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BECTE OWGERITEAT U TRBEEZEEENZCT 2BEPRO 6N 055,
WREE 252 T TV R WEMIZE T 2 BRI OB E R L P b T5 &, IREED
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ROEEFIRE OHEE % (LOAEL 15 Tix72 <) Benchmark dose <> Hockey Stick
EUFET AV EAWCFm X CHE-RCERE BT 2 ENEEND, LTI
RN DS EZ GBI T %, 7k, FrtlAholgasic b nid e 24 &
923, fthDfiigs Tl Benchmark dose {572 S K D IRENHEE SN TED
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KiE%E (ALAD) JEMEDNHIHI S5, £72. ALAD IEEOMFHIZHE, T 0¥
T/ V7Y U (ALA) OREAIGI S v, g, RiEk, Ko7
TI VT U UBBAHEMLTLS b, 2089 BREMNEZ DEIREZ
Benchmark dose {5 CHE T 5 &, $a1E¥ES 154 44 @ ALAD 1EMED I 23 46 &
% 1Hgno> BMDL (7~ = NiX BMD) 1% 2.3 (2.7) pg/100 ml TH v . MiEh
B LR ALA 23800 LG % 1. ¢ > BMDL 13454 2.9 (3.3) nug/100 ml
& 3.5(4.2) ng/100 ml L HEH =472 (Murata et al. 2003) ,

~NEZrEY A~ b7 Uy b RMEKEOK T E L TERESINDSAMD
ERIRRIC L VI Z B, M ERTEREE A 1~115 ng/100 ml T HEnfEE#E 388 4 T
g L7~ BMDL (BMD) (I~F7 11t T 19.5(28.7) ng/100 ml, ~< 2 U
> [T 29.6 (44.2) pg/100 ml, 7R k% T 19.4 (29.0) ug/100 ml TH - 7= (Karita
et al. 2005),

@ R~ DRE

% < DWFFEFIT K - TEFER O RMHRRE R E O T2 A ST
%75 (IPCS 1995; Araki et al. 2000; ATSDR 2007), % D& — 2% %2 Xos L
Todm i3 72y, Araki & Honma (1976) 1XifiFHER7AY 2~73 pg/100 ml TH 5
TEEE O EH I LU E MR O i GEB RS 2 E L, iR &
DORICHAERAOHEN NS H Z L 2HE L, 2o 0w —ZRERMN %,
A X v —% W TE A~ OBAE %5 A B . Benchmark dose L% A L7-
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BB AR T 8.2 (13.1) pg/100 ml TH 7=, [RIEEIZ, Seppaldinen & (1979)
D L O 1 $p & T R O R B AR AR A A B D &, BMDL

(BMD) 1% 8.4(12.0) ng/100 ml T 7= (Murata et al. 2009) ,

O - TEEMSRE A T D LB X DL D HGETEENL O P300 RSN EE
FHTHIEESNT (Araki et al. 1992), fiHERNEEE 12~59 pg/100 ml D4 /E3
# D P300 {FHEIL 8~18 ug/lOO ml OxRERE L LLANARIER LT, Z
DT —Z 96 A, AT SR IR A | A S | AR & 4§91 L C BMDL (BMD)
RIS E.6.1(11.3) ug/lOO ml T - 7= (Murata et al. 2009) , Hirata & (2004)
i ERREE 33~106 pg/100 ml OER{EHER D P300 2 HlE L, FIEkDOA
BERIERZRDTWDEN, fR2EFEHN V72 BMDLIZEH TE 2o Tz,

Sho> B AR RE RS BT B U . BREEEE & JERREE & Lhl L /- 3 HFSE
THEBEZENMIE SN TW5 (Murata & Araki 1991; Teruya et al. 1991; Murata et al.
1995) N, AEENALONRhoT- LT 5% H H 25 (Gennart et al. 1992),
D5, WEOA T AMI/EREIIIEET 50 @E (PR, 25.8
~79.3 ng/100 ml) & #hfE TS5 8% (4.7~8.6 ug/100 ml) TIX.LEX RR
MR E DAL « BIAARERE N T b U7 2 T EE TR T L TR
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v (Murata et al. 1995), Z OEMEH W CHRAEE2HET 5 L. BMDL

(BMD) #%10.3~15.4 (15.2~27.8) ng/100 ml & ~7= (Murata et al. 2009) ,

SRVEEE O FHTRERR IR REE L LI T LTV A Z EnmE STV 5

(Linz et al. 1992; Chia et al. 1994; Yokoyama et al. 1997, 2002; Dick et al. 1999;
Ratzon et al. 2000) , lwata & (2005) (if. F$r72% 6~89 pg/100 ml DEATEFETE 121
LB WNTHEELERZRAE L, M HPERTEE OB LD R E OB
RELBRDHZEZRAM LI, ZoB—EEBFRPOEMREZRE TS &
BMDL (% 12.1~16.9 (°F#J 14.3) ug/100 ml (BMD % 18.3~30.7 ug/100 ml) ¢
HoT,

1 FFERTR EEAS 21~86 ng/100 ml OEREEZ DIMIE 7 = T 7 F i I3 I
FEL i LA REISE < L SRIT RN b 2% KIF 3 (Manzo et al. 1996) ,
Mutti & Smargiassi (1998) 13X Z OFR N K —/ NI R & K3 5 Mg 7 =
7 7 F v OB DM ENEE 11.2 ng/100 ml (BMD #H244E 21.7 pg/100 ml) 7>
LB D LA LT, £, TEEFLELTHD FSH, LH, TSH 722 L
I R A 30~40 pg/100 ml UL EOSEEE TREMAERL TWD

(ATSDR 2007),
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AR E DRl A 1T - 7o, Z DO JFIEIC X B & P ENTEE o BIEIE 31 png/100
ml (BMD #8Y4) EHEE 7,
@ BEHE~ DR

Lin & Tai-Yi(2007) 138012 X 2 B EE O LM FIMEERR 257012,
I FR SRR EE 42.2 ng/100 ml DERTESES 135 4 & K4 i a7 B 11.9 pg/100
ml OIFIRFELEN] 143 L ORFER, X—F-2-I /0 r/n7 Y - BION-
TEFALT LAt I=F—F (NAG) EHEZHE L, ZNLDEENSE
HEN5EEELE 240 BMDL (BMD) 1%, JEHIZ, 40.2 (58.9) ug/100
ml, 26.7 (32.1) pg/100 ml, 25.3 (29.9) ug/100 ml T - 7=,

@ RS DAt

Bonde © (2002) (ifil PSR E2S 4.6~64.5 ng/100 ml TdH 5 nTEESE 362 4
&I FP SRR EE 2 19.8 pg/100 ml A DX HRIEZEE 141 4 ORI E LM TIRE %
HE L, K IRE ORI IEEATEE 50 pg/100 ml LLEDOVEEE T 49% HIK T
LTCWe e U, e/ “EFEE V- BIE I 44 1g/100 ml (BMD 4H34)
ThoT,
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R#FZThHoT, LLRen s, KREICK D ALAD BE O 2 LI TR
BRER D72V A& TH R S5 (Morita et al. 1996; ATSDR 2007). L22H#3c kb
ALAD {EHEOIIHNLZ » N TH R TH H DT (Gurer et al. 1998), 43 L %
fnp “HE? LRI T I LIXTERY, 207D, ORI XA R
EEBEZDBILD, Murata B (2009) 23R REEREIC KX T I Erd BMDL (8 &
U'BMD) b4 o VBN EEE A F 5 & . BMDL 78 10.7 (17.5) ng/100
ml ThH o7, $EER ORI EHE T BB EMIERF XA Th D
ZENRENTWAS L OD (Araki et al. 1980, 1987) . FRENHERE X8 2 DIk ZEMENR
BICLVEITHICIKE T 55 E 25T\ 5 (Schwartz et al. 2000; Caffo et al.
2008) ,

ZAIVE TOS O EGHN I EM IR B FEST TITONLTWD Z e,
— MR NIC T D DO AT T HERREIL, ik Y o 7 AEUNE -
¥JBMDL T& % 10.7 ug/100ml & 250N Y L EZ Hbd,
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