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XX

KL KM > o3 (ALCL) W RAMETH
foy v 8fEiCE £, anaplastic lymphoma kinase
(ALK) oA M L Y ALKR % & ALKEE LS
Kl&h b, ALKBEALCLORI60~70%23E HEAL
FHOEIC X RUIER 213525, $30~40% 1 7
% - WREITH . HIE - BRI L C A I
ER R (allo-HSCT) 3% 2 HEBETH %75,
58 5 D 5\ AR I B AL R A S DRRELC X B
BRI E 2 5. 8 5138585 BT
WX e REFEMIEN BT AL E (RIC) % M\ 7zallo-
HSCTOAR M & RatkZ 4t U, mii Bl ik
LR BUEERPCTH 5. FFE, M3 - #
WHNTH T2 LWipEEE LT, Ty dF o
7 RFFURALKHEE R o5 FRNEOH
ERRE S TS, EIRALKHERTDH
57 V2F=TOEMELRENZBGET 5720,
P O MAHERARRERZ i L7z, BRI h/-f
% - WEBTEALKBYEALCLO 10/ 8 B Z%) %2 32
O, 6BNIREEB LR, 1 AEENEAERI
583%, 14FEMEA X MEFFRIZT00%THY, 7L
7 F =735 - BERTEALKREPEALCLICH L TR
e MR st R L7z, AT, &plicswTrL
7 F =T oRBERHEG LR LE L T A ERLIT
ROT, BOReEnER L. CoOBECE-TT
L7 F =735 - BEREO ALK EALCLIZH L
TREBIPGR S N, Fi%E - HERPNSH 3 28 7= R 63

A4 4E8 H31H 2B

BE LT L7, #ElomnwT Ly F=7 Tl
fRICEAL, RICZHWAFAMHSCTIC & - TiH#
BHE 2P s 5 LT, 13 - MiRMALK
B tEALCLO B# R 2 I E S22 Z L alifssh
5. PIRBNCOWTIEPERRE I X 5 M LE#RIC
STREREZ WD 2 T, BB RS R iE R
AR DI L5 BN,

i C &I

KoL KM BT ) >~ o3l (anaplastic large cell
lymphoma, ALCL) (ZRMETHRY ¥ 3 EIZE %
hn, MBIEFRTYF Y Y% (non-Hodgkin’s
lymphoma, NHL) D#10~20%% 551 2. A
TOHEIZ/NE I DKL, NHLOK 3% E S hTw
530 NRTIEHI0%IZ B W T2p23I2 AL T %
anaplastic lymphoma kinase (ALK) &1z T Dk
WEBALKRGERAZEIL, KD SHEICHED
BN BALKBAHERAZ (255 WEIZX 3
nucleophosmin (NPM)-ALKT& 5. ALKZEH ®
BUZIZERMICE D RARY, 40mEBR 5 & ALKE
PG DB X RIEIZ AT 55, ALCLIZWHO%
FICTALKFHEALCL, ALKREYEALCL, B X OE%E
PER B ALCLICX Bl &), 405 Lo A Tl
ALKREPEALCL & le# L TALKREPEALCLAS P A
REEINTWDA, /AR HERANTIFALKER
WCEBFHROEIHLN L RS> TRV, HFH
WCIXWHEHEA3~6 v HE R BTy 7 RDLH
PR L= F SRR R L L TiT b, AT
CHOP (¥y7u7+2773F, F¥Fyreiyr,
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Yo7 YARF Y, L RF=vuy) #iEsLE < v
LNTEZN, V2 )VRF 2Bl T7L VY
FUT - RFF VITEB L 72 A+CHPHEEE b B
L E o Twa, ARICHL TR VLR
T B BRI, OB X OV H AR BRI [H]
BRI X D AR & RAEEVHER S
ALCL99TH 5. ALCLOEFFH2AHV Y, ¥ 7
274 A773IF, RKEXMMLFY—F, K2
773IF, TRV F, ¥YF¥IEy, FFULMLLEY
X B L AP AR T, BB S 172352
Bl 24 A XY PAELFRITT41%TH 727,
ALCLD#30%iZ 5% - HEwRETH Y, ZEALED
FIFIZTABE T2 6 » HUAWNIZHAET 50,

B3 - BiaALCLICXT 2 Ch & TOREHES

5 - HEIRTE ALCLO A A7 31340~ 60% 2 BE & it
XN Twb. Berlin-Frankfurt-Miinster 7 v — 7°
BNE DR - WEAETEALCL 7401281 % 5 4E44
FEPST% THo72 e WML Tw5EY., T, 75
YA DG S NS - BEEYEALCL 41610 345
EEAERIZ69%TH - 728, KIBNEOFEIALCL
WZDWTE,  1989~20034F 12 [l N o Hu b/ Y 25 Ak
JeT N — T DBGRE BTN A AT L 728 Rt
Wi, 96BIP26(IC R % Bz, FIE26HI

BN L, SAEEAELFFII61%TH o720,

Ti%E - HERYEALCLIC N § 2 B in i I3 L
Ty, ThETIEAMALARE, €7 g
AF v HFSED, SRR (hematopoietic
stem cell transplantation, HSCT) 7 & ASH i # ik
ELTHEShTWA, Er 79 2F v HiHRER
INR O - HEHEYEALCL 36613 2 55 R A7
I YAMLEE IR, ¥ YT I AF v R4
A HOWETHE L ML, FHiinIREL a3 %
30602561 (83%) ASEARVEfR & H722%, 5 AEMEA
Ny MEFFEIZ30%TH - 720, HSCTIZFTE -
HYEALCLICH 3 2 MW 2 B RED 1O TH S
A%, HSCT AT & N7z 105EFI DL E OB % £
Lo B cdh s, WEITHE S NZHSCT
D% FE 11277, KECenter for International
Blood and Marrow Transplant Research® % #k 1
W% I RN T, 18U T O/NEHSE - ik
PEALCLIZX L CHZ (autologous, auto-) HSCT#S
JG4T SN 7224810 5 A XV b AEFFERIE35%, 5
ERMERFII48%TH - 72, [MFE (allogeneic,
allo) HSCTWXI2HIZHEfT S, 544EMA N M
3 D46%, 5 FERMEIEEI20%TH 722, F
72, 7 Y AHH B8R T /ML L ORENO
B - WERTEALKEPEALCL 34811259 5 allo-
HSCTO A3 it S, 54EMA X2 bAAFER

g1 T - HATEALCLICH ¥ 2 i ailis B aio £ & o

HSCT FiE 1511 38 Eﬁ%?:ﬁ%@i?(ﬁg) 1 H’;ﬁ_fﬁq Sy | BIERER | BEROHSCTE 0S (%) EFS (%)
Autologous HSCT
Fanin (1999) 64 [3323] 3/18/25/16 30 (47%) - 5y-0S:70 | 5y-PFS: 56
Deconick (2000) 15 [183—958] 0/2/5/8 11 (73%) - 5y-0S:87 | 5y-EFS:87
Mori (2005) 9 [11?7] - 8 (89%) 0 - 3y-RFS: 33
Gross (2010) 24 - - - - - 5y-EFS: 35
Fukano (2015) 23 [71?8] 1/3/11/4 16 (70%) - 5y-0S: 51 | 5y-EFS: 38
Allogeneic HSCT
Mori (2005) 7 [11?7] - 6 (86%) 0 - 3y-RFS: 100
Woessmann (2006) 20 [0-33'155.1] 0/3/13/4 12 (60%) Auto : 4 - 3y-EFS: 75
Gross (2010) 12 - - - - - 5y-EFS: 46
Fukano (2015) 24 [;—3158] 0/4/6/8 8 (33%) Auto : 4 5y-0S:54 | 5y-EFS: 50
Strullu (2015) 34 [17_:'7] Ik 7/11-1V: 27 28 (82%) Auto : 6 5y-0S:70 | 5y-EFS:58

HSCT, R & MR F84E; autologous HSCT, BI ZRHSCT:; allogeneic HSCT, EI#EHSCT; 0S, £ 4775, EFS, A RNUMEFR
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58%, 5 AERMHIEI8% & FDRERTH > 72w,
AIBIZBT B/ - BEN OIS - HiHTEALCLIZ
3T HHSCTOF &b & LT, 4 513 HAE MM
B XOBMEG - cEM T T I A
(TRUMP) 7— % ZB\) 518 LA F 05 - #iik
P ALCLOf#HT#E 8 % i L7z, 1990~20104F
TICHFE - HERTEALCL 478012t L CHSCT A3 47
S, 23#12%uto-HSCT 2 @R S 1, 244 2¥allo-
HSCT#®INREh Tz, Auto-HSCT, allo-HSCT
D 5 EEEFFRIIZNEN51%, 54%T, 54HEMA
Ny MEERIZENREN3%, 50%THh 7. 54E
PR3 13 auto-HSCTA549%, allo-HSCTA%28%
Thotz. BEEREFIZauto-HSCT & kg L Tallo-
HSCTTHIFRRERTH o 7225, 5 ERBIAMEE
FETH Zauto-HSCT T12%, allo-HSCT T25% & allo-
HSCTIZBWTHWRER L o7z, ALCLZEELT
MPE Y ¥ 23 Tldallo-HSCTO F5H#IC K+ —1
YOSEREE & AT D Z & TR il LA 22 e A
Bld o, B AU ¥ 8l (Graft-versus-
lymphoma, GVL) #ERIBEN TV BB 519,
FFICALCLTIE, Y AT AR BAERICKE %4
BEEALTVEIEBEORETREINTE
D, BEERIIC B allo-HSCTIC & A GVLAD R AW &
NasLZzohnr"9 LHMHL%EMNDL, allo-HSCT
TIREVIHBHMEECRPMEE 2 5. Hdo
TRUMPT — % Tl&, HBAIHIRLE 5 EE 2 3k55 L 7
BB IE B B A L E  ( reduce-intensity
conditioning ; RIC) % H\:7zallo-HSCTAS4 #d ),
3B EBIEMTRIIAFE LTV 202 Enb,
YO IR Z30i% T TOHERNE ST - i
BYEALCLE L CTHETRUMP T — ¥ OFMT % 17
W, RICOA MM %ML L 72. RIC% JH v 7zallo-
HSCTZ 8#H Y, 9 b 4B BANGICIEEMTH
S7ZICHEb ST, BB AELZERL T
WHEVBIRERTH o2, AR FHERAD
ALCLIZF 5818 DAL EANO FUSEDS BRI TH %
FEPIDL WO BRI ERAsEhTIdR, 4
auto-HSCTHOHRHD LI LIEHFEETS. 20X
) GO BRI AR S S B IER Dallo-HSCT
T, RICZHWAZ LI2X ) iBRBMEC &2 md
SELEENRTEINS. ORI EITCICHES
PR EZ L LT, HANBDBAWREZ V—T1Z
BWT [F - BEEMEALCLICH T 245 BiJEakEm

AL 22 FH > 72 ) R o 55 el 22 A 0> A3 F 42 % MGEE
¥ % % 0 A% a3t R BB (JRCTs
041190066) | % 20194EIZRIM L T 5.

B3 - #aMALCLICKH T 23T L VWA FIRRIRORSE

VEAE, PSS - MEIRTEALCLAS S % i 72 20 i
& LT, CD30%ufk L /Mg EE DY REM SIS
KTHHTLYYF YT - NFF R ALK E
B LG TRNEOAREIRE SN TS, 7
LyYF =T« RFF VREADOFS - HEHE:
ALCL 581233 % 85 THEREBRICB W T, #BlY
R A386%, SEETEIRZRADT% TH > 72 L ki &
hTway, TLyyFxFyx7T - NFF U THERE
o THERI T 5 AR N AL PET% T H o 72
M, TLyIFIT c RFFVORBELG TIEE
RS FEBE D341 ~57% 88 H 1 fz2 2 ALKRH 3
BALKBGEADF Y v FF—EBIIHETHZ
TV o8 ERI OB IEI L, PUEERI R 2R
9. Children’s Oncology GroupiZ %t - #EiRnH:
ALKFpPEALCLIZH LT, £ —{itfR o> ALKRHE 3
THH7VIF=TOHTM, HTHRBEZ ML,
55 L AHFRER T 1E80% DIEBI THRAER I R LIzZ &
WG LAs Y, BLEEORVWIL—F3D RO
A EHGIU IR T, 7T0%DREF TRD bz,

2 MRALKHERTH LT L 7 F = TIEAR
THIE SN, ALKEG 8121 Btk o #E47 IF /Ml g
WASAZK L, 27UV Fo TR CTREGET
TR A7 WAL, EMEAGHNEZERL
7em. FEHOIE, R - BRTEALKRPEALCLIC B
J57 VI F=TORME L RENEREET A8 1
AHRERZ PR 38R e UCHEMm L7z, Ri3EE
BB I N7210010 9 B 8 BIIC R R 2 78, 64
s tfeR (K1), 57 LvsF=7H
AP T LR Lo RN EM 2 HERL, TV 5=
TORMEGIIBWTHEE 22 HERL L RO L
Moz (M2). 14EPFSIZ583%, 14EMEA XY b
HEAERIFT00%TH Y, 7L 2 F=TI3HRE - #iH
PEALKBs PE ALCLIC 3 L C RAF R AH R 2 R L
2. WAHEOE WL —F 3L EOAEFGIT 2
Bl (20%) ZFENE L 72 0frp BRI Tdh o 7223, hfh
Y % G ETORERLRIIOVWTT LI F=27
OWRRT G IE 2 LE L T HEMITEO T, Bu
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PCRIETHIM S N5 12 UNEREYERZ (minimal
disseminated disease, MDD) FptE#t & &L,
MDDREVRFE B L CTHBICPFEREARTH L L
BHE I TwE7®, FHLIE, MNEALKRE
ALCL 601 LTY 7V % £ APCRiEZ HH\WT
NPM-ALK mRNA® #ll % % 17>, MDDFzPERE &
MDDBEV:RE D 3 E BT/ ESR  (progression-free
survival ; PFS) 28% h2157.8%, 84.9% (P = 0.016)
EPHRETICELZEEZBRICHE LY. 51
ANROALKREEALCL T, B LML 1 3 — 2
#IINPM-ALK mRNAZSHH & 5 f/NRAF IR &
(minimal residual disease, MRD) Bk 51 C R R4 F
RHRAB1% LMD THEHWI EPHHEEI N T VB,
MDD B L& U'MRDMIZ T2 W T, EERMH» 5 1)
TNV 4 APCREE & K L CEMGE» D EZ T
DN DD 2T Y & VPCRE:TOHIE DA
DR SN/, WADRFRBITIIBEC TV vy
F T - REF V20 L7AL AL D RERE G
Lo TWaA, /MR- BAZED/ZALCLOM%
B2 B W TS #IEMDDRMRDIZ & 2 JgHI{EIC &
D, PRI TS PRI O BRI & Tl
WO E HIE L, PHA BB TIIEEEL AR
BWCALKHERE LR 05 FRWEZHFHT L2 &
TR L3 2 WA EZE Z 5N 5.

&

3

ALCLIZH LCTH L\ o FRE S8 A H 5 ¢ Cf
JAWRE & 72 5 725 HITB T 2 EHRIKE IO W, #
BONINE TIZEM L7254 THENEERES X
OBUEAELT T D% it ik 4 7]l R SRR D N & 560 T
MB L7z, W% - BEATE ALCLTIE, #iLwvaor T4
WETHETLYIF V<7 - XFF U RALKRE
EORWOAEIHEESNTWE, 7Ly Y F o=
7« RFF VIEH5 - $EBI oA 7% 53 AALCL
OPREBNCDILLEHSNTEY, H L VEEikhRE
L hoTwh, ALKBHEREIIOWTIE, AHTIE
T V7 F =T HES - HRTEALKRYEALCLICH L
TREBPGR SN TE Y, HrLOEEEERREE 2o T
Wb, GRS X o THFEHEGREZ 20D
B~ A L, RICZ H\72allo-HSCTIZ & - TiH#
BT ZMP SE5H LT, B - BETEALCL
DB LT 52 s hs. fIFALK

Ktk ALCLTIZMDDE X O'MRDT Y A 7 O Jg R4k
2TV, PRREFBICE TV Fo T2 E00 T
M2 W THBZ MY L, PEABIEICIIEEL
PN TR Z I T 2 0mmbz217H) 2 &
T, ALKFTEALCLOGH R % 17 & & 2 G
BEITH)ZEVRDONS.
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51 A 3 ik

1) Wright D, McKeever P, Carter R. Childhood
non-Hodgkin lymphomas in the United
Kingdom : findings from the UK Children's
Cancer Study. J Clin Pathol 1997 ; 50 : 128-
134.

2) Burkhardt B, Zimmermann M, Oschlies I, et al.
The impact of age and gender on biology,
clinical features and treatment outcome of
non- Hodgkin lymphoma in childhood and
adolescence. Br J Haematol 2005 ; 131 : 39-49.

3) Swerdlow SH, Campo E, Harris NL, et al :
WHO Classification of Tumors of
Haematopoietic and Lymphoid Tissues. Lyon,
France, TARC, 2008

4) A clinical evaluation of the International
Lymphoma Study Group classification of non-
Hodgkin's lymphoma. The Non-Hodgkin's
Lymphoma Classification Project. Blood 1997 ;
89 : 3909-3918.

5) Stein H, Foss HD, Diirkop H, et al. CD30 (+)
anaplastic large cell lymphoma : a review of
its histopathologic, genetic, and clinical
features. Blood 2000 ; 96 : 3681-3695.

6) Sibon D, Fournier M, Briére ], et al. Long-term
outcome of adults with systemic anaplastic
large-cell lymphoma treated within the Groupe
d'Etude des Lymphomes de I'Adulte trials. J



108

7)

8)

9)

10)

11)

12)

13)

14)

INCTEEZE #71% #45 (2022)

Clin Oncol 2012 ; 30 : 3939-3946.

Brugiéres L, Le Deley MC, Rosolen A, et al
Impact of the methotrexate administration
dose on the need for intrathecal treatment in
children and adolescents with anaplastic large-
cell lymphoma : Results of a randomized trial
of the EICNHL Group. J Clin Oncol 2009 :
27 : 897-903.

Brugiéres L, Quartier P, Le Deley MC, et al
Relapses of childhood anaplastic large-cell
lymphoma : treatment results in a series of 41
children-a report from the French Society of
Pediatric Oncology. Ann Oncol 2000 ; 11 : 53-
58.

Woessmann W, Zimmermann M, Lenhard M,
et al. Relapsed or refractory anaplastic large-
cell lymphoma in children and adolescents
after Berlin-Frankfurt-Muenster (BFM) -type
first-line therapy : a BFM-group study. J Clin
Oncol 2011 ; 29 : 3065-3071.

Mori T, Takimoto T, Katano N, et al.
Recurrent childhood anaplastic large cell
lymphoma : a retrospective analysis of
registered cases in Japan. Br J Haematol
2006 ; 132 : 594-597.

Brugiéres L, Pacquement H, Le Deley MC, et
al. Single-drug vinblastine as salvage
treatment for refractory or relapsed anaplastic
large-cell lymphoma : A report from the
French Society of Pediatric Oncology. J Clin
Oncol 2009 ; 27 : 5056-5061.

TG, Hale GA, He W, et al
Hematopoietic stem cell transplantation for

Gross

refractory or recurrent non-Hodgkin
lymphoma in children and adolescents. Biol
Blood Marrow Transplant 2010 ; 16 : 223-230.

Strullu M, Thomas C, Le Deley MC, et al.
Hematopoietic stem cell transplantation in
relapsed ALK+ anaplastic large cell
lymphoma in children and adolescents : a
study on behalf of the SFCE and SFGM-TC.
Bone Marrow Transplant 2015 ; 50 : 795-801.

Fukano R, Mori T, Kobayashi R, et al.

15)

16)

17)

18)

19)

20)

21)

Haematopoietic stem cell transplantation for
relapsed or refractory anaplastic large cell
lymphoma : a study of children and
adolescents in Japan. Br J Haematol 2015 ;
168 : 557-563.

Corradini P, Dodero A, Zallio F, et al. Graft-
versus-lymphoma effect in relapsed peripheral
T-cell

reduced-intensity conditioning followed by

non-Hodgkin's lymphomas after
allogeneic transplantation of hematopoietic
cells. J Clin Oncol 2004 ; 22 : 2172-2176.

Corradini P, Dodero A, Zallio F, et al. Graft-
versus-lymphoma effect in relapsed peripheral
T-cell

reduced-intensity conditioning followed by

non-Hodgkin's lymphomas after
allogeneic transplantation of hematopoietic
cells. J Clin Oncol 2004 ; 22 : 2172-2176.
Pulford K, Falini B, Banham AH, et al.
Immune response to the ALK oncogenic
tyrosine kinase in patients with anaplastic
large-cell lymphoma. Blood 2000 ; 96 : 1605-
1607.

Ait-Tahar K, Damm-Welk C, Burkhardt B, et
al. Correlation of the autoantibody response to
the ALK oncoantigen in pediatric anaplastic
lymphoma kinase-positive anaplastic large cell
Ilymphoma with tumor dissemination and
relapse risk. Blood 2010 ; 115 : 3314-3319.
Passoni L, Gallo B, Biganzoli E, et al. In vivo T-
cell immune response against anaplastic
Ilymphoma kinase in patients with anaplastic
large cell lymphomas. Haematologica 2006
91 : 48-55.

Fukano R, Mori T, Fujita N, et al. Successful
outcome with reduced-intensity condition
regimen followed by allogeneic hematopoietic
stem cell transplantation for relapsed or
refractory anaplastic large-cell lymphoma. Int
J Hematol 2019 ; 110 : 723-728.

Pro B, Advani R, Brice P, et al. Brentuximab
vedotin (SGN-35) in patients with relapsed or
refractory systemic anaplastic large-cell

Ilymphoma : results of a phase II study. J Clin



22)

23)

24)

25)

26)

27)

28)

29)

ALKz ALCLO #r Bk 109

Oncol 2012 ; 18 : 2190-2196.

Pro B, Advani R, Brice P, et al. Five-year
results of brentuximab vedotin in patients
with relapsed or refractory systemic
anaplastic large cell lymphoma. Blood 2017 ;
130 : 2709-2717.

Mossé YP, Lim MS, Voss SD, et al. Safety and
activity of crizotinib for paediatric patients
with refractory solid tumours or anaplastic
large-cell lymphoma : a Children's Oncology
Group phase 1 consortium study. Lancet Oncol
2013 ; 16 : 472-480.

Mossé YP, Voss SD, Lim MS, et al. Targeting
ALK With Crizotinib in Pediatric Anaplastic
Large Cell Lymphoma and Inflammatory
Myofibroblastic Tumor : A Children's
Oncology Group Study. J Clin Oncol 2017 ;
35 : 3215-3221.

Hida T, Nokihara H, Kondo M, et al. Alectinib
versus crizotinib in patients with ALK-positive
non-small-cell lung cancer (J-ALEX) : an
open-label, randomised phase 3 trial. Lancet
2017 ; 390 : 29-39.

Fukano R, Mori T, Sekimizu M, et al. Alectinib
for relapsed or refractory anaplastic
lymphoma kinase-positive anaplastic large cell
lymphoma : An open-label phase II trial.
Cancer Sci 2020 ; 111 : 4540-4547.
Damm-Welk C, Busch K, Burkhardt B, et al
Prognostic significance of circulating tumor
cells in bone marrow or peripheral blood as
detected by qualitative and quantitative PCR
in pediatric NPM-ALK-positive anaplastic
large-cell lymphoma. Blood 2007 ; 110 : 670-
677.

Mussolin L1, Damm-Welk C, Pillon M, et al.
Use of minimal disseminated disease and
immunity to NPM-ALK antigen to stratify
ALK-positive ALCL patients with different
prognosis. Leukemia 2013 ; 27 : 416-422.
Iijima-Yamashita Y, Mori T, Nakazawa A, et
al. Prognostic impact of minimal disseminated

disease and immune response to NPM-ALK in

Japanese children with ALK-positive
anaplastic large cell lymphoma. Int J Hematol
2018 ; 107 : 244-250.

30) Damm-Welk C, Mussolin L, Zimmermann M,
et al. Early assessment of minimal residual
disease identifies patients at very high relapse
risk in NPM-ALK-positive anaplastic large-cell
lymphoma. Blood 2014 ; 123 : 334-337.

31) Damm-Welk C, Kutscher N, Zimmermann M,
Attarbaschi A, Schieferstein J, Knorr F,
Oschlies I, Klapper W, Woessmann W.
Quantification of minimal disseminated disease
by quantitative polymerase chain reaction and
digital polymerase chain reaction for NPM-
ALK as a prognostic factor in children with

anaplastic large cell lymphoma. Haematologica
2020 ; 105 : 2141-2149.

New Therapeutic Strategy for ALK-
positive Anaplastic Large Cell Lymphoma

Reiji FUKANO

Department of Pediatrics, Yamaguchi University
Graduate School of Medicine, 1-1-1 Minami
Kogushi, Ube, Yamaguchi 755-8505, Japan

SUMMARY

Anaplastic large cell lymphoma (ALCL) is a
rare peripheral T-cell lymphoma. According to
anaplastic lymphoma kinase (ALK) expression,
the World Health Organization classifies ALCL
into two subtypes : ALK-positive or ALK-negative.
Anthracycline-based combination chemotherapy is
a standard frontline treatment for ALK-positive
ALCL, with a long-term event- free survival rate
of 60%-70%. For the salvage treatments of
relapsed or refractory cases, the efficacies of
brentuximab vedotin or ALK inhibitor have been
established. We undertook a phase II clinical trial

to investigate the efficacy and safety of alectinib,
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which is a second-generation ALK inhibitor, for
relapsed or refractory ALK-positive ALCL. Ten
patients were enrolled, and objective responses
were documented in eight patients (80%), with
six complete responses. Allogeneic hematopoietic
stem cell transplantation (allo-HSCT) has also
been reported to be one of curative treatments for
relapsed or refractory ALCL. However, a high
rate of treatment-related mortality was observed

in allo-HSCT because of the myeloabrative
conditioning regimen. We have reported the
efficacy of the reduced-intensity conditioning (RIC)
regimen for relapsed or refractory ALCL including
the patients who did not obtain complete
remission at allo-HSCT. The RIC regimen might
be able to improve the outcomes of allo-HSCT by
reducing treatment-related mortality.



