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Study advance on mechanisms underlying persistent organic

pollutants-mediated astrocyte activation”
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[Abstract] Persistent organic pollutants (POPs) are ubiquitous in the environment and accumulate in
organisms through the food chain,posing great risks to human health. In recent years,studies have confirmed
that most POPs are neurotoxic. POPs can affect the function of neuronal cells,astrocytes,and microglia. As-
trocytes are the most abundant cell type in the central nervous system and play a key role in maintaining the
function of nervous system and inducing neurotoxicity. This article summarized several common POPs,such
as 2,3,7,8-tetrachlorodibenzo-p-dioxin (TCDD) , perfluorooctylsulfonic acid (PFOS) , polychlorinated biphen-
yls (PCBs) ,bisphenol A (BPA) ,and their mechanisms to activate astrocytes. This article reviewed the rela-
tionship between POPs and astrocyte activation,in order to provide references for future research on the neu-
rotoxic effects and mechanisms of POPs.

[Key words] persistent organic pollutants;neurotoxicology;astrocyte;cell activation; mechanism

Bifi 5 Tl W Pk & ', K& ffb2F 1 ol i i HX #H 22 & 88 (central nervous system, CNS) 4
Gt AREE . A A IE LY (POPs) &S AEAAR M. S ECRE A B34, 23R
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POPs 7 16 52 JE I o 41 it i AL i iR A7 2538
1 TCDD

TCDD 78 ¥ 85 b8 38 A7 7E » 32 2R I8 T Tolk &l 7~
i B AR ST I RN Y RL B B b, AR EE L R U
I 51 R A 0D 000 o s L LA R A A 2R B
B, #fk TCDD W JLE M 4 R G L & 2, 2% 2 fk
IR B RTHEZT R B R )2 ) oA R 22 R G
Y X; TCDD 2 88 ¥4 [0, AL 45 i 48 7T /N i 5 40
Jif T T S S A

STV S5 A0 i 348 A4 2 — el 40 A K L 3 A A
AE B 9 4 0 B 2 I R B 8EIESE S TCDD iy 2 7%
PR IAI LY . TCDD i 0% 5 H s B/ 15 5 5
SV S0 B (Akt/STATS) 3 5% 14 0 20 A J5 3
HEF DI (cyclin D) 1y £ 3k, 4 #F 52 % B 5 40 A 3%
0 AT kB(nuclear factor kappa-B, NF-kB) 5
538 % = AH SCWF 59X I L 7 TCDD /EH T, NF-«B
W AT AR K T 1 (CTAKD 3G . Bk
vt , TAK1 78 TCDD 755 1 by P B E 15 ot 248 e 2o 7
R R L, F SIRNA ZEZ MR LT TAKL 7] i
240 TCDD i S 19 NF-«B 15 1k & & % i 5T 44 i 1
fb. BFFE AR & B Sre #0461 19 & A FEE C IEY (sre-
suppressed ¢ kinase substrate, SSeCKS) 7] UL #% 4 H
## C(protein kinase C,PKC) 7% . kN5 B K
A AL " B — 2 BB TR 52, SSeCKS il i 5
17 2 % B B ( TNF receptor associated factor 6,
TRAF6) FHEAEF , 4811 1% b NF-«B {5 5 38 #% . J6
I T A
2 PFOS

PFOS J&—Ff & S A B AL &4, i £ 4
AL AW KRR W, BT R IR A A 2 R A B M
JoT L FE R AN Tl A E Tz B8 i T R L BELA
F B B A EE A By 75 A R A A bk L2
SRR B4 . PFOS $A R &2 —Fh BA H A
PRI AE P AR B A LTS G, o] o S A L R
SERIEE )8 PN N

RZ W55 20 . PFOS EA W I (1) #2835 PR R
T HE AR M 2 T R A M . PFOS AT S/ i i
21 /N i BURL 20 I AN 2 e i . PFOS Xt #& oo
PR A BB IH BT PFOS X 2 I i 5 40 i 1) 41
MEREPES . L C6 20 A b M A F 5 5 R L I ) ek
PFOS A 38 B8 i 5 40 i 1) 5 Al GFAP By 3Rk,
A I i DT (7 QS Lo A = o
(ELISA) Fl 3% 5 5% 2 & B 5% I 1. (RT-PCR) 43 #1 &
U1, PFOS fefe i#f 11 41 Mg A R-13 (IL-1B) #Y K 15 Fl 43
W, EL SR A0 RO B TR R . e Ah L FE C6 R B R A i
Z9Y,PFOS 1[5 NF-«B I # & 1 «(1IkBa) A 85 B2
TR TN B AR L LA e NF-B M 41 i J55 1) 40 B 2% A S 3L
I, PFOS 2 &5 , NF-«B {55 B g %% . PFOS
S W i Tk UL B 3384 ( PISK) / Akt #l NF-«B & 72 i
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HE C6 Y I 5T 40 M 1 9 iE 36 4k . PFOS 7] L 4 %
K+ IL-18 mRNA #3235 f 8 1 3 W, JF 34 il NF-«B
p65 W FE A il R Ak A TcBa H Bl 19 B % L 278 PFOS 1]
P56 BILI T 40 Ml NF-«B 1 1k . Akt 15 538 % %
PFOS 4~ 319 NF-«B i 46 F1 48 P [ TL-18 189 43 iih 2
SRR, TL-13 2 SN B T M 5 A4 4 A oA
BRI R 22— e R I AR /0N i 5 A0 R T fR G 2
JE e B 40 7= 2R, PRFOS 2 588 S 80 IL-18 3 3k 1Y
5 5 XV S T ARORE SR R B AL O 2 B T VR AE
DR R AEAE FH . A R SE #4538 & B PFOS &b H %
6 T PI3K/ Akt {5538 i () B R 1k, 7€ PFOS 551
SV S5 A0 35 Ak S 2 N T sk 1

3 PCBs

PCBs 42 20 22 30 448 TF ff 7 T 515 Bl oy K
A7 A AT WL S s FH T 45 il Tl g AR ol
it PCBs 7K OF 5 # 48 % & B i3 (neuro develop-
mental disorders, NDD) XU 34 hn4H 3¢, @5 [ ] 4E 3%
Z A% (autism spectrum disorder, ASD) ™" F1 73 75 Gk
B3 22 3l b 15 Cattention deficit hyperactivity disorder,
ADHD) ™™, A fife 350 Bk Xof 22 b 22 G B 25 1 22 T80 BB O
Bt Mr e 0, S5 X AL A b, BB H EZE A IE R
JLEE K v PCBs 7K F 85 &, {5 3 Ath 43 87 #9 K F A
5 PCBs AT fE WG YR 40 I 9 (9 45 5 4% 0 % L X Bl 1
FTTRE 5 & B Mz dE A L,

FE PR A 2 R G R, BT AN I A3 Ak 1 AR 2 5 )
KIGTIge . AR E C6 41 R ARSI, 24 h PCBs
B BE M BE (3 3 9 pmol/L) &b HEJE , AT BE K GFAP
K- 0 BEL Ui 240 T 265 1) 8 7 4 G 2 0 1 e A L LT Ik
BRI (dibutyryl-cAMP) 75 5 19 20 g 43 16 32 42 .
W H 4 EE C (protein kinase C, PKC) fiJi il 71 X 3|
Ik T >k kS e T A ALK B2 H B b £ &R Caro-
clor1254, A1254) iy # il /E 1T, & W] PCBs i@ it PCK
EWHETH T Dibutyryl-cAMP %509 C6 40 i 5 2 40
fsr1k., STAT3 B8R4k X} F Dibutyryl-cAMP i
T C6 diffirh GFAP Jash T sk EXCEZ, 4558
I, A1254(3 5% 9 pmol/L) Z 58 24 h M| cAMP i
T STATS3 #i & 1k tbAh, A1254 FE K Dibutyryl-
cAMP R PERY STATS B iz fb 75 24 i PKC 76 M.
R 2 AR SE PCBs 78 1 5T 40 M 22 s I 40 i 43 b it
5T cAMP/PKA Fil PKC {5538 B 4t 3l
4 BPA

BPA & —F AR U7 JE S0 19 SN MR L T2
T SR e IR R 2 R A 2B L R B RN ORE 2R 2R DR A 1R )2
AR RSy . BT BPA B T i 4 A 2
ms I S A RAVFZH A, Bl (1) i F BPA £
Az AR A AL B g R P A R T L R ) 2 R T
W8 ()l 3 & YR (3) 42 fil 5 A JE &R M
WP JLTA AR GE Bon. AT RBAN
BPA N 1 pe/kg. IS E D BB, 2 30k
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iR, BPA H A7t 4 8 I o] 9] & 2 i7 R
Bepgter,

AN BPA 2 5giE it A i 5 A S B AL IR & 1A
SR FNG 45 # . DA 3 BOeh 245 4057 . 4 BPA 8
ok SR N RN 22 58 D05 AR 2R 1 IO (MAPKD {5 53
AT S MEITE T, AR BPA g5 A
RIS FEE ot 2F 45 1R Pk 2R ki el 2, & BLH BPA
PSS, GEAP BH M 5P B it 41 i & AR B 8 22 o A8,
GFAP ik, F BPA 4b /N R 41k iy 2 T i 5
21 b A A 25 O B 5 AN i S 5 5 R EOE R TE JRE T A
M, % R X O A R A B R A OC R %
Yl. A1 pmol/L 5 1 pmol/L ) BPA AbFRT 5|2 2
TV e 5 240 f 1 5 ZU 35 4k, 11 1 nmol/L BPA Ab 3 X}
IV A M B T 25 JC W s i Y L R R A R R &
(R TE i 3 (caspase-3) 2 # Z I 41 i I8 7= 19 b5 i
EHE BPA B #15 S caspase-3 k., BPA S M
Z O ASBS F (Ca® ) SN Al 388 58 v] S 5lop 22 0
FEIE o 240 v iX 22 T2 B 8 #2845 38 1 % Ay PR S 0
=W BPA SR MZ T 2 TE 41 i £ g AE 4% 34 /Y
Hh oL T A G SO0 G L BEAR R 1 & R
5 H i

F AW (nonylpheno, NP) 1 b fa 52 11 25 1 r= 4
ERBE A E B2 BT NP K2, 5Kk
T o FE A SRAIG L R NP A M 3R K 75 8 T R IS A 9
R R B 7E I A BE . NKBET
KB Z TG YK B BEFL B S A A A P
e R NPEY

AR L 3i 2o S DO I Ak PG GFAP 1
RiKRBET NP 2 SHUMNGIhRE R, 45 R %
B BER R 87 T NP 0y 5 A/ i BB e 5T 240 i 3 %
[l 2E 10 2% 8% T NP 3 2o 5 58 /0 28 e o 40 e A R e
it el TS S e T S5 W S e i i B DD 2
Y, BRI R T NP S8R0 Ik BE Y I iE
IR, 3 R /0N i A6 R B Y B BE AR R AR S IR B IE
LA/ NI LI =3 -2 [ AR (i 1 R R
I o A R 1 2, 3% A] REJ2 NP 5| 6 6 85 J2 Bl 4E 38 1Y
R e E . B #E T NP W84 H BMP {5 5 9k
WG . BRERAEEAGES NG TR E R E T NP
() F- AR /N i 70 5 Jie 3t 40 e A e o 20 R T I J5T 44 e
A BN L A R B B S P S AE IR Y SRR

Z LI K Tk (PBDEs) & — 248 5 %2 i 1R AL BH 2L 571
T Yi 805, T35 45 A I R A LAY A %
& Fh HoA 38 KL 4] 5 . PBDEs 7] DLUAE 38 8L 04 1t ] % iy
PN % 18 Rk B IR R REC At 7 A E N B W BE R
#°' . PBDEs B\ FE UUR Y T5 7K 75 U8 . 1% 28 R 1 0
TR W FL 3 FNR K rp R I 2], e S, AR B L
&I T PBDEs"",

X% BE AT PBDEs % 22 LAl e 72 AR 10
S 543 I R TR s A AR B 5T 3k A% PCBs .
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4595 PBDEs ML, A K 1Y 3E 35 35 0 H & B 20
Rl X W2 RGN . A UEYE £ P PBDEs 1] fE
RERBMMEHENY IR, N AR MRER KT
1 2 Ak 2 T R e
6 I 5

POPs [ 28 75 1 bk ok 4k 37 3] 2% 3 19 0. FLAF
FEIEAWITE A . POPs %5 Z o 8 1 10 B¢ B, 0% AL
2 I3 240 J6 /0N J5C T 440 R A 28 T 1) S R B 9 L 4k
M= 2 . BEIT R POPs T 3t 9 R M bt &
AU 7 18 22 B R A 3 I B P 283 SR A YT

N T HE A LB 5T POPs %% 58 A1 8 8 15 5 40 i 3%
2 B OGN R SE RN RL, IS B B 2 10
NFEEHE S e Wy A REAR AT E, i — B T
POPs X 5 JE B T 240 il A B 19 85 1, 38 75 22 0t 55 A ()
i 1) ) B I L. M H AT R R AT . B 5T
POPs X 5 5 5 40 756 £k 1) 52 i B 22 DA 45 Ff 44 4 4
NN E N RSIE7 Bk i NG (£ o7 1l S 7 N T P i 1Y
E—E M RRYE, BF5E POPs 5 Wi & I 5 5 40 i Y
TEALHLHI XS T B POPs (1) #f 22 85 1 HAT 2 3 3L,
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