BE EREM~sO707) MAEIICXET B rituximab DEERRE -

LF 4 BT O
R BGET R BTU EE RED OBE Y RlE mw
1) AT iR
2) WEHWHY )=y
z 5
BSHE~ / 00 07 ) ST rituximab ORI E RIS 4 BICRI L7 WO S il o /

7 a—F ) IgM OFFE L FHTOY Y SEMB ORI %2 /2 L, &M L7, Rituximab I3fE#% & (375mg/m?) 4
[0 B 5-% 241, cladribine & QPG % 2 BIZHE4T L7z, GERIFRIZ50% L E M & H DA % 728 72 partial
response (THMIZ 5D 161, 25% LL_E50% A:iii DA % 588 72 minor response (&M 5-0 141 & fE x50 141,

25% DL 3801 % 328 72 progressive disease 25 x50 1 BITH - 7-.
rituximab (3~ 27 22707 VIMEICKH LTEHTH - 7-.

FER) & LR GHERHIRII R LR L 00,

L7 LB G012 & 2 16 B3 R BRGE I TR SR D F5isc i ]

3K 8 r ATh o7z, 4k, ALk L OIFHRMEFRREOBREPEINS.

F—7—FE¥EME~s70r 07 YIfE, rituximab, anti-CD20E ./ 27 10— F I HiK

L BHIC

FEME~270 70 7)) YilliE (Waldenstrom’s
macroglobulinemia: WM) &, ¥ 27 o — > % IgM %
PEAE A B ) Y SEROJEBEVEREGE & 2 05 iR =
LT AEETH LY. REMEE) Y NEICEL,
EATIIRIETH 505, BEIMLHEE, RERBA, ) oxX
FRER, JFRRRE, HiZ o — 2k TgM I X 2 kG B2
JEME R N RERIER L2 A0 L, IS OIERDS
AT LG EICREELEE T 5.

kDL DEBE LT, TVFMLHIR T 7 F
072 EOEREH SN T E 2N, BETIE
rituximab & G- 25 A SN, TOHFHMEIRLO E >
DdBHY Y, A al, BFHTHREER L 724 B2 B\ T ori-
tuximab DIEHFRYH & RET L 72,

iE Bl

FEBIIZ20034E12 H & 1) 20074E 4 H ORI L FHCHr
il E N R s a7 CILERE 4 6
THb. FEHIL63mA HT45%, B3, LK 1pIT
HDH. WTNOREGNZBWT D REBLIKENIC L Y ML

FE3M~ a7 a7) YEICKH T 5 rituximab O

2 g R4 BT ORE

HHICH 7O — U IgM 2380, BRCBITA1) v
NIEEMMB O L MREL, Bl (E1).
72, BRHAMO 7a—H A 8 XA M) =12 X fEE
Ml oK PUE Y CD20 Fptkr oKz v 7Y »
IgM (smIgM) FpiEToH 5 2 & #MER L 72, RIERD

x1 EGIDERKRAVAFE

FEGI 1 AEGI 2 FEG 3 FEGD 4

SEHR 64F 63M  74M  69M
Performance status(PS) 0 1 1 1
LY A A € 1 - + + - +
) oSHEifER - - + —
o - - - +
Hb (g/dl) 9.8 10.8 11.2 9.8
I3 IgM & B (mg/dl) 4470 6280 1779 6099
eEs T T R K K K K

ME7 N7 3 v (g/dl) 4.3 3.7 4.1 2.7
p2-3rurursy
(ug/ml)

FHiP OB 70— %
B il (%) *

ND 2.6 1.8 4.0

ND 14.9 39.7 10.6

*Tu—HA b XN —TOMALEE CD20, IgM kA
ooz L %, ND id not done DM,
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#13 Dimopoulos™ & D FEHE | ZHE U CTHE L 72,

FEGI T C 64k, 19964F & ) aH ) 7~ b —
7 A (Systemic lupus erythematosus:SLE) 2 T &
BEL, A7894 FOEHRGICEBHMEREICI D RE
L72IREETH o 72, 20034E12 H \IC &l & 48 A2 X 72
L, &IMA 4T, Raynaud fEWR, FIEO I HIT Y 28
W L7z, MyE R IEE R KE)C IgMx B M & H % 78
%, IM{E IgM 134, 470mg/dl & @A T, M5 RS
D EFADBHR SNz, ERTTE R B o L CilAE2e i
AT o 7208, IgM DR T IE — B TRERAEIR D e &
EASNLE Do 7z, T D72 rituximab 600mg 38 1 4]
FH4 o5 % #ifT L7z & 25, Raynaud fEIRR T
TEOZTHIZY DYEL, IgMIEH 5 7 HO#ZRH T, 295
mg/dl FTETF L. BAICEINOEDLRD SN
72. Partial response (PR) DA ETH 72, IgM
fEIZZF D%, sk LAMEmZ Lo L, 20044104 12
133, 180mg/dl FTHINL /-, £ d HFEHMEL /27
¥, rituximab 600mg % & 5124 [mF5- L7z, 1
£ D IgM f#12797mg/dl £ T T L, Hb @ [al4E b 4
bz, DBEDOEEMEIZBWTY, [FEROFKE D K
L7272, 20054 9 HB X U20064E11 12 5%
i1o72 (H1).

FEBI2 ;635 5. 20034E 9 H, M #& H IfiLIE % &/
T ENTA, EAEIRT, V) O SEPER R AR L A S
N o7z, M IgM B A3, 042mg/dl, IgM-«x &l M
BT, BETIIRI) v OSBRI AN L <
n, 70—4%4 b X 1) —TCDI19, 20, smIgM-x B
o BlaEM 2780 72, M BIEEhIC IgM fH I3 4%
BIZ AL, Bi2SH#EAT L7z, 200645 A 12 IgM &
6,280mg/dl ¥ T L& L 72. Rituximab 600mg &} 4 [0
5% 47\, IgM fiE13,470mg/dl ¥ T T L7z, Mi-
nor response (MR) DEERFETH-72 (M2).

FEBI3 ;745 B PE. 20064 3 H, IgMa Kl M & M
IMAE 2 fefi S N7z, BHRERIIFFICEO o7z, I
B IgMEEL 791mg/dl, FREFICHEL Y » /SERER
faot% %388, CD19, 20, smIgM, D, « 1T
Hotz (K3A). MIEHE CT M T KB IR H I 12
) CRHEIER 2RO 2. RAICEIMAEST L, 20064F
5 A HMLERE 21, 170/l F THEDN, ARAY Il 12 i
B & Bbi s By ) v oRERAHIL L, CD20,
smlgM Btk Cd o 7z, WEHEIL-2 L 78 —f# (sIL-
2R) 1Z&8125,280U/mlicF T LA L 7.
ine 6mg 5 H 46474 5-%% 12 rituximab 600mg % 7t 4
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8 T T T T T T T
5000 - IgM (mg/dl) -

4000 4 L
3000 + L
2000 + r

1000 r

° ‘03 "04 ‘ ‘ ‘ "05 ‘ ‘ ‘ "06 ‘ ‘ ‘ "07 ‘
1 ER1 OBERES
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GMIEDBE LR N & 57 th, BEL 4 T— XD

5 %17,
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P L Yok K%

" SmIg-D 3ipx - SMIg-K 4 ex
3A fEf 3 DEBEFFR

SRERICHKEL O NBRERMRRDIEZ £33 /-,

CD19, 20, smig M, D« [z Biifa & EZ 5h 7.

i

i g
SﬂlIg'L 02%

M5 L, REMOEE) o BRIEHEEL L, AmEREK
FIEFAL L7z, IgM il 3 7 H#12924mg/dl ¥ Tl
T L7, sIL- 2RAEIZHEFFMOL XIVEITTE2Y, &
i b e L7z, 20074 1 H 12 sIL- 2R E A2 L 54
fEm % L L7728, rituximab 2 5 L, KBE
ZLTwb (K3B).

fEGI 4 © 69 B . 20074F 4 H, NEHEREIIRIEM %
DFEWEIERIC, EER, THWREZRO 7z, k5
R OILR B X Ohetr, ME, TgMa B M & F M
RO 7z, ME IgM g6, 099mg/dl T, &M ASHEST
L 7-. Rituximab 600mg % 4 Bl¥%5- L 7-2%, IgM fiii
Win#Efeid7z. 51%% % 6 A2 cladribine 7.2mg % 5
HRE#%S L72A%, IgM 3 & S 2hnEmz Lo L,
progressive disease (PD) OEEN R TH-72. 7 H
WZANT 75y - L= (MP) PWHREEE %800
L, IgM O T EBMoOEI SO (K4).

z =

CNH DIEFNIFTI D RIGH CTREBEIZE P I &S
DEATIC L D2 BEMOMEIESR IgM O LA %500, G
TG L7z, WGHERRSRES 1 TIE PR, fEFI2, 3
TIE MR, EFI4EZPD THorz (F2).

FEBI 1, 213 rituximab Mz 56 TH 5. FEH 1

S EH 4 FEE O 2 BI%E L, rituximab #2512 XD
IR IgM 2ME T L CEIMASE L7205 I1Z, IgM

FE3M~ a7 a7) YEICKH T 5 rituximab O

AR | G4 PIC O MR

rituximab 600mg yyyy wywy

cladribine 6mg
6000+ g1 2R (U/ml)
5000 h4
4000 i
O o f o b
3000 O L ; )
SO N P S -0
GO O S Vg o N g0 OO
2000 < oS o0 Ty
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8
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Q 00O o
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01 00000000 Oy O
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3B fEfl 3 DEREREZE
@ (C CD20, smigMfZHEDEEHMIEEEDh 2 EE
) NERDARBEMFPICHERE L, 2REAEN IL-2 R8E
DEFHEBSH 5N 7. Cladribine £ & U rituximab %5 (2
SV ERMMAFRDEE, IgMET 2530 7=,

L-PAM 10mg [
prednisolone 40mg []
cladribine 7.2mg Ty
rituximab 600mg ¥ ¥ Y ¥

12 Hb (g/dI)
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Fx2 AEMR
FER] 1 FED] 2 FED 3 FED 4

HBEONE R R R+2CdA R-+2CdA
R

M &I OFLEE D & A 72 1EFED R PR MR MR PD

Bl ok »HY »HY »H L

F OO F FOZhbIEy FA I D

LI I S50 el 2059 2

Dtk ok P 5 (SN T RS LT TR MP #2380

R, rituximab ; 2CdA, cladribine ; PR, partial response ; MR, minor response ; PD, progressive disease

BEHOHEML, 8~1247 HIRITGEA D L NIVIZRE S
fEmpEigi s Nz, Db kot Ez &0, Fkz
DR L7275, rituximab #2512 & ) FEIC DD %
ELRREEZ MR T2 2 LA RECTH 722 L IdTEH
FTREHEEEbNT.

JEB 3, 4 13 rituximab (2fbEEE % EH L 72 5EH
TH5H., ER3 TERMMICESMEE Ebh 2B
MR DFE 084 230722 L X 0, 6l 4 TlX IgM
fiE7%6,000mg/dl 2 A2 EETH 722 LI12L D,
rituximab (2 cladribine Z fffH L 7216 # 2 17 o 72, JE
Bl 3 DIEFENFEIL MR ThHh - 724%, JEEMNE O LY
M5 DOHELREORENGFO NI, fEF 4 Tl
rituximab & cladribine # #%%5- L 721412 b IgM {251
L7272, MP#ik% B0 L 72, Rituximab $%5-1%
A BND IgM O —#EPED L7 VO RE: b % 2
SN7z78, ABITIRRAIRSEOa Y ha—LET 5
VED DY), ALFHFEZ I L7,

Dimopoulos 5 122761 » WM #£.3& |2 rituximab % 5-
ATV, SR EfE=44%, median time to response |
3.37 A, median time to progression |Z164 H T",
MEHPLVIEBI CIERICARTH o 72 L i LT
W52 ZoMOHE S F 5 & rituximab B
1% complete response (CR) 2615 Z &idd %
<, PR DEHEREDIB0~50% L E 2 6 n! 7,
SOIEEREER N LT 20T vy 7 Fu s ko
BERED: Y20 R R-CHOP #{:,  B KA I e
RS % &VHICE 72 DRCIEE 2 ESikA BN T
W5, INsDfbFEE: & rituximab OfFF I, 4%
EHICHRI SN BERELEDNL, —J7, ER 1O X
9 |2 rituximab HA| CEERIYIZZE L 72 IKREE % 4F 4312
bloo THETE 010 H A2 D5, rituximab 12
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WM 2B\ TUEAEST DRI 70 SE 1] R0 2008 70 1 A
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Therapeutic efficacy of rituximab in patients with Waldenstrom's macroglobulinemia:
A single institution experience of four cases

Keiji OZAKIY, Tomoko HARA'Y, Eri KONDO", Osamu FUJINO?’, Tetsuya GOTO"

1) Division of hematology, Tokushima Red Cross Hospital
2 ) Fujino Naika Clinic

We report clinical experience of rituximab for four cases of previously untreated Waldenstrom’s macroglobu-
linemia (WM). All cases were diagnosed by the presence of monoclonal IgM in the serum and bone marrow
infiltration of lymphoplasmacytoid cells. Rituximab were administered at standard dose (375mg/m‘®) once a
week for 4 weeks in two cases, in combination with cladribine in two cases. Clinical response was as follows:
partial response defined as a 50% reduction of serum monoclonal protein was achieved in one patient, minor
response (25% but less than 50% reduction) in two patients, progressive disease (25% increase) in one patient.
Although these patients were not treated in prospective study, it is suggested that rituximab is an active
agent for the treatment of WM. However the time to progression was relatively short, monoclonal IgM was
restored to previous level for almost eight months. Further investigation about combination with chemothera-

peutic agents and optimal maintenance is required.
Key words: Waldenstrom’s macroglobulinemia, rituximab, anti-CD20 monoclonal antibody

Tokushima Red Cross Hospital Medical Journal 14:12—16, 2009

FoM~2r a7 u 7)) MK S % rituximab O

16 e R4 FICOKE

Tokushima Red Cross Hospital Medical Journal



