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PFAS Sl E (%) [EfzE4]

0. EizE
(1) XK
B SN2 8 MO HZ UL TICE LT,

PFOS (Wi 98%) % . invivo TiX, MED gptdelta N T AV 2=y 7~
7 A2 1.5, 4, 10 mg/kg KHFH/H T 28 HFSRHIRE DS L, RO ER 122
IR B N B BED /IMEI R & 35l L 72, Spi-7 v & A2 X A F&ICIs 1T 5 22
IR FARBE OYEIMEM D L O b DD, SR RELSAEETRD LN
TRl Iz, £, BHMIMEGERR b Th o7, —J7. in vitro
TiE, 1~20 uM [10 pg/mL] % gptdelta F T v AT == v 7~ 7 AfifgEIE
AR 24 REALERE L7= & 2 A, Spi-7 v B AIZ & 0 REKRITFRI 70 525828 AR
B OEMABEE STz, S 512 20 pM Tk DNA #5041 Th 5 y-H2AX
DIEBN A BILT=, 20 uM PFOS & 800 U/mL # # 7 —€ X% 20 upM
butylated hydroxytoluene (BHT) %Iz C 24 RFEJALBE U722 A, X T
— L OISR TIE, ZeRE BARSBEE L O y-H2AX SR O FIA 13 PFOS B
MALER L b AR L, F72, BHT & 0 CIE, y-H2AX BitEfifa o
EIA K OSHIIEN HoOs D L~ U I A BIZEA Lz, PFOSIZX 5 in vitro Ei&
aEMERRER O RPN FUITAENIEE D B Eafb 28 U7z HeO2 AU KD b D EB X B
7= (Wang et al. 2015) (ZH# 1),

PFOA %It C57BL/6J ~ 7 A2 0.1, 1, 5 mg/kg (RE/H T 5 il KK 5
U7z, MR OSBRI 2 72 = A BRI QNS R I ER & R U o
PRERE W AMERBRICB W T, Bt Th o7, mAERM (5 ma/ke K/
H) TIIHFER. iEH ALT &Y AST #EE L OVHAREESE O NN 7 oz
HOO, g D IEEEB LR OEREA F LA (REt{bas oY) 1338
HDHNT, PFOA OFFFEMHIZIEA ML RAIC L DEETIEI W ERRIE I
7= (Crebelli et al. 2019) (&l 2),

Butenhoff & (2014) 12X Y. PFOA O fEE % - —H o0& mmtt il
B 1~12) OFEENHRE SN TWD (£@-1), CHO Hijuz fv iz in
vitro Y R B FE BRI B W T—EG DR AR S z2y Gk 6 LY 8) |
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Bk C PFOA Oi&(miath DOFFLIFERD S e h o 7=,

xO-1 EinEEHBRER

LEZ LN, FOM., in vitro. in vivo DETDE

ﬁb

AR | PFOA (Gl AR, HE - RS it
2 J¥)
HAEE 2 FH O T 18RS SR8 R 2 T T2 s 1 2 M B
1 | NH4*(95%) M (S typhimurium TA98, TA100, TA1535, i
TA1537, TA1538) . BkE (S. cerevisiae D4)
0.1-500 pg/plate (-/+S9)
2 | NH4*(95%) e (S typhimurium TA98, TA100, TA1535, et
TA1537. E. coli WP2uvrA)
30-500 pg/plate (-/+S9)
3 | Na*(98.5%) #E (S, typhimurium TA98, TA100, TA1535, i
TA1537, E. coli WP2uvrA)
20-1,000 pg/plate (-/+S9)
VE LR AR & FA O T R 22 AR S BB
4 | NH98.7%) | Fv A =— R LA X —FJHI (CHO). HGPRT i
&t
9.75-39 pg/plate (-/+S9)
VE LR R AN 2 FA U 72 et (R L SR
5 | NH4*(98.7%) | F v A =—A L& —FiHila (CHO) (=
75-200 pg/mL (-S9); 125-750 pg/mL (+S9)
6 | NH4*(95%) F v A =— AN AAX IR (CHO) P
30-300 pg/mL (-S9); 75-825 pg/mL (+59)
7 | Na*(98.5%) S NURVPAS: < (=i
25-300 pg/mL (-S9); 50-402 pg/mL (+S9)
8 | Na*(98.5%) F v A =— AN LA Z M (CHO) P
50-498pg/mL (-89), 75-600 ng/mL (+S9)
in vivo B/ MZRER
9 | NH4*(95%) HEiE CD-1 (ICR) ~ 7 & (=4

200, 400, 800 mg/kg (HE[ERE & 5-)
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10 | NH4*(95%) i CD-1 (ICR)~ 7 A R g
150, 300, 600 mg/kg (H[alFE M1#5)

11 | Na*(98.5%) HERE CD-1 AICR)~ ™7 % (=33
250, 500, 1000 mg/kg (HA[AIR% 4% 5-)

In vitro FIETZ B AR

12 | NH4*(95%) C3H 10T1/2 #ija =35

1-200 pg/mL

[+89  FRETENEALR (S9) DIEAFAE F M OIFE T
* o ERORERICIS W T, Ml s R TS 2 BT,

(Butenhoff et al. 2014) (M 3)

TK #ifid 2 AT PFOA @ 4 KFEJALERIZ K 5 in vitro BismME %2 7 L7,
2 A MaRER M OVIEERBR TIE 125, 250, 500, 1000 pg/mL., TK i&fs 1-229K
2B BRTIL 125, 250, 375 pg/mL Z AL U 7= 5 R, /IEEREBR &K O TK E1x
FRREBHAR IR Tho72h, 2 Ay NRBRTIEGMETH >7-, PFOA
L PPARa 7 v ¥ A=A L OOFHME TIX, PFOAFHR A v M & &
o, EMEREROEAE IR SN, Lo T, PFOAIZL D52 Ay b
1%, PPARa 29 L2k A N LV ADEIE- 135 2 517z (Nakamura et al.
2016) (B 4),

HepG2 fifaZ vy, 2X107M~2X105M @ PFOS (#fijE 98%). PFOA

(L 95%) Xix PFHxS (HiE 98%) > 24 BEEJALEEIZ X % DNA &M% =
Ay FalBRIC L0 R L7, B =R A 13 PFOS 100 pg/mL, PFOA 83
ug/mL ¥ PFHxS 80 ug/mL THh o7z, WTNOWE b IREKIFHI 72 DNA
BEME R L, IEMEREEREOPEAERIN G RO 7203 ORI IL M Tld
Mo 7= (Wielsee et al. 2015) (& 5),

PFOS (0.6, 1.25, 2.50 mg/kg K&E/H) % 48 KF[HFE T Wistar 7 » ~Z
4 REERE OGS L, BB BT 5/ MEFE R K O DNA #5H (= 2
v MRBRIZ L D) Z2WMEtLic, ZORR, MEEKFEHOD /I EFT 5L
PEARIMER DIREEHIN KL R X > b 2 a7 O#INN A Sz (Celik 5, 2013)
(B 6), it &R URBRT I A N2 X - CORMIMICI T B/ MEE R KO
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DNA#HEM (2 Ay MRRICL2) ZHRETLEERICBN T, & bICkhE
% L7- (Eke and Celik 2016) (ZH 7),

PFOA (100, 500 uM) DOifFEIRAE#RABER%L S. typhimurium TA98,
TA100, TA102 XU TA104 % Ay, AREHEMHEACRAAE T R OFRAELE  CEN
LTSS, et CTho7-, F7-. Vero Mz - iE MR SETE O PFEAMET
I%. 500 uM [200 pg/mL] CHEZRMZRL, B{EXA ML RAEAE U

(Fernandez Friere et al. 2008) (Z# 8),

(2) @5 - ERFHEOFTEME

IARC X, PFOS IZ2oWTIERHliZ L CH HF . PFOA 2D\ T 2016 4
DOFM (Volume 110) 1Z3W\WT, HEMZRELEEMEETZ A I 20T 550
AELS B 253, BR LA b U A& LT FEE N 72 DNA 54 7 F1 L3 <
O D7, PFOAIZ L 2R BAMEITEEEFIEICE D2 b0 T AW ET5H
HREEOFHLASH S, £ LTW5 (TARC 2016) (B 9),

EPA 1% 2023 4E O (Draft) (23T, PFOS (ZoW CIiE mmtt %R
FHREZRFEHLUI R NS OO BIERRIERAET OO E D& LTHEFI L E AR
W& LTS, PFOAIZOWT, ZREFEMEIT W LRSS, PFOA
DXL FEIX DNABE LS X Z TR S 5, BIEWE & PFOA O AAE
RZTRTHEFEIBIEE TICMmoNTE LT, IRV 00, Binmts
BWELENRNE LTS (EPA2023a, 2023b, Draft) (&R 10, 11),

EFSA 1%, 2018 FEDFHEICH VT, PFOS LT PFOA i1 & b ICE 72 1E
REMEZ R RIS OO, LA ML AZ 5| & Z W< O OFEIL
bHHZ b, BIaEMEIC O W T EmIIHER W E LTz (EFSA2018)
(B 12), 2020 EDOFEAMTlX, PFOS &1 PFOA (2 L CIXE #7255
P2 R 9REILE AR &R AT 1T T D, £ 72, PFOS KUY PFOA LUSt o PFAS
IZOWTIET —ZDBRO6NTND DD, PFOS EMEENHEELL TWD
PFHxS IZBI L Tid, EEMRBLEFEEO TREEIIEWE LTS (EFSA
2020) (%M 13),
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ATSDR (%, 2021 ORIz T, PFOA [ 5\ Tk DNA £ % 5] & i
ZTHLO0, HREEE S X I SAAWVIRE CIIARFEEEAE SRV E LT
%, PFOS IZ2W T 1n vitro CHIfREEHR 25| S Z L72F A, in vivo T
INETCRGS N LT R A 2 E—@® b > 7o b OO BindM 2 R~ 3 aEilx
72N E L TWA, PFHXS IZOWTIX, oD PFAS 43 7HE & [Alkk, Fn L3R &
nTnsb e L, DNABEGHEEZF RN L2HET 58 (Eriksen 5

(2010)) OIS OIIZE EHTWS (ATSDR 2021) (B 14),

Health Canada /% 2018 FEDFHEIZ BT, EinF. Yefafl, XiX DNA/E
BIZBET 52 < @ 1n vitro X in vivo il ROt LIZE S % . PFOS KO
DI iii”‘{ﬁ?ﬁ'fif“ iiﬁb\ & L72 EFSA (2008) MU Health Canada

(2006) DOffwmAER L. TNLEORF O RITZ OffimzE 3R LTV D
ELTW5b, PFOAIZHWTIE, Biu#mET —% ~—2 (U.S. EPA, 2005; UK
HPA, 2009; Environment Canada and Health Canada, 2012) (2o x, &
HIFMET <, —RICERFEEDL RV, & LTS (Health Canada 2018a,
2018b) (&M 15, 16),

FSANZ 1Z 2017 FEOFHEIZ BT, PFOA 12>\ T, EFSA (2008) X
U'TARC (2016) O RfE, 3 72bb, BE{LH) DNA 51T L 5 #7865
WE2AET L ERUCEDAMETEEHEMEIZL D DO TIERNE T LN D)0
RELN B 5 Z & A GO B GELOEALTITIC LD EnmEtEidin s LTn
%, PFOS oW\ T, EFSA (2008) KUNEPA (2016) 5O k., Eix
BT E LTS (FSANZ 2017) (B 17),

ANSES (%, 2017 FEOFHHIZEHB VT, WT o PFAS 4 FEICE L T H8Es
FMEICET 5 21T - Ty (ANSES 2017) (1 18),

(3) BGEHEHEDOFLD

BE SN 8 HFOMME RS L OV - EBEE ORI 2 5 F 25 &, HHRH
RiTdH 0D, PFAS O&mamEliE RIILL TO L SIcEkewbnsd, 72
P, BFL [SCERIEH) ICREE LT > MEHAORMIILICK T 5/MZE RO = 2
v FakBRiGMEA R (Celik et al. 2013, Eke and Celik 2016) (ZH2 6, 7). IO

(A1 IR 2R BB a0 . (Ferndndez Friere et al. 2008) (% 8)
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X, RBRT VA ROT —H T E IR D D7D, BT —F T 7 —7
T, FHLOBELIENEE R T,

PFOS X O PFOA & 1T in vitro TlX, Bin 172082 BlliR Clatk, YR
15 (QBlRRE/E) SRR T2 L. in vivo TII/NMERER TR % 7R
L7z, —J. invitro ® DNA &R (yyH2AX Xix= A v ) CTEBEHEE R
T —ARRD LIV, TV, EHRBEMEOEALEEL W, T2 13
2N H DD, PFOS TN PFOA LIS D—E D PFAS (25U T 4 [RAEDAETA] 23
iz, LLEX v, PFAS L in vitro lZB W CEMEA b L AT X D . IRA7:
DNA M2 RT S OO, EHENRBEETEEZ A L &k L7z,
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