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R R VEIMAE P23 ekt T Mgy v X235
EHLY X TDHEHME

H A RIS~ 5 — RN
BEE O, WA EA S aLe, BdEr A B B
Hieb o RERE, I RS

SKOUHGEE © T MY > N, 5 e sr skt T il ) > /S, 6

Z B

KA T fhapk ) o~ ) (peripheral T cell lymphoma, PTCL) 34 T % WML D Zio R
BThO, SESEFREII0-40%ETPHRARTHS. 2011 FLK, ABITBONTIOFPEHEARE
VBTN T B3 EBOB MR A LB L. Zh o OHHEMN PTCL @ PHITHZ 5 2842 MGt
T, FAITYBETIEREATT - 72 55 Bl PTCL, FFICILAE Sere 28 ek T Ml > <& (AITL) &
FEAFERIARAMPE T MY >~ 7<fE (PTCL, not otherwise specified [PTCL (NOS)]) iZ2W\CT# K
PRITRRET 21T - 72, AR (overall survival, OS) ®HHfiid AITL T 7.19 4, PTCL (NOS)
TO056 ETH -7 (p=0.044). HRIEFITBWT, FHRKED» S OAELFR (2nd OS) Z#GETL7c &
Z A, ERED 2nd OS A% 0.529 1T LT, HHHEEHD 2nd OS & 1.085 4 & 3 DA 3 RD &
nkn, AEZZIED oG-, FERIOF TS, $C-C chemokine receptor type 4 (CC
R WA THBEH LY X< T AMH LIER D S B, FFE AITL © THEFT 2 FEHNIC 5 4ELL o
EINAAERED S i, FEFIEDR ST 3 72 KBS RIPF TR I TR R A RGES 2 M B0 d 5
M, ¥ CCR4+AITL fEH], 4812 CD 10 FBEtkighatk~ov X — T Hifle ¥ « 7@ AITL fEFNZ, FHZE
L)X TNEHTH BulRetknd 5 52 oni.

g A PTCL (ALK K&t ALCL, L5533 5k b T
M) o) (angloimmunoblastic T cell

RAEPE T Mgy » 3l (PTCL) kAT E
B ~EEEEY VRED 10% LT E LD
IS EBLHRPKETH B, PTCL O
Tbikd THD L ALK BEER MK R %Y
1) Xl (anaplastic large cell lymphoma,
ALCL) @ 5 4EHEAFRIIKI 10% Th 553, ftho

(F 2 48T H16H 32 A0 (45F0 2 4F12H 11 H 328
% SE ¢ (F640-8558)
AR LT/ IMA @Y T H 207 b
HASR AR N R FE & >~ & —
175 PRHER

lymphoma, AITL) ®IEEE R KM T Ml
) 3 E (PTCL not otherwise specified [P
TCL (NOS)]) @ 5 4EAEFH T 30-40% 129
9, A T Ml ik F i/ ) 2 S - T,
SAREERN 0% AN E S SITARTH S,
ZzhwZ, PTCLIZXT 2 HBUAFIEDOFIL
ABTHZY. 01LEURE, T+roT v,

niFrsvy, Y353 MFY—N EHLY
A= 7% DM « #intk PTCL icxtd %
BrHERANEYL U2 ETTPROUGENTRFS
NTWBH, FHItBREEsh Thn, PTCL
IZXE9 B WA O F 121 M3 9 B A RGeS
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57291, YPBET PTCL &2 s 7 iE bl %=
MR E U TRITBBNT T 217 - 72,

Ak

MEEEB XCEHETR

2008 4F 1 H~2020 £ 1 HE TITHARTF
fhFIEH L E#E 2 >~ ¥ —12 T PTCL &2l s h
7HERE 96 BT dh - 72. PTCL O NERIE ALK
+ALCL (4 #1]), ALK-ALCL (4 #1), AITL
(18 f1), PTCL-NOS (23 #1), BiEhe2d T #l
fapk ) v ) )iE (enteropathy-associated T cell
lymphoma, EATL (5 #1), B gk %ek
T HMila VU »)JE (subcutaneous panniculitis-
like T cell lymphoma (1%, A T fufaet:
HIfigs/ v > X g (38 #i), NK/T fifapky »
NHE (3D TH -7 A T MR i /
U ol E NK/T fifark ) v Eidftho PTCL
ETEHEIE & TR O RE KR E T Eh o 4M
DN SN L7z, & 512 PTCL ORAEIOD
T HIRITERIE D Z W AITL & PTCL (NOS)
K - TIEMT 2475 2 & & Lic. &ToD PTCL
DEWr T 4B DREEE (2 ZL 1) THEE SN,
S O #E L OREBNZ B L ik st 3 >
YU M ZFEN U, RARIS2M iR L.

Il # id CHOP #ik B X GBI L g
i = A, PR O R AL R 3 Y Be i R
DEREICKOREI N, SO L DEtHES
N7 — TR T O H RS A2 A s 6
il (AITL T 4 fl, PTCL (NOS) T 2 i) JZjii
SNz, HERM Mz 2 72 4 flo
AITLAEBI D 5 B, 3 BIABIELIMNIC iR %
K U7z, 23 fiEH (AITL 23 10 ], PTCL (NOS)
T4l Do PTCL T 6 6 »plalia#i4
ICHFREER Uic, Ry, BERLFRIER O
i & LT 2 HlTHRAKMIEMEE, 4
B[Rl F G MR A AN S S 7o, BEE
RICOVLTRE L ICR#HEOBEY TH 5. PTCL
DO FFFE G A CT % 7213 PET-CT TZW

AITL PTCL(NOS) Gt
B3R 18 23 55
Fip oh S fil (5 ) 70.5 (43-85) 76 (57-88) 72 (19-88)
65m LI E 13 (72%) 21 (91%) 41 (75%)
145 Bit 11 (61%) 14 (61%) 36 (65%)
ik 7 (39%) 9 (39%) 20 (35%)
A I 1(6%) 1(4%) 4(7%)
1 1(6%) 4(17%) 9 (16%)
1 9 (50%) 9 (39%) 21 (38%)
% 7 (39%) 9(39%) 21 (38%)
PS 28 E 4(22%) 6 (26%) 11 (20%)
LDH E®ERULE 14 (78%) 16 (70%) 39 (71%)
PITRI7 0 2 (11%) 0(0%) 3 (5%)
1 2 (11%) 4(17%) 11 (20%)
2 8 (44%) 9 (39%) 21 (38%)
34 6 (33%) 10 (43%) 20 (36%)
AEE BRBE 4(22%) 1(4%) 8 (15%)
RIFERAE 2 (11%) 1 (4%) 4(7%)
B 10 (56%) 7 (30%) 23 (42%)

sIL-2R o {8 (i EH) 3210 (623-36200) 2901 (376-15899) 2900 (346-36200)

[F1] AR TEFTXIR EL -2 AITL, PTCL (NO

S) BLULREFIDEEES=ZRYT. BEEEEFL
ToREY.
PS : performance status, LDH : ZLEERi/KE=
E%3%, PIT : peripheral International Progno
stic Index (IPI) X3 7, slL-2R : soluble inte
rleukin receptor 2.

U, —EBORERI TP M AT L7z, i8R
FHIE IR R EBRE T, B EIREAHE
UZc. TR DI 2GR BAIG R D © T2 W
R 7o 3B I £ T & Lk,

ReyEgetn

PTCL D Wi d 728 O HufEfeta & LT CD3,
CD5, CD45RO i3V —F — iz L, HEfl
IZJ5 LT CD10, Bel-6, CD30, PD-1 O
rapBMTEE NI, —EHOREH TIE In
situ hybridization # T EBER & k&) L 72.
22 f] (AITL 28 9 f5], PTCL (NOS) %% 13 f5i)
TPt C-C chemokine receptor type 4 (CCR4)
HHDORBLZUERAIZTHRE L. CCR4 &
FRHIEa o =F VB TH 5 RT ) A4 ®
TAMEMHL, EEMED 10%2 LT
DR o NI AERI & BTk & HE L,

Heal b

R 75 <A Y =2 O TER
L, B2« SV RETHESAEBRELR, P
filihs 0.05 Ridi 2 A= EHE L, Hatmiricix
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STATA (VN—2 3 » 15.1) ZEH UK. KiF
e HAGR AL R~ 7 —mERE
SOEBEERT, NIV UFESICH - THE
INnie.

m R

AITL & PTCL (NOS) @417 W1 & e 1%
A

FTHIHIC, PTCLEM D24 (Over
all survival, OS) ##afL7c& T A, AITL
D OS OHRAEIZ T194TH O, PTCL (NOS)
D OS D HAE 0.56 4 & ik U THEICRE
Tho-72 (K1A; p=0.044). 14 71
] D Hrdefiiid AITL 28 3.07 4E, PTCL (NOS)

A Log-rank#R % p=0.044
&y — AITL
----- PTCL(NOS)
W °
B
# S L
H i
8_ T ________-;
© 0 é _ 4; é 8 1'0
D LD ER
C Log-rank#® % p=0.052
& —— AITL
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R ittt
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FE—BRILDEH

MOSELFEXAIADONE -7 (K 1B).
PRS2 5 DR (2nd OS) MG L7
LI A, AITL @ 2nd OS ® Ffyefiiix 1.107 4
iZxt LT, PTCL (NOS) @ 2nd OS O H14efi
12 0.3954ETH -7 (M 1C; p=0.052). Zh
34 74bB5, PTCL (NOS) F—EHRET 3 &
FHEARTH 2D LT, AITL OHERFI D H
IZiE, BERER LB SEIAGESEONBIE
Blind 52 EERET S, SR 5L, FXR
AITL OREFIO Iz, HEBRENZLTE
W OFRE T~ b o — Lt S N ARG ASELE
TEHEIEEEKRT S,

B PTCLIERICB I A2HBEAOEH
Z N TRH K OB EFE PTCL ©F
BAERELIZDTHA D QR TIEEATT -

B
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----- PTCL(NOS)
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(1] SRRICHIFRMERBZIFEME THRY v/ E (AITL, EiR) SLUFBSTERRMHEE T HERY v
/NEE (PTCL (NOS), =i#%) 024 FHRE (A) LERIEELETFHRE (B) 2717, L£FHMREAH
TS24 P—EZZAVWTHERL, 0J - SVIBRETHREEZRIE L. (C) BE AITL (£
#) £LB\FE PTCL (NOS) (=#) DEREOAEFHHEZRY. (D) BRE AITLE XU PTCL
(NOS) ZEBIICxS L TRERETAE LICE (RiR) BLUFREF TR LICE (RR) 0B
BOEETFHRRZLRET S, £FHEE (A) LRCCATS VA P—EEZRVLTERILT.
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TREEFHER (Tra Ty, EHLY X<
7, uiFrrvy, 755 LFEH—1) TH
WEAAT - e BFO B O LA (2nd OS)
R LIcET A, ERETOERET > 1B
@ 2nd OS OHIAEAD 0.529 4R 1TxF LT, #Hrsl
WHITIHRBEETT - 72 BED 2nd OS @ P yefiiZ
1.085 EEFEATRED oL ML -7 (K 1D).
T EMSHBEEROEY I PTCL © 7#
O UWEE U7oaTRETE 3R 5 08, ARG WER
Lo NCY ARV RSN

EH LY X2 T 1& AITL O — & O REH THZh
PROONI

WA ORI A L7 & 2 A, SE
BIIMohTHW3 DD, Hi CCRA Hilk (24
L) X< 7)) ORYIAM Ao HEH] &g LT
bE L, HITHEIE AITL EH TR W 2R E
Mmootz (F2A). ZhTR—EKENSSLOD
PTCL BEMEHN LY X< 7T DML ETL 5 DN ?
BE¥R T PTCL T8 % CCR4 B E#R %2/~ L
12bDMIEIMotcl EnS, UBREDOT —F % fi#
#r L7z, PTCL iZ%1F % CCR4 RBIBPEIL o
ERTHEE L2 & 2 A, PTCL (NOS) fEf
13 il 10 #1 (77%) < CCR4 »3B3PE, AITL

T 9 il 8 #l (89%) T CCR4 MBPETH -
7o (% 2B). CCR4 BMEMHER S Wi BRE DN,
6 il PTCL (NOS) &8 LU 7 HlD AITL
BHETEH LY XTI, 13 #H 12
Bl TES B Lo ENED Shic (K 2).
EA LY X< T OREYWIEIE AITL fEH] <
Jfi 123 H, PTCL (NOS) fEf T 1 4ufi 41.5
H& AITL TE® - 7. FFi2 AITLiZxt LT
EH LY XTI N 2 6, 54E
VL& 2k Lic (K 2).

CD10 BN~ VX — T flEE O AITL
TEHLY XA THEMBYT S0 LA

EH LN AR THEBZEYT BIEMEZ ST
WODIERNZENEH Z2 D255 02 AITLIZE
WTEA LY X< 7 EHZEDH 2 # & =2 h bl
DRER] 5 Hl 2l Lic &2 A, BIHID 2 f
(AITL fEfHI 6 & 7) T CDI0 Btk Tadh - 72
(#3). —7, AITL#ER 3, 4, 5 TIECD
10 Bk, AITL fEH 2 1358408912 CD10 2305
P, AITL fiEf 1 i3 CD10 8Bk TdH - 72 (K
2, #&3). AITLEM 1 BRivE & DIFRE
WTEHNLY AR THGRAENTH - 7@
THIREER 5 7.

A
E 5150 HRIThEAME (P R1E (). )
PTCL(NOS) AITL PTCL(NOS) AITL
EHLYXTT 6 7 41.5 (26-845) 123 (90-2110)
mES AN 3 1 20 (15-22) 15
TS5k XY —bk 4 4 11.5 (6-19) 35 (6-263)
J40TY 3 2 34 (28-60) 21 (21-21)
B CCR4+ CCR4-
PTCL(NOS) 10/13 (77%) 3/13 (23%)
AITL 8/9 (89%) 1/9 (11%)

[£2] (A) HFREF (EHLVUXTT, OIFTLY, 755 hLFH—1+ET74#0F20) T
BEE L7 PTCL (NOS) EFIDE & AITLEGI O EEICRYT. TNENOER|THREL:
BEoEMEM (FRES L USERE%E B TR #AISR9. (B) PTCL (NOS) @ 13 #i &
AITL ® 9 flICE1F 5, CCR4FBM - BRHEDERE (BI8) £R7.
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FEBI.

AEBI2. EVHRthRiE: 4158
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FEBI4. §
FEBIS. [
FEB6. [

o %%
, x FEL
i EYHMhRIE: 1238
HEBI3.

414,

FEBIS. N
6. |
e

EHLY X7 TREROEDNER (PTCL (NOS) fEAI : 661, AITLEES : 7H)) %7
SE2EI (CR) FR#R, ZBHEDN (PR) &R, REETT (PD) RIKETRY. BERIK
TEHOIV R4V FEEEFE O, BT . XTRY.

CD3 CD5 CD45RO CD10 Bcl6 CD30 CXCL13 CCR4 EBER
PTCL(NOS) #Ef5l1. + + + N/A N/A - N/A + N/A
JEI2. + + + - - - N/A + -
fEBI3.  + + - - - N/A +
fE514. + + + partially+ - N/A + -
FEGIS. BROHI+ - - N/A N/A - N/A + N/A
JiE1516. + + + - + - N/A + -
AITL 51 + + + + + - +
SEF2. + + + ER A+ + N/A + +
JiE1513. + + + - + =+ + +
fEGl4.  + + + + - N/A + -
JEI5. + + + - + R4 B+ + N/A
fEHI6. + + + + + N/A + + N/A
FEI7. + + + + N/A  EROBO+ + + -
N/A: K&

[%& 3] PTCL (NOS) 6 (GEHI 1-6), AITL7 %I (FEFI 1-7) £T®D CD3, CD5, CD45RO,

CD10, Bcl6, CD30, C-X-C Motif Chemokine Ligand 13 (CXCL13) & & U CCR4
DREFEEREEZ/RT. EBER (3 In situ hybridization ;A THRIEL, #ER%ERYT. N/A
IF—4E LEEKT 3.

z = Bl U THECTREIFTH 72 (K1 A).
AITL @ OS (3 BER & el U CRZELL o BT

A, MEBEiCk 5 PTCL O 5 #E R IC D TH -7, PTCL (NOS) @ OS (3 BEH &
WTHRAHIITHRE 21T - 72, 4D PTCL Wi UTARTH - 7. AITL & PTCL (NOS)
BHEE R, 2EROERNEOEEAE, &K OERFETREZWKT 2 &, AXBMO IR
o DR &2 Ao 7270 BERTIR 73 AITL 4 #ili%f LT PTCL (NOS) 1% & 7%
AITL & PTCL (NOS) @ OS i21313[R%TdH EADIUNBRKEBEIRDONL L - 12

ULh LW &g, Yo Tr—4T (#1). PTCL (NOS) THZE®H 1 #1135

i3 AITL ® OS @ Ji %8 PTCL (NOS) @ OS & RFORAEREE E L TOFEMTH - 7c—7, AITL
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TOHZEBAE 4 Gl TR O kb DRk &
UCEtmiiicBii s il Td - 72, AITL
D OS BWREIFE75 5 7o—IT, TRHFEE DR
TS H X B2 T 5 2 LD TE B
MED ST ENBF SN, FRAEHNT S
RO, FEREEEN S OAMEE (2nd OS) I
HEHY % &, PTCL (NOS) fEHI T — 5
TEHETPHRARETZ 5, AITLAEF O Hiz
ERAB AL 2 E i TR B D BRI R I © & 2 AEfl
Dn—H (K10, TN TPHEML LT
WA EMRBEINS. AITL ® OS # PTCL
(NOS) @ OS & Mg U T HuFAH A28 5
<, WIZHF AITL iZxtd 2 Hal K o zh 3
AEt L7z,

%6 PTCL Tt 9 2 # LS 41 o 2 3 % b
U7cis, FillisEROBSTHIRRE L TTHRIT
ARTH-7 (K 1D). FBFEHOHTLIL
CCR4 Ptk (E#7 L) X< 7) 1%, ¥ CCR4
Bafk ATTL 12 U —#IEH I KW R iR
doht (K2)., AITLICHT B3 EH LY X
< T OERERZMD 7V —T o bRE SN T
WA KPIIETHEYD SN BRI, B
EWET 2 LEnY, DI ERB oV IT
DHELTHWBEEBEZONDE. BRIEMITHT
BENLY AT T DREZEDEND, AITLIE
BlDFHEUFIT DD > THOB A[REMNDH 3.
LirL, LY X< IR EOER] &
EH LY R TITIERSZPED RO FER] & D [E D &
WIE B ST,

ZZTANM, BEA LY X TITE0WERREE
U7 AITL 5E B & RS2 P 23K - 72 AITL
PR L& 2 A, ALY X< 7 @&
PEo 2 il & & £EBUFED CD10 23sBtETH - 72
DITH L, BEZPEDIKA - 72 5 Fld 1L a»
CD10 2B PE T M 5 72. PTCL (NOS) T3t
U7 2RERIT CD10 P D 72 0 25 133880 &
N5 o7z, AITL i3 CD4 B PEE Rk~ oL, <—
THIREDBDBAA LD THSE EEZ SN TN
5, JERaYEA OV S — T R FFEI 72 R T
JHiZ, CDI10, programmed cell death-1 (PD-1),

inducible T-cell co-stimulator (ICOS), Bcl-6
& C-X-C Motif Chemokine Ligand 13 (CX
CL13) TH B L#Fah T 3", BTk
AITL #iflgic 31 5 CD10 BiPERBET 97 T
30% &K<, —7, WK TR 66-89%
EEVEREIN TS M, TOFKIEAHT
bBHTY TR ix, CDI0 ORBLIE Bel-6 %
CXCL13 o 38l &M & - THLAY Y 73 g e pk A~
Vo3 — T Hifldtk CCR4 Btk AITL 278U, CZ
D& BREFITEN Y AT HHERLT DT
Fa v EHER U2, U UHSE AITL AEH)
D PHRITHE—HERITIED L, —HORIRALFHE
EOMPIMRAET 5. AT DO RERALFERIEIC
FhE 2 RIGHRTIE S B B 2 S, ALY
A= T HEFE AITL © PR E2UEE L7 & 3
BTERL. A%, KBERILRPIE T OFFR
ERGEL TS DENH B EEZ 5.

Al A IBEBIEREG R KR ELT
PTCL ® PHMSARTH O, HHREAED ] [0
WETHBHI xR L. 2 LU THHEEHR O
DEN LY X< T HEFE CCRA Bt AITL fiE
fil, H#12 CD10 BEig et~ v -~ — T Ml sk
D AITLIZZY U P& % Q%9 5 [ RETEN &
5.
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The effectiveness of mogamulizumab against refractory
angioimmunoblastic T cell lymphoma

Yutaka Shimazu, Hiroto Tamura, Hiroki Hori, Yayoi Shimazu, Satoko Oka,

Yasuhiro Tanaka, Masaharu Nohgawa

Department of hematology, Japanese Red Cross Wakayama Medical Center

Abstract

Peripheral T-cell lymphoma (PTCL) is a rare but aggressive lymphoma of which the
5-year overall survival (OS) rate is only 30 to 40%. Since 2011, several new drugs have
been introduced for the treatment of relapsed PTCL in Japan. To evaluate the impact of
these drugs on the prognosis of PTCL, we retrospectively analyzed 55 consecutive PTCL
patients, particularly angioimmunoblastic T cell lymphoma (AITL) and PTCL, not otherwise
specified [PTCL (NOS)] patients in our institution. The median OS times of AITL and
PTCL (NOS) patients were 7.19 years and 0.56 years, respectively (p=0.044). When we
analyzed the median secondary OS times in relapse cases, new drugs did improve the
prognosis compared to the traditional therapy, but not significantly (1.085 vs. 0.529 years,
respectively). Among the new drugs, when anti C-C chemokine receptor type 4 (CCR4)
antibody (mogamulizumab) was used as a salvage therapy, longer efficacy (5 years or more)
was observed in 2 out of 7 relapsed AITL patients. Although it is nessasary to confirm
our results with large-scale collaborative research, we believe that mogamulizumab could
be a useful option for relapsed CCR4 positive AITL, especially for CD10+ follicular helper
T cell type AITL cases.



