BE JUAUR

&g 3 (TR )

Bl GRS, RRl

‘} WICRE > CHE R L,
X PrP* O# %47 - /2o Plate-

B o, 2hEhORBHE

lia BSE Kit & OB-ELISA &
AEoRHBRAZHEL T

il PrP8SE OEHED
0% L r C ma ome
05[!1? ﬁj Qﬁblﬁtﬁéﬁﬁ 7‘\.0 i 711-, %%ﬁﬁﬁa@ WB
— o 147 ELISA &7 ¢ & bR
= 55 e
BSE et H~16 EREORHERE:
209 R g @ HL T\,
E3EN4L4BIEE THE
4 477 @ BSE OHEZERER Uiz
VEER LGERR 16, - . ELxsii waﬁ iy
I
30 EThHD, EERET
‘ BSE B 0 7R ' . .
gy B 5 0T b WB # & U THC T PrP* 0
c = SHIHETE, HERAT
wB b RIS & ORI %
BSE#4  PLATELIA B e
OB'EWI];ISA 7 BB 1% ELISA OBEES
)
BSE#5  PLATELIA ° ;3 &72 ; };f ;E;h v ;’E{%
39 A Y
OB-ELISA SRNITTD 2 7%
5 BMETI WBE XUIHC T
BSE#6  PLATELIA e ‘5‘_”’ R RS 61
| omaLs | e, HE BAC R EIE
p— HEW SN - Te & OB
BSE#7  PLATELIA | 5, WB % £ U THC A4
OB-ELISA ° BRELLTHABBEEZRL

2 PP iRIBORIMIRF

PrE® AV B4 Eh 3 L OMEBRT 2 2 ic, BSE B 02 ERRF OB TR
ZR L, PrP* OREERERE L2 (1), Platelia BSEKit, OB-ELISA, ¥ XURER

TWAZ &, ¥/, FPEED
HE A TCRREMMENZ &
LRERTE

HRER WB oHBRAR (F.

Enfer TSE Test (Enfer ), FRELISA BSE (E+LV
EA)DF v FHBSE X7 Y —= v X O—RKREI
BHEhTWS, choTHBES 2 IREBEEHE
AhiEkiconT, BERBTEIRELZT T
%, BEIEBETIR WB, REEGLE JHC), B8&U
FEESENRELENT 5. E 2 i< Platelia BSE
Kit, OB-ELISA (FRELISABSE® 7w k51 7)),

B & URESIREF WB O IR R % HB Ui R 2R
Uz, EE BSE £ ORAETEEMT 4 EBREFR LK
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Pro® oS LR AR ML O BB, 7Y 4 VI
Bifiicd s L EOBETHAINT —PlELT, &
2w IR PP NI AT v eI hSR O
7y o ERYeff 4 Hl U oo OB-ELISA GafsR) Tid
27 LA ¥~y RO, 4 TR (920 ng AR
%), OB-ELISA (L5 TIRATHER (230 ng 8
A T THRETE I, NAAT /—Ezryb:b 2

F BRI BT 5 L REIETHIA00 LDy, FHET




HME(ug)

2. BSE R2ENBEORSEERIR

EHE (mg)

| |
%5 64 16

BSE4 #1H : &4 (73M)
ELISA

1[EE :3.436(0.220)

2 @ H : 3.533, 3.655(0.224)

WB(+), IHC(+), HE(+)

WR(eg)
O
25 6.4 1.6

BSETHIE : B4 (83M)
ELISA

1[818 : 0.290(0.226)

2 @B :0.300, 0.302(0.223)

WB(+), THC(+), HE(-)

RN

10 25 06 .15

HERE (mg)
10 25 10 25

E3 BSEBREHER
kB (ER4FIB), TE (EATHE). ELISADY » INOMERH v M 7, BEMEENROREARIFE (HO =
RUto THIER ELISA OMEIRY v MATHEE D bEMICEVCVBETH S, WB, HC LdHshcBEREZ LI,

&2 OB-ELISA @ PrP> KRR

rHRA BHRA
U AR HERSE | RSl (LDw) | BSE BEF Hg R
R (ng) HEE EEBEFIR (ug)
4-7 920 400 27* 33
4-¢ 230 100 271 (=10"%) 8
4-° 125 ~ 50 25 NT NT

100 LDs 8 IR T 5, SUEHHA%IC PTA LB EE %
WMATBEY, SSICAERENLERA L, 2ED,
B 5T ELISA R — ZiZ Uz PrP> O HERER,
2B5ILDpE DT LD, BRELORKERIL
LD D7 U A v OBHICERET S &, 10U LOFER
BitEERT 2 0ENS B, £/, OB-ELISA (L
%¥) T BSE R4 S Pre*e 2R LB E
10733 (S ug M) FRETRIUETETS -7
BSE £O#MEHE 7V & VBREDO A AT v 21 D
— 5 —=BFHTRODOT, BREETERT I ENTE

K, BHELE BSEFORIKE®ET 3 PrP*ED
1/2,000 B HBR &5 5,

Platelia BSE Kit @ 4 PrP¥# t IR # 12 1/300 ~
1/1,000 BT, RO Y RICBW B4 FT v 1%
WE+5E, Ay hCOBSE 7V A VEHBRIZ 1
LDuThoP RITYRAREAEBT I ROFTIR
BSE i BREUNEWRATH B, YV PIPREALS
VAV xZwy (Tg) RORERVIASAFTT v
OESMNINNEERERESFGCEELALONATY
2%, Safar 513 CDI T BSE40D%E 10 *H]RL T
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% E JUAE

& PrP* 24 AgeTH b, CDI K &5 PrP-fitiR
ﬁﬁﬁVPﬁﬂg?WZ%%mkﬂ4ﬁ?vﬂ4®m
HERERABEETHS EHRELTNEY,

Schmerr 513, BEES PrP R7F FERLIHEEA
Elsx ¥+ £ ) —BRKEIECHRET 2HET, F
PEQMEN S PrE> ST TH B EEHEL
k”oﬁﬁmm%?w%ﬁm%%mﬂmmfﬁﬁﬁg
AEENICEMT ZZ ERTSRLA, OER57Y
FvEBRETREEIERERFEL LTHESATY
%, %7, Biesckhe 5 X BWAEE AR SYEE T CID
(Creuzfeld-Jakob Disease) BEFHE L & PrE> ZH il
LT3 9, ChbEAAPEFShIENRTS %,

*&%Kﬂ4ﬁTyt4K;57Ufyﬁﬁd@§
ﬁ%h&%iéﬂfh%ﬁ,ﬁht%@ﬁ%ﬁ?%i
CREEPEMAEET 3, b5, 7V VEETY
z@ﬁﬁ@ﬁmﬁ%ﬂm(ﬂm)n,ﬁﬁﬁiﬁﬁe
Pﬁmﬁ&&fééckmﬁﬁb,%ﬁ%%kfm,%
B CHBBEERL PP ERET S L
?,N4#7vﬁ4mi57vi7&$%ﬁ%M?%
ZolARULI B/ RIURFASPIPE) v I A
v Lt X ORI IS CID otk = EEE L
k%%,m”%ﬁiffvﬁVﬁﬁ&émfh5%
WY PrP-Tg e R, HBVETY PP/ v 74 U%
2 CREOFEICL D, BREBSE 7V A VREMS
AL B - ENPREEh B,

170 BSE 2R, LERREREZRN L THRE
43, & U, M E %R & LT BSE £/T2ETAH]
gl o, L% - REMCBROFREHETSSC
Emd, ORI CARNOREBRIESN B, X7,
BSEB LRI OIBEP, FOMHARICBSET U —T
BB EOTBLFEEEN BN LAKEL, ZOEKD
B o, BSE ARBHERORRENRD SN TS
2, S0 LI APBENBFERBL, FEMRLL
k%é,iﬁ%%wﬁﬁﬂﬁﬁﬁ%m,mﬁﬂ£me
N ER 2, ThE TOPRREEBEIITHET
42 &, Pree SR LERREY v XEER DY
VRGBSR SN A BEE, MEFICLT VLY
T2LEZBONERTH S, EBIL, R/ VAE-

B, BSE RYe%E, BSE i =21 ¥, vCID
BEOY) Y NRHEGT PP SRITE, MEPIRE
SAGETREZEDO TV A VBEET S I EMBHSH
T, LhL, 7UAVBAEPREELLELT

BHMETHB T LG, M S PP AT 31
3, MEKcE LR AEEFEED T, BERER
W ROBERMNDETH B, —F, BSEBRFITET
BZSYAVOBERRY VA E—BREELHE LT,
R A~ O IR R ER AR, PrPe @ U Y8R
wEcia LR Ehitn®, §- T, BSEREFoMm
BRICRT Y F VAR SEE LR VTR b 5 5o ]
S RE PrPC R B NERTERELTS, @
i PrPS g 2 1548 & U7z BSE itk E R I BHER
TRODE LI,

PrP KBS, TV A VBRI X VRERICELT
BHFRBHiv—H—ICHV BB, AT VA VIRORZ
BT, B O 14-3-3 BR, MRERNT ) 5 —F,
S100 BE K EMBHEHIv— A — & LTERSNT
W39, ¥7z, MRI OLEGRFAE B S FLAR (fluid
attenuated inversion recovery) E&MEEIZETICIG
ﬁéhfh%mob#b,¢®ﬁ§%%iéth%ﬁ
DI P MRIBEREAH TR,

9001 £Ei, 7V RGN © B85 R AH M B ER
T, RERMUEERTF(BCBETEYRaNES B
v URSE(LETF (AHSP) Th 3 Z & 13HBE) O/IZF 3R
ERETT 5 - EhEEsh, PrPLStoBli<~—7 —
L LT2HADBEBEESh®, LA LREET,
AHSP #$ BSE B0 2 < — 4 — & LTIRET 52
HARETH B, E7z, 2001 Fic 7 ) A VBEEY O IR
RMrERESRBERENEO PrPStREEh B2 &
EEIh, RREICK S 7Y 4 v BRESHERAED
BENSE -9, LhL, RPPrP EEEA T
Efd, GEOABEEHTHIHREELERINTS
b, R PrP OBEBELAERTRIICH B ™

10 B/ b @ BSE RE®REF v PSRRI hiz, 20
mTbEEEORVLFy M, BEBRERELTE,
PrPe g REMSHBIENEVIBREF D, L1
HECTESRESDHEIERATH SN, —ERVICE
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| RTEBHDTREL, 4%, BSEZEDREYWTY
A UROBWEROMRE, LBEERTI LU
ELEE2, 2) RBFEEMEE 5 0REHTH
sepsn e BT b BRELE LED B, 3)PrP* U
HoOBW<—H— 518 & L ERMBIEORRE, ©
s SO FHENH B EEbh 3, BSE AFZHEOR
BAQESINSEIN B, T IHETERANLS
OHMEATEE N B BASRIED, BRABBH<—A—0
ZEE, BEETOT VA7 RANV— AR LI,

E R

3 [E BSE £ RH B E S0 I L0 B AR
Bt e 7V A VIRHRE Y & — « LRSI S L
x4, £72, PrEcBmEBEICET 3RBRE, BELEY
BRIEREBROBHMEZI TEMLILEDTT,
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(w4 VA #55% #£1%5, ppdb-54, 2005)

62 MAET AV RFEE
81 Lgmas o ws L 1

2. NEREBRBEEEL LTOTUF IR

B A Bk
ik - RERREZFIRM - 7 + v REHE

1996 EZERE s 04V 7z b - ¥ 27 (VCID) OFEEFRESNTHL, 7+ VRIEA
BB W END LD 10 o7z, 2001 EIIZFRAE T BSE BEF RO, KE Lt
SRE L 570, BONIC BT 2 BSE SR ERICH Y, EENCBI B vCID OFEAE b EER A
T b BHA, N LAOETO BSE WAL, Bz & 5 vCID OfEHE, HAICBIT A vCID BED
SR Y, LTV I EAKRAICHEE B o 72, BSE ORGEILARE & BBIZIE, BSE A7) —
SV T —RA T VR, EERERBLOKRSE, FAEAOREFILETH L. T, MmMANE, B
EEERL EOT) F v EEREELTHRT 220103, BRET Y 4 U REEROREFEIN
B, 51, AT A VIEORBEEHIDERLZRETH L.

EBEERESH LTS Lk, EEOREORTBHEREE
b T, BIEWNZ vCID BT e 2+ BH TE B KILT
EhwnwkEbhs.

vCID DEAEHZE 1 1R L7z, HETIE 2004 40 5 BSE EERRELEDMMBOWILIZ X VRESPERES AT
PSEEFED NS, IThT T vCID R 5E L7 BEIL G, BIMIC X B vCID OEESEERE SN TWzAS, B
PrP 2 F¥ 12907 3 VBEEFP M/M THLDT, M/M ENbnriol. —F PrP3Fr129 ¢ M/M) &, rﬁk
FATOMBIBFERZIOTERL LTI rb LN e 3 4£2E%1C vCID & 55 Lf’}\méiz@?rﬂn'fk%sem
v, —7, EETHED L VIEIREEREFHORE % N7 6ELBIZVCID AEELRZY. ) —f6l (PP h
R L D ATER, 3/12,674 25 PP TS
o7 CORRPEEDALNIMET S L, 3,800 HREED (A)

vCJD DHEAEIRR

BUENTET L L VI RELHEIN TS Y, or 2

EELDSLTI, 75 VATILE, A 5T 268, TAN ]

SUR, AFY, TAYUIZLIHE, 2006 FIZAY, FF ¥ 25 &

¥, BATVCID BEXRE SN, BERDO vCID FEFNZ

R OEESER IR R T E L ONT VA, & o . 2 y
W% 5150, B, ENELEIUBEO L% — 17

5%, BAFBF~OHER EOBERIOEET 2. B 15| -

B VTR I B % 51T 5 T &%+“¢%K%hé »

Zwvid, PrP UAMZ vCID OEEHICES T2 BIEERS w0l 10 10 .

B T s ,
T 060-0818 ALURTLEAL 18 478 9 T B o | | || M
TEL : 011-706-5293 0

94 95 96 97 98 99 00 O1 02 03 04 05 (f)
FAX :© 011-706-5293
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> 129 ¢ M/V) i, BRI 18 » BIZvCID 2 RE L7
ANHRORIMEREF WM S N AT, 5 ERICEREIRER
RIZI DT L. ZOBREOELE,S PrPSe 2 s h
7S, B IBE S e ornd, ZoBEINER VCID
ZERELIPEEA Z LB TERY., LML IDOEFIL,
PrPa K M/V & B WIZV/VOAPvCID Iy 51
RMIIEZETER ko,

BSE OHEIRA

HEETIT 1992 £% ¥ — 7 12 BSE OREDHA LTz
75, 2004 FIZDWIZERDFED 1,000 L S - 72 F 72,
EU ETH BERITHIER I H B Y. —F, 755, 4
AG I, BAE, TAUA, & EULHOETS BSE Kk
EPRFEINTEBY, EUDSMI D BEREIRLTWAS, 5
FIRMAMERN & E 2 55T, BSE O —~A 5
A &5 L VIR Y, EOHBERIIZH S 72 v,

HATIZ 2001 € 9 BIc—BIBASFERR S 7z, 210 BIC
3, BRI S h 252G LRESEB SN
2004 FE 4 B7rS, 24 r AU EORTAEEENEE L
TEEASESIZER S N7, BSE BRAEHEENESWIETED
BEORBEPENZ L7, TAED BSE iHHART % LR
THETHEELZo7-DIRBEATHEL., ZhFT, 450
FHELLEA#E S n, 17 o BSE BgF 05 s 9.

LIS N T 724013 1995 ~ 96 E ISV ThEF Nz

(v4VR %55% %1%,

BERTH oD, ZOBEICY R 7 B—EBHcd o
mEbEZ N LAL, 2004 ~ 2005 FEOBETIE,
1999 ~ 2000 FFIZEE N2 F 3 EIHEE SN 05,
FOBRIBEFEFENICEELZZEFBEL2E 2 o7
(B 2). 1999 ~ 2000 4E4 ¥ 1L BSE 40 RgeiEArs, ER
DBSENFVL Y F) v FaE T4 I IVENTERLZD
B, NP OOER LR EOBAICL DD OIS 2w,
BSE DERENIZ 4 ~6FETH D, HLEEIMEFUSERE
BECZABZ LMD, 2000 ELREIZE T 72458 BSE #F
BEWMIIADLDEZEHTHSL. T2, 2001 EORELEE
Wy EE Sk SR P DRI 1T AR 7242 T ) BSE S5AE R
X0, BElOFEIE & RO BSE HHARASBARE I 7
brBbhd, ft-T 2001 FELIEICAE T N724% BSE 1F
FAERMICETL2F TR, MBEL 225D BSEH—~A 5~
AT 2 BN B B, BSE OREGRIREE L E 2 50
5. WEMOERIZ 2001 FIEMICHEEI X BRTHE
ALTw2EEHI 5O 2 M ABRASHEROEE1X0.5% 2E
SRV, BARESEEOBRIIIE 2. KICENTO
B H AR OBRFPNRE BB L DL EEZL L, B
Pir b DELEBEOBARMOZ L Ii—BOEER ) LE
VHb.

HA T3 BSE #5E4 72 & BSE Bife s 358 S -4
v, IhE TR ING 24 r BiELl o BSE B,
BEFPELTEESTREBINDDONSHE, LEETH

98 (1996/02-08)

2BE (2000/09-10)

158(1999/07) %’

158(2002/02)

25H(1995/12-1996/03)

[ 244 ALl _EDOBSE4D H A b
(] 247 B OBSES D H 4 #y

2 B0 BSE 404 & AR
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FE LB SNABEASHE, BEF % EORETHE
SNIEEPSETHL. LEFEHTRE L LTLAES:
B IUVRTHE, EUTRIAZFII0EENS. EUD
SEIHo THAD BSE DFEEHELFETL L, VA
FT/FEIEHTVNI EPbIDL (R1).

BSE FEHRERF v b &£ OFH

1998 S 7Y o =7 AHAS, HFEMO BSE HEF v b
“Pronics-Check” #BiFEL /2. #™%#, Bio-Rad #f, Enfer
#AS, BSEMEX v FEFTEL, 2000 25 2001 1247
TEUETBSE MEVPERIND L HIlkko7. ECT
13 3 B BSE OREMEEOFMEERL, TnFTITI9
*y MR ZIT (R, 205 b 12% v AT
4= FREBE%#®T LT, EC (38% 12 European Food
Safety Authority, EFSA) DOEBZ2ZITTWw5,

47

BSE #@EF v M, Y TAF¥ 7y b (Prionics
Check WB), 2T O #Hi k% £ T % sandwich-ELISA
(Platelia BSE Kit, FRELISA BSE, Prionics-Check LIA,
aCDI %2 &), PrP> % BIRMICEAT AR v —%FEH L
7B # ELISA (Enfer BSE Kit, IDEXX HerdCheck BSE
Atigen Test Kit), filter-ELISA (CediTect BSE test), A A
/ 70 }E (Prionics-Check PrioSTRIP) (T KRB &3
(F2). £40% v M ZFNFNIEYI D 5. Platelia
BSEKit B REOBEMLICKI L -—HTH 5.
Enfer BSE Kit % IDEXX HerdChech BSE i PrP5 % ZERAY
ICEETAEEREL - LT L EFERALTYS
R #HTH 5. IDEXX D F v + Tld Microsens
Biotechnology #1455 4 & > A % &9 5 Seprion & FiEn
BALER) v —FHERALTWA. Z0fbER) v —id PrP%
T B ERENE WS LK, IDEXXHOF v P TiEss

#£1 ZEHYPEO BSE BitE

A B A+B C
BIK B3 EU D) A 27 #1412 B3
R4 LR E WEELTES M3 2 EH BELELTEE
(24 » AELLL) (24 » Al L) (24 » AELi L) (30 » Akl 1)
AR 145,373 19,879 165,252 1,740,937
BSE BiEF# 5 5 10 5
B (100 FEHAD) 344 251.5 60.5 2.9
#2 ECICL% BSEREHREX v FOFE
EXans v b TR/ [ gacben RS
%8 | Prionics, Switzerland Prionics-Check WB WB =25 id 101 (15/20)
(1999 4£) | Enfer Technology, Ireland Enfer TSE Kit E# ELISA =2ty 1015(20/20)
4% CEA (Bio-Rad), France Platelia BSE detection Kit Sandwich-ELISA B 1025 (18/20)
ID Lelystad, Netherlands NA Filter-assay / 2% - FEMHE | {bFEFHN 1:81(4/4)
s—m Prionics, Switzerland Prionics-Check LIA Sandwich-ELISA =2 1:243(2/4)
— Sandwich-assay / &% - & . ’
2002 DA (InPro), USA ) . A EEE | 1020(2/4
( oso*i@ USDA (InPro), US aCDI SIS /PTA S B R EOE 2/4)
MRC prion unit, Imperial NA Sandwich-assay BFEN | 1.270(10/12)
College, UK
CEDI Diagnostic, Netherlands | CediTect BSE test Filter-assay / M - RE%HE | {LFEREX >1:200(5/6)
Fujirebio, Japan FRELISA BSE Sandwich-ELISA 26 >1:200(6/6)
IDEXX Laboratories, USA IDEXX HerdChek BSE Antigen Test Kit, EIA | 3 ELISA / PK LB 4 %5 1: 800 (5/6)
Institut Pourquier, France Institut Pourquier Speed'it BSE Sandwich-ELISA =225 1:64(4/5)
#=[ | Labor Diagnostik Leipzig . . .
- LEE | B 1:2
(2004 48) | GbH, Germany Priontype post mortem Sandwich-ELISA / PK L5 5 5(4/4)
10%: Prionics, Switzerland Prionics-Check PrioSTRIP Lateral flow B 1:100 (16/16)
Roboscreen GmbH, Germany Roboscreen Beta Prion BSE EIA Test Kit | Sandwich-ELISA 2 >1:200(6/6)
gz;zzsy’agnosm GmbE, Roche Applied Science PrionScreen | Sandwich-ELISA % 1: 100 (10/12)
Enfer Scientific, Ireland Enfer TSE Kit v2.0 (autom. Sample prep.) | E#: ELISA ==y >1:200(10/12)

HE—HPLEZEET, TP —LzFy FORT, BELREELZZ VT LSy FOAEITRLE
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FHELLC PK #4EHE LTz, aCDI & CediTect BSE test
T, PrP> 2 2M B X USRER O L4 THAK & O RS
R T 5. PrP i REMSEH T TR PP iAo ¥
F=T7%3FNERL TRV, EHIENIE N —F
PEHRL, EORCHPE LR TS, B - REREEGT
THEDEIH ) EORISHEOEZHET A LT
S/N lkomEAFRAENS. InPro#tid = D4R 5 “CDI
(conformation dependent immunoassay)” & A TWS,
PrP5 oig#ic) v 5 v 7 A5 VB (PTA) #ER LA
b aCDI D D—D2TH 5 Y,

BIEOHEMAKETIZ, BREB L ORI 100% —3 T

ER( 1)

(w4 VA #55% #1%8,

5 EEREEHETH Y, MERAIF v FOMiEr RAE
DAY EE 25, SHOMERE » BAIZHIT 2
&, BIF2MHBRERT Sy M1 200 U LoBERT
LBMORIGEELTWA, 2% 0, BSE RIELOERIC
ERL TS PrPe o 1/200 2EDE D PreSe 5E7E LT
WERBREF e RMETELZEEEZAEL TN A,

PrP5c MiGHERE

SICER4BIEB & 7HIE D BSE OMEFES R L.
4 BB X ELISA D EEA 3O U ETH b, HEBRETD
WB B XU IHC T PrP5c &2 HER T %, HEEARTY

FEBE(MQ)

I 1
25 64 16

BSE4fIE : fR4E(73M)

ELISA
1E 8 : 3.436 (0.220)
2E B : 3.533, 3.655 (0.224)

WB(+), IHC (+), HE(+)

XHRR( 1 Q)
—
25 6.41.6

BSE7HIE : R4 (83M)
ELISA

1EH : 0.290 (0.226)

2[E E : 0.300, 0.302 (0.223)

WB(+), IHC(+), HE(-)

|
25 06 .15

FEBE(mQ)
10 25 10 25

3 BSE®REREZE
& (ER4BIB), TB (EW76IH). ELISADX vy aADEIR S v P+ 7. FEMETAEOSEHEGLE (HC) #
RL7z. THIBIZELISADfEIR 7 v b A 7EL D BEPIIEVWEETH B, WB, IHC L bHLTICEEETE L.
£33 PP OBHIER
OB-ELISA
ez {b3e565E (CSPD) WwB
& (TMB) 1356 (CSPD) + PTA B
S _ mER 47 48 4 NT
25 LAY e (ng) 920 230 125 ~ 50 NT
AT (LD) 400 100 25 NT
EREAR 99 21 (=1033) NT NA
BSE
* MBEE (ug) 33 8 NT 2~8
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MRS L OB ZREEFRO LN, —T, 7
BIE I3 ELISA DEIEEA 03 L h v b4 7ML ) b E IS
BN THor . HEERETIIWB BLUIHC THLY
AT RS0 b 7eht, HE BARTIIERERIIRD
bahol. ZOBIHS, WBB LU THC FHERE &
LTHonRESELTWwAZE, /2, FHEY HEE
RIZL DBRBEIEEMENZ L DR TE

PrPSc i AL BB EO KRR, 77 4 v R
KB EEDEBETHAIN? —flE LT, £3120B-
ELISA (FRELISABSE®7u t % 4 7) 12X 5 PrPeig
HENAFTT oA oBON T 4 Gl % LB L
7R %R L72. OB-ELISA (Ffa#Ek) TWHAZLAY—
B~ AR 47 FH (920 ng MMAEY), OB-ELISA
(AbFS) TIX48FHI (230 ng MEMHEY) F THRIT
&7z, NAFTT v A DPLEONEGEICIRET 5 L5
8,354 400 LDgy, FEFEIET 100 LDgy 2HRHBRTH 5.
BRI vy v AT VB (PTA) EEEREBAT 5
9, RLIARBREVPLERE L. 2% 0, HEAT
ELISA %~ — 212 L7z PrP> oML, 25 LDgy BE
LW Z itk s, 7z, OB-ELISA ({b3F) T BSE B
et B & PrPSe 2l L7254, 1033 (8 » g AMAEY)
FHRE THRIHTEETH -7z, FHE L, BSE FOMICERT
% PrPSC B 1/2000 SHMBFR & 2 5. F7-, HERBER
WB TR R 1d BSE SRR 2 ~ 8 1 g MES TS
o7z, HBERHBEICPTARBELZ CXEALTELILE
WETAE, —L—VELWIIT T4 TELHBYEDE
FTOT, WBORENSLICFRETA, T0X ) IXEKE
L7z WB 2 BT, HARTHEA L BSE 0 RMH M,
BB & T PP pMER IR E R T B 10,

mADb added to medium

o]

Z © 0
o o o O oo O M~

= o Mo ey M

O ~ +~ = M v~ < < +

19-
(kDa)

E4 #PrP HkIC & D PrPSe B %
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Platelia BSE Kit ® 4 PrPS #H RS 13 1/300 ~ 1/1,000
FRCT, RIITYAZBIF AN T vt LB LS
&, Bl v N TOBSE 7Y & S IRHBRIT 1LD; BE L
HESNATWE W, RII<Y A REFER <Y 2OH T
BSE WWREEFBVWRHETH A0, vV PrPEBRMNT VX
Vzzvy (Tg) RI9AREWINAFTT v A DIZSHH
1000 BREBRESEVWEEZ LN TWA P, Safar 513
CDI T BSE 4#?Ri% 104 FH L T d PrP> 2G5 TH
h, CDIIZ &% PrPe & E LY ¥ PrP-Tg v 7 A& H
WNAFT v A DRBERELRBETH L LIREL T
"y 12)_

PrPSc MIEFEMEI & TV F L IRREEOER

PrP>c ERAMET A2WEIE, T4 v OMELI
BLEZONBLIEDL, TV VHEOBREBEEOERL &
DEAL., TNFITWR, 7T U ERERLMEFMER
(ScTMNB) 2 BWT, ZLDEHVPHELN TS, Tk
FEA DT YRRy MV EORBSEERS), R
IURPEWEYW, Krvu ) vHEEED, 250U
HYEDT YV UEEELY sunTuwIralny
T )FTIVEEERY, sREEVTIVE v xF4 v
TUFT—EAL ey -0 o UEEEYDE) Tz
)= VY, 7ind FEEHREY, PPATF R,
B -breaker peptide”, %% PrP®, siRNA™), #i PrP#i
HE, BELORABETONE. INLO—E, in
vivo THERERI N TV A, FEiL v BEr 038R S
HETE2L0PH LY, BEEWIBA»LIE, BHIRT
BEIEPHIRFTE L LDIEEL v, 5%, BHEYWEDE
BB OBRAT, RS FEREYHROBRE L2 DB

mAb

PrPSe inhibition

Epitope FACS

(ECs0)
110 L, 59-89 + + (1.2nM)
132 L119-127 — —
118 L, 137-143 — -
3106 L, 143-149 + + (0.7 nM)
149 L, 147-151 — —
43C5 L, 163-169 — —
147 L, 219-229 - —
44B1 DG, 155231  + + (1.7 nM)
72 DC, 89-231 + + (4.1 nM)

T F VIR Y ARSI W PrP A TR PrPSe 2 WBICXI DR LA (B). BiLE, ErE#ETs
Y h—7, MIRLRE - PrPC ot (FACS), 3 & UFPrPSe EaAifio EDg 78 L7z, L k@K ¥ b—7, DCIdgE&Es

e



50 (vAnz %55% %1%,

31C6(IgG): EDg, ~ 0.7 nM 31C6(Fab): ED,, ~40 nM
50
; 1 == NG 50 - “~NGC
L8 *=:0h free o eeOhfree
[ [Tanfree i —4h free
f |

g
100 101 102 108 100 101 102 108
Fluorescence intensity Fluorescence intensity

5 PrPC-HithE kN ERE
VU AR MILE mAL3ICE (IgG), BLUZFDFab' 757 A ¥ MEET C LEBEEEFESLIZ (0 hr), 5 wI3HER
FRIPUAIEFE T CHIfR 2 4 BRMI3E3E L (dhr), PrPC-HURBEE% FACSIZ X il L7,

B6SGN 6SGlc 4S5GN
0 3 6 9 3 6 9 3 6 9 (day

(kDa)

6 ATEHREREMEIEC LD PrPSe g4 mEl
T F RS T ARSI A R U T CEEERA51C, PrPSC % WB 2 X b L7-. 6SGN 6-sulfo-GlcNAc;
45GN: 4-sulfo-GleNAc; 6SGlc: 6-sulfo-Gle.

ET, RO EEREPROD D Z ENPHEINL. K 7% PrPC pSHAE S N7e { 72 B 2 &4, #1 PrP HiiE0 PrPSe
T PrP $u/f & BRERZHER D PrPS EEAMIFENIC DV Tik BIEAFHIOBBEDO—>TH 2 LR LTVE. Wk,

~_5, PUADS PrPC EOBFEDO LY M =T IS T B 2 & T, PrEC
1) $L PP GEOHT) # L EK itk s PrPSC’\U)%‘é’n RAA V% T0y 458,
PrP D&~ o~ v 7 2 & FST HE% ScTNMB 23 PrPC 2 PrPSe Ik AT & 2 2 AR D B 5. MBLAIC

BRI THET 2 &, PP 4T 5 2 L AHE X BT PrpSe emﬁyza SEREFITPIRTEY, £E (PrPC)
N72B0) S2e 3 0BORLELIY b — T4 HBT 2 DRAED A+ % 5 & PrPS BB E Tk T 5 L&

PerAb/\z\}lx%)ﬂv\fﬂﬁ@%%ﬁ%ﬁﬁof:t\_73, ZHN5.

mAb 298885 2 ¢ b — 7L 38R {, MAE - o PrPC PP I 7 ) & VBB ET A 2 L bWEINT
& RUST % mAb 12 PrPSc #REINHIZI R A D & 7 W54, mAb6H4 = BAERE B2 IgM & LTHEBRT S Tgv
(R 4)27. kA PrEC & #5452 & Hik-PrPC A thhsi A, TVAVOBRBRNERICERREL 252, 2o Te

Rl AT 5. Hifk% Fab'lo§ 5% &, Fab-PreC &4 Y XA TR PP 0ERIRBOLNE VDT, K

DA DRI IgG 1Ic 2 L 55, PrPSe A ikl MBICBT 27 ) 4 Y OREFRIEZEELTVRE EEL S
HROEBAT 2 (B5). INODOFERIT, HEIHEET S Na. Tz, MPPHEOZEHRESKE LSO T ) >
& PreC 2N BE OSIRER BT, PrPSCEAORE - BYxmEcE s, 7Y+ v 2 EEREERS, 7~30 0
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BICZEIRELZBIE L COBEMESH L. TEIRELH
B L 72 S CIRER ISR T PrPSe Al E B Z L 0 b,
KDY VR TSR LT b, L LER
#RIETEBZ 0, M PPHkOZEIRER, 74
¥ SHEIE A O AR REBANEAT 58 Hik T
HEBDbNL., TOFERETIIT A ¥ ORI
TAHBEZIR . T F R RS OGS B LRI
MR PrP B LB AR 5, T F
BRERICRELTOBEDREFREED SO, o
TINDDORERI, PP AT A v BREAIE 0Bl
PRE L LA FHERARCSHATRTHH L 2RBELT
wh,
2) BB tFEOR T ) F L iEN

GEE TR A N T VBB Y MY (PPS) & EO%REE
b, 7O F vEREERCRES TS, T RS
AT 5 2 EE A LHE SN TR, 20k,
BRER{LHEAT Sc™MNB @ PrP*e i # AE 4 5 = & e
713, FRER{LAED PrPSc EREEMEIME Y LT, PrPCox
YRHA PV ARRELT PP OGS HEERET B4 L
PrPC OfUEBERIC BB B LT T RESEAITRB SN TV S
2B LALEYT A EVIEENS, K LS
LCH MEmRBEF o@EEIISFcE 2w, E#HbHIE, PPS
DIRERES DS, 7+ VBRI~ T A THE R EGRRD
HHIEFREL-W. ZToRRED LI, EETASY
T URBED PPSHEESFHIEENTWD, GAGD X ) %
FAREI OB LIS I ITRBR LER AL ATT » 7 L B b S T
WBDT, BEFEEHEBEA T L PEETH S, it
BALEOR T )  VIRHICEE 2 BB EIH S % 5,
VBT F VIERE R BORBUEOREIC O LS
CEDEIRETE L. EELIZ, HMAUSRMICHEBEEST
FIOVEENEEEY 5 N TEBRBER L & Z DK 1) < —@ PrP>
EAERRIEIRIZOVWTHET L TWwa 2, 46 o
TREEEE L 2O N-7 2 FVEEHT L 7V 3 — AEHESED
PrPSc EAMIENENAH A EEFRHELTWE (B6, RE
).

BbHHIZ

“TIAY OEDTREEINTHL 0ELD /AL
7z, B BEEORBEGROBLIEL IEBEIrNODH S,
L2L, VGBI TIF VRICHIET A7-9121F,
TG VEBIEOSFEERR, EEEREORAL L,
—BOEBMIEOERNP AT RTH L. BVETE, 5%
BAEMIE BSE B AHIBIICHRE SN Z L8 FEE R
%. BSE oRgdi AR IEICIE, BSEAZ ) —o v 7 /9 —
NRA 5 VA, HERREMLOKRE, SEEMN T #ET 240
ETH5, BSEREDIS ANBENTARL, 5 ICEHIMmIC
T OADPSANBEPIEEAEIE PSR o/, EE
REAZ LD T F Y EROFHE, £ OMOIERIEOREEE
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DD, BEETSY - UBHEERORBIEENS.

BPI D PrPSc i % 2 5 2 & T, WADETEIHET
X2h% LNk, BEMELNLOERRTIE Prpse i
JEGNESE A BT AMEIES CHRESN TS, LaL,
M- OEBE, »5VWIEREROMER L, BEERR
IS DBEFRBINTWVSE, 511, in vivo DRER
XY, IO DORERFRRL, ERN»ORRN RIEE
EOMBIZHZECLEN S S, PrPS OBEREBEEICLD
REDETIIIZbNEL D Lk, EEL2E 275
&, ZHL-AREBROBELEETLILENED S ).
PrPSc o #EFEINGISIE & MR B AR % e iF o EE I,
MENRIBEETRET 200 Lz v,

#H OO

WzEtE s X UBHRE R V727, BYE AR
Bt - 70 % vl v ¥ — - BIER—, B, ENE
GLRERTGERT - ESRURER, WMEEE, OFEAEICR#EL
FT. F7z, TIORLABRO—ENL, WEEEKRY -
HREFHL, HEHBKRE - THELL, EESMREIZRT -
HERERE, OBGELOXFENRICLIE DT,
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Prion diseases as zoonosis

Motohiro HORIUCHI

Laboratory of Prion Diseases, Graduate School of Veterinary Medicine, Hokkaido University
Kita 18, Nishi 9, Kita-ku, Sapporo 060-0818, JAPAN
E-mail : horiuchi@vetmed.hokudai.ac.jp

Prion diseases such as bovine spongiform encephalopathy (BSE) have been recognized as zoonosis since
the existence of variant Creutzfeldt-Jakob disease (vCJD) was reported in 1996. BSE became a serious
social problem even in Japan after the first BSE case wasfound in 2001. The incidence of BSE in EU and
UK appears declining, and the vCJD incidence also shows a tendency to decrease. On the contrary, fears
for the spread of BSE became actual problems: BSE occurrence outside of EU, transmission of vC]JD by
blood transfusion, and the first vC]D case in Japan. To prevent further spread and to reduce the risk of
BSE, it is important to continue BSE screening/surveillance, removal of specified risk materials from food
and feed chains, and effective feed regulation. For the disclosure and elimination of prion-
contaminated blood, materials for medical and pharmaceutical products and so on, it is required to
improve the sensitivity of prion detection methods. Furthermore, it is also important to establish
therapeutics of human prion diseases.
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ESTABLISHMENT OF THE FIRST NATIONAL STANDARD FOR NUCLEIC
ACID AMPLIFICATION TECHNOLOGY ASSAY FOR HCV RNA
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*Subcommittee on Safety for Plasma-Derived Products
(Chairman : Teruhide Yamaguchi, National Institute of Health Sciences),
»Working Group on the Establishment of National Standards for Nucleic Acid Technology Assay,
Present address ; “Department of Respiratory Diseases, Research Institute,
International Medical Center of Japan,, ®Schering-Plough KK, “Bayer Yakuhin, Ltd.

The First WHO International Standard for HCV RNA for Nucleic Acid Amplification Technol-
ogy (NAT) Assay (96/790) was established in 1997. The aim of our collaborative study was the es-
tablishment of the Japanese National Standard for HCV RNA calibrated against the WHO Interna-
tional Standard. The candidate materials were evaluated in the following two steps. First, titers of
two HCV positive plasma (119 and 122) diluted in cryosupernatant were evaluated, and plasma 122
was chosen as the source plasma for the candidate for the national standard. Then, candidate 122
was prepared by diluting the source plasma to approximately 10° international units (IU)/ml in cryo-
supernatant. The relative potency of the candidate was measured against the International Standard
by the end-point method. Seven laboratories from three countries participated in the collaborative
study. Four laboratories used the Roche Amplicor assay (Version 1) and 3 laboratories used in-house
PCR methods. There was reasonable agreement among the mean estimates from the laboratories.
The overall mean potency of the candidate relative to the International Standard was 10°® (10*®~
10°*) IU/ml. The sample was accepted as the first Japanese national standard and assigned a titer of
100,000 TU/ml. Each vial of the National Standard contains 0.5 ml of HCV plasma (genotype 1b) di-
luted in cryosupernatant and should be stored at—80°C.

Key words : HCV, The WHO International Standard, National Standard, Nucleic acid technology

(NAT) assay, Blood safety

1. Ui
HiF D CBAFRT A IVA (HCV) IKHT 25
BATY ==V T RERLIZICEMDD 5T I —
oy Re 7 AV AERE T MESEHEIC X 5
HCV OB RE I N, T, HOV ICEEE L
THSHEMBRHENEZTOYA > Ry OMm
WOARRMBICBEBALTW D EEZ BN
720 ZTT, MEEFIOLD—BDOY A IVAE
NESUEDHEFEZEHNE LTI -0 v STk
19997 A 1 B A 5 F R M4 7 — )l T HCV-
RNA OEIBIEHRE (NAT) 2T 5T LI
Zol, T TRAFVAEZRCDAS VR, ¥A
Y, AZUT, TAVAEREOZE TIIIZHESR
RZaryira— )L 2FELTED, NAT &%
S AR TERENTWEH, HCV-RNA BH
I ¥ % genome equivalent FF B F B DB
TERENTWEDT, ZHERO HCV-RNA %
NATEORERHBEICHRT 5 & kA
Moz, 4F YU XD NIBSC I & - T HCV-RNA

O EIFEAZHE [ EBU 0D T ¥ O | FR AL R R 9 A SRS &
A, 1997 4 10 Bl WHO [EIB¥EHE S, (96/790) A
flEEh, EBREAYFAWTEESBRONES
Higd 2 ¢ EQAREICIR - 7220, bHAEICHBNT
WEEAEERE Q2T BICE->T, FRI13E3I A
HASHEEE N, XA TN 5 ks oRR
MEEICDNT BEFR Y VA DNA, CHIFFR
TAIVARNA RUE MREREY A )V A RNA
KT 3 NAT ZE LA N RS RnwT i
WH 6Nz, ERICEFNLENICHARAFHO
FRIMLIMR & 9\ T O M4 S S E AT o0 ki
47— VI DWW T HCV-RNA O NAT BN &
Nz, UL, fERR T LI NAT ENELD, B
R Fy P OBERORREMPHR—INT
Wish o leDT, FNTNOMR TOREDRKE
IR - FMET B C e TERD o . ERSHAL
TERRENELELRDSNTAZERE RO TRE
PRELHET BT LITEY, FERMEDLIERE
A EIREIC B & EZ DTz, —F, EEREHER
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BZOEGHLESN TR, EEEERICL
THIE S N7 RN E I B OE A R O/Eslp S
ENTWE. 22T, MRS ESHIOLLEREST
HROBF/NEER LT, MEEL LK) 13
HCV-RNA &7% EREA THER U - E e g %
ET 2 e OHRIMAEEHEBE L, F—X HCV-
RNA EEHERZEE U= D CHRE T 5. ER4E
#EH3 genotype 1 TH B A, EPIEHER TR AE
T OHE DT genotype 1b & U7 I/, & F
EERT ANV DNV TIHERRAZEDE T NAT
DEEENTVES, EREERE LTEDLR
T DI ERRN. ZOEERT, AMEEDIIHRN
ETHDTEREI N T A VAD NAT DizHD
ENEERTLH 5.
2. MBBLUSE

1) EREERREORE M OER
HAR+ZFHIDHE SN HBsHIE, #
HIV-1/2 $i{, HBV-DNA, HIV-RNA O XTH
BT, HCV B O MiEDH 1 5 A TR L &
BIZR 501% genotype b D 2 DDMiE (119 &
122) ZAEHEROFRUER & U, BERImIgD—
2o U AT —)V i T8 10° EEEA QU)/
m] [T L T—80°C TS - 1747 L e il %2 30
S, HCV-RNA EBE#ER & & & ICBmiEskic
B Ui, SHERIEHES EITEH LWL 7LD
FEHmZR 7V A MR CHRRL T 10 EERET
(10725 10N ERMT B L, BREZT
2 EEMMRAETIY RRA P ORIER Eh
L. —EHlEZFEAE LA, BEMIC &R
EZEMLTVWAEEEERMELE G511 80
B). TOLEFERLEEBEERZIZNSTLT
—80°C ICHREFRT U TE 2 mfllE iAW,

2) HCV-RNA EPZEE SR OIES] & ST
1) TEIRUzMmIE 122 (PHA J11fi 2, RNA
B 2~3X10°1U/ml, BE 185mD%EH 51D TH
10°TU/ml ICR 2 U A R CHIR, 05ml $OHS
ZHICHTEL —80°C THEE L T, HCV-RNA BN
SRS R 122 (IRHE) & U, SIMRRITRTL
o, BHERIEFIENL 10 SHRRCFiHENZT
FRAVFZREL, XDEMETIY RRAV B
DIEZEZ DI 2 BB ZOTY RRA Y
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FEEEATTERBEDO 10" FRETZHE &
IS, HEEZC4EAERERL:E (E2
EHE). SR 5EREE NI ERE2ES L
T, HCV-RNA [EPUEHE R & O WHO Eigmue
A9 5 iz HEE L

3) BMGERR ERESE

HEMIC HCV-NAT Z3/E L T3 9 fisR (E
M6 HERE, KE 2 fERR, I—woS 1 HER) I
fiishZmAm L, 7 HEER (B 5 MRk, SKE 1 HEsR
F—m w3 1 fER) A SEBREEMRET NS,
RO & IBIED A B SR OEERDSET
EhELTz.

4) AEBEDSH

Bfis, BEBZHERICOWVWTENRFNOIY R
RA Y MEEONEEDNEE R KD, FOH%E
BRERHE RIS 2 1R A OB i & § 5.
FERR &\ I BATHE ST 3 B 1R 4 G O it 45k
Jiffi & 2D 95% EERMEHEE Uiz, 7RIS
1§ 5 NI ERE M O INE 1 % R eb TIEHR
DOREAER A EHEE Uz, HEREN OB
13 EIBAERE R g B (R Al S AR il AR 0
T, BEHOEE EBEESOFMEICE U TR
DFffiEHRE L.

3.8 B

1) BMERH R LRESZE

M85y EEAIEGERT 5 fEsR (B 3, ¥B4Y 2), 4
RUBKEE 1 KRR, Zofth | fEROEE 7 R, S
ENEE TNz, Table 1 IKBIMEREZEST O1—
R&ES, Mk, REEERT. 4 RS 7> 7Y
a7 HCVVer. DEEE, 2 FEEENEZRED nested
PCR i, 1 HESEM ERIED single PCR 2 FHWT
FELR. RIE%ED DR DOREIZ 40~400u
OMmHFIHEY Uz,

2) ER D=
EAFERIIELZNATEIEHAINSD
T, BRERICSTDOLVEREZRIRT 2B T,
F—ERE T 2 DO HCV BEmEE 119 & 122
EHEMULHEEZEALUCHARELE. KEXiEE
MWED> DT, X% OEEFZOIERIHTIRE
TR ICBEEDRKEWIME 122 ZEHROER &
UTEIRLU 2. Mg 122 0D HCV a7 @B E
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Table 1 Assays used in the collaborative study.
Laboratory Assay Extraction® Eq. Vol. Amplified?
1 Amplicor R&D 100
2 In-house single PCR In-house Nal 40
3 Amplicor Amplicor 50
4 Amplicer R&D 100
5 Amgplicor QlAamp 400
6 In‘house nested PCR R&D 100
7 In‘house nested PCR R&D 100

a) R&D ! Smitest EXR&D (Nippon Genetics Co. Led.)
Amplicor * Amplicor HCV version 1 {Roche)
QlAamp : ‘QLlAamp DNA Biood Mini Kit (QIAGEN)

b) Eq. Vidl. Amplified the equivalent velume of samiple that was-amplified in an assay

Table 2 Estimated log potency of candidate
122 calibrated against the international
standard(96/790). Overall (a)=the overall
mean log potency calculated from all

laboratories. Qverall (b) =the overall mean

leg potency calculated from data excluding

Log relative potency
I

]
o

e = ]

Fig. 1

3

Laboratory

4

Log relative potency of candidate 122 to the inter-

national standard (96/790). The laboratory code num-
ber and assay methods are explained in Table 1. The
solid line indicates the mean log relative potency calcu-

these of laborateries 1 and 2.

logiIU/mi

Tiaboratory Mean Minimum Maximum
1 4:63 394 5.31
2 4.94 412 575
3 4.88 411 5.66
] 5.44 4.88 6.00
5 4.88 4.41 5.34
6 5.25 4.59 591
7 500 4.29 571
Overall (a) 5:00 4.80 5.20
Overall (b) 507 484 5.29

lated from all data, —0.001 (—0.204-40.201). The dotted
line indicates the mean log relative potency calculated
from the data excluding those of the laboratories 1 and
2, +0.066 (~—0.161---0.292).

B3 ZRTE LT genotype 1b TH B T & ®HER
7.

3) &4 122 OEMMZESR (96/790) TXd
ZHEOHTE

LSO TRAMGZEEML, THRICBVT
10 FHHCRYITHIE Uiz (BB 2 EHElIE) . 5658 T
M0 4 EOWE, 2 fERRTH 2 EEEDIELAE
EHNIC A BT TV RRAVNREIREDE
BRASHE ST 3 B {34 b O RN S i B sk

B, T FRA VB BAFEREASE >
EEERBAGREL RRA N LK. ¥7,
FEGEGEREREECEARHFEREORNES
BLYFRAY M U, HEaREIC R0 ERE
EHERIC N 2 EER Sl & 2 D 95% EHEK
Mz, 2hEROMEEREHVCTEHHOE
BASHE R NS B AR i #E L. Fig.
LICRT KD IR OSSR IZBRE OB T—&
U, ERMEHERIC T 2 BRSO ED
T 1ogl0™™ TH - 7. WHO EFFEHES, (96/
790) DFEE 10°TU/m] THBH 5, BRIGZDOH
fili i3 10°* (10"*~**) TU/ml, Bl % 100,000IU/ml
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EHEEE S NTz (Table 2).

BN 7 fERLR, FERR 1 TRAIE 4 EF 3 E T
YERAVIBRAFEREAS L Aot ik
R 2 TR EGEBEERNZ L, HERBR0IR
LOENKEN ST, FTT, TO22HRERL
5 HERR DRERRE AWV THOHT LTS, 5 fako
FESRITREZ O T— L, EEMEERIcd 3
1R TR OXBHEN T O FEE 1ogl 0™ TH - o
(Fig. 1. & o T, BH SO X 10°7 (10*~52)
IU/ml, BI% 116,3001U/ml H#EET N, 26RO
ERZRAOE TR CBERERRD SN
Mo 7o (Table 2). RAE TAMZEORIEER ST
T % LAEHmOHEE SIMIE 10°7 (10759 1U/ml
LD, 2009 MEIC X BHEEMIT L L —FKL
7z

DLEDFERD S, R4 122 OEFHEME S I3
T B MK 10°°TU/ml & H#EE &N, F34H 100,000
IU/ml DEINEHER & UT 1999 E 12 Bic/hE
B TERIN.

4. 8

—HRICfE & DREER TEIBREHESIC IS % 2 JiZ
EREFT 2 LT RBEENECRDT, Bk
% 2 KIEHERZ -V TRIE U e R 2 A I Hg
T 5D THS. HCV-RNA NAT HBRIC B
WTH B iRz M T OFGEE D EL O HERRE O
HBREOEEEEMT 5 DI IZRIE LR
NTHBELRBD 5 NFBEOEERDHEATH
5. AHEEAMEICE > ThHPETHS T, EREE
MiFRE N7z HCV-RNA O FERERE S HIE X
Nic. EHERD 95% EBK M S 10°°TU/mi
R LT 101U/ ml THo T, F iR
DIEMOFHEDEAKIX 101U/ ml (FE5% 4), F/h
& 10"10/ml (5% 1) T 10 {E0HETH - 7=
(Table 2). TNEOEIZTY FRA Y FOHIES
10 ERRARITEBLIC L BERT B L +5
WKWINEWEWR S, THEAILFEFEOSINES
ZHEWICHCVNAT 2R L TW A EEED
BOVHERICE-TelbeEZ NS, EREER
WBHEENZFETHZOT, MKHFIOEEME
HERD 72D NAT iERIEC WSRO, EER
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BE L 22— BT % HCV-RNA B2 D Ic
ELBVWENB X5 IchnE, HEOHELXRE
ICH S % T EBSETRRIC R D, BRI - BB
DEESRFTE . SHER CEHMIZERZR W
TEROEBLHEYT 5T Lick D BB R OHE
EEZBA T EHERETHS. TH5LTHELNE
EIMHEREE LI, 12 & 21T 95% BiERE%E
BONBBEL 50% BERISEERONLIMED
IEHEREHEICECINZ e BSR4 L, #E
BNICSHBREOREEHEORER 2R3 &
NEENS.
5 %

M %% D HCV-RNA O NAT D 7= & O F A #E
mZER U7, ENEER I HCV kBT
HCV genotype 1b fZ MR 7 U A Mg ¢F
RU, 05ml §0/8A TIVCHTE, —80°C THllks
RELLEDT, FDO/fil 100,000IU/ml T&H
%.

FEE © ARPFZETIESY U 7z B PO 5 1 I P R o o e
SELEE NI, AHERREEE S HENSMIREDS
(EHEESRATREE, MRNHIOZLER LICKER
SHEREIMEORMR L R RICKT BHE OBIRIC & DT
bk,

X #
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Prion diseases as infectious disease transmissible from animals to humans
Motohiro Horjuchi
Laboratory of Prion Diseases, Graduate School of Veterinary Medicine,
Hokkaido University

Abstract

Prion diseases such as bovine spongiform encephalopathy (BSE) have been recognized
as zoonosis since the existence of variant Creutzfeldt—Jakob disease (vCJD) was reported
in 1996. After then, BSE became a serious social problem all over the world. The
incidence of BSE in EU and UK appears declining, and the vCJD incidence also shows a
tendency to decrease. On the contrary, fears for the spread of BSE became actual
problems: BSE occurrence outside of EU, introduction of BSE to other ruminants, and
transmission of vCJD by blood transfusion. To prevent further spread of animal prion
diseases and to reduce their risk to human being, active surveillance for animal prion
diseases, removal of specified risk materials from food and feed chains, and effective feed
regulation for livestock should be important. For the disclosure and elimination of prion—
contaminated blood, materials for medical and pharmaceutical products, it is required to
improve the sensitivity of prion detection methods. Furthermore, establishment of the

therapeutics for human prion diseases is urgent problem.

Key words: prion, BSE, CJD
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T A VIR R S B, #EmiE, I
FEIIDEINL(ERLD. 8O T Y+ Rk
WRIEA (7 ) 7)) BN BAT S Z ENE
HOBRGE TV F Y/ THDH, eI IVDAT L
A=t ¥ h DOEMEHEFER(CWD) iX B R IRE
TENLENDORE L TREENRILT 5. MR
BIE (BSE) LT #7710 & Y 9id 7)) + i
BRI N AR OBENERTH 5.
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e bOTYF UHEDOD D, kuru, E B
Creutzfeldt-Jakob %% iC)D), B L O'BSE »'t
MIEHELZZEZRCID ERBREE 7Y F VIR
DI NG, KIEME CID, Gerstmann—Straiissler
FEERE, B X OBIEHRIREAIRE O &R 7
A R PrP EETOEENERTH L. b
FDOTF IREDOR80% & 58 B INFEM CID
i, T OREBIUPIPEETOERE
FREES R, MEET ) F URICSE SRS,
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8 4: 74 #E9% (chronic wasting disease: CWD)
H R AR HE (bovine spongiform encephalopathy: BSE)

{5 2~ 7 JNAE (transmissible mink encephalopathy: TME)
SR B O AR RIS (feline spongiform encephalopathy: FSE)
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Gerstmann —Straiissler fi: 4% (GSS)
F I B AR (FED
7 — -

5E ORI
o e
P N
& e
# 15
& G

27V A= (YT, ¥¥F)
(18 H:4d-)

BSE {5 3 A & 3

BSE(w )

(D

vy Y, v¥

1 & B IR (1985 -
CWD (& 71) e
Y CID(e M)

= ]\ {g’lcln

SN 995 -
( . > (1995-)

lmm

AW CID (12 M)

1 BT Y F RORBEROIEK

1. BROHEKX

a. EMMEEEA-EEOHK(E1)

BSEDHFAERKIZ Y VAT VA ¥ —JFHE
RITERENABHOBEEELZONTY A
(b VREH). 41 FY X TIE1920FED S
BEERE LTRER 2 RE R HLR
MU TERLTWzaY, BSE O3 A 1985 4F
LT 5 DT, BSE DIEAIIIT S 2 OEK

S LTWwWA, ZOERIILYYY VIR
DML TH B EHER S LT 5. 1980 4 L
AL, T BRI L B8RO
Wb Twi ToO—EOTRIZLD 2
7 LA ¥—RBEHREIRNE LI N T EZ D
N5, LHL, 1980-83 FITH ) THBRE I
WatTh Nz holz. ZORKE, REMAKDIE
EIRFEALSNTICHBERFIERF L EER
LILTwb, Tz, BSE DFAIEY ¥ OMFME





