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c03 1

(%% - =i -

AL/AH 7 =04 F—Y ADTRHA - wREld
EDKSICEZSNTNSH?

OAL/AH 7=04 R—YRFEB5% B flila~FEMRDEEHEBZERE UTREL, TNEN
®EIJOJVU VBB LUEHZRRED ST 5. ARELD BEEGARENR] H7=04 F—Y
REODKRECROEREEISNTSY, UFBENREFEIEINS (unfolding TND) TENTE
TR/ BHO B D LUEDILAEEDZE(L (misfolding) &ZNICHEIRIERRDBENES T ENT
2.

s

[#RD\BE : FEREL, TIETVADES : C]

ofF

ARETIEEEET I 04 F=3 2% %, WEMEAL 7 304 F—3 ZOFK - FHEEICHE L CidpHE
[ 20

AL 7 304 FMEORBEN L 22 0E707Y) VIRSIZE ) 20— F VR REBEMBICLD
BRSNS, ALT7 30 F—=Y AEERMEHEICHRE L CRET L2 L H D05, £ OBEEE
B O TR ML o Bm 2 BAE S BIE IR L CREICE ), SREEHIEOBNIILE L - S
B, ZCTCEEMEHELXAILT, AL 7 IS F— 2ZOF WIS EMILEEE (plasma-
cell dyscrasia) & XN 5! Plasma-cell dyscrasia (37 I 04 F—3 2 &b % monoclonal gam-
mopathy of undetermined significance (MGUS) OFFIHHCTdH 5. AL 7 I A F— A& MGUS
XA A EML O RZBA F 22 3B ERNFRIIFE SN TR WIZ ERs, 7 I a4 FRERTEES
OERITEAT M (REBEME) Cldad Shfl BEshfEra7) Vg M&H) ©
B ChreEZOND. SFSELERMFIMEADOT I 04 FEMEEREICES 35 2 LAk
SNTWE, BRIEI a7 ) VO [BELRAZEN] 237 I a4 FEHEEREERICB VT
ROBEELEZOLNTWVDS, ThbOAEIC X ) BT ARSI X128 5 (unfolding ¥
%) TLNTELBEHOARDLED A EOZAL (misfolding) & ZHUIHE < MM O @R~ HE T
ZLNTEL. BHOREWLE BT 255 (pH %) RLEWE (SAP ), B L Ik Gk
EOMEMER GEE LR TS EZRETHHT) &L, 7304 MK L BIR~OEEICHEDL S
CNLFEOBBOER - W L i3t 7 I u A FakaEn & hid 5.

AH7 IuAf F—YRE0EI 07 ) Y EHEZHRER E L, AL & FARIC B Mille~ TR o 345
HHEEETRETEA, ThTTOWEIE AHL EA4bET50 iz 2w ENRRBATH LY HKE
BEHIIL  OPITHEFEEB S %0, TRPURICIST 2 EFE#IEHEZ R -0, fERTOZ
WiHHEETH 2" (2TLBICEREE LR L T OMOBRIEICZ L2 LAY T 2 SRR
BEEEZAIRE TR MESINTEY’, SHRBNT SN DIEBAHE 2 212> N TR O B E w2
B F—ABWR LT ENFHINSG.

ﬁll

@3zt
1. Falk RH, Comenzo RL, et al. The systemic amyloidoses. N Engl ] Med 1997 ; 337 : 898-909.
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2018 ; 54 : 10664-10674.

4. Nakagawa M, Yazaki M, et al. Development of diagnostic antibodies against immunoglobulin heavy chain
variable region for heavy chain amyloidosis (AH amyloidosis). Pathol Int 2021 : 71 : 245-254.

5. Ohashi N, Katoh N, et al. AH amyloid neuropathy : a novel clinical phenotype confirmed by histopathology
and mass spectrometry. Amyloid 2022 ; 29 : 141-142.
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(%% - whE - 207
AL/AH 7=04 F—Y ADEEH - BRERIX EDIZED ?

O7=0+ R—YRICEAT ZAEMRINEELLERECTIE, 2012F~2014 FICLED 4,652
DEEHETSEEZS IS AL 7S04 R—YXBE(F 1,494 ATH I

[#RDEE : BL, IEFVADEE :B]
OFFDT7Z0OA R—YRBHEYI—DF—INS, AH 704 R—Y RADBEHKIF AL 704
R—Y ABEHD 1/40 BEE EHEAISNS.

[#EEROEE (2L, IEFVADHEE : C]

)5

ARIRCBWTHIRR UFEHso (€8] 2B 5 AL 7 I 04 F—Y A0 FRER) # RN
WA LZZBEM R RN 5 h oz, 7TI 04 F—3 AT 2 AR SEIEAYE M L 72 2 !
TIE, 20124E1 H 1 A4 5 20144E 12 H 31 A E TO 34EMICBIH SN AL 7 I 0 F—Y 2A0HRH
BATAE S, SED S EMES I S N7z 4652 DRAEHBENT ¥ 7 — FiREEITV, 499%12H 72
% 2321 ik HWERDH Y, 1494 AWFE SNz, 7272 LIBEROHRICH 72 > TIIATE L E 5
WKBULRETIR VW &, ZEOERZHERELZAETIRILZVI EICEEPLETH L. hBSE
F=2e LT, TIOA F=Y AT EREMRIEDAT) 7 I 0 F— Y ZWEBIa o7 —
Va vHEIIBWT, 2023FE0 1ERICBHSNZHMAL7 I 04 F—3 20 BHHIL581 4 TH -
72(7 384 F—Y AT 2 WA PRl . WREOESIC X D IIcE s - BE0
S EMAFETRE 2o TRBLTWAHAETIE, T B b BETAULOBENHFEELTVD
CEMEMEND. AFRICBITS AH T I 04 F— Y ADOLEME R BER/ FHBIIAHTH 505, A
DT IOAL F=Y ABWity =BT L7F =505, AH7IuA F—=Y 2A0BERIZIALT IO
4 F—Y ZABERD 1/40 BE LRSI NS.

@3Zi#k

1. Shimazaki C, Hata H, et al. Nationwide Survey of 741 Patients with Systemic Amyloid Light-chain Amy-
loidosis in Japan. Intern Med 2018 ; 57 : 181-187.

2. Abe R, Katoh N, et al. Distribution of amyloidosis subtypes based on tissue biopsy site— Consecutive anal-
ysis of 729 patients at a single amyloidosis center in Japan. Pathol Int 2021 ; 71 : 70-79.
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ca3-3

(%2 - ke - BH]
EDKSIFHEFIT AL/AH 704 R—Y RAERESNED?

OAL7=04 R—Y R, 25HERRF FERD, FELGEDFFERWERDNS Vo, BHENSH
REBZFESDIIRETHS. CNSORRICESCFREERE G EZHAETDELE AL 70O
F—Y2%Zm<EES. Flc M BB PEEHEIEOZEOEMNF, AL7=04 R—YR%ZEES.
AH7=04 R—YRF, BESPEQRZEHET DN, BFFARHL SHOBREEDOERITHEET
53.

[HERD®E { FZEHEL, IEFYADMESE &L ]

)=

AL73IuAf F=YRiE, 7304 FEAMNLET 2BHIGER T 2 S £ S E@ANBLIT 525,
Y BRIESARER A 7 CIFRN P EAE , B2 SEINICH T2 00 WETHSL. LirL AL
7I04 K=Y 2 LIF LIS O SIS EE 7253720, BHROBSRIEFELS S ), thosi
TIXHBNEE R HEDSD 2 HAIE, NEZREBIICEE ) RETH D £5%T I oL F—Y 20K
TREEE, AR, DR, B, THARAE, PR, M - - BOEE, O, R, S, MEVER, R, Ba
CWEC LTRSS D L. BT, FEOBVERTH ), REZENE LTHEIRXLOTHS. O
OEMRE O DEIERAS GETTINZIGHAA), AR, @MEER: © NEERHE AR O KA aiebas (Y
JBCRRS BN, R R R > B ), AATIREREE IS X B L AR PR B, QFHER: ¢ A 7
U — PIEREER AL, OFREERELE. CROOBEREREZAL, MiEBLCRPICMEAD
VLRSI ORE L RDLLEGIE, ALT I F—Y R&5E).

AH 7384 F—2 1%, BhEE BHRREZZRICBH S NLD, HENINTE L - 720A
WEE L, LS oEMEEFIcHETSH 5.

@3ZRk
1. Palladini G, Merlini G. How I treat amyloidosis. Blood 2022 ; 12 ; 139 : 2918-2930.
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CE R R
AL/AH7 =04 F—YRZEDK S ICEERRT DD ?

OAL/AH 7 =04 R—Y ZADEEZHE, 704 REQOMBREABDIRICK>THREINS. &8
HEEOIYI—Ly REBTFI0OA REEEREL, 7304 REEBRSEHICRT BHF/VRILER
WeRERB It REIC K UIREZERETD 3.

[#EDEE 11, IEFVRADEE 1 Al

OfFHH
TIA FEHIE, 2 T—Ly FEOTERRMOICHEE D, WUEMEE T TIRaogEiiz Rd

W A VA Y T ARG L, BRI S R 7 I8 FEBREEIH S A Piik S 4
Va7 R L et X DR 2 PUE T 51 WS AREASA R, v T—1y Fjfh
Bt e L—F—~ A a4 s v a Y TRRL, &AEZELLRICN) 7Y VL% 4T
Vv, itk o< b7 57 4 BRI 4790 EEOEESVRORBEN FI2fEv, &b Tl
%7 I0A FEADOHMHFTEEL 2oTWwa. 7304 F—Y 2AOFEMBIHL, 73I0f F—Y 2ICH
T 5N RO & — L R— (http://amyloidosis-research-committee.jp/consultation/) 7* & H LiARAS
THETH 5.

@32k

1. Leung N, Nasr SH, et al. How I treat amyloidosis : the importance of accurate diagnosis and amyloid typing.
Blood 2012 ; 120 : 3206-3213.

2. Schonland SO, Hegenbart U, et al. Immunohistochemistry in the classification of systemic forms of amyloi-
dosis : a systematic investigation of 117 patients. Blood 2012 ; 119 : 488-493.

3. Vrana JA, Gamez JD, et al. Classification of amyloidosis by laser microdissection and mass spectrometry—
based proteome analysis in clinical biopsy specimens. Blood 2009 ; 114 : 4957-4959.
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cQ3-5

[f% - f5EE - 22HR)

FREME AL 7=04 R—IXAELBHE AL 704 R—V X

ESEIEDH?

ORRBMAL7 =04 F—Y R EFRAIE UTE—EEICDH7 04 RLEZRDHZD 704 F—2
ATHB. 70 MEBERESEDERICHFET 2R EMIEN S CERRHZEETHEEISNT
W%. [RNREE, A, FZAE, FRES (PRE - BERY), JBLENFREMUT, —RICERFERERFTHD.

[HERD®E { ZEHEL, IETFVADHES 1 B]

)=

BB AL 7384 F—=Y AL IFFEAIE UTHJEZRICOAT I B4 FIREEZRD, O, B I
ik, KHEB & O EHAER E L & ORISR O R E L RIE T IR - AR E S b0 v . T
IUA K=Y ADT~12%2A B, BRIFHER YL 58~595 i & #r Sh T2 i 2%
B L, SHHHERICEET 229 AL 7 Il F—Y AL I3RL2Y), WEMEAL7 I v S
F—Y AT, 7304 FEEBGOLGICHEET 2 REMES R CRERHZEETLIEEZS
NTws., EHHEERIY S 2%, WHEE, M, M, RE ORE - B, HEIFSEHRLT
HDH. - HLE Wik ETIIEREINCT IS FEEEZROLZEDH b, T, Y=LV
SERIECIEZ M ISR OBEICT 304 FEE 2R L0 5. BREEAL7 I 0L F—2 20
A THRIIBITFTH A, EHMEAL 7304 F— ¥ ZAREMIES & O8N AHE & 2 5.

BRREIRIZE FEFTT IO FILBREIC Lo TRE S, WEET I 04 F— 2 R TIRIERS P
W, JREET I 04 F—Y ATRMRRIREEIEIHEL EVFRERE LS. 7304 FEF 7 I vl
F—<l XN BMER TR T 256350, CEARICHKET2HE6 5. TORERFIZLL
bhroTELT, £FMALT IO F— Y ATIEASLNEWEMEMIEATT I 04 FILETBLDME
D HEND! F R TIZT I/ FILE MO Mo R 5 2 L A WEER &
bHb, 00, BEMBRISEESNT I, FEEOEHD S FBOEMEICE > T7 Iaq
FHHEDEDNT I 0 FAERINL L LB, o7 Iaq FEMERIBENRZHEET L E V)
WD 5°.

7 I8 =Y ZAOBWIIER TR S NRIAKIC L ) F3h, RERMRPERSIICE > TAL
LS NG. ZOk, EHEO BMIEES P EMLRATIEOF IO G E &8 AL 7 I a4
F— 20BN TS, BREEAL 7 I 04 K=Y ABHO00BEE LTid, IFEER,
Mm% - JREAESKE), M - JRGERED:, WEREMRDIER, 584, FDG-PET-CT Mtk &%
JATH A, MFERRPICM EADMH S W26 MiE EERICRE 280 2 553 e a0k
WARBEENS. L2L, BB CE—EOSAETERERAMHOE s u— v ikry~ra 7)) v ilE
(MGUS) ##® 5720, MEHRIMIFEHEHRORE 2RO L6 IERILETH 5.

@32k

1. Mahmood S, Bridoux F, et al. Natural history and outcomes in localised immunoglobulin light-chain amy-
loidosis : A long-term observational study. Lancet Haematol 2015 ; 2 : e241-250.

132



2. Kourelis TV, Kyle RA, et al. Presentation and outcomes of localized immunoglobulin light chain amyloido-
sis the Mayo clinic experience. Mayo Clin Proc 2017 ; 92 : 908-917.

3. Basset M, Hummedah K, et al. Localized immunoglobulin light chain amyloidosis : Novel insights including
prognostic factors for local progression. Am J Hematol 2020 ; 95 : 1158-1169.

4. Olsen KE, Sletten K, et al. What is the role of giant cells in AL-amyloidosis? Amyloid 2009 ; 6 : 89-97.

5. Westermark P. Localized AL amyloidosis : A suicidal neoplasm? Upsala ] Med Sci 2012 ; 117 : 244-250.

cQ 3-6

(%% - s -
AL75D4F—91?E§3H%E@%HB?

OFENRONBEED S DERIIE—BIRTIEI RV, EERERERSEED DIRBERGIHR T
U—ZVIRBELUVTERT®Y, #EI 3. ZOMOEREMIE LTROSERR, B8 -+,
REZH#ET . LERERICTZ O RAEASINRBWESICIF, SV EEESE, SDERTE
ZHBD.

[#BDEE 11, TEFVADES Al

OfFEH

7 3I0A4 F—3 AOBWIIGHBREMRATLIIZA, BILY) A 7 BB EEINL8E1E, 49 L b RHR
BOAEBUTHER SN, BRI S O ERIIEE I KRR TBIMEENIHL, AL7I 04
NV 2DBMICB T 2270 —= v 7id e LTHIES 2. CUBMERES B - =%, R
DOAERL 7 I FEEFEOFES (70~80% L L) RIKMERETHLHrOHHTHY, HEsh
Z. $72ALT7 304 F— 3 AT, SRS L OEH H TR BIERATT DR DA, Bk R
RKLEZWIHEHTH 5. ﬂ*&@l‘ﬁaH’Eﬁiﬂaﬂﬁﬁa*ﬁfﬂi%%ﬂ&/\bﬁt ST CIIRE 85.4% & D b
HB5. INSTHMAEL N WIEAIE, ERICE BZHIMY X 7 2B L %25 5 2 0 k%
s

@3ZHk

1. van Gameren II, Hazenberg BP, et al. Diagnostic accuracy of subcutaneous abdominal fat tissue aspiration
for detecting systemic amyloidosis and its utility in clinical practice. Arthritis Rheumatism 2006 ; 54 :
2015-2021.

2. Suzuki T, Kusumoto S, et al. Labial salivary gland biopsy for diagnosing immunoglobulin light chain amy-
loidosis : a retrospective analysis. Ann Hematol 2016 ; 95 : 279-285.

3. Shimazaki C, Hata H, et al. Nationwide survey of 741 patients with systemic amyloid light-chain amyloido-
sis in Japan. Intern Med 2018 ; 57 : 181-187.

4. Takashio S, Izumiya Y, et al. Diagnostic and prognostic value of subcutaneous tissue biopsy in patients
with cardiac amyloidosis. Am ] Cardiol 2012 ; 110 : 1507-1511.

5. Gerz MA. Immunoglobulin light chain amyloidosis : 2014 update on diagnosis, prognosis, and treatment.
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cQ3-7

(% - wAE - ]
AL7=04 F—YADFERFICFEDKSFHDHGHDH ?

OAL 7=04 R—Y ZROFHEFFD 7 SO R—Y RDEEEZRI LT NT-ProBNP (BNP),
DE ROKZY T 27204 RERBETH 3 HMBHEERM LT IFLC HEBTHS. t (11
14) ® 1921 BBV o e T O— VM BHRORERREN —EHMEZBEEDERRINE ZRET
BT ENBEINTVS.

[#EBDEE 1 1, IETFYADEE 1 B]

OfEH

AL 7 304 K=Y ZOFHN T IEEEEICME) W& Wy o — A WR MM o N 72 ET
5. EREEICEIRTE LTRUML VLT IOL F— Y AROFESTHRBERNTTH L L
PHESNTEZ, B THOHEEOETE KM 2.0 haR= Y T ER'RUOAEOEREE % X
W3 % NT-ProBNP'® % & BNP Wil % A $ 2PN TFHRARTH 2 Z LB DO 7V — 7 X ) #
HENTWD,

Bro— WMo PHE-E LCOIREMBSEAS S 7 I a4 FERKEH O M R
oz (AFLC) 'R Bt oMy o—  WREMBER S IFoh 5. 512, Bliholsy o— %
TR O M E AR A R FFT S & AL BRI 2 W RS & OB G ShTwb. AL T 3
04 F—3 ZFEBID 40~50% THHD 5N 5 t (11:14) 1ZEVT V' I 7T hECILHABEICH$ 2 5 31%
DET2HE SN, 12l HIEE AT 2IEATIEANT 75 ¥ + FFH 2 &V VHEICHT 2 8P
RIEENRTWD,

LAL%DS, ERFERTEOTROWEERIZY T Y 4= 7THH% 5 SN Tu R BRI &
NGRS L Lo TBY, WIBRNEOZEIE VP HRR T35 HEST 2 THEEDIH 5.

@Rk

1. Kumar S, Dispenzieri A, et al. Revised prognostic staging system for light chain amyloidosis incorporating
cardiac biomarkers and serum free light chain measurements. J Clin Oncol 2012 ; 30 : 989-995.

2. Lilleness B, Ruberg FL, et al. Development and validation of a survival staging system incorporating BNP
in patients with light chain amyloidosis. Blood 2019 ; 133 : 215-223.

3. Kourelis TV, Kumar SK, et al. Coexistent multiple myeloma or increased bone marrow plasma cells define
equally high-risk populations in patients with immunoglobulin light chain amyloidosis J Clin Oncol 2013 ;
31 : 4319-4324.

4. Bochtler T, Hegenbart U, et al. Translocation t (11 ; 14) is associated with adverse outcome in patients
with newly diagnosed AL amyloidosis when treated with bortezomib-based regimens. J Clin Oncol
2015 ; 33 : 1371-1378.

5. Bochtler T, Hegenbart U, et al. Gain of chromosome 1q21 is an independent adverse prognostic factor in
light chain amyloidosis patients treated with melphalan/dexamethasone. Amyloid 2014 ; 21 : 9-17.
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ca3-s

[ - #AE - 27
AL7=04 F—Y R ED K S KRN H Db ?

OAL7 =04 R—Y ADRIADFEIF DA FOR=Z T ENT-ProBNP DIL77 =04 R—Y AV —H—
ZBAWT Stage [, I, DA, IIB (547 % Mayo 2004 with European modification 2348 &0
BOMR=Z>T, NT-ProBNP I[C dFLC ZilZ fz 3IEHICK > T Stage 1, O, I, NICH¥ETS
Mayo 2012 ¥ENEBEERAVSNS. B7 =04 R—YRICDVTIIREAE L eGFR ZRWVZRER
DENIEREINS.

[#EDEE 1 1, TIEFTVADES 1Al

OfESH

Mayo Clinic {2 & D0 b @R=> T=0.035 ng/mL, NT-ProBNP=332 ng/L #\W§ N diiisz S 7%
WIEBI % Stage I, H i 729 9ER % Stage 11, Wil #iii7-34ER % Stage I & 4483 % Mayo 2004
¥, @ “Cardiac Stage” 75#RME &t 7:!. Stage I, Stage I, Stage Il DZFNZFN DAL
Yl 264 7 H, 1057 H, 35 W ATH o7z, LHL%A5, Stage MIEFDOFHICIEIDH S Z &A%
SN C &7z AT Stage THERI O 7% 4> C NT-proBNP #5332 ng/L Lk 1. 8500 ng/L Kiiid b D %
Stage MA, 8500 ng/L YA EDH D% Stage MB & 451k L 72 Mayo 2004 with European modification
AL HVwSLERTW AL

O b e A=Y T, NT-ProBNP 22 CHig s o2 (AFLC) @ 33HH THHSEZ1T )
Mayo 2012 333 L CHWHRTWAS, L h R =2 T=0025 ng/mL, NT-ProBNP=1_800 pg/
mL, &%\ i3 dFLC=180 mg/L %ili7= T HAICENZEN L HT 225 L, sMEuIs L 05
Stage I ~3 ¥ : Stage IV) TRl %479. Stage 1, Stage I, Stage I, Stage NOZhZEhod
AR P gefEik 941 A A, 403 7 H, 14 7 A, 58 A L Stage NiZEbO TFRARL—HTH 5
CEVHLNE R ST

BRI M P RIIEBE L 2 WASENT~ORBITRIIREL R L eGFR L ), R&E<5g/24hH>
eGFR=50 mL/min per 1.73 m® (Stage 1), JRE&E<5g/24 h 7213 eGFR=50 mL/min per 1.73 m
(Stage 1), /&K >5 g/24 h > eGFR<50 mL/min per 1.73 m*(Stage 1) ® 3 B ICRAIL S o™,

@37k

1. Dispenzieri A, Gertz M, et al. Serum cardiac troponins and N-terminal pro-brain natriuretic peptide : a
staging system for primary systemic amyloidosis. J Clin Oncol 2004 ; 22 : 3751-3757.

2. Palladini G, Sachchithanantham S, et al. A European collaborative study of cyclophosphamide, bortezomib,
and dexamethasone in upfront treatment of systemic AL amyloidosis. Blood 2015 ; 126 : 612-615.

3. Kumar S, Dispenzieri A, et al. Revised prognostic staging system for light chain amyloidosis incorporating
cardiac biomarkers and serum free light chain measurements. J Clin Oncol 2012 ; 30 : 989-995.

4. Palladini G, Hegenbart U, et al. A staging system for renal outcome and early markers of renal response
to chemotherapy in AL amyloidosis. Blood 2014 ; 124 : 2325-2332.
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cQ 3-9

(% - i - B

AL 7 =04 F—Y R BT BlEzEEEDEE
EDKSICHET DN ?

OE” =04 R—Y A TR, DIEESRIREFR CAEE - PREN 12 mm LU EDIEEZ#S. m
BY—H—&EUTNT-pro BNP, [0V hORZY T O LRBRENHSBEZSDEITEDEIEE R Fig
CHERT . FE7 =04 R—2RF, FFEX FFE>15 cm) wIiE ALPED LR (HEEREHEE
LBRD 1.5 B L) (CTREMEND. BR7Z=04 R—YRIF, PILVTZVEHD 0.5 g/BULEDER
EQZERDD. MBEIUVPF_UELIVFPZF_UIUTPSVRIE, 24 BEABRICKBREAERE
RS PEFIRHEDERICIES.

[HEEMDRS 1 2, TEFYAD®WE 1 A]

)=

L7 384 F=Y AT, BIEZIZLDE Lo OIEKRE & 723 BERA R VIR T TOlEE
T WA A TS RE - R fEEEAS 12 mm DL EOIRE 249 2 & g E0e®#TH 5. oo
DB PR R CIE, O SIRRREE, B0 g — T, £SO longitudinal strain
KT RE2AD B MiE~—H—& LT NT-proBNP (% %Wid BNP), 05 b aR= > T flik &8
TFRIGEE L 4 2% LEKTIE, KEM, OB, MEEREE (BE7ayz, Wray s, O
HNEEREE), WEFHE QS /Ny — > (VI-3) ZE%B05. 72EINS0REH I OKT I a v
F—Y AR DOTIER VI EITHEET2LENDH 5. LK MRI D FHLKRETHY, F Y
ST AR BDENET OO E AMGBIEE S IIHBNTH L. T BB OON - OREIK D
Tl &ME~~ b2y MZXDEHBEN S ECV (extracellular volume) 1%, 7 I B4 Nk % i<
B U C R fitilc 7z %1

OB 7 3 a4 F—2 2 Tid, FHAEBRIHERZINT, FEX FF#EE>15 cm) RILiE ALP fio L
A (REEEHE LR 15501 2 TEBHsha L L, T I o4 F— 3 R KR 2 W0 {5
Bz, OFRT Ivf F—Y 2, RBRENOT I 04 FEEPERTHY, 7VT I FEo
05 g/ AP LORERZRD L. LA EE LT, REAR (24 BHEZER) Slifs L 7=
VBIUOZLVTF )T T AMENREE LTHWONE®. OFMMRET I vl F—Y 2L
TUE, A TRAE (FAEHTRD - SEB AR AR E 5 2 WIXE BRI & MBI R 2 B NAHE
WREdE, PUREEZED L. T/, AREEREIC CHRBEORE 2D 5°.

@3k
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ca3-10

& &
AL 7 =204 F—Y AD;EEEIR @ ?

OAL 7 =04 F—Y ADaBERF MESHEEEDINE - ‘BF CEFHROERICSHSD. TDH7=0
1 REBDOHHERTH A MBEERHEHE (FLO) ZRRICETIEDIENEET, T LHMRE
HWRREDE (VGPR), TENFTLRM (CR) ZEMT B ENMBRERERD. e, D7
O4 R—YADBEF CQ3-16 THIDEDIESENRDERN ERERS.

[#RDEE 11, TIEFVADES 1Bl

OREE

AL 7 304 F—=Y ZOHB AR TREZR & ) RENR OB O ME AR M2 /5 2 L 12X
DIERBREEOEITBI U ZR/NRICE EDL I EIZH D, BEMBEHENEMICT S H Sy HE
NCldes (BRR) RIEDVALND. MIEHFWZNITRCIT LT R % EK T 2 RS {, ea%
% (CR) 25 5 NIEBID 66~79%12F & %< & D 1B ORI RS A SN, FHRVRITTH 5%
2012 EICYGET SN R LM T, RS2 28 7212 R84328%) (VGPR @ dFLC
[involved FLC & uninvolved FLC ®#]<40 mg/L) »%i%E &1, VGPR EW B D 3 FE&EAFE A (0S)
1380~90%TH Y, T %< L LERTREBEFEHETH L, E5iTstage MOLT ITAL F—¥ 2
FEGITIE, DIEOIESFAIEATE S N DIETXT VGPR P EOERBITH - 72°. $Thbh, sk
DYFEZD DI MEFRH & LT VGPR IR OEBERAETH 5.

T2, ALT7I0A F=Y 20T 304 F— VY AOFEB L ZOWENFTHRICKE CHBL,
CQ3-16 TRIMEHAIROERPH FIEFITEET LI 20, ThaBiEEE 323 BishE
A 2 VT EICEHIL, #ERA TS (GEFETO dFLC>400 mg/L »2E#F% 1 7 H T PR ki, &
Wt 3 7 HTVGPRICHEL 2 WIES) ThHIMTEMICHBRFEEETET 5.

@Rk
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c03-11

(& #*&]

AL7=04 F=Y R[S LTH CD38 £/ 70— ILirlFd
FEaED ?

OFBEDEEM AL 7=0OA R—Y ZERIICK UL THI CD38 T/ 70—FHILATH B ISV AN
TERIVTFVED, YIJORRAT7Z7IR, FFUXAIVUICEREETSDE (D-BCDEE), IKRFN
CRZE, 6 HARRDERE=MRZERICALIES. XEEOEEME AL 704 R— ERIICx
LT D-BCD BAIFIRIFRDIZELEICHNE DT 5NS.

[EDEwE 1, TEFVADEI 1 A]

)=

KEBOEHME AL 7304 F—Y ZEFICH LTRLVTFYIT, Y70 F5AT773IF, FFH 2%
V' v (BCD) i L $CD38 €/ 7 u—F Wik TH 555V 5~ 7 % BCD #ikiC L L7 D-BCD
WA L U728 MARAERY (ANDROMEDA B¢ Tid FEFTHE Td 5 i F#hEe%%) (CR)
HAHIBCD #eik (181%) &ML T D-BCD #ikME (533%) THEICEWI LG shz!. &5
\Z D-BCD FEi: 3 CAEMBIG 6 7 HRE MO0l (415%), B (53.8%) \IhF§ 2 HgsZsh® b BCD
LR L THRICE W E DRI TS, SR EALF R I3 11 4 A o Blg i dh e
EORE T CHEE L HICKRIETH 2 D00, MHEALEIEIE D-BCD #EAS BCD #ikibt & ik L
THEIZEWENIIH -7 (HR:058 (95% CI 0.36-093), p=002). F7-, Cardiac Stage I, 1T,
MA WFROFFIHINC BT S D-BCD #i:BEABCD Sl & ) & BT 2 M2 IR, IResah=s,
A4 R MEFRDSHER S N2

—7J7¢ ANDROMEDA #7513 PS-3 DL L, eGFR<20 mL/min/1.73 m*2LF, NT-ProBNP 8500
ng/L U LED%ER) (Cardiac Stage IIB) XA I NTE Y, EHIREEAR K 7255 R0 ik g5 b 2 258 B 72 i
B3 % D-BCD B O MATRHIIE R 2 BT 5.

@3Zmk
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N Engl ] Med 2021 ; 385 : 46-58.

2. Minnema MC, Dispenzieri A, et al. Outcomes by cardiac stage in patients with newly diagnosed AL amy-
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ca3-12

& &)
AL7 =04 F—2 R[S LU TEFEMEFMEBETFEIFTD ?

OBFEMEMMIATHER AL 7 =04 R—Y ADEELETH 2. BIEERE R DEHTIIEREAR
EROEWETHE U S A CERSMEHMIEBIEZZEEINETHD.
[HEDES : 2, TETFVADMES 1 B]

OfESH

ANVT 7TV - FTFXFH 25 (Mel/Dex) #ik & HR & MBHIEEAM (autologous stem—cell trans-
plantation : ASCT) ZW# L7-5 v ¥ 2 {bikEricid, ASCT (OS Hdefii 22 4 H) 12~ MD #: (0S
HIES7 7 H) DEIPEBICTFHREIETH -2 LA LSS ZORBRTIIBMERE ML TRN
24% L EbOTED» o2, EHNB XN S 0fE CRBMERIIECEIIN 10%TH Y, FEHEM
Mgk T ASCT OE WAL R RREI B L 5 2 22 HeME2 3 525 Mayo Clinic OB HIBIEIET %
(TRM) (2B 2815 CTld 1996~2002 @ 28— b T 145% CTd - 72 TRM %% 2010~2016 D I F— + T
12 24% 12 F TIRT LT 25 BRUES & IEBMIER 2 LIk L7z — 2 - 2 & b u— Vif5E CIdB e
Bl (44 0S 71%) OFHHIBAIES (44 0S41%) L0 b FHREIFTH- 720

ASCT 24T ) BB OREA N T 75 VIZlH 200 mg/m* %2 #H5-T 5. VAZBEHVEEZ SN B
BITOHGILEIZONTIIEMEZD HIRE I N TV SO D 575, BUKE S TIEBIE 2 JL #1345
LW WD S OBETIZANT 75 ¥ % 200 mg/m> TG L 7313 140 mg/m?®H 5 i 100
mg/m? N L7223 R T, ARIC CR %DV K (428% vs 242%, p<0001), F7:0S b BAEFT
Hotz (844 vs 384E, p<00001)% ZEHHROFE I SIZBRIIBHITb VAL WEHN SRS
A3, ¥eha % g L 72w & IR BRI AAAE L 2 .

ASCT (2 RM RS O N B HEMEE LTKIA (CQ3-13) Ddig Akl 2 72 3 hE 5t LTl
BRINAT) S AR INTE. —H TREP DB VERHE SN L HEMRE L L CHITH (CQ3-11)
LRI E N TWA D-BCD ik MThbN b L H12% Y, ASCT OfiiEoIFidZtL>25 5. EHA
(European Hematology Association) & ISA (International Society of Amyloidosis) @7 — ¥ 7 7
V—=TDHA KT 45T, D-BCD #iih & O RS AL & o TILRFNE 2R DB S h iz
FEBFNZ BV TIL ASCT % MUKW TS E TIEMIT 2 Z EAHER I TV 5.

P& b, 2024 FEORER TS & 2 BN LTIE ASCT 2 Z T 575, L ARB%ROSE
BN X o TASCT 479 Wl 2 JEf & L ITHE§ 5 2 & E L.

@37k
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3. Sidiqi MH, Aljama MA, et al. Stem cell transplantation for light chain amyloidosis : decreased early mor-
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4. Fuchida S, Kawamura K, et al. Retrospective analysis of autologous stem cell transplantation for AL amy-
loidosis : A study from the Multiple Myeloma Working Group of the Japan Society for Hematopoietic Cell
Transplantation. Transplant Cell Ther 2022 ; 28 : 76-82.
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Clin Oncol 2015 ; 33 : 3741-3749.

7. Perfetti V, Siena S, et al. Long-term results of a risk-adapted approach to melphalan conditioning in autol-
ogous peripheral blood stem cell transplantation for primary (AL) amyloidosis. Haematologica 2006 ; 91 :
1635-1643.

8. Sanchorawala V, Boccadoro M, et al. Guidelines for high dose chemotherapy and stem cell transplantation
for systemic AL amyloidosis : EHA-ISA working group guidelines. Amyloid 2022 ; 29 : 1-7.

c03 13

[i&

BFEMFFHMRBEIR ED XS EFEDEINICEDD ?

OBEREMEIEBIEDEINFFZHERICK Y BIEDH, EERDAEZNRIFNEBEER & 5D OTEE
53, IR EHICEREERC DV CEMMER & EET BT ENEE UL
[#EBODEE 11, TETVADESE 1 B]

Oz
RiEH (CQ3-12) ®EBY ANT 75 ¥ - FFH 25U (MD) #ik L HFEEMEMIEEH (ASCT)
ZHB L7727 ¥ 7 2LRBRTIE, ASCT (OS houfili 22 % H) (2H~ MD #i%E (0S i 57 4 H) @
E)DPHEBCFERIFTHo72L L Lads ZoRRTEBHERENETRN24% L XD THE
<, FEHMMFTO ASCT OV TR EL G- 2 - TRErD 5. T2, 2 OBKRBRD
)5 HEHE L Performance status (PS) 232 LT TH 7225, T O@WILEKEDL L1455 TH - 7= HEME: D
BHIhTnb
LR T@ﬁi@?’l‘lﬁf‘ﬁ?ﬁéﬁ%t?bi% 5% F TETLTWA?, ZoBEE L CBb) 2 sl
RO END L) o ERBANBOESEHMPH L L2 EAbIToN5E. HMERICE 5
THISHEIIETRE2b00BB0RALM LML LT, O70ELT, @LZERLE40% DL,
@NT-proBNP 5,000 pg/mL LLF, @#FEE Y IIVE ¥ 2mg/dL LLF, @MY TOPGEIIME 90 mmHg DL
1, ®Cer 30 mL/min BL L, @DECOG PS 0~2, ®New York Heart Association (NYHA) class I ¥
7230, HIFenst FEREEOLASE, 3 Y M- VAR ROKKEE, F 728 RS X KT RZR
HALET 304 F—2 21209 Ml % 5230 2 FEBE IS & L. ASCT 2179 BEOKREANT 7
Y R 7 DBEGEERTIEHR G- B OMEZ T A%, BHUEIGIEE & R ISR LD
B 558,
FRBEAERICL Z2BICIEETH 5205, MIREEIIET 5 RS D BALEIG B X B 179 K
WzEzRET L) ZTEETH L. D-BCDHBEIZ X ) BAIZMEANRNIHONDL L)Xk o722 &
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M5, BHBEAHHE % B % B CEMEAFRERICEERBN L EOEHWRIIHE O NHEI
13 ASCT 24T ) K iZ B S8 5 Z L MEINTWD.

ASCT O#IGH £ U7 ) RO HIBHI FRICHEEL ) 2 2 25, BiLEREE 2 5N LERICD
WP DI H IR & T 5 2 LR S B,

@3k
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5. Perfetti V, Siena S, et al. Long-term results of risk-adapted approach to melphalan conditioning in autolo-
gous peripheral blood stem cell transplantation for primary (AL) amyloidosis. Haematologica 2006 : 91 :
1635-1643.

6. Cibeira MT, Sanchorawala V, et al. Outcome of AL amyloidosis after high-dose melphalan and autologous
stem cell transplantation : long-term results in a series of 421 patients. Blood 2011 ; 118 : 4346-4352.

7. Sanchorawala V, Boccadoro M, et al. Guidelines for high dose chemotherapy and stem cell transplantation
for systemic AL amyloidosis : EHA-ISA working group guidelines. Amyloid 2022 ; 29 : 1-7.

cQa3-14

& #&]

AL7=04 F—=Y R ULTH CD38 £/ /0—FILHlk&
BFEMiFHBEUN CHBNEaEES DD ?

AT—hXV K
OMILT VI TZSUCHAEEY, XIIT7S5Y -TFFYAIVY (MD) EEDEEERRELS.
BEREL LT, RERHRECTOT 7V —LBEERLGEDSHIEBWEICEUIIBER, NVILATF
VHRAWLLNS. MREFRELT, 7S04 RE/JO0-FILHE, BCL-2fAEER, “EHEMH
5% CAR-T HifEE A0 EDAEBRAENE T TH S

[HRDEE 12, TEFVADES B

OfRH

BAEIE B L OIS ER VT IICBWTH, EREARLE L CBHEORIERIE YT Y A< T
ERVFVIT, YrukA 773, FFHAS VY (BCD) ICEFE L72D-BCDWETHS. L
PUMOROEETY TV A TBERTE R VYA, BCD A IEshE (LI VA
7 %G L7 BCD SREHALCTOE AR TBISIMER & 2 %), BRI 3B W T BCD #iE%
Z1F 72 230 IO 5 H NN T1243% ASVGPR UL EZER L 72! ANV T 75>, FF¥ 45V v (MD)
WECRNV TV I 7% Fafed L7 BMD #tikid, AFBCTHE T HRBROMRAME S Nie et &L AR A
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RENTWEL BHIEBIGAER 2 x5 & L BMD #ik & MD ¥ % [l L 72 45 MR Tld, BMD #
FEHEOMEFNENDAEZIZRIFT (79% vs 52%, p=0002), &AEFEHEGOUFHS X OB TEHE DK
AEED7z (HR 05595% CI, 0.27-0.90)°. MD #ikizE & < HRB RIS G ORHE B & Ll
HERTBY, VTV ITHHATERCEEICHEERIB L 25 (72721 BMD #ikix AL 7 3
O K= 2 L TR TIRERIMER & %2 5).

Bapm L LCid, 2REEMIEARRECH 2 ENHER KM T o7 7V — A HESE, XV FLaR
F L OEFEERTHEDDH B (AFTIZAL 7 I 04 F—3 23 LTRKR). kit i
BB OB X 250387 0 7)) VRSO AN % A LR RENE Th o 7208, EET I |
A FEAEBRBRBEARLIZENE LT/ 7 0—F)uiifk (NEOD0OL [birtamimab] 3 & U8 CAEL-101)
ORRESEDLENTEY, v 707 7—=JICX57 I8 FEADERZ N LZBEBREMOUEER R
WDV T HERRBCHEEFR TH 257, F 72, H5 - RIS LTI, t (115 14) BEERICH§ %
BCL-2 fHEH (N4 hZ 527 )8 B-cell maturation antigen (BCMA) ZERE L2k X SHESHE
KT (CAR-T) Mifafei® “EHFEUNK "2 o b BE shTws (RBTIFAL 7 304
F—3 2128 LT d RiKeR).

@Rk
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©ca3-15

& &)
MRFHHNRIEEDKL S [CHIET DD ?

OMmFEZHIZIR (hematological response) ¥IFEIF, MIESH X URDEBREEEDIERS K UMiEHE
B (FLC) DESIVHICEDE, T2H=W (CR), REEBAEM (VGPR), Bo%=% (PR), &
BEEM (NR), E (progression) @ 5 E&REICHIFITITS.

[#ROEE 1 1, TEFVRADES :B]

OfESH
EHRRHEOEB 2 3 v v A1E 2004 FEOEFET I 0  F— Y ZAEXOTF Z/8— b5t

WM E R ICHEAED SRTB D, 2012 IR SN HEIEGTHREMBET LI LIRENT

WA ZoRETIE, MEFEIE (hematological response) DX, MiEH X CIRDOGIERE

BOMESB X OCIMFEEEEERS (7)) —54 MFx=—, free light chain : FLC) ®fid X U°lbiz3—o

&, DTOSERICHT TS . BCRAEICOWTIE, FLCHZSIERIL L TWwW W4, uninvolved

FLC Ofiti7s involved FLC %8 2 T\ 2 LE2dH 5.

OIMiE B & CROGERFEZHEREYE, 2>2 FLC O k/ A ASIEH OB 13 524285 (complete response :
CR) ]

@dFLC (difference between involved and uninvolved free light chain ®# T2 1), involved FLC &
uninvolved FLC D ZDHMixHMilE) 23<40 mg/L D35aid [k B 525 (very good partial response :
VGPR) J

®AFLC DB RNy >50% Th L4, [E8592%%) (partial response : PR) |

@LROVWFRIZH YL L aWwIGad [EEIEZRZ) (no response : NR) |

GOUToOWTN 23841 [HE (progression) |

- CR A5 0METIE, MEADOHM 7213 involved FLC O H OB (BEHI 2 f52L Lo®inssd
Z)

- PR 2> 5 OHETIE, MIEF M &EA50% 2L RN L C 05 g/dL Z W& 723856, F7213Rp M &1
50% LA EXEIM LT 200 mg/ H ##8 2 724, % 721% involved FLC 2%50% 2L E3#m L € 100 mg/L %
R,

B 15%FEEDRER TIXHZEICIER FLC 5 \Wd dFLC<40 mg/dL BLFTH Y, ZD X ) 4%l

BAIX T BEIE O RO A OB & BT 50

@37k

1. Gertz MA, Comenzo R, et al. Definition of organ involvement and treatment response in immunoglobulin
light chain amyloidosis (AL) : a consensus opinion from the 10th International Symposium on Amyloid and
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amyloidosis based on free light chain measurement and cardiac biomarkers : impact on survival out-
comes. ] Clin Oncol 2012 ; 30 : 4541-4549.
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3. Comenzo RL, Reece D, et al. Consensus guidelines for the conduct and reporting of clinical trials in sys-
temic light-chain amyloidosis. Leukemia 2012 ; 26 : 2317-2325.

4. Palladini G, Schonland SO, et al. Clarification on the definition of complete haematologic response in light—
chain (AL) amyloidosis. Amyloid 2021 ; 28 : 1-2.

ca3-16

& )
BRPR (f@28) MRIFEDKSICHETDh ?

OlEgsxIR (organ response) DHIEIE, DVMEICEI UL TIE NT-proBNP & NYHA class DiE, &
EICBEUCIIREAE & eGFR OX¥E, FFEICBIL T ALP EFFD 4 XDE, ®HRICEL TIF MR
CEREDYEICEDVTITS.

[#REDEE 1 1, IEFVADHES (B]

Oz

lig#sah 5 (organ response) DHIERKIMEILTOEBY TH 5.

LRI LT, X—=Z 5 4 ~® NT-proBNP 252650 ng/L T# ¥, NT-proBNP DA A3 >30%
2O EAI>300 ng/L THEYE, H5HVIEN—ZF 4 O NYHA class =3 TH Y, 2»0o=2 Bt
FEo> NYHA class UGN D 23956, LIEOIEENA (cardiac response) & ) &SN, LTk
EAEICHBT S 72720, HREERITIE NT-proBNP 12 X % 3Hilild Wi T 5.

BRI BE L CiE, =25% @ eGFR A T SN 5 Bl o lis et £ 4T (renal progression) 7457
{, 22230%DH 5\ 3 05 gRili~D 1 HREHEDRYHE SN 728E, FHOBIEFNAE (renal
response) & ) EHE XN, BF# renal survival CIFROBITEADAME) & HHIHET S

JFIEICBI L CTl&, "= T4 @ ALP 28X IE % LBEO >15f5H 0 (374 b b T o lE#s b
(hepatic involvement) 233 1), 2>2>50% D ALP #5526, 5 WIZHEGERE (¥ v F
7974, CT, @EWKLE L) THEE PR EERFTNICB W T>2 cm OO Y 4 X024 s h
7285, WO EZF5: (hepatic response) & b &g SN 53,

MR LT, R EERAEICB W TREREOUEEDNE SN2 RS, MROEAE (nervous
system response) ) LHEEN B (EOREOEREORHEEZD > THEETHNIERES N
TWVw),

FERUSN OISR (72& 23L& % &) ICB$ 5 organ response HlEHED T U U F A IFESR
TV,

@3k
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©cQa3-17

& &
ALD7 =04 F—2Y AU TED K SEREDHRERINDSD ?

OBEANFEEALE, MOREDL7=Z0O04 R—IYREREIMDYIERVL. AL TR, BEERE(CH

I BLEEEDEER P EHEEEE - HIIEMR EDHEENRIRBICED ), DASEEPRENR -

GEEZEDBEICOVTEY—BHLDIFEEILSHENHS
[HEERBDIEE 11, IEFTVAMDIEE : B]

OfRH

AL LT 384 F=Y ALDRK, A%, LEME), BET70 Y 7% E%2RT05 Mo e
HATHHL BEAALRL TV, ZOMEE LT, ALOBE, 7304 MRS IS X 2R - #0
GREEOIINIC, HBRENATH S FLC IZ L 2 08B~ OEEEGE (Fk) 2RBICFEEL WS
EMTERH ISR T VBT,

MOIFR LD ) %<, WD 5V ITFIRIEE W7 BREAEEOEESH.LTH S, AL TiE, #F
THEE LTE7IuA F—Y A2 2 LERESEHZ b, FURSED SUSTEAEAL L, O BLHSH #HE
WC%h256055.

AL 7 304 F=Y ARBIERMEMNEZ & 72 L3 <, ZORKNE LTHRMREEDIZIIC, O
OB OWRMESTRH I NTBY, ETLAZALLT I v 4 F— 3 A2 TIEIGHEHINE <100 mmHg (&
FHARNTL 32 MEERTEROD 2384 %KE - FIELAEZK S 2%, LEIG T THEA
HEHT2HELH 5.

ALLT7IOA F=Y AZBIT20BMEBIOERFIIHREICL > TSI EFIE2225, 56%ICF TRET
BEMEDSH 0 ATTR & FIBHC BRI QS A EEIC 2 5. ALIZBW TS, MKBEY 22
A a7 LR E L, DEMBIE RO S, TR0 0 S PIBREEEEGT 5. B AL k) A
IHEBEVIREREEZ SN TE S, WHETH ONMBRRAET A2 REIERH S Tws. AL
BEAREE LT, BRME XN TFRZIERHLE T I 0l F—Y A0 bERINZ R L84, Ll
BA 9 B PUEE RS O W B ORI WHIEE L i L2 3 A L e R E R (EXHT<
50 IU/DL) & —MMICHEEREORZ L SN TWDEDS, REICHTLZET Y AE4R <, TR
BICIEALCHMSM O M 2 E T 5. F LVILREEZ 29 AL Tl DI TIC X D @B 204
W2z aetErH 0, LB rate control ICHET HHE0H 5. 70y I —3—HINICES
BWABREL BV EEZ LN, KEISTT AHHITIEELE TS, CRETALICHLTREREINTE
VIFYCHELT, HHORELZHREL2MEDH 55 AL I LT Cakifigins i3, Y
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FrELE, FHBEHL 2.

AL EF72ICBR SN2 BHO 90 HLUNIETE O 1/3 ALOIRHROZERIE L B SNTB Y, RIK
PARBIRCAZEREE OS5 R ST w2 BANR=Z A — 7 —HEARDGFRGY 2 27 %5
b, PRI AHET R IR TWEL L7 Iaf F=3 2I2B0T, HARR—A A =% —
FAAMIZBEH Y OB CTERSNT VDB, #EITL/ZZALLT I 0 F— 3 ZEFIDORRIEITHT L
TPHERLIREIN TV D, FIEHAERICH T % ICD oFAtEIC oW TIEERZ ¥ 7~ A1
e, EBIZ LIS B WA B LED D B0, —EOWMETIE AL LT I 24 F—Y RIZOoWTHY) %
ICD ¥ a v 7 BFERICBEIhZLELTwD R

R UK BRI bR ik, A7 a4 F, 7a57 v —aMlEE, 73 ULHliL &0
BEAMND L VILOHEEZREHAE LTORL ) 2HHBE TN TE Y, HHHET - B OO 1 E -
AIA B OB RERE ERRED ) A 7 SN E 3 EATEE L 2 51 Fi5E, AbEkBG, —IR A0
RNEOWELE X RRT 5720, PG 1325 ABETCMEREE=5) v 7 TELRETHE
WL, +aafREICEZBARLTOT 7V —AMERORELR E2ITWD, LS 2 eI TFE ) -
WBETE D LM 5. ALFFEOBIAIEH IO MRI 2 V5 2 LT, DIICHHAE LT 2
04 NMEOBEM % ECV O T E LCHERT A EHNTE SRS
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AH7=04 F—YRAZEDLSICEET DN ?

OAH7=Z04 RF—YR(FMEOE#HZHRE L, EHNUBHETEAICHRETDHDOZ AHL 7=0
A R=YRELB. FNBERETHY, BRICEATIIET VRFRL. BERBELILEEECTTER
FESNBY, EFEFREROEMFN|ESN, AL7Z04 R—YRCEVUCEEZITO L&
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OfRH
REREMBE»SEASNZE/ zu—F v fErur) vy (M&AH) &8 H#H) HROT 3
U4 F—=Y A2 AH7 304 K=Y X, HEKROC LM 2HkET573I0f F—v 2% AHL 7 3
Of F—=Y AL XA AH/AHL 7304 F=3 2R EbDOTINLRETDH Y, fEro 7y g
TIOA F=YADT3% LHEENTWEL ZOWGIEIBHICL—F—~<f a5 4Lr P arTH
ML TInd FEAZMBL, Sdkra~ 75745 F LRGN (LMD/MS) % &
NZHERED S OWETH V), RIEHILENBWSHEER Z & b D ) REOWMH B TFlIcE & F 5.
Nasr 5@ 16 BIOBE ZBFEMRTET I 94 F— 3 X LB S NIEG 2T L7 b 0T, AFEDOEH
ELT, WHEID WL, £R%EM M EAEZRD, RN AMCE AR T ORI
W2k, MROBEEIENZ L EHIFTWBL EE, AHHSHWIF AHL LT I 04 F—3 20#HiE D
BARSR, BUMNOREL LTILT I 04 F—Y ADBE 02 KIEDEHFIZOWT, Nasr 5Ii3HEE
TRreSbEL16BIO AL 7304 F—Y X DB TFHRRIFT, 152K 3 &6 TbyiEe b
RBMAAT OB RARIL 2% L WME L T2 BE, EFAMETHEVARBRMOIENS T Y A~
TRRNVFVIT, BCD (RVFVIT, Y270k 773IF, T3R5V Bk EHBEER
DOEMPPHE SR, AH7 304 F—Y ZADEFE AL 7 I 04 F=L A TfFbh T &Y,
AL 7 384 F=YAIZBWTIE D-BCD HE0 A AM ML ESNTEY, AH7 I 84 F—Y A8
FAIEF Y23 %WA, AL7I04 F—Y AWML THET L2 E0ERIh 58
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PREM AL 704 F—YRAZEDLSICRET DD ?

OFRBEM AL 7 =04 R—Y ADEMFRIIRIFC, BRIELERBHARELGS. HROIY MO—
ILZBNE UTEBEE L TIRARIBYTRRN D > £ B—MRINTHS. ZDIED, BEHFEEPATOA R
BEDRNINZTENSDS. BREM AL 704 R—Y ADEREZHTHY, SARICERERS
ENBTEHB.

[#BDEE 1 2, IEFYADEE 1 B]

OfREH

REBYEAL 7 I 04 F—Y A0LEGFRIZEIFT, B IIBEREREBE L 25, BT AER]
BT BEROHMIERD T Y ya— Ve hb, LeLIEG~45D3DBETHEREZEL, ¥70%
DEZETHEICL > TERPSHE L2 WESNTWE?. 7304 FIEEOERY (1 AT 238
AP, YIRTEERZED &) 22 o T, HEEORINIITbNAS.

Mayo Clinic *5 @ 413 BIORREME AL 7 I 04 F— 3 Z0O#ETIE, SHEHIERA 61%12fTbh,
28% DIERB) THREBBILE - KFHRED T b T 722

MEBHGLIRIZ D o & b — R EBET, L7 IuAg Fe73Inq FEEoBEMLE oM
HEPYRL S EDTELME—DREBELFTELBBETDH .

HEBDIET I vl FEROBEMRAENE L, 7TIuf FEOEEZEHETLII LAY
ELHBEE LD, TRICIEREHREE, £F 23RO T 0L FRVE Y ERENEINS. B
R AR IR T L R WIRFTEATEIC BV TR 2 RE SRS H 525, hELET
I FERICEAERED 2. 2704 FIEBICHE L CQHENERH S BT 2 Bk o C 5
YAREV. VAFNVAKFFYF (DMSO) RanbF RS AMECEHLTIEF Yy 2I2E
Lwv., BEEMEAL 7 I 84 F—Y ZATRBOFEMZIE burn-out L7ZIRETIZE A LD LNT,
LYALFREORMIBIE R VWEEZ SN,
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WL IR SFAET 5. MRS CIRMRPIREE % X235 AIIRED 77— 7 VR B Y
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@R ZRRREME AL 7 I 84 F—Y AT, ERPEETH 5 5HE5 1TV R E—RIRE 2 5.
RE - JEIORETIE, TR ELTFRAEL E-3EMALH Y, BIFEAL 7 IT A4
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REEIEIRENIZE 722, TV AT R=ZADERICL ) BESRERDEIELNDL T TOY
WIS S N7z T v 2, (LA RERGER D IBGRRIHE O NS £ TIEIREI2 25, Lizdo
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LTW272&, B R — P27l oible#it L T ZEPHEETH L EERD.
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