ BAE AR I, 2
T IR A B EE RN R BUE I 0.01%, A
W6 22 B A G 28 48, W ASXL1, IDH1/2 , CBL , DN-
MT3A . TET2 . SF3B1 . SRSF2 . U2AF1 , EZH2 , TP53 .
NRAS KRAS RUNX1 FLT3 & A 3 i — AR
D 5 A A 0 s o A TA ] S B0 = il s, AR
TR )G 55 28 K JAK2V618FVAF KT 1% &4
100 KATRA A # 2 KRS X FAR A
UK BhZEAE 180 K W] A6 I 2] 119 1 /1N 5% B2 95§ ( minimal
residual disease, MRD) BHYEE & % XU He B4 =
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815 MG IR MG LA RS RS 1 A M2 G
3 AHAT 1 W (R FE A ST ), BRI R A
Ja 1A S 2 AR R CRAR E OLRE U, 3 4R S AR
BT .
4.3 MABEBELXR MF RFEBAE &Y LM
FET-JRNRE & G T2 Mg e 2 kY it
PRI B 41 g 55 73 ( donor lymphocyte infusion, DLI) i
AT T2 R W BOEAT, IS Ik g il s, 5
Tl DLT A5 K i N B9IR T, B3 58 4 2% fif o
MRD %5Bk, 7ERA T4 GVHD BB , AW i
B E R S UE R —F A U SRS . DLL £ T 5
K BE IR TR E R EH (88%~100% vs
449 ~60%) . BAT 0% I IIEdE SRR A JAK
TR AERHBI TR TG 52 & . MF 55 IR B AH 45 R
(OB AR b, — 35 EBMT A4 [8] Ji 1k BF 58 23 4 T
2010 4E 2 2017 4R AR 4252 IR BB A Y 216 i) MF
B, B ki 56% , ARt 31%, IR
FEIRIBR AL A 8 A~ H, 61% 785 — K B H A 1Y
124HW, 34 NRM 4 36%, 08 A 42% ,PFS N
39% 58 K F N 25% , Il ~ V9% aGVHD KHF 25% ,
cGVHD EJ% R 33%., | ‘FRAHY) =il kK EFR R
14% , RV — R B Al 18] b B 18] 2 B 2 & JE TR
B
5 BRESRE

MF 55 allo-HSCT IR 2 & W] B4, H 2
WAERZ WARE I ) f, Hean, iR A ik
BRI E R 70% L b, P ofE TR MF B 2R
T BB PR T A M RS Ay AR S — R
XU MF SR8 1 % MAC 5 %8, BA4F RAFAE AT
iE B H G RIC T8 IEGI AZERIRZ G, B 2)
Py 350 ek B 7 o T A6 £ o R R T 1 RS
VEPRRAR AL F I, RS R AT ATG B PTCy 1B
aGVHD , BFFh 7 75 RE T A o R IEAE A R B T L
FH JAK2 $50) 7T e $2 2 F8 AR T 28, B s 1 A
AIRETRB ANA YT GVHD, 5 B §i {11 4 25 nl 8 Je i
B P D RERE N gk & RS AR Y DI REAS KRR
VERE R BE T AR Y JAK $IRI R (e B R )
AR gR . o AH HI A 1 AT Y BR 0 A7 A 1
X SEHRAT 5 B 2 I PR S Ok TR 456
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