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[FLCHIC

B MEVEAER (Chronic Wasting Disease; CWD) X, CWD 7'V A U & JilFik & 3% 2 1 DiniE
PEHERIRIMAE®1 (Transmissible Spongiform Encephalopathy; TSE) T, 77U A 45 & LT
DB REMIEEBD—>Th 5, CWD 7'V A 23, O & T2 AR 5 RIS
BAT DL, BAELEETOmGOMERETERET 2 205N TS, CWD ORI, JJEiy,
AT Unfh) DAB=ALZONTIEEIZTHEHI A THRY (B 1-4)

2023 4 3 ARBUE, HRIZK T HHAEITHR SN TELT, 2N LR L& T, CWD
TUVFUR, B bAEET D AR RHUI I E CICH#ER I ATV (B 5-9), T,
FSNETIL CWD O ¥ BT 2 RAHOHEMRHE SN TWD (B 10-14), ZhbDZ &%
ByE 2, AR T TERTRmIEOCAEEENAR L TOLMAEZEIE L, K777 Fv—h
ELTHY LT,

1. RRBEREOHE

U ANV AR EIZ L DR TIEARL, [TV Ay EMEEN DA BB DA THRIR SN2 WE

(7= v PR G PRI 1 proteinaceous infectious particle; prion) T (&8 15). {RiEME DM
MREDOHAME L LTHLR TS (] 16), & MeEMOENICITL L b LIERT ) 4
=AEE (PrPC) BFEEL., WEETHLRE TV A ABE (PrPs) (EFEMEEICH &b E
FAELTCWDEFERT ) AU ARBEICK LT, YRS ) AT ARED Z & %0 2)BMERNIC
RAT B &, PrPC PrPSe (2T 5, WO T X/ BEFNLIFE U TH DA, PrPC Tlda~V v
7 Au% L FU0, PrPeTIEB v — FaZ FUNKEZ L5 2 LAMBATVD

TVFCDRFERE SNDEO TV A IFIZIE. U D TERRE2 (bovine spongiform
encephalopathy; BSE) |, YV V¥ XD (27 LAY —], 2070 sEMI 7 MIE

(transmissible mink encephalopathy; TME) |, = @ Uiz IRINSE (feline spongiform
encephalopathy: FSE) %030 . bt hO TV FLIFTH L7 a7 =)L k¥ a 793 (CID) |
HFLDEBTH 5,

2. CWD mERR

CWDIE19674, KEPEH D 1 v F— [UROFMNALES D = v T NINO B LB FE iR T
- FB SN TN 2 — U h T, FERAHOBIEHEREMERR S L TR INZ (B4,
17) . 1978Fic = v 7 RINOILIINLET H T A A I ZINDO U ST, 2 OTEFEMEIEGERED i

K1~22 OHFEIZSOWTIE, 7727 Py —FARICHTL 2HEE—E (P20~24) ] =504,

3


https://ja.wikipedia.org/wiki/ウイルス
https://ja.wikipedia.org/wiki/プリオン
https://ja.wikipedia.org/wiki/タンパク質

S BRRLEAS

7 B Food Safety Commission of Japan

AEN, TREEAR P AR AN D AR MR D ZERZEVEIZ TSN TN 2 E D HERIRIME
ERIES N, ZORGIZNTZ U IR, BAOREEREEE U A 4 I 7N OB AWtk (2 B
KT DD -7 (BH1T,18) , D% av T KN T7 4+ —hal) U XAEHNBIRN T EE 25
nTnsn (M2, 19),

4T CWD #I%HIIL, 1981 Flzanr T RN THgSNz=LVy (TAV AT/ T¥
F) LI TWD (B 20) ., 1985 4 & 1990 FFITIXMMN THAED I 2 — LU AT r I H
bR ENT (B 18),

3. RERKR
CWD I, 202343 AXKBUE, KkE, #F+¥, 1. CWDOHFKSH

E, VY re—, 74T REORAT =—F H B4 ‘A
VIEBOWTRANERSNLTWS (1), KHE O O
KE T, 1967 EOFFEREN S 2 T e 77 © ©
L0 S o SO D T O R ©
IV o— O
SPTUWEA, 2000 4 L 0 B4 TO CWD
~ > L L ~, > lel_v}::‘\\/ O
RGeS, HPPEES, PEPEHER, MR O HUIEIC b IR o
VAV O

D BUERDIR & BBV - filE FADE T30 M oo s
EFTITIRL TS (K1) (BH1-8, 14, 18), fil3% < % : farmed. captive facilities. herd. housed %

HFH Tl 1996 SRS F X DR PEHICiE L AT
KEDOFEEZ TN, J—AF BT DA F 20 MO L7 EETHIH T CWD 23
REN, ZOHROPEIZLY . ZOREFNIKEY T 2L 3 ZMH Sl A S iz i L 7 BRI
THDHWREMEREmWE SN TS (BH2) . U, TA=2) ~= SR~y 70T
CWD AREAEL TS (K1) (B 21),

FEIE T, 2001 4F 8 HICEIEALEOESICBW T, 1997 4EICh T X « 22 W F 2T M
SEMA L7V 7 THIOCTHAE L, BIEETIC THEIZBWTHRAEADHRINL TS (¥ 2, 3)

(B 11, 22, 23),

d—n v X THAIO CWD X, 201643 HIZ /v =—D /)L K7 =7 (Nordfjella) TOE
BT THRESH (B 24), DI 2023 43 ARETIC/ AT =—TIiE 35 5l (FFHA
21860, ~Z VW 1180, 7 H ¥ 7 38H) © CWD BB I TW5 (X4, 5) (2R 13,24-26),
747 KT, 20184 (184), 20204 (15H) KO20224 (18H) I (BHR12), AU =
—7 T, 2019 4F (BEA) KU 2020 4F (18H) (2, Wb @D ~T 5 T CWD 288 &
niz ZR10) (K4),
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X 1. deXKIZHFTS CWD OFRLEST (2023 F 3 AEH) (2K 14)
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4. FEFRTO CWD 45
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. s (B8 25 DIEMIZESEER)

(H 88 : Hjortevilt)
INT 2= AV =2—T U T4 TRTD
CWD #4AFIZ 77 (B 25)

CWDZ' Y A icid, B2 (strain) BMFE L (BH27) . EWFEmvR (@ ~osEtk,
PSR, MR, SRS 0A0) R OVELERIMER (PrPSeod sy 1, B/ X2 — %6 72 AR
B RBESFIRPIES) 2k > Tkl s b (2R28, 29),

KD HERNTEG L T D CWD FRICET 2 Ui R 7T — 213G o TRV, B D
CWD S & 5 - L T2 (B 27,30-32), £7=, LKk TRONS CWD TiE, %,
U 2% TO PrPse OFRNHIED . £ D%, TIMRGRIMR SN D (B 33),

SN = —PE N T IAIZETH CWD Ldbko CWD id, JWEET R (MIC31T D42 faZeth kO
PrPse b "2 —2 U L 3HITO PrPSeibE) BEEIL TS (Bi24), VT z—FENT Y
J1D CWD X, / V7 =—pE b H A KROAEKD CWD & %, N O PrPSe OjLFE /34— PrPse
Dy FENEI > TWIED, 3—1 v 3P F X3 (bankvole) Zfio7-(ziERrTH . B2
LR D CWD OfFEZ/RLTW e (26, 34), £/, / VU =—pET B0 CWD Tii,
VT 2 —EDNTIH . RFAAROAEKD CWD & b B ARDTxRE 71y N %
—UPRSNTWD (B 35), £oftl, I —r vy " OYHEHIZET S CWD RO LM 2R
e omELH L (B33, 36,37,
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RZ Y

(1) B

TR T, T2a— v (BH17,19,200 . =2 (BH20,38) . AvrYn  (BH
19,20) | HEITERWRA~TUH (B3, 39) THEREIINL TV D,

BB INTVWDT AT HROA T m AT, KE (B 17, 18, 40) KU H T4 (B 41)
T, fABEINTWABT AV, =R VARG 2EOLHMRE CIImME (2R 42) T, £h
FAKREY CWD 23 ST 5,

INT2—=D )V RT =T ENVE TR TR, BAE A THREY CWD 23R
NCW5 (B 25, 43) . ZOMIZ, EREHIODOANT O H LT 2 B TlE, BEEEMEA R D TR
B DWNEZ U CWD NHERIICHER S LTV D (B 10, 12, 25, 43)

(2) EERREZE

R TIIEI B, ¥~ U (B 44) | T a v (B 45) 7 CWD LSRN H D Z &0
REINLTND,

JMANEFEIZ L > T CWD X, BV Y (Bl46) . v¥ (B 47-50) . 7% (BH51) | =
o (BH52,53) . 7=l v b (B54,55) | EREMYTHLI—n vy Y FRrAI (B34,
56) 5. %< OEMWFEICERINIEGET 5,

ZOMh, IAZOWTIL, KkEa v T RN OCWDTRTTHIRIZ 3515 2 TSED YA O RA 23 T
bivieh’, TSETh DiHLTHER SN o7z, EHI2, I 2= YU XET 7 ~OCWD#H
PEREIEERIZIZ, U v L ORBEERPMTOILTZN, WTIO U NS PrPSEfEITRRD Hivie o 7o
(&H57, 58),

5. OWD DJRARE. ZETR U RREZEH™
(1) CWD [IZRER L= HDEEKRER (BRERAIIKIR)

Fe 2 iERIE, WHRREIR & L Conknde< 2 GERIEAR) . MEMY  (HPE) . L <KE
BT 5, WRPEIT U TRIICZR D & KEL A () REPH X (ZIR) . WER Oy
WENHE 2D (), KNI, 52 2 (RER) . AMTREE | EEYNGHR, P O BRI 2 O phf ik
D%, ESARREE 72D, LT H (B 17, 20) .

CWDDOZWHIL, BREIER DI EESNTITH 2 LIFTE P, ERE TOPrPSOBHHIC L 55
PNLEEL TR D,
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(2) RIEFRH CBRRER)

KETOEREME T TIE, CWD OFRIIMIZ =2 — VP H T 15~23 A, =7 T12~34
MATHoT- (B 18),

AR 7 QRGN IA 2 2 & KRB ZFrET 5 2 LITEE L VA, —iRIC 2~4 42
(BIEETHRIK1I6 WH) LBExHhTWD (BR3)

(3) EBLARNLA

CWD DR HEALINIC, CWD 77U AL s, #EEPICHE S hs (B8 59-61) .
ARG T Tk, 2R OB bHEH Siv7z CWD 7'V A 2 OB HE F 7o X EEH 72 4% 1
ALY, BIFRONEHZAKBERRLZ - Tnb B LD (B 19, 62, 63), PrPsc D
B ~OPEHIE, BEATERORBEFNCEE D . KRBNTIZZ & PrPse R3EE, R, MEREZ T L
TEREFICHEIE SN (2 18,60,61,64) , 7=, BB EDNDENTORERY (&
FR 45, 65-67) LISMT, B LR O ZDOF~OKPEFELLEZEZ b TS (B3R 62),
PrPSc(d, v A & 7wy MERLHIEMMB L ARAE I L0 | hHCRCRARE (. FFRE. 3
PR, AT | RAERRER. U LSRR, PN WA, MERR, O (O LREICHRt S D
(B 63, 68-70) , 5T, PMCA (protein misfolding cyclic amplification) %10 &% (X RT-
QulIC (real-time quaking-induced conversion) %11 (GEflIX6 (2) W) BT 7V 4V
V=T 4 YUNEWF R H DI AU RGEL, AL LT S DR (B Ol
(F. B oF2, Mk, RE. oM (BE vy vav)), AEk B1rEro bk
BENTWD (B4, 6567, 71-80) .

(4) ZHr

W DI FHIRR AN K 2 2 AV O, AL P RA, =7 A FIEs, v x¥ TR
v MEIZ L DN T Y iR ICEFE LT PrPSe O HIZ K223 mfgeCTh v, £7-. BUT
@ BSE 24 CWD OB K L O —_A 7 2 2F4ZH IEHAREE ShTwnd (21 81-83),

(5) FUFAUIABEEEF (PRIPD ERESHDBEICHITEHEZH
PRNPDZEBESLER IR 2 R CHE SN TN D, TN DL T Y A Ui ~D sz
RWPUEICHEEREE L RFT L SN TEY, CWDICHREA LY VEMOBEFHITTH,
PRNPDE BPIREREREICEEE 525 EWRBIN TS (20884, 85),

PRNP I IO CIHFIZ LS RFENTEY . PRNPDOHZTF Y ZH 52567 X J RO
F—T L) —F 4 T T U= AT, 1607 WA LS S TR (BI85,
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FERHEDOELE LT, AT ATIEa K595 (Fr2Ir (Q). EXFYY (H)), 96 (7Y
vy (@G, BV (9)). 116 (TT7= (A, 7V (G), =7 TiEa F132 (AFA
= M), Ay L), S2a—ATATEFa 225 (B> (8), 7==nAT 7= (F))
DERBHEE SN TVD, 2 R 132088 (MXIIL) 2RBT 5L 2 Vi 0o %z
BR i, 132L (132ML/132LL) ZFo®id, MOKEHESGE (132MM) % b OEiIc b~
KO RWHIRIAFE LTt Wolcifidys (ZHE86) . CWDHAMIKD I = — /v Ok 2 > TE
BAMRNT LT R. 2 R 2250SHAAREHES (2258S) OB Tk, ~7 n#s (2255F) OF)
¥ X0 CWDORAENEE D E VST WENDH D (BH8T),

6. EFDYURVICEAT HFEFEMAR
B TR e LTHEIN TS CWD U A Dt MIkT 2 2ICBd D05
FEROBEZLLTICE LT,
«CWD 7'V AR b7V A IRORIA & 7257 2 & BR300 m e 0,
« POL~OPERER TIL, U AWV (Saimiri sciureus) 75 CWD 7° U 4 2 Z5%F L TV Vaesz v
ot —J5. =2 AW (Macaca fascicularis) \Zxt L Clx, mWREMRANU T (Wbdd
(FEDBE]) M6 DEFENRBSN TS, £/o, E O PP 2%8425 h 7oAV =y 7
¥ U AT AOEFRERICB N TS, @WEMANY 7 OFEENRE S TN D,
- BMNEEREIZ L W CWD IS L7 D S DM % I =7 A BV MR U7 RS, B S Gk
Yol IR STV,

(1) FEFNs (BREFEOREHE - ZERF)

CWD 7'V F v~k hADIBEIZOWT, R L B o — 24T o 7ol R d 5, AHE TIE 5 4
DFEFIFIEZ DN THHT EITV, CWD ~DIEL B E 7V A LI\ OFIE & ORI BIEE &
ELIebDFeholc LTS (B 88), 51D EERINFZEDEIZ DWW TLLFITIRT,

1997 E0 5 2000 FFIZ/T T, VARV DR ER LTV 3 AOFEEE D CID &2l S
NHEC LIzE W)t (BRR89) | U Ao v v U N CHABY OIS LIS ME D CID
EZWrEniWmE (B 90) . 2r T RINT CWD OERENIZ L2207 52 i MENEF
PET W A~ —RURENE & W S -, CWD i THR © o o A &2 188 L7 25 s BER 7
NA R ez bvaf AT — % A — (GSS) JEMGRETH - 7o #iE (B 91) %, CWD
DOIATHUZ 1T DIEFIFFETIX, 77V A 908 & 2Wr SHTERNT O T & B M ST IS M & )
Wraniz, MEBIES Bak— ME L LT, =a—a— 2 WA 31 FEOEBDFE S OHEET
200 A7y CWD (ZJEH L7z v DR ZEE LR KRB OIZSBER AL, ZoHo 81 ADE
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N 7 6 FERNBHRHA L7225, CIDEFIIRERR STy (B92) . = m T NN TIEL B
A&z L72AgETld, CWD FATHIPN T CID JEFIDOFFHZR2AE RN/ N2 RSN T
W5 (ZH93)  GEMiZOWTIEE2) |

(2) E kPP OREBRERNER (/n vitroETIL)

CWDZ' U A v DGtk Batd 212720 SBRENER TR LN mEIX, AFRNTO LD
BRI T 2 B AL L2 b D TH Y | EEROBREM 249 L H MBS 5 b O TIER0A, R
BRAE N TR AL A 4 0 IR U CPrPOREIE A 2 3538 L CPrPse4 #iili - 2 PMCAIES, 7'V 4
VD — REAFHIEEE SR 2 FIH L7 RT-QuICiE 2 W -3 BRAE N OSSR T, PrPsell K- T
b FPrPASPrPSelc S & LB & o 1 BN STV B (BR94, 95) GERIIZ DU TIEEE3).,

(3) CWD D ABK@RRLIEXC D RATREMEICBET AR (/n vivo) TOER
DEFPIPRERB LS VARSI Z VI IIVRADEEER

t h® PRNP (= K2 129) ZAFRREHED 1500 16 EHHATLI T AV ==y
7 (tg) ~ U AR (MM O 8%#, MV O 1%#4, VV O 2%#) #HNWT, =17, I=a
— DA TA T A BROIK CWD S BER 2 PN EERE L 72 6 R3S (Race H D
KRITE R A G0 1L LT0D) Tk, WINO tg v 7 A THIREITMER S 7)o
7= (ZM96-101), Z? 5 b, Race b DfffERBRIZI VT, MBI FERER Y =22
7wy MENTT, WTRO T AT PrPSeEREIL R o 722, RT-QuIC £ T L7 UTA Y
2 Uk O E R S - e M tg66 (129MM) ~ 7 2 THBMEMKIS AR S iz (R
98), ZOFEFITONT, BEELUG, FR7F LY, Xk CWD DR 2 Te MC
REAVEIZ YL 2 ATRetE R B o 7o 7o £ Dtk MUY EER T 7223, RT-QuIC Bt~
U ADMZ E MEtgs v 7 A (129MM) ([ZHHR L THHRIE L 722ho7z (R 102),

t Mb tg650 (129MM) ~ 7 AT A Y v v K CWD 2Bk 2 N L7 & 2 A, BRIR
JEIR &P I RTQuIC i TT U Aoy —F 4 U ZIEMENER SN, 205 bo 1|t
EAWTHHREFEL 72 L ZABE L, 72, 10 IBh& 1 IER V=22 o7 my Mithd 5
WIS LR TR & 72 o 7, N PrPSed = 2 2 v 7 m y MENTSZ — 13, %
e 7 U A 9w (GSS) SHEEIL T (2R 103).

KD CWD L I3kEBn B D & SN TWD CWD IR LI I VT =—D T A LTV
T ORI E E Metg =7 A (129VV, 120MM) ([ZINEERE L 7= & Z A, tg ~ 7 A E1F AR
HIZ ) A ORI T e o 1o (B 104),

10
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PMCA % VT, IEH b MMELA 21 1> PrPC (129MM) % /L7 PrPSc T — KZEH#
L. CWD H kDGt e » PrPse 310 THE S 7z, 2D PMCA #E#M % =t K2 129 (T8
Uy (V) IAFA=r M) 2O 2%#OE Mbtg~ 7 AICMNER L Z A, 7
FUIREFRIE LT (2R 105) GEHIC W TIEE 4),

@t FUSNDERFEETIL

VAN LT =0 AWz flvie, RNEERE 3R QRIS K D YL ERP I THhN T\ D,
ZOFER, U AV CWDIHBET HN, I=7 A POV TIE, WTFhOBRA bIGE
ERR ST,

VAFNED =T AP NLTOD CWD 7' U A N T DS MEDE T OWTIE, LR
WZIE =7 A Fide MCEDEBRTHY . B b CWD IZK L THRUEARZ 27259 ) &3
HEINTWD (B 106, 107) GEMZOWTIEE5),

7. EAERUVENEICES T 50K

(1) BPEOXRGIKR

AARTIE, FHEYYRETHE (W26 455 A 31 BIEMHRE 166 5) I X V| fmEMERIMIE
(TSE) & L CESBYIRITIEE STV 5, £72, 2003 4 6 A7 D, MR IRE (TSE)
BRAEX S~ =2 T V] IESE, fABINTWVD VI BT —_ S, T ADMNRLE 25T, F~v=
27 VTR, REOFTAE . BHE. BREMSEIC LT, FFEDMKIERE 2T 5 W ERRL
=% G AT EA~EHEZIT ) X9 EDTWD (B 108), ESZAFZER Tk ALY -
AN PE AT S ITTERERE BV AENTSEET (Bl S B JEEY) 13, 2003 4R 5 2010 IS
DT TH AT I ZRGIT—_ A TR EF N LTz (B 81, 83), X HIT, BEMKERITEE
B RE BRI i 22 12 TR 30 AR EELIRR B AEITK) 100 BHOB LS DY —_A T 2 A %
FEhi L TW2 (B 109) 28, BUEE TICHARIZE N T CWD OBAEFHR STV RN (B3R
5-9), 2B, K —_Af T RTBWT, CWD OREDNHER SN, BhEFRE T84
DO AREIZET HIEMEEFER (CWD) RBAERHE G~ =2 7 1) IS xhihd 252 &
272> TWn5% (R 110),

FEMOKFER 1T, FaBiE OIS D, CWD 64 EH 5 O > A BHE) K O 1 B Ehi i sk rEw
OEMME ILEEZE T TV D (B 111-115),

Fio, JBAEGEE X, BEREETICRL, SUOOENGIMAZITDRNWE I IEEL TS (B
fR 116-119),

11
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(2) ENETORIGIKER
OXE
KETIE, BUSHERE Ch 2 KEEREBE T+ % — (Centers for Disease Control and
Prevention; CDC) (£& 90, 120) . KEEGESEWHER (Animal and Plant Health

Inspection Service; APHIS) (& 121) KUOCKEHEFMAEMN (the U.S. Geological Survey;
USGS) (M 14,122) 78 CWD I[ZOWTOIFREARMEL TV D, APHIS 13, MO EEM Y E
JE B OB A B LS R & i ) L TR S D CWD $—_of T 0 2% 1997 E0 5 Efi L
T2 (B 121) . KERBRBAEIL, W& VICBIT 5 CWD OF AJJEZIH - k3 5 HAY
T, EE CWD #HRET 0 7T LxE L T\WD, 7077 LOBEMHEIE, 7= A, {EEHK
Bl MBI ZR Y — A T U AREEN T ENTEB Y, 5 FH. CWD OF - RBEENRVIGE
ZiE, ZOVAHELINANTRESEL ZLNTE 2L LTS (B 121, 123) . USGS i3,
B OB K 2 HL[FFFE MEMEIEFER Y — A T Z it 7 v 2 = 7 | (The Surveillance
Optimization Project for Chronic Wasting Disease ; SOP4CWD) | (Z#f5E8/3— hF—& LT
ZML, CWD —~A 7 U RZBT DIEWEAITRIE A LT D (Bl 124),

IHETHOLEZA, B MZCWD BFRAELTZE WD MOGEUTAR< . & R CWD O7' U A+
NERET 2 EIMEFARHTH S, L LTS, £z, AlRERIR Y Z2% iRk LT CWD IZ
B 2 ) 27 2K 2 BT, CWD 2MFEET 2 HUIR TR AT O B O FIRELZ R L
TWs (B 120),

@h+#5

HFH T, BT FEMBAET (Canadian Food Inspection Agency; CFIA) 73, A@E# (BE
EWNFEEET) M, WEEMT. FHEMTIC, CWD RIS LN, By A,
FEIR, faldy & S BmRIEY . A, WL NIRO BB O E RS ffx 7ol o 12
L TWD (B 125), T X i S 25 2 (Canadian Animal Health Surveillance
System) Ti, HEMRREZ G OEHEL T, BAEVHICET 85N (TA—2H, 4
ZYFIMN, Xy 7N, FHFa2U AN, ~= N, TV T4y aan BT, —X
U A MEN, 22— ) OV —_A TR FROMEE B L TV D (B 126),

2007 FlZAEK L, 2021 11 AICEH SWHEFEMT 7727 hv— b (B3R 127) O
T, ICWD At MIBEYET 5 Z LI b THRY, LML, TRHEE LT, 2Bl
CWD [5G & HIE S TZBE O W2 DEML b EE LW E S HELET 2 ) LoRa Rl Twn
% (ZM125),

12
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QO E

FEE T, BE R S D = 7Y A b b GERERAE I RS > A7 A (KAHIS) )
T, CWD OREFRELZFELLARLTWD (B 11) , BIEWRETTIZ. 2012 £I2[FEER
EEFEHR (WOAH (OIE)) @ CWD U 77 L AT R T b U — A &, CWD $—~Ap
TURAEFEMLTND (B 128) .

@FRIMESE (EU)

RN A (EU) Tl BONR 22 (EFSA) 28, CWDORHFH, B E RLSLTSE
Y= T U RET HERBEFEL AR L TN D,

201911 HICAR LR FPINERET, B b~ EICBL T, LTORME R L TW5D,
BB, ZOBRFIT201THEICAR LERFHEREDORMEZEF LD TH L, NAITLLT
DEBYTHD (BH33),

Otk ThHBfE=41L7- CWD 7'V 43, In vitro Tt b PrP % PrPSc|ZA#T 52 L0V A
PR ET D2 2L OB R LTS, b Mbtg v T AR =27 A Pz Hun
7z in vivo DRFFEDS, & FOREZMEDOR GHEUIRET LV THLLEZ LRI, ZHLHDE
FTIE, Ak THEEES T CWD 7V A v DEEIc W TR T 2 570835 5T
5.

OEFHIMFRITIZ < ORIKINR BV . £, LK TEBEES N TV DN DODORFFEIE, (KR
TR CTH D, LirL, ALk CWD 23t hOFRKRDOFIR & 72572 Z & &R 7T 8
IRF LTI

OBLEPETIL. AFARERT —Z b ALK THBES 7z CWD 7' U Ao A3 Bk IL i R YYE 2
Bl & 2 FREMEIC O W TR R A T 2 IR TE AR, F2, RN THEES 7= CWD 7Y
F U BN RIEYYE 25| & 2 MR MW D e 0T — 2 1T,

OCWD (ZJ&Gs L7z I REM kDA, WRLG K OWIROEE 28 Uzt b~ DR
U R ZFHIF22 425 2 LIETE R, MAD L)L T, CWD (TR Lz v 7 BB
KON, WHRLE K OWNIEE &~E, CWD FREICIEK ESNn D, RO LLvTiE, v
HRDOWEZN LIZE BOFREMEX, HWESW W AEREY IREY (M FhA, ~TY
B JOT T129) (28T % CWD OFRFIKFL TWDLR, ZOFRRIIAHATH S,

OWERNCEMERET D2 &, WERATOBWN LR Y A7 EHMERET D2 LTI
SIS ORE AL D Z &k, CWDIRFEORMLEZN Lzt h~DIE< B A RelE % )
S5, £, BRI B W ORZEBY ORI 2 2145 2 8 L PR EE L R0 15
LEEBEZDLND,
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®/ L7z —

ST = —"TlL, /T = —EEREFERT (Norwegian Veterinary Institute; NVI) 23
CWD H—_A T 2%1T>TkY (B 43), NVI & Hjortevilt (2 25) RU =71 b
T, CWD BAERREZGLEREABL TS, /vy = —EEARE (The Minister of
Agriculture and Food) 1% 2016 424 L7z TMEVEMEER © I % 1] 3 2 72 O RS E

B 2HA T, 2 vy = —ERNKROWEICIED 5 O 2B < 720 OB s> +-45 72 it 5k

EEMLTEY, BB TEFEOOOHEEZES L2k LTns (BR129) . &b
W2, vy = —RBELOEREICET 587 Z B2 (The Norwegian Scientific Committee for
Food and Environment; VKM) (%, 2021 4 6 HIcAR LI-#HEE (B 130) T, & h~D
HAICRL T, ICWD IR LTV AIRER Vo720, BRIV THZ LT, B RAHRIS
722V AZIFHFIBNE SNTNWD ] EDORMEERL TN,

®71>v32FK

74T RTIE, 747> FEME (Finnish Food Authority) 7% 2003 405 4D
ANERTAADY—=_A T RERBL, BIH LI E 1L ETHRE LIy I OP—
AT ALk S & L HIZ, CWD BAERNZ ZEHREZ Y =7 A N ETAR LTS (&
fE12) . ZoF T, ICWD 23t MIBERT D Z LML TE LT, B h~DOEENRY 2
3N EEZIOND] LDRMEEZRL TS,

DRI —T

A =2 —7 TR A Y = —F VESTEREFAFFEAT (Swedish National Veterinary Institute;
SVA) 3. =744 b LT, CWD BARNAZET CWD H#AELAHL TS (B 10),
SVA Ti&, CWD Z HESRIF L ALEN T TH—1 T2 2Efi L Tk v (B 131), 2016
FERKDARE, R UTRRDEED T B & 2018 FFKLIME, K LTI L TWD I b h—3o
FUADRBIZLTEY , FAEHGR L o2 T _RTOBAES I L Z O R % MR T
KLTWD (B 10),

14



S BRRLEAS

Food Safety Commission of Japan

P B A
£ 2. 1979 FEMD 2011 FITHHTRKETERE SN CWD [E<ELE FOKRFEDEEEZRET L1- 5 HDEFMAE
WEEE HEr () WM A B i3 BER
JiE R T4 ATy 1993 3 A 1993~1999 HFIZ S — L« 7= AT 420 JEF 1 RS 3 22 A THC k&% Centers for Disease
1999 JEG 1 : 66 7%, B e S | FEGI 2 : R 6 A, = K Control and
SER 2 - 55 5%, B 1 A Ry bR XS CREE 129M/M, sCID-M/MM/V)1 Prevention (CDC)
SEG 3 : 65 5%, B FER SEG) 3 : MR 15 208 Zefagstess 2003 (BHE90)
JEB 2 0 1980 A HITIFMOEIC 1 FEZ L, THC Btk
e Il
FEG 30 A Ry TR, Vb
WA
JEFIRYE =X, av I R, 1997 3 A JEFI 1: DA A I TMT 1~6 DR JEF 1 : MR 4 2»A, 2 R 129 Belay ©(2001) (&
UAXILT 2000 JEBI 1: 28wk, %, 1997 0 /v r HER M/M. CJD 17 89)
I JEGI 2 FNENE TAFI 7Ty JER 2 FFEIE 10220, = R 129
JEGI 2: 30 %, B, 1999  H v EFEH, BR (1 E/AH) VIV, CJD (17)
LT JEGI 8:anaT K/ UAAI 7T 13 fER 3 MmEE 15 2020, = Ry
FEGI 3: 28 m%. Y. 2000 LIS ER. BR (B 64 129M/V, CJD (17#)
FIT flX 1E/A)
A apJ R 1979— 65 A® CJD FE1-#/= CWD AT il & FJEFATHIB T CIJD  Mawhinney 5
2001 17 RMEL$506,335 WL AT HRICHEEERL (2006) ([ 93)
AN (12532 E2)
JEFIRE ae IR 2001— 2 A CID H—_A T ATHR SN —A  JER] 1 : BRI 144, 2 R Anderson %(2007)
2006 FEG 1 : 52k, &« FEG] 10 CWD GHes 7 O FFEAIERLEE  120M/M, ElAIET LY g ~—TER% (BB 91)
FEG 2 25 7%, B Rl et ifiZa L) fiE
FEGI2: TA A I TINTUBF - BR EF 2 BRMIE 4528, BB ERA%
HY PRI LY 40 T, FAR b
VevahaA AT — X AT
— (GSS) JEfERE, P102L AR, 2 K
> 129M/V
BEHEA —a—a3—7 2005— 81 A (n=49~81 OHiPH 2005 4F 3 Hil==—3 —7JHILETERME 6 FRIOBHTHE T, FlICB#E L/IE  Olszowy 6 2014
2011 /%) ENFAR—Y~ L X7 2 AXCCWDIE )k (BRAKT., OiEE, 2 8FERE, f (28 92)

Qe N RIS

AL, AilE, PIEIR) AEAICR
DiIZR, FERRIRRBIC R & R i
<. CJD (ZBHE#T 2R RIFe L

THC : Syt

2 vCID 1T 12 A L THE S LTV D,
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Fik CWD v— K PrP Y —X REROAE BE B
MR REE 2=/ A kb recPrP CWD-PrPSe({Z L » TE#HEND E | recPrP i3, &7 recPrP ®Z#:  Raymond 5(2000) (&
DAY N R 14 £V, BSE-PrPse & 0 & Z8#h KA 5 132)
GdnHC] CLE L7 Ty 1E 5 R FL A A7 CWDIFE, 7, BYY, =720 PrP LV bE hPrP 2% 1 5(2007) (58 133)
PrPC ORBRENE# #d 5 (MELAD
BHHTRIL, vy« d—a XN FHA ST A >R NI A
SNKAX—>E he gy - BEYU>YTADIA
PMCA Ta—AVB Y v M (129M) tg v AN CWD k% S [EIfkf L7212 D F CWD-PrPseid b b PrPCOZEHEF  Barria & (2011) (S8

SDS ZRAW=7 47 Y
MERIE

PMCA

RT-QuiC

PMCA

PMCA

J11t tg1536 < 7
A (10%4ALFA)
Fravh

(a3 R
132MM) (10%}ii4
LA

FraTh

)7 2 a—)
D)

AT FTouaY
B, NFhA

t b recPrP (90-231)

b ME(129MM Xi% 129VV)tg ~
7 A ik

t |k 293F #Hf(129MM X1 129VV
Z iR 5EBL)

t b recPrP M129 (aa 23-231) %
pET100D #E R/ m—=7
B2-a2 N—TEIEHE LTz 166,
168, 170, 174 iz =/ 7 EH#HL
e h-=L 7 % 27 PrP RHl~v
A

1 DT BTV E e (11381,
S143N, H155Y, 1184V, V203I)
L7zt k PrPC (RK13 HiiiiuiRfR
i)

t ~Mb (129 MM, 129 MV, 129VV)
tg ¥ 7 AN

M5

t b recPrP (3 BSE-PrPsc |2 & W S 55, CWD-PrPse T3
ez

CWD-PrPsc |2 L » CE#H S5t b PrP ix. BSE-PrPsc L v ¢ 254
EIRSAAN
= R 129VV i 129MM X 0 Z8Ha5h 3R A3 (129 VV<129 MM)

CWD ® 473 BSE £ ¥ & & |k recPrP 22 5RmIc 42

4 ODOEHOTTH 10% DEHR

E168Q X i S170N & 2 S D@ #al 17%-26% DZEHiR
E168Q & S170N i f O EHOLE HSRIT T 7 PrPe L [F%
S143N DOEHTIZ 19%., H155Y OFEHATIE 15% DR

BRI POBBGFR, VOB, A OMITKET S

134)

Luers & (2013) (&8
135)
Barria 5(2014) (58
136)

Davenport &(2015) (&
88 137)

Kurt »(2015) (B8
97)

Barria 5(2018) (8
138)

recPrP : recombinant prion protein D ZNEN DL T4 & >7=b D

rec : recombinant (EMz=F-Hi6 %)
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x4 EFPrP RBINSUVRDIZYIIIVRANDERRRBROBE

E b PrP EBELNTURAV:  RNEEREME G i3 BE IR
=y IRUR (Atk CWD Z3BikR)
(= P 129, #ELE)

tg40 (MM, 1x) )7 tg40 | 3>756dpi, tgl 1T>657dpi CHEKIER AR L [mEEE§ Kong ©(2005) (&

tgl (MM, 2x) 1%MMFLAl 30ul 18 96)

tg440 (MM, 2x) Y (AR . Ja—ATUh (28 (A >500dpi ko TH U AR EIIEET {RiEEY Tamguney 5
Tudh (2K (2006) (ZH# 100)
1%L 30pl

tg35 (MM, 2x) NERY >700dpi T b EEARIER 72 L R Sandberg ©(2010)

tgd5 (MM, 4x) 1% ST EFEERLAl 30ml (ZHR 99)

tg152 (VV, 6x)

tgHu (MM, 1x) FYu P 0.02ml 107 EFLA] 680-730dpi %X\ CHIRAER 2 L, 22t (mEdd Wilson 5(2012)

tgHu MV, 1x) /PYP L7 L (ZH 101)

tgHu (VV, 1x)

tg40 (MM, 1x) NERY RO =Y /4 A >587 dpi R Kurt 5(2015) (&

tg66 (MM, 8-16x)
tgRM (MM, 2-4x)

tg66 (MM, 8-16x)

tg650 (MM, 6%)

AL 20-30 pl (1%-5%)

TNT a2 T AT u YT 1%L

%l 30nl

RT-QuIC BB~ 7 2 (Z# 98)

1% FLA 30pl

Fa P (28K : Wise-1. 116AG)

1%/ FLF

HEACHERE - tg650-Wisc-1

19/ LAl

ATFHAR 469-798 dpi

AR <700 dpi

R Ik 365+30 dpi

AR Wise-1, 623-934 dp
AR 116AG, 722-934 dp
AAFHIR 2nd Wisce-1, 504 dpi

Bl DRI 1T & - 7= AN S g L
WAL HMA & WB & T
&k, RT-QulC 1 TH MK
A

AR O mE T

Wisc-1 RT-QuiCBstE (7/9)
116AG RT-QuiC [&tE: (0/10)

2nd Wisc-1 (1/1)

HR 97)

Race 5 (2019) (&
IR 98)

Race H (2022) (&
7 102)

Hannaoui &
(2022) (Z:H4 103)

dpi @ G AL

WB: vxaxXZr7nuy h

17
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£5 EFUSNOEREETLNEAVRERROBE
AR (EHE) BEMR (CWD 3  Bf5k iR W (+/n) BE W
Y AHL (2) NESS P PR HEATIE DOAPRRZS VSR - A J80E L. J&Y#% 31, + (2/2) Marsh &
(20% 7.7 200m1) 34mpi T (2005)2 (&
58 139)
Y 2L (13) Ta—AYH (5) P 3R 33-53mpi THEARMER 2R L, BICHERIRAYE  + (13/13) Race &
> (5) (2mg X% 20mg/ 200p1) L PrPse it Sz (2009)) (&
Fmen @) 58 106)
Y 2L (15) Ja—AVh (4) [EmEr2i 4 57 39-69mpi THIAIERZ R L, B, + (14/15)
=7 (6) (200mg/ml % 2~6 HREIKE i U >3 oW T Prbse s S a7z
Fravh (5) T 5 HRE#EE) (69mpi (ZFE1 L7z 2 FEIMN, MihsE, U o8
i C PrPse i )
Y 2% (13) Ra—AVH, T fib PR 11 B 41mpi T, 5%% 2 B1i% 61mpi & + (13/13) Race &
Race & (2009) s, Fvavn (i (2mg 3% 20mg/ 200pl) T5mpi CHAE LR IS HERRIR A & (2014) (B8
(288 106) ofk  FFECRH) PrPse A3 &tz 140)
foergE
U (12) Ra—AVH, T % 1R 2 BH2% 69mpi T, %5 10 FAH 9 FENNFH) + (11/12)
Race % (2009) I, Avavh (f#E (200mg/ml % 2~6 H [ 68mpi THIE L., fid, M, V> 3 iong
(588 106) O FHEECRH) T 5 HME#E) AT PrPse i Sz
foergE
W=7 AP NESS 2 ) fd#ERE (5mg/500ul) I a2—/L V% CWD % N EEfE L7- 1 BERS — (0/1) Race b
(4) Az (1) 48mpi TEAFE S NN, TG, MR, Y (2009) (&
Fvudh (1) U REITC PrPSe B ST S YL iE T0mpi 1 106)
THEYER (BFRETH) .
H=7 4% Ra—TH (1) O (200mg/ml % 2~ 70mpi CHESER — (0/3)
(3) Tz (1) 6 HET 5 HH. &t BFgEfkE 5
Fvuvh (1) 800mg i)
h =74 HPn NETY 5 ==Y 2 N EERE (5mg/500p1) 49, 79, 88, 94, 124mpi TR, £UEE — (0/6) Race b
(6) 7, FAvavh (E [ (2014) (R
Race & (2009)) FHERECR ) 140)
(£88106) DOk
foehiF e
=2 A P9 Ta—AVh, T ROERE 1%, 97, 106, 106, 124mpi TLRHEAE, 25 — (0/8)
§H)Race 5 . Avadh (200mg/ml % 2~6 HI[Hk&E fatk
(2009) (8 JHEECARET) T 5 HI. Ft 800mg Hfi)
106) DKL
=A% (6 NESS D)) PR PRt 4.0-13.4 LIS LRFE, kR — (0/6) Race &
98) s (2) (5mg/500p1) (IHC, WB, RT-QuIC)) (2018) (B8
Race & (2009)) Fruva (2) 107)
(Z88106) Dk
e
W=7 AP Ra—ATh (3) R e BEFL 8.1-18.3 AE14 IS8Rk, AR — (0/8)
(8) T (3) (200mg/ml % 2~6 H[Hk&E (IHC. WB. RT-QulC))
Race & (2009)) FruTh (2) T 5 HRM. # 800mg i)
(288 106) Dk
Hewes
=7 AP 22—/ % CWD MNEERE (40mg) +RHEN >87 mpi CTHSEIR — (0/3) Comoy b
(3) o v (1) i (8mg) HFgEfksE T (2015) (B8R

4 u i CWD &
oy (1)
Fvu T CWD &
ger (1)

141)

+ R, - AREE T

mpi & O A B, dpi (SRS 0O B AL
*1 mpi BHLRERHAEEDT- 0O BF5EBERS (7235 PrPsefitisng)
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<sE>
SHDEMN
A A $4
T Cervus elaphus

T (TAVBT T,/ UEF)

Cervus elaphus nelsoni

/A=

Odocoileus hemionus

FruT Odocoileus virginianus
Xa Muntiacus reevesi
A Dama dama

~F A Rangifer tarandus
=RTA Cervus nippon
NTTH Alces alces

NER ) Odocoileus hemionus
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<77V Fo—FRICHTLK 2AE—E>

X1

X2

%3

LM EHRIRINAE  TSE : Transmissible Spongiform Encephalopathy

PrPse - J5K & 9~ 2 Bl O Fr T, ORBIE - H ~BE & R QTS BESE
PEOMRIER B, ORME L7c ACEM OMHERED S | PrPse OBHERI R IN D, @Of5EE
KAk DR R RIERUS N2, E WS TR D 5,

CWD Ofi, 7+ ® BSE, t MIFKET 2 CID, vCID, 7 —/b—, DAEFITRERRT D
AT VAE—ER’NDHD,

$imiRIRAKAE BSE : Bovine Spongiform Encephalopathy

7Y DIFRRD— DT %, BSE (YL L7z 7 2 Tlk, PrPSe & FRIH 2 5 FAR D T AT
BT DI LIk o T, MRRAIRUANESE U, ZZfaZStEZ i 2 L, IR A R o IRIT7
D, EOMR, BETH, EBHREFEOTMMRIEREZ R L, HICED LBLLNTND,

7B 7 AT BSE M EAJE L= 01E, BSE Y42 ke LB 2 7 v Ofikh
LTS TV Z ERFRREEZ BN TV D, 5 [E T PrPseiZm EITH R SN2 AE I &
0 240> BSE B0 R SV TW RN 3 1 2 EERBRIIRNE, 5 4005 5.5 L 4
BIENTWD, ZOBIGYBLIERRIC X 0 RA T L, BRI L EL ko TW\b, HfE
DE A, EEDWHERCIEFEIT RV, ERREVESEER (WOAH(OIE)) D&z i,
5 28 77ETHY 19 HEH (2019 42 7 ARER) @ BSE AL, HENRZDIZEALLE (K
18 i 5 THA) Z DT\ 5, e ETORMIEAIL 2009 41 AT, Z4LET 365 (2019
T ARERD) MHER ST,

T4, HEk BSE &13%72 % BSE (JEEZR BSE) MR SN CEBY., b ZHikklc
KB4 2570, 7tk BSE 2 E% BSE &9,

A4V 7z)Lbk-vaT%m CJD: Creutzfeldt-Jakob Disease

B NOMREFRO—D2T, #1190, REEOREMIEROAGE D | EITIERME, EBA
WEAZ R L, BIEND 1 E~2 TR E « FFRASE - iRECTHLET D,

JRIRNE, Y Z2 AT 2 PrPse & B2 b, fofmaEZo T 17U AR SR
Do

CID (TR HFICIL< /A L, BARTIZAD 100 5 AIZHEM 1 AR OFETHRIET D &0
DTV D RKAHTRIET 2 6 O &I CID & W, 77U A IROK 8FI &2 5 5,
FEME CID DIEFEFMRIT Y 68 7 T, B LFEIT IR0,

Wi

k=]
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x4

P33

%6

X1

Food Safety Commission of Japan

—F5, BEAM 7oV Tz ka7 (variant CJD : vCID) X, B s DOKICHER
W (AR OBLER T L9 1T CID ELRITIRETEN, vCID OB BEFE T
FIENZ N & BN EWE, 1EkD CID LIXRZR 282 A LT\ 5, 1996 4EICHE[E
THEENTZOBRHEYTH Y, BSE @ PrPse (275 SNI-BHOEBRIC L W B L%
ZHNTWD, Uimbe hADRYGUTIIFEF ANV T (FRRsl) 2355 &2 6, ) 18
Ji 5 TEED BSE 47384 L7- J5[E Tl 1996 LIk, BEHT 178 A (2018 4 12 A KHF
) O vCID BENHERR SN TV D, FAENCTE W T, 1 A (2019 4 11 A KE) @ vCID
BEDPHER SN T WD A, REREROIZSENGHRFEREEZ 5T

RIS AR Z  Histopathological Lesions
JRRDIRIK ., TR ORIACIRAZK OMEZ B & L <, BIMSEZ VW CI7 o Mg &
DR CHER SN DIRZ

E{R#ART  Incubation Time (Incubation Period)
B LTOLRIFRTHETOIMOZ &, B—DFFEARTH > T RYeE, JBemmhr (B
FEEAL) Ik o TR D,

FE8H/ X2 —> Glycosylated Patterns

72 b VS R SZHEHTE D PrPSe 04y 113, 2 AT OB I &2 AL, VAL T
2y MEIZE D FEHO DWW TR PrPse, FEEHDY 180U Tu 2 B Prpse J ONESH
25 2 fHDONT WD ZESH PrPSe > 3 KD/ R —U RS D,

HIRAZ>TJOwy kiE Western Blotting

PURHUARIS Z R L CREFICE EN DR ED T A B 2 - EET 5 0 b
R, RBPIFIET Dk A RIZAHEEZBEXKENC K> THBEL, Zivz=Frtkin
— RO T TE 7 4V A EOBRIZEEE L, FED A BEEICH T 2P0k L )R S
BT 5, TABBEOFERE T TR, BREEZHFHL LB TX D,

DAL T ay MENITIE, Y AZ T ay MECXZVEBEDZAREN LS
NTTEHROBRE O RAXZ =) 2k b (BD) A HED S T B% 52 1T 5,
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X8 REERER Route of Infection
b NCEM S AE T AR O Z LT, R0, BRERGE, REENRD D, F O,
M &5 MRE NI 288 (HIV, BRTFR, CHFRE) bHD, £H #H) Tk
TIE, INOORBPEEINCEE L, IZ<@\ESCEI () oy, BIRp9IciE, £
MO LM (FElnIE) (28D, Y - ATORREICRE RENET 5,

X9 GUEMABIEFEE  Immunohistochemical Analysis
PURPUR S OFE B 2RI U< M SUTHIIRNIC S 8 EDT- A B & b L, 6
SPERPREE N SULE FBMEE FICBIZ TE 5 Lo ICB R AN Rt tiik,

310 PMCA (Protein Misfolding Cyclic Amplification; FABEBIR 74— T« v {EIRE
g &
T BRI S > PrPC 2 JEEIC, PrPse 2% (3 — K) & LTz, #RBREN T/H
BB LR35 Z & T PrPC % PrPSe [ZA AT % 515, ATEIZ LY PrPse 3 EiE Sh
B, B OMEe PrPse SR FIRE & 72 5,

%11 RT-QulC (Real-Time Quaking-Induced Conversion) &
KIGHEHROMME 2 7Y A A RE @PrP) Z#EIC, PrPSeZ2H (2 —R) & LT
Z. RBRENCTEEICIRET 5 Z & T, rPrP 7 X v A R ZRE ST 2 515, K
BTV 7 v FHMEEERDZ RIS N D20, B OfE 7 PrPse 238 i w]
HEL 722, AR LMD 2 & T I uA FEHHEREEROEIEZ U 7V 2 A LIZHRIE ATEE
T D,

12 —T 4 U EM Seeding activity
PrPsSe /3, ZE{RINTT PrPC % PrPSe (A& A, £ 13aBRENTrPrP 267 2 v 4 iR
HER TR SHAHEHD = L,

¥13 T54 5% ELISA: Enzyme-Linked Immuno-Sorbent Assay (EEsRiZaHsh i AIE %)
PURPUASOG ZFIA L, B HICE EN DR EOT-ABE (FRESE) 2R X 3E =
D oNTED—2, ARk A R A BENFET D720, FEOTAVAE M -
EET DX, RN (Bx R BENRIET 230 & ENIZ T EREICR ED T A R E &
WHITEDD) ) L ERE ETH-THEZDORELFETE 50 ] BRDO LD,
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73 B
TIA PRI ZOFMEWTZ LD, i, HERBER L2V Lo ik - e
RN AW SENTWD, BERERERIEEE BV D,
X114 H—~R A 5> RX Surveillance
i

7
BOERSLEN A 2R L, LEIDE U THREZHE L D720 RO, ~PF—F
DEFEREDEAZ RN T THRE UE, i) +52 L,
%15 3 F> Codon
BT A 5 e+ O RSN 7 X BB FRR SN 56 O 5 O HAL, 12
DT I /PR3 OO LIZEEL (R 7Ly b)) BSxfaLTHY, 2007 X /e =
— T2 61Oa N BhHD, ZOMIZT I /BkEa— RFLan 3foKkia K (G
T57 BB FEEET, S CRAREOABITENMKTT2) b D,

X16 BRI/NNUT7 (LWhp b TFEDEE]) Species Barrier
JRIEARDS, A B CTIRIEIILABEOREEED Z &,

X117 FSURD O EM (T R) Transgenic animal (mouse)
O HENY ORI DAY DBLE T (DNA) 2 A& AL., TOBELEFICX 0
LWHESCEEN 2R o728 (w7 R) O L,

%18 &= Epidemiology

f e B D AR XL T D Z & 2 B & LT, AMSEM O F Tl Z 2 iR B E O kk 4
RS (RFRBAEE) OBELOMM, TNOLICRELY B X ZEREMET 57O Z &,

P ClE T < BRI AF O LIRNAFAE S DREDIRIEZ VD P — RIS
HENDZLITRLT HFAREE (BE, 0N, EE#), f4AE%) bal,

P2 PR ITER, RBREM D FEE OB XD ADFHE, BF5ET — % OEAL (EA
AT L B LB EOTED X A I v 7 BEO T REOENT L - T, Ei2 (1)
IEABFGE. (2) BIZERFE, (3) AERRFRIIIE. (4) #WpFZE. (5) #twrfse, (6) JE
BIRHHRAFZE, (7) 2R — MIRLVWoTe b0 H 5,
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%19 £ +PrP (3 k2 (Codon) 129 MMZ | MV & | VV )
TV F I AEE (PrP) OBIEFIZIIZANGFEET 5, 2 R 129 07 X BREHIZIT
AFF = AFH = (MM, AFF =80 (MVBL, XU R (V)RS D |
T BEORUCE Y vCID ORIEY RV SRR DHLEZEZ BN TND,

X200 ABREBRRE (NBHBRLE. BYHERZLEE) Zoonosis
ARG T T & MO EMMIC BIEG T D EGYEZ WV O, RIRIRIE D A LA B, JR
W, AAEREZIEICDe D, 8 b e MIERT 57217 T2<, b M LEMWITEGET
HZEbH 5, NEIGEBIYEOHIZIX, B MOk U TEEDDM < IR L Tidgsn s
DORZEDW DL DN D, NEIGBERYYE L LT, A > 7% JERFE, VLVEXRT
JE (& hTIREYHE), VAT UTIE, VX A NVEBE ZEOBER®H D,

%21 BxEL#F| Brain Homogenates
ek e LR QT Z A DN 7 O P et I ( A b 1) <0 L 7 8

%22 ) R EH# Risk Assessment
BRMZESTICBIT DY A7 5l &3, &RICEENDI P — FOEER (X<E#) |
b FORRICKHT DV AT & Y= RORMELEZE Lo, T2 R iR Z £ 2
T, BHERICEHI 2 2 & 2867
WAE O RS ZEIEARLETIE TRMEREZENE L LTHRESHTEY, B0 atE
DFEPRIZ B DR DOREIZ M7z - TE, iRk 2 &2, R @R BT 217 b T uid7s
HipnE shTnbd,
BURF 39 2 A Z 2T 2 U A2 7Y v AO/E¥EEH] (CAC/GL 62-2007) (2 &
UL, U A7 R
1) »¥— FOFEE (Hazard identification) .
2) N"Y— FOR4FHE (Hazard characterization)
3) X< F#Eill (Exposure assessment) .
4) U 27 OHE (Risk characterization)
D A4DODEEEZEZLRETHDLH L INTVD, BMOBEREORIIIEICL > TR DT
O, HEOBURZZE L, BENRIIERITESE Y 277 0£1T 5
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