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Yo Copper
CAS No.  7440-50-8
JECFA No. #%¥ 7 L
B ML
MG —

1. BF - 8%

63Cu, 65Cu

2. FiA%
3 A

3. REMEBROBE

1) 2EEMERR

HAEE - 7> b &0

fifbdil (BEK) © 7w b A
UHX o
A4 X &0
By Y o
v~ A

fifbdil OkFnd) © 7 v b f&A

fHEESR : 7 > b &0

FERSSR : 7 > b &0

PREESR : 7 > b &0

fefbdll - 7~ b &0

2) REREHEERER

LD;, = 140 mg/kg /A& D
LDso = 300 mg/kg 1A D
LD1oo = 50 mg/kg (A 2
LD1oo = 165 mg/kg K& 3
LD10o = 9-20 mg/kg A5 9
LD1oo = 125 mg/kg {AH »
LDso = 960 mg/kg 1A ©
LDso = 940 mg/kg A& D
LDso = 710 mg/kg 1A ©
LDso = 159 mg/kg A& D
LDso = 470 mg/kg 1A ©

~ A GRHEAH) (CHifEEHZ 0.006% (1.52 mg/kg (AFE/H) 7°5 1.6% (407 mg/kg
REE/H) OIREET 14 HMEBUKEE- LTz, #ER, 0.2%LL T ORETITEMER BT bz
ST, 0.4%LL EORE TR &t L TR DA A B AL, 0.8 BED 1.6%H Tl
BIREBAD . 1.6%EETIZE 51T 80%DEMWICE T AR ST 7,
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21 B 7 v b GRHEAH) ITHiEEEHZ 0, 500, 1,000, 2,000 ¥ XL 4,000 ppm D
IREET 4 ARG Lz, R, BEGHOBMETEA L, #0 1 A FHEIEITA
HTENEN 5, 8, H%iUSmme%oko4%0mmﬁTi fi7% 1 LN
IZFET L. 2,000 ppm #TiE 4 B BIZ 8 Bl 1 HIASET L7z, 4,000 ppm #EDIER T
ﬁ%®ﬁ&f%ékﬁxgﬂko&Mpmnﬁfiﬁﬁ¢ﬁgruﬁéb\HM¢®%%
FEREEICHM L2 b DD, TOMIZEF TR SNphoT-29),

90 Ak DIEMET »~ b CRHEAE, 90-110g) |ZHifE#H %2 100 mg/kg {AEH/H O H & T 20
AREROEE L, BB G- 0000 24 FERHE R L 72 RICRE LT, /R, BE5HT
133 LWMAERCD 23580 B, MiEFEHRAE CIE HGB, HCT 5 X O'RBC OA & e

RFRD B AT, B RO Tl IR 31T D/ EL A O IF il sE 3 L OV EE

WA OMHEL, BB 31T 2 BEE FEIk o RN DEESETS K ORI R DT, g
B TEHI O DS/ INZEF L OFF I I T EE IZ A b, W CITREIC AL, B
i C ISR DR AE DAL R LR, VB R X OMEE M A b7 9,

MEEZ »~ & CRHEAH) 12 bz 0.135 3L 10 0.406% ($i & LTI E4 0.053 B
FN0.16%) HDHWIET L a UERdE 1.14% BHE LT 0.16%) DI T 44 FRRET#
H U7 (BBE25 B, FER. FifLER 0.406%8E5 LUV L =2 Uik 1.14%BHC B\ TR EH
I 23 26 3 B HF88 Hivlz, it 0.406%HE TIFSL RN EH L, 73 Rl
BEIZHBWT D 90% 2B L7e, MR Pt X OURMA Tk, fifkdil 0.406%#Ek L OV
b3 VEBHREEIZ B W T FIES R MEERIBEN LA LT — 5T, TRAare
B DMEIZEAIZ A D2 o T, 73 VERSARECIE 75, JPREB L OREMSIER L TR
0. v U EEERRER X OWRAESR 0.406%8E TIXE O KEUL - JEIE - IERF L OVESE. 5
BHMEOZ A (), Bigs KOMFROZ R @) NAbiiz, HEEEETFRA T
X, V3 CEREAEERS X O SR 0.406%FEIZ 35\ THFlE, BT KX OGRS 23 2 &
i, BFGECI T 2 I, Bl L OB W R OFiRE O L7233 i,
R e b B T o 7=, MR OSKIREN 7L o U ERSREE R L OWREER 0.406%FEZH
WA LTz 10,

BESL U7 lEME T > b GRFEARE) ICHifb#RZ 8 L LT 0.2% DI E TR G L, 1, 2,
3,6,9 B LN 15 I 2385 L TSI L O g7 B ONZ LT h BRI E~ D B >
WTHRRT L7z, [lidds X OYE BRI 31T 228101 8 D DB TR S v, 3k
DS FE D BEBERIC EH U CHIRRBEE 23 B, RO TR OSRIREE A ek (P -
0.3360%. Bl : 0.1447%) &7 0 HEIARLOREN - B AL, BRI IR O 8iR
FEVREY (FFH : 0.2144%, B : 0.114%) L CHLRkOHA - BE~EE-T2, Lo T,
7 v MZBWTIEERE O 5125 2 R OIS SOSPFET 5 2 & B2 b,
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Sof FEEE D BT O S EE 1 0.0018%., g TlX 0.0034% Tdh - 7= 11,

7Y XICHEERS 2 0.2% DR T 105 HFIREFRS- L7, R, HiRcs\W TEx o
FEDRL I X OEESENZRD H iz, APl OFOEE L 0.097 725 0.237% Th o7z, &
G ORE AT OB N EH Uiz 12,

7% (2,000 ) (ZHifbE % 0.07% DOHIIEE T 10.56 77 A R G- L7z, 5%, 400
DT L, SECEATOERIZERAIR, KEOHA G L TNk, B8 LI 0EHAT
o1z, WA J OVRERR 2R A i, FFlRic s 2 R E GEl i i)
BROVNERLMEOHSE, BRI 2T OES . AKEEREO MK, FHoRE/kBs LU
MR OB B L AN A DT, MR T, DEREREAEFEER N, RIER S V& T4
BEO ES g FRREE A REORIINE X O P ERE O N A BT, BIEDRE
FUT= BN D RFid R OFRFEEE 1L 0.01 255 0.017% CTdh 0 | xtFREETIE 0.00008 2> 5 0.00063%
ThHo7- 13,

675 12 B v IZH % 0.008% DR E TIRENR G Lz, fEF. AR, Frizd
4. BB L OVNIMO ABEICEB T AR PEEEMEN I STz 149,

MEED A X7 V2 U FEdi % 0.012, 0.06 38 XN 0.24%D¥RE T 1 R G- LT-
(ﬁ@%i%ﬂ%hSi%%i@GOm%@%EMﬂo%%\O%%ﬁ@12%¢lﬂm
FFRERE DR 70 5L NGRSO B ALTZ 3, 12 R ORIEIZ L0 2D KITHAE LTz, 0.24%
ﬁfiﬁwxﬁW%iUﬂWu%@*ﬁ@m@Eﬂtoi%ﬁﬁ IZRBW TG BET 5
BT, IR LI L ORI IZR D HiLieino Tz 19,

3) RN

ZEFJAVEIC PR DM EE L,

7V A T 101D il 103 KOV UAkE 9O EEMEIE, Ames BRI K OEERE
Lo HmE SN TWVD

A= Va 5!

Ames B : [EME ; TA97, TA102 10~1,000 pg/plate (fUHTEME(LF & OFEAHHE 2
k) 1D

fifc Fe 4

Ames B : [EPE ; TA97, TA102 10~1,000 pg/plate (fUHTEME(LIF L OFEAHHE
i) 17
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4) Tt

HEIISBICL 2T HEEFICBVTEEZORAMLBS LORAKRIRE SN TEY,
FIHEDH D VIIRKDOWAIZ LD copper fume fever & 5 T brass chill A& S
TWD (X< BEEA) 18, HAED LE 7 B KGR U ChitERER 2 SAE %A L 7o/ NRIC
BWTC, MEFTOH, A7 2AIVBIOTARTIXUBRN I VAT IS —FD B
ZPE D PER LOEERBE MR AHE SN THnD (I<EREARY) 19, SIrEEICE
JaEFREE LT, BT H 2 WILENTZICIR, B, hER, BT XU EEE W
STIERDPHE STV D (X< EEAH) 1922, Zh 6 OERTIXETHES a2 58/
TLFa—T7HEOHMMNZTENTEY . TNO MO EZHT 52 L TINDHDIE
WITHEET 2 2 G S TN 5D 29,

Chuttani & O 28R 2 OIEFIERE CTlE, 48 BIOBRAAFE LT-EE B L5 DL
BlaH->Tnd (IX< BREL L OEBEEAY) 29, AFLBEIZBW T, KIERF O FhE
RERAOBIEIIAHTHLINEFELORETIL 1112 g L SN TWD, BERIERE LT,
@Ik, EIEEOBEER, M XK L OREY OIEE RS SIEFIZ, TH, ~EZr VR
BELOUMIRDS 30%DIEFNC, PHIE, ZIRIS L OMER DS 8% DIERNIZBEZ ST 5, ABt
BEOASHIF THIR T a v b L ITFED 2 WIXEEROAIHEIC X 0 ST 24 K
FILANIZSE T UTe, ik OSHRE Ix B O BEEE AR LT GERIREE « R
287+126.8 ug/dl, JSEARESE : SR 798+396 ug/dl), JHFLMEMFEAIMA TIZ, B b

ZIEE R OB B X OWFIRIC BT 2 T L EIROILESTRD Hiv, IR TIE 5z
B 7RFR B OMIRSE 7 D ONC IR MBI STV b, BT, SRERIKD 5 - if, R
B EROERZ SN LOANE 7 1 B RERED TV D,

Singh & QA T, Wb 7D 40 FEFNZ I\ TR H OFRIRE O Ffe i 72 5
NHHIL, 95 18 Bl (40%) TIXiE O FEE & B L2 378 5 TR0,
S HIZ 4 FlOFETHIF 3 FITCIFEEOMENELABEI N TS (< EERKL X

I<HEEARY]) 29,

Stain 53 44 mk &t O RMER LR T OFEF] 2 S LT\ D 20, Z OSEFITIET V=
— -V T B AR AREIKT DIRRO T2, fEHAlE LT 10% Dk A 2 35 KT 10 ce
At 2 g BHEINTHD (XEREAR) . HCIE/MEIZI W TRNE s
N, FFIBICB O ORATEO RIAEAR B AN A LN TE Y . iR ORI EIL 0.075% &
WA SN TS (IEH 722800 IS EE1X 0.0008%) . Bl CIE Ak o JRAIF LR L O
MAERFRD BTV D

Chugh 5%, 2MERibdrhFEo 29 Fih 11 6] (GEHEE : 1-50 g) TR RENH S
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N2 EZWMEL TS (X< EREAN) 20, QR ANEZRE L 11 Fleplic B
&mﬁmmM#h%n ;h#%@%ﬁkm%% HOBROK T & B 2 5TV 5, JREH
W FHN VT IRANE DI & NS A, VB OVFIE TS K OO ME O RIE MR IE 23580
En\ﬁ%#@@LREWTiEIEL& BT D ST PRAR L 72 JRAE D338 H LT
AR

World Health Organization (WHO) (I#iifb8, HEAbER, RERER, KEE{kdis L ONE AL
PR % & Tefl 2 OFE O & N OBSEEITH 200 mg/kg (KE TH 5 &fbam L7z 29, 6
WX T DR MEIC R E REANERH D Z LITH A TH D,

BED D WDIEECER S DI BRI L D8P ELHRE SN TR ., NMmmswwif
20 NDIHBFENBENGHENIE S TS, SERE LTt E5, EM-38 X OV FRFNGED
nfwé(@<§%K%)wn@%ﬁiﬁ%%%wbﬁf%w\%m¢®%%§i00%%
Th-oT-,

McMullen [ ZIEFBEIK (AL PV AD v v aBLOTA LY a—RAa—F 4 TI)V)
HENZIX BEINT 10EFZHE L TWD (X<EEARR) 30, ZnbHDOEEOR Fv
DEEDTFEZ B DA v X EINTHFHOT 2 —TBPHRELTEBY ., ZOF 22— 71k
BICEB LTV, SORETAL VAT Yy 2T0.019%, 74 LAY 2—Aa—F 4
TILT 0.0222% CThoTz, T b OBEHIMIETH A 72N T 2 — 7T NIEH LD
D EEz Hivle, Witherell & HEEMEOEE B OHFDIX BT LD HHBK LIS L T
% (X< TEEARY]) 30,

SADOENE P OWEFIIIBER TH 5, 18RO fREVENE 2 51D IERIH Salmon
HIZEVHEINTEY 15 » HEOBIRIZBWTABLRTD 5 @IZH 72 0 TN DAL,
THIE L OHETTIED marasmus DR STV D (1E < BRIBE L OUE < BEAR) 32,

Pratt 5DOMETILX, 7TADE Mo f@Bidade LT 10 mg/t MADHET 12
WG LR, i, RO NICBEZFOHRE, i ofsn, Mg, HCT, Hi
feRh, 7 ARG XU N T VAT I —8, T I7=0 b T AT I F—8, HLEEBKER
#. CHO B X W ALP [T I A LT, &R, TR JOMIEET & o 7Stk & kf
MREE L [RFEECh o 72 39,

5) WSAHEEICR T DH
JECFA TIEEMIGEME L LG STy . ADI (1 HFFAERGE) 138EL T

w&w@QMHm<%m%klamﬁﬁﬁg)ia%ﬂﬁmwgmikﬂﬁbfmé
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30, AN TP ORE R IR ERE (KA 2-3mg/H., /NE 1 0.5-0.7mg/A) ZiZ LT
B, FTe bBIOEIIRN AL R ST LSS > EIC B W TR IR EE
ERIIRNE LTINS, IHIZ, Ay UREBEZREHEOEIE < EHIEIZB O TR
BEERZRTARREIIE S SANERET 2 2 LI 0V HEERZ AT AN LKV &
LT3,

EU TlE Pratt 5 O#AAITHIT 58100 10 mg/e b H O 12 BEREE G L 0 kN
B ORI E WD FERITHES X 39 IR 2 A ZE42ZE L CRMIESEEE2 & L,
IR ERERE (UL) Z5mg/t MNAHELTWD, /2, 17TWLLFOE MZOWTIE X
VAW UL Z4FEEn R I R&RE L Th 5 39,

ot ]

RIWZEZERTIIZ N a VBERICOW TR EGHNZ i L TR Y, s
UTOEXIITFEEH L TND 37,

BOAETIE, ZVva e LT, ZarBiot, saa ) FAasrs s v, o
a g svasigiign, JAarBh VUL TN TN T a g
Fg kT v a gy N U ARERRIE L TIRESNTEY . Zva B

(INa ) FNBEFT N, TN T L, TAavig~ TRy nh, Ja
VEESI) T AR a BT Y L) OWTIE, 1998 4EIZJECFA (23T ADI
 [FFEET) LFHE LTV D,

T3 CBHINCONTIE, SilE L COBMEHMET 5 2 L8NS THhY . Fo, il
b MIESTHHETLRETHD ZEZHEZ, 0 UL IZOWTRHEZ{To 72,

FRN CHZ BT L 72 BROBIER O@MEN R L7 b0 2 L2 n | #lliZ->01T LOAEL
VN ST TVDRY,

thZ 1 H 10mg OV @iz 128G LR, 2RO b T
W, KEESSS (IOM) KON EU 6 Z0Offie NOAEL EREliL T\ 5,

JECFA (%, $fl2oW\WT ADI Z3%E LTS, 1982 4EI1CA XD 1 ERIER
E#RBRICE TS5 NOEL ##95 mg/kgiRE/H & L, ZhickES3%, BE MTDI%Z 0.05
~0.5 mg/kg EFHIEL TV 5,

ZNETOENEODOUL 1T 9mg/t MAEREIINLTNWDH, ZOfEIE, B~ 12
e HaBRd NOAEL 10 mg/t MH XD /hSVMETHY | SRIAFLHE RN
X, INEEFETLMBEIRNEEZZILNDLZ &G, Zvayiio UL 13#HeE LT
9mg/t NH &R L7,

¥, AEEHNIZTT o7 UL I3 AZ0RE LIebDTH Y . HIE~/NEDS @RI
AEIT 52 0NV E D, BMUREEWMENTONLRETh D,
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o, TofE LT AN TYH, A%, SROBREIRAA Tl X9 ERS S
Th V. EREOEMEDHE R OZ O R EHE A HEOBRG b LELEZ LD, &
Lfb\éo
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