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TIFESRSE 2024 ; 48 @ 6-20.

L7 IaA F—v 2SO

M

TZ2HE

201943 H26H, € X7 A%k Fe v (—fK
BRI FIVAATNVIY) B8, BRR/FER
b7 ¥ 2% 4 vF v (transthyretin, TTR) 12Xk %
DERE~NBIGIER S iz, THERT, FHH5EY)

IZRE5 3 N3 Z L 2R T 2 HINT, HAMBRERY

2%, BEOREVWBNOb &, BIEXUES LS
ZEMERMERZREL, i, BIEMFEHMRN
TN TWS Z L &R - RS 2701z, EH
B LTAHRIBFZEIT) 2L 25t LT, BIF
Bk Ybessm—iE St 23, BEFEE OO
L0z, HEBEREX2REBEIWHEFEIERE
TLZLBROLN, TN HT LHRETHEE
TLEFE LT, L2L, X, 7Iu4f F—¥
A X CHEBL ULV, RETET 21T R
B, REBLWERTH 5, KFFTIX, FRA
THOMEET 5L 25 %R, BEIFENOLT I 0
4 F—y APBEOHRLBEEIES

& C®ic

73IuAf R—VRIX, 7x—NVTF4¥7 (FTH
BA) RIGOBEZ ST LLEAEIERE - R
LTT7 IuAf FEMERERL, OfF, EE, BE
T EOMBESMNEEITIE U, Sk EEs e AL
Mz RETHE Y, e P TR VY NS R —IK
(F73uA4 FB), BI7Iuf F—¥R (B23
suZu7)v), ALY I uAf F—v R (fES

MR A IR 2 0 M R L 51 i R i o R

(3F154E11H29H AFE, SF64E3 H11H3H)

u7) V), FRAEY Iuf F=a—uNF—
(TTR) %X U & T 236/BED7 Iuf F— R
BEIbNE Y, AMHEET X2 2EAEN, wih
LEBLHEEDT I o FIRMEEZERL, a0
WEA LB T, DRI ET 20
%ﬁfnfvvﬁﬁniémwﬁ%&)7<U4
F—¥ R, TTREEDOZERMATTRY Iuf F—¥
A, ZULTHABATTIRY 30 F—YAD3DOT
2% (#E1),

KETO7 I A F—Y 2OFERIZ, 4EM100
FADIz) 8NLHEENE ), 20D b, ALY
IuA F—v R (4EM3A/I005AN), AA7 31
4 F—v X (4£R/0.8 /1005 N), BFAERATTR
7oA F—v R (AEM0.3A/100H5N), HEEM:
(EER) 7304 F—v 2 (4EH0.4A/1005A)
DHERTH 2, XPItBF 2730 F—v R
EFEZMAER (20144F) 132,218 AT, 7oA
F—¥ 2 0BHRRIZI005 A H 72 D17 L HEE
sha (EHIE#R Y ~ &% —https://www.nanbyou.
or.jp/entry/1356) , Zhix, BEAEHME L, X7
FIVAAT NI Y (B &7 V8, Pfizerf &
) R ZER/BERBATTRLY 3uf F—Y A~
BISIER L, By v F8H [20204£10H 12" Tc-
phyrophosphate (*"Tc-PYP), 20224F 2 A 12*"Tec-
hydroxymethylene- diphosphonate (*"Tc-HMDP)
) #DWEL LTEKRT2HODOTHY, kP
Wil 23% < IEFET 2 AIBEME D D 2, HAMBIRMBY S
Cr R V5 BEAFIBREGRET I X
20224E 3 ABUE, &7 7 I VAHHE S N1 ATTR
07 IuAf F—y 2ZBERIILA02TH 5, Fs
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D7 IuAf R—yAPEEHY T 520194 6 A »
L, D7 304 R—Y RV THBRE~ABMN S T E
HEFHEMER (K1) T, WTFhoRizED 2
L70% %8 2 72 (20234210 B 30 HIRIE) o

1. &¥, &, 07304 F=>Z2H0?

B ICEEMLt s, RIBTIHAI1005 A
DOFREEEI VD LBEENY, ZoFiz7 3
DA R—YRIZLZOLREBEVNEHET LI L E

BH BE:L7Iud F—yIABROER

ERITNETH2, DT S0 A FHERT 2
&, DREOHR AL TICLEEIIBE LR
ARE%AET 5 (heart failure with preserved ejection
fraction ; HFpEF) , & LI #7325 &, N
WAETAEL, EfTErOHEREOLARLEET
% (heart failure with reduced ejection fraction ;
HFEF) ', Hfhd 0RO REEBER, 5-15%
(HFpEF) "', 11% (HFrEF) ¥ 2SATTRG7 3 1
A=Y ATH 5,

1.
J AL par it B R
BB 1 E G 7Y VR | FIVRFALFY | FIVAFALFY
PECREVL PN i BRI T et
AR T, OME, T | ROl SRR | RO, R
i, AR/ B | /AR, B e, FIRE, WM
g, HALE R, s i
el W>% =% B>>>%
s MR IC X 5 | 30~50 e L v | 70 AR IS »
B DCyBorD i [# 4 | 277 39 % (TTR | 477 3¥ % (TTR
FYIT(TuTT | KEMH) ~Fv T | RELHD
V—LHEE) +v | v/ TrIv T
suFRA77 3N+ EETIAIL vy
FXYRAX VX | v IR
Sy n=7 (e M
$iCD38 €/ 7 u—
FFi) ]
6
5
R
=
2,
- 3
i
g 2
1
0

1. L7 304 F—y 25V TERRZEZTHBRENEN S W BEROHR.
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BEREE H48% 1% 202443 A

ATTREDZZOA F—RARIE - EBDAX D
— X b —proteostasis (EHEEREMHE) OB
BOS7 oM FRERORR TS 3 —

Dobson' 1%, [Societies changing more rapidly

b

than molecular evolution can respond ; (722N
YL ED) FI O F— XEEHIL, 2EL
HEDEWIZHDF L NADBRETE Lo OFER, B
ML) LBRTWSE, Thbb, 7I0Af F—
VAR R LR ERERBEER D 725 L 125
TH2Y, HA, DEFZE, WA ZRNTZ1105%
MU Eo@EihE v RREHRS 2 &, ORBIZIZTTR
7 Iu4 FigEoER TR 20, A4 (F4E
1075%), FASA (EF1081%) BEFTH o tN
TR OBICTH D, TASAIFI05EEEETH
LOEORTHEL 75 2 2%, HHEM@EE T
ATTRELLT 34 F—Y R EBMS N, B4
BTTRIZME & & ITHB~EET 2, Z0ES
WSEW &, —EOMIEAEREEIC X SRS
TE2OTHLI, FEHAD 730 F—v 2]
ICRBEBLI:ZLEZHLARLIZZLET, HEAS—HK
DAZIZHIBEND & 512% 072519,
MNEETEL N EHER, BO%o %l
(thermodynamic principles) 12§\, —XIGH L E
HERYRFF FHBID 727z T, HWREN LI
HIEEEERT 2, 2hE7x—NT 47 (T
DEB) RIBEWI >, 73 —VF 4 v 7 DM

FIZRBE 4T v _a v (heat-shock family of
proteins) (ZHSBEREMBETL B L, T4 —NT 4 ¥
7 B% (misfolding) 2582 D, EHEOBER
EMRET T2, %72, &Moo FERE (N
B, BRMEMUpHER, iR, BuBeH) X, 7ax-—w
FA v ITRERMESE2?D, 71 —NFa VT
BErshLI-BEAER, [2vxFv—-7u7r
7Y—A] ltXVBEENZY, LaL, Zhs
EFLABEs AW E SRS S L]
WO A ) I<— (BER) RS, FHoiR
i (protofibril) 1ZffFE L, BER7.5—10 nmD 7 3
O A FigHE (mature fibril) RS2, T4b
%, “proteostasis (BREIEEM) OWBiE” 287
104 FgEROBEETH 5>,

7IiuA FRESREREOMBITKL T, B
THBLIAEE (ZuxBy—1) L2V, K
WA Y T~ — (BERE) B & iR o=
B> LR Y, HFHMEER B, B,
By 3R, &BAA Y LS, 7 I oA iR
FIDKEFRES) ITX D SLICRELMNEEBE L T
2%, @2z, ATTREDLT 3uf F—3 20
Femrdo TTRIZFFIK L MORIEE CELES I,
BEAIIZTEO7 3 VBEEILL ) HFRIX
14 kDaT®h %, TTREZFRPEAVEY TH B Y
fuaxyy (T4 LEAL, T4D15% % EMT 5
(75% 1394 oo VEAEEMERT 2)™, %

Pathobiology of Transthyretin Amyloid

o8 ] &
) \‘ - S
i’ A > — ( ?

S “NAVY r.-‘ ~

Foides Mastolsed 11\
MONCONTS  AMYSIAgeNic  Amarphous k‘[ lr‘i

Ruberg F, et al. J Am Coll Cardiol. 2019; 73:2872-2891h" H #rE|

b |
Small (8 |
cligomers 7
E / %
£ Aol
Cardiceycpathy

MONCMers  aocregales  Amysold
fonls

Perpheral andlor
Autonomic Neuropathy

B2. FIvA¥ A vFY (TTR) 7 304 F— RDFKEHF.
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T, VF/I—VIEARERBELOREAET Y, €4
IVADEFETT, TTR-VF /) —AEEERED
BEBRIERENT 5, EHOTTRIZBY— MIE
ORhE T, ZEAFRESS 5IZ2EME(L (dimer of
dimer) U7:WUXAEE %S, M TR EMEE
(TTR tetramer) & LCHERT 5, AEMEAEE
Wiz 2 2oH 2TAREAEM O [ZEE -] M
OHEMEAEORKEA X, NEKRORIERETIX
2 OMENEREOFBESBANAELT 5, WHWITY
F—NVT 4 VITEREZEZ LIEER (misfolded
amyloidogenic monomer) 1%, BVIEH% 3% ) WA
HETTRE /= =% ) I —1l% 5, Z1bpBE
FOT7 IuAf RIS s &7 I a4 P
BELIHET S5, 7 I u4 FiRMEE, M
B(73v, ay=—Fv, Z7V9a¥y3I /700 v7%
&) LHITOBEE IS T2, b offil
AEERSET I 04 FiftoBEREE TS
L, 7077 —X¥OEELZITIZ T 5, LG
EiX, 7oA FEHESOHRE LS LEBRT 2
PITn, WHEEE )< —2F ) T — DRV
FaEHIz £ 2",

3. 73094 F—YRBRICBIFBEY b7 44—
RELELR ATTROLY S0 R—Y R ITEHE
M, FREERBORERMIZZY (M3), 21w
Z, PERI, WFEOFMREP R OZFM b
BEE LW (K4A) , FHROMPWEB) ISR LT

BH BE:L7Iud F—yIABROER

72®, DEET, BENIRVOEEL LT 2BILF
ﬁ%ﬁﬁﬁ&ﬁ0<%A#%é(E@%

WELr > r S BEEEDER DI OIERR
J%F D 5 o MG EBEST 2 (K40) ., 12 LEKN
T, TEZFEOEEBMNM=5 mm (0.5 mV), {BFE
#x—v LOBEEOBEL L WO IZHT R
(VL V2EE) TEEQMD L CIZRKOEER
R] B8Ab02Z LMD D, LEMENTT, (B
HiROEEZEORE W] LFRREINDE (K4D),
MRHECRRE : OO For=y— TIRE

(EE#{8 : <0.014 ng/mL) ®kHIZ, 73Iu4F
MR I & 505 fREE 2 RS 5, BNP/NT-proBNP
B> DATORELMS 2 &KL, L,
L7 IuAd F—y 2 DREPET, WEMROHE
WRERBASA A== —3 %, BRELY S04
F—y2BEOTTRBERS X Fma—u7 1 72
> MEESY (neurofilament light chain ; NfL) 2” % i
EL (RAKRE L OHFIL), HHEMHRZEHL
TWwa,

BE##E X, plasma cell dyscrasia (% FEMBH
fE <% monoclonal gammopathy of undetermined
significance ; MGUS) % &#f3 2854452,
%M EHIED38% (32/84) ITALY 3uAf K%
M L™, MGUSO#ifish, 0.8% (2/263)°1c
AL7 3u A F—Y2A%2RiET 5, — 5T, BER
ATTRG7 S04 F—¥ 2023-39%" % IMEHA
MEZAHT 2, Tk, BEEERE T 0T ViBRH

(N-s0 | |
FHp 76 £ 6 (61 — 86)

R (M:F) 48:2

FIREREER (%) 54
EEEEEREE (%) 24

DEME (%) 42

NYHASSE (11112 1V) 20:18:11:1

EERHE (%)
DEFREEEE (mm)
EEREE (mm)

BNP (pg/mL)

Ok ER=>-T (ng/mL)

48 £ 10 (27 — 69)
16 £3 (9 — 24)
16 = 3 (10 — 23)
239 £ 204 (12 — 746)
0.06 + 0.03 (0.009 — 0.142)

2023F7A22B % (BERG))

E3. YBETRBRL ZATTROG Y I 04 F—v 2 BEH.
NYHA, New York Heart Association ; BNP, brain natriuretic peptide.
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HIBERGE B48% W15 20244E3 A

(free light chain ; FLC /1) BE, B&CFliE<
JR DS E i TMEH ODFEZHER L T2,

DIA— 0730 F—YRBHLEEKE ST
TOT, EEE (212 mm) OAK LT, HEEE
DOEE (26 mm) 12 H%EMIJ72\v, Granular
sparkling signid, /O IZ R —IZ SRR O S E
I—FRWOBIHRAT, L7 304 F—Y 2 ITHHIN
Lanl, LHL, Dra—HRlin—=v A
A=Y v 7 pFHESEE S W BITE, DRIz S %
T EIERw, HIERELLEIRE & RO U CHRARIEE £ 7
F/ D ONMEEEERD L, 7I0 AL F—YADD
FEROERIRNALT Y, LIRS 2L
DSREBIZ 221 TR BEEB) 3B { B2 5, Apical
sparing pattern®” <ebasal-to-apical gradient’® & 38E]
&N 3, Speckle trackingik 3 B LA % [ 2 15T
T, DR 3WTE (4 BEG/ 2 Pt/ R =BET
itExs 5 (K5A) . RS OHNEIOHRDOZE
% ¥ 2 5GLS ; global longitudinal strain [ (fifE+R
O R — IRRHOHR) /MERRPOHE] T
1%, B3/OEIE (ROI; region of interest) % /DPYfE
(54 IFELY, DNBE (WRER) oM

75m%. B

(3R] SO BTN, FlRE

(RmEE] SmETAZ Y=y ZIZ@BFELTW
7=o 3HARIDLIRESITTEYNET B LI
hof-T-dREREZZ L. WERL > TV EBE
TOEAS & VKRB A RSN, O,
FEHNSkgEML7z, 70O+ I K20 mg/B D
S E Nz, 5 >IMELTEDREBET
LURABA SN,

[BFEFE] 248112 £ FARE BRI

[B4FrR] mME108/72 mmHg, IRIA%k86/%> .
B, GERILRIBREZOND, OF IF

=) T (=) JFTE (+) L IVE () .
DHEZERIL AV, HE @ WA T ERc
coarse crackleZ BEER Y 2, M FEICERIEFZE
PHd, AREHRHHIEBEL TS,

[#ZErFR] FAaA=>-T0.045 ng/mL, BNP
465 pg/mL

ML b ERERE 23 2O OFHE & #51 I
ERTH 2™, Apical sparing pattern® FHfifE & L
T, RapLSI; relative apical sparing index [average
apical LS/ (average basal LS+ mid LS) ] #&H
L, RapLSI >1 2 HFE L3 2%, GLSHhLERK L
72 7 VA T 4 FKRTIX, apical sparing patternl &
Ric@igga s (K5B) , Apical sparing patterns
BEsnaHARHL2TRY, LT a—filL
IO D LTI, LD B LREADT I 0
4 RUEOAMIZ25% (2/8) ITHER S, apical
sparing pattern S5 & L3 KA IZ, /N REE
LR EEBOBER»VRR S 1™, YT,
Philips EPIQ CVx (AutoStrain LV/RV/LA-automated
strain measurements) ¥ & (*FGE Healthcare Vivid
E95 (Automated Function Imaging) @ 2 #§f& %
WTW3, ELXBMBEDOY 7 by =T Ry =Y
L7 ) X L%HL, GLSODreference valueds—
BLLWTIORBT 2 2 LidHRTWY, K,

vendor-independent software (TOMTEC ARENA
Imaging Systems GmbA) % Fi\WCEHii L T 3,

FTe-PYP: By v F 77 WA A=V v 78

K4, EFRR (BB .
A, —RFREREREEOFME ; SO MIIRIERBOEMRERT.
B. MIFPREEREEOLOIZ, FIREAZELEEZHo TRV OfEE LT 5.
C
D

. By b VEE.

. 12BENER  WIERIEOWE (pseudo infarction pattern 7R3 .
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BH BE:L7Iud F—yIABROER

ELTHAS N BUNHERTH 5, —RBMEREMmIZ 6%, ATTREIY S u 4 FERIZL D OFRLEH
BENTOBI a2y RYTHOI VY Y LEEIZ ET 2 ETETc-PYPY v FTHEIELIZDDTH

ERELY, Ay Y LEESLTAL FOxy 78 3, EHoOREZWS (over the decade) H1 T,
2 A FEERT 27" Tc) vERLE&W X, 2MOH ATTRY 3 u A RAHERIZHM A IRKIL S &
BEHE ORI B X CHEROHEIHV b, 22 Em52Y | T PYPOULIRAER & o BN

5. HE{BWT. (BEH))
2D a —[Tik, DR 3WE (4 Fetgy 2 et/ Rit) #BIEcinsk L, I, PLIEAES, DLREBO 184 T
SO O % [ (DURRIE O R — IR OB B/ RR O R) x 100 (%) ] THRRT 3.
TNAT A FRTE, SMllR G &l FLEHM) ey 7 acifisBETLTws2s, Fbi (OR
) IR ETESMR TV B,
Mz AvyAa-¥n ) Vg (P"Tc-PYP) 77—, BERLHE LD bOMIHR (grade3) vu ) v
PEML TS GRERHE).
SPECT#, %Pt TIXCTEBABREIERL T, LHNOEBEHERL TV 5.
FEY =2 LiEEHOT1 mapping & CTIEMEE (native TIE) AER L TWw 3.
FRY =y MBIEER, DIEEEMICNELANOBIEEE 2RO 5.

mEo 0 w2

3 & - p
2 - -
' ‘8
. ) yb - ’
b4 g 2009 (69 y) 2022 (82y)
NYHA class Il

DEBEEEE 16 mm
AEFHE 63 %
BNP 667 pg/mL
. s DR b BR=>T0.09 ng/mL
e PR AR L T DHRES
1998 (58'y) 2007 (67y) 2009 (69 y) (BB
6. ATTRLY S 04 F—¥ ZAFIE F TOY"Te-PYPY v F ORERIZAL.
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BIFEXGE 488 F 15 202443 H

BRBENE, BYYFZ I hIE, ATTRLY I 10
A F—YREALDLT I a4 F—3v 2DERIZE
oW BRERITI, Grade3 (BB & D HERVD
[E~DOEEERE) T, ATTRLT7 Iuf F—v 2%
BEOFTRTH o7 (K5C, D),

MRI : ¥ AMRIT, —EL.LIFHE, ZL0BOHRE
KEAR/NMRHARES O LB BT 5,
F7:, EEARSHOLHTIUE (native TIH) %
WEF 2 (T1 mapping#k) *, Native T1 (ms)
%, DA &SN 0TS O R % CRES
5, FFY =V AEZHEOOHS L FMIEDTI
fEE~< b2V y MEZRWT, MAAERSE
(extracellular volume fraction, ECV, %) %l
HE3 5, Native THEFIREHI O ER (21400 ms)
LECVOEfE (240 %) 1%, L7 InAf F—¥ R
LD OFE DRI E L0, 72, ECVIR
ATTRD Y SuAf F—¥ AQMI L7 FHFHET
TH 2", FEOLEREHETIE, native TIE
BER L (H5E) (MFZEEEEAI1260 msD & 2 5
1400~1600 ms ; FHEa~FHRETHRR), ECV 50~60
% (IEEHAE 25%f2FE) L®fETH o7z, Native T1
¥, MRIZEORSME (3T vs. 1.5T), %
WE, By - v AEOME LRI D, B
BN O & FEHE OMRUREAL R & T 2 BIZER
FET 2, U R =Y LERANZIMIEF 2 & 0

HE Congo Red

BOMILSNRIZ DTS 5, EHLOLHOEE, 2~
3R TR ITE S 5, ML T & TR s
BETF 2L, BRLUTHEZEZHITERITHRA
L, »o%HT207T, 10~150%ICEELH%
BIEES (late gadolinium enhancement ; LGE) T
T2, b7 a4 F—v2 TR, LEFF
HABBALIT BN T 2 & 08 % A M ICLGE A%
SN2 (HSF), WBEIHETT 2 LERENIZE
BEMEL 02, BRIZALNDZHED DL TV, F
7z, FEHHESLLEIZODALND, LT IR
—YATOLGER, 7 3u4 R & MUIMERREE
12 & 2R S 2,

RIREZHT (R7) - 4BETix, AEFR»LHEEL
TR & D OB OREEREE 2, 7304 Fig
MEVE, ~<bXyv VY- xYvRETHRKEY
BELEBECHF L E LROENDE, avT
—Vy FREEHELFEEEBET T vy 727
—vEOERTERT 2, TTRY I u A FOGE
B MBEEETERT I LSV, 203
4 1ZDFS (direct fast scarlet) B¢tz L, R
ToREHAOEEITE MR T 2, 7304 FiR
M & BIERHEOSRNITIER L, BIIRO MR I3
BEBLWZLEHRT 5, 7I0A FILEZRES
3L, 73IuA FEEREHE % S G e CRE
T3, RBEGEORREMEIL, TERS itk o/

Congo Red TTR
TRICEMERE T

(L LR, B8

R 7. O ERRRRS.
HE, hematoxylin-eosin, TTR, transthyretin, X40£%.
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IR 2 L 2 B3R E W, HROFTTRIUAE idnative
TTREZME L, HB~OMBEOGLALE I
LCLEI D7 IuA FORBBWIEL LW
EH B, abcam DI/ VTN T IV EE )
7 a—F itk (clone EPR3219) IZATTRY I u
A FOREIENS™, TTRO115—124% H iz
B ZR7F RIS 2P0ME L, native TTRE K
JBRFTTRY I u4 FIZBRERTY, Zhic#EL
TR E Nz Y 7 u—F Ak v 22, it
TIE, BRI SuA FERILZEEEZ, 7
Iu A F—y Rz 2REMRIE (amyloidosis-
research-committee.jp) "I ¥ V7 —¥ a3 v L,
WEBDWEITo W5, EFUR TR VEEL
T, AA, AL, B2=A4zuZu7 ) vicizkak
T, TTRIZIBM: L HEL TN T 5, Sy
B CRBD W 0 E B G A 1k, BARK¥ET Sud
Fev & —~ERBETZHEEL TS (https://
amyloidosis-center.com/) , % ¥, FEIEIZALY 2
oA R—Y2AEHETENE, B ¥ F TATTRD
7Iuf F=YREBHILTWS (EE>99%,
REREES6%) P, L2, “"Tc-PYPY v B/
TMEHZED 2854813, £ 2HEBN D0
ETh 2™, Pitfall (BEMS & BN 1cEE
TP, By v FTATTRL7 3 R—Y R0
DWTHERIZE WV EHBT 5,

BEHIIV LY DT [ BEARR L EHRIGEEE (B
BM) 7304 F—y ROEBMIDH 223, R
Bz ARSI THRE S 127, f0s, BR4ERIC
FBINTH AR E AR BE CREBR L 7- 83 1%, de novod
Aspl8GIUERELT Iuf K=y 2 Tho 12,
YRR CIERERE XTI A, BEIV VY ¥
ZERFTHOWXECTRARE®/H 5, WKL HTTR
BiETFexonl ~4Da—F4 v I7HEBOT I8
EROFELFARS, TTREEFIZIZ140M Lo
H o (http://amyloidosismutations.com/mut-
attrphp) , HHEGAEEOBREERE L 20, B
EAT UBAKRTH 2, ZRENT X DERIZEZ 2%,
Z OFENI AR 2%, Bl 2 1 XVI122L30ER % E K
L L, SRR O VIOMIZMREEER & MEROES
BTHz, ITNnFTIORIULEDEFE 54 ICTTRE
BFERZHRELT (¥ =< 2ERZ2E0), K

BH BE:L7Iud F—yIABROER

RNOBEERELHHT 2, BE - DITIcES
TWVZW,

B OEIATTRLY I uAf R—YRIIHT 2368,
(1) WROETLIMH GBIE) S 2HEL,
(2) DARLERETBW T 2WHRETH 2, KT
1%, (1) OWREEFICER - REGEL WAL T 5,
(1) HROETLIE GEIE) S 5K
TTRERBUE : 27 7 3 Y R1%, TTROEXRHE
BTHIUERD 20 DTAHESLAID > b4
(EH12IEET 2 L CHERERELS
¥, ZOMRMERUOEREYE, F:4TTRY 3
uA FIEREIHT 2, 277 IVRART VI
IFHERATTRO Y S04 F—Y 2ABEHDLFR
TR MR EDO AR 2 WE L7127, &7
7 IVRIE, BERB/FEBATTRLT S04 F
—YZ2DOWT NI HBMHTE 225, TieDBIEE
el T RE»D L5, INYHADHEBEDHE | ~
NET, 2%<EbH1EDDRRICLDIAREDL
H2HEE, XBIARESLL EHFREICLBHAE
BEDDH > ERILREEN, &L IR ORETE
DFRREMES DAFALEREET28E] TH 2,
S50z, MEBEMRTZIOA FBEEZREL,
REMBLBPEENITEZICLD 7 IO F§l
BREQELTTREAES N, DTI—ICK B
REAPOODEFRRBE,N12mmitB] TH 2%, - &
ZBRHIRENRO»oTd, EigEid v
ERT 7 IVRADBREL LT, F72, IERE
DEEICEB O & D BEESEE R s
WIEFI DB 0%, RIS OBIRICERT 2,
L), ATTRELY Suf R—YRBE~EZT 7
IVARATNIY (EvEF %) %80 mg (20
mg x40 FeN) BUF LI, BE, 2773
VR B0mMgENAZT A TEY T 4 BEAFER L
77 IR (Cv<v 2% 61 mg/b Tk
WV (61 mgx14 7N (https://www.info.pmda.
g0.jp/go/pack/2190043M1025 1 02/) %ML} LT
W3, WHBEAER, BE2HTH 5, 20194
4 By X7 A% 20 mg ©3EH1358,230.40F T4E
418,500 F B ##8 2 72, 20234E108 BFE, v v~
v 7® 61 mgi336,021.60/3TH v, ERIHI1,3005
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HIBERGE B48% W15 20244E3 A

ME$ 3, 4TI, 20224611 830H % CIizE
304~& 7 7 I VRREZHB LT,
BEFHA LY IEE (sIRNAREA) i
g CEEA S LB TTR mRNAIZKEA LOMES 2 2
LT, FERR/BAFTTRMRNADBEL % iH] 3
%, 20224E9 H, Alnylam Japantkz&tths52
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