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SEFEDR T 1T 4 B A (allo-HSCT) & —FIAYT MK &
G G R (A KT B, R B R IR N 1 S
Wi, JTIAE S Sfe VA 1 T 40 i (HSC) B AU AR N 1Y HSC, IF:
AU R IR 1 1 5 s . HEE HSCAE B IR I Fa e
FEA 2 allo-HSCT KA B (1 3tk o 050 £ o I A8
CL 2GR A 2 A S i, (L o A0 3R PR 5T sl i N 5 4
A48 Ry UL, BT I A9 A A DI BEAS K (Poor graft function,
PGF). PGFE XU~ %428 d UG, HBLH Rl = &40
MBI IR BRI Fr o (P R A M4 X 1 H4=0.5% 10°/L i
%53 d BB G-CSF i FH , PLT=20x10"/L 3% 4% 7 d HLJi 25 1.
/BRI, HGB=80 /L HLIit 85 21 20 M i 4 ) 722 2 JE LA I,
A PR BB AT R AL T RS il
SEAPEE A, MG ER YU 25 (GVHD) M % .

PGF W &L SRR RTHRRIRAS AL FE5E I HSC AR |
HLA RS TEE FAHY A IR . GVHD Foii it O SR 2 N &
A, AR R 5% ~27% , H AT Bl I J i 45 & i
R, M allo-HSCT M TS o Bl U0 AF A X 1 1,
TOREE A W2 M T S e A R 5, W L R s b T
TR T fift

— FPEHL R

1. A S0 SN - CDA'T 240 AR 43 A 200 L DR - 1)
AR AT 4324 Th1 . Th2  Th17 K875 Pk T 40 fl (Treg) 4 4~
B, Th1 438 3 43 Wh IL-2 . IFN-y . TNF-a 25 41 g A 1 300
AN AT T 40 B (CTL ) B 5 e 200 9% 15 40 it 5938 5 Th2 41 it
FEA UL IL-4 IL-10 ZF MR R 7, 2 2F B 40 M3 5 404k 0F
PR A SRR SR Th7 41 32384004 IL-17 . TNF-a
SESEAENG AR TP PR 4 I, PR IR T 40T AL ; Treg 40 i
FEEE AT 5 WA IL- 10  TGF-BI [ 7 G sge S iy, FoAe S
SR IH ¥ Foxp3 T3 32 4545 Th17 S P44 55 [ F RORyt 411 ]
Th17 40 M i35 ¥ o ik Th1/Th2 ., Treg/Th17 42 5 X #H 5.l £
PR ZR , — HOP R T, DL S R AR e T RE S, 5
L ARAE PR BB . Wang %% 10 4] allo-HSCT
J& PGF [ 30 il A LI fig R A HR 3 B 15 Mo e (1t 25 17 1

O BRI 5T % B, A4 T HE A D) A R g 21 e fi B X HR 41
PGF 2 A IfiL 375 H IFN-y7K - F15 . Th1 F1 Tel 40 LE 35 0,
[) B} P Bt TL-4 7K S JAR . Th2 F11 Te2 40 i He 4 R [, S5k
Th1/Th2 . Tel/Te2 LU . F+-55 . RS 19T 5814 & I8 PGF 20
M58 IL-17 KT, Th17/Treg BBl B G i T oAb 2,
$27K Th1/Th2 . Th17/Treg KAl i ml figj& PGF 19 &AL 2
— Y s A 1 ARG B N Y & A T A CDS iR
P84 S T AR 20 L P e TR O

2. PUIARA- T8 SN« HUARA T R ARHE - e 05
(145 3 S iR Fe S RE 77, B4R 4537 allo-HSCT J & TR N
ARSI BN TSI B 2 AR, (8 H i R R R R
& (donor- specific antibodies, DSA) & #% iE B H. A Il IR &=
. DSA R EREZ I E/HERGIRN =R T i
H AR R ST , S5 i HSC A A B & 1 5 3 19 T
B EZ—"", Yoshihara " FHHE (A S0 PEBT AR 2R
it T A T RR A UL T TP AP, B A B [T X B Sl
(MFI) > 500 IR A 3t — 5 5K Al Luminex S4 I 43 7 4 AR S8
SEPUAR IR S, 25 58k 0 DSA PRE2H B8 & ks 22 R
W AR T DSA B4 (61.9% % 94.4% ,P=0.026) , B % %
RN R T B4 (28.6% X 79.6% , P=0.035) .
Chang 55 [AlFEIAH DSA BH & 3 PGF U 38, i)
T8 i %) DSA JKE A % I PGF % A #4405 MFI > 2 000 4
27.3% ,7E MFI <2 000 41 R 1.9% , H 2= R A Gt %8 X
(P=0.003), TELIREYERAETTEAIIRN, RSN DSA
5 1M 45 P B2 20 B LR % TS PI3/AKt X MAPK/ERK {5 %
W R AME SRS, SR N B AN TR
FECN AT RESZ A . N R AR A allo-HSCT HAM Y
A R A P 2 200 B 3 ot B R KA 3 T I
T I /AR A0 AU SRR i I EE A, DRI DSA AT g
T L 45497 P M 200 5 | RS S AR 0 Bl L A A A 2 i A AR 4 1)
fiE, 1 i PGF , {H H LA E FIBLHIAT 3 i — 4555

I = 7 €7 8 g

BB TR AP 1T AR MRS AS AR RO B, © A
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AFFEHE H B BT B T2 A A B AN Ay 2 A 5 )
PR SR 5 1115 P 7 200 M o 32 B2 1l A RO LA RE 58 . HSC 7
FEBEMABI R HSC B+, il 40—l AN ——n]
Ve DR A A P B A5 1 1 TR AN &2 ) 44k, 4
R I D RE S A SF A, Kong %X 19 B PGF 5
38 {3} fE (R i o S ) % 15 o Bl a2 1
BEWCAR S JEAT LB R I, PG 2H B B 1% 14 /4= B 55 v 1 oA
2, HERET CD34 A 148 N B AR 20 . CD 146 184 [
S B2 PR RES A L L) Wl A1 T A2, SR RO R 32
HARTAESE PGF A9 S HLT 2 —

1. I35 R R VAT 8 M DI RE « M A8 R 2 40 ol N sl ok s A
FE 52, /MhlksE 32 NG2' Nestin™®" a-smooth muscle actin”
JAANMIZL A%, = 23k CXC b A TR 12(CXCL12) , i E
HSC # 11 ; 1 1M1 3% %8 i VEGFR2' VEGFR3 " Ifil 52 4 Bz 4 Jifd Bz
Nestin®™ Lepr” il 4 52 5L 5 41 M £H 1 , 43 K 5 Notch B4 |
CXCLI12 K4 H - (SCF) , 1855 HSC 448 fiT £% , 4 15
HSCHRAE"™"™, AR, /NREEZ allo-HSCT ) , ‘B
TRUERIE I M4 PR B A0 A2 2013 , 51 SCF 43l i /b B CX-
CL12 35 LV, Ml clit 7 £t , 535000 48 10 15 PR e A
TR (ROS) YN, 52 Mt FROR VR HSC A A B3k 1 2
U, SCF J& HSC #£ B #8 N9 ANl e R, I 52 52
SCF FRiA B G 3 K /N B B b HSC Wi /b, B R AT
Ja Z NI PGF™, CXCLI2 J& Tk F R AR, M
IR IMAE 55 KL BRI AR SR T B 4R, AT 5 HSC i
CXCR4 25 54 iff HSC JH &, 445 HSC Ab T 1R IR ™
AMD3100 /& —Fll CXCR4 F5 51 7 , GEFH W CXCL12/CXCR4
4ty , BE 8N 51 HSC i#E A SN MG PRIl 2 PR 1Rk
IR 15 B ™, Green 2™ WFFE & I, 28 Wil 332 &)
JA LT 40 MRS R Y 535 1% T AMID3 100 Ji5 BE B et 345 bk
7 20 B J% 1 /N AR 2 (P=0.004) , {ff TNF-a., TGF-B.IL-3
TFN-y A5 90 PR T RO/, T3 insg @IAE A L e o o] D af
PN B AN K i ) 2 R S SRR R R i T RE K
5o WA, Jyith— 2D UE S BRI T B AU B R
1 F B Ho Xt allo-HSCT 2 il 7 2 (52 0 , Zeng 55 2 78 /) B
HSCT A4 [7 i e - = L BROR TR AY P B AL i, nT A s is &
HSCT J& 52 BUE 852 N B B i 4, 0 B B TR e i 5
HETE 2E R RS 1 18 1 R Sy il , I HLRB RS BH W sle i8
FEYIHUA 20 T S0 R R IR A0 45

2. B PO RS T 3 I ) RE < R PR R 2 40 - 4 A
A RSSO IOAH S AT AR DR, 4 HSC 8 R 8B 4 i 2 1
AT H A PR S 3 . R A0 =42 TPO A Ang-1
AL 1 45 A 1K PR 1L T 40 I8 (Long term-HSC, LT-HSC) il
AR MPL F Tie2 3055, (8 (0 F B PUBREAY LT-HSC {45
B IRAS AR5 T AR E Y sbAh , plB 40 4300 14 26 B
4F N-cadherin 12 5 845 1 . D) i€ , Hosokawa 2538 i3
shRNA T3 N-cadherin 3& [ 4935 15 & 31, N-cadherin fEfS /)
A I T E A B A R A A B R R i T
RELATL % 10, R B e M SRR SRS , X B BB RS L 1Y

T I T REVR A S EE VR o R 4 A3 A ) B 4
Z 5 A R B R Gsa, % G-CSF
FR A R, AR T R AR b 2R R A% ZR IR A

35 55 T3 i . Wt {5 5318 5 - Wnt 8 R IR A —
TS AT 5401, 25 HSC I4FH 44k K 1 T 550 , 5 0
BERS Ao I EE A . Wnt 2 R 5 HSC 218 1 5 IR A7 1
Frizzled Fl1 LRP-5/6 %% 45 , 7% Dsh 5 [X P2 4y , W i 7 55
GSK3B.Axin & Apc, I B-catenin [ ER 1k , B 1 Hz £
AT B FE 10 5 B-catenin R B RS BIAZ N, 556 St K1
LEF/TCF ¥ iU E & Wifid T 2L [, {23k HSC my34 51 5
IR Wit f5 5 AR [RVRR BE (9 75 1k 23 52 i HSC i T fg , 24
Wt {5 5 7K 42 B 8 T 1E # B, HSC (351 ik 1 3458 , B A
Je 1 3 1 RE 7 Rl 2 42 5 5 24 GSK3B . Axin 5% Ape 287455 | i
Wit {55 552 RS I, 41 i HSC M T, 512 PGF™ Ik
Ah, Wt 25 A F R E LA Wnt3a fE1 i Wnt/B-catenin 1 5%
g C-kic ARG gE K F 3R, R R AR S RS R R R LT
REME,

Notch {7538 [ : Notch 3 %38 13 8 5 41 il ——210 ffg 7]
V1R EC AR (5 200 6094 43 A AR 1 T Ak 1P RS i
il HSC F 4% . Notch Z /A& (Notch1-4) F # ik F HSC k-, 1M
HFE ik Delta-like1-4  Jagged1 Jagged?2 = 35 T 1 ML 3R 58
R QR T AN A L AN R R 4 . 4 DSL A
Notch fit——=3Z VR H BAE I, 23517 Noteh 22 14 & A 14 45
B EE PR L R BRI P IX (NICD ), NICD & 32 1R B 36 1
W, il AN, B S 7 CSLES & B IE &
A, DT 20 5 [R] Hes 11 Herp A% 53, 22 4550445 1 1M D g
BIAE R o Tian % V) FH B AL Noteh #0716 77 hDIR (42 7
Delta-like 1 4 DSL 45435 1 RGD JURK , Bl 71 3% 5 Notch 5%
WGE A J5 3 RERR IR B E T 1058 32 SR PN B2 40 M0 2 T ) 380
Notch {5538 i, & I AT ZE45 1 40 M AR S AH G 40 A X+
M3k, (R HSC ¥ Ko F F BT , WROBU S 13 Ko Ak 2
255 VR P R R, D RERR AR AL LIS B P
Hh i i = . B T #E & Noteh {75 5 B 45 5 M 1 51
CSF2RB2(GM-CSF . IL-3 . IL-5 =l 40 i A 324K 5 A 9 Be
DI R A (AP ¢ N N = R (SR R S E P S i
F)Ja 8778 L RBP-J 45 A0 05, (2 #F CSF2RB2 L [F 3%
35, 1AL T i JAK2/STATS  Ras/Raf/MAPK . PI3K/Akt {5 53
I A M A A SRSk, AR T RE

JAK-STAT {52-38 % : JAK-STAT {5 56 5:38 I 75 75 1.
TAR AR A A 4 3B A Ak p B LR L, TPO AL
5 HSC I c-mpl ZZAREE G, i JAK2 , NN AL B BE A
B STATS, STATS B (kA7 Bl T4ERF HSC fads. A&
# STAT kA= BRFa I, it HSC /b 32 B2 25 F T T %
BEFERE ST, S PGF™!, Sun ZE0F 58 & B, 30 ith P A e
N —FhAE IR c-mpl Z (A, BSR4 HSC
P14 R G = R MK, 7T R IS JAK-STAT i
%, 5T STATS BRI A7 0C . [EAMuAT 5423l , allo-HSCT
J& B PGE B AER LT 72 d(+72 &) 5 I SE s asa sy
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S5 T +110 d +130 d 4200 d SEE R R L0 R Mk R
NI AR R AEAS RN BANTR 52, LIP3 R4, 15
ST REAE R AN 2 AR AR ] 7 R I AU 2 4
AN

4. FAPIRA 15 F B BEROABE AL TARSEIRE, Ek
J1% ~ 6% , 4 F T HEHF HSC 1Y 1 F 5, B 1k E kit 3.
ROS J2: 41 i A5 42U sl I b 02 S 7 114 74, 3 5 AR S B
B Gt LR [ A R A, S 54
JEV A i sh 53 R i = g PR Kong 257 9Y & BI
EBERAEE T ROS 7KV T 23 5 30 1 T/4H A0 M AE S 1fi 5 |
H PGF, 1l fig 5 Hod 1 p53/p21 423 )i CD34 4 i DNA XL
BERIS BEIR A < ; Miao 25 7R SRR AR S 56 FRE TR AL R
HSC 3 1k — LBy BRI PR U0 1 T Can s S f b Ak
&dﬁ%a%)T%Wm%%M%FXWﬁWFim&@
SRR, S SRAB A8 T T 40 IR A B e M A T RE . 1
A H BE A Uk B mﬂ%uﬁ%TT@umﬁ
FH o B A AL B 25 5 1A 40 At K 08l , I RE 3 IR
FE 15 BB P 5 R e v T AT L R A )
T3 7K P-4 HIF- Lo, AT R 94 N-cadherin 7K -, iy & 1 5 73 42
HEAIE A ) B, — ELi 1l T A, B SERE B,
TSR AR EUIRAS MR BIRa S, I, B B AE
SRR S 2 5 R i S R R ACR A R
YR ROS /K T-Fa I e B AT IS 1 1 F e v A

= gk

£x L JF iR, allo-HSCT Ji PGF &2 Al 65 DL R HLEIAHE .
SR HLE 4 « 40 Th1/Th2 .\ Th17/Treg L i 2 i 5 | ik
20 i R 77K P Ak B i 1t /A 40 IR , DS A #5453 1t 45 9
F 0 R e 3 1 I BB R 5 QB BRI B8 32 454 - 4045 Al Ik o
2 g B AR DGR 7% HSC 45 A5 5 T3 B 1 57 5 VA0
AL . SR AE A PGF & AR B B RFSE B A T4
HEJR RIS A VF 22 R AR D TR) B, L G- B A b v 45
YN B 53T AT A L PR \PGF 5 GVHD RYAH G oAt
G e A S A A R S S 5 R S . HAT, PGF i o
TRIT S A IRYT 5 I AR R L ki A
LAY T 78 5T T 20 A e 5 AR L7 AT s RS I PR AF
FT LIRS,
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