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ABSTRACT : Arsenic (As) is a ubiquitous element found in several forms in foods and water. Although
certain foods, such as marine fish, contain substantial levels of organic arsenic_forms, they are relatively
low in toxicity compared to inorganic_forms. In contrast, arsenic in drinking water is predominantly inor-
ganic and highly toxic. Chronic ingestion of arsenic-contaminated drinking water is therefore the major
pathway posing potential risk to human health. Since the early 1990s in Bangladesh alone, arsenic expo-
sure has caused more than 7,000 deaths and uncounted thousands show symptoms of long-term arsenic
poisoning. Significant portions of world populations are exposed to low to moderate levels of arsenic of
parts per billion (ppb) to hundreds of ppb. As a consequence, the World Health Organization (WHO) and
U.S. environmental health agencies, such as the Environmental Protection Agency (EPA) made arsenic
their highest priority. Recently, the WHO, European Union (EU), and U.S. EPA lowered an acceptable level
of 10 ppb for arsenic in drinking water. In this article, various health effects of arsenic in drinking water
were reviewed and the current status for risk assessment to regulate arsenic in drinking water was

discussed.
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B4 ZpdAlel de] Rxsiu, x|zt A 208A, 5
oA 14914, QLA A 122 tFF Exf3l= Yiolh
(Woolson, 1975). 373 Flle Bk} Al Adxe
2 Fxspe, Izt &5l o8] AA, AnE ¥lav) 9
Hozi EAT 75 gl AAH o= v|Av) e B
3l Bl slom, o)g3t A Ao M A Ekt 2|3}
gl all=o] AmlEo g A0 vlA §HEke] ¥t Ab
o #7182 M, 7 2 vl 552 AxE, 3 d8
o] AN B2 H|AE 87 ol EESP 3l Bk} &
AZ 29AH 4 A (Woolson, 1975).

Hlas 359 94 sRMES R We| &
(transition element), -2 F<4-5F (metalloid)} ¥-F3c}.
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vlAE= Al 7ER] ARRF AR (oxidation state)Z A3 4=
siex, 0 A3 AEE S5 (metalloid), +3 A2 Al
arsenite, 18] +5 Ak3} A& arsenate2} ZHH(Gorby,
1994). <=3k vlae 3] 7 FE50=2A] Al
= BEsp, F2 AR, A4, 3 53 sl 7
HAg EAsr, s, ool Agsied {7 v
Hel 2 BE3I A 3R AksE Ao} A Eekal ol
T U] Eiel wet Hokst &8, e A 54
= Yepio dubgeg 137} BlAvt +57) Blabo, F-
7] Blar} f7] vlako A FAe] AT A gIH
(Hindmarsh and McCurdy, 1986). 53] §7] vl4&x §7]
H| ol v 874 Fol|A o] FAo] =] wjiell, A F5
A3lrel] A Amgeirt o o EAIE ARl 4
©}(National Research Council of Canada, 1978).

HlAE I 25 E Fofe] 8 AJFo2 mE oo
2 ARS-Folght}. Arsenic trioxide(As,0,y= ¥, FHE
EAoZ3le] AR Foko g AMS-H$) S (Rosenberg
%, 1980), Fowler’s solution(1% potassium arsenite)2- #|
150 W7 A3 A 5, ookl X Bef| 71 de] AL
45 o]okFoldtk(Frost, 1984). 19091 7%l Salvarsan
(arsphenamine)> 194039 ol A7} LAE 7] 71X
v 5§ ¥Rk Ao 8 X BA%.27, Donovan’s sol-
ution(arsenic iodide)?} deValagin’s solution(arsenic tri-
chloride)> FFulelF, 4, A4, Helelo}, 29, o
2] X8l 0)8-% v} 9lvh(Azcued} Nriagu, 1994). 18
v 204171 FHE o] F w40 g e] dEA| AL, RFo
3t A 7L S, o] oFE 220 ARg-e] ZhAE)
o, B9 7S A A5 QA|e E-jsiegm}
3 ool X AlgHHoR AM-"Hu(Jolliffe,
1993; Gorby 1994). 19901 ©]¥, arsenic trioxide”} &
A AF47-4 WEH (acute promyeocytic leukemia)2] X
Re BA] ARRE S QIeH(Zhang 5, 2001). 2 FEC 2]
A=Al AR o]gelli= FE AKYA SXF 98] AL
Anlde} odollA Bl REF | A\x2A|, ASA|, 715 A}
B VAR o] &5, v ofgelA FEAZ, ], A
fr, Z2P7] AR k= A], A, 98 Al FE AM-E
“H(Azcued} Nriagu, 1994).
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AL T2 2859 AEY AFHE B8 vla =%
"oh gAv 97) 58 B EFIEe =3E g 3
w, AL g 2§87} 2 +37) vae IR F
TE 53 =29 ox oY HoE FRIAE At
8ol EAlkE ¥|Ae] HElE F2 5] vlde|w, &
5] +57} B]A9) arsenate’} 83l n deix] glgl e}

(Irgolic &, 1995), Z|ol FAHe] s} vjEe] +37}
H)2x¢l arsenite®] EA)7t FRE = AHe] AT 8l
t}. Das §(1995) ATFALE B3], 87 F ¥la
oF 50% A X7} arsenite®] HelE EFF-E B 3} v} gl
o 8T F HAY TEE 897 FEIE Ao
A BRolt ALE, Abshad A o] #H
f]le] W2 JE w|A =], 3714 271 M= arsenate
7}, 8714 ZZNME arsenite’} AT 7F5Ad o] W
(Irgolic 5, 1995). 4% o= Wlar}h BEaed, 53] of
AFt Az 5, RS T AR HlAE FHT 4
alct. #ALEl F2 BE3= vlA €= arsenobetaine
o]u} arsenocholine 52| §7] BlAaQld], A WA HA}
) h o2 s 4 el vhehilAl g A
o2 & g)eH(Brown =, 1990).

of8] HIEoA A B3 AFe] 4dY vld A
o] A v} gldl, AMbeele] A4 38.1 ug(Dabeka 5,
1993), ¢d=+<l, 89 ug(Food Additives and Contaminants
Committee, 1984), $2~E&jo}el 27 ug(NRC, 1999a),
2|2 AW =l 55 ug(Dick 5, 1978) 502 o2l vl
¢)c}. 1= Nation Research Council®] ¥ 3L(NRC, 1999a)
off W2, wlEqle] AFLR MHFH s vAe] oF2 oF
53 pg/dayel™], 1 5 F7] W]29] ok 125 pg/day Wl
o|g} glt}. sk Maclntosh 5(1997)2 A& 53+ A
o] B7] vlA AF ko] 10.22+6.54 ng/dayet B8k v}
Ut S8 Foll EAERE v R ) vAaYS
2, 7188 A S ula T -8R 50 pg/e
5 35 28EY S49E o, 45E 5 T vla
AF RS 100 pg/dayE AREdch wjebA] o] A9, A
F71 vla AFHY oF 90% A= S85F B3l ol
AA ", w4 A S 87 E B3 Tl Ha
ol ot Zleleial dEx] UANE, AES §3 vt
x29] olA BASHe F oA Aed 7= Agy
o 7] wEel v w2 AEs} deslez AlRdy.

vlad AAH T4 vl e Sel=s) o)
Yot dubx oz Eof A3t Salxrt 9% Fr F
oodc}(Vahter?} Marafante, 1983). B]A9] F4E F2
arelA] oo, 84do] F& F7] el A, A}
L3} oBEe) FE SN Folekel 00% o4l FH
“H(Bettley2} O’Shea, 1975; Charbonneau -5, 1980; Vahter
2} Norin, 1980).

8 vae 50 YT A ol 2xske
o, Al 2 vlag] F A=) AR A el ¢
3 el 4 olet. B3 vl Bl gt AN dF
HlA SRR oF S0 pgl e, HET-e} Aol
=7} 242t 2,77 2.4 ug/lelck(Heydorn, 1970). 23%
A4S T3 vlad x=2d ool AR Bxo)
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Z7Veley, 247t 32,75 15.4 pg/l AEHoH, B3 Q)
A F5o) 2|3} blackfoot disease 3xje] 7= 27t 106
3 323 pg/EA, AYETE Fx) 3w oA FUHIH
(Heydorn, 1970). 0.4 3= 4.0 mg/kg?] arsenates "H{-2
o 13] 7T FAYE o MY . ] FFE w]EL ¢
1:1, 5] arseniteZ FoIF o= oF 2: 12 Jepy
th(Vahters} Norin, 1980). 1F2} ¢, v]4e] AbAlel
dimethylarsinic acidDMAY’| H879] s|2IFZxle] <F
s Ao EZN iR HF wjdv) HYl &
F 3 (Lerman?} Clarkson, 1983). 7]} A7]ol] o3l v]A
o] E3Eof disiMe A A IR g2, Al A
sulthydryl(-SH) 717} @& Afdel] A ZAgspr] @+
o M xF:Ale weEltE, &5, I 2 AxE
2-#3(Hindmarsh®} McCurdy, 1986; Vahter, 1981,
1999). Folgt uj4: xZo] ISR Yl EL izt
A 7 592 (0.46 mgkg AR FgF), £F(0.2 my/
kg), I]%-(0.08 mgkg), H(0.08 mg/kg) Tl £ et
wrh(Liebscher®} Smith, 1968). Marmosetel] arsenateE-
F7 22 A TS ol ol & A= EX
gem, 774, A%, T, A4, B SANe $E ¥
2tcH(Lindgren %-, 1982; Vahter?} Marafante, 1985). ¢1 =
o Ae] 5t zAll wE, 0.05~3.7 mg/e] ¥lATt 2.4
g FEE AFEHe ATl #el7lek(1.18~31.05 mg/
kg), £%5(1.47~52.03 mg/kg), I|4-(3.05~4.26 mg/kg), 7
(1.41~2.20 mg/kg) 5ol vl %71 EUct(Das 5,
1994).

vlAE AR 5o AR FEOAM 3 =S
€ 71" monomethylarsonic acid(MMA)$}  dimethylar-
sinic acid(DMA)Z. HAl= o] wjAd = ch(Vahter2} Marafante,
1983, Vahter, 1994, 1999; Aposhian, 1997). Chimpanzee
9} Marmoset 5~ W€ 3} B2 Ag oz ved3lof oJgt
A} A o] $lef(Vahtere} Marafante, 1985; Vahter 5,
1995; Zakharyan %, 1996). 7] u]4e] HAlell= +37k
vlA2e] selal A5HQ] wH3}t ukge] I 3ho(Fig.

arsenite
arsenafe methyltransferase

- Il O I}
Ox reductase HO~ AS(V)-CH
A3(V)-OH ——=> >As(lll)-OH HO” 3
HO” 2GSH GSSG HO SAM  SAH
Arsenate (V) Arsenite (11} MMA (V)
&
§§ s
E% 8
8
il meth m'qsferase HO.
Urine —— SMoas(v)-0- € :As(|||)-CH3]
CH; HO
SAM  SAH
DMA (V) MMA (1i1)

Fig. 1. Metabolic pathway of Inorganic arsenic.
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1). 3 NSl #A} FeIAZE glutathione(GSH)®]
21851 (Buchet®} Lauwerys, 1987; Vahter, 1994; Styblo
=, 1995; Zakharyan 5, 1995), w2} 8ol Al carboni-
um ion®] FJAZE S-adenosylmethionine(SAM)o] %=
oElH et elejo| = cyanocobalamin(vitamin B,),
coenzyme B,,, methylcobalamin 5-°] & 4 glv}ar
B 7% ¥} ¢loh(Vahter, 1994; Marafante®} Vahter, 1984;
Buchetsf} Lauwerys, 1985; Zakharyan®} Aphosian, 1999).

FE] arsenater T2 b HAIA] arsenite® I
Hoh(Marafante &, 1985; Bertolero 5, 1987; Winski%t
Carter, 1995). Arsenitex ZHol|4] SAMS ZHE] carbonium
jonS Foiitol Wl slg o 24 MMA'E A’} +571
HlAel MMAE MMAY 3 820 o8 MMATZ 3
=", o] Ao vlA dAbe] &= A Aot
(Zakharyan?} Aphosian, 1999). MMA"= T2 o=l
3}=le] DMAYE 3Ads, DMAYE o )4} W= aExR)
ot=rtal o2& Qi) (Buchet?}t Lauwerys, 1985; Vahter,
1999). wl= 2= AtAl= 22]2] AdEAte} ukg-Adel 2t
32 wiAde] A Yef3r] wiiel|, WiEar} 7531 A
olg} &2 x 2lTh(Buchet 5, 1981; Fischer 5, 1985;
Goering 5, 1999). 12} 9] HI15olx] vkEAlo]
£ Z7F Al MMA™e DMA™MS] Ex)7} oA
37 DMA™e] WqPAo] B g e 24 I rie 3] 2
g dapk 753 g elg GAAE = A Hud
(Petrick 5, 2000; Kenyon®} Hughes, 2001).

At 5] Ad FEolAM Y2 RE S 8|4 A
e 33 FAS Jehick(Vahtert Norin, 1980; Vahter,
1983). F7] B]49] vzl oF 28~304]7ke]™, arsenate
7} arsenite®.0} Zt}(Yamauchi®} Yamamura, 1979; Buchet
5., 1981). 2FA= DMA7Z} A7l Solxoz B2
&7 wiol W17 9 60~90417kel o] Ech(Lermanzt
Clarkson, 1983). AW -2 wlae w3y e
£ wE B widEn QA wulAde 10~20%F 57
Hlae] HHE, 10~20%F MMAZ., 60~80%% DMAZ
) Ad Fhc}(Vahter, 1986, 1994, 1999). 55 Fof] wle} wiAd
Hi A Hlge] ME o2, o] FE vH3 &
Ao B¥E9l FHo| u}E 7 olt}(Yamauchi®t Yamamura,
1985; Vahter, 1994).

NI B|A2] 21X £{siH

H|Ae] FAHLE 183 2EFHGS vl A% W)
2AFH T8, 5% EEn g3 JshE 442
2 2l3t &3 7|5 o]ALSRZ renal failure, shock S0} 1}
el e 23] Apbel] o] 4+ 9Jth(Gorby, 1994). v} ¥
Ao vkt FAo] dFel wet, Hale Ay 4%
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©]91e] A<l AHg-o] 23] ARl et Wb H]
a9 §4 $52 ZEA vk whele, 58t A
F o2 T AL, I 52 A LE s
A9 dFE ATEE TIE HIFE v 243,
T A6 S-S ol o] FelAA slH.

1. Hl29| wety

vl QA FE Mt o] Alvk dEx gkt Inter-
national Agency for Research on Cancer(IARC):= <14
o5t 2212 AR sl 19703978 F7) v AE 9]t
I} gigkell Wsled 19 L EA R HrelvH(Boffetta,
1993). w573} 24, 5U2] g 2ol A AlALG o
Z7 5, AdAeIM G vAa o) o), 74, AA, AT
T e g ARt AR AV 92w (Lees}
Fraumeni, 1969; Tokudome®} Kuratsune, 1976; Enterline
3} Marsh, 1982; Jarup®} Pershagen, 1991), 2|FE-o.5
AREE )AL 9] 5ehS Frdgte] ¥ard vl 9luk(Cuzick
=, 1992). tiwk(Tseng 5, 1977; Chen &, 1985), 3=
(Chowdhury 5, 1999), ¥=2}d| 2] (Rahman 5-, 1999), ¥
E(Tsuda 5, 1995), 5= (Luo %, 1997), Bl=F(Choprapa-
wond} Rodcline, 1997) 54 ofrlo} x|} A (Smith
=, 1998), WA F(Cebrian 5, 1983), o}=&E)v}(Hopen-
hayn-Rich 5, 1998) 52| Sdu|, Wl7]e] (BuchetZ} Lison,
1998), A= (Kurttio 5, 1999) 52 33} v]=-(Bates
%, 1995) SXol|A Bl&el] 2% A4E 383 79
S bk, AAE, Zkek, A A Bl v

BlAo) WS A7) $sl] W FE AFE
o] Foix $iv}. aEvt IAS) et EAE A oeiA v
A7F AY FEOAM g e ¢ e Aol HEiMe
HEER] ot} YHbA 2= w|Av) Ad FEA Ut
AL 7HERs 27 $E531) wiidel] SEelME v
Aol okedA 2lvh(Goering 5, 1999). AAE F7] H]
4l arsenite®} arsenate™ W}H$-2~, 21F, hamster, beagle,
synomologus monkey 55 ©]&3F 55 AgoA] WA
£ LA 2FEH(NRC, 1999b). B]A2] djAkdlel DMA
7} Az)5ellA promotor £~ complete carcinogen®] 2}
gl vl glon) g -E Ssdle AY EI &
B 83 o] AAsA] vk A|A =] oH(Yamamoto 5,
1995; Kitchin, 2001). Huff 5(2000y2 ¥]&7} FEojA
vighA o2t A 2o| HA3NR] ko, X|F7HAe] dFF
oM TE AY 2@ A eE] MY Fo| M)
A e AAs)L, ElgEr 23S g7 fgk Aol
o Fashdar F3 v it Tl Wt 5-E
Qs FHsh] Aaiae, AR 582 A Ao,
712] 3 arsenite?} arsenate ©] 2]ol| = WREAdo] & £71 o

AHlel MMA"'9} DMA"®] &3} Sol djsle] o] W o
T7F 823 Zlo|eH(Huff 5, 2000).

AF7HA] vl WS ) fE B ATE
o] AgYFo] ghomy x| 7Mde] AAIE vl k. WA
74 AAE vl it 71AS Aels G99 2
1) DNA #&l3}e] W3} vl SAM 5 245F vd7]
E T Ho} tiAE] wliel] MES] WElZlE AAIA
T et webA vl dabe AAM o2 A EY DNA
o] Mg 3E A o olom, HAH o2 AR} AAL
o) wsh} ol ke $43te F=38 & AUk (Mass
9} Wang, 1997; Zhao =, 1997). 2) <lAtge] A
arsenate= T A LR olsle] QJAkES diXls)
o] DNA 422 F59 4 Qo aebd A2 pho-
sphodiester ZA3}e)| o] 4S F=3te] DNA 24} 72F oF
o2 4 clastogen2E 288K Chans}d Huff, 1997).
3) B4 EFAsh vlas 4 g4 5919 sulthydryt
(-SH) 71e]l ¥hg-3le] Hhekgl B4 FAS T2 4
AR FE2 35 A ol 4o 4 glem, DNA
Aol W3S 228k (Snyder?} Lachmann, 1989). 3}
DNA ligase TI(Li®} Rossman, 1989)-} poly(ADP-ribose)
polymerase(Yager®} Wiencke, 1997) %-, DNA2] $49]|
#HAshs BT JAIFo 24 DNA &4& 7R &
ATHOkui®}t Fujiwara, 1986). 4) f-3x} wHas} 23 0]
A Wt ARk WaE 7 ¢ e (Lee T,
1988; Rossman®} Wolosin, 1992), DNA &%, 41, 18]
T ME PA Wl 283 9FA v (heat shock
proteinyS WA 4= 9ok (Chand} Huff, 1997). 5) A
Abao] A4, B4t A E2] NADP)H oxidase 5-2 84
sgtozn A AEEES AAE 4 J27(Smith 5,
2001; Lynn 5, 2000), DMAS} AMAB2L2 2E] dimethyl-
arsinic peroxyl radical®} hydroxyl radicalg A7 S2
A DNA 248 243 4= ot Rin 5, 1995; Yamanaka
2} Okada, 1994; Brown %5, 1997). =3} heme @A}ol] 3+
A= heme oxygenaseE Fr=¥o2H el A A4
3}A U (Kitchin %, 1999), ferritin® 2HE] 2|3Ho=2 A
< Aoz He o4 SuiEe g4 Al A4
S 371117 4 9lvh(Ahmad 5, 2000). ¥]&E o]} 2
< kel 71AE B8t AE $4S REskAl velrbA
o S A1 4 glogEr dElA ol ofF7A]
B]A0] WS- 3 7HA] Z1A SR AR e
w, U] Fxpt A7) el AHslele B
Tt A8 Fol

Alae) MOSHY ERRE P 2 eld A4S AYR



Ao}, viAe) A =&, 53] 475 3 v
A9 whAZ Q] xEE chofst A I Agke] A 7}
& A A7} Sloh(Engel 5, 1994). 7P HEA
g SAE A9 o3 zAbllA adeAl blackfoot
disease®] 7}, Blackfoot disease:™= T3 <8} Aol £. ol )]
ARt B3] s)R|9] Avte] fUEE FAte]w(Tseng,
1961, 1970, 1977), 1900:dc ZH-E] 1960:3h7}A] 0.35~
1.14ppme] ¥]Av} 298 A5 438 ATEA
1,000 o)A} B = oK (Chen 5, 1962). &7]el= A
ko] Y3 v E Beltrt gk A, ASAH, &3,
3]#) (gangrene), 18] 1L 3}X]] Avde] vfepstth(Tseng 5,
1961). ZAFH o2 oM A AP izt
A (thromboangiitis obliteran)2} 734 =] (arter-
iosclerotic obliteran)yg- Yehygl o, n]4e] qhA] F5el
A dubd o2 e = 1] 5-e] 3 4% (hyperpigmenta-
tion} 2P Z(hyperkeratosisye  HEIATHYU 5,
1984). tigke] 7399} FARE v]Ae] FA)E A, HA|Z,
ol=3lel ) SxXdAMx ¥ e v}l gl om(Zaldivar, 1974;
Cebrian 5, 1983), H]Aol] 2 9% FxAre] F=FE &4
3 Edolel] A3t B uEME fARE T df FA4]0
2l v UeHEngel 5, 1994).

o] Fo] AFEAM, vlAv} edE Al AF|Ael A
#e= 384 A, THH(Chen 5, 1995; Rahman %,
1999), 5274 3H(Chen 5, 1988; Wang %, 2002), A%
Z3K(Chiou F, 1997) 5% L3P, A8 Aoz <l
g AME 733 A A7) 9lee] EUHATH WU F,
1989; Chen 5, 1988). &= <l=o] A Wz, =
gl A] TR GEgFAl AN T o] Gy RS
o] HzE]™ | blackfoot disease?} A FA}o] H ¥l
B} 9lvh(Bagla®l Kaiser, 1996; Chowdhury -5, 1999;
Masibay, 2000). o}2|7kA] W &ket dglolvt W 7]A o]
odejzl vl glo, 3T nidv) dAwe] 338 EX1g
Putohel H3t & 9l Y3t AR o2 wAAE K
Zgozx AdR A3S doA shsAe] gl in
vitro B in vivooll A AA| g8} 9lch(Lee 5, 2002).

3. 718t =4 21

w)ae) B AFe o AR Ao i o9
o= 43 =77t wet oje] A7]HlA ekt A
B2 vepd 4= 9l vid 0.04 mg/kg ©]4ke] Bl
o 7 ol =21 S, WA Adake) Y] A=A
o] s widoh WY 7%, i SAke] A1A
Fo] vebd 4 glut. ol2st SR, sy Eah Al
73 4L vl xFe] FREE 3EE 4 e 7Y
el ZoJEH(INRC, 1999b).
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92 0.04 mg/kg ©]AFe) HlAS L ~3d7k, == 0.01
mg/kg oA BIAE 5100 AE AHT A, 93
A AFo] vebd £ gl.ow Flojo] &3} Whupte] 22}
AZe] $FHTHWagner 5, 1979; Cebrian 5, 1983). 3
o digik} wEeiAle] dstxaledl 2w S84
S3 AR nAE AFHT dTEdAM B 8
o] frelg ez Zr7lgch(Lai 5, 1994; Rahman 5, 1998).
HlAE AY FEAM W% At 78S RSt
qom, A A4S FEE sleAde] AAE ul Qo
(Gainer®} Pry, 1972; Leonard®} Lauwerys, 1980).

IV. 8% 59| ul2 887IEX 4™ thst
%2 S8

LS4 F9 i 237 YAl A EAHLE <l
Alse] AlE 2z diAolvt. °dF2] British Royal
Commission on Arsenic Poisoningoll ¢l&ll 19030l A&
22 A4 Fo) v ko] FAHNAT. v} A, A
ol 7 F 292, 283 1942958 52 Public
Health Service, 1970158 v]= 3PH(U.S. Environ-
mental Protection Agency: EPA) & A=}
(Stohrer, 2001). B=2] A4 F H]4 882 194250
50 pg/lippb)2 AA = HIZ7HA FAEIZ A%
g 50 pg/e] Bldel HA x&" A% 1/100~1,000
A zo] gk 2l =r} glod, vl A Ex Ml
1/10,000~100,000¢1 ]3] Eoh= 2]Hol] oz}, 1996\ ¢l
2]3]e] #|AZ Safe Drinking Water Act(SDWAYS- 71A
sl Hgdeh v1E2 197491 o) R EstA] E3e o3t
o 4% EF(Maximum Contaminant Level Goal,
MCLGYE 02 T3 3lom, HEAY FHd 544
(Maximum Contaminant Level, MCLY= Al3) 7153t 3t
7 A (feasible level) A SH=S 31let. 12vt 1996
ol SDWASMFE] F] 3|82 (Maximum Contamin-
ant Level, MCL)Z- feasible levelZ A& gl wh2 o] 5o
45 A3t & 4 ¢lobd feasible level Xof A4 A
A& $ Qb= ¢le)e] Hk(discretionary authority)yS T
A3 vl gle} v A2 MCLE feasible levell 3
ug/iek 5, 10, 20 ug/FE- 7 T332, A e &3l 3
4.7 &}5f Ao ulZ u]go] o3} benefit-cost analysisE
3] 20001 6¥ll 5 ug/E- AAEE vl Qo) Ao vt
el wet §o] NS d713ked 20019 190 10 pg/i=E
AARsIAT vl5 33 A 0] MCL AAdAM d4je 3t
(discretionary authority)2- A-8-3+ 712 v|Ae] 97} A
SroleHEPA, 2001). /WA E ek 2002 295E] A3
Fglen, o wet BE AP FF Ala"E 20064
7HA] A2 FARE FLsLES st ¢k (Gulian 5,
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A8k v} Slek(Lok, 2001). Wb o] L84 & Hlh
31k 47|30 daME 2kt A2A o] desicin
AbE .

va &

H|A= 3 Foll de] X3l QA Fo] A o] F
75, FHZel W2 APelM B2 A7V} A5E FH
vl =2H T QSe] LRl wet S8 5o vlA
29 AAAAH FAZ HFHI . v F(Engel?
Smith, 1994)2} HA] 2 (Cebrian 5, 1983), A& (Smith 5,
1998), o}=3le] }(Hopenhayn-Rich 5, 1998) 59 &
u], 28] d)9k(Tseng 5, 1977; Chen &, 1985), el=
(Chowdhury 5, 1999), B2l A] (Rahman 5, 1999), 5
(Luo 5, 1997), WlExd(Berg 5, 2001), e}=(Chopra-
pawon#} Rodcline, 1997) 59| o}A|o} A9 F7l&3} -
ol o277, BE FAelA A4 F Hlh 2ol
Busjgon, $-45 Fo] HAt A Al fra) Bz
2 0] o8 2AL2 Fajo] 2 BelA ek WEeh
Al2] A9 1990 o) FE H|A FE] &) 7,000 Ak
of AFtslgl e, QIxe] AN w3} whgeld Ao ARt
30,000,000 ©]AFe] 1F7F 50 ppb ©)Ake] BlAv) 24F
Algeel) 225 3 Qlck(Masibay, 2000). W12} Agency for
Toxic Substances and Disease Registry(ATSDR)= =7}
$-A #e] A 2| S (National Priority List site; NPL site)
oMo e A HI=e} FA, Al xF JsA S e
3ted 2 whe}h REe B BBl HIAaE 6
A 7V folek BA2 Aok v sk

A, 385 F vla FAZE ZA AR Q] #A L] A
o, 7t vyenpt SRIES] HlA xF A5 o 9
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ol ¢lem, Bk, Al AEY] 9 AR Fol AAAH=
2 A7 vt oo 2eyd Sdels 55 A, A9,
T, A L AR 59 3 AAde] g wxslkn
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