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(WE] BW HITEZGR T 0B B80S 8 B8 28 51 (MDS ) 8 2 5 56 5 1 i T 201 M 7% A
(allo-HSCT) J& 1 I T HEFNAHICHE ZAEISE N . Frik BB AT 57 1 F4kid 251 allo-HSCT 1RYT Y
MDS SB35 i PRBERE , ARHIE L35 2R 8 11 (SF) K434 A 550 420 (BS A AT SF < 1 000 pg/L ) FHAk i 48
2 (BAEFT SF=1 000 pg/L) o T SOESRIRYT XA 5 1 i H 8 AR IR R RE R, &R D57
151 85 30 BIFERS A RTA TAEARIAYT L 27 BIARA THEAJIAYT o 30 B THEERIAYT 1Y B3 v 19491 (63% ) I A
ALK 2H [ BT SF H A8l 561 (223~ 846) pg/L 1, 11 I A4k 5 20 [ B AR SF ARz 80k 1 262
(1100~2 352)ug/L]. 27 BIKRATHERRIA YT BFH B AE AT SF A4k 1 540(1 320~3 112)pg/L, ¥I9 A%k
T . QB R S H A4 I 19491(100.0% ) .34 1411(89.5% ) 3545 T-AMM 52 A A , by Z2 i 4
A1 43900 12(10~18)d  12(11~30)d (P=0.441) , IfiL/INHR 25 ) [B] 435310 13 (12~30)d . 15(10~32)d(P=
0.579) . O BUE Y ALIRYL K 2R T4k 20201 36.8%(7/19) % 82.4%(28/34) , P=0.002], @A %UH:
R 2 PER AW B N F 9 (aGVHD) & 2B S48 T4k id 2820 [26.3% (5/19) XF 64.7%(22/34) , P=0.010] .
FROERH aGVHD ¥4 1 /1B st akedl 1710 JT0/IV B2 343 0k 16,6 4] . Okt 24 6 i s % 7%
5 R 4k S k36T, SF 1 2 870(2 205~3 580) pg/L FEZE 1 270(1 020~1 650) pg/L, HLif 524 K
OF RSP A IR A AP ) 58 4041 b, 252 7 0802 [ 28.9(0.3~89.5) 4 H X 21.2(0.1~
81.0) 1A ,=3.751,P=0.053 ], £5it i E W E M MDS B #H BAF A SCIH LA ; B A A A 2000 15
BRIGYT O] W S PR AR AR G e X aGVHD & A R A AR
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[Abstract]  Objective  To investigate the effects of iron chelation therapy on hematopoietic
reconstitution and related complications of allogeneic hematopoietic stem cell transplantation (allo-HSCT)
in patients with myelodysplastic syndrome (MDS). Methods Various clinical parameters were analyzed
retrospectively in 57 MDS patients with iron overload who received allo-HSCT. According to the level of
serum ferritin (SF) before transplantation divided patients into two groups: the effective treatment group
(SF<1 000 pg/L) and iron overload group (SF=1 000 pg/L). Results (1)30/57 cases were received iron
chelation treatment, 27/57 patients didn’ t received iron chelating therapy before transplantation. 19/30
cases were in the effective treatment group, and the median SF level before transplantation was 561 (223—
846) ug/L. 11/30 cases were in the iron overload group, and the median SF level before transplantation was
1 262 (1 100-2 352) pg/L. The median SF level was 1 540 (1 320-3 112) pg/L of 27 patients didn’ t
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received iron chelating therapy before transplantation. (2 The rate of fully- engraftment in the effective
treatment group and iron overload group was 19 cases (100.0% ) and 34 cases (89.5% ), myeloid
reconstitution of 12(10-18) and 12(11-30) days respectively (P=0.441), and platelet reconstitution of 13
(12-30) and 15(10-32) days respectively (P=0.579). 3 The infection risk rate of the effective treatment
group was less than iron overload group [36.8%(7/19) vs 82.4%(28/34), P=0.002]. @The incidence of
aGVHD in effective treatment group was less than iron overload group [26.3%(5/19) vs 64.7%(22/34), P=
0.010]. All patients of the effective treatment group were /1 degree. 16 cases were 1 /1 degree and 6
cases were II/IV degree in the iron overload group. 3 6 cases of iron overload group accepted iron
chelation treatment early post-transplantation, and SF level decreased from 2 870 (2 205-3 580) ug/L to
1270 (1 020-1 650) ug/L. (© The difference of median disease- free survival time between the effective
treatment group and iron overload group was not statistically significant [28.9 (0.3-89.5) months vs 21.2
(0.1- 81.0) months, *=3.751, P=0.053]. Conclusions
related complications, and effective iron chelation therapy before transplantation significantly decreased the
incidence of infection and degree of aGVHD, thereby reduced the non-relapse mortality in patients with
MDS.
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S A v 1120 B A2 A (allo-HSCT) 2 H iR
A EER A B 25 A F (MDS) I ME— T B, il )%
ik 65%~80%"", T RS A Jm ™ K Ye RS A Y bLTE &
95 (GVHD ) %5 3 K i i T BB 2 I i) 32 2L A
P B A o L O A R A PR e 2k A
MDS i & i A7 7R . AR R, gl Ek s
allo-HSCT J& J&% 4% . GVHD fr & # # J5 A 52 & ks b
F(NRM)BEIAH S B, #4087 78 HSCT
(I Rk H TR ST RS . A, FRATTXS 2007 48
12 H 22014 412 H £ 3 B $% 32 allo-HSCT i35 1Y
57 4k 20 MDS BB [R5 D SRk R4 T [l i i
AT IRV ER AT X RS M s 1l o A O &
JiE [ 5E M

w5 77%

LR B EERE: 40 A 2007 4F 12 H 220144512 A
TE 6 B 1L Y Bl 42 52 allo-HSCT VA YT 19 B4 5k 2k 1)
MDS &35 57 6. 5 40 6], Zc 17 7], A AR #% 39
(14~62) % . Mt 5 T2 41 24 (WHO) 2008 432
FRUE , METAPETT I (RA) S 1], 6P 1. 40 sk /£
LR KB H (RCMD) 20 ], MEIGTEFT ML FEA B ik
At 2 (RAEB)22 1] ,MDS Afig 4325 (MDS-U) 10
B, R FE PR s FR43 2 48 (IPSS ) #E 4T 16 K B 43
HARSELL 401, TP FE-1 20 32491, TR fE-2 4 14491, 5
fE2H 76 . AR RS A A I3 4% 8 1 (SF) K50
OB HAEERA 19 6], 8 SHEERIRTT , B HLHT SF<
1 000 pg/L; @%k it 2k 2 - 38 1 , B A B SF= 1 000

ng/L, B 48 Hij 4 52 4L 8RR 97 1101, R AT a7
27141,

43 57 1] A TP ) i 4 A A B A 25 ), JE K
BB ARG R 18 1], A R RE A 14 5] [l i 1Y)
CD34 i 7 50k 3.90(2.07~8.30)x10kg

50 {5l £ 5 R IS BE M 2 R Bu/Cy 748 : A 5]

71250 mg/m*,-10 d; FIHEAETT 4 g¢/m®, -9 -8 d; 17
%4 mg-kg'-d"',~7~=5 d; FRWEBENE 1.8 g-kg'-d ',
-4.-3d. 3BRHFM 5% FAHE 30 mg/m’,
~7~-2d; 53432 mg-kg'-d',-6.-5d, 4
FH R FBA 5% ik HE 30 mg/m?®,—10~-5 d; [
M4 4 mg-kg'-d',-6.-5 d; Prla R 40 iU Bk E A 2.5
mg-kg'-d",-4~1d,

[ H A B AT R K BRI R A(CsA)BRA
H 28 (MTX) /7 Z HilBli GVHD; T X245 .
s BB R K 2 CsA L MTX BE & 55 W 1R fig
(MMF) /7 & 7ilBi GVHD., GVHD % A i B 36 A5
HE R O R B S CsA B e 2 /AT .

2] MDS B & I R FRIE L3R 1,

2. Bk 2K SR FH SF PEAL 8 Bk ey, 7 HE
BTG Sl SE s e 5 L AT 25 R 2R 1 52
Wi J5 , SF>1 000 pg/Li2 Wi kit 2. R MRIK:
T 2k U AR, T2* {f <11.4 ms 2 W g T 10 2k i
2 A B R E BRI SF K, AR P A
S IEEAEIRTT

3. ¥EERIAYT : Wallo-HSCT Rij : 423K 57 4 d % vh
30 51 allo-HSCT R 745 8k36 97, Horr 8 441 1 i Hb



e R 2016 4F 3 AS5 3785453 Chin J Hematol, March 2016, Vol. 37, No. 3 -191-

$L % ) (20~30 mg-kg™'-d™) , 22 il Dk 5 AL Bk M
(20~60 mg-kg'-d™"), HitEI 6 (1~12) T H . @
allo-HSCT J& : kit 241 6 191 11 Al hr & =] (10~
20 mg-kg - d ) AREEREERIAYT , AL IR 3(2~6)
NH.

R WASBEE R LA AR (MDS ) B i RAFAE HL

e B ARkl /euE |
WiPRAE (191 Gspy M
HESILE(%) ] 0.766
5 14(75.7) 26(68.4)
kS 5(26.3) 12(31.6)
BHAEIE 2, MGERD) ] 42(19~62) 36(14~55)  0.111
WHO 78 [ 451] (%) ] 0.318
RA 1(5.2) 4(10.5)
RCMD 6(31.6) 14(36.8)
RAEB 6(31.6) 16(42.2)
MDS-U 6(31.6) 4(10.5)
IPSS PP fE R 432 [ 51 (%) ] 1.000
L{ESven 2(10.5) 2(5.3)
fifi-1 10(52.6) 22(57.9)
hfE-2 5(26.3) 9(23.7)
HfE 2(10.5) 5(13.1)
T B ZE (%) ] 0.429
TR 16(84.2) 34(89.5)
i EdE 3(15.8) 4(10.5)
AR H1(%) ] 0.973
[ 440G 8(42.1) 17(44.7)
TRt MG 6(31.6) 12(31.6)
RGP E 5(26.3) 9(23.7)
[F1%5 CD34 4% x10%kg, 3.85 431 0811
M) ] (2.14~7.60)  (2.07~8.30)

4 RA MEBYEST L RCMD : MR PE ML A D 2 R B 5
W s RAEB  MEVAPER I A JRLR AN S £ ; MDS-U : MDS R g/

2 H 2 SF<1 000 pg/L H JCH 1A% 4 Bl ™
FY: .GVHD PLT<10x10%/L BH5 1E #4967

4. JBYLBi iR B AT WAL BRI AR R T 2 5
By, R 45T CMV PG B I iE bR Lbi k%

T IR, #7 HI] BE I IR kL, BB 45 T AH
NHTAEZIRYT o 1 I EE HEET 45 T G-CSF 453 1A=
PR B Ay i i SCRHAYT o

5. 3 I HE A 5 AE A S A« DA R A A T4
(ANC)F%EZE 3 d>0.5%10°/LAE Aki 25 R b 5 B 25
M/ S R, PLT 3% 4% 3 d>20x10°/L/E N E
¥ Z R b AR ICE 2 3 41 (STR) 43 B fik 2z
Y A R 2 =95% A i i 40 ff o8 4 HE A
F5h5

6. BV BT A E AR UE SR TS RS T
RAATHEYT . BEVI#E 20154E 6 H 30 H , 657
161] £ 3 vh s Bt 17 B 1) R 22 (1~89) AN H o 17 I 45
45 SF ML L Ak 2 (STR s Ji 2 L) S B i
N it

7. Ge it eF AL B R FH SPSS19.0 B /0 R4
e IE A4 TR OR LA AL 8 (FE L) R AT
Mann-Whitney U K56 5 IEZ 430 TH 2 PORH x+5 46
7N AT BRI E 5 22501 (One-way ANOVA ) ;3 150%
BEDU BN E Sy R RN R R R
Kaplan-Meier {2 i 47 84 J5 43 #7 , K JH Log-rank £
WA A A LR IR 22 5% . P<0.05 MR A G2

# R

1. allo-HSCT Rif#kid 2 -4 - 57 191 £ 2 v 30 4]
1t allo-HSCT Hij AT R8G9 , %A i 19 4] (63.3%)
SF <1 000 pg/L[ H %5k 561(223~846) pg/L], 11
1 (36.7% ) ¥ #i Hif SF=1 000 pg/L [ 7147 % 1 262
(1 100~2 352)pg/L ] ARATHERRIRYT 1 27 il B &
SF H v 4 A 1 540(1 320~3 112)ug/L,

2345 I B R ik i T A AR A < A AR R A 4
#B 19 1 (100.0% ) 5 35 4 4R 45 15 1 T 41 il 58 4 A
Ao Bid 32 38 191 2 rh 34 151 (89.5% ) AR 4+ 12 IfiL.
T4 58 A A, 4151 (10.5% ) 35 120 B AR A 2 i

K2 APUIREA R B 5 W 2R G (MDS) S Il RAFAE

BilS Mol AER (%) 2l fakisr)zE B B AHHTRYT AR I35 AU
1 % 53 RAEB-1 @&f& FM [l AAEA VORI s i S i SRRy Y SR
2 B 19 RCMD  HifE-1 FAB BREF RS R R A KPR =R
3 3 46 RCMD  Hif5-2  BARBu/Cy [FMieAHE HipGfbiz L H IAIETT 17 R FEARER
4 B 22 MDS-U  Eife MREBu/Cy FIXEHE FZEABUAYT 3 AL DC-CIK 4IAE 2 ¥k 1208 11 K il /MR AR

{E : RAEB : MEATEFUMLAEA UG AN 22 RCMD - MEAPE AN 2 2 & & 53 : MDS-U:MDS RREM S . FM: AT+ 101k ;
FAB : USRI+ 22D U R AN BR A 17 5 R Bu/Cy « w5 ) T+BTME D 1+ 11 I 42+ BRI ; DC-CIK 41 : 44 5 4l fd 5 2R A0 i (R 1475

S A A LR TR A
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B EEEIIIT (£ 2) . A REERAL (19 6 R R L1l
/B EE A 8] 4351 A 12.(10~18)d 13 (12~30)d, 2k
1t B ZH (34 1)) K Z /N R E) 4350 12(11~
30)d.15(10~32)d. A AR5 8k i 2 4k 2
JL it /0N Al i i S R ) A 22 S R A iR B X
(P=0.441,P=0.579)

3. BAEAH OCTIT RAE « A BOE A & A A%
Tk 5 3% 41 [36.8% (7/19) Xf 82.4% (28/34) , P=
0.002 ], P42 ¥ LAl Jk e K Wil e A 3=, kR
T AT R 55 . 204 28 Bl R R, 14491
A P G (LU R s B A B SRR A w3
54 A e G (2L 5 CMV M EBV IUAE ) ,
449 Ry EL R (DLEBR T R 32D, 5 B R DL E
BRI AR . BT 304 5 19 535 90 T J 0 Ml ek e
BRI v, 2 ) R AT R

AR A 2 Y bUTE £ (aGVHD) &
He AR T80T 2R 41 [ 26.3%(5/19) ¥ 64.7%(22/34 ),
P=0.010]. ARAEZRAYI R 1/11 & aGVHD, 83t
#1710 M/IVJE aGVHD H 550510 1641 .6 i

4. B G AEARYT S ek B A B s
HHATC GVHD Jo™ a4 J1 K 1) 6 1 4t 2k
HH [ SF Rz %2 870(2 205~3 580) pug/L T MIE T2*
y(3.743.2)ms |53 B FBAG G 2~6 4~ H 2 18k3R
7, PALAITE] 3(2~6) 4~ H o 15 1RSSR SF
BN 1270(1 020~1 650) pg/L, HEKIGYT i T
H 445 B T LA R s MR RS A T T I
N, 246 £ IR B K98 XHEVRYT R B . P
A7 RRE AR ™ B D e I AR R i
KW i e i AN R

S IE L ERE VT A kA 17 4
(89.5% ) #. & JCIR A= A7 (DFS) , 2 {91l K .0 1 B2 38 3L
T2 Bk 284 22 151 (64.7% ) & DFS, Hirf 5 | i
BE T i e e , 2 (5158 T Ft e, 2 191158 T i
I, VBTl i, 2 BIAE T 2 28 B UIRe i . A
BOEER A 57 DFS B i) 5 8k 404 LA, 25 55 o4t
The# X [28.9(0.3~89.5) 4~ H X} 21.2(0.1~81.0) 1
H ,/=3.751,P=0.053],

W’

AR R T A R YR Y 2 RE AR DL T AL B
T ZE M ol 55 ORI £ 19 MDS BE R L7
allo-HSCT /YT . SR 5 YL .GVHD 5 3f &
i 19 2 ARG N T B A NRM, M T 520 allo-HSCT
) B Tl % o BIF 98 UE 5K, k0 382 1 AX allo-HSCT

Je AHOC T A 1 fin i) J L R R

SF R HAT B E 247 A0 AT RS,
H ATkl 22 W LA RO B ek k. SR
1M1 SF 57 5% RAE | Mg 46 R 3R 1520, 75 22 3 A A U
e MR BRYE . 534, H TR SE MRIAS I 4
TUB R A Iy b S O 4k 4 Ay, A1 0k, FRATTRT RS A
J S 3] SF /K - did 25 186 5 1) 6 191 R 3 45 MIRTAG: T JHF
BRUTRL, LT HE T2*(E X B AT 11.41 ms, BIAf T
BRITEIAFTE

R R A A A8 T R A B 5 v 3 o 4 i
A6 R F e A4 12 (CXCL12) | I 40 At 285 Bk 4 -1
(VCAM-1) . T4 A+ (Kit-ligand ) \JiR S ZAEAE K
Rl F--1 (IGF-1) 3k , 9% EPO 2 TPO F4 43 , M Ifij
SN 5 I A N o T AR REAT A Bk i T e
1T T AU (ROS) ELE U B B T RE ™ . A
WF5E Y, A BOE R AL T A A A %R 100.0% , 172k
1t 320 34 4] (89.5% ) T4 i 58 A AEH A , 4191 (10.5% )
FEAE G 3 MR AR F g, B A S ML, AR TR 4 L b
N A8 SRR L R 2 R I /DN A S S TR] 0 53] Ry 12
(10~18)d F113(12~30)d, ikt 2k 2 k7 22 Al MR
AR5 12(11~30)d A1 15(10~32)d, 22550
GiitsEE o HETOC T RGO 1 1 8 2 52 e
B I PR AE 1 AN 22 UL, & T allo-HSCT Hif A AL AR
SR A AT 2 A AT R TR T A R A A Bl
WA R — BT .

BEAR , Bk A RS AE A B A R B S
GVHD &L kA 28 FERE 5 N 3 i D) e 25 L
Rt WERpPESSE i . WG RAT T 0, it #5
allo-HSCT £ 3 & A Jl g (Jn R B 5 10 ™ &
JEYL ) FII GVHD B AU L & HSCT 1955 4 %t 3
HEANAR G, AL G A ROE R IR e %
10H 36.8% , H AR BTG IR YT I Y44 5 hidead
TR R 5t RN 82.4% , Hirp 7 5] B 3 TR HAE JRK
PBOT . HCAM ATk 2 B AR B i R R B
JERYLTE X L0 S 2 R it gt Jeke e kg = T JER e S
DL B (il & s B A o S R IR ® ) £, BT
ARG BRI /L, st B A5 2 IR R =X &
BB S B T i — DR, S3 AN RATT
FEERER AR A T 263%EE kAT 1/1
[ aGVHD, 1 2k it 2l 64.7% B H A A& T
aGVHD Hf B, Hrpr 16 1710 B, 6 64 1/
IVEE . RS T BAE AT A LAY il B 3 K
A 1B I aGVHD B9 & A= %, [k, MDS {2k
it 2R TR R R R SRV LR, % 52 allo-
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HSCT Hif o AR R AR 4k 171 o7, 982 8% 4L J« GVHD )
KA A BT SR %

Rt 2 201546 H 30 H , A 302k 5 8 2%
2H A5 62 DFS I [E] 4353124 28.9 A 21.1 1~ H A AL
TRk 2 A 4 5 48 40 DFS I RJFE K o Sivgin 2810 1]
Ji5i 1 43 Afr T 80 4] allo- HSCT ij £ 4k i 2% H %,
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HSCT J& A ki 28 E S AR 77 vl ik /b allo-
HSCT MISEH A 0E, s fE " 25 Lk, gt 2%
LR e . GVHD S5 & 4E BT 8 NRM 3
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(HAR R A, FETRAT TR 55 19 B35 32 104k
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J7 o I E A b 6 1 B Re AL R 48 Tk
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% 20154£6 H 30 H , 61 .34 DFS.,

B ish T i H  MDS fRE AT AR DG I R
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