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= & ¢ i (trichloroethylene » HCIC=CC1,) % 7 # 2. 4% i* &
#o 2 %;&:fa‘ Slen-fho 2 & 0 L AT R ECHCL ) A3 E
21314 > %3 8L-73°C ; &85 87°C » »£1460/cm3- 8 # &
T Lamd m_;,ai EAE M2 R F G R E O ihPer o H 4
PAdTR TRESBHRZFCFENLF Y o kBT
§ 2 & % § Zdichloroacetyl chloride (= # ¢ fie# ) = & ¢ i fit
;g%@k,?;g%?‘gg—k ;g;;mﬂ *}‘gwﬁf;, ﬁﬁ‘—o -zt Tpm|l=§<?
# A% 3= 54 (CAS No.) @ 79-016 - & = ¢ ¢
Trichloroethylene -~ trichloroethene - 1,1-dichloro-2-ch|oroethylene
~ acetylene trichloride ~ ethylene trichloride - #®]:$ > /2 2 & § U »
% © *%(1,1,2,2-Tetrachloroethane) » #-kKenz 2T » % 7 % & & e
ELARNE AR AN E I I I TR “,f—i Fibgfeird oo §eha
vuEd (D)= 3¢ ‘{’T‘lp’frg ) B ’f,; “F5fcx 5 ~(3)z ’Tfp
fe& & s 4 =[1,2] -

ZELHAR G R s A E R R T
28-70% o v dTis » = & © Wi & i 30 P ~ Fe AR R S s B BT
e~ i 2 FBRE R *g‘[g]o-%z,ﬁm,k’&j— B AR NI
¢ ¥ ¢ = % ¢ P (trichloroethanol » & £ TCOH) ~ = % ¢ ®&
(trichloroacetic acid - #§ #TCA)~monochloroacetate ~chloral hydrate
» chlorofom* urochloralic acid % : # 32 4 1 & d it - =
O RPN X7 16-28% ¢ v R Al d eEex P K,ért [B]- = % 2 %
gt "%f L %P X 532%230 pF; = F ¢ f(trichloroacetic acid) st
f " FH 5100 8] &AL @BEZF OB
TG A b R 1R [2-4] -
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POAE S Fg s AR SRR EER)E BN A g P
MOEﬂiib%iiiﬂ@@%ﬂﬁﬁﬁvgéi%
(phosgene) ~ — ¥ it B2 2 WAL > 4 ¥ AMEEE SR

FO R FRD LG AF T (R At KRR B
3 ARE[5]; Fp a1 L gz § o J:T,f#ztpi;fjmzfgl%ﬁw TH| > A4
epichlorohydrin (% % & 7 %= > A K 2 PP 5 ¥ i A SRR
H4= > IARC group 2A )% 1 ,2- epoxybutane(3 3 ~ = > {1 %cp -
S v Rl fRA K R) [6] - Flt R 2 & L eng TR
Y e F1E[7]
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DELHHRANIR AR T A S AS R REE T[]
cERZF e GaEkA o P ARy AR IER e
oAl o] ¥ by Vg g aldse B2 B8] e i T2
TR BEER A REREG IO A ERER S Tl
R A oM F e R BT A e TR o A AT
IR Kom #[10] ot Bt G ) T i BOW S A S
v AR (oA L~ s R [11]) AR sl4m
Rl g W SR 2 R RR R A[9]F o d AN 3 hE RS
2R R A BETRA T -

Z & ¢ GnRBEATY 0 B A IARCE #-H ) % group 1eE EA
RRD  §ERT e B2 F o G ERER A &
7% (Non-Hodgkin Lymphoma)f=#+ (Hepatocellular Carcinoma)
D ER Y RTRORIEE 0 R R E AR5, 12] -
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Cl Cl

Cl

IUPAC %% Trichloroethene
CAS %% 79-01-6 R 1.46 g/cm®
A3 50 C,HCl; kPR 2R less than 1 mg/mL at 70°F
AR A 131.38 g/mol |®EF B 58 mmHg
1+ FRYBARLEERSC) T AFBAR 453 (% 5 =1)
313 -73°C X 3% g 3-8 =
ied 18 87.2°C
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M#FzFepmaoBig =32 R kfzprs ¢ 22 3¢
-
@) it B BAMARE - BRE S REULE R
BT IR TE o
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(238 Xkt d &7 & B> PR = & L I o

B)E v Xktha t AB? AP = § 2 FehgImAgmX L7
wERFEP G

DRt d P &Y 2@ SH AT 3 FT S g dcehg oo
bex 4§ et 4 p¥ ALT(GPT) 3 4 ped & p¥ AST(GOT) »
& 'z % bilirubin ~ #vp& f+creatinine sh=! 3 o H s & 3 feiE
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fefis v -GT (7 -glutamyl transferase) ~ & |4 &4 it fis
ALP(alkaline phosphatase) ~ & f# 5 % i* 2 [17]- B {+¥ & p >
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P oRAd gt e dp R 2 - [18-20] -
(6)% 4 Tr itk h - BB 2R ¥ [20] -
(Ao PPz & ¢ FHAFORBE -

6. R v A Sm R TR A KRR A R op 3 [20] -
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ZHEOHEFARE R FTEIPR T Rk BRES

A STIREAESE s a Y B A BT L oA T
PR E A KA g3 2 0B At A F s 3
g Rk bldet FORARZ & © R 0 T A SR
BAF L ZFeGend it s &5 PESG P R4
Fyeqlier S HAMP - g el RA G F R
(mono-chloroacetate)ﬁ R > AR ERRFT LG R
@ P2 - R & = & ¢ g(chloral hydrate) ] 2§ 4EEF
pries > dr? B Ak F (L 4~ (epoxide)& & (23 BE[1-3] o

YL 4

ARRBZF LALLM BHSS ST R F 0
Fio TR AZDAPIREEZRREIFT M RBRR
A% RBFRAA > RAL DI LGRE -

BEAITZ F G EBERET 0 L dEk MRk & (Lethal
concentration low) = 2900 ppm[21, 22] -
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4 kR 5110 ppmpF - X% % &8 P55 160 ppmpF > 3
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27 ppm | 4 | P2 e § 0 F A 51 Ae pl s AR

FRIAE  BERE AL FEFE T
81-100ppm | _, i 3 AT F
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EHe R Fiev R E

1000-1200 ppm

SR U P2 J 38T~ on 41
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2000 ppm
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2900 ppm
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5000-10000 ppm
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& fReng 0 1k § (phosgene)fr & &
(Hydrogen chloride) 47 ¢ B & fljgref s i o ®
% f (phosgene)= ~ ¢ #5 % 4 -

OE B F e FT A R EF A

enit & 5% 3 (hydrocarbon pneumonitis) e
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i GPTAHZEC ARG ERRG - 404
BT A 2B E TR B -
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® FHEIp N 25 RPF e Lt gH
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I I R E A kR 142, 3,

R 2, 4+
Vuvgt\ S8 S

O F L FHI AL fmd o b AR
BT U G RE T RGN - ¢
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oy @tiﬁ%f&%\ ﬁ,&f‘ 1}%(2’? M
T~ AL S S B I TR
§ )11, 31, 32] » i 7 F AR A
%;%%?f~*w?12ppm,}a)§~; Fo%g
B AR K SLE BT bldodt T IRk
PR > Bu A CDA+ Tk = 3k > i
23 &Thl/ Th2 £ 5 F B4 i
Vo E 2§ o R R F2 - [12] -
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AEEYRAT asIARA L B LR
72 R R A %[33] -
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BEAE= & O e R 2 Y
R R D TS AT e B
57*:9?7”#}5@%’3%&57‘15"1.1 -7
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(2 )3 B 12[12]

Rl RpddF %2 A ﬁ}}%%i’;_%% »Z % L ‘{Tfpﬁgéﬁ%’fr’
TROEE(GEIR S Bw) 2P A £ N % (Non-Hodgkin
Lymphoma){=*+; (Hepatocellular Carcmoma)(f‘;y_#g X 2)% AP
B> B w IARCH-H 7] & mr 2 A 53 % 4 (IARC group 1) ©

&ﬁ?%ﬂ%m’iib%ﬁﬁﬁﬁ*iiﬁﬁ@%
B AT 1 ()5 ¢4 Cytochrome P450 (CYP450)4p i ey 1v X 25
(OX|dat|on pathway) ; (2) £ %k » 4 *X % & Glutathione
conjugation o F-imiL P 4o T

(1)5. 4 Cytochrome P450 (CYP450)4p i =% i+ % ZH(Oxidation
pathway)
= & © 5 d Cytochrome P450 (CYP450)4p B e it &
#(Oxidation pathway) : ¢ 2) = 4p B ¥ it R > g § it
RB L P2 3 pE RS A PR oy F o mERL
(glucuronidaion)i& — 4 3 B fs AR Y FRIFZ & ¢ R
(trichloroacetic acid) > = # ¢ f% (trichloroethanol)/ % % #Ep%
fs= % ¢ pg (trichloroethanol glucuronide)fe-# i — i & it &
%ﬁoﬁ%ﬁﬁ’E$W§w3§c%%é’%F¢%ﬁ%
FEE B § R TE fHeng Nk g MEE
TF%*% Bz % ¢ J'T: O SRB AN L R T o FE
kot 0 = % ¢ f& (trichloroacetic acid) ¥4+ 5 5% » & ;
P H 5 -k & = & ¢ pg(chloral hydrate) ™ iv £ 5 2 %14
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(2)gz 32k 4 —;& (Glutathlone conjugation)

Q“T
‘#}«

Gl gt RS g - B B g B
PE A& B ’%ﬁﬂig\ls-(l, 2-dichlorovinyl) glutathione
(DCVG) ~ DCVC ~ NACDCVC % % X i o 4% 1 i% 5| T
» B fs A5 T g d Frie gy anit G o FLHT =&
GRSt R 3 Sip SR (L & 45 £.DCVC
# = 4 DCVGI-NACDCVC) ™ i 5k Fogimee (1 & L3748
T E)PmErAFIRE & 2 DNAZ ZJ e > &
AR TR e g S S o

i

3c ﬁ AmEd PRAANHREEL ¥ EERTwe R I
W 2h e A & X ¥ & (Non-Hodgkin Lymphoma) f= 3+ J&
(Hepatocellular Carcinoma) & 45 * B & B m 33 > & ML 5 10 B

o B B~ 7 #r(International Agency for Research on Cancer
> IARC) B % #-= & ¢ i jF 3048

to humans » IARC Group 1) -
“RBRpIEE
Pt h
Ed BELIRFwiEg M 2 TERBRFFFREZE 0 Ll

BAII®ES ~ 2 IFpE/m ~ (FERB I

E e A 3 RO 4 B (carcinogenic

A, s 1 fFkdk s 1 0%
B P2 ETPFERE VIR LAEDS T ER -

T TRBP 2

ZE LT AR AT R AR

@ T HAHEEAT I FEFNBHABRE LG > BT IFRE Y
o 3 1R

® B AFRfkAa T B A FRER G LB EAE £ 1% GC/FID
BEAIT R EIIERR - FRET LE BT kG
El
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LEF2 R BRE

BEE S BB OE R B
'] T " :

£RBEL 2§ (OSHA)A] | | pfnf] R T 30 37 Ok & (PEL-TWA)

pF & T 32§ (Time weighted average >
PRI EWLHITE ¢ TLV-TWA,) : 10ppm
ACGIH-2017)[34] ‘EEF R EE Tk E kAR (Short term

exposure level, STEL) : 25 ppm

AEF MY 1 TEFITEFR | PE R PEE T 355 3F kR (PEL-TWA) ©

BiRE [35] 50ppm
*:x: 1ppm=5.37mg/m?

3. 2 E R
Feet o ¥ = & ¢ 2 B A 4 = & ¢ fg(trichloroethanol)
= % ¢ fa(Trichloraceticacid) » ¥ ™ F 4p & #7i2 24717 5 2 ¥ &
% & 01 |45t (biomarker of exposure) - 2 4= J & & 1 @+
MERBNEERBE? I oA 2T EmA RN B
R g ol o
R o P ZF e ROEREEFBWIL G AR E
lt{_,* %gﬁ%—}«ﬁw ILL‘#—,,,V,J_&L—' T E iR~ 3 Z,JT,-,\]_’j_’]__
- .

Ff\/IQ PR %
¢ f&(Trichloracetic acid) o #7251 * izajp| € S % pF > LR

¢ fg (trichloroethanol) ~ = #

[

THTY kB & CFIRR - a0 2 ¢
(Trichloracetic acid):d % * %1 1¥- Fehk & 5 = F ¢ %
(trichloroethanol) #* % = - p gk & - [36]

2017 # 2 W1 % w2 H 77 ¢ (ACGIH-2017)[34] 2 1. %
11 iF- %5 A pFAY 2 trichloroacetic acid k& 7 42 15
mg/L; 2.% 1 1 iT— ¥ & PFa 2 ® = & ¢ fE(trichlorethanol)

Je R H A28 0.5 mg/L & 2 4 % & 45 ¥(biologcal exposure index
BEI) -




2000 & % B AR E 8 5 75 WA (82 3k °

ZzC TF 4 47, & RlAeT
= % ¢ @ ¢ kA >5mg/L(end of shift sample ™ ¥ % &) ;
Z % v /g ? kAR >100mg/L -

1= § ¢ "TF_—;.;* ERET R

® 108mg/m>(20ppm) : ¥ 4 2 F vk ;
® 594 mg/m*(110ppm) : B 1 & REER T £ 3
® 6.99/m*(1280ppm) : = A 4Eis TV A 4 lﬁ‘ﬁ?? B
® 135 g/m°(2500ppm) © k- I i

Bl fe BEEE }Bﬁfw\ﬁi}b@w’f  EREBRAE D Lo
® i < FikE 24 ) pF

B2 E G RRBIEIR R IEH 5 (22 )

i | EBuARRMIBELER Tl 1 feE >

A
g 1 iFedr  PHEEFEAA L TH (bor 25T
3 =

G E Y RRA R EE)ETHEL G 2§ ¢ ik

Ty =y
%5
*“)‘

® 4T RIERE = F e iEn Y EASOMG/L = F ¢ AT

® 1 iEHrZ § o g kAR 1~ 3 270mg/m*(50ppm) -
L ek AT I ZF e GERRIEGRHBHL0E 2 F o

FARR = A A SRR N F WA
@ L AR I ZF e GERRMIGHRERLAN GRERT A
Bl RBOBELNR 2 F oAM= A RN
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Nz g e PR ERFFIRALT[37,38] ¢

RI2H B | EREFER | RAER
0.50 ppm kfis 16 ] pF
- % 54 vl F %%
;_&L-ﬁ = F - 10,00 oo AP
(Trichloroethylene) U PP FBIE
=R 0.06 mg/dL YT
i Fi | 150.00 mg/g Cr ‘
(Trichlorethanol) iR 0.25mg/dL FF i SP
i@ Fi 75.00 mg/g Cr ‘
(Trichloroacetic acid) | s i% 5.00 mg/dL Fg e SP

R AT RS U PR SRR T
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