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(FE] BB PR A RSN IR i 40 MRS AR 5 & e A PR Y 20 L AR B Ay S R ERIR T T
I ETIRIRBUS R 2, 5 WAL 2000 — 2013 4E T &2 & METG 28 LR 22 25 45 Ik L 988 97 4]
SEE VAT B oA BT 20 12 N H o HRYT 5sroh B RS I T4 MR A 4 (n = 52) RIS AR LK
SRR AL (n =45) o A3HTIR AL R I PRAFAIE 227 R4, Kaplan-Meier 3:47 42 4740 #7, COX 1425 1] )5 3
TTZHRBG . &5 AL BBV FeE- SR 6 H 1018 BN KOk A i il = £ & ) & A 501 i
T ARBAEAL(P <0.05) , Hp It RAEM R AR ZE R TSI FE X (P >0.05) , FAkEY; 56(12 ~158)
ANH L BIEAETS 6 6, AL FR 11. 5% ,3 4 Jo ok & A 77 3 ( progression-free survival, PFS) Sk (78.6 +
6.20) % , iaAEA7% (overall survival, 0S) #(85.9 £5.5)% ; R HIIET-21 ], FKIE K 46. 6% ,3 4F
PFS #5(43.1 £7.60)% , OS Jj(54.1 +8.1)% ., FEAHA 3 4 OS J PFS W B AL FARBAEHA (P <
0.05), BHERITIEHR T LI ITEHLWZE B4 (positron emission tomography, PET) ¥ , PET B 1ETEHI
9 CR 8, 5 PFS Bl A8 T PET PHMEM B E (P =0.021) , i % F 08 ZR LR ITFE X (P=
0.077) . COX ZH RN, Ak ASCT LDH {5 TIEH A B HERILEFm PFS 1y faps K & ;i
F R F ASCT \LDH (& FIEH EIRBUGE S =3 DA BEERIEEZm OS (ERHE, 458 A
I I T AR AETRYT Bk MR A Sk EUR Y7 s , e e iy e R E TR 2k Mk
TR 2 TR R 2 4 IR BRI BTR YT T & o
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Efficacy of autologous hematopoietic stem cell transplantation in treatment of

relapsed and/or refractory classical Hodgkin lymphoma

XIANG Xixi, LIU Yao, GAO Li, LI Jiali, KONG Peiyan, LIU Hong, GAO Lei, ZHANG Cheng, WEN Qin, PENG
Xiangui, SUN Aihua, ZHANG Xi ( Center of Hematology, Xingiao Hospital, Third Military Medical University,
Chongqing, 400037, China)

[ Abstract ] Objective To determine the therapeutic effect of autologous hematopoietic stem cell
transplantation ( ASCT) in treatment of relapsed and/or refractory classical Hodgkin lymphoma ( RR-CHL) ,
and investigate the prognostic factors. Methods Clinical data of 97 RR-CHL patients treated in our center
from January 2000 to December 2013 who were followed up for at least 12 months, were collected and
retrospectively in this study. According to their treatment methods, they were divided into ASCT group (n =
52) and non-transplantation group (n =45, undergoing chemotherapy). The clinical characteristics and
efficacies of the treatments were analyzed between the 2 groups. Kaplan-Meier survival analysis and COX
regression model were used respectively for their survive and prognostic factors. Results The incidences of
fever, neutropenia, severe bone marrow suppression, and gastrointestinal adverse reactions were obviously
higher in the ASCT group than the non-transplantation group (P <0.05), but no such difference was seen in
those of other complications (P >0.05). In the median follow-up period of 56 (12 ~158) months, 6 cases
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from the ASCT group died, with a mortality of 11.5% , and the 3-year progression-free survival (PFS) was
(78.6 £6.20) % , and over survival (0OS) was (85.9 £5.5)% . And in the non-transplantation group, 21
patients (46.6% ) died, the 3-year PFS was (43.1 £7.60)% , and the OS was (54.1 £8.1)%. The 3-
year OS and PFS in the ASCT group were obviously better than those in the non-transplantation group (P <

0.05). For the patients with negative results of pre-transplantation Positron emission tomography ( PET) and

evaluated as complete remission ( CR), they had better PFS than those with positive results of PET (P =
0.021), but had no significant OS difference (P =0.077). Multivariate regression analysis showed that the

main risk factors of PFS were non-adopt ASCT, LDH value higher than normal, and bone marrow

involvement. The main risk factors of OS were non-adopt ASCT, LDH value higher than normal, international

prognostic score (IPS) =3 and bone marrow involvement. Conclusion

ASCT is safe and effective in the

treatment of RR-CHL. It should be recommended as one of effective treatment of RR-CHL in clinical practice.
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B AT A TR LR R T T U 2 AR e R IR L 2
H R A 3 i P g, >k A7 ST R G R
HOCTT W LAl 2 80% 1 2 g U AR Ay 4 ik
(classical Hodgkin lymphoma, CHL) & & BUA5 95 1 B9
KW E=3aat o LR, ABVD (KR MR +
RREE + KFFH + [R5 R) | Standford V(%
EN S - PN S RIE RS = R N L &
AR ) ik 3G 75 B BEACOPP ( BRmf it i + K A ik +
WAEIOH + RFME + FIET + okER + ke
Fiy) T R ETEIGIRIG Y CHL U T 54 MR
HASE 10% (9 T ~ T REFHAE,30% 1 1T ~ A
B s & I ~ IV A A8 1 CHL 8 bR — 2 07 2897
JEANREIAFE 2% f# ( complete response, CR) ,B{ CR J5
WMBE K . HRTX T K AT A Ak B
(relapsed and/or refractory classical Hodgkin lymphoma,
RR-CHL) F3&T -5 I PRIA ST P — AN Rk
HABIFIR R, a0 12 By 5 1y 51 8 M ik 1
T4l M %5 A ( autologous hematopoietic stem cell transp-
lantation, ASCT) , 1] i,y RR-CHL B8 77 2E#&, ASCT
% RR-CHL (7697 LS T — B i gerR ™ o b
OAE 2000 - 2013 4F X & 55 RR-CHL J8 25 540t 1 iR
ST 5 7 B ASCT, B0 H 7R 2 PR SF RS TN T

1 #ZRETE

L1 Jaf 5

W HE 3K o 2000 - 2013 A 22 241 1 B A 12 W
oy CHL BAERBE B # o W00 /B NI T St o 78 )50
Aral (F) BT ALt B AL, 228 8 O 20 B A
HEBRAR A 5 2 iR, B E A CHL &2 % . 2009 4F

JEIFEFIA T Deauville #7 i * SEM 7 2%k, AR 4 1L
FrifE,3 ~4 57 ABVD J5 ZALST 54T IEHR LS5
WL Z 214 ( positron emission tomography, PET) f; %5,
XF T Deauville P43 4 55 B8 H , — - BEH TR
REFT , W BB A T AT RIRIT G, 4T PET
KA P, X PET AP AR5 B 0% 1838 1 1 eV P
i, RR-CHL i 51| 231 97 i, Hovp 52 i FH 42 1
ASCT; i HoAy 45 Bl HE 484552 ASCT 3097, RATH
FE AR EER AT s AT IR B OTIR YT - i sy
PR TEA R IR , 285 1T AR I BT s S0
A2 B A S A 3 A A 2 D S, T
W58 ChiCTR-ONC-16009027 ,

$45% ASCT (%) 52 8 vh, B30 35 48], Lok 17 44,
HA AR 29 (8 ~63) %, Hirh =40 % (1A 10 f]; #%
WHO Xf CHL i 2L 78 53 2, e rp s 25 4 £ 240 ity 2
(lymphocyte-rich, LRCHL) 8 ], %% 73 T 4k, &I ( nodular
sclerosis, NSCHL) 19 4], J& & 41 ffa 2% ( mixed cell ulari-
ty, MCCHL) 23 ], /> itk I 48 }g & ( lymphocyte-deple-
tion, LDCHL)2 fi; 5¢3% PET s fig i ¥ CT & #EE &
2 B RETE R IR DI RE O UEE LB, R A L il LR
it & B ( lactate dehydrogenase, LDH ) %% ¥ A, Ann
ArborZHIATE I ~ TR 19 4], I ~ IV 14 33 445
A 24 BIEEEA B AEIR 5 B BR85S P43 (international
prognostic score, IPS) =3 /3144 31 #i|; LDH & T1E%
TEAA 19 ] 555 A8 R0 A B R4 9 15 4 45 51
RIEMA 16§l k452 2 =3 bnyA 21 ;4 8 4
FEE B R RO s AL AN ML TR 28 (erythrocyte sedi-
mentation rate, ESR) =50 mm/h & 18 #i; £ & i
JE e 0o R I . COPD 2548 M JL il e g i R B A
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18 ] ;4 J1 AR TES) ( eastern cooperative oncology group,
ECOG) ¥4 =3 43 17 14,

FAT A AR T 40 L B A 1 45 1 B R, bk
32 ), Lotk 13 ], A AR 34 (4 ~69) %, Horh =40
% WA 20 f5]; LRCHL 6 f], NSCHL 15 fi, MCCHL
12 {4 ,LDCHL 2 5] ; 43 ¥i7#E 1 ~ W AR9A 12 4], I ~
IV 33 i 45 17 Bl E A B EEAR; IPS=3 7311
£ 23 f5il; LDH /&5 F IEHEAA 18 §i; i A2 56 A B
KIBHAAT 7 65 FEAT S5SNI 8 5 ik 4552 B
=3 LhigA 10 ] A7 3 ) E IR B RE R AL ; £ ESR
=50 mm/h A7 17 5 A4 18 M 3L Al g 0 B E A
10 i ; ECOG 43 =3 4311 21 7], 44 fil &34 T
T 7.8(4 ~14) AP REMALYT A 32 Bl BRI
[ = AT 7 58 A 13 Bl R
1.2 # & FmpAS A a7 8 57

145 ASCT 1 52 B & AT 45T 4 ~ 11 D7
BIST . A 32 Bl ELEIR T RIXT ABVD J57 2236
FPRLR A2 (il T NCCN 2227 4 bk 088 v 7 45 ma 4
FE T AL JT 7 2, 40 DHAP, ESHAP ., GVD | ICE .
MINE 677 %8, A 20 fil /8 & R Al H 43697 7 %o
28T R R S ) i RIS, BB A I A A 4 R CT B
PET £ #r , PEAIFRA CR WA 16 i, #8453 %% f# ( par-
tial response, PR) (A7 27 4], K % fiff 5300 4G 2F 2 1) A5
9 i, Horp 8 il kA B BB AL B B, T4 Ml 3h 51 R
BB RIS g 86k iz MRD KU, 3K &
IR bk EL 96 240
1.3 #h-Fmpshi

52 il F IR A MOED CRFT R :6 mg/m’ x3 d;
KHEHE 1.4 mg/m” x 1 d;4KFEIATF 100 mg/m” x3 d;
HZEAKAS 10 ~15 mg x5 d) RS, KR
T IS5 G B R (WBC > 1 x 10°/L) 45 FEA A
KLANL R R 5~ (G-CSF) 5 ~ 10 neg/kg/d 3l 51 T 41
M, 51 4 RJGH 4G RAE SN il 1 T 408, Ak
HHARN 2 x 10°4~ CD34 " 41}/ kg,
1.4 A2 Iy L RANEH AR

AN FT B AR TE ML T 40 RS A AL B 7 22345k
CEAC (¥83i 57T :200 mg/m2 x 1d; w1 g/m2 X
4 d;lﬁﬁ%ﬂ@ﬁ:l ~2 g/m2 x4 d,W%E{EIjEIP‘IOO mg/m2 X
4.d), WAFEZEH 24 h )5 [l 4 B RSN I3 i T 20
Mo DAFEZE 3 UL H AL AN I b ok 40 i > 0.5 x
10°/L, KA /MBI B, /MR > 20 x 10°/L Ky
1 MR A
1.5 ASCT £ &R mEe 4

Pt Xl ASCT F &4 i B i 77 T C S T8N
ARG T %, tho HAth i ASCT 1ifs PR 5 I A i 19 B

TAIG TR R o FERIAT 1 JH JFHG T SRS
JReE ST Tt e g e - (SMZeo ) b R0 A JE 38 =K
R T 5 s S T B SR g, DK N R K R 1 0. 4 g/kg
R 1R AR N BRI, 4R B, )
TEHUA R PUBRGIE T A0 B (sl BE L) B R, 4
TTISPIEFEAYNGIT . HIALEI IR 7 P51 45
B 5 440 s = B G, — HL I 5] CMV-DNA $5 U1 %3¢
AT (B H I CMV S G I AR R AR B, 7 DU
BB BR AU REVRYT o 4 TARS TR RS AT
A1) 7K S5 I Tk DA 2E 95 (VOD) o RS A Bt b 45 7
JKAG BRAC R, {5 H )R >2 000 mL, JR pH {E4E+HF
FET 247 AR B I RE R T BT 0 D A . B A
(LB Eea W 1R TRE SN2 2 N1 e 5= B AT
DIRERI IR, LA R S b E 73 5 WHIE SCRHA YT o
1.6 ASCT &893 55

FEAE A o 20 855 43 B A BRI (7
L S e EJ i DR i 17 2 Je 1 BT e e, B A S 4
TXEEWYT. ABUIBERMEEZ T 1~51
SRR S AT, AV BB BE s S Ptk 2 % o

A5 ASCT G741 Bl H R 1 FFIR
#5F brentuximab vedotin f#RUAYT 1 NMITHE)G , 4 PET
R PEH TR CR, PR 4R G 3 A A I ] 44
AREEFR B HLA 240G B, P 5L 7 12 97
brentuximab vedotin &7 )5 , 1730+ HLA 5/10 #H&
I T AR AR, HRTRE A S 21 DA, E B 4 PET
VEHIh CR, TCHFETE o
1.7 %%k

% F IBM SPSS Statistics 23. 0 484758315047 o
THEZORA & =5 B35 M(_ LR U400 2 5 B4 [A]
FELRVORE SF R 1 D0 HL R X K56 | Fisher K5
WA ST AEAS ¢ A5 558 Mann-Whitney U #6555 ; >R
Kaplan-Meier 75647 A= 4753 # , Logrank J5 45 3| 241
6] FE AR B P A 5 SR COX A [l A 20 Hh 5 s EA T LS
SRR 0T, i ABRER B 0. 05, HEBR bR ifE i &
N 0.1, B AT 2R ] Forward wald ¥ ; #6556 7K 1 :
a=0.05,

2 HR

2.1 BFRAF A

AW 97 ) 5 A L LR ORI 1) L CHL A9 95
PEAT S HA TIPS $E4>  ECOG 4y . LDH 14 &5 #5 1
ESR MR ik 4522 BYa 2 A B IER 2R
HIEER JEE A B SR A 2Ty
FIEGH N JEGH BRI G E
(P>0.05) ,FEmF 1,
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*®1 HAEFTFEHBESEEZARILE (#)
a5 . £ AR R PR 53 BAEIR RN R
% 4 <40% >40% LRCHL NSCHL LRCHL LDCHL [ ~1 W-~N # £ A Kk ffif £H
ASCT 41 52 35 17 42 10 8 19 23 2 19 33 24 28 18 34 32 20
FBptdl 45 32 13 25 20 16 15 12 2 12 33 17 28 10 35 32 13
it 0.163 7.179 6.160 1.081 0.694 0.405 0.985
P 0.686 0.007 0.093 0.298 0.405 0.179 0.321
a5 LDH & Exfde &SN B4R HEERIL IPS ¥4y ECOG /3 ESR f&
Fﬁ %i H O O K =34 <38 4 K <3 =3 0~2 =3 =0mmh <50 mmh
70 Hl EH
ASCT 41 33 19 43 16 36 21 31 8 4 21 31 35 17 18 34
N 27 18 38 8 37 10 35 3 42 2 23 24 21 17 28
Gl 0.123 0.054 2.187 3.66 1.824 0.707 1.977 0.105
P 0.726 0.817 0.139 0.056 0.177 0.4 0.16 0.746
R2 WMAETEHEBEEETIEHLEN [(#(%)]

205 n TH AL S myiete it IR DKM AE P AR IR AL IR
ASCT 4 52 51(98.07) 9(17.30) 2(3.84) 5(9.61) 2(3.84) 3(5.76)
KA 45 34(75.55)* 12(26.66) 4(8.88) 4(8.88) 6(13.33) 2(4.44)

20 5] LR A JIRE o i IV 2 B il KA IR A il REAR
ASCT 4] 12(23.07) 2(3.84) 2(4.44) 52(100.00) 12(23.07) 13(25.00)
AL 2(4.44)" 2(4.44) 2(4.44) 28(62.22)" 14(31.11) 11(24.44)

a: P<0.01,5 ASCT a1kt %

2.2 HBHAE LT mioRERF R b FE e

ASCT ZH 1y 52 5] 58 35 SR A Wy v A0 ) I B4 A% 240
Mu%k: (8. 21 =2.57) x 10°/kg, CD34* 40 jit %k.
(7.71 £5.76) x10°/kg., Fif g ARG i 12
REfG S, PR 4N > 0.5 x 10°/L @) Fh iz Ast[A]
1L (MG T ~14) d, i /MRIKRE 220 x 10°/L s
A 12 (A S 8 ~22) d.
2.3 WAEF R AT AL

WL A A EL 5, ASCT 41t B0 IV 2B s 30 ) L 7
A8 Sy Bk 20 B it = A & A A A R R TR RS
FELL (P <0.05) , {H W 41 8 & ) R Ko s o i AR 1)
RAEFRZERTGIEE L (P >0.05), ASCT 2 f#3%
B R IO A 1T v WA T s RS A AR T i F
LT LA RS S 1 5 il 21 4 A T b WG T
SFE 12 M HES 8 M HE AR E k. KM
23T AR B 1 5T AL TE K HS I, 2 BRI KU £E
o I LA 2 M i & A= %8 ASCT 4147 3.84% ,
Hr 1 B8 EAE ASCT 3897 5 485 th LA MERE & H i
W, 1 9] ASCT 397 2 AR5 iR AR E A ik 0 . R
FEAHSE 2 MR A A3 4. 44% 1 BB IRIT 45K 9
ARG B TRIE K B 40tk 9, 1 BINEYT 9 4E 3 1N H
J B R o T R B R ARSI LR 2,
2.4 WEF G RIT BB

B B NFSAE G, RS AH AL E S 4 T

FRALTTE5 oIS, WL W 20 58 3 TG Jie A A7 2 ( progres-
sion-free survival, PFS) K &4 £ % (overall survival,
OS) Inffa], Ffs % 2016 4F 12 A, ikl 56 (12 ~
158) A~H , ASCT 5 52 & S itk Jeg 10 9], vh (i A A
If ) K v f3r 52 J B[] oK 45 315 JE T 6 44l i BB &6
11. 5% , A RS AB AR OCHE T 141] 53 4F PFS Jy(78.6 +
6.20)% , OS J3(85.9 +5.5)% . R¥IAHPIEE K
27 1), A A B[R] 114,00 (51. 55 ~176.45) 1~ H
W34 ) :36. 00 (12. 179 ~59. 821) 4~ H , 3BT 21 4],
JRALZ 46. 6% ;3 4 PFS K (43.1 £7.60)% , 0OS K
(54.1 £8.1)% , ASCT #H OS J PFS MR B AL TR
TEZH (P <0.05) . PRALBH LA P LA 1,

AT ASCT [ 2 45 T 7 ROTFH], P31 H 0 &
HATHG s CT KA PEAY 7 AL, Fe b0 M 2009 4ETF 1R 51
A PET Kp g PEANIRYT 22/ AR . 72 ASCT ZH v, 16 f
BE AT PET K2 B TEH S CR, 55 51 36 i i3
PET 4 FHPESS RIFHYTRHOR K CR, PET B B
3 4E OS 2}y 100% ,PFS >}y 100% ; PET 45 FH M 25 5 %) B
38 0S H(78.9£8.0)% ,PFS }5(68.6 £8.6)% ,
HPHR T BE R A W 20 WAFE TR,
Rt PET BIPEPEHRI Y CR 83, PFS B4 T
PET A FHPESS R A 5 (P =0.021) , XS T 0S 257
TGt (P =0.077)
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2 BEMPETREMMERNEELHRETFHE
(A)FBETFHZ (B) 347

2.5 WmAEBZE M
Xt 97 #il RR-CHL % R A COX &4 [mlIH 434 5
% KA TS R R T 00 . AT A BAPER AR

% CHL B3Rl I3 5 JF B AEAR B IF 18 M
AE Rk AL55MRIE | L AL)T I £3097 JESR 1
1= ECOG PEJ3 X 610 f5 [ = 78 OS Fl PFS 22 R o4t
HENX(P>0.05), JEid COX [MIHAHras R BR: &k
SEFH ASCT(P <0.001) \LDH {f & FIE® (P =0.014) |
AEBERIL(P =0.001) S&5200 PFS 1) fa b PF 2 5 i oA
SEH ASCT(P <0.001) (IPS $£43=3 43 (P =0.014) |
LDH ff & T 1E% (P =0.020) . A FH#E =L (P =
0.026) &5 OS Gk N ZE . 45033 4.

%3 97§l RR-CHL £ PFS MM E E S

SRy P EXP(B)  95%CI
F R H ASCT 0.000 4.401  2.082 ~ 9.306
LDH {8 = TIE# 0.014 2.283 1.181 ~ 4.415
A E IR 0.001 3.858  1.690 ~ 8.806

#&4 97§l RR-CHL 2% OS R E R 5347

SRy P EXP(B)  95%CI
F R H ASCT 0.000 6.804  2.558 ~  18.095
IPS P43 =3 4 0.014 3.083  1.259 ~ 7.551
LDH & F1EH 0.020 2.555 1.158 ~ 5.636
HEBE AL 0.026 3.268 1.156 ~ 9.240

3 i

PCL4EK, b CHL 34 A1 % i B g 45 5, I IR
TR A TP G0 o] 4 e I RR L A AHER 1 AR
HAA A L, ASCT AR C K RECT 4, U AW 58
et o RO E AN ST RE , S A R CE R
it E 5T ASCT J5 , J7 80O I A L F #Ab YT B
FLARB o (ET 0 [ A 4 s R A 58 50 2% B, [] g R
FEGALI A EL >R ASCT 3797 RR-CHL (5 1Y EFS
I PFS 548 0 0S8 ZRR g ",
YT SCR 45 DFFE4RGE , %) 15 fil3903G CHL B3 AT
ASCT J5 , H:3 4E 08 3£ 92.9% . T2 ASCT 1457
(1) 52 {835, H: 3 4F OS \PFS SR AL T ARFE A A
RITA . AW &I, ASCT 597 RR-CHL R T
FHALST, B bk R A= A0 2, S0 R 17 s Ty Bt
ASCT g iff— W RUR o FEXTAS I 2 0 T 43 B
H RR AT ASCT W25 OS Je PFS (el % .

XFF AL BE T 22 () e $F H A i TG 48 M HEAE , to sk
Z T REPEREDLIRLS LA AT B 51 1 i
% B2 RSEETT + KGN + Pl
MUt + 5422 (BEAM) FRBEBERE + REERITT + 1K4E
TATF (CBV) SR BRI M + RBCREIT + ARFEIATT +
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1 (CBVP) Jy &!1%B -1 2013 4 2 [E Nebraska 5%
1M % 225 1T ASCT f) RR-CHL HE47 [l B 20 47 ,
i/ 7 BEAM 5 CBV N FAL )5 28, W58 R BRI
AR PRy G AN AR 3 i 20 AT RO SRR R A iR
U RROG T A OG . Fer.0AE BEAM CBY 7% |
i R L T CEAC TRARER T 58, A o 9] 45 3
M, R IR AROCIE T . 5 W HA T 4AH L,
B T IV 0B i 40 ] ORGP K A KT AT B B
(P <0.05) 81, Hap it K diE 22 5 e Ge it 3, 3% 5 1
AR BTy G AT 245 0] 1 B AR A O, TRk e
MRER ) A HE 238 5 0 BT 24 22 S e g4 Lo TE
Forbutdy 1 BORGR B A T A AE R YT T itk Bk
LR LR (1 T R B S 7, R B At 5 ] CEAC
WE SULOEEINEI =2 NV E Ak S e E R R Y

HATAYTT PR PET £ A 25 Xt PFAl ASCT %
PUEE T RERVEM. T 1 TSI d e o
51 PET {0 e ST AR GBI T ~ TR B 25 I
Il ~ IV H 2 8 VR 7 U, 72 CHL 3 1Ay T 58
LW RSy Z )5 4T PET KA %) ASCT A7 5 2 i) i
JEHME'", EFS 7 ASCT g PET LB # 4 31%
1M PET AMERY N 75% s DF5EUESE, 5 PET B & & AH
Ib, PET BH £ # PFS BH I 4t K, 7£ MOSKOWITZ
SEUSE S RBP4 PET B B A B 12
ASCT, Ifif PET FHERY 88 W 257 — 405 4697 4 A
B, Jepm ik eI F1 4T ASCT; R AL Bfds 51, vhil
PEH PET FIVERY B35 8¢ PET FIVE R 1Y EFS B R 4
K (43500 80% F128. 6% ) o MAHFFE 10 A= 17 43 HT oK
F Bt PET FIEIFACN CR B, H PFS BIRAL
TARIK PET A FH L R B B 4% T RR-CHL
BT AE ASCT ZHT, i BO6Y 7l 8 5 1X 2 PET FI1ERY
REEH T BB NI AAE

X ASCT J& i e A Ak i J8 3, LRI I
WRIEIRIT 7 %%, A] 2232 brentuximab vedotin fi# ¥IG T
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