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Cardiac amyloidosis:the present and the future
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Abstract With the advancement of imaging technology and the emergence of effective treatment methods,
cardiac amyloidosis has received much attention in recent years. However, in current domestic clinical practice,
there are still problems such as insufficient understanding, low prevalence of diagnostic techniques, high rates of
missed and delayed diagnosis. Improving the early recognition rate. standardizing the diagnostic process. and se-

lecting reasonable treatment methods are important for improving the prognosis of cardiac amyloidosis. At the
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same time, there are still unmet clinical needs that need to be explored and solved.

Key words cardiac amyloidosis; light-chain amyloidosis; transthyretin amyloidosis; diagnosis; treatment

U TE 3 B AE (cardiac amyloidosis, CA) f&—
Tl 7 A 0 R 3 T PR O LB o ol T AN 8 P UE
FE 2T 2 8 7 A O UL AR B AR C AR BT B, AR B DL AR
F1A R4 AT 23 18, CA W] 43 SRy fe 8 33K 2 11 6 e 28
(light-chain amyloidosis, AL) ¥4 F IR R 2 & (&Y
(transthyretin amyloidosis, ATTR) MIVE# FE A &
M2 (amyloid A, AA), Hrft AL #F ATTR A /5
B CA ) 98% LA b, AL By 3% 20 i 53 % v B
BB, ATTR B R & B A AT AR LA R 3T
BITEC, ATTR BRI 15 A7 75 38 15 H 5C 3o A
WE AL (ATTRm) FEFA B (ATTRwt) .
1 RITRFEHIE

PAAEIN R CA & T 5 WL » I 4F ok & BLiZw
A BE A TE R R A ™ AN A A B0, 9 L D R A
PR JLASJ7 10 2 I R 38 Bk = e S ML # g A
Tt I B JEE TR JULSR RS I A R B A
J1aE e (HFpEF) 45 5 WgOi s BE1E CA & 2470
WL AR B 12 5 1 0 LG A 12 R OR 3 225 o CA
B2 A RIRIT O vk A B BN E AL A
A2 W5 XTI RS R AR, AR BB T

1

FBERFWEFYLERS AR (LEE,200032)
@BAEA4EF . Bl % 4L, E-mail : zhou. jingmin(@ zs-hospital. sh. cn

B2 W7 37 AR B 1 e I K, DL KGHT BIR 9T 25 W 9
B, CA TG 35 803 L IR PR AT CA 23R ik ok
il 7 AR

WA RIBFIE & B CA B2 W R 52 0 8 i b JF
Bk, —TPEE 2000—2018 4EEL T 400 T HAR A
FEAT 00 R 1 B T S O BRI B 58 e B CA N
)8 3 N 2000 4E JL-F S 0 F] 2018 A1 2/
100000, 28 7 B it bk LI s, —ImE KR
AT 22 vt FE A 98 & B 7E 1169 B 4F i
=55 % [ B R E =12 mm, £ % 5 14 5
(LVEP)Z50 % A EA L IBEY KB EHf . &2
Wr ATTR % 51 i, AL A 11 fi], 5 5o K 55 ik
4.4% , ZEED EEES T 2020 4F 4 H—2021 4F
1 AR C JIUIR R B 35 373 i), 99 BRAf 12 CA 3 21
(5. 6 %), Hdr ATTR %1 19 5], AL % 2 5],

AL-CA 1y B #% R 7 0.8/100000 ~ 1.2/
10000047, ATTR-CA Y H 52 HG R M AT 48 8
i A A R T RE A AT, U2 ATTRwt B, kg
PR BoR AR AR T 80 % i A, O I AE 1§
FFBR i 25 3 R R 2 1 DU AR B EE o 25 %600,
SR ARE T ATTR (& A 50 5, B 47 v &=
Bk A BF Ak 16 %7, HFpEF & 716 AT-
TR UG 13% ~17 %9,

issn. 1001-1439. 2023. 04. 004.

Bl B AR ST R R, A k. O WETE R REAS BT S AR SR LT, I R O 145 AR 2 7%, 2023, 39(4) : 255-259. DOI:10. 13201/j.




JE B SO HEVE R A A A 5 ROk
o 256 ZHOU Jingmin,et al. Cardiac amyloidosis: thepresent and the future

L CA MR BFHE N 1 st AL 7
SR B i E SR d R, PR Fe 2. ATTR B
FRGAFR R B I A Zr A AR L9 Hep ATTRm
TUPERE SN L /32 3w 28 57 5 LB T i

x1 ER CAEBMFRSFE
Table 1 Phenotypic characteristics in common types of CA
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Figure 1 Proposed diagnostic tests based on typical dis-

ease process of ATTR
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Figure 2 Diagnostic process for patients with suspected CA
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Table 3 Prognostic staging scores in AL and ATTR amyloidosis
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