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In vitro
#Im2e8K | Salmonella — (£89) (=Y EMEA -8
ZHHER | typhimurium (1 3)
5 FkK
S. typhimurium |0, 100, 1,000, (=35 fifi &L 28
TA98, TA100. |10,000 pg/plate (2 16)
TA1535, (£S9)
TA1537
S.typhimurium |~1,000 pg/plate e IARC : Monograph
TA100. (+£S9) (&M 17) vol72 p.273 (Dayan,
TA1535, et al., 1980)
TA1537,
TA1538
UASEREN b RV /REK ~100 pg/mL (-S9) |k IARC : Monograph
SRR (ZH17) vol72 p.273
(Stenchever et al.,
1969)
PSRN Y S N INPPAN CMA Hjh % 4.0, [ Sddique & Afzal
PR M OVifi 81. 12.1. 16.2 (&4 18) (2004)
Yuta LN
%ig%m ng/mL (10, 20,
30, 40 pM)
48 KFfEEG 4
CMA 16.2 pg/mL | S50l
(40 pM) & [FAIKFIZ g f:fﬁf/f%i
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SOD &\U\ CAT % H v, SOD
ST PF 5 B O34
(10, 20 pg/mL) i, CAT
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DNA Z v Ml — [1ES EMEA -8
IRPIITEN (27 3)
R Wistar 527 v b 0.12, 0.4, 1.2, i s TIARC : Monograph
(WERE) AFHmAQ 4.0, 12.1 ug/mL (- |[#E : 35B5ME | vol72 p.272,273
S9) (Zz/ 17, 19) [(Topinka et al.,
(0.3, 1, 3. 10, 30 1995)
pM)
=N SN — kot EMEA -8 (Werner
(ZH 3) et al.,1997)
A TE 7 v N — (=3 EMEA -8
DNA &% (27 3)
AR 7 v N (HERE) 0.81. 2.0, 4.0, 8.1 | : BGiE IARC : Monograph
JH ng/mL B - B2t vol72 p.272,273
(2, 5. 10, 20uM) (P 17, 20) |(Martelli et al.,
1996a)
b i — piE EMEA -8
(ZH 3)
b (5% o |0.81, 2.0, 4.0, A8 IARC : Monograph
J R 8.1, 20.2 pg/mL (&M 17, 20) |vol72 p.272,273
(2. 5. 10. 20. 50 (Martelli et al.,
M) 1996a)
DNA 7 v b (HERE) 0.81~20.2 pg/mL  |f&M: IARC : Monograph
EEAER | (2~50 pM) (20817, 19) |vol72 p.272,273
(Topinka et al.,
1995)
in vivo
HIfaZs AR (v B Y v oNER — piE EMEA -8
B (27 3)
cytogenesis
assay
IR | T v MTFRR — (H[E#5) [1ES EMEA -8
(ZH 3)
SD%Z v b 100 mg/kg A, H |Gk TIARC : Monograph
(M) JHHE R [l 0 ¢ 5- (M 17, 21) |vol72 p.272,273
(Martelli et al.,
1996b)
Yefa i ICR &It~ 7 A |0, 200, 1,000 p2iE i e & BE 28
FERER | A REMA mg/kg RE/H, 1\ (&M 16)
X 5 B R
5 a
Wistar &M~ ~ |0, 1,000 mg/kg A8 | fatt i 2 &R 28
I B B A /H. 1EXIZ5 HiE [(ZH 16)
LSRR 1 b 2
AL AT A 0, 5.62, 11.25, ks Siddique YH &
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(ME) EBEMK  22.50 mg/kg (AE, [(ZH 22) Afzal M : Toxicol
B[] JE e N $ - Lett. 2004
ftk e ta sy | A A A~ A 0. 5.62, 11.25, BtE Siddique YH &
KA HGAER | (M) "B8EMME  |22.50 mg/kg KE., |(ZH 22) Afzal M : Toxicol
HA Al e N 5 5 Lett. 2004
DNA Z v~ (M) H |100 mg/kg RE, B |[[&0E IARC : Monograph
(RPN ol [a] $ 5- (B 17, 19) |vol72 p.272,273
ik (Topinka et al.,
1995)
EMEESE | ICR R~ 1~ |0, 200, 1,000 Fex il &L 28
BV A mg/kg RE/H b, 78 |(BH 16)
e O 5
R |7 > MR 100 mg/kg (REE/H ., | F2k IARC : Monograph
HBR 6 [l & 5 (&R 17) vol72 p.273
(Martelli et al.,
1996b)

— A~
SOD : superoxide dismutase, CAT : catalase

a: 1 [E&RGI3HRE 24 K. 5 B R 513 &K G- 6 K% I B BRI 2 B0
b : 200 mg/kg (AE/HIZ 1 [EI X% 5 HRE. 1,000 mg/kg KE/H X 1 [A]

CMA L. invitroTiE7 v F ROtk ORFHiEZ H v 72 DNA ARG ER & O E# DNA
G RGRER T, In vivo TIIROBEGIT L D7 v MMM N IEENE G- TO~ 7 2D
B BEHEAE 2 BV 7o G (R S R e OVt ik e £ 0 IR ZS kB CRAME 2 R Lz, — 5, Ml %
W18 IR 2R AR B CII BN SN TEY . in vivo TIERBRHAEGIZL D~ T A KL
V07 v MEBEMIE O OREERBRCT » MFHIRO DNA fHIHEREBRICB T b
et B S LTV D,

CMA X, ZORATuA REKO C-6, -7 (I _EfGZA LT REHoERETAEL
HIETERAETE)S DNA BEMEICBE S LT LS5, 72, in vitro T CMA %
MEL L 728 B U V8BRS D Ye R BR, [ Ok Ye (/3 IR AT HA D FE AL BEE 13, 0 2 T —F
Bl 5 NE SOD & H ¥ T —BORIFFRIMC LI VKT T 5 2 L NG STV 5 (38 18,
23), L7=28> T, B OBRMERE 1T CMA ORBIOBFE THRAT HIEMEREIEIC X 5 BN
AS- 7 D d
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W &I LTV E T, EEE 8BRS FMEMRET TR S LTV D IEMERR SR O TE TRER] DNA
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A ERBROBMEIZHATE 5000 LILVERAN., MINEERKICOBRNLDTL L Y2 F
7o IEHERRZDNTE L CWOIURBERNTFET D EEZX LN TV ENEED T, dEinmthoit
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IRNEFE D L ZANEENET, FERADEESCHEIERE DA AIZ O £ LTE, HEMO
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(75 ERE 2 B ]

(Bl AEFICEREZ WV EEWETY) . CMA IZITEER 72 BRI 7 <
REhEAE TAR S N D IEMERRFE TN DNA E-CYL AR i w 75?9[ %tx_ L. ENBIEEHZT
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- CMA I L 28w o CRAET HIEMRBRFEHIC LI b AL ET, —iK
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D < IEMEEESEFE O AR Z I L CRIEFEEZFHR T 2L FWE X, DNA ([CEBERLE
a5 250, TOEMICITEBERSH 5 & PEINET (Kirkland et al., Mutagenesm
22, 161-75 (2007)), F7z in vivo O L2725 RIIEENESICE 2D THY |
OG- TIEFWGEEIEZET L, Lo Z &vn, CMA ITARKIZE > CTRIEE
75 D BTN E B R E LT,
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