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[FHZE] BH BB O 40 R E H (ATG/ALG) BE AR R A(CsA) 5 CsA BRA M
AT R B TR AR PR TR AL L (TD-NSAA TR, FiE BT 2007 4E 8 H F 2014
4F9 J1 1256l TD-NSAA FBF IR TR, [hi—2 R H ATG/ALG k& CsA 55 CsA -G 1B R BT 1 I
TE Y AP B, R 125 TD-NSAA B, T 70 6], L 5540, B4 ok 1.27: 15 WP i 4R %
27(6~66)% . Hh 48 |2k 3% ATG/ALG B CsA BT , 77 il — 2 a2 CsA B G MEIR AT, 4
FHABET R A0 2.1%(1/48) 12 0(0/77) (P=0.384) . ATG/ALG kA CsA 4H & 1697 )5 341 A
TR BN 4 70.8% % 45.5% , P=0.006 ) Fl R 4F LT 7 SO 32 (27.1%%F 10.4% , P=0.015) ¥ 15 T CsA B
HMESR R A WALIRTT 5 6 4 T S A Il V27 S 6 (75.0% % 55.8% , P = 0.031) 55 [ 4 I % 2 J2 [ %
(41.7%%} 22.1%, P=0.020) 22 5 I8 e it 50, 1897 )5 6 1 ATG/ALG B CsA 418 5 i ] b i v
A A v 57 B ] R 36.5(0~149) d, B T CsA B A M R 41 1 98 (14~180)d(P<0.001) . ATG/ALG
XA CsA 21 5 CsA BE A IS R A1 /B 5 3 4F BB A7 % (97.9% X1 100.0% , P=0.227) Fl1 TG 55 425 47 %
(71.2%%F 59.5%, P=0.227) 27 G T2¢ 1 Lo 818 —Z R CsA B M EIAYT TD-NSAA Ik
2 N I LR 27 B T AN S ATG/ALG BE A CsA , PIALFE A A7 5 AH ], i f 1% ATG/ALG
6 CsA T ZEIRYT TD-NSAA,
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[Abstract] Objective To determine whether cyclosporine A (CsA) plus androgens was as
effective as the current standard immunosuppressive therapy (IST) for transfusion- dependent nonsevere
aplastic anemia (TD-NSAA). Methods The records of 125 consecutive TD-NSAA patients who were
treated between Aug. 2007 and Sept. 2014, with either CsA plus androgen or ALG/ATG plus CsA regimen
were reviewed. The 3-month and 6- month hematologic responses and survival were evaluated. Results
There were 125 TD-NSAA patients (70 were male and 55 female, 1.25: 1). Median age was 27 (6-66)
years. There was no significant difference in early mortality between 48 treated by ATG/ALG plus CsA and
77 by CsA plus androgen patients (1/48 vs 0/77, P=0.384). Both the total hematologic response and the
better hematological response rates at 3-month (70.8% vs 45.5%, P=0.006 and 27.1% vs 10.4%, P=0.015,
respectively) and 6-month (75.0% vs 55.8%, P=0.031 and 41.7% vs 22.1% P =0.020, respectively) after
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treatment were much higher in the standard IST group than that in CsA plus androgen group. The median
time to transfusion independent of 36.5 (0-149) days in the standard IST group was significantly shorter
than 98 (14-180) days in CsA plus androgen group (P<0.001). Survival was comparable between the two
groups (97.9% vs 100.0%, P=0.227). It was superior (71.2% vs 59.5%) but not significantly (P=0.227) in
event-free survival in standard IST group. Conclusions CsA plus androgen was inferior to the standard
IST of ATG/ALG and CsA regimen in treating TD-NSAA in terms of the hematologic response and the
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quality of response, despite of comparable short-term survival.
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1. 48]« 181 R 23 BT 2007 4E 8 H %2014 4E 9 A
FKBEFLIM LYY O AE B 1) TD-NSAA BB I IR
POk, SR AA DTS RN SAA LK 5B 46
Foh TAEZH (EBMT SAA TAEZH ) % T TD-NSAA 1
L WiARAE?, AW 5T TD-NSAA 2 WibnfE Jy - 75 &
Camitta NSAA Fr#E", H#F# 1Ml PLT<20x 10°/L 1%,
HGB<80 g/L 5{ ANC<0.5x10°/L., AZHARriE: Bk
W12 AA ST ETRYT SOV CsA R AN A
2J8 . HEBRARE : Qe RS B i 5k ; @1 B
S Ife R A A I AR e T A 4 2 M e R ot 21
PR (PNH) v B Q1A i B 1 41 i it 1% 2 7
@RIk HAL R G s k25 DI RE 5 AN AR e
Z CsAIRYT s O MPE AR B i L el E D
34N HIRYT s @MU T At A 0 8 43 1 LR BR
HIFIETT o S99 A 125 4l TD-NSAA %, Hidr 48
] — £k 5252 ATG/ALG ¥k 5 CsA BRI IST 4,

77—k 357 CsA RS M Z 1A .

23697 I MR ALG (p-ALG, HP R R AW
il S B P ) 20 mg - kg - d T B IE ATG (r-ATG, 56
= Genzyme /3 F) F= i )3.5 mg-kg ™' - d™', i ki 1 , 7%
F5d. CsAEIRFIE N3 mg-kg'-d', A 12h 11K
IR 2524 1R SRS CsA I 25 3 B I 1 445
Al CsA L5 A 1R B 4E HFAE 150~250 pg/L, Wk i
HEFFAE 700~1 000 pg/L. HEFLEE Jy vl SHSEE F mlik
A B, F) e R i L R E O 2~4 mg/d, B
N R 6~8 mg/d, 43 IRk AR ; ik AR F FH & )L
F N 200~400 mg/d, K B A 600 mg/d, SR 1
o CsA Bl 3 28 2 5 1 FH 28 58 3 AR AS MW =7 S
N, I H S E R E 2 34 H G IR SR8, 2
B3 H IR 1K, CsA BB 25~50 mg/d, 134
FRRIE R H OB 13, AR AT R 5 B
P ik ) R )

3 T RUHIE T R W bR E S B SCER [4 1074
IR A5 RO (GPR) , BRI : D58 43697 ROV
(CR) : HGB>100 g/L .PLT>100%10%/L H. ANC>1.5x
10°/L. @GPR : it &5 1 il 7 i 75 4K 481, HGB>100
g/L .PLT>50x10°/L H ANC>1.0x10°/L, ®¥/MAIT
S (PR J58 225 1t o) ot o A8, 1L RS A ARk
GPRARHE. @TCIAYY RN (NR) ¢ £ A B 5 1 il
s AR, I A A 4TS A7 A TD-NSAA FRifE, 5
PR EE . CR.GPR PR N 3RFE ML ¥ 2 S, CR
GPR J 35 RAF MR RN o 5 LI IRIRYT I 12
AN H N BRAS IR 27 SN AR TT RN« IR YT T
UG Z /D34 A G R AT RO M HE 52 R IST 5%
HSCT LASGRTT 1240 JE RS8R A0 —4%
BIT R, B R E SCRARIRIT O BT S 4k +5
B B 22 /058 34 H AR L H RS bR PR UK T [, 7 2
PRE WG EIRYT , SR B A Ao . R
A CsA ol ok A B BT I AR R R T
R, KA CsA ZERIT— 5 /K o I RS A Bk
2 FIRIT KT, A E % . 1697 34 H N
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211t RN AT 40 CDS 5 . CDS9 il il % /N T 95%
& PNH 7 , 2009 4 DL DA Flaer 757 H BE>1%
7 L s A A L BRI SR & PNHL v 8 ) ATy 7
WG AR . R = A 6 AN A BT 1R
ARIKEETTE] N 2015455 A 6 H, FPA7FET7 33 (0.4~
93)H . 125 il 3 v 20 )25 35, Hodh ATG/ALG
A CsA 215517 6 1, CsA B4 M i E 4 27 14
il A (OS) I E] 2 W 2 5 A6 T Bl R Y B
Vi 6] s JCF 2 47 (PES ) B[] 2 B 28 kA A A
FAF AR K BT ], F R RIT AL E R
Bk TG RS H B I PNH . MDS/AML #%
b AR BET

5. Gt F A HE L R SPSS 22.0 i i F kAT
GYHT o SRR A i ORE B B L A e s
] 1) #385% FH Mann-Whitney UGS, 4324 BH 1
BER AT =B R I7 K AN [RR T 4L R AE T
1697 BN R FH Fisher B V1ML ; Z &R 0t
>k HH Logistic [ 5 4 4743 #7 5% H] Kaplan-Meier 1,
Pl Log-rank £ 46 FL A [H] 25 5. P<0.05 WZEFAH
GiitE .

& R

1. JEZRAEAF - 125 il TD-NSAA %, 5 70
W, Zc 55, B4 ok 1.27: 15 A AR 27 (6~66)

% o A2 BRI A 50(1~176)d. HGB 1
PEBCH 67(27~117) g/L, ANC H i 5 h 0.85 (0.24~
4.25)x10°/L, PLT H {7 50K 15(2~61)x10°/L, FIZHZL
A g 4 %o 318 R A B0k 33.2(14.6~90.0) < 10°7/L, HA
2l 21 200 it i R AR 24 51 (19.2% ) , B4 il /AR s
WA 13 491 (10.4% ) , ZT4H L5 1/ )N 3804 44K i 84
#1(67.2%) , ANC<0.5x 10°/L [7i] IF 21 210 it i 13 49 461 4
W (3.2%) . 48 4|3 % ATG/ALG B4 CsA J7 %A
7,77 Bl 57 CsA B G HEPL IR YT, P AL FR s FE 2k
FRAE LA L 1,

2. 36T N FL 88« 5% ATG/ALG BK & CsA ¥R
J7 1Y 48 15l TD-NSAA &, 161 (2.1% ) IGIT 5 56
12 REFEM S MAET . PRI RRIT RI697 )5 34
HR6 A~ H B GIT IONAE L L3R 2, ATG/ALG Bk
G CsA G MR SN 55 B 3 103 27 B 1 2 347 W ik
T CsABRG MM ZE A . 16Y7 )5 61 H ATG/ALG
TR CsA ZHARAS 1L 2% B ;1) 36 197] 8 25 1 5 1 1
s i AR 1 T A BT[] R 36.5(0~149) d, BH (B 05 T
CsA BEA M & 0 Y 98(14~180)d (P<0.001) ; Hirr
IR 25 T 200 i i SR v A7 B[] 43531 Sk 26/ (0~123 ) d
190 (6~180) d (P<0.001) , JIi B IfiL /1N A B 12 4K
B A7 I T] 3 591 A 32 (0~149) d 1 83 (14~180) d
(P<0.001).

20 PN [l B I AR 5 2 70 A 2 A7 P
T SIRYT G WA YT RO TG L, S5 3 DL 3 3, BALAli 21 4
it A 3 A B A R 4 i N i RS R A A2
ATG/ALG B4 CsA 5 CsA BE4 M 2067 10 1L
2 N2 R RTINS N R 2 S TG R
SC 5 T FE 0 40 A 5 /N AR X i 3 R Y R
ATG/ALG ¥k A CsA 41 I8 27 J 0 % F R - 10 9 =

R ARG T I G LH i AR FE R AR FReAS P B2 100 AR SRR IR LA

FRERFFIE ATG/ALG+CsA 4 (4814]) CsA+HIERL R AL (77 91]) Pl
PR [, MGIE D 21(6~66) 32(16~66) <0.001
PRI (B /%) 24/24 46/31 0.286
HrALZ W RGBT [d, MGERD ] 55(14~145) 46(1~176) 0.292
PAARLT AN R a5 (%) ] 7(14.6) 17(22.1) 0.301
A MR (%) ] 8(16.7) 5(6.5) 0.080
ZT 20N /MRS ARO[ 1] (% ) ] 33(68.8) 51(66.2) 0.771
"y HGB[ g/L, M(FEH) | 66.5(41~99) 69(27~117) 0.861
FR{i ANC[*x10°/L, MGER) | 0.64(0.51~1.80) 1.04(0.24~4.25) <0.001
FRA PLT x10°/L, M5 ) 13(2~30) 16(5~61) <0.001
FRi Ret [ x10°/L, MGIEH) | 32.5(20.0~90.0) 33.3(14.6~59.5) 0.448

TE - Ret: AEZLANILE 0 E s ATG/ALG - LA HR/ARK L AHIER 1 5 CsA - BRI A
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R2 PIRCAIERGST 5 S 44 AR A A RS i AR LB E T Bty SO UL B4 (%) |

) ) 34 HIRIT RO 6 HiRIT RN
215 5% FIBET — S S N
I 57 S5 B0 i 27 S I 57 S5 R A B2 S g
ATG/ALG+CsA 21 48 1(2.1) 34(70.8) 13(27.1) 36(75.0) 20(41.7)
CsA+IfEEMA 77 0 35(45.4) 8(10.4) 43(55.8) 17(22.1)
P 0.384 0.006 0.015 0.031 0.020

T : ATG/ALG : UMMk A0 MIER 2 1 5 CsA L RAITER A

R3O [l AR A E R P A AT PR MR S AR [R5 SR T IR 6 D H IR RO L [ B (%)

41 ik I B, P SR N E ST PfE

DAL 2 A O 1.000 0.356
ATG/ALG+CsA 4] 7 5(71.4) 4(57.1)
CsAHIEM R 17 12(70.6) 5(29.4)

PR MR 0.510 1.000
ATG/ALG+CsA 4] 8 7(87.5) 4(50.0)
CsA+HIEM R 5 3(60.0) 3(60.0)

ZL20 T 10 ) i AR 0.031 0.031
ATG/ALG+CsA 2 33 24(72.7) 12(36.4)
CsA+HIE R 51 25(49.0) 7(13.7)

1 ATG/ALG : JT AR/ LA ER R 11 CsA - R E A

RV T CsA A SR 4L (PEF40.031)

3. 3RIT I 6 A H RZ IR 2 e g A 56 PR
BT 4% BRPE I AN [RINE YT T 2800 45 AR 0% 12 23R
J7 Y, FE2E HGB \ANC \PLT ,Ret 4% fE oo (v 5l 1 1
3¢, Xt TD-NSAA B & & 50975 6 -1 i
WE VAT AR T, S5 R L3 4, L P<0.1 0y
AJ7 R4 PLT 59897 7 2 Wkt 6 A~ H I 2
RN W, K BRI R A £S5 Logistic 7]
5, 45 3 B 7R ATG/ALG Bt & CsA[OR=3.931(95%
CI 1.594~9.691) , P=0.003] | F& £ PLT=15 x 10°/L
[OR=4.282(95%CI 1.819~10.077) , P=0.001 ] 3545
6 1 H LI R g [ ST 572 1 PR 25

4. YR I R e T AR < ARAS N2 SV ) 86
BB 3 1R &, Yok CsA R RETN 52 5k A 173
VR TR, 5 RN 3.5% , Hid ATG/ALG B4 CsA
H 2] (2/42,4.8%) , CsA BEA e L 25 40 1 4] (1/44,
2.3%), 5T E X (P=0.612),

48 1] ATG/ALG B4 CsA 41 #3145 PR &
FARIT IS 154 H i i w4k = 25 G AR
P I 98 AT 2 Rk E 75 (MDS-RCMD) 5 1
B TIEI7 G 34 H 1B 47, XY, +2Y[3]/46, XY[13]
TEREPEG RS H L IRYT S 6 H YR AR A
B, o — i PR s A% 2% 55 5 6 68 & PNH
i, TCIEA I B IR PR I A 8 B kA AR A

ARG . 77 B CsA BRA HEE R B E T — i H B
MDS % At F1 4 B 358 1% 27 S 8 o B T8 A8 5 5 M5
PNH it , For 4 461 ol R sl A6 AR L iEdE | 1 1
ZL MR PNH, B WRYT 7 28 41 PNH b b e 48
R EZR TG IFFE X (12.5% % 6.5% , P=
0.332),

5. 4750 M1 - ATG/ALG Bk A CsA 2H Fll CsA Bk
B I R AL R T S B U R[] 43531 R 35 (8~93) A4
H .31(5~65)1 1 . ATG/ALG 4 CsA 2H % i
191 3 4F OS K PFS %43 18 97.9% . 71.2% , CsA Bk &
HEBLR 45050 100.0% .59.5% , 22 ¥ 0G0 ¢
X (0S: y=1.458, P=0.227; PFS: y=1.462, P=
0.227),

W ®

NSAA i R FEIS B R, 5800 58 U
LA LR/ I3 2 S B I R R RS e, AR 16
T R B AR T A1 JE I 20 e SR A TR R
T B I AR e SR S SAAL S X TR LK
HiINSAA A RSG5 E ABRRIRYT T B
Mg A A TR L (HXF T TD-NSAA & T B G
F7 MDA FTRE P BEALIG PRI C 20E
IST A] 438 TD-NSAA S8 1L 4H /L | 22 i i 1A
i, S5EA CsA B, ATG B4 CsA 1Y IST ] 3548



-950- AR 2235 2016 45 11 4537445 113 Chin J Hematol, November 2016, Vol. 37, No. 11

o

R4 125 (% A AR R P A AT RS IR AT
61 M S A B R [ K (%) ]

ES Bk MR x1H PlE

AEHS 1902 0.168
<7 % 59 41(69.5)
=27 % 66 38(57.6)
P 0.215 0.643
% 70 43(61.4)
o 55 36(65.4)
W IR E) 0.332 0.565
<50d 61 37(60.6)
=50d 64 42(65.6)
HGB 0.723 0.395
<67 g/L 59 35(59.3)
=67 g/L 66 44(66.7)
ANC 0289  0.591
<0.85%10°/L 61 40(65.6)
=0.85%10°/L 64 39(60.9)
PLT 7.101 0.008
<15x10°/L 62 32(51.6)
=15x10°/L 63 47(74.6)
Ret 0.060  0.807
<32.2x10°/L 58 36(62.1)
=32.2x10°/L 67 43(64.2)
NI ES 4.665 0.031
ATG/ALG+CsA 48 36(75.0)
CsA-+IfE 2 77 43(55.8)

1 ATG/ALG : It A MR/ bk EL AT ER R 1 CsA L IR A

T PR LT 27 2 2R (74%%5F 46% , P=0.02) F1 41
(A IR 27 S O e e I, 0% [ Y b v 2
AR TD-NSAA —ZR3A77 R R ATG BG A CsA
VL S

CsA B 2536 97 AA 97 AW X HE % 2D
Gluckman ZE" X ] 76 SAA B B ATG 8¢ CsA ¥4
I7, 3 TR AT 28 XA 24, 34 H RN 12 4~ H 2
I 2% N AT OS S AH 24, Maschan %5 /4 45
13 5] L NSAA F & 132 CsA Zhihyr 8 Ji, Hoh
11 151] (85% ) AR A5 1MLV 2 S I, 4 4F- 52 B OS %2k
85%

ATGIRITAEBE AT, 1B . R 2 N R
S5 7 A3 95 N, T SRR 1) S REIRYT , 3R
B oo I RSEE T, BRFE 4> TD-NSAA B34 R A5
] 0LV 2 b 1 22 D 23 4R RO HERE I ATG B CsA
TR, LB E B CsA B A I R 5 SR il
PR (CsA BLZ0RYT o 24 W JCHEA T I R X IR A

7% L CsA MK B HERZR TR YT TD-NSAA JZ 15 1] 3145
e mHEER ATGECA CsA 7 ZHRIBITAL

TR 2R PTG R AA FR X I 200 i e G
ik v X A 2 B RG BE RE T, AR E SN il A R A
FRAT 3 1041 AR X 458 22 1 NSAA AT 1l RE ke 4h
JEl it AT SCERREE i FHIERL R IR YT AA Y
F7 R4S R 25 8K, Champlin 2545 SAA/VSAA
HRE B2 ATG A BORER A HE A7 I AN A
I AL 2 SV, 2 5 Bacigalupo 552! ) 45 S 0 2% 1Y
IR 80 2 A8 TN (8 3 G i AR A E AT 4
1 AA A ATGIRYT B IR R R (56%%F 40%
P=0.04) , £ 2 PEH ANC<0.5x 10°/L i) % h 2 30
WO T AEYN A B 55 TD-NSAA #1241 ANC>
0.5%10°/L J35  , ATG iRy 7 5l T HERER IFR
R ML 27 S FE A 4 1 (64% % 61% , P=0.10) o
Young 45 GHE i — I 2 RO IR IR BIFIE B, A
1) 44 i NSAA FI1gME g s >3 4~ H ) SAA 84 1 25
B3 ATGIRIT G 34 H , 7101(28%) FRA% LK 2F I
N7, 17T 19 112K F R B M 2207 3 o — 4R A5 1
W2F ] 5 Jiang 26Ok I ATG BK A CsA SR
1RYT JLTE NSAA B35 I 7 S R 83.3% , BH I
T CsA A HER 2RI 410 41.7%(P=0.006) , Hij
H CR%N 27.8% , B i & T )5 # 19 8.3% , ATG Bk
G CsA M MESZIRTT ALk e R SAA A& WA B AIK
FIa#(P=0.021),

Rl NSAA S I X 25 SR B9 5, FAT 14 [l
JPE /T TD-NSAA f %, 45 5 /R ATG/ALG Bt &
CsAJAIT i OS R 5 CsA A ME R M1 , (5
TBITIE 3 H L6 H ML S 0 R A R L 2
N R IO 5 T CsA B G HE R 41, H ATG/ALG
I CsA M 3 I il i o B () J6E T Cs A R T
WMRM, AN, REREMZEE iy
W RIRYT TN 6 A ML N R A B 35 5
K H ATG/ALG HE A CsA TR YT ARAT LR 27 S o7 (AR
HIE CsA PR M A1 3.93 f5

3 )2 53 BT AS [R) i I AR A 2 80 ep B BRI O
XoF R RS , FRATT A AR LT A FEL R il /Ml
Ii) i MK 1 R T, ATG/ALG BX A CsA %58 CsA
B M ZR R YT AT ARAS B 5 IR 2 BN S R A
IV I S 6 5 1 B — 2R 9 i ot AR 8 3 P AR
I7 7 15 ML F 0 2RI o e mT A 1 IO 4
W EPO , il 3 210 5 AH 20 Jf 38 5 L) 3% Jn 21 46 Jfd A=
A R B Al 2T 4 T MR RI B4 1T M
S M R R AR BB/ K PRI T S 3R T R
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SERIRLRE AR, XA SY CsA BB HE R 5
ATG/ALG Bt & CsA JRYT H— F 51 TD-NSAA Ifil ik
RN 25 S TCGE T F T SR 5 o TR R

NSAAJRIF I H Y £ BRI A A R kst A4
TR . AT 45 3 AR R ATG/ALG BEA CsA
—ZRIRYT TD-NSAA Il 2% S o7 8 1 R 41 Y 27 I
NI T CsABRA MR 4L AR RA YT T 18
H 34 OS M PFS FIf 22 R G2 o Tl
ﬂ\jajzazgsaﬁiﬁzmnﬁ”ﬂﬂz%%ﬂztxﬁﬁﬁ%iﬁﬁa‘
(B AERT A A O, ATk RAT IR 2% N L 2 TCIR
Y7 SN H A TG S ) A DA AR O S K L i s T
FRE A, FRAS LI 2 S 5 e 20 23 M UE B A o
PIEAELZS

ZE b BATT A e A Y g SR B, — 2R
CsA PG HEBZ )7 229697 TD-NSAA , B 2
JoF LI 2 S5 ST 1 34 A8 S ATG/ALG Bk CsA
T7 SR s ATG I ARG A sE T35, 12
7~ TD-NSAA 45 CsA BX G HERM IR T AR BRAR 1
P&, i1 ATG/ALG B4 CsA T &I677 .

2 % Xk
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