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EZE) B HiHMErEBHYHIE % (cGVHD) X s LT 4R ki (HSCT) J5 20086 2 111l
Joi (AML) BH & R KAAFWREm . ik WIS /B4 52 S R BE A1 A 1 HSCT 1 55 4] & Az ¢<GVHD
KA %A cGVHD ¥ AML B8 B2 & B EAA1ENL . 85R  cGVHD ABATIG 2 4F N1 AML & &R i 3%
& F A& cGVHD 41 (8.7%5%F 38.6%, P=0.019) , Ifif 2 4F- J5 e ) & & R 5 0 B4 [L 45 95 7 LG4 5
X (22.8%%F 5.9%, P=0.217) ; At J5 2 FF A AF R 22 R G008 L (78.3% .61.0%, P=0.155) , 5 1]
He A5 cGVHD 4 1 A (63.7%%F 100% , P=0.011) . {EXMEVA & 41 16 AML #.# H, cGVHD 415
K& cGVHD 41 FL#5, BAH ) 2 4F N AML & & %A% (8.3% X 46.2% , P=0.044) , A= 47 % 51 (83.3% %
47.2%,P=0.045) ; 7 K f& AML 52 3% 1, A 8000 cGVHD HiA % & K A 17 R 100 i #7281k (P=0.266,
P=0.289) , JRFRAI K 12 # cGVHD B3, A G 5 & 353018 27.3% M1 31.3% , Ak % 4 cGVHD
B KA (42.2%) B N (H) 12 8 o GVHD SR A A7 %08 15 (53.3%, P=0.001) . #5i1® c¢GVHD
FEAR AML & & OR3P 1R 2R A TER A W (248 U ARMEIG & R 1Y i fi AML SR 52 25
MERSHIIGE ], cGVHD JiH) 12 B cGVHD SRS AHAH AT R A, W 8 BRI I A A%
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[Abstract] Objective To explore the influence of relapse and survival by chronic graft versus host
disease (cGVHD) in patients with acute myeloid leukemia (AML) after allogeneic hematopoietics stem
cell transplantation (allo- HSCT). Methods Fifty- five AML patients received allo- HSCT were
retrospectively reviewed. Relapse rate and overall survival (OS) were analyzed according to cGVHD.
Results cGVHD significantly decreased the relapse rate of AML patients after transplantation within 2
years when compared with those without cGVHD (8.7% vs 38.6%, P=0.019), however, cGVHD had no
effect on the long-term relapse rate (22.8% vs 5.9%, P=0.217). cGVHD had no effect on OS within 2 years
(78.3% vs 61.0%, P=0.155) but could decrease the rate of long-term survival (63.7% vs 100% , P=0.01).
c¢GVHD also could reduce the rate of relapse (8.3% vs 46.2%, P=0.044) and enhanced the rate of survival
(83.3% vs 47.2%, P=0.045) in patients with high risk AML after allo-HSCT in 2 years, while it had no
effect on the relapse rate and OS in patients with low and intermediated risk AML in early and late phase.
Moreover, compared with the rate of relapse (38.6% ) in patients without cGVHD, the rate of relapse were
lower in patients with limited cGVHD and intensive cGVHD (27.3% and 31.3%, respectively) but the
long-term survival was significantly lower (53.3%, P=0.001) in those patients with intensive cGVHD after
all-HSCT. Conclusion The benefit effect of cGVHD mainly took place within 2 years after allo-HSCT
in AML patients especially in those with high risk, while in late phase after allo-HSCT, cGVHD especially
intensive cGVHD had an effect on reducing long-term survival.
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S5 DR 1T 240 i A 4 (allo-HSCT) /& H HiIA
TR B P R e — Tk o 1B MRS A BT
15 F 9 (cGVHD) & allo-HSCT J5 % W.If K IE. £
AMFFEINH cGVHD REWE FEARFE A I R B &
RIS HR B E L R BRI cGVHD AL FE
[T RN ER-A ) BRI N12F P 32
MG AR AT BB, 52k cGVHD X
i £ U A A B A T B A5 T A AT 5%
HEREE R . ABFFEIRATEERE 2002 2 2008 4EAEFR
CRYT I 2MERE 2R H IS (AML) 8l K b
i, WS R AR B R K A2 cGVHD W20 58 % rh i % I
AR 225, dE— 1 cGVHD 7E 4 4t J5 AML H
FrRIG R A, T R RS AR 5 BB TR T SR 9
PR

&R TTiE

1. AR B HR IR B [ 2002 4F 1 H % 2008 4§
12 A 417 allo-HSCT H M J5 /775 100 d Lk - AML
B KNI cGVHD X & & 5, BRANS G
82 K N G BE I RIIR T 15 & 9 cGVHD (B & . 3t
YN 550, BT e 75 & A2 cGVHD AN [R] 7™ H 7
cGVHD X} AML 835 5 & KA WA AL 52 . s
B 17 15 6] R 75.0 (12.0~108.0) 4~ H , Horb 2 4
(3.6%) /E K. 5350, K45 G AMLCG W4 4
AR AE B I 2 i AR R ) R SO
A5 KW i AML,

2. B T AR F 1T G-CSF3h i s
(1) allo-HSCT., & Ifil 12 i ke U5 A 36 55 4 HLA 4 4H
GHEE (36 1)) . HLA 2 HH-A At (11 1)) &
HLA ANHAAEE (84]) . HLA ANAHAMEE e
HEE 6 1], BAAAR LR 2 4]

3. AL T3 58 « AT S0 1 R MU i 1 i Ach 21
J7 %8, Hor 35 R ek B L+ B (Bu/Cy )
J7% :Bu32mg-kg'-d"',-10 ~ -8 d; AZLH T 250
mg/m’, -7 d; P (Ara-C)4 g-m™?-d™ , -6~ -5
d;Cy 60 mg-kg'-d"',~4~-3d, 170RHk R4
B I8 5+ PR W Wk i (TBI/Cy) )7 %€ : TBI 4 ~ 5 Gy/d,
-8~-7d; Ara-C 4 g/m*, -6 d; ¥ J8 1A 1F 250
mg/m’,-5 d;Cy 60 mg-kg'-d"',-4~-3d, 433
FEE R IO R RGA hE+ I % (FB) 7 48« Sk hir
%30 g-m?-d',-10~-6 d;Ara-C 1.5 g-m?-d',
-10~-6d;Bu3.2mg-kg'-d",-5~-3d,

4. GVHD W Tii i S 12 W« i A3 3 ¥4 32 o040

# (CsA) BE A 55 B T2 g (MMF) J 4 A5 2 e vy
(MTX) /7 108 GVHD., EAA : CsA T TiAb 3
] GEZ A A A -3 d, ToRUEHE X HLA A& A
FGAEEAE A -7 d)IH , 1 25 4 B 447 4F 150 ~
400 pg/L;—1 d P4 FH MMF 3697 ,0.5 g IR, &£ 12 h
LR, 2 +28 dCGEG A G R ) 5i+45 d(To k3
M HLA AN AHG B E M) ;+1 d T MTX 15
mg/m’, [543 3 T+3.+6.+11 d 7 10 mg, Jo et
S HLA A2 AH 4 SR S5 i T i i 4 At sk 2 1
LATG, BP& 7 (G5 E FEE FE 2 |) 77 i ) 2.5 mg/kg 85
AR (TR E 28 AU A R ™ 5 ) 5.0 mg/kg ], &
PERAE YIS 39 (aGVHD) & cGVHD 2T 43
RS CR10-11],

5. 5t2E A0 3 . % T SPSS 19.0 GE 4Rk A4E 2 by
Bl o TE OB TP B (DU iR ) R, SR
Mann-Whitney K 38117 FL8E  THEC5ERE LR (F4
) TR SR K IR T LR s B R R AR
Pl Kaplan-Meier i £8 474438 , >k FH Log-rank £ 56
. P<0.05 ZESA G L.

5 R

1. HEHRIE ARYE FAB 43, 55 ] AML (8 3%
M, 3 il , M. 20 5], M5 11, M, 9 6], M 13 5, M 8
B, M, 1], MEVR S & e a3 30 4], ik e i
2510, Fe i AR rh I A A M (MNC) 6.7
(5.9 ~8.1)x10%kg, [nl%i CD34 411 it 4.1(2.6 ~ 6.3) x
10%kg. B A5 BT A R 3 B URIAR A | BL 2 AT A B
8] A7 14.0 (12.0 ~ 16.0) d;; Ifil /N B A8 A B [6] 247 18.0
(15.0~23.0)d, FHEJE 2015)(36.4%) k4= aGVHD,
Hp T ~IVE6#1(10.9%) . HHEES &L cGVHD
Ay, BRI RASAE W2 1, 41 18] o4 22 ¥ LS it
FEX(P>0.05),

2. cGVHD W& : 55 il i 23 611 (41.8%) &
A cGVHD, "o &A= it 8] A8 5 7(5~8) 1 H ¢
Hrp R R A cGVHD 11 1 (20.0% ) , 72 % cGVHD
12 1 (21.9% ) o FEMEVR & K 1Y 15 /8 v 12 491
(40.0% ) & 4 cGVHD; £ K f& & & 11
(44.0%) %' cGVHD,

3.¢cGVHD 5 AML & % : IB MG 2 47 M 3L, 4r
MrssBlEE L. BHG 2N, KAESA L
"z cGVHD 3 2 -5 K %5150 8.7% .38.6% (3=
5.532,P=0.019) ; At )5 o A A7 (DFS) H 3 2 4219
B, KSR &4 cGVHD B kR0 5N
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F1 SSEIZVERER il B I PRAREE
It PRAFAIE &z cGVHD (2344]) K& cGVHD (324)) PlE
PR [1(%) ] 0.867
‘s 6 (26.1) 9 (28.1)
b 17 (73.9) 23 (71.9)
AR MGIERD) ] 37.0 (31.0~41.0) 34.0 (24.3~41.0) 0.585
WA [T, MGEE) ] 5.0 (4.0~8.0) 8.0 (5.0~10.0) 0.082
AT AMLYTROTAR [61](%) ] 0.182
CR 20 (87.0) 23 (71.9)
NR/PR 3(13.0) 9(28.1)
A ](%) ] 0.941
SEYHLA & 15 (65.2) 21 (65.6)
Jo e HLA 214 5(21.7) 6 (18.8)
HLA AHHE 3(13.0) 5(15.6)
TiAL BT 2 [41(%) ] 0.142
TBI/Cy 4(17.4) 13 (40.6)
Bu/Cy 17 (73.9) 18 (56.3)
FB 2(8.7) 1(3.1)
iy 2R AR [ > 10 kg , MGEFR) ] 6.7(59~79) 6.7 (5.8~8.6) 0.818
1% CD34 4l ik [ x10%kg, M(FEFE) | 4.0(28~6.3) 4.1(24~7.1) 0.837
T ATGIRIF [ #1(%) ] 8 (34.8) 9 (28.1) 0.598
L FAE AR (d, MGEH) ] 14.0 (11.0 ~ 16.0) 14.0 (12.0~16.0) 0.993
M/ MAEA R (d, MGTEHD ] 20.0 (14.0 ~28.0) 17.5 (15.0 ~23.0) 0.844
aGVHD &A= [ fi](%) ] 10 (43.5) 10 (31.3) 0.352

{E : cGVHD & VRS AW BT 1 0% 5 aGVHD : S E AR YIPTAE T 5 CR: S8 A% 5 PR AR T B s NR - R B2 ; HLA: A A LT 5
TBI/Cy : 425 B IR ; Bu/Cy « 1%+ FRBEIENE ; FB - AR+ 1TH 4 ATG - HUM IR AR B Bk £ 11

22.8%.5.9%(¢=1.523,P=0.217)

it — L AR R fER 5 )2 AML 25 cGVHD
H5ERNKER, 1630 6MEARE L fai s, B
JG 2N, KA 5K K cGVHD B 2 4R 8 KRy
1R 8.3% .46.2% (x=4.065, P=0.044) ; #1# J5 DFS
2 R, RAES R LA cGVHD BB AR
39 33.3% . 12.5% (3=0.562, P=0.454) , 1 25§
hfeRED BEE2HEN, £ESKEE
cGVHD &4 2 5 & 53 5 9.1% . 29.9% (=
1.235,P=0.266) ; F4 4t s DFS #3d 2 4R (1 /R #, K4k
5K K cGVHD B # 18 & 50 h 12.5% .0
(¥=1.125,P=0.289),

K& cGVHD R FR#Y K )32 %1 cGVHD 8%
W BTG B R R B 42.2% . 27.3% . 31.3% (=
2.328,P=0.312),

4. cGVHD 5 AML W77 : LIRS AR S 2 4F 5,
38T 55 6] AML R I A AE 0 . BEA )G 2 4E N,
KSR EA cGVHD B 2 4 SAAE(0S) #4535
4 78.3% .61.0%(’=2.021,P=0.155) ; B i Joi /735 8

2R HE, kA SR EE cGVHD B 1 0S %
23 9 H 63.7% . 100% (*=6.477, P=0.011) . & 4=
cGVHD 41 B AL T /35 2L 5 4], Fov 3 il E + 5
P K, 2 BIBETF T iZ B cGVHD (L M1k SR
JOT P FE I A S R g B R ) 5 2 1) 22 i e
TIREFEH .

it — Lo AR GRS 52 AML ¥ cGVHD
AR, 7830 BIMEG R & E i b, i
G 2N, B S AR & cGVHD B 2 4F 0S R4y
M 83.3% .47.2% (=4.026,P=0.045) , Hh k4
cGVHD [ 2 st & i 1 st T2 &, 1 B3t T
JERYL 5 1 K & A2 cGVHD [ 9 B BET= 3% v, 7 B3t
FREK 2PETREG . X T RG-S 2 4FAY
BE, KSR L cGVHD B & 0S K434 N
53.3%.100.0% (y*=3.694, P=0.055) , 3£ T 5. rf 2 ]
W %, 1HIFET ¢cGVHD, 1E 25 1 A% fi fr 3%
RS 2 4FE N, kAR5 R R A ¢cGVHD [ 2 4R
OS R 9K 72.7% . 77.9% (5=0.078, P=0.780) ; &
" ¢cGVHD 1 3 Bl T- B 38 T cGVHD; 1fii & &
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" ¢cGVHD By 3 filBET- & i 2 LT 5 & , 1 fil3E
TG, X FRMEAEBS 2 FNEE, kES
K KM cGVHD 4 1 OS F 4351k 75.0% . 100.0%
((=2.391,P=0.122) FET- B E 1 HIBE T4 %, 14

B A 2 5F N, R &4 cGVHD  Jm BRI Ko 32
R cGVHD &, B AH JE OS %43l hy 61.0% .
81.8% .75.0% (y’=2.138, P=0.343) , M5 FE 1% 8
T2 4R R, K &4 cGVHD | JRy BRI K )32 Y
cGVHD ¥ HHAEIG OS 43514 100.0% .80.0%
53.3% (’=13.721, P=0.001) . i A iz % cGVHD
BE T SET 70, 5 K cGVHD A 63T R IESET,
2HIETFHE K o

i

B % allo-HSCT T % i 2 i , ATk i o
TR G B B KA A7 ST i . oGVHD /&
R 2 AR RS A e AR AR A B AR T I R
it cGVHD MR ZE AU BT 5 UAE 1R T 2%
FHE T, R0 T Bz ke B BB A a5 A G
PG Y e A2 KU A ST FRATIE B T 2002 &
2008 4ELEFA 1.0 4T allo-HSCT i AML 3, i o
KR (R Az BE VTR 1] 75 4~ H O $EA cGVHD £
AML B E G RN E . FEBEH S5 il AML 823,
cGVHD % 4= % F 41.8% , H v J5y [R A 11
(20.0%), 12 AL 12 1(21.9% ) , 55 5] st 399 [ Py A
R L R AR

HIZ I 55 3555 T A IS cGVHD F A&
BRZEBEEEAHEN . AL TH B R
HSCT, FUHER % CIBMTR BF5% 034 % B (B
6] 50919 54F 44F) 15 AML Mo B B E S 4n i
TERAE S b, cGVHD £ 4R RE A% AL i & 5 1Y)
82 RF HOS RARRERF B, FEARIF g, 3R
IR T AML BB, rh O RE I TR 754 H 45
1 eGVHD 58 Kk MAAF R FR . Gt k 3k
G B TR e M GE T 45 TR 22 I 2, T LA £
BRI T3 2. BTSSR Es, IBH )G 2450
Ft,cGVHD AJ L] @ FEARFE A8 /S 2 - N AML & &k
#(8.7%.38.6%, P=0.019) , 5 KK EBMT 5% H1L»
50—, R W RS T AML BB BT
] 28 4~ H 15 (B IfR & B cGVHD X & & %
B EE (22.8% .5.9%, P=0.217) , Hm i 4h R
1805 PG HE ] Bz CIBMTR WIS HR D258 7 & o % &
NIRRT (] 10 25 57 P RE % T I & 900 i 5 T ik %

R R PR T J7 R ASTR] | Bl 17 B[] 9 3
R Z #5521 cGVHD I IRIME R FE . AR
TG 2 4FAE R 53 12 R R i — D49 cGVHD 5 4E 47
)& 2R : cGVHD X RS AH J5 2 4 9 A2 47 T 8 3 52 )
(78.3%.61.0%, P=0.155) ; {H B} & FRAR T K A A7
Z(63.7%.100%, P=0.011) , 11 H. 2 fifi & i 5L T
B R R R R R M cGVHD, fIr AE R HE S
1, cGVHD W] LAIE o FEAIRAZ & e 2 R4 5
JE Bt RS A7 e 2 4R 1 R 2 Rk KU e il
K cGVHD 1 fe 35 VE FZ i i 90, X i sk i 2
o B A cGVHD #EE

MEVAE K& B fE AML BIMEiF 5 HSCT /)7, HiZ
KR T AR RIS AML fR 1 g 2
PEBEMETR & &M AML HAFFERT4 BT 1340 H , &
L cGVHD A LA i KA AR J5 BB A A . AEARTT
S — AR R AML 5K 43 2 B 3 ] cGVHD
(G RAFAE . FRATIAIRE & Bl cGVHD BENS IH B AT
FAE G 2 - N METR & R 1R fe AML &2 & %(8.3%
46.2% , P=0.044) , £& 1= S8 35 2 4F 2R A7 % (83.3% .
47.2%,P=0.045) . {HXF T RAT G A0 i 2 AR A0
f& B, cGVHD MUK RERFAIR A A%, 1 H i i
HICT- A (53.3% .100.0% , P=0.055) , 11 7E FPAK
& AML %, cGVHD i AR 1 K 157 AML (1)
8RR TC I s, AT IS AR A DG A
ToHY 3 B & 2 cGVHD 4 1Y 3 19 B 3 2 58 T
cGVHD; W10 1 58 T . 7] W, cGVHD PR &
KA, ARG F MG 5 A 0 e R A2
£, 111 e 3V S RGN £ R AR A DG AET

J34h, B EBMT #F 5% a0 LA cGVHD Y ™ 5
FERE Y JZWFSE & B, JRy BRI cGVHD 7 [ AR &2 % %
] B R L ek 3 RS A I AML SR G B A7 T 32
B cGVHD A 7 % il & & A= cGVHD [ i # tH
I, AT TR R ™ E R A cGVHD X 5
WG 2k X AEAFR W, &R R K ) iz /Y
cGVHD M #8R & 4 cGVHD f# iy & R
JIr R R, B A, T2 R cGVHD X AEfFRER K
A= K R PR AL cGVHD 835 J6 B S 5, {H 2 RS G
WIHAH OCHE T 234 Jin , OS Z& W] i B AIK (P=0.001)
KL, Jm) PR 7 cGVHD i 2 3R T 18R RN E &
[ Hs) SOOI AR BT A FRAEIR S

W A BF IR AR cGVHD 5 )5 42 AML 1Y &
K B AEAFHIFTT, cGVHD I AML & & i1
M FERAEBHG R (24F) , JUHAR MR 2
KW fe AML 5 %2 2%, i HR PR AL cGVHD R Af
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