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[Abstract] Objective To compare incidence and clinical features of hemorrhage cystitis (HC)
after haploidentical donor (HID) allogeneic hematopoietic stem cell transplantation (HSCT)and matched
sibling donor (MSD)HSCT. Methods Medical records of 609 (including 406 HID-HSCT and 203 MSD-
HSCT cases) hematologic malignancies patients treated with HSCT undergoing myeloablative conditioning
regimen from January 2011 to December 2012 were analyzed retrospectively. Results HC occurred 183
in HID and 17 ones in MSD respectively. The cumulative incidence of HC in HID group was higher than in
MSD group[ (45.6+£2.5)% vs (8.5+2.0)%,*=77.331,P<0.001 ], and the cumulative incidence of severe HC
(grade 3-4) in HID cases was also higher than in MSD ones[ (11.2£1.9)% vs (2.1£1.1)%, =12.883, P<
0.001]. All HCs were occurred within 180 days in both groups. The median time to onset in two groups
were 27 days after HSCT (range 0—177 days)and 29 days after HSCT (range 6-72 days) respectively (P=
0.766). The median duration of HC in two groups were 21 days(range 3—157 days) and 13 days(range 5-
67 days), respectively (P=0.182). The total efficiency of treatment in two groups were 69.9% and 70.6%
respectively (’=0.003, P=1.000). Conclusion The cumulative incidences of HC and severe HC were
higher in HID cases than in MSD ones. The median time to onset and median duration of HC and
therapeutic outcome between HID and MSD were comparable.
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M/ MRAEABT <13 d. ZPE GVHD %4 K CMV [fil
iE5 HC &AM (PEIY<0.001) (2) . F Bk
RIANZHZR T, 4558 R ATG i H (HR=2.234,
95% CI 1.560~3.200, P=0.000) Fll CMV [fil i (HR=
4.034,95%CI 2.907~5.597, P=0.000 ) J& 540 HC %k 4=
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BT 6/6 Fl G 3/3 <13d 131/195
[F] e 4 AH A 17/186 >13d 69/214
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HID I MSD 41 i35 HC B9 & i Ol , & B4 - S
HC 1R A=K 53 51h 45.6%H18.5% (5 BE RS A1
i), R HC ZAER 5 11.2%M12.1% , HID 41
= TMSDAL, ZRAGIH#E L,

HID 20t MSD 4 #8.3# HC & A= R A g 4 i, e
JR R AT RE R ATG A4 R S GVHD ) 55 % Az 24 i
B AR R LSRN . ARWFSE R
MSD 4 3 HC KA % H 8.5% , WA T SCHkiRE 1Y
R (16%~21.8% ") o W ICFE X HLAFSE HID
FIMSD-HSCT H' ATG X} £ HC & A 520, AR
W58 78 ATG 10 mg/kg WV 2H Fl1 6 mg/kg W 2H H 8 %
HC 1 Rk 353 51 R 44.2% F1 52.4% , 2 A &
4y BT R ATG R R 5% i HC & 4B 16 30 57 e 16 [
£, 5Fu S R AS R 8 HEMR
% ATG 10 mg/kg 241 F1 6 mg/kg 2H 5 % HC 1Y & 1= %
53904 38.5% 1 16.7% , AN G K A= AKX, X 7] g
5HAITAY ATG 6 mg/kg 2H #.4 K F BU+CY Tl
A PR TT 2 52.7%(19/36) , A B BURE R T
B A By T S R G008 7 T A T AL BE O R e
Salem %5 EA S A UGS PLIE 7 % B HID-HSCT ff
K LB, ATG 7.5 mg/kg 4 % BKJk 5 (BKV) AH
X HC B K35 T ATG 6 mg/kg 2H (435114 15%F1
3%) . WK ATG & REH I HC & A Rk 77 iff
— IR .

AHIGE PR R M g SRR AR <30 % S HC
KRR R ZE A2 R 58 b IR A5 A [ 25
W, X5 R 2T E OSSR o T Arai %R
T8 AR 2 £ R At R i R AR I >45 % & HC
RARER 2, H AR5 408 R R i 2 3
AR 5 HC Wy & AR TE ) n] AR X+ HC &4
PR T [ AN

Z UG $E 8 HC K42 vl BB S5 BRI A 6

FEE, CMV R YL 5550 |, 26 ATHE v Il 3 27 PH
B[R 95% LA 11 AEARWFIE T IRATT R 45 R R
CMV IfiUAE A HC & A Al ST fa s R 2, S RF R AT
ST, 52 {H X IR CMV-DNA B 5 HC %
FIFARIAMG . XudE " HziA 15 4 iR CMV-DNA FH 4
A 9 KA HC 5 T [ 4 55 B B R A B
/N R CMV-DNA AR % A4 HC I fE R 28 . Han
EIRE I CMV FH M & A 7 5 E] S RS A 30.5
(19~52)d, 1fii bR CMV-DNA BH: % A Az B 18] kg 7%
H 5 37(7~63)d, [HAKE PIE HEATXT LG . A ifl CMV-
DNA P4 H A3 i) ] $2 25 57 IR CMV-DNA BH 4 v
A7), Wil il CMV-DNA %2 JR CMV-DNA fE 55 L
I HC 19 %A, B0AT DA 7 I PR B8 A B 1 A7
WRFRIRIT . MXTT CMV, 76174 J7 [ % BKV Jak
YU A H UL TR LT 2 BH P R ] 1k 82%
L Z D iRE HC ) & 4 5 BV L % DIH ¢
JR BKV-DNA #% &3 & o8 HC & 4B fE R R R 2
— 15721 - Han 28R T 7F HC #2370 1l BKV-DNA
FH 1 & PR BKV-DNA B B9 280U % A= R 551 Ry
67.9%H166.7% , M % FEZH 7351124 9.1%H119.2% . [R
F Il BRI 5T, A58 & B & LI R CMV-DNA
#hr |1 KK BKV-DNA # 4,

5% e L Rz 4 B I AN 2 2t GVHD B 5| S f s
Wi MRS E , 2 GVHD 5 HC IR R ES
ARG, REA I BN T~V EZM:GVHD X
HC B fa 2 AR H AR E G &
P GVHD # HC Y &A= 25 F R WG 1T 2 3,
H BRI R W 45 R 428 20 GVHD 2k E
HC W& Fs R 2, 0 2 R R 43 B R RE A5 1 [ A 45
o ABFFEHXS T 1l CMV-DNA FR22 B 1 s 241
WEREVAIT A Il CMV-DNA # BR{EAS A HC SE IR 1 2
HT W T EIBYT R AP 70% 25 45 A
BOR PR T RBENLHITBES 5 T HC AR .

AHE5E h MSD 2 835 1) HC 5% 42 5% fiff (G
i — B3R T U B RT3k F] 41.2% , 1 HID 21 4
21.3% ; 38 5 — IR YT -+l A G e 4 ) SR+ B R
71— L3097 PR A RCE 73 01 R 58.8% 1 54.1%
BRI —ZRIRTT SEIRIT A SR E R LG+
B HARBFS 2 T MR T T K R R SRR T )
¥ HID 299 ] , 00 F 8 B HC IR Y7 I HID 4%
MSD 4 E P RE T [RIME, HID 4L MIMSD 41 &
A= HC W7 B T AR L 38 Fh A B[R 43 531 54 21 (3~
157)d F113(5~67)d, 25 B IS IT#E S HX A]
fE-5 MSD dIFEA I/ A 56
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