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PofxpEeh 'R YA RBAFAU,GHLE X L2 T
A EEL FFMER G, TR TIES TAHE 2 2105 & -Consumer only
S wmEESEFEREEORA G 2 2l A2 REPE & S3 @ * Crystal
ball#c 48 » & 1750,0005 HHiE 5§ B 6% L $ 2 g chBEAEER G

BEETRPMEEFRFEIEGr 2 LR E 2P DML R
1.91x10°» $95F A = #c55.21x10%; &% & fier & pggH w4 pg Y ik
3.79x107 > %957 A = # % 1.07x107 -

B AP EARY v - B R Ao RS hA R NS H TG
FPPR® . R R E G R IR TR S P LR TR R K
B B2 bentp g p 83 FPPRS, Rdpd v gy g e g coPrPRe
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B 2ok im  PrPRS 5 Bl i 5 A1x107 s % — ARG (B A 55 R el pE Y
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= & 4k %o 5 (Bovine Spongiform Encephalopathy, BSE) ~ #Lir# - 7 £
WERRE O ARERRL X B LT AT m  F AL
MERE RO FHT R RE gAY DR B AP L5 BSERE T §
BRI A Ar1996F 5 R ET A AEATR R AL R S (new variant CID,
VCID):h%k ] » fi o B0 47 F S 5 % # LBSELVCIDF M > & 7 WHLA B A K8
% @t TBSEL BRE B ARRE 2L o d AP A A R B e 2
B ARE % A B0 Bt R i & N g 2 BSER VCID b2 B R B F

g2 M ARSRr 88T 2L FIE ) E R K S EER R GIEG

it

%j&ﬁ‘ﬁg% iqglllig—“q;f‘-]-,i-‘j\méi ?‘—},o

R E AL R R ABSESAR Tk p ¥t e 2008 fr & s E B AR
(Scrapie) o — B A4wp]F i R A HE o AR P BB PERY WE PP FILG
R RAN Fla @ P IRgp e i s e d 1N B AR DY -
g b S d 4?30 AR KRR F L) M enh ok R
AR w2 R % o BSES 2 & ret e g A T M ) 2 AT A

S F 322 ¢ 5= (Raymond et al. 2006) 1 & . o

21996 # ERE A LED AN Y - bR RAIRF < s (new variant CJD,
vCJID) % ] » Michael Scott - Stephen DeArmond #7 e 3 0 is -2 cnd &
#-9 (Prion, PrR) &L 548 » /| Rlenfk Flie » 3R] & RN 2 PrP > 2215 % BSE 5
281 VCID & e PIP A S[Z ST SH N > FREFIN QB S A o
A kp BSE 2 & AR L VCID ht Lchp oo F & RE RS kg g
kEiAp e o werr s BSE &2 vCID 3 B o F]pv 0 22 1906 £ chp mpm B2 44 s 4
T ¢ BSE B AARR @A e 2 pr BAgiE 30 B 7 #22 & er] (Comer,

and Huntly 2004) - 3 2017 # 5 * A EZ Wa 2 2% A 2 WA LAZEL Eq 77



VCID s & % § 178 (40 % )(WHO 2011) » % $eenfl 8 Fip 455 vCID ¥ it de
Frar R A ht e RaRkBL o Fla g AR ERL VPR ERK
Fps R A B H AR A SRR R PR AR H A iR o

% 1+ 2337% B 341 E < 6/(NCIDRSU, 2017)

No. secondary cases:

Country No. primary cases
transmission by blood transfusion

UK 175 3
France 27 -
Spain 5 -
Ireland 4 -
USA 4 -
Netherlands 3 -
Portugal 2 -
Italy 3 -
Canada 2 -
Japan 1 -
Saudi Arabia 1 -
Taiwan 1 -




PrP 35 i P10 PrP 5 % % {2 4% % = PrP"® (protease-resistant PrP) 3|
dz o e @ BSE cht & PIPRT AL IR H A0S 0 AP LRI BT
b *& 4 F (specified risk material, SRM) » SRM 4 & 2 & 3805 chps 4 4 vt Gl 4e B
10 %7 PrPR®A B A ARGt~ = 2 & CGRIBAEINeni ) ~ - 41 -
FAEE (QRAADHE) ~ apopfe g i (] Fa-385) » F 30
BI&EEM P 2L amp- s 2R A EE G TR PR GE VR ARV
(% e ekt~ R2 FE) P42 B & d 2 25 (World
Organisation for Animal Health, OIE) % & = SRM - & {¥ e 30 B 7 dL T eht
$oWapopere gy RE (L a- 300 ) TR SRM -

66.7 %
B(e =X A &)

3.8%
\ A& <34 25.6 %

0.04 % 2 %/ngfz/uv’“ o
BE 3k - .s g :“WW#%/%// __j /Z
t\ __,_ —‘-ﬁ
Fa B AR b " 'r
\ \ | .
TS

3.3%

B 1-BSE 22487 & SRM 7 PP e ff (P 4 B 4 4, 2005)

SRM 4 fif ol 57 5 2 PIPR® > 12 2 s 816 66.7% % % > # % 5 ¥ &

25.6% > F A 5 838% KRB (] Feah- 3R> ) 33% > & %:’Wﬁio.%% v &
%7£0.04% o FIPrPRS A g p ¢ B8 ¥ PrP"a & & B ¥ PrPR s B 0 e
HA TN L 5 EREE AFORTT R > FIH T HIIE 5 2 vCIDR
T 0 - AR R B G i  HR TIPS e Al

SERE LA R 0 B i R o g 5 (Hass et al. 1999) ©

Georgsson 3 (Georgsson et al. 2006)4p #1PrP¥ ot 3 @ 5% & £ 16# 1

+ 5 Brown % (Brown, and Gajdusek 1991)p|z& P PrP+ 2 & 3 3P G531 ©3#& »
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23 01-1%R H 4 0 Fh o A A g S (S B ie 4 e
fafEd et ¥ il £ R 4 4 - Yamamoto (Yamamoto et al. 2006a)% & > 7,500
= e50% 2 & 5 v B A A E (colDso) » S F ~ BORARIE 0 Y ARG R LA
$ 154 55x10° colDsg > P #i2 F P HRBEIFA 7 ILL LB Dbk At m A 2
Brgts BV 52 MR R iR 2 FI A PIPROR 5 0 B wpEE :
%Sﬁﬂﬁﬁﬁiﬁmﬁ’QMﬁﬁ%fﬁﬁ&iﬁ’%umﬂsﬁﬂ%%g
7 7t (Haas et al. 1993) o # i > At F W F SHERLN o ST DR LT P2 B
0 PrP g ‘—T'P'I&'rii)i‘%ir),% (wasting disease of deer and elk ) > F & R¥F>+4+
doim g Fo 3 F R gt 2 b Gale #3373 (Gale, and Stanfield 2001)3% 5 A %
b7 3 EpRE R 4 REPF 0 ¥ A #-BSE ]]3’?3}%" —PrPi# » oK o FBER S EEBSE:}?r,‘i
1%chwafod R & % B aokin g > S Gale (1998)4 & 2 § 47 Bl & F LM 14
B EF R GERPIPR BFE) S5 egd kA EZFR
ISR %Wma4m&%{]nm5ﬂwwmmm xS YRS ¥ 3

R LA B -

2 Fn1092& A E R £ &P 2§ 14e 2 Rk %5 o (Bovine
Spongiform Encephalopathy, BSE) % &1 » 2_ {4 3+2000# 35 %7412 & A= 2 £ BSE%
B0 % 5 (2018& )= e L 182 & A#BSE2 E(HY ¢ 2380 2 8,
e 2 FF 7oA ) > FUBSEF 2 R hApETHE B2 d Pl
(World Organisation for Animal Health, OIE) ¢ A B » + & 7 jFas i 4 &
M%7 OIE$H ¢ A M2 BSER "4 Er sy > 2 & 220115 d A TR ¥
FORTAES The7 &% Ric BEFEAFER G X amR AT FRAR-$
hiEd S ERRE2E B 22 TP BN R 0 0 E G oaehaR

ﬁﬁiﬁw%$°&?%l$ﬁriﬁé%L¢E BOPE F A % 2 Ed



FoR RRITRER
e FRECFF L A PHESRERG TR (RN IFLFAT A

2007) » p4F L B F HCA F B R SRITE HCG 0 EHACRI2E & A GRP

A6 B B E

AEMHER

| |
by & AEHE BRI

l |

BB #5 P

B2~ et B h e 2 f#(Hass etal., 1999)

(- )= B g o

LR NE S R EURE PR T R S N
AP A 5 - v P PIPR® A 5 % - 4 (B 804#) 7 it Je & vCID
S e LI ARG EBALY AV ARG 6 TR BN RS RBETI AP
F o RAEFRER AT RPI PR B R R G ERK S By P E

B E B e A R RR
() F3FFET

SRMs t /i 3427 § A5 %%« F1L-30% 7 #4001 4 2 4 w5 5 hPrPRRG
kiR (1) 2R ¢ FHRMCE SPIPR® L (2) F R AR aPrPR® (R

2R Z T AR )~(3)SRMseni3 4 o H P >0 e F 2 g 2 HAphl & SR



%J%Q(ﬁﬁaﬁﬁﬁﬁﬁﬁmmgéﬁ)ﬁ¢ e E RN L R ¥
oo & F%"f 7 SRMs?t > éll%i T B e dm et A JERFR > F iR 2

PAREFARER A RR HE R RRE (D) R G RAR SPPT 2 (2)
SRMs:i5 4 o F] 5§ 2 £ G427 7 A # SRMs » #7121 & #5 18 SRMs # 5 PrP"®
M TR R SR R RIE f B2 T R RRPE - R RS 8 L ik D

A L@z Hiph & m HEBPrPR® o
(2)F T4 e

BAAPRGITRY G TR TR ARG S A P T A iR
pE o R IAEF M e (WHO, 2003) o 4ok i & 4 F b '3 7 e

TF b im0 AV EARY 0 2R A LR MALIER F DR A o A

i)

<
=
%
[k

HE LN MR R R R Y R A RETIPIPTCH 6
Fo & AR 0 P B B 0 B R SR B R PP e 3

Hhd R8T BT on b fEatHE At FF 3 BcF SL N TR T % S
Ho g RS R e m G R A N AT R A
(472 7 5 12 2007) o

BOEAE HREINL > b Gl L AFARTFELFA T REEERET
FE P RER G 0 B FRLL e § D R R
v Ry iy (Tayloretal. 1995) » “HiE R B 7 8 4 2 —h %G OHE > 7
F-FE L R - S RN R ePPIP A R i F11 ImIDso (B 421
SRR RGN R L o) 6 BB S e SaE B 5 ImiDso) 0 €
0698 | & B A 4 T2k sk (Gale 1998) » * 3 L i<H £ T » & Ffoh &t & 5

0.69#:51 AR & k"G h Bl #p b g B o

¥ 5% 4 R B4 MRt (cross species barrier, CSB) > £ % k- 4~ 8 ¥ $+BSE

2B RBLB(RFFE T 2007) 0 - i 7B b GmR B & H2 ik
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WAK T ot P - B AR T B P IREEREE A G Gl 22
Geng BAIE R h U 1T L S AR E Tl ¢ Jrd T ACSB K
Bl SR L 26,70 0 - Bcdh T d Galef]* A HHPIPR®A g A G ¥ A @

(Gale 2006) « % 4 2 *h » RFir2m {1k § ¢ Fol 3 51 A AT LR -

2 77 4 IVCIDR F b A PrP"H 4 ¥ ~ PRNP ~ % &% methionine/
methionine (M/M) e B2 F13] > @ & 7 2t - A Feh d Al & A 7 5 #HvCID %
Mg & i (Sawyers 1999) o 133 & #F B ATH £ 9% J*Jc(Wang etal. 2007) » » #
BR K F 98%en 4 F AT RSP AL GG 94%:A F G AT A E
S 44 940~50%¢:4 F ot A FIA o F 400.5~15% 3% £ FHVCIDA R R ik
% (Valleron et al. 2001) » A EPisd fAlamBcEpr > Fud gL AF L 2 B2 e

A fh o 3E b 4R 2 R % )5 10 (NRC 1994; USEPA 1998) «

GGG o S ¥ CSBEnT 3 527~ f#H 5 1~10%e ¥ b5 g
& » r!’JPI’PReSﬂ ,;% lﬁw)"i{@ FCAPNE T S o EY ;:_} bLoA R g ]\ E Pk RPN s ko ;:12 [N
10° & (Gale 2006) » #7121 —H = 1CoIDsy (bIDso)Ap & >+ 1/CSBx10™° & 4 "5 e

IDso (IhIDso) -

(z)k &%

1. WF\ i /ﬂ %B’* l/"‘ ’é‘l‘
£ p PR G M 7R S TR 2 2 2 105 & A -Consumer only & 4 ‘m3g
Ho T 5 2% kg 2005~2008 £ £ 4t A 2 F AR E R E TR

CEEE S S EUEET S SR PN AL CRER SRR ERNEE T

)

%&%;Qoﬁi?gggﬂg%ggﬁgkmga% ARG TP A N BHRER A F 2R

ERECH AR SHEN S 2 R AN A Rl TR B 6 2

-.mk-

FARGEF T AMT G 2R FII AR HE RPN L PP HHp 2

P R R A e A 34T o
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%3\@}1\;{,}&;){? 2 p frd pRaERE AT (L)

T p el # A% (N) I 5% (Mean) & ®& X (Std Dev)
g 94 170.78 241.10

EX
- 50 122.92 111.64
g 4 90.47 45,98

= P\ )?;ﬁ
- 2 27.18 5.87

2. kB ERE
R EREEAFREZ RN KRGEE 4T
E[Q(t )]=AE[q(S)] (" -1)/ k (1)

7~

A ARABIR A g E a2 i F
PIP™ s > qp g 0 B E 5 T i r Spshent B2 LHp 15 2 ks g

g e b PIRXSRMSF A (B3R 3 X £45v Tl - sﬁi%-f‘ prpRes

=k

e el 2L L ) e (S) 5 vt B F PIP S el M o ¥ i HEB-PIPT ]
FOOS) T g A4 kAR A R FlF R BN RSB ot A
s T § 3 PPN sk e K B 1 hF g 5 OF #1995 % MVCID
SRR R BT R Bl F R R S kB g 5 2.22x 107 (R R s

7 B 2007) -

3.4 8% Mg A4 (- maker g PIPR e s 3 g )

BiF 5 UBSE A AL S 0 RE SR 0§ LR KT R RIP g
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F 3 PRRE s g s SPIPRSE B TR R R SRR IR e LB
%o plded i~ o) 6 BN APrPROH £ L 10°~10° bIDsoPE 0 4 % BT A Asp
P % $15~6 DID50/g PP ;o o iw s /vep ¢ PP B B B
1x10° 2 + - Bosque # 4 3% 5 AFIE ] v RF %7 FRAG LG g ¢
PrPR®:E & vt % % 107713 (Bosque et al. 2002) - ¥ #F » Buschmann= Groshup 2 & g
= }%@“’z&rﬁﬁﬁi B oo FIRVep 4 |3 £ g 2 4 (Buschmann, and
Groschup 2005) - Espinosa% + &4t A 5 ek en2 & i¥f 2% > 00 JR> N &
§ > B A&gE20~24-27~30433% 7 {5 0 TR EA IR 0 Bl 2 s g
FL 832 A PIPR® 331 0 chik & A 45 3| PrPR®(Espinosa et al. 2007) - ‘&
BRI (L ST M ) 6 BRI S B RE R R4 e R RO g
B FEEL T Bk A o 2 p ARG LG A FPPIE0L E g

5 ¥

PR A R A E 2 B RIDIPIPRS . AH AR AR o BT A

b
W

6
R A RR GRS G - A AT R R g R et
Felx107 0 @ ok R B RRE R R R 6 Bl 0 e AR A
Hole S A 4 et B 5 10.3x10° ®(Brown et al. 1999) » F]pt B2k 2k AR
A4 B AR o b ke senlx107 o g & 5% 2 (European Food Safety
Authority, EFSA) 2018 3 # «dp 2 ¢ 1335 Wells % 4 higsk 9 % % % (Wells et
al.,2007) » #-4 " 44 R B T 55C0ID50/% > g AFE T T BT B %
5 2R 24 EREFRFER -
4. F3vimle et 44 kR

Bofe Lo g 4 kR (PrPResshz £)7 Tl Lo %4 TE 7

Pad 2 FEE AR RPR20008 B o et & AR R A4 kR #idg

(EFSA2018) 1 2 5 B i} % % B |8 » 4ot 4 -
P
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4~ 1:1“ 23R 4 4 (EFSA 2018)

|/
-
[N
g

(27/8- %4  ColD50/5.  CoID50/#4  f— iz ¥ #ik

1) Ry CoID50 & A 1t
" e 0.5 5 2500 65%
¥ e 0.2 5 1000 26%
P AR o 0.03 0.5-0.1 3-15 <0.4%
ZAHEE 0.02 5 100 2.5%
= h ey 0.05 5x107 2.5x10° <0.01%
& 0.8 5x107-5x107 4-400 <0.01-10%
B A S 0.96 5x107 5x107 <0.01%

RBFHE A TR ERES 8 #2 4 15x10° 1 1.6x10° g4 o @ 42
BT TR D 2 S E Rt TR T HRET R F X8 2 Sk
TR P AN REA e D8RR S e o 0= [4,10]5/ [1.5%10°1.6x10°]

55 /& /365 = /# + 5x102x10x[1,10] £/ [1.5%x10°1.6x10°] 58 /& /365 = /& -

6. 8 Tyo- X PIPRUHI~E(qS) : FF 2§ ~ 2P

EYEE R G R IEEPN TR R E R L ATE S P95
§ 2R g R 2170785 o & - A TI9E Y5390 7 0 K FiEARd SR 2
A EE A FA R PR E g A RE  TIOf63402 T H Y 2
FEF9E13% > “rf| 2 p T3852962 T (R 7dEL AT 7 B 2007) o ik £ p
PrPReS & B 4 2 55 enlx107 - # REPrPR® 5 £ & s dn e 0 % 2 %5a01x10° 5 ¥ R

KEp T XSRMsi5 4 » Hi54 5 55% > EFSA2018# 452 » Bk & =4 Gl
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5

ARTHL 10 DAY ERF AN FeRE $ 2 $99F 4 ks 105
oo F AL I AL RFLEEHTEFSAZ T Bk 0 BRH LERF S
TRLIHBEFEAF > H T30 5105 ~ %997 A e i 1055 2 278 3% T4 ¥c

R WAELE S REE 9 LR
(I )k & 2t

il R I SR B R R S e N G R N
FHTRT G P A PR PISRMS 54 5 % S IR I A e o R LY
T FR AR ERERFR G F LB RPN 2P F T s

B34 e is s e LR A ..‘sﬁ.?%h_'rhli’«:vPrPResiwlé‘_’ o8 i E 2
FREFFHA A8 (1) nBEas 2 &% 2 - RER (&) p o PP
WP A RE AR S L A eE = g ICSBE Y s e $ 10°

£ o3k A E T ek % a8k case/IhIDso( B 7d# 2 e 3 1 2007) o

A5 HEL S AR AP 2 2 N R G 6 Y

2 TiofE + L8 F 5| i BB
A 8EE (27) 539 + 53.9 (LN¥) 4x10° 7x10?
Ly 1581 2.7+ 10 (LN) 1 1.1x10?
XE AL CHED (2

1(P**) 1 10
#)(57)
AR 5x102 + 5x10° (LN) 3x107 7x10
S FER T T 1x107 + 1x10 (LN) 1x10® 1x10°®
I E Y AT 1x107 + 2.00x10 (LN) 10° 10
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28R A4 (IDsol %) 5+5x10™" (LN) 8 12

BAREERER (L) 10+ 1 (LN) 15 25
FE AP EE (L) 170.78 + 241.1 (LN) 4.23 925.45
2R (5) 90.47+ 45.95 (LN) 41.82 138.76

LN N A HEE A o **P ik & Poisson 4 i

>
»

i
el
ke
#=

(=) =R 2EH %%

ERBEAFEY A P RELGEG 2 RBILT P E RS G ik
P L EPIPREARE N A 3 B 1 2 Bl R R S 0 B A PIPRC AR N g
R AR eI R o 13 F iR W 4 312007 & & A evCID s b Hord S s 0 1
FOEP AN R AT A Ay R S R A FVCIDAE R
%ol PE B I PIPROR i ¥ dich 2.2x10748.85x10° (1.0x10° 1 1.0x107) - {1
* Crystal ballfic %8 :& {750,000=x chE 4Pt & » F s A W45 - 0 8%
EERR RN BHEPPRP 2P F e 2 faer F b2 AR

SRS AT R A S A AT

Z) EmEr R AP DR R GR

bigemo EARY BN 2P 2 R (R3) 2 L R T
P~ R ARRSTHACREPIPRS R B AR AT NLE c FE G AB R AT
A &PrPRSE i S F kAR o e SRR A 2 R & J B Rk
Ve sl (e 2 21 (4.33x10748.85x 107 (10° 2 10°) (1/% )) - #-4 5dcdh 5 » = 4250

(1% 53+ RS 2 RT3 D =R
BEEACRPLE JREF G S F g B2 R i
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1.91x10° > $95F A (= # % 5.21x107 -

(Z) &% 2 $Er 2 NENEER GTh

A PNwEY @i kB ASRMy A B ow A E B JIPrPR® G A 2L SRMsp g2 4R
2 0 rd Kf%%,ig @ FPPR®E % o B ehg %4 kB 1032 bIDso/ % 0 ) 5 %
B GERaz S A — o TR EFE PN RR GG AN E ER R RA
BRSRMS:i5 43 & kAl Gk 54 e RE BB A100 0 R S
YRS S AR kR N R T R
S E 590475 /% > B%ded ot o FE A Ty FIER L4 2N B S B

PrPR® | £ 3 1.37x107 ColDso » B " #-5EFF I ek A @ 5 45 ek 4e o

FERETOBAMARPFEEIAT 2SR APRARD G RS

3.79x10° > 5957 A =¥ % 1.07x107 -

N F T A R RS LR LY E RN R
AN
#VCID 2 {FVCIDZ ¥ 4 h
R ER %A T i HEBPrpRes
e e W~ "
LR #| £ (bIDso)

(¢ =) (%957 4 %)

L 3.95x10° 6.68x10°3 1.91x10° 5.21x10°*

AR 3.95x10° 1.37x107 3.79x10° 1.07x10”

() R REAT8%

BEETFFIY 2 EFE AP RGOFE LR L FAP Y g_ﬁ%k:é‘_—g_,:'(
ZaF S F B A L S 2 (AR e R BT R
[om 2 p g 2 RS SEREEE S BEERYy E LS

16



EALTED 2pt LER(LRY) =6 S B EREL LM fABF

T STy S S ST Y ¥ Y Y R

WSS L BARP Y R g TR BE G~ A A4 o

0.0% 10.0% 200% 300% 40.0%  50.0%

SHERNEIENER

FREREE S

EShtE

NEFRFE R EE R ) E.0%

R FE(1D50/) 0.4%

BAFRFRRRE 0.3%

SRMSEER 0.2%

CSBESIEERL) || 02%

B3~ 2p s AT

Contribution to Variance View

00% 100% 200% 300% 400% 500%
| | | | |

SRR ER
FRIEEEEE

FERFE

NGRS g EREE SR ) 1.7%
FIEEZL TR D0 | | 03w
SRMSZER 0.3%
BEAFAEREE || 03w

CSBIFEIERR) | | -0.2%

W42 P RS R A
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~4

R e

W2 OEHEAFRER GTROER AT —FRP R L EX B
BSE:hh ' > 2t ddr L — kB REFAFFRE Ag RS2 ﬁif:,%‘i @ e &
VCIDHGERE b %38 3 2 o Flpb » AFA 5 TR E A BB i b 'eiT
e o Hhd FH A REREFR Y > R RNEEL R Y THELATRE

VCIDih% 4 b ' > A4FLE* P kAo Rp 2 p 7 —‘F'{’a"*’ri‘}g’gri]&

9

Badd e FFE > Fi5iE 50,0001 3 thidr B =G 2 {8t &

for

RE A
4o JaRIH Vo FlE AR ¢ BRK & S ks WPRELog-Normal ~ i ~ uniform 4 i
frPoissons & » @ fdd tREART 0 FEI|RA DLEERN E A2 BB E - FA
TIogcf L IR ERE v lcfe T ol T Lon g2 B ARBE 0 A
P § X EMERE e RS R L S PR AL Rk

R 24 LT PO T AR Y Y ey 957 A ez B R G E IR

FA ST wBp 2 R EFar 2 dF b2 p nd 2 pg? ik
51.91x10° > $95F A = #c 5 521x10°%; &% & Fipr & pogEH w4 p g e ik
£3.79x10° > %957 A i #c 5 1.07x107 ¢ FEd S & A 47 0 L 7 45 4§ FVCID
BRI R Tl AT RS RIRGER S8 5 A SR E R A ] 552.1%(F ¥
A p ) {rBA.6(2 Pf ) LA BB 235 Al A& R T L4k 2018 EFSAT

GAR4 P HO9F A CBFH LT AN FuREE > 1D VCIDH 2 b G %% T

\\\Xr

BB PER L B VCIDH 2 b G ML Sl F Ok S ¥ i
K> A4 2 50 % R pird 3 1 2007: G £ WiEr 2 ¢ R AT 827 d B R
FASTE R 8% 2R d R RAE s KED M > Bl =k vCID &

dOh B AR A W A F A fo )OS 35.8%7733.5% -
LL’W—J—(\‘ q——@%}}ﬁnib? j\/‘r_'p P£ a % Bt o ed ",\"é_ﬁ J}L"ﬁﬂﬁi‘b‘-’
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Pl & A B nd B £ £ B (B AR 2 2 20 pPrPR 5 £ 2 kiR

THR GRS IF B R R R R AR

CHAFIHAEROLIREEXFEAET R AL LR LB
methionine/methionine (M/M) I 51+ 2L FIA| $vCID % g2 B Fp >4 2> %7
St AL B A MR B P ldy 0 BKCSB B F 5 1-107 FH WA @
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