WL R R TER BB DR sE 4 v b7 — 2 TRk = (Lss)
2019.12.16-19

TOWARDS A CURE FOR AMYLOID DISEASE: E
a successful example of precision and b
translational medicine

- PAVIA - ITALY

2019 £ 12 H 16-19 HD 4 HIEIA 2V T « ~T7 TAFEEFEHOEIE L I 7 — TOWARDS A CURE
FORAMYLOID DISEASE | 25l X 37z, HAD S DSNNH 22 4 (B 7 4. W 5 4. Bh# 6 4.
HEE 24, FAE28)2E0K 80 LOSMEIC X 2 iR nikim & RiiEs bz,

Dec 16, 18:00-20:00
Opening Ceremony.

Opening lecture Ti¥, RIREEKFZOLEAZRILE X _
. [Novel insights in the pathogenesis of hereditary ATTR ‘m'"",? fmm,'m T
amyloidosis | % 7 — < ICHEZZ#EHZ L T2 Wi, i e
ATTR OIS b ¥ D TS X DHABREIC D\ T :
DHIRZR 27230 ATTR ICEEE LT, 7 v e
FRACICH ATRE R FIFR 2 B L C W 772w ie, iZWEICBI L
T.7 384 FEIZ7 o4 FERICK D IHEIETS 5 2
oo, RHIRRPEZECH Y. 1. BIKFTA., 2. 2R, 3.
BEFREEZHCTRENICEH 2T T LPEETH S, I, BIET Inf FRHICHW 5N 5 HK
LT 7 3o PGSR & THiiE] B2FRICHvon 2\ H 2 25, rEEITH 2%
fLtLTwd, INHLDHEE,LL-DDHEILLLbNE I L, REMICEZ T 2L oHEEN 2
B L7z, T2, BEEELREET VYR R0 & v ) 8 d SBOMFROMESRIC W TR T
MR TH B LR 7o, (KRR ARRHMEKRER)

Dec 17, 9:00-12:30
Process of protein misfolding in a biocompatible environment.
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Mechanism of formation of amyloid nuclei in vivo and in vitro.
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Role of amyloid seeds in disease acceleration.
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Mechanism of physiological protection against amyloid formation.

18 HDOF#&IE, 4 NOoRERB T, BYIORKET |
HrA—AL 7V TEHIKY (A=A 7 D7) O John
Carver Je/Elx, KEbARZRERR T 2 EEHRE crystallin O
T. FficoB—crystallin &7 I v 4 F— ZBAEEHE
B2- mlcroglobuhn DT v FERHEZK % IKHEE? 550K

HpH ﬁ:_F“CBZ mlcroglobuhn DAY T2 — ﬁ/ﬁk%ﬁﬁﬁ‘ﬂiﬁ j) §
TELWEERL.ZDORERT I v 4 VMR HE S L
528, ffasEEsflEng L 2L I L7,

RDOEMRKFAESLT O —EDFFKIL, apolipoprotein A-II (apoA-II) HET I v A ik
AApoAll BEHICILET 2~ ZE(L (AApoAll) 73iIv 4 F—=L RICHTIHNRTH 72, VAT
ZIMEESE ) KERE (HDL) 07 FEHE TH 3 apoA-I1 SIEHICHE G 7 3 v 4 FEHEE A

(AApoAll) ICHEA L EHICIET %, COBBTT 04 F—v ARFIE - #7322, 7Y A Vihke
UL [7 a4 FEHEDIEHR] (seeding BHR) 25, ~ 7 RENDT I v 4 F— 3 AFRECIIEDMET
DEELZERNTH 2 L xHOL2IC LT, 72, BLREE T Vv~ v ZCHEMIEZ V7281t &l
WIFEICB T 2R b N T, X4 = b, s, PURRILIER R~ Y ZDZLIC L TRIERNTH Z 2 L
ZH G 2T LTz,

3 AH® Uppsala K% (27 = —F ) @ Gunilla Westermark Jg4:1%, 11T EUBERFRLED IAPP 7 2
v A4 FRHEZ R % % 3 % & FE BRI2(integral membrane protein 2B) DR FICBH 3 2 e K 217 -



-0
e ey e

e R [ BB O femtif st v + 7 — 2 TR . (Las
7-. IAPP & BRIZ i, b I ©OB#IlIC/TES 5. BRI2 It. IAPP ffEiciia L. #ED seeding potency
ZKT I 52 &T, IAPP 7 I v A P e OCfifa st 2 #ifl 32 2 L 2B 2 L 72,

B DFEFE TH % Plico Biotech (7 XV #) @ Luana Fioriti &3, 7oAV A4 < —fREEE & v &
HEOT v A4 NS 2 1l 2 SUMO &HE (SUMO2) OFRICOWTHiE 7z, SUMO &
FE . AN o o & 58 c— R I LG #5 A L T(SUMO fb) 2 oBkRE 2 B 2 ERE & LTHIS L
TWwb, XTI, invitro £ T, ZFVEHED SUMO LZEZ L, ZDO#RL2VOT 1o Vi
MG S 5, ROBEEMEMET 325 2 8 2ME L7, 4 NAOREREZ, 7 1w 4 F—v 2flic
B84 % Round Table Discussion 23{7 17z (E6tvés Lorand K2 (o~ v 77 Y —) Jozsef Kardos e M) .
Fic7 I v 4 FEHMEFZE TR Z % secondary nucleation % cross seeding Z15ICE] L C OB R 237 X
Wiz, CRBCRE R —)

Dec 19, 9:00-12:30

Mechanism of tissue damage caused by amyloid conformers.
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Critical issues emerging from the current therapeutic strategies targeting the molecular mechanisms of the
disease.
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