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[XHkFRERD] A

EREN BN . #2.AETEEFHFRLT I E SRR
HER DR FHARLITE L F @RS P T ZAET HEAEFT,
FEEASFRHEAERER, LARAREARTFF TR PEEF A0
RF S Fmpp R FaIN Ak, PEET AR A >EER,
AETEEHBHFLNIAEN . RETETHA LZRAMAY>LEL K,
FEEFAHIRFLFTE (PR FRE)CPEMNBLRE).(EER
iR FRE)(BRMhfhRFE)FLE5E, RONFLE O Tm
A A G R B A IR TR, s Famab ALt ZED T F @
AARAFEHEE,

S TR ¥ L T 40 9 A% E Callogeneic hemato-
poietic stem cell transplantation, allo-HSCT) & —
FIGIT R B W R G R WA T B 9 iz
;T 2P P B R A R R A A B P A
i P 22 1L 45 22 ol LR R e e IR T JF LIS T 4
NG BT A, R R VR A A Il RN A i R al-
lo-HSCT #4% s T i S il . allo-HSCT J& # 4 i&
I I 2R A R R R R (B i K SR A SR B
WRE A4 W A G M A DI BEAS K (poor graft
function, PGF), PGF & allo-HSCT J5 7] 3¢ )
I RCRE P BE IR R Il B XU 7 S e
PTG . & allooHSCT J& 0% 13 fif P %) 55 2L [n] 23,
AKX allo-HSCT J& PGF WY E KRR K
fa s R R w AL Sk o 45 Dy T I 5 i AR LA
T ZEPT IR
1 PGFRIEXN ARERMBXEHRESR

allo-HSCT J& PGF J& 1§ allo-HSCT 28 d LA
Je » MR FURE A 7R P 2R B — &R I 40 A T 0Ok o8 4 ik
)38 1M # A AR v CRIR B G-CSF 1§ 8L T ANC
=0.5X10"/L #%: 3 ds Rl /MicfF L~ PLT=
20X 107 /L 2L 7 ds R LA LI 50 T Hb=80 g/
L) Hp8E 2 LA b, i i 2 JAS A s B BE G AR INT
J s Ak T G2 IR A S s A it R A, T HL
'PEEZMAFRAARSRE SRR LR R E KRR SR
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T8 B A W) L 1 0K (graft-versus-host disease,
GVHD) il Jit & 9 & k" . PGF 1§ i & 1
PGF 54k & 1k PGF., B & PGF 248 B % H 3
#Bid allo-HSCT J& 28 d, Il % Bl — B A 15 ) 1 1 &
AR 4k &M PGF 248 B AH 5 C 3R 15 1 1M1 & 4
) ER 2 T B R B = R I A B e L L R G A
WA B o 2 58 At AR AR . SRR A W] i
W R G PN allo-HSCT Ji7 PGF & %5 KA [A] , -
ML %05 B % allo-HSCT J5 PGF &% % h5% ~
27950 E R AR AR AT R allo- HSCT
J5 PGF KN K 14, 4%,

allo-HSCT J& PGF KA % Z N £ 2w, 4§
MR LIRS CHLA fic BUAH & 72 B k2 % 41
1% sz H A G 5 A AL PR 7 26 Y 5R E  a I
T 40 g CHSC) S U8 J2 B it s 5 B R ATIR 5 25
N . GVHD, Il 1% 2 8 H K B A1
Xiao 2 B 5% & WAL 32 & ABO I B R 4 2 k4
PGF By~ fEpe & L i B ABO i 8 A4 1
FRIIAG KA PGE [ fa s f2 B 8 & . Alchalby
GUTEXT B BELF AL K allo-HSCT J5 &4 PGF
i b5 R 5T h 2 I, BB AR =20 2 K E LR
KA PGF i fa N %= . 78 HLA A& A &
BT R K I T A0 RS AR R E P, CD34 T 40 i B
e A% A M R AR ), 24 CD34 " 40 i $0<<8 X 10° /kg
FoF o 0200 A T 5OV 52 A DB R AR . Zhao 4877
T8 CD34 " 20 i $5 0yl /b | i 37 Bk 28 1 K S g A
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i R R & M PGE 19 3 ANl 57 5 B I 2%, i ¥ 2%
HEHKFER S S PGF B 1 AF A7 R E VML,
Peralvo Z" R 1 F LA &t GVHD(aGVHD)
¥ I I 200 6 0/ K R A 5S4, 2 T
~ aGVHD 2% 4 PGF W E 8GR N R, dfts
B FVE PR (donor-specific antibodies, DSA) J& 5
) HSC A A K I 3 & 79 8 2 N & 22—,
DSAFHMERERN R EERAEEZRYH KT
DSA B4 %7 ., Chang % | % 8 DSA K F
K MF1>>2 000 ) 8 # PGF & A KK B &
=
2 PGF & mHLHI

PGF W& mALE H A &2 2l T, 4k
W R B B8 & AR AE PGF KA R E
BV RS R Y T AL B AT D A2 U B B O B
245, DT X B A A B R HSC 77 AR 55 W 3 3%
N4 HSC, S5 8t % HSC i 56 1- #1431k
HE 53 PGF 1y & A4,
2.1 H RSO R

Bl S5 2 W LA R AR IS T 4% 5 0 B
MBS, BB B WA (M Ps) 28 B BE o s TR
B 0% o 2 R 4 X B B HSC JE T b EE
PGF B #Z2M5 1b 19 R M MOs (M) L il BY & 3
B AR TE AL T A MDs(M2) He ] B s /b,
H PGF B #F &8 h M1/ M2 R B 7,
H ,PGF B3 MPs 1241 Mu 3458 iE 8 KA ) fig 3
WK, Bt 1 p38 MAPK (S35 S &R S8 H
i CD34 ™ 20 i Ty 68 & g 1 5 &2 PGF. L, Zhao
EIN R EBE M1/M2 R A K M®s ) 58 [ i
£ PGF MR fEEHZAEH .

Wang "7 72X PGF (34 15 B o % T A 55 40
i B B 5% v & B PGE BB LT T4 7K - B A .
Th2 & Tc2 21 Lt i~ B, IFN-v 7K F+ = . Thl
& Tel 400 H i3 3 . §: 8k Tel/Te2.Thl/Th2
i B S TH R L 2% B RS G A B 1A A g S
H45E ., Kong 9 BF 98 % B, PGF # & I3 1L-17
K 3 &5, Th17/ Treg LLBIIR & THEA D) g R
I allo-HSCT M3 KRR AN, ] WL, Thl/Th2
K Th17/Treg Fb B2 ¥, w5 ol B B8 WA 55 b T 7Y
B I G SR TG ALY CDS ' 41 gk £, 3 HSC
45,518 PGF &% .
2.2 EREORSE b R A A A

PN B 200 0 2 1 A B 1) B A R Ay s B
OB v PN B A A8 A5 B A 20T ik ol A A O R
B, Zeng U & M/NF HSCT i & H A7 78 1
S50 B 340, AE HSCT [) s e v 4L Bl ke R 10 1 B L
M, e 2 HSCT J& 52 BUE B8 52 0 B2 A i A
VO 2 B O B A5 A L R O R A A o I B e g R
i, Kong %" R W U4 L AR  HE % 8 J e 3%

UL 2E 2 D7 B X 19 B PGF 8 % 8 86 i 1M 30
BE 05 E A5 0 7% . 45 SR R PGF 88 35 1 56 3 AE 1
DR A 3 i 20 A BH 2, CD34T 4l i 1 N B2 4
L AEL 210 i 57 1 Sk ek 20> L S B 1A B 4 i L £ K vk
DI kA PGE [l 7 f5 16 2R L 327 B 3 08 B
W A5 E PGF &R b & R EAEH .
2.3 B BRI A T B T A i A

Ji1] 75 J5 T 40 i ( MSC) 2B B 19 0 85 1 o B 4]
B4y X HSC e 8 20 S FF 5 R E . PGF
BT EHE MSC 938 012, 98 T o 2 m, 40 N
T2 (ROS) B2 p-p53.p21 K14, H S 43 1% im
e J1IE5 . S50 CD34 " 4l M itk 2 P T, s
T RE 1Ak . PGF 3% 1 B 7] 7 I 40 it 40 ik
> UIRE AT, S EGE M REZ /R .
2.4 HREWMOREE T ROS 8 £ S 3T 40 M4 45

IEFAEOT B B A A TR AR, XA
FIF 4 4F HSC 1 H & I8, By 1k Atk . &8
LTI TRLALE 34 o A O R A A A L o 20 i 5 i
A ek 2> ST RE T I I L R B R B AR R
V5 B v — L i A AR L AN IR B £ L 4R
FE 5 I, - o A B BT W A AR AECIR A S
RBRRED", L B M A RS S 5
P i T . ROS J2& 41 M A5 40 0T W ol H Al /i
RN =9, 2 5 40 i JE) B9 K vk o 0 g i A
£, Kong %™ &k IH BE A5 h ROS /K F 1
- DNA XSS KT 24 20 B8 T, 1M p53/p21 & 4%,
TR CD34 ™ 4 #5145 . 5 3 HSC #E3% . 7o B T2 Bl i
.51 PGF,
3 BT

PGF #&I7 M 45 K alloo HSCT.CD347 44
Jifo B, MSC i v i i A K PR 5 5 T 4 ok — B
PRy B B 1 A R YT IR JR H 35 Z B E A,
3.1 CD34" 48 iy v

CD34" 4l i % 13 J2 36 97 PGF W% FH 7 ik,
Stasia %" ] G-CSF 3l it CD34" 41 fiiG 7 41 4
PGF #% , Horp it 5 HLA &4 R HtH 12 i,
ToRAtE 18 Bl HLA AVCHD K EE R B 8 B, i
i B TR R B AT JS 140 d, CD34 20 B rp 437
3.4X10°/kg, —“HREIMKEH R 75% (HLA &5
[ i L5 8394, L S HLA ANV Jit 52 BE A
Bk 72%), Bt Il B aGVHD kKA R 15%. 6
R B GVHD(cGVHD) , 3 4EAETE %R 63 % . 1%
g R Wk A R — L3 19 CD34 " 40 ML B8 SR T
PGF., Haen " 18 T B 42 5 1 00 9% 05 2R o 1%
CD34" 4 JIGT7 20 il PGF 3, CD34 " 4i il v o7
R 4.6 X10° /kg, AARLFA 100% ., 1L/ 11 48
i 21 2 R 2R A 5l 88%6.88%0 J 100%
1Bl m 4 5 o BN GVHD, Lk is 7. 5
(A~7DAH 11 4] 8 & To s A A7 B # B¢ 4 0F
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. ULHIH 4k CD347 i RE 2 4 LA A A
W67 PGF. H GVHD &A= RS 3. & ) 3% 58
21 8 [a] PR 43 AT 12 91 B R 1 i T 20 B RS AL
PGF it alifk CD34 ™" 40 MG J7 97 850/
Lo, CD3MT P8 1. 9(0. 9~4. 4) X
10° kg, Ml i 8 v & & AR ™ R BRIV, 10 1] 58
LR BB R L 1 B TC R AR & A RE SR
I B GVHD, W\h Wl i3 4lifk CD34 ™ 4 il j&
AT AR T A AL M S PGE 89— Fh2e 4 |
BRI TTE .

Klyuchnikov %% [a] Jii ¥4 4 7 T 32 #i PGF
B R CD34 " 4 . 5 i 4 B R) A RS A
5(2~228)4 H.CD34" 4 g A7 %l 3. 4 X 10°/
kg, 8100 MY £ 1 LK &2, 3 IR 522 1 v AL B[R] 2K
Fl%5 5 30 (14 ~120) d, I ~ IV aGVHD K
cGVHD Bit kAR5 518 17% F 26% . 2 4F &
RAAE 3R 45 %, UL B #2028 CD347 41 i 23R
J7 PGF WA 80 T B, (H 5 1 19 A3 R0 a) L 40 sk e I
GVHD 1 B 55 & I i 75 i — 2R & .

CD34™ 4 fu i {336 97 X1 L PGF B & WA
2, Mainardi 27 % F§ CD34 " 4 il & 136 97 50
L PGF & (&G T XML E 25 #, NHHE
FLGAME 25 B A S N.78. 8W B EHE — &
B AR L0 & L 36. 5 %0 B IR A5 58 4 Il Y2 X
Mo, 1~ aGVHD &4 FR4LHh 6% IFnl 952 4
ALV E aGVHD M cGVHD &4 . Wik, fi
A CD34 " 41 il J2 7697 LI PGF &4 A 5K
T3

Ghobadi %% )\ G-CSF ,G-CSF+ ¥ 4k V0 4 5
R G-CSF 3l 5t 0 Uk £F A8 J8 i T 40 B 43 26
CD34" ZHfLiG 97 PGF, Hh i CD34™ 40 il i 7 & 4
A 3.1X10°/kg.10. 9 X 10°/kg. 1.0 X 10°/kg,
CD34 " 40 7= 5 20 5 69 % .66 % M 28% ., 1GIF
SRFRCRE R 8150, 1 AE T E RICT: % K SR A AF
a5l 50% K 65%. 6 Bl &A1 ~ I B
aGVHD, 8 il % = ¢cGVHD, J& H 1 34 J7 A1 3¢ 2 2%
JRE o AT UL URAEANE T 40 M & 4 ik CD34" 41 i
AL AT AR T % L A8 B0 B AN B I T 40 s A 2
YhARBERS I CD34 " 40 -
3.2 MSC i

A — B g8 F B MSC X FI8 97 allo-HSCT
Jadk &M PGF HAT 8 A4F 0 N FH i s, — I
HIURE M BF 5T & B, N R AR 3 7 b E B Ok IR
MSC R % ok 3% # # J5 PGF J7 &, LL 1 X 10° /kg
MSC HHRIAIT B 4 28 d i vE 1 W5l 1~
3. 20§ PGF &% (Ji &M PGF 7 #i, 4k & P
PGF 13 D 17 #4555, 3 B Tosk . A5 1 Wi
MSC J& 100 d P9, 13 7]t 3 ge, 5 7] i 3 CMV
MLAE . 7 1) 5 B8 EBV i AE , B 15 & 30 3 1) &

S EBV 3¢ 9 B RS 0k 0 40 B 14 A M R e
(PTLD),1 [l % MSC J5 & 4 1l F aGVHD, 2 {4
BFE R R R cGVHD, 5 Fifi 177 B 6] 4 508
(166~904) d, 2 11 Fl B EF LT, A& Wi ) 4 &l
RN 2 ) B I &R K B 3 R E B PTLD
A TEES R &AL T LA 3y it 3 B Ok R
MSC Xf % # J5 J5 &t I 4k & T PGF ¥4 3, 2
MSC J& & 23 EBV &Yt ) EBV % PTLD
RAEA R T2 05,

3.3 B kfibiT (Atorvastatin)

RAMIFFES2 2 ], Atorvastatin BE 232 N Bz 20
Mgk 5 Je Dy RE i F H p38 MAPK {5 5 i % il
> PGF B # B HE N K40 i (EC) 1 ROS 77 A4 &
T-. [EB}, Atorvastatin REE 3% PGF B & #4558
B8 EC X} HSC % ¥t 1. HIk, Atorvastatin 1] fg
B IR YT R MGl it B 2 PGF B E - BE
PRBE AR o R A
3.4 N-CBEE-L-B R

allo-HSCT J& PGF KA 5 1l 40 i s /> (PT)
B8 EC.MSC M HSC # ROS /K¥F+ & . N-
L2 B (NAC) i i3 /b ROS 724, 52
PGF 3 1 6 i 6 5%, 42 F i i 2 B A% 240 Mg 2E
BTN A Sl W S8 b, NAC il A B AIC 40 i
ROS /K-, B 1k HSC %  fE i HSC /A . &Ik
I IESE . NAC R B & 5 PGF & PT &)
AE 2L I 1Y B B8 EC Je MSC ok 3% Bk i i HSC I g
e i HL fE PT B E b AR NAC BB 6% 38 i
B2 W88 EC. 42 U B A% g A= i . 7F—
TR B i PR A 36 b 0 L ) & AR PG XU 5 5 19
35 fi] allo-HSCT & M —14 d B BH S +2 1~ H
TR 10 ik NAC (400 mg, 8 H 3 ) GE % 5 >
ROS 7= A=, i JF 45 09 & B8 N B2 4 & 52 &%
CD34 " 4l F & , A5 %08 /> PGF & 4, 3 B B A
K .

3.5 ZLhvkmn

JAK-STAT 15 5 ¥ 5 i % ¢ 15 10+ /45 40 i
A B A Ak s B EEAE L TPO AT L Y
HSC 1 c-mpl Z K454, BOE JAK2, TG 16
BRI TP STATS,STATS Wi kA3 B T 4
Ff HSC pyfaas. ST 2| AW 2 M — R 15 4it
HERY E IR/ T-3E K TPO 324K (TPO-R) 4 3h 71,
CIRVRE NCER ki b W o =R % ) R
PR 2R % . Master 2299 %t 1 ) allo-HSCT J&
PGF BHEBAM +72 d N SCHh B hiG 97 R ar
=Rk mEdE. v 1 RN R,
SO A 25 SR REAEREY TR . Tang 4657 L
M MAR T 12 BF MG IT L) PGF 4% , PGF
72 s 1Rl R 116 (35~1000) d, N2 PGF |
7 FH S i A6 T B AL B TR A 59 (30~180) d,
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A BRI B 25 me/d. 3 KE i E 50~
75 mg/d. HALIR YT IR 8 (2~23) A, 10 f
(83.3%6) A 8K, 8 B4R 58 AR IT RN - 2 i 4R &6 43 ¥

IR, TERRAR5E 2RI RV A 8 il 8 2 b, AL

I WAYA T B AR 58 IR T SN IR 2 29 (10~

49) d, FIBE V45 A (10~ 18 A A B4 4b F 58 43

I7 OBDIRAS  JCIR YT A DG FE T B 1 P Bt I A B A

BEN RN, —T00 gy [ B A 5 R Y, 12

Bl PGF B3 #5230 P hia J7 . 36 97 T B 9 b 4z

WA S # M JE 79 d. 3Ch B dh A T 4G i o

50 mg/d, ST AR AT LUMI A 22 150 mg/d .7 {458

HARMEF L 6 9] £ 5 ARS8 IR IT RN L 3R AR

ST 7 B .6 2R o k. AR R

B3 a2 RYT PGF %4 ANy .

4 BHEERE
PGF & allo-HSCT J& #4™ 5 KA - [] I 2 al-

lo-HSCT AR J7 iR 35 fif Pe i) 8 2 (7] {51, allo-HSCT

Ji PGF &% HLA BB AR BEJ7 58 \HSC Sk IR

KAt (GVHD 45 ZFh A R, U4k, o i

MR EE 5 3 75 PGF K9 1 B AE T H 45 52 3|

W, Z T 5T K I F BE PR B8 T S e Sl L N R 4

g MSC $5i 475 B S AR 2% 1 25 34 T 5 B0 HSC #2473

M52 PGF & AE .38 i 4 1 A B 40 i AH 40 L . MSC

LBy AN, & T — 23897 PGF B8

ik B RS . B AT PGF /9 & % BL AT K 58 4

B AT NI PR 2 4 7 K X AT 0 — PR R

I PR v SR i i HSC L MSC L 3 1fiL A 4 ] 7L it

AL SE Z AT T BOR IS T — & i 3 E A

22 W I BE P I PR T 5% LA IE

5% Uk
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