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Abstract:

perfluorooctane sulfonate (PFOS) is widely used in food package, textile, paper, and insecticide. The toxic action of PFOS has
attracted increasing attention due to its high persistence, bioaccumulation, potential carcinogenicity, and consequently great harm
to ecological environment and human health. This review focused on the epigenetic effects of PFOS on DNA methylation, histone

modification, and non-coding RNA regulation.
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4 G Boe Ttk 1R ( perfluorooctane sulfonate, PFOS )
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PN PROS 5% B3 11 SCRR B L2 1. Bdis s, AR EER
Sl X ) PROS 76 AR N B9FR B8 A [R], S& [ H 2002 4
SCHE PRFOS 2540 J5 , PROS 7E AR N A 5% B8 i 52 T %
B IR — B AT L7 P PFOS (1) £ B DS v 7N
W HLIX 13.5 pg/L, KA HLIX 5.97 ng/L" 3, Kids 2 i
PROS 7E3& B A A a5 B AT A F 4 =i /K-

Fz1 2000—2016 FEHNIMLEAIRERIAEH PFOS %R B =

FREHX R ) FEAZI o 4RI (%) PROS(pg/L) 2730k
FIETEEH 2015—2016  IfiE 1612 22~96 24.22" [4]
o E R 2012 PRI 141 — 7.32 [5]
PEARE 2010 1ML 785 129 — 33.30° [6]
o R 2007 I3 110 11~86 1.92" [7]
pEAIE 2009—2011 I 225 13.6° 29.00" [8]
| 2003 Jiib 633  >12 7.96" [9]
iy 2002—2003  IfiL3iE 190 30 18.50" [10]
e 2000 N 645 20-69 34.90" [11]
Eg| 2006 M 600  20-69 14.50° [11]
EqE| 2010 M3 600  20-69 8.40" [11]
B 2015 LI 616  20-60 4.30° [11]
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5T 3R, PFOS IS & HIRZE | IFEEEt:
55 FIBAL RN A e o T AL F T 48 70 40 M3 58
T A A AL P R R R E AR, {HASES K DNA
FEoAR Ak, Bt R E R EILF A2 F AL DNA
HEAL . 28R B 1 AN R g RNA S5 X6 58 R 235 1Y
PR o AR SO PROS X HILAA 1 W38 1%~/ ] S L
FEHERRIEAT G, ik — L W PROS B4 AL 45
HEAR A

1 PFOS 5 DNA FEAL
1.1 PFOS *f DNA & ¥ A1k

DNA 5 K20 5 AR AR 7K SF- ] DA B e 5 PR 2 Y £
SEME, TR R RS R AL, g &
¥ Z 22 )5 2~21 d 9 M PE SD oK B2 22 T PFOS, & B
TR 4L DNA B H AL K P 7E 2.0 me/kg 71 541
AT B 2H B S AR ( P<0.05 ), A DL s 34k 5 A4
Il PROS %2 #28 A ¢, 52 0 % 3k i 22 88 A [ PFOS
J 43 % 0.1, 0.6, 2.0 mg/kg ) B (149 A E 3 20 i
L-02 fE MBI AT 42, $2HL DNA i b Bz TR, I
VRO 20 ER I 3 3 000 5 %A AN O 4 g e A% A
15"~ B T R 460 P B A% Y 1 2 R0 A S R A
DNA bR, 25 IR . PFOS YLBE 40 41 il DNA i
FR 3 Ak % 5 % B B4 B SRR ( P < 0.05 ). 7 F
T DU DNA B B A S0 1 > 30 40 5 25 19 43
Thras, FHEDIEAL AR 8E T IR dE Y G BB A Y
FWAE PRI, GUERRERO-PRESTON 251163 30
S AR L B I I 45 SR R A 7 22 728 o 2 1 [m] ) A
RUMEGE B, DNA G A0 5 I 2 IR ( PFOA )
AR (r=—0.72, P<0.01), Ifi 5 PFOS X, 1HiZ%
WRMAFAE— LR BRI, AFEA AN & HATFE— 252
M) DNA B H AR S AR 22 I &, £xF DL _E i )
KOBAYASHI %57 it AR 177 XS AT b TR
W TET AR 2 R VB TE IR 2 R 25 R B, KR T
4 -1 (long interspersed nucleotide acids element-1, LINE-1 )
Ak ( T4 G DNA S S g B 0t 8)) 57
B PFOS( P=0.764 ) F1 PFOA ( P=0.244 ) % & A~ H1 5&.
[FJRE, LETER 28 ' #6000 3/~ XA AR BE 228 110 A,
My RBER 70N, 4270 88 N ) HMILE PFOS 5% B8 1 40 il A
(522+25).(7.9+0.3), (17.7+0.5 ) ng/mL, Spearman
FISE43Hr W, FRBE oh PROS 1Y 22 52 7 & 585 T DNA
S R AR B AT A OGRS RESE 4 75 2 PFOS
XPRE TR L o R 2 AR . HRT R A BT

PFOS Xt DNA & FH AR e it g = A, ey
KILPFOS 2% 5 DNA B AL T, Rk RFEA R
PR TILA 5975 “F R e Y R Ak e 28 18 57 S ML DK A A 5T
77 1] o

1.2 PFOS *fA8 % K I/ W 3R AL 89 %0k

1.2.1 PFOS 5 fii J7 ¥ # 2 & & B F (brain derived
neurotrophic factor, BDNF ) B Z{t,  BDNF J&52 M #fi 42
ARG | 2 i) BE RN 2 fih T 9 1) & HE R 2275 7R IR
T HATVF 2058 £ 4UF 52 BDNF 38 18 1% 220 FR 4 W B
R A5 S R A A AR Y & B A, 2 Hy
P25 240 Jif AT B PE 20 BDNF (1R Fef S 3R Ik 25 45
NI RE R R, U8 0K w1 U2, SUT
L2 FSE B, BDNF B WE A% 8 45 nT R 2 P
TR I 2 ok A 2 ik ] S8 P A A B DL A SRR, A
FI PRI N K 52 55 AE 238 BDNF 3 81 B 321k I E4m ]
HFIK, GUOSE 2 5t KM, PFOS 252 53 SK-N-SH
YHAAEAR . AN PERREAR; AR By R A
it = S W 325 ( BSP ) R & B8, PROS #0728 T SK-N-SH
411 it HF BDNF 1953 85 7 DRIV (59 F B4R, 7RIS 30
T I, 10 5e R34 B A0 AE 3 AN BE 4L (0, 50,
150 pumol/L ) H J5& Ak B 2% S 4 4H 43 531 M 3.7% . 0.7% .
1.3%, TEJR sl IV H B AR ATR S 53550k 8.0%
4.0% . 5.0%; FERIYE, PFOS %% S8 BDNF £k T
K%, BDNF Ji5 35 IV 45 20 4™ CpG o7 o5 v 15 /5B 4k, 1%
A7 111 B AR A AN [R]R BE 28 R 43531k 30% . 80%
90% , XMV S5 2 75 2 BDNF 1E PR FI 28 35 4 1) T 3L
DL AN 2E , B2 — S () SZIRUER

122 PFOS 5 A& RtH Ik S- 4 % B pi( glutathione S-transferase
pi, GSTP) W 2t 1t GSTP 45 e H A2 ot il (1) — Fof,
ENLTF AR 11q13, HAARMEH RS LR TE J7,
A IS SRR B H K S5 1F 2 sk FE R AR S )
i, WIMNANEA B R AT, AR T HE R
ST 2 i B O A 24, GSTP 3k D kUL Bk s o Bk
R, SREAHUARTE B B RS S R Re )T, =
AR SRS - iR ) R G R A, 75 & 20 il DNA 453473,
BA BIRE 2 A 0 4 F A 2 R SRR B ST R
B, Nef2 {5 515 38 I RENS Y GSTP RNk, KiF
A AL P20, WAN 450271305224 221 d Y SD i
PR B F A TRIKSE B9 PROS( 0, 0.1, 0.6, 2.0 mg/kg )
HERE, FRAERZEWILM (B4 21d) IEF
R AR A, 38 32 BSP ARG I & B, 5 57 2 4 i 41 20
H GSTP 3 H 3 8 - X 35k 1) & 4 CpG 37 4. (+79, 81,
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84 ) AL 1K 30%, S - VK FR, T
JH RS A R s R S a3, JF 3R W1 GSTP JE [ H Ak
& PFOS JIFIE B2 ML 2 — . R 177 GSTP mRNA 1) 3
K5 A ZE RN —3, SCR kB, 4% 4 GSTP (%
S PRI F- Nrf2 Fll MafK 228 %A 2840, {H Nef2 4100 il [R5
Keapl tH3L T, AT 2] 4% 5 8 GSTP mRNA & ik
0o XA SR LA R S A i A 1 B RO
2o X GHFFE 2GS RAR—2L
123 PFOS 5B AL & B 1] NAD(P)H: quinone
oxidoreductase 1, NQOI1 | ¥ 4  NQOI1 & —Fl 25 &
fitg, TEARNARE S HA T . T AR — A A4 R A8
BEPEY) ST AR N4, FENUIAR RS A Gl b A #54E E
SRR WY, A2 EE PFOS 5+ BUIIE NOOI
FER B RO e B 0, ARG R A R R T
PFOS(0.1. 0.6, 2.0 mgrkg ) I/NECHBFFEXT S, BSP A
WZER GRS, 5XTRAE, mifla PROS A+ FUH
i NQOT R IR (=573, =523, =507 o7 /5 ) F 3k Ak K
AT B TR, 35 10%( P<0.05), H ., K54 ICH B
HAE(P>0.05); NQOI BEHA 24> CpG A s AL &
AT A — T b b, X S e R 21 B DL 4 R SRR S
AHIA], H AL R A R — A vabe b T2 ) R AT 5%
FLEERON . I, PFOS 2 NOQOT HEH H AL ) 5+
HEEALT NQOL IWf##ERE T, METMIAE & IR
1.3 PFOS *} ¥ 3K 2645 B 09 % v

DNA FF AL H: 340 ( DNA methyltransfersase, DNMT )
£3,4% DNMT1 . DNMT2 1 DNMT3, 5 DNA [ 15 7 %5 ]
HH2E. DNMT1 BEHE - F 31k 10 057 5 3 Ak R 4 Y 34k
FRR B AL YERE Y 78 DNA & ik v, S5A0A
1 454 H AR DNA BUEEFER, 4 C AR R R bR
TCE N A B BE L, dERE R A B IEIRR S,
DNMT2 F= 2 & (RNA [ L RS Bl B B SR AN Sl
CpG H LML 58 4232520 . DNMT3 A 34~E3E, DNMT3a
FIDNMT3b & )5 &1 L AL Il D2 fE 4k DNA H
FEAL BB A, R “de vono FRIEAL”, DNMT3L J&—
AN A DNMT W5 P i PR35 2 8, GUO S5 2 \WiF 98 &
P, PFOS % 52 [ A% SK-N-SH 41l fft ' DNMT1 7E mRNA
FIEE IR, (H3 01 T DNMT3b 7£ mRNA FilEE
17K -1 22 38 5 DNMT3a 7E mRNA 7K ~F 3% 3k 5 Xt B8
ZHAH LA BB 22501, {H7E 50 pmol/L PFOS 2 #5241 H
HE AR AR TR X DNMT FE M A iE S
BDNF J& gl 7 1MV H S b i A8 5 56, 380 BDNF %
IR, PR T . WAN 25027 il 55 % 52 22 SD K

FREF T [H] 57 4 PFOS e 4% (0.1, 0.6, 2.0 mg/kg ) )5,
R b AR 21 d )5 BURFIEREAS, R 2.0 me/kg 241
DNMT3a 5 %F FALAH LB & 17, DNMT1 A1 DNMT3h
FEIRTCH B A8 1k, DNMT3a GBS H FLAb 2 Jij o &2 H 3
B9 CpG ¥4, IL, 7E1% 5256 Hh DNMT3a 35 1934
JIAT R S AL R R — A U S

2 PFOS XA ZE A &IFRI RN
2.1 PFOS 5 407% & Bk

21 B I BEIR AL 295 X 21 2R 1N o 2 S R B L 11
BERR AL A& , X DNA BB 5 | e A AR e
DL A E Y AR BRALRB IS T A B AR L,
W58 B, 75 DNA K AL, H5 5152 DNA AU Wr
Z1( DNA double-strand breaks, DSBs ), #H & [1 H2AX
B E DNA BUsE W 2407 B 2 Ak (v-H2AX ) I 7
DSBIJE R 4R A, Bifi J5 545 4H G 1) DNA & & & 1 ik
B, R v-H2AX A BE A 4 460 DNA $3 45 &
V5 & DSB A AFTE IR SRR R, WANG 280 &
B, PFOS W] L5 v-H2AX £ 55U FE /D UV IG BUAT 4 241
i MEF R FP LR, H Western blot 4554 /5, y-H2AX
FA) 2 25 o 7] P 398 o S22 00 o — S O R o I BB L SR
B, PFOSi/5 & DNA 5495 W 38 s - 30 H2 AX i iR
HA LN
2.2 PFOS 5417 & TEEAL

HEA LB B E R N A R A a
EEE Y, FEBAHEA CBEALEE (histone acetylases,
HATs ) Fl4H 5 H 2 Z WAL B ( histone deacetylases,
HDACs ) 2 [FJE5T . 418 11 LA/ 0 2h 5 ks
T R4 5 e 0 T 1) 5 A R TR () S 5 3838 . AR
I 2 Ak 1) 2 5 PT s 3 IR S o R 3k, B O
KAz F AR R AZ U 4 B 1 H3 K H4 BRI Y H
AL MR A A FRIC 2, FENG 2 IiF 58 L 2R, 18
PEZREE (4 ) TG [ 0.1 mg/(kg+d ) JPFOS 1 %,
AEEME /N, 8 AR [ B R A B R B
1 ( StAR ) 5 3l F-4H 55 11 H3K 14 2 TBEAR 4 1 ki 2% 114
G, s R A & B RSN . HDACS 2 1 2%
HDACs i — 51, HF B PRSFIY C- st b Ah bl H 3 22
TEAEANIEIE T, A T 28 HDACs — MRFIR I HY 0
AE LR e €00 o A 45 4 ARG S D A 6 fge !
KB, HDACS FikUTBR 235 M i B R I A o4k, $ikil
YUPERETE . A AR IR R, XTI L, PFOS
B/ S IX T HDAC8 mRNA 57K 1B S [
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fR(P<0.01), F£H PFOS S A 22 MEHLHI AT BE 5
T T X BHAH 2 A S AR B i S A K

3 PFOS 3t3E4R#5 RNA B30
3.1 PFOS 5 /T4 RNA ( small interfering RNA, siRNA )

sIRNA F B U5 T4 7 | 2 5 DR sl 2 1 M I
P SR, 7 20 5T TP B RN Ase A il 3178 Dicer
AN TR 21~23 LT BRI 46 5% RNA, TE4H ML fg =
ML EE B A RNA 5 UTBRE A4 ( RNA induced
silencing complex, RISC ). 1% & & MM ATP g fi
sIRNA fi#t i€, 48 J LA RISC | 4 siRNA J3* 4] ly 5] &%,
FHRIFLE B HE Y B mRNA, £ B AN, 51 & H
B Argonaute £ I S 14 2, SEILAEE A TTER . YAO
SIS R, PROS R 1 75 1A - 2ok iR/
HepG2 21 il F WEARK MR T AtgS-siRNA (5% L ik 55
T caspase-3 7E PFOS H & 4 AT BH I 40 M T LEE
SEL NN BRUBURL AN i Y BE &2 BE, PFOS RE 3 i 15 4 41
I T2 B C A5 5 B AL e i T, R
O C [R] T4 Sk sIRNA RE 1) caspase-3 15 1 5
DNA W%,
3.2 PFOS 5 4> RNA ( microRNA, miRNA )

miRNA K B 0 19~25 ME TR, & —REFk
R EEORSY . ARSI AR N IR/ A
i RNA, Tl 5t 5 FE R Rk P84 . miRNA IFE
KAFF: OmiRNA 55 mRNA 19 3 565 g i XA
58 4 FAMEC X IS B0 S B S @ miRNA
EJROAT 2550 4 H AN RE S | A2 #E mRNA AP . miRNA
FELERE AN M AE 5 DO RE 7 Il & ¥ SR BE VR A, aE T
TR R FRGE, A SR 355E | s ST S E
Ay . WANG %6 ifF 58 PFOS Xt & & 1 K UK
JIE H miRNA 235 2 (52 M0, & BUAE © H 1 387 45K
FUmiRNA H7, 78 H AR 2 1 RAIZE 7 K454 46 2 F19
ZxmiRNA 35 B W o 28 . H P g 4 45 miRNA ( miR-
125a-3p . miR-23a* , miR-25, miR-494 ) [1Y & ik & 75
ARG L RN 7 R IR & A B g A Ak, # 3 TR A T
FEREST BT 7, PROS 9 22 58 T RE 52 M AS [R] i E AH G
AR AN MIGEE . BT S AR AR RIFEHL, WANG
LTI T A ARG I PFOS X M AR 565 1 KA 7 KK
U ZH 211 miRNA (33552 M, 4558 &5 R filfk
A SC Y miRNA Feik 5 I & o LISE S B (R M2 56 i
/i, PFOS 3 32 384 it miR-22 A Xt & 1k 47, 4101 il BDNF
mRNA 1 1%, 50 BDNF-ERK-CREB {5 5 1@ 1%, M

PFOS MM BEE AL 1B iy SE g ks .

VER—FpE TRk iR =, FWBES5 7T
HUAZ R A A il B, 2 A= Rk 2 S0l 2 A 5T TN
2o YPMPFOS (R Z 2 E L 0w, & 0Foe 3k
B, PFOS BEif ik DNA FHILAAERT . 4L B . JES
fith RNA I 95 - H 38 D AL i RS0 o, 1 52 i 6 [ 3%
ik, REYIIE KRB BRI R R R RN
o W5 B, PFOS IR R ) PFOA BEif i e Wizt %
B S S g & A0 (B B B A A B i S
UEHE I PFOS X I A AR R AY 52 00 . BK PFOSTEIRZ
] R b DX 22 e 1 s B A, (ROCER R e
FEANARGEZI, AT i PFOS 2 W35 % /4 FH FIAL I
REA B sl D28k 5 R p A F AR P00

S 3k
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