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&, AL7I04 K= (D&, HILE) EHSEMEHEE (1gG - A with BJP) &ML .
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7%, BEEOREICLZ ADLOBRTHFHEZEHLDS, MEAFRE ST L THREREEHL D
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F1 ABERFIME - ARATH R

A MARA AL HA JRARA
WBC 4,450 /L TP 7.5 g/dl Na 141 mmol/ L JRAEME
Blast. 0.0 % Alb 34 g/dl K 4.3 mmol/ L o3 Zb b
Promyelo. 0.0 % Glb 4.1 g/dl Cl 106 mmol/ L pH 75
Myelo. 1.0 % T-Bil 04 mg/dl  Ca 8.7 mg/d L EH (1+)
Meta. 0.0 % D-Bil 35 % B2-MG 3.8 u g/mL b (=)
Band. 2.0 % ALP 386 U/ IgG 2,370 mg/dL bk (=)
Seg. 44.0 % yGTP 120 U/ IgA 22 mg/dL i (=)
Eosino. 4.0 % LD 274 U/l IgM 24 mg/dL JR-TP 44 mg/dL
Baso. 1.0 % ALT 155 U/ BNP 796.1 pg/mL
Mono. 6.0 % AST 47 U/
Lympho. 43.0 % Crn 0.63 mg/dl s a7 VilEEE L $5k 0.02
RBC 430 % 10" uL UN 8 my/dl sk kT 9.1 mg/L
Hb 12,9 g/dL Glu 86 mg/dl 0z e A 561 mg/L
HCT 40.5 % CRP 0.57 mg/dl
PLT 28.3 x10%uL
Retic 0.6 %
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ABER AT R (R 1) @ mEkEA 1% <,
GIb IZEETH V), 1gG $%2,370 mg/dL & B L,
IgA - IgM WA L, B 7 Y iR L3

EADEEICEML T i - R EA
SEIZTM ¥ =27 280, RIEEKKE)EE
BETMEH (IgG-1) 2#d7z (K1),
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ERBOZIE R, M/E I322T, 3 RMICHE
WRAEFRD T, N~ rp R O E N A326.2% &
Bz R 7z BFEARIZIEFER T, FISH i
F ot (11;14) 8Kt (4;14) $E0E t (14;16)
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Myeloid series
Myeloblast 0.6
Promyelo 04

Lymphoid series
Ly.blast 0.0
Lympho 12.8

Myelo 6.0 Plasma 26.8
Meta 6.0 Ly.Total 39.6

Stab 8.2

Seg 13.6  Erythroid series

Eosino 46 Pro.Ery 0.6
Baso 04 Baso.Ery 0.8
Monoblast 0.0 Poly.Ery 13.0
Mono 2.2 Ortho.Ery 4.0

Myeloid Total ~ 42.0 Ery.Total 18.4
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6 BHPR MRI : 45 MCA $HIS 35 8 7 i bl 98
DFFRASFED ST

Wr L, elotuzumab f: J§ RD #¢ 35 (ERD #¢ %)
WCEHE LIAH 2 Mkt L7z, ERDEEE2 23— X
TPD &R D EHFEOEE MG L M
BEIEIHE S NI ORETH 722 L h b,
H R AR MM ARG R O @R X% <, 4
BITTERXATT O FEE o T 720, #Lk
WEEHE Z V7% { T& % IRD ¥ (ixazomib
+ lenalidomide + dexamethasone) % 4R L {f
W& B4R L 72, Ixazomib 132.3 mg % day 1,
8, 15, lenaridomide {15 mg % day 1 ~15,
dexamethasone (316 mg % day 1, 8, 1512k
L, 28H & X I2Htifr L7z, H#EEEIE R T
IgG DM KT 2 589, PAEENRR 9 - Mk
AEOWESERIIIAL 2h o7z, FHEED
BEENH S BT L R EFE TR TE
7. WERR AP E o 727208k L, BUAE 48
B & IHEERTH 5. HFERIHIL, VGPR (very
good partial response) % F3% T X, [LFRREFFAM 1L,
PEERFRBERE =T L T2 b 0D, TUHIED
ETIERRO TR L TV 5.

LR HEOEERRIE T
T 7V — & B 3K bortezomib + L F # ¢
lenalidomide + dexamethasone @ 3 # fif: F #% i
PHE.SNTWD, L2 L, HEidEL < s
HRAEDI S A7 { e, BUE, B L SeiEiideste

777 V—AHEE €T/ 7 0—F Pk
R 2 EOWRBEPMEHTELLHICRY, W
WOBRBPFEALHZ TETWD, ZOHT, £
OTa7T 7Y —ALHEHETDH 5 ixazomib I,

FRIZIERS SO AL DEINRINSI N L BED
FRHEONC L > THHZERETH 5. KiE
IS0 T ) H AR MM A 0 E)S
Tho7ehs, W% R L Ese R s oIk
RBIZR ) PSIAL PSAE TR N L2 Z &0 5,

HOeRWmEMEgmo#Es s 2563, 27T
OO 3FIGEH#E D TH % IRD #iF: (ixazomib
+ lenalidomide + dexamethasone) % AR L 7-.

Ixazomib [ IIZ T BT TV — A4, K2 B5Y
Ta=v MEEEL, SRETELIBLUS
272y MR BMET S Y. KRR T
1, ixazomib & boretezomib {213 A it 14 % v
Ik L, lenalidomide & dexamethasone & #H 3 [1
PlEREME 2 SRR EERL

TwaY. % 34#ETH 5 TOURMALINE-
MMITIZ, WBRBEOD HHHEMET 2T HR

E MM D722\ D 3% %, lenalidomide 35 & O
dexamethasone & O Bf il @ ixazomib ¢ 1 ¥,
% 72 13X lenalidomide 3 X " dexamethasone &
OO T 7 & R ERCEIEA L L, PFS
(progression-free survival) (& 7 7 & K # T
14.7 H1ZH L T ixazomib #f Ti320.6 7+ H O
JfETH Y, ORR (overall response rate) (&7
F L ARBETIE71.5%, ixazomib #f T78.3% & /R
BNz ELAEFHSE, MURD, &
BRI, WXL TR THY, grade3 MlLofE
HRLLTED o 2D ERIRVIETH -
72 ¥. TOURMALINE-MMI B T I3 ixazomib
4mg (dayl,8,15), lenalidomide 25mg (dayl ~
21), dexamethasone 40mg (dayl,8,15,22) T®H -
723, AIEBITIE, LRI O 6 T lenalidomide
25mg O ¥ 5- T 13 i H BRIK A 2% grade3 2 L RR
OoNZT L, PSA4DDITE T iRk
Pl EOMMBERIEDOZ L 2EREL,
ixazomib, lenalidomide, dexamethasone I J#
L CHFELIGIT L. ZofE, 5
P MR R GSE 2 BEFE 3 5 2 & 7 < Rl iR
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ZHEFRTE, VGPRASERTETWA. 72,
ixazomib (&, HFEVE/MBEMEAL 7 I 0 A F—
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¥ A EBESE L 722 56 e R (IR C & B R R
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(Case Report)
Multiple myeloma-associated cardiac amyloidosis
in a patient treated with ixazomib.

Shigeki HAYASHI, Fuminori SANO, Harunoshin YASUI,
Tadashi HIROSE, Eisei KONDO, Hideho WADA

Department of Hematology, Kawasaki Medical School

ABSTRACT Ixazomib is an oral proteasome inhibitor that is useful for the treatment of
recurrent refractory cases, particularly when a non-injection combination drug therapy is chosen
for the patient. Here, we report a case of cardiac amyloidosis treated with ixazomib in a patient
with multiple myeloma. The patient was a 50-year-old woman hospitalized in the cardiovascular
medicine department of our hospital in October 20XX for close examination of cardiac failure.
On the basis of the test findings, sick sinus syndrome (type 3) and cardiac amyloidosis were
diagnosed. A heart pacemaker transplantation was performed for the sick sinus syndrome
(type 3), and additional tests indicated M-protein expression; thus, the patient was referred
to our department. A bone marrow test revealed increased plasma cells, which led to the
diagnosis of immunoglobulin light chain amyloidosis (heart and digestive tract) secondary to
multiple myeloma (1gG - A with BJP). Treatment was initiated in December 20XX. During the
first course of VRD treatment, multiple non-pacemaker waveform arrhythmias and congestive
heart failure occurred. Left total hemiplegia due to cardioembolic stroke occurred. We judged
it difficult to continue the VRD treatment, so we switched the treatment to concomitant
elotuzumab and RD therapy. After 2 courses, the patient became PD. With a decrease in ADL
due to the onset of cerebral infarction and considering the possible need for institutionalization,
ixazomib combined with RD therapy was initiated as treatment to reduce the frequency of
outpatient visits. The treatment efficacy and tolerance were good, the M-protein expression level
decreased gradually. Her progress was uneventful with no worsening of cardiac failure. Cardiac
amyloidosis secondary to multiple myeloma is commonly associated with treatment-related life-
threatening arrhythmias and cardiac failure. Treatment with the proteasome inhibitor bortezomib
is associated with the onset of arrhythmias and cardiac failure. However, treatment with the oral
proteasome inhibitor ixazomib can be continued without onset of arrhythmia and cardiac failure.
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