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Abstract:

As widely used synthetic chemicals, perfluorooctane sulfonic acid (PFOS) and perfluorooctanic acid

(PFOA) are ubiquitous in the environment and the human body. Due to the extensive toxic effects and bioaccumulation of

PFOS/PFOA, their impact on human health has attracted more and more attention. The absorption, distribution,

metabolism, excretion and toxic effects of PFOS/PFOA in mammals are systematically summarized in this paper.

Moreover, the safety limits of PFOS/PFOA are summarizes herein as well as the internal exposure levels of PFOS/PFOA in

Chinese general population based on published literature in order to provide a scientific basis for PFOS/PFOA risk

assessment and risk management.
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PFOS/PFOA WM F L RFEREA LD (LI
SRSy R AN 7 P b e R AR e i) [y
FERIK s PROS (1) 3 5 5 85 1 1 >k U5y 0 R 7= i
PALRIT A A1 i 5 T PFOA =8 038 0 L B L il & Ak
KRR 2T B R IR AR AL = K R R Ab
2, KA M 2 S P By PFOS/PFOA K HiF 1A %) ]
i 3 I GE PE AR Y. PROS/PFOA Rl A #) 75 14
WA & PFOS/PFOA , #E 1T & BLF AR N, A3 i 58
N IR A PFOS/PFOA HiffR Y ¥ & % F PFOS/
PFOA A& B N8R0T DL ol 42 il b 8 &2
IS P A R4S % PFOS/PFROA Nz i R 4 Y
PR 2 R Ik B 5% T PFOS/PFOA, {H 28 Ji Ik 57 57 &
INF 1%, FEUL 4 Fh B EEOR IR LLE &N 3.

55 il , PFOS . PFOA E A IFE i M2 |
A B RN R A 2 B B O R BG 0 R  AE KURS
PRl I 37 B8Ok B 22 10 D6 T . A SR &R G SCHR K
R ELER T PFOS . PFOA 75 M4 BF 58 ik 8, LA %
=] B 20 28 /4148 FH At [5] 48 % PFOS . PFOA (1% 48 3
SR K il ) AR R e A, R T A 3R SOk b B i
HEIAR T F E= @ A BE PFOS . PFOA AY PN 2 825 0 .

1 &
L1 RGSCHREL R 7 1%

AR SCFEER AR G SO R Ty ik AT B B
NHE N 2 5 B L B Mo b, B 2D B4 . (1) 8
XWFFEIA A . PFOS/PFOA 76 A 4y A P W WAL 43 A5
AR B AR B RO | T B AR N 2 K CF
KA KK PE A AE B o (2) A BE 2p 328 iR 3R
(Medical Subject Headings, MeSH) & £ 5 PFOS/
PFOA A G HY S B T 80R] o (3) M A RO . HR
HWg LA : OPFOS/PFOA JT A AH ¢ LA ; @ K ik
B PIRS G N+ N+ NBE+BI W+ G 145 2 3 4 + 14
SN M+ B A )+ AR AR S s O T REME G
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M2 BE R+ 2R B T M+ R F BV BUR A s @ KU P
i FH O R < 2 AP+ A VAL + 18 B P A +
JRUIS: VAl + fe I 37 ik + 5% 82 T4l o (4) 18 8 50048 e«
B Ok U f A5 SCER B R A kL 7
PubMed . Toxline &5 ; [ &b & b AL 4 I 3k 42 45 « MMl
B & % 2 J (European Food Safety Authority,
EFSA) | 78 [ B¢ XU B 37 44 BF 58 JIF (Bundesinstitut
fir Risikobewertung, BfR) . 3¢ [H ¥ 3% ff $ &
(Environmental Protection Agency, EPA) J}ZE H I
1% 47 28 ( Danish Environmental Protection Agency ,
DEPA) | 36 [ 3 ¥ 5 % 05 % 1C & (Agency for Toxic
Substances and Disease Registry, ATSDR) & . (5) i&

T & . i 2 Fh ke 258 i R OC S 3 R iA) 41
TR 2, K 2 s [R] DN A £i0H 122 SR i 31 2021 4F 7
H 31 H . (6) B4 i vk o HEBRAr e : O 3h Py Y 55 3%
#AE 4 0 YT ; @ PFOS/PFOA 75 1EHLHI M 3545
A DGR IY s @ 23 WM 2, AR L4230
1.2 RGECHK R 4
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76 5 Fo B HE N 2 B AH G SCHER 14 5 5 B A KUK TF
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H1.28~9.1d",
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PFOS/PFOA £ I %k 5 5y # N AR W i), 78 1f
TP AR A B RIS FR AR
5 0 Y S AR S B o ol i o B {HL AT
W B LAR N B S M &
AU B R B (1456, 456 %1k 90% L) -7V, PFOS
550 R R L4 A R0 0 99. 8% 1 95. 6%,
LA P S BE R B AR A5 A RE Y. B RIS
53], PFOS/PFOA fE NA TP AR . PFOS/
PFOA = %3 o J 3 AR I HE I H AR T 2 97%
) PFOS il 89% 1) PFOA 24 ' Jiz 18 & B e ie .
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TE L B FLRTZE 0 A5 2 PFOS/PFOA 1 4 41
%38 422400 PFOS/PFOA 1Y A A I 375 S ¥4 3 % 2k
TR 5. 4 4EF 3.8 4R,

3 FHMEMEIER
3.1 2atEEr

CD K[ PFOS (£ 11 1D, M 251 mg/kgBW'”', I
£ C57BL/6 /N, PFOS B2 1 LDy, N 579 mg/kg BW™'

T M FIE P €D K B PFOA 48 11 LD, 43 1 N
680 mg/kg* BW Fl1 430 mg/kg* BW (*F-15 540 mg/kg* BW )™,

FRAE WHO b 289 T 20tk 26 11 8 2 5 Gb i ]
kA PFOS 5 PFOA R A v 4 2¥E 8¢ 1%, H PFOS
BETEGR T PFOA,
3.2 HERERENE
3.2.1 PFOS

H i PFOS B 42 57 i 2 1 56 DL 3L sh ) o
F. MR ER/NDREDTRET 0.2 mg/kg-BW
PFOS 4 J& MEtE R R 2 0 2% T 0. 15 mg/kgBW
28 d MEPE KRB Z 02 #E T 0.25 mg/kg*BW 91 d
CIECWNI RO R TS bl Ry N 7§ EZY W S
# T PFOS 1.3~3. Tmg/kg* BW il 1 mg/kg*BW 4 J&
J& AT 43 5% B ik A AL W ARG D 1R Bk S g
T} & BB A TN 5 2 B (Alanine aminotrans, ALT)
KT NG O R T PFOS(1 mg/kg  BW)
6 JJ5 , AT BT AR 0 AR R | i v AR [
Hm =R ACE Th i, WF9E R W] PROS W] 52 i i 57 5%
s KK F kP, PFOS @l (3 mg/kg BW) 2 5%
A LR CD /s BUIE A RORE AR 2K L L OF ko
Jo 38 PN AR AR DG TR

BrE 4 10 B 8% T PFOS #1145 (0.0.03.0. 15 FI
0.75 mg/kg*BW)26 J&, H7E 0. 75 mg/kg- BW £ 5%
BN 7 AETT CHERE ) AR 0T 5 T R AF B 20 i IE R 23
YAk B4 JFF I S A VR L AL L = LR
PR SR TR v J3E R AN e — KO BRI, 0. 15 mg/kgBW
LA M0 280 R IR A5 4 5 10 0. 03 mg/ kg BW
fril R B AR S G 7 NI S AR
3.2.2 PFOA

PFOA A 4 1 M U7 25 3l 9y JIF 0, 5% ) 5 1 JE 2y
A AH G il 19 7K SF- o — 30 LA I o 3 n h Z&5 Y
W 5% 45 2] HEPE ICR /N R & KK 2 8 T PFOA 21 d
i) LOAEL A 0. 49 mg/kg-BW"™*', 5 — I fiff 53 15 2
HEPE K Bl 0 B 5% T PFOA # 3 13 1Y NOAEL
4 0.06 mg/kg+ BW , LA §% B I 40 M IE < JE =
i G A S A B-E A IE S A W
LOAEL Jy 0. 64 mg/kg-BW'™' fE/NEAK Y, PFOA
PL 1 mg/ kg BW S DL b A58 & 28 1 2 6% 21 d, BP AT

LN S 1 a7 o 1B 7 N A ) 5o
7R PROA 515E (14 4 453 45 7T e 55 480 Ak d 1 5 i
J R A 5 I B K RT RE 2 HF 40 DNA &
8 i r g

PFOA & AT DS 2500k 17 28 3l 9 A G 25 8L B AR i
T8 b =R AN AR DT R A i T e I I =R
IR /N2 1 2258 T PFOAC(L. 25 mg/kg-BW)
4 Ja J5 e B A T O 2K P b T T oM 5 RN G A
BB B AR, (RS 52w LA R A OB R OB R
7J( \/[4410

fH 0] % 25 11 %2 8 T PFOA 90 d(0.3.10.30,
100 mg/kg*BW) , %5 3 JE I & Bl 30 mg/kg-BW 41+
= HMEFAETS 8 S B 100 mg/kg- BW 4 i 5
WEFRT . WA R Y B L O R T
PFOA(0.3.10.30 mg/kg-BW) 26 J& J5 & ¥ iT I &
it I S AR I, B 5 ON Ry 2 PR R R G A
B8, 3.10 mg/kg-BW 2 & & BLHF 04 05 38 4, i
30 mg/kg* BW ZH JF 51 35 R4 J5 o vk 4 B 4
3.3 KRR AU T

XF Wk 5 25 2 i 0 R O g SR T E 2
PFOS/PFOA K 1] %3 Pk Fn 8O 7E 09 F 2 4 T,
SD K24 1 Z & PFOS 8 £k (4l & 86.9%) 104 J#
(FfEPE:0.0. 024.0. 098 .0. 242.0. 984 mg/kg* BW ;
P£0.0.029.0.120.0.299.1. 251 mg/kg-BW) , M £
F| 0.242 1 0. 984 mg/kg- BW 4L b Pk BUIEE R
RN ;B v ) 4L (lEME £ 0. 984 mg/kg- BW 5 i
1.251 mg/kg* BW ) K B i 20 a0 375 i JAEL [0 s (i 7 )
T 25 W K T B R AR R R AUK T T A0 R
R A WG s WF SN A I R B 1T e
PPARa/ CAR / PXR /5 (1 FIAE A 67

SD K BLZ 11 % 8 PFOA £ 4k (46 FF 97.2%)
2 4E (MEPE 0.1.3,14.2 mg/kgBW, M1 0.1. 6.
16. 1 mg/kg+BW ), e /5 1) 2t 20 K BRL 52 AL () J5 448 e i
R AR N 5 — T E SD R B4 M
#& PFOA (14 mg/kg-BW)2 4FE Y HF5E b, W25 51 K Bl
2 WL T 0T 240 R TR 200 L R 3 R R AR 96 4 i R
() & A 3 35 B 2 e SO g DL R R
HH I R MRS AR R AT T T PR A SO0 2R B g R AR 1L
o B A R A R B TR T A AR A R ok 9 TP 1
FIEDEY . BFSEF W PFOA it 52 AU 18] 5 40 M fith 988
B9 05 S 800 T RE 5 40 €5 2 PASO il RN D A il Y 5
TR Z R TP TR R R A

BENNINGHOFF AD %5 %} i i # ih %5 2 % B,
P75 K g () i 6 43 I AR] PROS(2. 5 mg/kg BW,
A8 5 d)F1 PFOA(50 mg/kg-BW, & 5 d)6 4~ H ,
WELE] PFOS F1 PFOA A9 X 55 4 6l £ JiT- i Jgs 4 A=
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R It , PFOA & 0] DL 2w i g8 i K/ 5 (R A
PFOS/PFOA b P iy 68 fn ¥ K & A= b 9 5 3= W]
PFOS/PFOA X il fr1 i JUE i g8 A7 — o2 (A 98 4
3.4 BRIk E RN

X} PFOS.PFOA BYA=F8 K& B A9 8 LA WG 147
KWy, EIRWIE CD-1 /MR 1 28T PFOS,
Al 5] AR 4 (0. 5 mg/kg BW) Al £ (2 mg/kg- BW)
A T RGO R B G R T iR K
HIH (0.5 mg/kg-BW)™ . PFOS 36 1] L2 i) I 14
I BRA R G, FE RN B IUE &N B I
JHL Y T R T 52 AL ) 5 40 R e [ s A A
2 G0 R K (S A2 i) 52 30 AS )
- TR

WRWIE CD-1 /N & 1 2288 T PFOA, AT SE K
FEOR 23 86 5 18] (3 mg/kg+ BW ) , 384 1 3 it % £ A i 2R
Ja FARBET: R, i A4 (210 mg/kg BW) F4U5E
TR T AR TS 24 h o 38 AR AR AR AR
M AR EZFRZES . PFOA if ] B AL 110
PP RIR L B, RBELRAE R KT AR,
3.5 fhasEtk

PFOS & 2]/ sh iy A £ 8, S 8=
[6] 2% ) FiC 2 P RS . Wister KRR BT T A
] Ve B2 1 PFOS, [ 315 3l fe ) B0 R4 ek /D g o
X 38k 4% R R o i i R R, CSTBL6 /BRI £
3L N RET PFOS, /INRZS 8] % 2] Fe A2 J1 5%
1 (2. 15 A1 10. 75 mg/kg-BW | &2 40 ) , &= 7] & 41
(10.75 mg/kg* BW ) /N BRU ¥ By X it 25 240 i 0 T 4%
BN, AR A £ B R IR

HET X PFOA #h2 B e B oe 480, Z 4 p T
REMARENE . — WU TN I IR Wister KBRS
A 4l BOE S A POK 288 T PFOA, RILAI B A 15
SN 7R S — Wk F M o g% )
PFOA XF 48/ BUR 28 2R Gt ) 1 M) 22 5, BRI AE
WEWRI 22 1125 88 PROA, T AUREVE /N RO IR ZH 2845
SR B 10 ROME /DN B Bh st BRI
3.6 tfEEEME

PFOS Fil PFOA 1yt A& 8k o it . Kk
M AMNIESE ¥93E B PFOS 5 PFOA A H A AL %1k .
PFOS/PFOA AN 415 S SHE 40 i Fl AV HepG2 4
L DNA 4 W7 24 AR 7= AR [ B PFOS AN
S5 75 N BT 4k L S R DL i 5] A BE TS 8 DNA
B, A A BIBESE R B PFOS BB 15 5 K B
B AN A JE A H A% 7 A DL B DNA i I 24170
PFOA 1] LLB4 T HepG2 41 g \TK6 21 ifd H i 1% 7K -
I DNA B 24 K F°7 0 H Al & & 3 PFOS/
PFOA R AP S A P 358 1% 35 4 A =X 00 B 3R 4 o

3.7 fpEREtE

PFOS/PFOA W] 24 722 WG 14 24 5y 1) o 5 2 6 11 45
RN T BE S 40, B PFOS X 3 ) o 9 5 55 () 75 R 1
F1# PFOA % . PFOS/PFOA 1 il i i fi 41 fig A
TV 230 0 3% B 02 A HC U T R SR B S T A A
E & A 24, SO E & B &R, PFos/
PFOA 38 n] DL AR Bt Jit BOREA0 BT Sz 4900 1) bk 1
20 00 55 G 58 0 M3 B 7L A PFROS I AT R TG I
FLah Wy e B HE T 0T OB R R SE T -«
(Tumor necrosis factor- o, TNF-a) | [ 4l il /i % -6
(Interleukin-6,1L.-6) %5 4 it (Al F i 7K 1757

4 ZERERALARRES

oy E R AN E PR A ZUFE T PFOS/PFOA AU
DAL OF 5L T A DAY B 48 3 fE (Health-based
guidance value, HBGV ) IR 1, Hh 2RO T EL
Bl Wy 22 1A P /98 P IR B 2 75 R 23 2 5 (Point
of departure, POD) Ff B 1 /1 iy & & %, POD — Mt ik
S Tl 50U A R B8R I ) R WL 5% B R RAE K-
(No-observed-adverse-effect level, NOAEL) . W £ #|
AR AE B & K 5 & (Lowest-observed-adverse-
effect level, LOAEL) 5% 95% & #ff: 77 1t fi% R {5 (95%
lower confidence limit on the benchmark dose,
BMDL) . 7£ 3 T 3 ¥ i 5 5 &2 POD I, W52 28 i
B IR N0 e E A R A
TR A A B A AR K T R A 5R e AN RE AT 5
HP WL B ¢ A 10T RE T I Ry L g A
AR SV R AR RIS 4 28 28 558 A 52 )

T [E Xf PFOS/PFOA Y 5 G¢ KU 3 Al S i 57
PFOS/PFOA i e fif 3 {H R WL 4 18 . 75 [5 A T Y
PFOS/PFOA N B AT i o I8 A B 52 4 > . — T
FEMEE T 2 W 1H 4 PFOS/PFOA 5 55 5 1fi W {11 3¢
%, %W PFOS/PFOA 5 8 nJ fig i 2 101 i W 4 ™5
— AT T MBS T A I AR N PRASs 19 57 7K F 7] 2
M ) 2 WA IS ) — TR S LA T 22 PFASs %
RS PN W IR KR IR EPS

5 PFASsHIEIE

F 2000 4F5 , 4 %7 PFOS 5 PFOA 277 5 i Jf]
14 22 T R T 25 4 FH 4k 3 9 S50 . 2000 45, 42 BRI
KM PFASs A 77 B 26 B — —3M 2 "] & 1 457
PFOS M H K FAR AL G . £ H EPA £ 2003
SRR PFOS Z 558 1T % A A A B I Ath J 1 7™ A2 AN
52 me AR PR 28 B A Y O H L % (Toxic
Substances Control Act, TSCA) ¥ PFOS %1 A fk 2 5
H SR 5 28 ko A 7 Al T . BR B 2006/122/
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F 1 K K E BRI L PROS/PFOA fi FE 15 i
Table 1  HBGV of PFOS/PFOA in the national and international organizations
PFOS PFOA
3 I\
bt =TT W MRS BE5k  WREA S
C R 2 i i
pop  EEEMEZ D M3 HDL T3 FEAE; TDI= Wtjﬁ":i MEEMTH& TDI=
2008 B TSH T+ 150 ng/kg-pw  CALMIREHE UL A 1.5 pg/kg BW
S ke PESs  WEARPEIRSE o herte
! 17 JIEL [0 e T iy = : o g ;
WO fr i 4 o AR SOMIEITEIETRE TWISIS ne/hes ) o toos g MR TWI=6 ng/ke- BW OIS
F(EFSA) 2018 prgg  CJLERILERLE  BWORE T W5 T F0.86 ng/kg- BW /d)
S AR 1.86 ng/kg-BW/d) '
eI LY/ R
e ) ) , PFOS.PFOA \PFNA #l PFHxS U F} PFASs ) TWI=8 ng/kg* BW
1821 E Proges S ) AT
20207 SRR ATRIEREIIEW i 1 14 ng/ kg BW /).
EWFSE
P "
;“L‘Ei%}xw‘ 20085 2008 45 EFSA H {dd HE 5 S 1 4 %27 5 TDI
- i KE /R
TR ) N - = A X
2014151 jtzi‘wi,;f T MzkEE 0.03 R/[f gy SRR AFREFESEI RID=0.02 pe/ks- BW/d
ESC R E R DoReRE BN gng
F(EPA) . . AL
7 MAAKRZ&H RfD= MNR&OkE
[86-87) E=X N _ o/ ko
2016 S MTHEETRE wg/kg BW/d BRI réil RATARM RD=0.02 pg/ke BW/d
BRI i
FF 2 ¥ BE 4R s OB 104 JE 4 JFIE T BRI R TDI= KEL90dZ 0 BRI B .
#(EPA) 0157 e i 0.03 pg/kgBW  BEHESH B TDI=0.10 pg/ke" BW
S 6 1~ H . . MRL= AR 64~ H 45X 0 R
[12] 0 E=NAY — . 7
T TIET S gy COWTBERERN oy ke BW/d Bk i MRL=0.02 pg/kg-BW/d
BB . FTRMEEF
KEAEFEE  FRIFIRER MRL= /NERAE B :
[12] = L g - . ¢
(ATSDR) 2019 i R E FIE 0.002u/keBW/d  BHEK ﬁr;fimﬁ f  MRL=0.003 pg/kg- BW/d
W £ b e N TDI= N I o .
I (FSANZ) 2017% KR AR BE KPR b 0.02 pg/kg- BW PN f R IDI=0.16 pg/kg- BW
M 1 2 o1 B NV e o ]
5 (ECHA) 2015 SRR )7 E D 1L DNEL=800 ng/mL
faf 2% [ K o8 3 . . )
JHF B Jo 5 3 feke R BR A R
b IR [91] — 55
TR A JBE 2016 KB pEaie R 12.50 ng/kg BW/d

T B (RTVM)

T TDI: B H AL A2 45 A TWI: 45 8 7T i 32 A 5 RID - 2 % 58 s MRL: e IR 7K SF s DNEL : JC A4 A i 5 /K SF s HBM : A28 A2 9 W e

HDL: & % B NE 8 E 5 T3 = B FUIR IR ISR s TSH - 4 HHUIR IR R
EC 48 4 HLE BR#l PFOS 75 JE & it SR 7 i v
FIANE B . 2009 4R, PFOS K HE 2 FIHH AL 1)
BN A T 47 AME A BTG G W 1) 30 18 55 R R A
ZY)BEF B A EA B T A R Z A BR A
fEH . 2016 4F, 3€ [F & dh 25 i 5 8 B (Food
and Drug Administration, FDA) N B ¥ 3 F & £
PFOS Sy 8477 it 51 £ i 122 Al b . 2020 4R 3K
FELRE PFOS K HLER 2B A (b [ ™ 4% BR 1 B9 A7 75 1k
ESLEE IR

PFOA #H G254 19 th &5 I T PFOS. 2004
AL INE RS PFOA S5 4 T ) B G50 18] 588 B 52 it 79 4F
bRl . 2013 45 BRI AL 2% & 45 B R (European
Chemicals Agency , ECHA ) PFOA F1| A & B G
Ji S B . 2014 4F , B R 9 5E WF 98 Fr (International
Agency for Research on Cancer, IARC) ¥ PFOA X 4y
NN EBEEURE Y BR A 2017 4F TARC A A
BUBR Y b, PFOA #51 2B J 0 (7] RE X
NEEUE) . 2019 4 3 AT E PR GG =A%
520 Ko Wik PFOA B A (il 5F /R BE A 29 ) 1Y)
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Figure 1 Internal exposure of PFOS and PFOA in general population in various regions of China from 2006—2012
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