&

N H |

A 'l
4
K A K E

BxXc—19

HPrHARBEMAER (RrHRERER) HRARRSE
P2 54E 5 2 8 HHUE

HEEES : 13601
HEFER - ABHE (0)
LM : 2010 ~ 2012
EEEES 22590332
MZERFRESR (F13X) FFRBER FAP BE D7 = 04 NgH#RAERE O A28
MEEEL (EX) A study of the pathomechanism of amyloid fibril turnover
in FAP patients after liver transplantation
MERKRE

K IEZE  (YAZAKI MASAHIDE)

EMKE - EFE - £H%

HEEES: 70372513

TFZER R OREEE (F130) : B % ZHENE T I A RR) =2 — S F —(FAP)EBFE O 7 Ia A R e
RS FE 2 DN T AT, FAP BEDOTInAREHEITLT-, IFBHEEZFAPEE O HHED
MR CIX, IR CTInARNILE BICEBEREIT e >7208, B4R TTR OfFRIL, S
DT REZ IHEINL Tz, BLEDOREREBLZ 5L AL Tk, Eoligds THE AR TTR
DILFEE TI0A RRRHED @R F 120 IS D 818 (amyloid turnover) 2322055,

MIER R OMEEE (J530) : The aim of this study is to elucidate the pathomechaism of clearance of
deposited amyloid fibrils in patients with familial amyloid polyneuropathy (FAP) with having
undergone liver transplantation.  On investigation of deposited amyloid fibrils in the gastric mucosa in
FAP patients who had undergone liver transplantation, the amount of deposited amyloid was not
markedly different between before and after liver transplantation. However, the composition ratio of
the wild-type transthyretin (TTR) in deposited amyloid significantly increased. Our results suggest
that the deposition of wild-type TTR and clearance of amyloid fibrils composed with variant and
wild-type TTR (amyloid turnover) always occur in every organ in post-transplant stage of FAP patients.
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