EMIHTLBOAEEE

t N OFRRIRIZIT, Sh a0 o PEZEBY TR (B 2—2L) Zind
WINT 256 L E B E R OANCEIRL THEEN ORI T 2560138 5,
WTNOEAETH, SREENSL 25 L, Bk (NAERRTAXT )
L7 U CEBOKEESRINE], i) . ARRCR ORISR, IMGE) . WHikesk (B
. MR . Bl (BYE) OFEENEZ S (BO,1993), Zofth, miEEETe
DIEREE S WG SN TV D,

IPCS (1995) Ti%, AMEHEHO b dER & LT, EIER, BEx D2k
S, RO o FW, EENBGE, SR, HINOE X, EEKE, BEE, 2R,
FUIEHERZR N H D | MR E L P SRR B A3 T 100~200 pg/100 mi, /NET
80~100 ug/100 ml T2 Z % & L, ATSDR (2007) (X$nHFIC L B 2ERKREE ©
WTHTDY R NHDH ERITND,

SRR MEREN L, 1BE . AR REIREE AT TV D NIZA B, ARRGRR
W RBEE PR TH 525, BERFT RIL UL UIEH 53TV, firg s R
RZDOMOIEFFEN 2 B RIER &2\, ®IREBIIEL 2 525, &, jiiW. &
ARERIRFEEF TE < oV, BRIERITRE, BHERESE, MEELFRFEE L. &
BEBZEODH L OFEHZRTOOLRIET S, LIFUIR, SMEPHENIEL
722 EMBEFIEE L CER®O HALD (Cullenetal. 1983),

BANZET5R0ORAE - RIGER

1) 20 AR F TOMIHE (R FIHEEIZ L BHE)

SEEF 1B T 2 E OB 102 @ 3C% L = — L 7= Araki & (2000) @
WA L B & FHGREEN (P300), HARE.OEHE, OEX R-R HREZ#~O
B L L I RIS B B O AR T (3 H 098 BE S 30~40 pg/100 ml CiEd
TVRDD EHRELTND, I HIT, BIBRHAYERBEH R EN ., (AR HIEBNL.
MR b 8 BB D BT IRFIZ T 3528 % 40~50 pg/100 ml @ M HERTREE D &
Bd & LTWD, £, N YOS ITEMNREIC X AR TE 2
IZBT 2 A Z T 24T MERATENEE 5 S BLALAA O 2 i H R R 1L 37 ~52
ng/100 ml & #H & L Tu % (Meyer-Baron & Seeber 2000; Seeber et al. 2002) , [F5
72 L B = —HBATd 5 IPCS (1995) <° ATSDR (2007) . $hfE3EE ORR A
PR AR I B DR T RO E B R O BIE L~ v i3 i R R BT 30~40
pg/100ml EHEE L TWD, Z D7, ACGIH (2007) 130D A= )ug iR Fa ke
Z 30 ug/l00 ml & LCW5, 728, T b OHMEILR/EERE (LOAEL) % H
WTHEE SN TH Y . SHEEERE L REEOM THEZENRD DL
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(CB T DEEREREORMPIME (Lhgn) OO b b/NSHoTHETH %,

2) 21 A DB Benchmark dose /4/Z L S HF4)

& HH EYE ORBEPENIRAHIBLNAA D DR E Z BRRE (b5 W IXEE)
ERER, ZOEU T TChITBRERLEITEFEN RN EZEX N TWS, 20
FRA IR OHEEE & LT, Tk LOAEL PMEHEME (NOAEL) RNHWSHN T
oM. TIUBITEERE OY v T EA ST HBEER D v
EEOICEHENG L D, ZOMEIZILT H-DIZ, RvFv—27 R—2R
WEAY 1980 AEARIZBAFE S 4L (Crump 1984), ITAEDBRBERHE « PEEIREERER O BR
BEREESSHRBEEOFEICH I & T (National Research Council 2000)
BECTE OWGERITEAT U TRBEEZEEENZCT 2BEPRO 6N 055,
WREE 252 T TV R WEMIZE T 2 BRI OB E R L P b T5 &, IREED
NP2 O REHERLEMT 5, 5 - EEORFHIME (Benchmark
response, BMR) % a % &9 2% &, EDEFEHEZRN Po22 b Pot a % & 72 HFFDIE
TR A X F~—27 F—A (Benchmark dose, BMD) & EFE L. ZDMED 95%15
HH FIRMEZ X F~—27 R—AL-L (Benchmark dose level, BMDL) & FEA T
W5 CREBRBEMRET EPA X P B LW a £ HIZ5%EHNWD Z & 245 L T
%)e MBREBNLNEGA, 2O BMDL X NOAEL, %72 BMD /I LOAEL & %
L<72Y (Dakeishi et al. 2006) . HESIRE LB D ZLNTE D, LIZBn-> T,
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
T EEHESNSEMAO M TFEEE (LOAEL) X EREOEL D HEw,

RNYFI—2 F—AE  fP8RHEE QRN L 5 1F PR

20k \'\ - B E (MCV) DK T (Seppalainen et al. 1979) o, i
: \.X ORI AT O ug/100 i DAEFICI51F 5 MOV DA AR MO & 5 72

L] el -
Nl ERS A&7 T L RET 5 & 95%IE % T FRME (cutoff £5) 1% 55 m/sec

.
H
-

o

# )
ot e e ST LEINEND (ZOMITMEROER TR L KA. RO

~ ..z.__-_
.
- L
-
D Point
.
AR
7]

MCV (m/sec)
)
=]

%
-

F,

O REEREERENME O, ZORITIR-> TERS & B

Lh
[=]

. Y
V .’;:

—
0 10 20 30 40 50
Blood lead level (ug/dl) (Po+BMR) (2T 2 il P ERYREE DS BMD & 725,

B S DM, cutoff JRLLTIZ/RDE N EHID 5% (Py) 75 10%

. "
O Wi F A~

MR ERTRFE DA, ~AREBEEICH LT AEZT I ) V7 U R
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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-
Murata & (2009) (Z X % &, BMDL (BMD) L 1EH 4% T 7.5 (11.6) pg/100 ml,
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),
Benchmark dose 14 & %72 % Hockey Stick [El)FE /L% T, Chuang 5
(2000) (XEnEEM T CEI FEE 217 405, IRENERRBMEZ AV 7= %0

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,

3) PEFEEESZ G |1F 456D 5 il 1L e
RANDIEM R, R, B, AFHZOF T, 50 BMDL 2 bRV D 1E~ A
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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,

3 @k
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Calculation of Benchmark Dose (BMD)
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= {BTH SWEOEENKIM U TR N&
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- concentration) &W9H
= RIS, EWBENILhIRD S REE
“BAMEIE (threshold dose) ” EIEFATND
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A Effect A - Adverse
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mNOAEL “fEi{ti"”
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HEEOVY A7t E LT Haricay ba—-dh
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1133 W EDERCH SRS EoRmaEU X
BEV “BROE[MVESRIRER"
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(N=4)
30.56+1.2822
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B EMD

43.4241.4503
(N=5)

42.725+1.438
(N=4)
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4094130303
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38.4541.1683
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W0 EUE R B e

TR IR

[

po

g0

NOAELMSBMDA

FeiRONOAEL S 5 WIZILOAEL S, WEFERF & JEWk %
TFOBIHIIE (R KEITWTHIHEIhT
WAL, HROG U INVBICELA IS, TED
REORTHRENMBASh TV,

REOCrump (19845F) &, NOAELZE&IXLOAEL
ICRED SN LT, -8 ) WREBESL
7=benchmark dose (BlI'F. BMD) &W9H9#¥ X ZHIH
L.

Crump K: A new method for determining allowable
daily intakes. Fund Appl Toxicol 4: 854-871, 1984

Benchmark doseQ)E3E

BRIk TRERENA R (55
WD) T3MRNB S EE2HERT S
JERE B EN OB EREOREHEE (BN
REHSHUE) 2P DS (EHIHEPO
BiAPALEH 5 %. Z OB cutoffiii)
RHFEMCBNT, HERBFEPLVISKZ
a % ORERIM (benchmark response,
BMR) % %725 T IR 2 benchmark dose
(BMD) &#&#7 5 (Gli#. BMR=0.05)

BMD®95 % {5 #i FHfifiZBMDL &9 35



Benchmark dose (BMD)QYEZ T
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= SR g
BMD; Benchmark Dose
100 = WM& BMR 57
U D
b “
&0+
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Several potential advantages of the
benchmark over the NOAEL have
been identified:

Crump K: A new method for determining allowable
daily intakes. Fund Appl Toxicol 4: 854-871, 1984

NOAELIX. —HINC, & 2WEH 2 20 20 LJERE R O S0 2 i
¥3  [ZhCHLU. BenchmarkifiZETOF— ¥ ZHWTH — B
W) BEFNWTHEE T 5]

YU I NVEOBIEOHIFEICBWTNOAELTIRISEIC K EWIHICR D RT
W [Ji. Benchmarki%Gid/h&XWBMDL (BMD®MY5% frifsi FKi
fi) AfF5h3]

NOAELIZ B CTHH X hHROVWThIDITHS. DD, Hn
EHREEDESICRDENE VI HFHBNOAELTIRRZD S5 3
[Benchmarkii Tl Zh & OREIXEUIC W]

NOAELQHHIL. liH. MHeHRICABEINET -y EHVS. /i,
Z< OEEMPIR TR, NSEMZHIBWHERIT EITNTD 2 L3EBE
M&k3  [BenchmarkiZiCBWTIRZ DX I BEEEEDRNV]

Risk Analysis 15: 79-89, 1995
Calculation of Benchmark Doses from Continuous Data

Ky 8, Crump’

BMD®FI 5

BMDIX P IS GENIF — & 2 IERTER) &
BRAHASTEIEE (95% (R PRI & U TBMDLZEiH)
DWW EBWL TN

BMDLZBMD®95% A ¥l FRUARD T, BMDLZRIH
T3 ETHROBINNIZHRT S &iCied GEREE
AT INIBDLIE L 225 - KEHEZ BRI IBIA.
NOAELX D BHHIEHERASN D)

R AL T B B OBMDSLH TR, cutofffifitd
JERFENRENET GERRFOCIIDST) WU
ARBISOY A2 ZHOMEL THERTSH T & T, BMD
REMAFICRIF LN &ickd

BMDELOAEL (NOAEL) QR®

= HAANBIEASOREE (#13,400%) T8
REK I B9 2 il LR R Z i

= MIENRSNLL24F055. UTOEEZR
W7=11008% Z X%

o WRIE I BENEE W 2 S22 U Za o 1o

* MIRACRICBE TS E D AHBERDOH
* RIERFEZ P O&

s HRBOBE RS - 7e#H

Risk Anal 26: 115-123 (2006)

SEOP T «+ v 7BRATORER

Table V. Relations of Daily Ethanol Intake and Confounders to
Hypertension (SBP = 140 mmHg or DBP = %0 mmHg)
in 1,100 Salesmen

95%
Oz Ratia Confidence Limit
Daily ethanaol intake {g/day)
Nondrinkers 1.000 {reference)
01=300 1252 667, 2,347
30.1-60.0 1885 0975, 3.647
40,1900 28717 1377, 6,010 - 60.1~90 g/H
- 90100 4100 X 0 Oddskt
Agce (years) Lo58 N
Body mass index (kg/m") 1257 NHE
Laog[T-CH {mg/dL)] 0423
Log[TG (mg/dL)] 1319 .
Job stress (score) 1040 K66, 125 60.09/H%
Smaoking status 0,530 0,353, 0.796 NOAEL &Rz
TIELTED

Nore: Resulis of multiple logistic regression analysis.

Risk Anal 26: 115-123 (2006)
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Data Sources & Extraction
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- J Occup Health 45: 209-214, 2003

- Risk Anal 25: 957-962, 2005

- Am J Ind Med 48: 319-325, 2005

- Toxicol Ind Health 14: 311-323, 1998
— Environ Toxicol 22: 229-233, 2007
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TABLEI. BasalCharacteristics of 121 Lead Workers and 60 Control Subjects
inJapan

Lead workers Control subjects  Probability

Age (years) 463 + 14 466 + 110 0.869
Height {cm) 168 L7 169L5 0143
Body weight (kg) 680 L£123 705198 0161
Bodymassindex(kg/m?)  24.1 £ 382 246 +295 0322
Smokers (%) 66.1 350 <0001
Drinkers (%) 744 a80.0 0.515

Am J Ind Med 48: 319-325, 2005
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TABLE IV. Berchmark Doses (BMD, pg/dl) ol Blood Lead Concentrations
and The Lower %5% Confidence Limits ol BMD (BMDL, jig i), Set at Py of 5%

and BMA al 5% After Controling lor Age, Height. and Smaking and Drinking
Statusin 121.Japanese Lead Workers®

Linear madel Power modal™* :nif@ﬁ

BMD  BMOL XIS HERE X

Fep— ha ik
248 147 JEDLOAELIX
253 152 18 ug/dIcdH -

=M, BMDL

i 143 po/dl &
a0 gmane

Sagitlal swayal 2-4Hz

Py and BMA indicate an abrormal probatility in unepesed workess and an pcess
risk in mxposed workers, iespectively
~The K value ranged from 10% 1o 1012,

Table 1. Benchmark doses (BMDs) and BMD levels (BMDLs, 95% lower confidence
limits of BMDs) of lead affecting several target organs in lead workers

Number of

Outcome vanables* subjects BMD {pg'dl) BMDL (pg/dl)

Heme synthesis: 1)

m ALA level in plasma 154 33 29
ALA level in blood 154 4.2 35
s ALAD activity in 1:d"L]]uud cells 154 27 23
&] Hematopoietic systeny:
Hemoglobin 388 8.7 19.5
Hematoent 388 4.2 29.6
Hed biood celi count 388 5.0 g4
Newromator function:
0) Postural sway parameters 121 18.3-31.1°%  12.0-17.3"
Newrvendosrine fuetion: ¥
% I 4 217 1.2
278 452
%"3 -microglobulin in urine 278 26.7
Neaceryl-fro-glucosaminidase in wrine 278 5.3

" AL, Faminolevulinic acid: ALAD. ALA dehydratase.
" range of six sway parameters with linear and power models of BMD calculation.

J Occup Health 2009: 51: 1-12

Data Sources & Extraction
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“publication bias” 35 hikzn

- Scand J Work Environ Health 2: 225-231, 1976
— Neurotoxicology 1: 313-332, 1979

- Am J Ind Med 21: 539-547, 1992

- Am J Ind Med 28: 233-244, 1995
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Peripheral Neurotoxicity of Lead

BEAFYF— TV RS, TOERPantTHEMNZRSM > T —& 2Bt
*5— % %BMD calculation®@ /0% I A ANT. EREIE (BMD, BMDL) 2l

[
41
_v| 0 . ;‘ B 8 10
[ 3 ‘. . % s
i b ey
sol*s e e T
s 3 ¥ . Vb o0 - A
= b
= 50 W L e el P ; . T
5 G '
E a0 th ]
3
=
ne s
g i l--ﬂ.::l’
. _peooor
0 20- 30 40 S 60 70
Blood Lead AMfeag

Table 2. Benchmark doses (BMDs) and BMD levels (BMDLs, 95% lower confidence

linuirs of BMDY) of lead caleulated from previous nenrophysiological studies in workers

#
b
i
S
D
"
)

Wumber of

Cutcome variables" wibjects  BMD (pg/dl) BMDL (ug/dl)
Median MCV ¥ 38 L6 74

Pasterior tibial MCV*¥ 37 131 8.2

Median MCV ™ 12 12.0 5.4
Event-related potential (P200)*? 36 1.3 6.1

Vi 51 15.2 10.3

covge'” xmmmEBLL 51 278 154

cevir”  mmsmmsmLsn 51 169 1.1

* MCV, maximal metor nerve conduction velocity; CVpp. electrocardiographic R-R

interval varability; CCVir, parasympathetic component of CVeg: CCVir, sympathetic

component of CVip.

J Occup Health 2009; 51: 1-12

Lead Neuretexicity in Workers

BMDL (-SD) -~ BMD (+5D)

Arvaki o al. 1992 n= 36 > - 3
Araki and Honma 1976 a= 3186 -
Seppiliinen et al. 1979 =112 *---8
Mutki and Smargiassi 1998 o= 44 @ mmmmmmm "
Murata et al. 1995 a= bl —_— - - -—
hwata at al. 2005 o=121 — - m e e -—
L 1 1 1 1 1
3 10 14 12 22 26
Blood lead level (pg/dl)

J Occup Health 2009; 51: 1-12

ZhETOBMDHLUBMDLE, DY HVERETFE
MBS EEE 2 $BMDLIZ10.7 ng/dl, BMDI217.5 pg/di &SR S h

=)

Sitirrfrlzry - lpiigrareiziiion of BIVIDES

= ALADBHHE B AN I RS H 45 BE(Outcome
variables) k U & BHCH3-2 BIEAEI &
Ha5N5

= UMLEAS. HIMAET VDS LA
V(20 pg/dl) L) F OIERIERIREIC X 5
ALADI QL% F5 58 & s o
ERSLTUHZYETRN
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J Occup Health 2009: 51: 1-12

Lead Toxicity in Adults

= HEGFE#EZH = (ICOH) 02 D0RMERS
i‘ll%’#n.ul'l SBICHTAEEY -2 a vy T3,
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FERTHHEITBOTE. b O % 12330 THILIR0
nldlEFRETHS
- g«;c:mpm:cx ZDIEHER20 pg/diC FIF B K 3 FBITRETH

n Sl O&HVEC T 5P

- (ERBEOHICK Z)mﬂﬂrﬂ#liﬂ'ﬁ;ﬁ'cﬁ V. TOERRELIRL0.7~
17.6 pg/diTdh 5 L I

- 20k arxfﬁzﬁlga)ﬁilﬁﬁkx&w&%&%gltiﬁwrﬁéJ:
ICIM 23 (Int Arch Occup Environ Health 46: 151, 1980; 59: 177, 1987)

- UDU. i2MIBEREILE 2 OB EIC & 0B THCERT S
(Neurology 55: 1144-1150, 2000; Am J Epidemiol 167: 429-437, 2008)
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