200

N—700#%7 428 (PFOA)
C HF,.O,
[CAS No. 335-67-1]
HRIBE 0.005 mg/m®
(FEIRTTRE A &M IEA L L)

1. ¥ LT

1b4:4 . Perfluorooctanoic acid
5T 0 CHF 0,

TR 414

#is ¢ F-(CF2)7-C(= 0)-OH
CAS No. 335-67-1

FEE 10 mmHg (25C)

b 0 189 ~192C (736 mmHg)
KD 34 g/l

pKa : 25

pH (1g/l) : 26
REMCTHHEING 2 Lidkw.
KA & 7 —VoEARE - MEARE
2. FH®z

N—zuauatszy B (PFOA) &, HEEWHDH 5
Wik, 7y #ER) v —oREEETORRALE LTHH
ENb., T, BETVEZILHLIVEA) T L, F
P ADEE LTRIFEEEIN TS, 20004 0HEE T
PFOA & L CoOREWAEEROHEEIZB B L Z4EM 100 b
YRITH .

30 W - R - PR

5 v MZYCPFOA (4mg/kg) % MEWENICHS L 7=
LA, MET v T 24 BRI BLNIZIR 112 91 2% 28X
Sh, HETIR6%AEINS Y, HEci, I
TEADRRD S N7DS, 514 6 KR COBIE TIINEHT R~
OHEME 1 %L T Th o 72 FEERRLACHEW XD S
Nixdporzb.

F7:, "WCPFOAT v E=walliz, v b, NAR
¥ —, REBIO~ T ZTHHEIZREORS L, €01 120
Bl (RETIZ 160 R 12bz R EaM L, s
BIOHEARFLZ?. 9y M, 5 Xh
YC BTGP D 99 % DL 1A% 120 By R 12 Pkl X, HET
239 %Rl Sz, NA AT —TiE, HETIZ99 %L
b, METIZ60%, RETIE, HMEH9%LE, <
AT, HEMEE D 21 %0HREE S, WIS i,
ENFAEL. BEICOWTIE, Iy b, NAAY—F
LFORRETIE, RPPEEEFE-28KTHY (25~
90 %), MHiH (5~30%) ~ORERENIIRKLS. <
7 AT, Ry & ER PR SFEEETH Y,
5%TdhAb. PHICBIF AL X O, Ry ek
DORBIFTIENTES.
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M » Cynomolgus Monkey® @ 6 » A DI 145 578
fThbhz. &5 EEIZ, 0, 3, 10, 20 (mg/kg) T
bHole. THEMIKLZ021kgTHY, BE»HD
WX 0% ETH Y, G5 HOMIKEED S H
L7l mitk cRA%R <, 4~42HTH o7z

B MSHNT B R, 4~5EEHEE ST
Y. Fe BV, RPHENZEALED S
N,

AWy i, Iy MiEs63H, ME008 H, W
)V (Japanese Macaque) #E56 H, ME27H, & b 4.3
ELREINTYS Y. Cynomolgus Monkey” Tlidfk
FENFEWNTHL 14~42HTH - 7.

PFOA WX HARD 2 W ITAEWIZ X 208 B X 00
LZF R,

4. BB IS
(1) 2

LD50 (k) &, 7 v bEET500~ 1,000mg/kg, Mk
T 250 ~ 1,000mg/kg L SN T2 YL %R
X 2 LD501E, 2000mg/kg Ml kEHEshTns?,
(2) HpEPEREE

13D T v bEHVIZPFOA T v E=7 A& 45
L7zl ShTwa ®. s, o, 1, 10,
30, 100ppm (2% L 72 PFOA # 5 v M IZ 1385
L7z, KEH7-D oG5 81X, 0, 006, 064, 194, 65
(mg/kg/day) (CHHM4§ 5. B, KE, FEE, T
® Palmitoyl CoA oxidase, Ifili# estradiol, LH, testos-
terone THMIi L, PFOA i % FIERIZHIE L 7-.

REDEA L, 100 ppm TR SN, JFEEE OB,
@ Palmitoyl CoA oxidase DiF DML, 10 ppm B
THRD LNz, MITFERIVE YO L NVITEEARD S
Mo 72, NOAELIZ, lppm# T Y HEE L T0.06
(mg/kg/day) & # 2 51, Wi 5 I i d ik E &
71mg/| TH o 7.

HeDH IV (Cynomolgus monkey) O 2638272 5%
HEBAREShTW Y. 5 akER0, g,
0, 3, 10, 20, 30 (mg/kg/day) & L, —# 6JLCH
BEN2AY, 30mg/kg/day Tid, WMEOKRERD, &
Y OEED WL DFRD SN2 T, % 20/mg/kg
NE@WAEE L, 20mg/kg/day DTNV —TT
b 3LoH I, WMECKERD L, HBEOHHAT
720, TOTIE, 5291k L 72, 3mg/kg/day IZ
BWTHI3THHEIZ 1L, KEEA, AWHER O],
B ORI, B JEER, BRI UG L 7 W2 28
Holl-oM LIz, &ERBHED6BEIZBITLHMET
&, MEDEELX, 3mg/kg/day THF L Tz,
Jig H i B b 3 mg/kg/day THIAI L T 7z, Mg A b4
MET, B, gL AFa—0, NV ) ETFTA R,
ALT, BE VIV E Y 3HEGHTHMEBED S kh o
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7278, 52 L) TSH o), Total thyroxine, Free thy-
roxine DA 2%, 3 mg/kg/day B & U8 10 mg/kg/day
I 5 L7z, Totol triiodothyronine, testosterone,
estradiol, cholestokinine IZBWTEIIFED LNL D -
72, FREBRRTHRICBIZ L0, 3, 10mg/kg/day ®
21T, HG#THIOHT, MEEELXVICE TR
TLTWwW.
P EA S LOAEL X 3mg/kg/day &£ 2 b 5.

(3) 1etEEitk

Biegel et al'” 12X 5T, HT v MEHVTHRIT S
7o, BehAEEEE, BIOEL LPFOADT v E=7 adfi%
30ppmE AT A EH L5 2 7. FHERE G
136mg/kg/day TH - 7z. T 72| peroxisome D1
JFHFEHI T D B Wyeth-14643 O ¥ 5% 30T, TEE O
Tu7 7 ANVOREE ARz, EORE, HFETIE, ade-
noma + carcinoma 3% HE#ECid, 2/80, 300 ppm 10/76,
Wyeth-14,643 17/67, Z 9 #® Leydig cell adenoma i3,
*J HEHE Tl 0/80, 300 ppm 8/76, Wyeth-14,643 16/67,
W Tk > A% 53 s Bt JiE T U, ek HEURE T 0/80, 300 ppm
8/76, Wyeth-14,643 25/67T & » 7= . L L 2~ &,
Wyeth-14,643 & I #k1Z, PFOA X, WP, 29, W
EDOMES; 251 &R § 2 LS, T OIEE OE
5347 13 peroxisome O IEFHFHFANCHLM L 72d DL E 2
bz,

PFOA % 2J8IC b7z 0T v MO THRE LzE 2
%, i testsoterone LT & estraiol ® L5-2558® &
h7 10, Biegel et al'V iz, Leydig cell tumor F&ED
IR &% 2 55 g O estradiol Ol E & B 5-%, 1,
3, 6, 9, 125 HilATo 7. 58 TIX, Estradiol S
EAEEICE L, ok, 15 18, 215 AT &V
1 #% L 72, Tesosterone 3B X INFSHIZBW T, —
FEDMHMIEIFED SN 7.

(4) BN R O RN

v b ORI A AR MR TH % HepG21d, 41
B L 2HONHEEI G L H T 282k TH
5. Z D% % HWT DNA strand break (Comet Assay),
DI (Micronucleus test), 3k @ g #& o 1%
Peroxisome (2 & % H,0, B2 HI2k 3 % Reactive oxy-
gene species (ROS) DA, ZOAEKOFKEAL S
DNA Oifff (8-0HAG) H5FHilish T2 2.

ZD%EF, PFOA I, 50~ 400 uM TH 2 KA
DNA strand break ®HE % 5o, /MEDOEHEIL 100 ~
400uM THEEFWIZAD 57z, ROSB L U8
OhdG DI b BEFE I X D gL 7.

P EA 5, PFOA X, ROSDEHL% 8 LT DNA O
BEBIEMT EEZ LN
(6) fEFEE - FSEw - Atk

< AR BEPHRE SN TS, 5=,
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5, 10, 205 X 0*40mg/kg PFOA 211 HA 5 17 H
FCHEBRMICKROKS L2225, 40mg/kg TlZ,
100 % DAF DI 7ED H 7z Ay, HEHEIEED SN
Tedrotz

Butenhoff 5 'V 1%, ZEHOWED T v M2, Hi
70H XY 1, 3, 10, 30mg/kg ZREMITHRG- L, VEEY,
WrE L OE, I, TR, BRSK, 08, 5
&, BerOBEBEEIIOVC2MAREBCHFMLZ., o
R, I b A IRE T, RER, MR, o
Bid, 2 E S BBIIRD N h o7z FDEE
WZDOWTIZAERE, REORD, HHERAOEND,
30mg/kg TR®O LN, FFEROMIAEIN % ) IFE
BEOKRELOBINA, 1meg/kg THRED SN, Pl by
5, LOAEL I 1mg/kg TH o7z,

(6) HE

05g @ PFOA % 24O H V2RIl A L& 2
5, BEORBESRETIIRD SN, Ty FTlk
Ao o,

(7) il L~ CoEM B

PFOA i, B2 TH % peroxisome proliferator
activated receptor-alpha (PPAR-a) & HAIMEASE & 19,
SR CHRFICBHZ IS —F F UV — 2 DMl 25| &2
F1719 . PFOA @I a2 L A5 u— LB L ORI
ZWAEELIEHIZ, PPARaZ AT HEHEEZE LSRN
Wb 20) .

T/, REEEEREZET A 00, BEEZ RS
LT BB EEEZ D ZENMONTND, 85
2, Miaoa Il 2=4—3 3 ¥ %9 gap junction %
BRI 5 & s S hTwa 2V,

%72, PFOAIZ, HWVIEER F T Ltype Ca® " F % ~
AVOIHEIWER %2 A3 5% 2 & AN & iR cHt
HEEIRCTws?, ZofHoRRE, vf70ET—
F—F—THOEHEP L EZ SNL. PFOA X, &
4% YHRImEERITH Y, Mo YIRE L OMEIER
AWEZHN, ZOBRERIE, REEEARE L TOmSIC
EHILTWwE 2,

5. & MBI BFHEER

19474655 1983 4E F TICFEEM L 72 SM OREEER B &
CEBEEZ NG E LA & ak— MIFED T RbDI
72 IR ORI T W E 2, BRI
995%T, BEEWEE, WETHE L. ALEHRMIC1
s AUEHERLZ-DOEREDVEL, ZhDAObD
B LERXS L7z, 35374 (27884, &k
749%) BB 7. FETIX 3984 TH D, Eib, M,
ANETHEL, IAV I MDD VITKRERD SMR T
UREZLBRLE ZABEWE TRV IRATRTRE o 72
(SMR = 203, 95% CI 055-455). W¥LDoMEL R
72012, EOICHERERE OB CRET S 7z, ka3
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PSRN, L7 B0 & BT BRASASE 3R & o BIARISAHRBI L
72 (p=003). BW#E%FERKWE L, Proportional hazard
model TIEMT L7-& 25, BIVIRATATIFEOLERKIC X
BZNAF—FYZ271F, 113 (95%CI 1.01-127) THo
7. 351, 104 T, 33 (5% CI 1.02-106) T
Holz.

PFOADBEFZEIRE L L CIEO B/ 7 v RIRE LR
AL, FFHése (GOT, GPT) B X U'HDL, LDL, #3
L AH— W®®F%IB%®W¥%Tﬁ L7 P,
1985 ~ 1989 4F (BB I HEH L 72§ N CO/EHEFZ ITIF L
#Ht# %mf%%ML@%MKTLﬁ%@%M%
Bl TORR, 75’]%'27‘7—67)%?2:‘&']%?5*@&0)?3 Z
Li*ﬁﬁ@ 37 <, BRI WEIIFED N o T,

PFOA % % t» Peroxisome proliferators ® # 5- 12
D, BB Testradiol Z¥h$ 5 2 & G X h
Tw3 W QOlsen et al. (1998) 2 &, ZEjfikILE >

”’“ﬁbé%é ) A7 &FHIT 5 72912 1993 4, 1995 4E

IENEN1ILL, 0% DS INE % 1% T, cortisol,
dehydroeplandrosterone sufate, estradiol, FSH, 17 o-
hydroxyprogesterone (testsoterone ® i B& 1K ), free
testosterone, total testosterone, LH, prolactin, TSH, sex
hormone-biding globulin D MG EE L BHEEE L O
ﬁ%ﬁﬁbt.H@A®m¢®vN»/m<1mm,L
< 10ppm, 10-< 30ppm, 30ppm > =) &, MESh
TeARNVEOELEFRITHM L ah oz b, FEEHHIZ
WELTWS

1993 4F 3 L UV 1995 4, & 5121997 4125 ] & e & F A
Mrbhiz, Tho3EOHRETSMARIZLT LY
— Tt 7. PFOA @ IfiL i i B, e (Alkaline
phosphatase, y-GTP, AST, ALT, Total bilirubin, Direct
bilirubin) , Ifil & M§ & ( Cholesterol, HDL, LDL,
Triglyceride) % #Ml5E L7z, Z OHEH, 19934 o I i
PFOAL X )V id, R 1lppm (L ¥ ¥ @ 00~
80.0ppm), 19954 @ IfiL i PFOA L X v i, gl
12ppm (L ¥ ¥ 5 00~ 1141ppm), 19974 o Ifil i
PFOA LX)V it 13ppm (L > ¥ @ 01~ 813ppm) T
bHolz. TNHOEME, MIFEREA 1 ppm A, 1~
10ppm, 10ppm Ph Lo 3#EIZH T MRE L 72, BFEERE,
MFEREDOVTIZBNTH HERCERIE R, Wi
NOZ N —TIZBWTHEFHATH 727",

Z0%, MPORREDB L OIFEEICS 2 2 EEIZon
T, PFOA O IZHEFT % 506 4 DBEGEREEHZM
L CT20004E1cfrbh. oMk, mEho
PFOARE L INLIBEL OMIZB W TAH E 4 B
BOONLEHI o7z, 72k d MG PFOARED & W
(BN oML PEOA JREER, A F3 T 12.15mg/1)
MBS0 I B VT, MERES X OO LA
BOSNLEHo7P . Fi, MOF2WETLTHE
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Matr—bMZBML TR EER B L ENRIZLZT

— MEEFRFZE 2 &, 2004 4K 5 T PFOA O L 12
FEH LTV B IEES 1,025 % % 0H 5 L 7= BEITiFge 20 25
b, MFEPRELihoBRILATFa—IVOfid
DIEDOHED Y KL 20 D5E TRO LA, o
MiENEE, MR EOBECIZMEI B IO
X7 o 72, BERIREZE Y T ol PROA 4 O i B i
%, 96mg/l TH-7-.

FAENC BT 2 — i AT MG T PFOA 2 K2 12 13 #
WENAEL, MEOREROBEIRDE L, MEOHR
FEDRAEIME CRIEEEMRZE) (ug/D), B (=27
Tlx, 118 (14 L~ Y 58~198, &M (n=33) T
iE, 85 (15) L ¥V 33~206Th-7°.

2 DM L7W9ET, RIREEDIRNEEE T b MAHA:
ROKE L ORICADHMAD 5 2 kAR Shiz 5,
KETOMZR? &, KVFETHNOKEER— 2 OB
WiffZECTdH D, 20044 11 H 22 5 FED 3 HISH1F THT
bz, BINEE, 293 % CHBE R I % $RELL
PFOA B X 0" PFOS % #ll5E L 72. &% @ PFOA @ Jif
MM O I ilil, 1.6ug/l (LYY 1 03~71ug/l)
PFOS & I MR EE O ffilild, Sug/l (LYY @R
TRRUF~ 348 ug/l) TH o7z, Hix ORHEHT CTHE
L72#BIZBWTDH, PFOATIZ 270 MINIZ X b
109g, PFOSIE 27 f50IMIC & Y 69 g DA E 2 AR
BEOBRID, FAMALTCTFRUEINZ. ZONETI
TEfRBEE L OMBIZIME L RO SN o 7.

Fuw— 7®Mﬂ“>imm%®ﬁ%‘btkﬁ%
Ik — MFFETH 5. IR 4~ 14 B ICERILL 72407 0
M%&) 1, Perfluoroocatane sulfate Tl, BiliF
¥t 353 ug/l, PFOA TIZEMFINT56 ug/I TH - 7.
PFOARE L FrAROMERKRE L OMICHFELZADOM
MaARO LRz Qug/IOMiEHEEOHEMIZLY
1063 g DIEREDOWA). L L, FE, EKHAKE, H
S WIETENEBIRNC I L THREIVN S W EOMHEE O 1
BE PFOA O EE DB & oA ERD S do 72,

FEEBWTY, SAZADHHOSINC & 0 B AERK
¥ & BRI o0 PFOA, PFOS DR & o BIfR A s &
NTw2 Y, KifgTiE, B, MRS, B,
T, FEERERA L, BRI OAEZ R 382 6% AT
L7z, ZOfE58, BRIMT o PFOS R & 3k Bk E &
DORICEZE R Z AL D72AY, PFOA L OMIZIZA
BB N o7z,

6. KENCBT BHRILRE

W coREICH LT, LR e B E 2, ACGIH
X PFOA % (BB A FBAME (A3)] L LT,
B (TLV) &L T1l0ug/m* &L, 72 F
A4 2128 Td Deutsche Forschungsgemeinschaft {2
) MAK & LChug/m* DBSRESNT WS, BRI
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(H) s E=27RFEREATIT)— 1T Q) ; EBAMES
FIY) — 4 HEROY R ZV—T  CThD.

7. BFE

PFOA I\ F - s 2 v - @ R e s A1
DRD NS0, F 2RI OSERF D S 1Y,
LA L, PFOA ORRNEIREIE, BMEICL ) KRE R
0, FTolEB IOV TIE, KNS OFEEEEE A
b MZHARTREIZREWY, o TRBTOREIZL 2
PFOAIZ L B ) A 7§l 12T, B RS 582 446§
HIELWETERWV, & N TOEFFET, AILIRASA
T A7 OBIMAREE ST VLAY, kT R
BIREDNAWTH Y -l EETH 2. HEFT2o0
F72 5 BEITTICBOTIT bR BERAMEEEOSINT %
PR 200 A3 o & BB, BB E %
BEE LTl hiE, miEEE 10mg/l Z EEH &
ERZHIENTEDL., ZOREED LI, EWFENTRE
Wa 4480, Wi OSSO OWIE% 100%, 5%
MEEhED20%Y L325L, BLZ55ug/day (A
Y95, HA0MER, TEERH SRR & L, fEEh DI
Wl OBEZ 10m® L E LEREE 50kg &5 &, (3
Z55ug/m> L%, 2T, KRS ug/m® 2%
T2, 72720, BWEBRICBT 2 ER0%RER S 1Y
Db L, 20ODEEMET CRICMELEOWRS
RO SNV REFOERICE VT, PFOARETE
DBEIMASH A R ORTE DA 5 2 T REMEAYE < 7R
BENZEns, BIBEOREITHET 2 EEHEIIH
OTL, MELEFHEPLEELEZ SNL720, IR
B I 2 OIS L 22w,
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