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Transmission of amyloid f protein pathology in the brain among individuals

Tsuyoshi Hamaguchi
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7)) A 9%, Alzheimer ¥ (Alzheimer’s disease: AD),
23— v V9§ (Parkinson’s disease: PD), /N> F > b
> #EPSR (Huntington’s disease), #2148 R B8 A Lo
(amyotrophic lateral screlosis: ALS) &\ 72 R ZE
FREIZBWT, HIHFEOEADHERTE D L\ IX
T —=NVT A Y TREIIL ST, BANI AT =)
T4, MBI (32 7+ A= a ) 2L
SR THRET LI LIZL > THREANITI SR SNS &
%2 51T\ 5 (protein conformational disorders)”.
T) kUL, IS BUT A ARIRE L B ) A v
EOHE L T HMBENEETH L. 7 il
TRA%IE (bovine spongiform encephalopathy: BSE) 7 5
b M AEIE L 72 8 2 5N A E R Creutzfeldt-Jakob
i (Creutzfeldt-Jakob disease: CJD) b k Ak kD
TEEALRE R N AR ROV E 8K & L 721G
WX TBEIE L2 EEZONALEFEECIDD X 9 12,
T & VRIS B IZREM TEEL D S L
WO RMAEEL, TNSIELITLITKE Rt AMEL
o TWB2. T VIHOMEIEE, W O BYED
IO CHIE, BE, YA NVAL W B R EOEY
PEENTH2OTERL, EFET) 4 v &EA PrP°) &
ZER% SR FFORE ) F VY EE (PrPY) 5
LTWh EEZ5NTWAEY, PrPEIEPrPC & &< [
U7 2 BERECH 2 F5o 78, Zo iz k& < B
%. PrP%da-helixes 1|2 F &, [-sheetliiiz (2 &
A EFT2 705, HIZPrPY U o -helixes 23 7% B
-sheetiff i 2 B EICHEATWDY. ZOVEHEE O
BN LD, PP, BEASREEIC X 20K
PERL, 7304 FEHELELSLTVWE WS 72PrPC E
TR DHEMEA LY, O LR T F VIFIRAE A
HEZALIHG LT EEZLENTWES, PrP*s
PrP I & 2 OB CTHfil 3% &, Z DOPrP> % $57

ELTCPIPCO 74— 71 v ZFREDNGERI SN
PrP® 22 L L T Z &2 &k o T, PrP> I3 g s - s
LTw EEZLNTWASY,

F 72, WHEADRPD E W loEEL, T UIRE
FRRIC R R & 72 2 S5 B H ORIE AT E R O Fri fife
SZHNDO R ST, BRI TLRETH 5 &\ ) FEERY
WESWIL TETWAEY, TNHDOEHAEDOHTY,
¥RIZT7 I 0 A FB4&H (amyloid S protein: AB) 1ZxE
HROMIMAE A L (M7 I a4 F—3R), #24
JERIIMEREELT X3, M7 Iuf F—= A
(ZAD OHLLH 2 IR ET R TH 225, T+ VIFE
FREICHIN BT S04 F—3 A ERE TR+ 5 2 &
RTEMEBOKENINFE TICEHMESINT
Wh, B, i, e POBERMET) A VIO
DORETZT, BRRH RO T HEAREH] O 5 R E 2 Bk
FH SRR SR RE RS & AT o 72 R T A S L > TIRB T 2
04 F—=2 ADMEHE L2 Rl ST s, i
MENDABIRETH AT I 0L KTV FH/8F—
(cerebral amyloid angiopathy: CAA) 1% EisE 12 &
51, CAARGEAN M OFZ WAL (Boston criteria)®
T3 probable CAA B-# H MO W12 155w 2L F T
HHLIEDEEINTVLY, IE, A xELEBO
WEge 7 v — 795, CAABER I & L CHis S 7zl
BOREG TN N EL T OB S H 1), £ o
VATREREREABE AT DI T e WIEBI AR S S F e Cwn
7o EhsEes L, IAVERFN B AR T CAA AME AR R
LCWAHREEZIERHL TV Dk k)i,
FEHATHEZ X > TAB-CAAIERRIERE L T\ 5]
RElED S 1), Frx 13 2 O E EHECAA (acquired
CAA) LIFRZ EAFIBLY. ARTIE, Mp7 30
A F—2 ZOMEEIFICOWT, BiFERB L0
FTOINFE TOHERK A DHEE L T 2 A
CAAIZ DO WTIHEFHT 5.



1. BEFXZLZAD EFILY I A EAWERBT 3
O4 K= Z0OEFBEE

AD 135z b B OB W AR AR BT, Z OMReEEL
FH R OLODVABOWMANDLAETH L. ApEESE
RICHIFERED D 5 2 &R, FKIEMAD O K #EAT &
L CABDOHIEAMAZ I (amyloid precursor protein: APP)
RAPP L DAFDOYI Y L IZh bbbyt s LY —
Y OEHET % HERC 3 S presenilin 13 X 02 2% &
N7 L&D, ABHAD SERE O Liiicdh 5 &
FTBALH A — FIGHEDIA L ZF AR SN TE Y,

4 F TIZEBDAPP#{n T & %\ idpresenilinl ¥ 72
I2BIETOERZEANLEETUEET VT A
MERE I, %< DET IV A THANDABILE DT
BHENTwWaYW, 19804F, 199041412 & AD s FEZS
LD IR DO AT DI TV 7228, i d Lk
Wb o> TWY L L, 20004E12Kane 5 1%, AD
FEWARED A — M A3 HEOAPPHEZ A~ T A
(Tg2576) DRIZIEA L7222 A, MHEAL LD 72
TR BUEFI O AEY A — bR A L& i L
T, 57 Atk 84 Hikw) ISR B L OMINE~DAR
WEPEEFIZLVWZ L RRL, WAT I OA F—2
ADMEED SN ORI % W Rl 2 #) O Tty
L7722 2otk 24 DHADET IV A (APP23,
APPPS1) T3 ZOERPHB SNLY, /2 2oz
FRIZABZEAL T 6 O L1 EA L 7-ABVERE 24K
352 L, REBLEECTUNRES A — M LARE
WY EABDEIFIIR I SR A N, 20
(EARIIZAB AT R TH D Z L HRENTD. ZDtk
DOWFFETIX, BRABD HAERL L 72 AR % #nTCk
BETIVV T AWIZEAL THIICABIEE T EiE
ST ENHEINTWALY K52, kR
17 FERI R0 L 72 AL DAL 2 F5 0L, 1o
ADETNY T ALFEATBHMAED L — MO
KESTHZ LKL, SO LT F VIHROEHR
PP DRRDENIAKGF L TV AT L LML TW
72D x5z, REBRENORE A R BT 5 7250
TUE, BFUAMSEIC & 2 TEREDSH 7 2 ABRHE X VR T
&, FTORLDLALHHMEAD T TN ADMIZTEA
ThHE, WHZEWEMET I 04 F— 3 ADOK AR
o TWizP F7o B LAPPEILTAREFOBE
BN OARED A — FZADET IV <7 ZADRKIZEA
L72BFIC D B 2 BN 2L Cw/i2? Zh
5OHEDSIX, ABDHPrP L RIS 5 &
Zz 5N Twh. F72, proteinase K (PK) T/ &
72\ ABFRME DA ENE 73l 2 PK Cor i S 05 W55
HOABOM F T LTI ZE T L RETH 5
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CEDIREN, R TI SR I TABOREIZI DT
BWZ EATRENIY ZOMETIE, ANEESHEO
ABEBEHEW T L) /NS LRHEED S DITHET 5 &
EIE DR L3 2 L LG SN TV B9,

ZOW%, KLU — IR OOABRT I 0 A F—2 A
DIZFERIZ DOV T ORI THI, MAED L — FOJE
FENFR G CTABIT S04 F=Y AHPI‘ETH &
EREL, AT IO F= 20 7)) F v LB
KR H DG TRIEL 9 5 2 LAVRE N0,
INHOHEETIE, K2 OEE LZALIE, T39I
BEICIEAE L, ZOBMEREIIED > Two 7z 2 L H%Hk
HENTVBI90,

2. BARTORB7 IO1 K— ZADHLE]

APP23~ 7 A & FI\W7-EBRCld, WNEHEICAL%
GEUWAEI A= M2EATDLE, 37 ABIZIEEA
L72IRNEEANDABILED MG E D, 67 HEICIZEA
L7272 T { BEEE T B MRS~ b ABIEAE BN LS
HIEMRENSLD. LaL, APP23~ 7 A TIk6-8 7
HE CHREDABIRLEDEE > T LT H 720, A%
EUOMAEY A — PR EARE 7 AU LR CRRli§
BT ENEEL <, FNUEOMER MR % ST 5
CENHEETH o7 FITEESIE, NEEOAS
WAED1315 7 H Tl ¥ 2APPEIEFUE Y Y A TdH
HR1A0Y Y A Z W TEREYIT- 722, ZOFEERT
X, BE L 20 RBOREIIHEDAL % &Nk E
A —bEEALZETSA, 67 HBRIZIZIEA L
B2 LEOREICARE EZRFE L TWwizs,
12 7 HRICIZABIEAE ISR > TB Y, 5
L7 B7 I a4 R—3 A7%, MAENTHEE L 72 (1K
1, K22, HIZ, BALERMDO~ T AIZALZ ETM
FEVA-PMEZFEAL, MEICEoTHAT I 14
R— 3 AMERBPMEEE N D2 AR 2 A, i~D
ABILAEDOREE L, B 2FHoOmEMTOEI LS,
AP G LA T Y A — MDA L 72 HA I 124K
HF3HZ xR LT (M2)2,

3. ZENDKEVE N APPBIGFEAYTTIIEHW
FRB7 IOA N— A EFBHEIE DR &

ZZFETIE, BETERZEALLYYARHW
AR EIE D FEERIZ OV TR T & 72785, EfaTER
72w NMAPPEIZFPEASNIY T ATY
TR AR HETH 5 Z L ATRENT VAP, 2
D=7 AT, HRICWIZABILEZBO LI Lidh
WS, ADEEZEOMAEY & — b 2 NN ERET 5 &
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FAE285 H 121 IZBICABILAE R iR 725 £/, Hfd
450 H % ¥ TldThioflavin SKEIEDABIEAE LIZ- X D)
L7223, 585 H #1213 Thioflavin SEEVEDAR L &
BOLIHo12P, ZOWHEIZLST, UL
HERBEZ, BT I B A F—3 ZDMEEMEEICIE
BIn TARIILELRNT EAURE NI,

4. v ZAUNDOEYEAWVERB7 IO N—
Z{GHEDE A
INFTYTRAEHWZFERIZOWTHRRTE 7

N, <7 AL OE TR OHRE S AAET

L. 1D AMEFRCERHTHLI~Y—FELy P H

W72TFZETT, BNNICAD BB OB AR E Y A — N & Al

%34Sy ARMBL-ETOY—F 1y N THICABIL
ERADEHRESNTVEY, &5, E£BYET
TV—T1%, APPREZTHET v FTH <y A LA
AR OB T 5 2 & 23 L 725,

5 E hTORBT IOA K— ZDEFBHEE

LR, LT & REFIOMETT, M7 I 04
R=Y 2Dt bh 6 FAOERFEO I REMEA S S 1
TWa. EEAIVE &SGR B CTD HIAR 2 F v 7240
T, 8B WER (36-517%) D ) HABITHEE)
SEEORMEE B X OMMIME DAL =720, 19
BIOF D7) & 2 IHAER] (36-515%) & KT % &,
JE ARV E 2 BRI BECID # TH BIZASILAE AV L

BU1. 57 2 FEaE R I X 2
7 I 0 A K= AMEHEDE
% Group 1 & Group 313ZJFKE
A= NE3 r Al CTRRANEA
L. Group 2139 » AflCTEA
L7z. Group 1& Group 2136 »
H 12, Group 31312 » H 12
M E AT 72, Wt~ 7 AR E
Tk — M ERBIZEA LB TIE,
11D Group T b ~D A Bl
Doz (A B). Tg~ ™
ZRGARE D A — M ERIZEAL
72#TlE, Group 1 & Group 21
X~ AR k75 O FE B 713 A
o728, Group 3 TIIMORE &
Wi U CHBICARILAE ORRED
%ol (A B).

M2 fm¥EL7zWp7Iusf F—2
ZDBEERTOIEAY %9, A i+
EVA— &3 HETIANEA
L, 12 7 H#IZEH L 72 (Group
3Tg). mflligkE &2 LEDR
B2 (3.5ml) OAEY & —
FEEALZEZA, 1257 At
WA L7220 A 720 T
<, mEB L ORIMBEERIZA
BiLAEDIND > 72, B HIEHEE XL b
fidi % 25mm CREIK I 28 b, 12
AT A RN ARILAE DFEEE & &
L7z, Wt Z0EEAL
7RI ATIHIIEAEABILE Y
RO otz Tg~ o Az iE
ALZHETIE, 64 ABIZEHE L
THETIRMS & 2O BEICABL
HDRF L Twv 52 (Group 1
Tg, Group 2 Tg), 12 » H &I
SHM L B TR ABTEAE AYIN &1
2B A5 T\ 72 (Group 3 Tg).



THho720 F7, TOIOWEBMECID (28-637%) @
I BL5FITIMFEE B L OINIME~DABILAE & 5RO, Z
OB MEMCID L L THEICEHETH -
7250 o S E O TE A AR % CID HIR % v 72 #eet ¢
b, WA CID AE B LIRSS MECTD SEFI 2 bR C R
JECAA B T AR LA DREEE T (X3), 20
FEIZTEEALHE A S BT F COWIM & EMBERH Y,
FEREREE AN O F AN 2272 2 £ 12 & » TR K
MOABIRAEDIRDS - 72 L L 722, HIZ, mEsd
B (AEE O RIE84.97%) DFEE % hyEdeta L2 & =
%, 13% OFEFI TR IZAB IR & 5RO TV 72 Z &A%k
BENET. IRLOMEE, EHRITHIC L - TP
T3I8A F=Y ADMEIF L2 REEER /R L T 5

6. ESIECAA

AR OFRIZ, CAAIXEFZHIIHIET 5 2 LIIM T,
CAA B 1 I @ 22 Wi % #E (Boston criteria) T 3
probable CAA B H M DZ W 1255 L ETH 5
CENEINTWAEY. LaL, 20184E1246 7% ThxH
M 7% F8hE L 72 DS Ak TAB-CAA L BT S, 2%
DR OFHLERYME T2V 72 IR AT R | RS % 2
w2 s S, WL AT I 0
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4 F=3 2ZOBAEMEROTREE S TR S 20 2
OELIRTOMAIE, W7 I 04 F—2 ADOMRE
15 % FR0O TV REFNIAAAER S, AR B S A9 1B
B7I04 F=Y A% O EROHmETH), KIE
BN O TREAMEE SN T 304 F—2 AU
X D MRIERE F RO THER TH B, F D, 55 AT
CTCAABS N H I % F84E L 72 EB] TR/ | RS A
JEDS 3 HIEBI LG SN TWBYD K512, B
HVEF AR I SRR HE % 2 T 7 WIER] TSRS AE
D CAA BN HY I % 5200 72 5E B AS s & e, Bd bR
WOHKRTHET I 04 F—3 ADMAKEIEIFET 5 W] BE
WA s 7?20k, FrrGOEBOME S
W—T PR DIZ > X ) L 2wl S
NTWBY2  F /- AR FTCId % <, RO
FERRANT R0 0055 v B K FE B SHART | R AR SR o v 1 R 2
L 72BN b #AEPECAA BN 1 % 7250 72 FE B
DS ST 533,

DLEokRIZ, v bERAHREE A IVE & BEER S
t bBRARHCRAEEE A, ROV TR 72 & O EHRTT 412
LoTHMBT IT AL F=Y 2Dk MZBWT b IEER-
R L TR WREI RS CMESI N TS, 4
(X, 20194F F TIZH L THE LT 72CID SIED55
% Al O W RS A 7% CID H A CCAA & LB 7 X

3. MWiEAA % Creutzfeldt-Jakob
¥ (CJD) & MZEECID DL T 3
04 F—3 20 A TR
CJD, JETCHE395%, T MsE
BIZ7 394 FR&M (amyloid S
protein: AB) (L& %D 4. B
ZEMECID, B35, B, A
ik w B v, C W
CJD (16f1) & IMFEM:CID (2141)
ORBT I VA F—=T ADOHED
. WETABLAEAaT, 4
W7 304 R7 Y EF8F— R
a7, BERT IOAf K7 UF
F8F =2 a7, WHEMCID
ML CHIERAEZCID TH

BBz,
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04 F—3 A% 8072 1ER (BERERE) ORMVEHT
iz HEME COMME &, VR 2SS 5 CAA R
T 01 C C AA B 5L H 1L 585 7555 7 A i O 11E
B (FEMEYE) ORIVEFFMT 2 5 CAA BN ) 58 HE £
TOMMAELRE L2 25, AEEMEOREGNIMIE:
Foilfr 2 & B E TCOMMA11-254E T, FEBMED RS
BSR4 2 © CAA BE LA H I 589 £ T o IR %
BAETH o722 LR FE LAY, g, R
RHAVEFFAT A HAB-CAADSHIR T 5 F TIZ11E A%
D, BICHERZ DL ETIZ2BEPDPL I EEZRLT
Wh IO &L, VNI A A SR TR L 72 M1
REEIE L2 7 394 F— Y AOFEIEEIZFEED
FEWTIE R <, AP seeds DI AAAE L 72 IR 124K
2% LS L7 RICEH LT D.

F72, b MNEfRE R E S VE S BEES, b MR
PRHRAE R ARG OF AT ROME CTlE, &5 50
W 2 2 RE B S NS & 0 IS ICAB LA & R0
LTV EDPHRE I N TWDEY, 512, JiR Lk
VBRI ZAE S & A CAA R HIN HA 1M1 % S8E L 72 E 51
IHEEERE SN0 BDS, T E TICEEEEE 5
b B REGITAD % 585E L 2 EF O E 2 v, Db
DEHCe MZBIFLAT I T A F— ADMEMAKM
ZIETIE, ABRFLIZAB-CAAL L THD L Z 0%
{, AL ZORRICEFIT A Z S0 S 204 Y ERA
WX o THBT 284 F—¥ ZDMBEREERSE 0BT
A L CCAAZ E U7 0R B 2 JEIGECAA L IR C & &
FEE L 729 IAETIE, 1980 4F 5 12420, 00051
TR AT O TV 0o TH YD Zh
F TITHRE ST L HERITFAl 2 & CAA B Hix 1
MESRE F T O A0 4F % 8 2 T\ A EBI 2SR I AT
T2 xE25L, SHOIERIHEMNT 2R
WL, SR IEERESLETH D,

F7o, kA E, BERICTHET Ia A F—
¥ ADFEERMEIE T, MEE~OABILAE L b B
BENORENL N ExME LY. ZoFERTIE,
FXABIRELASHH & 227 51251 (AD 341, CAA 341,
AD+CAA 451, ApFEZ L 26]) Ok MEBRMNAEY
A= HAD YT RETIVIRICHRE L, ZD1ERIC
AD <7 A ETFIVIRO BRI & i L7278, R L 72
e MR OE NP2 D ST, 2ETOADY T AE
T DORIREIICAABER DAR LG 2 072, 2o
Z i, b MIBU B EAMIEIE CTCAAD L VB
W ARIE L 72 R+ — DABOFES (BF) DanCldz <,
Rk SN (BHFEITH) REEMOERIZL S
DTHALWHEEEZRL TV,

PbE2six, W7 I 04 F— ADMFEKERIERE
%1%, AP seeds |Z754e & L7 A FH AT IS S0 i /LA T
Mg B2 & EHEWMER > ST L0 L, Ko

M3 % S L TR ~NZIE S % & O 0258 ) oW RENE
Wb 57, ZO%, 1ED RS 2 LRI L7z
EANOABLAENIGT Y, ZORBFELLEFE#HT L &
CAARBSE M & L CIAES HIEBIAHI L T b &
2o 5?5k O EEIECAADFRREMY £ o
W7 a4 F— 2 DMERIETET kO 2 &
SRBEDRDS.

7.8HVIC

B ERSL e MIBTDMET7 I 04 F—2 ADfH
HHZHEO N E TOMEIZOWTHMFL L 72, B
FEERFZT TR PTHWBT I 0 A F—2 Ak
MEIBOHE IR NTEY, © MBI AMAT 3
0 A F—3 ZADOEAEBEFIZIZIZEEC VW DL
EZD. BB T I a4 F—Y ZOMIKRER TIX
CAADMERLIZFED TB Y, A4 TR RIS O
%/ L CCAA % E U 729w il % B ECAA L IR Z &
ARE LTS, 5k, EBERECAADEFEREZ &t
AR A HEAE L, JRREERE, PBh - R A R
SUCHED L VEND 5.

2 £ X W

1) Soto C. Unfolding the role of protein misfolding in
neurodegenerative diseases. Nat Rev Neurosci 4(1): 49-60, 2003
2) Johnson RT. Prion diseases. Lancet Neurol 4(10): 635-642, 2005
3) Poggiolini I, Saverioni D, Parchi P. Prion protein misfolding,
strains, and neurotoxicity: an update from studies on Mammalian
prions. Int J Cell Biol 2013;2013: 910314

4) Jucker M, Walker LC. Pathogenic protein seeding in
Alzheimer disease and other neurodegenerative disorders.
Annals of neurology 70(4): 532-540, 2011

5) Knudsen KA, Rosand ], Karluk D, Greenberg SM. Clinical
diagnosis of cerebral amyloid angiopathy: validation of the Boston
criteria. Neurology 56(4): 537-539, 2001

6) Hamaguchi T, Komatsu J, Sakai K, et al. Cerebral hemorrhagic
stroke associated with cerebral amyloid angiopathy in young adults
about 3 decades after neurosurgeries in their infancy. ] Neurol Sci
399: 3-5, 2019

7) Jaunmuktane Z, Quaegebeur A, Taipa R, et al. Evidence of
amyloid-beta cerebral amyloid angiopathy transmission through
neurosurgery. Acta Neuropathol 135(5): 671-679, 2018

8) Yoshiki K, Hirose G, Kumahashi K, et al. Follow-up study of
a patient with early onset cerebral amyloid angiopathy following
childhood cadaveric dural graft. Acta Neurochir (Wien) 163(5):
1451-1455, 2021

9) Yamada M, Hamaguchi T, Sakai K. Acquired cerebral
amyloid angiopathy: An emerging concept. Prog Mol Biol Transl
Sci 168: 85-95, 2019



10) Hardy J, Selkoe D]J. The amyloid hypothesis of Alzheimer’s
disease: progress and problems on the road to therapeutics.
Science 297 (5580): 353-356, 2002

11) Woodruff-Pak DS. Animal models of Alzheimer’s disease:
therapeutic implications. J Alzheimers Dis 15(4): 507-521, 2008
12) Kane MD, Lipinski W], Callahan M]J, et al. Evidence for
seeding of beta -amyloid by intracerebral infusion of Alzheimer
brain extracts in beta -amyloid precursor protein-transgenic mice.
J Neurosci 20(10): 3606-3611, 2000

13) Meyer-Luehmann M, Coomaraswamy J, Bolmont T, et al.
Exogenous induction of cerebral beta-amyloidogenesis is
governed by agent and host. Science 313(5794): 1781-1784, 2006
14) Stohr J, Watts JC, Mensinger ZL, et al. Purified and synthetic
Alzheimer’s amyloid beta (Af) prions. Proc Natl Acad Sci U S A
109(27): 11025-11030, 2012

15) Stohr J, Condello C, Watts JC, et al. Distinct synthetic Abeta
prion strains producing different amyloid deposits in bigenic
mice. Proc Natl Acad Sci US A 111(28): 10329-10334, 2014

16) Heilbronner G, Eisele YS, Langer F, et al. Seeded strain-like
transmission of beta-amyloid morphotypes in APP transgenic
mice. EMBO Rep 14(11): 1017-1022, 2013

17) Watts JC, Condello C, Stohr ], et al. Serial propagation of
distinct strains of A prions from Alzheimer’s disease patients.
Proc Natl Acad Sci U S A 111(28): 10323-10328, 2014

18) Langer F, Eisele YS, Fritschi SK, Staufenbiel M, Walker LC,
Jucker M. Soluble Af seeds are potent inducers of cerebral beta-
amyloid deposition. ] Neuroscience 31(41): 14488-14495, 2011

19) Eisele YS, Obermuller U, Heilbronner G, et al. Peripherally
Applied A{beta}-Containing Inoculates Induce Cerebral {beta}-
Amyloidosis. Science 330(6006): 980-982, 2010

20) Eisele YS, Fritschi SK, Hamaguchi T, et al. Multiple factors
contribute to the peripheral induction of cerebral beta-amyloidosis.
J Neurosci. 34(31): 10264-10273, 2014

21) Eisele YS, Bolmont T, Heikenwalder M, et al. Induction of
cerebral beta-amyloidosis: intracerebral versus systemic Abeta
inoculation. Proc Natl Acad Sci U S A 106(31): 12926-12931, 2009
22) Hamaguchi T, Eisele YS, Varvel NH, Lamb BT, Walker LC,
Jucker M. The presence of Abeta seeds, and not age per se, is
critical to the initiation of Abeta deposition in the brain. Acta
Neuropathol 123(1): 31-37, 2012

23) Morales R, Duran-Aniotz C, Castilla J, Estrada LD, Soto C.
De novo induction of amyloid-beta deposition in vivo. Mol
Psychiatry 17(12): 1347-1353, 2012

24) Ridley RM, Baker HF, Windle CP, Cummings RM. Very long
term studies of the seeding of beta-amyloidosis in primates. J
Neural Transm 113(9): 1243-1251, 2006

25) Rosen RF, Fritz J], Dooyema ], et al. Exogenous seeding of
cerebral beta-amyloid deposition in betaAPP-transgenic rats. J
Neurochem 120(5): 660-666, 2012.

26) Jaunmuktane Z, Mead S, Ellis M, et al. Evidence for human

17

transmission of amyloid-beta pathology and cerebral amyloid
angiopathy. Nature 525(7568): 247-250, 2015

27) Frontzek K, Lutz MI, Aguzzi A, Kovacs GG, Budka H.
Amyloid-beta pathology and cerebral amyloid angiopathy are
frequent in iatrogenic Creutzfeldt-Jakob disease after dural
grafting. Swiss Med WKkly 146: w14287, 2016

28) Hamaguchi T, Taniguchi Y, Sakai K, et al. Significant
association of cadaveric dura mater grafting with subpial Abeta
deposition and meningeal amyloid angiopathy. Acta Neuropathol
132(2): 313-315, 2016

29) Kovacs GG, Lutz MI, Ricken G, et al. Dura mater is a potential
source of Abeta seeds. Acta Neuropathol 131(6): 911-923, 2016

30) Herve D, Porche M, Cabrejo L, et al. Fatal Abeta cerebral
amyloid angiopathy 4 decades after a dural graft at the age of 2
years. Acta Neuropathol 135(5): 801-803, 2018

31) Banerjee G, Adams ME, Jaunmuktane Z, et al. Early onset
cerebral amyloid angiopathy following childhood exposure to
cadaveric dura. Ann Neurol 85(2): 284-290, 2019

32) Giaccone G, Maderna E, Marucci G, et al. Iatrogenic early
onset cerebral amyloid angiopathy 30 years after cerebral trauma
with neurosurgery: vascular amyloid deposits are made up of both
Abeta40 and Abeta42. Acta Neuropathol Commun 7(1): 70, 2019
33) Jaunmuktane Z, Banerjee G, Paine S, et al. Alzheimer’s
disease neuropathological change three decades after iatrogenic
amyloid- f transmission. Acta Neuropathol 142(1): 211-221, 2021
34) Caroppo P, Marucci G, Maccagnano E, et al. Cerebral
amyloid angiopathy in a 51-year-old patient with embolization by
dura mater extract and surgery for nasopharyngeal angiofibroma
at age 17. Amyloid 28(2): 142-143, 2021.

35) Raposo N, Planton M, Siegfried A, et al. Amyloid-f
transmission through cardiac surgery using cadaveric dura mater
patch. J Neurol Neurosurg Psychiatry 91(4): 440-441, 2020

36) Hamaguchi T, Eisele YS, Varvel NH, Lamb BT, Walker LC,
Jucker M. The presence of Af seeds, and not age per se, is
critical to the initiation of Af deposition in the brain. Acta
Neuropathol 123(1): 31-37, 2012

37) Cali I, Cohen ML, Haik S, et al. Iatrogenic Creutzfeldt-Jakob
disease with Amyloid- # pathology: an international study. Acta
Neuropathol Commun 6(1): 5, 2018

38) Nakamura Y, Aso E, Yanagawa H. Relative risk of Creutzfeldt-
Jakob disease with cadaveric dura transplantation in Japan.
Neurology 53(1): 218-220, 1999

39) Hamaguchi T, Kim JH, Hasegawa A, et al. Exogenous Abeta
seeds induce Abeta depositions in the blood vessels rather than
the brain parenchyma, independently of Abeta strain-specific
information. Acta Neuropathol Commun 9(1): 151, 2021

40) Hamaguchi T, Taniguchi Y, Sakai K, et al. Significant
association of cadaveric dura mater grafting with subpial Abeta
deposition and meningeal amyloid angiopathy. Acta Neuropathol
132(2): 313-315, 2016



