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Transmission of prion and prion-like protein
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Creutzfeldt-Jakob 37 (Creutzfeldt-Jakob disease: CJD)
WCAREEIND 7Y F VIRiE. BB 5 iRk b
EEET ) & YEAER R E T A MR R
TdH 5o 7 ¥iEAs KB AE (bovine spongiform
encephalopathy: BSE) bt B L-LEZ S
NHZERM CJID b MR R
VE VD BN EIC L > TR L 722 £ 2
SNDEEMCID O X512, 7)) F VI IFER
HWVITEFMHETEHRLI DLW RHMEAL, Th
SIZLIFLIERE Lt &MEE oTwd Dy 7Y
F VI DR, W O EGED X9 M LR
T AN E o TR T RO MDA B DT
Rl IEER T A v EA (PPY) L3RS DS
RRORE TV A v EE (PPY) PG LTS L
EZHNTWD PP PrPC L & HLT I /1
Fy 2 Fpo0s, ZOVAREEIIKRE (RS, PrP©
1% a-helixes #5315 |2 & A B-sheet iE 2 1T & A EHi7z
RWAS, W2 PrP5 i o-helixes 23477 { . B-sheet f
EEEBEIIEATYS Yy ZOVHREE Eo@ENIZ
X0, PrPUE, BEDREERIC X B oI IEYINE %
AL, 7384 P L LR wvo 72 PPt L i
R0 EAEL Y. ZOIENRT Y F VIHRE A
HZALIHELTWwEEEZLNT WS, PrP™
A3 PP & O P TS5 & Z D PrP* %
BRI LT PP D7 4 — V74 v S RED &R

CTEN PP ICEILL T T EIZE 5T, PrP¥* i
B - B L T EEZLNTWS Y,

F 72, I, TV NA <7 —3F (Alzheimer’s disease:
AD). 73— >~ ¥ (Parkinson’s disease: PD) /Lewy
AMERIGEHAE (dementia with Lewy bodies: DLB), 7
vF v b PERSE (Huntington’s disease) 5 25 14l
HM{LIE (amyotrophic lateral sclerosis: ALS) &\ 72
ORI BWTH, 7)) F VK& RIS
HOLFEDERADHEERE D H I T+ — VT 1 ¥
FREIZE-oT, BAPIATZ 4= VT4 7, A
LG (207 A= ay) 22L3ETHE
BITDHI LI TEENGIERISINDLLEERD
T\ 5% (protein conformational disorders) Vo & & 12,
NS OMREEMNERES, 7)o P & RARIERA
& 72 B B B A OARIEDSVER O iR N O A
%53, BRI T O THETH 5 &\ ) FEERIWHIE 238
MLUT&ETWEY, ARRTIE. IS O ERR
O THHIZ, ADICH#ET AT I 1A Fp&EH

(amyloid B protein: AB) <% 7 8 & U'PD,/DLBIZFH:#
§ha-¥ X7 LA Y ORI OV TR %,

1. AD BEEGFEE*BALEGTFHREET
IWRIRERAWVER B 7204 F—Y XDOEK
RnED R A

AD (35D HE O R WA E T, ZoHul

[ 72 AR BEAE AR DS AP DM~ DILAETH 5o
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AP BEERICHR DS D B 2 & R, Kl AD O J5
K#Efn T & LT AP OFiBRIAZEE (amyloid precursor
protein: APP) X2 APP °5 Ap DY) LIZ0 2 b b
vyt 7 L% —EXOIHEAL 2T 5 presenilin 1 33
X2 DME SN2 LI12X D AB Y AD FEkkE
DR EFRICHBET D AR B A — FIRFAIE L %
FANRLNTER Y,

G ETIZEHD APP LT & 5\ presenilin 1
F703 2 BIZFOEREEALCBIZEFUEET IV
Y AIER EN. L L DEF < T X THAD AR
WAEPHHIN TS 9 1980 4E. 1990 HFRIZD
AD R LD EAREERE ORAIIITbI Tz
A AT D LI b > TWz Y, LA L. 2000 4E
12 Kane 5. AD BEWAFEI A — % 3 5 HilgD
APP BIETUE~ 7 A (Tg2576) ORICIEAL-L
A B IEALRA o 2B BIER O A E Y
A= FEREALREL LT 5 # A8 » A)
IR B L ORI ~D AR ILEPAEIIL W
EERRL. AR 7 IO A K= AHMEEKD S A
ANOIEAET HWRENE Z O THRIE L7 7o D,
Hx%H AD ET VY7 A (APP23, APPPS1) TH Z
OFERFFHIN Y, F720 ZOEHKIE AR 21
ALTHORMEEA L AR IREIKGFT A2

A Wt extract injected Tg extract injected
- B f
iiv v
Group 1 mdi " ‘1
3 to 9-month
7
Group 2 /
9 to 15-month
= '_',_.-‘" \\
/’ 2 'A_-.(
N =T
o
Group 3

3 to 15-month

L BRI TIAREY A — M5 A ZHLY
Rl AR DIZIRIIRI SR RHZ EnH, 20
ZH&ICIE AR AR TH LI LI RENZ Y, £
DHEDITETIX A AP 2 HIVER L 72 Ap Rtk % i
EZFREET V<Y ZAWIZIEA L THMIC AR hAE
A ERI T EMREINTNLE >0, 512,
MR 2 KB R 05 L7z AB DAL 2%
FIZ, fEED AD EFIV T R EIEAT BNEKE
VA= NORBEIEAT LI LERL, 2O LI
T F VIROEKIIIAY PrPS ORRDE N IRAE L T
WL EEFPL TR, K51, RBEN
D% BT o 728 F Tk, BTHMEEICK 2B
DR D ABFHEEZIERTE, ZTORL 5 AP ik
% AD EFIVI T ZADMIIEAT S & SRS 7R
p7Iaf K=Y AP R R > T2 9% F
7o 87 b APP IR T AR ZFOBEHIBMO €
VA — & AD EFNT T ZADOMIZIEALZERC S
B BIRHANEME R L Tn i P, T s ol
5%, AR b PrP% L BRI AT B L EZ S
NTWwb, F72, proteinase K (PK) THIF S N
AR BRHED A5 R PR Co i S 2 ] a2
D AB DM FTIEIEZ TSI T LR TH S
CTLATREN, [BIFEFISEIT Ap OEREIX1 D

*kk
| *k* |
*%* * *k%
10 -
9 4
g 8-
27
o
o 6
< .|
4 4
3 4
2 -
1 N
0 : : :
Wt Tg Wt Tg Wt Tg
Group 1 Group 2 Group 3
*: p<0.05
**: p<0.01
***: p<0.001

B 1 R ERCHERIIEIC X 27T I 04 F— ¥ 2R 0@ 17

Group 1 & Group 3 I3MHREY A — % 3 7 HETlH~NEAL. Group 2139 7 H##ITHEA L7 Group 1 & Group 2
126 4 I, Group 313 12 » ABICEHEZ 1T o720 Wt = ZWAT Y % — F ZWIIEA L22BETIE, RO Group
THWAD APILEZ DL o7 (A, B)o Tg X7 AMWMAEY 2 — M ZMIIEA L7ZHETIX. Group 1 & Group 2 13/iK
N ABILHE DRI EENLIES > 7245, Group 3 TIIMMORE L WK L THEIC ABILEORENL 7> 72 (A, B)o
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ABBREI A= %3 r HISTRHA~NEAL. 12 » ARRICEEMI L7z (Group 3 Tg)o Ml & 20 FEOREIZA R (3.5u) O
ATV A= FERIEALLE A, 12 5 ABRIZIEA LR ORZZT TR L, #HEB X ORI B 4RI ABILAEDIED 5 720
B RIEEER L O % 25um TRERKACEID . 12 254 ZEIZ ABILEOREZ L 720 Wt 7 ZDMNZIEA LYY 2 TR
LAY ABLERBO LD o T Tg 7 AMEEALLEEZ, 6 » HERICEHE LB CIliE & Z 0l ABEE»IRFB LT
W22 (Group 1 Tg. Group2Tg). 12 # HRICHEMN L 728 Tl ABIEAE AN RIZIEAS > T a7z (Group 3 Tg) o

TIERWVWZ EATRENZ S, ZoMETIE. NE
WO Ap ZBEWETE W /NS BEED L DI
Wi d 5 EARIEORRPB LA L Z L MESIN TV
z’ 4, 13)0

ZOH, KLV — b 25D AT ITOASf K=
A DAZFEIZ DOV TOMET DI Th I, AEI L — |
DOIERENBEGICT AR T I 04 K= AHMMEHT
HTEEMELAPIKT I OAf K= 27U~
ERIBRIC KRS 2 5 DG TEIE L ) B 2 EAVRE
N 2R OMETIE, K> SIEE LT A
. FPMEREICEE L. TOBRNEZIED T
Wo o2 EAEINTWS D),

2. EARNTORB 704 K—L ADHEEL

APP237 7 A& F\W 72 FERTIE, MRNELEICAB%E
GUMAEY A — MEFEAT S E.37 ARICIZEA
L 72BN DABIEAE DI E D . 64 HIRIZIZIE
A LR 7200 T BT B~ ABTLAE 2%
JRSAHZ EHRENTO, LA L. APP23Y 7 AT
1X6-8 7 Hii CHNIREDABILAE BT > TLE D 72
B, ABE ELMAE Y A — MEEARK6r HU EfEo
TRHli§ 5 2 &L <. L EoERN O R

REHET 5 2 ERWREETH o720 F T THEE ST,
MNRTEDABILAE 2313-15 7 H Tli F % APPHE{ETZ
< ATHHRIA0Y T A% HWTEERZ 1T 7217,
Z DOFEEBTIE, HEE L Z 0 FEOREIMEDARE
FUMAREI A= MEEALZLE T A 67 HRIIE
EALEE 20 EBOREICAPILEXRF L
TW72A5 124 HRBICIZABILE M ERIZIEA > T
B AESE LMY I 04 F—v 225, fEHANT
PEEE L7z (K1, ®2) 7. IS, B LERO~Y
ZABEEHMAEY A — FZEAL, X -
THBT I v A =3 ZMEHAMEAE S NS H %2 TN
2 2 AH, WANDABILAE DL, R BAERDTE
FHTHEFR L APEETIAEY A — A
AR LIRS A 2 & 2R L7z (K2) 7,

3. ZEDOHRLE FAPPELGFEATOREZRAL:
B 7204 F—> RAKRBIGIEDHA
ZZFETI, BETEREZEALLEYY 22w

7R BHER D FEER 2O W TR T X 7225, Iir.

EIZFERZF- vk + APP BIZFEALH

727 AT H KRB OEESRETH 5 2 LAVR S

Nz®, 2= ZATld, HRIZKIC AP L& %72
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X3 MERMH Creutzfeldt-Takob % (CID) & %M CID OB 7 I T f = 2 2

A TBAEAT CID. FECIRE 39 ik, B, MERICT I 124 FB&EE (amyloid B protein: AB) kA% i 5,

B %M CID. JECHE 35 %, . ABILE 2O H v, C WERHE CID (16 #1) & IMFEM: CID (21 #l) DWNpT
U F—Y ZAOBEDOHE, BT ABLEAI T, &7 Iaf F7 ¥+ F—2a7, K7 Iaf F7 v
FANF—R T IMFEPE CID &R L TR CID THREICE - 72,

BH5HTEFHRVA, AD BEORMAFE I A — b E N
WHEAE§ 5 &, B 285 HERIZIIANIC A LA %32
W72, F 7o, HEAE 450 H#% F Tld Thioflavin S B
HD AR LAEIXIE-E D LawDS, 585 HEEICIE
Thioflavin S BitE D AB LB RO L L H 1k o721,
COMWHIZE T, TV UIREMERIC, BB T3
O A F—3 ZOMEREFICIEB R T AR TN,
WZ EAIRENT,

4. IORLUNDOEMERAWLERK B 704 F—2
R CEDE A
INFTIT AT HOCZERIIOWTRRTE /-

B 7 ALSNOE & 7RG OHEE B AAET S

12 AMEFAUEEHETHLIY—FLY FEHV

7oBFFECy NS AD BE ORAE D A — b R EER

34E5 r AR L& THO~Y—F 1y MTIIC AR ik

EBEERBDIEHESNTVE Y, &5(12, 525

FV—T1k, APP BIETUET v N TH <7 A LAk

(AR DAL B 2 & il L7z 2%

5. & +TO AD OEKREIEIE

WAE, EEE 7)) A VRIEROMET T, P 7 3
T4 K=Y 2Dk b5 MADERED W] Btk AsH
EXNTWD, KEFIVE »BKIE CID SN %
W 72HBGETTlE, 8 BloFWIER] (36-51 %) D9 H
4 BITHEN O EHEORMILE B X OHRINE~D Ap
LA % B, 19 BIOF Ml 71) F e fl (36-51
%) TS L, ERNVE CEK M CID BT
HIZAB AN EBETH 72, T 7 HIOE
JERHf% CID (28-63 %) @9 H 5 BITHEHE S X
ORI~ D AP ILHE % #R8.  OBPE X IFEYE CID
LB L CTHBICEHEETH 5722, bAE DM
Bhits CID HIKINZ W MEr Ty, MR
CID JEBNIIMFENE CID FEGNZ AR THIR CAA Rik
BT AR kB ORENEET (K3). ZORREILM
JRAEHI A BT T TOMM & IEOMBEAH ), Bl
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& 7 SRS A S A N R B B T AD
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TR RS AR CID IR 2 F V72 Bead T, A Al
#% CID % (16 B1) 3 & OPRFEME: CID %ER (21 1)
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WZHIOMZE T 28 i & 33 MDA CID T
. N B X O ICEW R AR IS E RO TV
7205 O EADREIRD TW a7z bl &
NTHEH P, ZhFTl MIBWTERRIEEO T
REVEDSHUS S 72 2 i3, T EHERIA A 7
Ay BB BELRDMEDPLETH 5,

7. a-UX9 LA UOEKRBEE

PD. DLB. % RMMEME & o 7o Y I
T HHEME LT, a-¥ X7 LA ¥ ORI N
NOEENETSON, ThHDEBIE - X7 LA
IRF=LIHEND O Ap &7 LIS, a-
VX7 LA IOV TH AR PD/DLB KR o-

VR VLA VEBIETOEERPLBEHES RO 3,

- X7 LA VERTERIZ X o THREMEDT] &
BIENLEZEIRENTWDS,
- X7 LA 2oV TIE, B ER2E-7-

TVF TN F VRS YN B DR

o-¥ X7 LA Y EBREBR L7 AR RGFER
ERET T WA 2 & F W 72E5E T AR & Ak
R 2 24% 3 5 2 LM S Tn g 9, &
512, PD TIE F— 83 VMR EBEEZHIE L
72y BB F—o3 3 UapfEHifa 2, ¢ o BE
W2 LT 1987 4E2 SERIRBFZES f Th T\ b ¥,
ORI F =233 VB IC O W TIE, —HE
BRGRERCIE & 2> 2 BRI 20 S5 2 SE Sk 70 2
5 723390 BAl 11-16 4E1% & REIAAT L 72 5ERI
AR RAZ T BAL L 22 IR JE A HIla N PD @
Lewy MEEERIC 0-¥ X7 LA UHEE LTV 5D
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SEBI % 20 4ELLEIBER U 7292 22058 Tl kB rhig
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LA v OHEREARRHE 2 A L 72 PN O 1R S
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