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Abstract: Widely used in industrial production and life, some of the perfluorinated compounds (PFCs) have be—
come a class of ubiquitous pollutants in the environment. Due to globally distribution, environmentally persist—
ence and bioaccumulation of PFCs, the toxicity of PFCs has raised increasing concern. Recent results of study
show that PFCs have developmental neurotoxicity besides significant toxicity on the liver, immune, reproduc—
tive and endocrine systems. In this paper, the research progress in developmental neurotoxicity of PFCs in re—
cent years were outlined, and the several mechanisms of PFCs developmental neurotoxicity of PFCs were dis—
cussed. Additionally, the problems in the future research in this field were analyzed. To promote the further un—
derstanding of neural damages of PFCs in the real environment, it was suggested that research in developmental
neurotoxicity of PFCs at environmental relevant dose should be strengthened. The developmental neurotoxici—
ty induced by combined exposure to PFCs and other neurotoxicants should be concerned.
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g iR BT 6

BT AE R DL AR 8 PFCs f74E, IF HHAS
HAGERE AR BRI L PRCs #i A £
AT PR AR R L (0 \BRBE Y PRCs 2. K
BELEMR T PFCs R 47 I FH A 1 ) Bsf, Al el 45 53k 28
AW AE B 558 R A 1 AR P AR e B 5 i, LA 0/ ik
PFCs TEMEE i i AFFE P E A VRN B . %k
B X4 R E B R £5 (P FOS) AR MR A R VS 7E 1Y 57
P, 7 PFOS #551 A O TFHRrA AP YLYI(POPs)
(T ERE R BE N 24D Z2 00, — S R il s | A A
1k PFOS. 4= %9 %t SR B2 (PFOA) LA K wij 14 4 1) 4=
P AR B I S K RN TS AR B R — L
JEHER) PFCs 9% AR/ Bk ) PFOS il PFOA , I
DURR 490 T Befifi R R (PFBS)® 71 [ il i 26 4 %
() PFCs 4516 4k 2 A4 7= A L S i b 8 il 3] 2R
Ferp, [ B © i AR BT K st PFCs s K 147
TE, Rt PFCs 198 P 4 2 PR 45 ) 2 40 A< ) O 1
IR . WIFST 7 PFCs [ ELAT TP I 25 1« 00 % 55
PEFNAEFE N 43 W THRAE AN, 6 & B a5 1.
ALLER T AR R PECs R & #i & 3 PRI 9% 1 3
O3B T AR SIS S A7 A I IR, X4 J5 5
Jr AT T R .

1 PFCs X EHAHHNFRN

LY T R A, — 28 PRCs BA KB M &
b, IR Sh A 32 ST R INATRE T A2k )
ICAZ R ST A0 T B ATA DG SCRk R D, HLax 26 SRk
HRAZ IR BTG HUR 3R 1 1Y) 22 SRR, T DA AR At
PFCs X% & B MM AHIRIRA —2
1.1 PFCs %" 21 132 20 4T

—BBHF 5 R, PRCs ] 3458 5200 3h W 4 32 3h 3%
. Butenhoff 2™ 4R 0 d(GD 0)— EL %5 0.1+
03M11.0 mgekg '# K" PFOS & 7J5 20 d(PND
20), 55 & PLTA 2R 28 ALK Bz shid e . 3
TR LY, 5 PFOS 5IIT AW,
it B . Huang 5 R 0 ~4 mgeL ™'
[ PFOS BRI S0 itff .4 d 5 Kk I BE 5 o i vk i
FERERIE R, ZHEF 6 h BB D10 41K 52 5% PFOS
(025 ~4 mgeL " ") 1 h, H sl b vk B (4 5 n
M. Wang 2245 F150 pgeL ™'Y PFOS %#
FEZREIG 8 h BE T ARAG 5 A, 451 kB 5 X}
WAL AH L, 2% 55 41 1) A 07 2 3 2 58 Pt Johansson
A B A% K 5 (9 PFOS Hi PFOA (1.4 121 pmol®
kg ), A O R e B SN R BRI AR 10 d 1Y
NMRI BN 7E 2 A A 4 4~ H e gg /B

H RAT N GE 3N M B RS TE ) AL AT R, 45
Sk B X AL ARt B A4S R = 419 PFOS Al
PFOA #B&'FEUNRIFF AR A ZAT AL, 5k
AEJIREAR,21 1 1.4 wmol kg ' FI 1A W& M2
St FE 60 min (WG ] 4, /)N BRUZE WL 2% (4 I 20
min [ &AT R TE PSS L I AT 582 B T s W R )
— /N PR LR AR R R B, E LR R 20
min , & Mz g7 Rt G R

A — BRI F I PFCs gt s il & T o 22 7
YE, SHES Y S AT K. Lau " M SD K EAY
GD2 % GD 21 % 1.2.3.5 il 10 mg-kg ' ¥
PFOS,CD - 1 /N GD 1 & GD 18 25 1.5.10-
15 120 mgekg ' ¥ PFOS, £ 43 Wi, W8 TR 11
Il PRAEAR FNAETE 2 BT FARRIH AR AR BE T,
RIIEHETEE ERESHEH, FHRLE30 ~60 min
WASFR TS, ANTE K, BEJS ARIRBET . 7E 5 mgekg '
(KEOMN 15 mgekg ' (VNR)FIE AL, FRAFS AT,
HIT 95% FAUAE 24 h NAET=. 3 mgekg ' (RE)AN
10 mgekg ' (VNR)FI AL HIFET- LN 50% .38 5
mgekg ' Fl A KR PR H X RALH , ZIU
AR A . PFOS = /i 22 88 )5 17146 1Y K FRURD
INRABF B FF A B A K5 o Fuentes %5 & 8
FARFREE PFOS BEAK/IN B9 IZ 8 4 . Onishchen—
ko ZE1" % B PFOS % 5 {1k 1t /N BU7E i 1 A e iz
SNHE S BEAK, LA 3K J1870 . Luebker %51 38 1 3H
MRV AE KRR TC AL « 38 Fie 309« S 1) 4T A0 3000 R 7L 401
FRFRMRE ] 0.1.0.4.1.6 fi13.2 mgekg 'Y PFOS 6
J& L BRS04 mgekg ' IR Y
F1 fRAR B ZER .

— ARSI SR A5 R R W], PFCs X Hiz 3
TR AR /N Fuentes %' LI PFOS % £k 5 5%
/N4 JE L3 4~ HJ5i# i FOB (functional observa-—
tion battery) ™37 5246 43 51| Xtz 2l FIE 8 D g 3
AT R AR RAT HHATIEAL , 258 AF FOB Mk ik
AU EN T I Y 52 0, S0 W) 6 I 37 S 3 v 94 15 14 A
I ANTE 3 mgekg™ ' (FE 0 AT B RN D) 1 6 mg
kg ' 1 PFOS(R#AIRTE 13 2 %) Fll s 4] MR B 24 572
1.2 PFCs %t AR fn 2 318 12 34 86 09 % v

H B2 T PECs $ M INR AN IZBE F1 BRI FE 4R
D, 45 Bt R K —3F. Butenhoff %™ i 57 %
P, PFOS & d PND 17 FEt: A B > AL AE /1 %
fIK,PND 21 MftE R B > 154k BB 1 A & A el AE
PND 20 1 PND 60 4K FU7E 75 50 s ik g H i
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A 2 25 5, AE N B2 07 349 2 /0 e Ab B A v
26% o id 1t DUR2E E UK 95 % PND 22 .PND 27
1 PND 28 KE 24 ) FHCAC AT VR4, A 20 2% 5
NN FR A% A & M2 . Johansson M &
L, 7 5% PFOS F1 PFOA S8 2 ™ H 14 A~ HBy/h
ST RE 1 TR, SR IR AR EE .4 A~ H A9/ RAE
AR E R R W2 R . Lau R
IR K B2 82 3 mgekg ' BY PFOS X2 3] il
ICAZHE S AT R . Fuentes 25 3 it K 2k B i
PFOS Z 75 /N B 2% > FicAZ ge kATt o, &
BT WAl > TAL 55 78 8 a i i h e
£ 5,03 mgekg ' #Y PFOS &5/ B 23 [alid
12IifE. fe i, Pinkas 27085 5 57 10 mgekg ' Y
PFOS il PFOA 1 5 A SZ 45 W35 51 14, & 3078 B34k
X B $RICA T R 2352 B 5 o

2 PFCs X EHAHFHEEBENS FIH

HATIA K PFCs & & #h & d PR A7E A L] = 22
A LR U5 T 52 2800 i A= K a0k 28 fioh e A=
P 2 s TR A 203 B N 22 1L B A R D 2L A
B K il it ROS i M 4l IA T {55
T IR, UN— SO P R R R S R
i
2.1 PFCs % "t 2 JL 0y & K oo R b K 4 70 i
W RH

PRZTCI AR S~ 53 il ) & 2B R b 25 T 45 1Y)
W EMARGE R B NE LR Y, EHE RGN
EH DRI FERTE . AR5 SR , PFCs 1] Rl i B2 i
M Te AR A N 5 filh 2 AR BUR B 2 i
Slotkin 25" #F 58 & #, 100 1 250 wmol * L' AY
PFOA F PFBS Ref ik Z F#1% PC12 40 i 7715 3,
250 wmol*L "' ) PFOA .28/ PC12 41 i it %L
o 50,100 F1 250 wmol * L™' ) PFBS % 5% i
PCI12 4iffiA5 K. Liao 25" BF9¢ & 3K, PFOS 1l 7
DA K, It L A fI 2l & 4= . Peden -
Adams ZEPHGE ,1.2.5 M5 mgekg ' i) PFOS 2%
BN NS ik & AT FRAUAE S . Zhang SFPUIET
B £ {58 & BE, PFOS 8 1 Ji 11 #t a-tubulin
FI PCNA MR IA RIS S0 250, A 86 atu-
bulin &3k FFAK, PCNA 75 & &8 6 s A1 I &8 . 35 1
fine Johansson %** {[; i, PND 10 /) il % & PFOS
H1 PFOA, 5% i GAP-43. CaMKI11 F1% fish 1 2 11
(Syp)TEifE 20 B () 3k, KM K BT i) Syp 1 tau
(IR B ERN . Zeng %L 0.1.0.6 F12.0 mge

kg 'HJ PFOS )\ GD 2 % GD 21 # &% KK, £ H
PND 0 F1 PND 21 K 5t 5 Fi Bz 5T i) P B P e e
NS B iC E ) GFAP A1 S- 1008 E M E A
L AR 1 RISl R 1R IA T . Zeng
SRR DY A — R SCEE B PFOS S il 1+
ZEMMAR 1 2 FISE Ml 2R (1 1) mRNA 7K A8 70,
VI 1R 28 fih WV S A 5 4t % A B IE . Huang 260V
FEFW, B 7% PFOS i B 1 01 2 35 1 UL EF 4k HE5
WG . Wang %" & B, 50 E 5 PFOS F 8%
K55 72 h,F1 G412 ILET 4k % A28 1k, HEFI A BE
TIF WIHs ML Te R B TR

22 PFCs %0 &% i

LN (ACh ) f2 — P 24 g M A 28388 JoiT, 3 2o
AR SR AR AR 22 20 R 2 () SR 26 4 e AR
A Z R E 5 B AL AE . WF9Y 3R W] PFCs 5%
i) £, AR TRl 28 495, 4K LB £ B %% #% il (ChAT ) 1%
Yo Lau 5T & B, 5 58 PFOS fifi K BT 41 e
(% ChAT B TEPE T R AR AR & A LA 200
(7 T W) 9% A5 A5 Ak. Slotkin 251 L6 FI A 434k
() 22 5 e A 2 I IE A Ao 428388 S 6 R B PCL2 4t Ay
TRAMERL, W 5% PFCs 1 & & #4581, & B PFCs
XFPFh R PCL2 AR sZ i A Ta] , PFOS 7E Lt
i 7R A0 R a0 Ak, F 22 L B R R PCL2 i
il 734k: PFBS 7£ W Fh 2% AL #8401 23 1k; PFOA X
AL 1 5% i T AT 3 I RE S 14 PFOS i 35 3% in
ChAT BT, & - A0 26 &R 5 “U 7 Al 4%
PFBS MF#fk ChAT A% M. Johansson 2" & 3,
FETALH Y PFOS Fl PFOA T DLkt /)N B 2 HE i
RGN -

DR IRIE DA M A I IR I 23 5, T 5| i K
FRIGSR AN AT PERE PR T, 48 202 1 /= i A2 AL mT i
REBMZEE. Li 520 50,100 F1200 mg*
kg 'Y PFOS % &8 A IEME K B 24 h, & 805 X R
ZHAH EL L R BRI ZH 210 1 v 17 4 S0 s o o 44 4 i
49 BE P T R L ST S48 43 W o' B 3 T v i 2 4
(A2 R P e S 398 000 24 52 56 5 4 32 B
B, Rt 19 2 R PR 2 i RS RE J 0k A28 i fR] B,
GRS R AT B VO T 51 & X4ty b e
Wang 22V % 31,10 F120 mgekg ' ¥ PFOS % f& (i
AN 7% 2 R & i i LTk Liao PV 5%
FW, PFOS 52045 22 IR 0 18 1
23 PFCs % #2401

MR A T R B S B R R 2
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—,PFCs A g3 i 1% P 0 (ROS) 175 T il 245 4 B & A=
PAT, AR B R T AR G A ik . L™ AT Hu
PN ILTF AR AMNIF ST 2, PFOA Il PFOS 5 577 4=
ROS, 2L (1) 5 F A7 #E 1L, 175 5 20 B 1, 4
A A it 5 P 2o SR A S T A A IO OO i
PERG R, A8 e H K-S A% i A e H R 480k 470 il
(475 P B AIK. Zhang %PV #i2 i PFCs i 33 1 1A
casapse - 3 W R IAE S NO /N B 5 4 J I 1=
Lee %™ W 5% ¢, PFCs il iF ROS #Hi () PKC 15
S R AOA S A A T Shi U gE
KB, PFCs V53 40 B -, BEA% el 2% 40 B 9 T A1 ¢
FEA 3K (AN P53 F1 Bax), I H B & MK 4
i EAL R R 2 (%A .
24 PFCs %Wz 54 Fi&#E

H TG C(PKC)J& — B fi 436 1y g , 7
2 RGP G EEAE A, XK e A2 FHA 3 fE
A HEEM . PKC 52 W0 il 4836 I 1 RERC 8 T2 A
2ot ] YA O LR -1 LK ) s Fn 2 5 i
AR 5 505 . ST HREE PFCs %20 PKC
FIE A APKA)EPEN 220 T Al B B 52 &
P, 252 5210 F120 mgekg ' i PFOS fdi 1 /)y B
K PKC 1 PKA %P 2 % 7 #i - Pinkas %7
52 &L, PFOA 2 FR(H 415t PKC 3 A o, B,
v B BE 2 B B T PFOS M 5B 3 B 40 M 5
PKC (1) B, v I &, PFOA Fil PFOS #{% A 5
AR PKC, #EM AT B 25 PKC #5128 R 5 ik
B o Seals — 4> 3 /0N i J80RE 41 B AF 9% % B, PFOS
PEEEMEAYA S PKCaPKCRIT 1 PKCe M 41 it 5 1T
B = s g

H2FHHGE , PFCs 23515 40 B P9 5 15 1
(I8 T LA 5 1) 5 3 i A o300t Sk 45
Pl 2.8.32 #1128 mgekg ' PFOS 447 Wistar K
B 5 T A B 0 R A L L R R S R R S A A
(1A 1 -V B S 3 TR T L B % 5 199 391 444
M TH iR e Liu 555545 5 538 6 1 F i 40 1 Ca’ ™/
FEEEE - HOBUEE I 1 a(CaMKlla) cAMP X
7 5 45 78 75 11 (CREB) cfos Fl cqun #F47HF5T,
KR 7% #& PFOS 5 80 SD K R M Bz I n i 5 1)
CaMKIIa~CREB Fl cun {923k 2 FiH, 7 5 A
¥ c- fos FiHFRIL. XNE5HREKW, PFOS i 711
KB 2T /0 Ml B A S G Ca -
W F AT RIS R, PFCs A B M4
TV S4B T B A . Liao 2" TS PFOS %)

T il 22 0 R B NS fil A% S 52 e, & B PFOS R
fi% 3 35 b R AR 2 fjh 5 HL 8 (m P SCs) [ 47 %, mP—
SCs 3G RS K, #E— P98 W] PFOS My fl 2 151k
RN 2 3 G B I A 0 . D3 4h, Liao 7R
2009 4EHIE PFOS 52 B 2 38 18 FI4h e i i .
Liu 25158 % 38, PFOA F1l PFOS il i {1 ik 4 ity 41
FIVEH R DA 45 P R , 48 v 3 TR A 280 % B 1 VR FE
T 5 & PLAS B 1 RS LR 1,45 — B R A2 14
(IP3Rs) FIF B % 5 32 1R 5. Wang 251 K R
GD 1 % PND 21 %% 3.2 mg*kg ' f) PFOS, %f
PND 1.PND 7 i1 PND 35 K B A9 ki i 47 56 R 654
T, AR PFOS 2352 M 41 it 3 TR A8 {5 530 156
MAE TP3R1 LA R IK
2.5 PFCs %" ®RBRZ4%

FOIR BRI R (TH, T3 A1 T4)7E KM & 75 3 72
A EEAE, AR BRAIL AE AR 2> P il 5 TR AR
3 IV BE 12 2D B8 1 BRI B 76 BR AR REARET Y
PFCs 1] A& ELH i FHOIR BRI 2 e o fIg i < 8 28 A
ZHE FRREM R AL NI RS . Wang
AW ST % PR, 5 82 PFOS B2 W L% 24 (4 T3 Al
T4; TH MM EE S TH P87 B FE R I H 10 Rk A 4%
BRESE, H 5 5 88 09 0 & AR B A ¢ Slotkin
UG 1, PFOS. PFOA £ PFBS 1 PC12 4ilifg
TH )35 . Vongphachan 25" FI %2 3% X9 (Gallus do—
mesticus) A4 [ (Larus argentatus) A9 J5 AR 1 32 # 42
JG, 58 PFCs XF HUIR it AH 5¢ Z£ K] D2 D3 TTR-
RC3.Oct - 1 FIHEHS0E M (1R IA M 0, 2521 &
BL PFCs 5 M ix £ 5L K (1 23k, 17 H 8 i LA T i
% PFCs Xf FE DK 3R 3K 152 A LU K BE 1 PFCs(K T4
T8 %) &k .

3 HFEMER
31 HFEANE

HAi A 5% PFCs & B W& i st Br 4L
JUAS T A AIR A2 R 3 91 2 3k F v 77 o 1) 2
&, EAREIE 200 F1250 wmol-L ™' o EFIEMF
FERYHE EERIE R B 1077 1 R0 G R R PE,
FH 5 70 SRS T ARG 70 A T e SR, Ak
Z IR AR 275 YL Wy i 2 M ALV 52 A 2t )
SRR O ST RkE , PFCs 1Y 2R E
WA A M B S4O0 O¢ F&: U0 Lau 2509 i 38
PFOA Xf/)N B — 28 A5 55 AH DG $8 A 14 5% il 2 Al 4 1k
(.1 mgekg ' () PFOA (¥ 52 M b i35 571 8 114 5% i 5
B . PRAMIFSE & PE,10.50100 1250 pmoleL "'
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i) PFOS X§ PC12 40l ChAT 1% AY 50 548 “U”
A2 ,50 wmol*L ' PFOS [ 54 [¥ 10 F1 100
pmol*L ™' K, i 250 wmol*L ' PFOS %} ChAT
WA . Jacquet 2517 LUAUR WV 4> B 3 5V i 410
5T PFOS MY B0 M, & B PFOS X} 3 4~ PPARs
FEH M F IR RAEL R =AY LR, 02 pgomL ™!
() PFOS #Bfii 3 > PPARs JE[H b & A, HE—4
WA, {H7E 0.02.2 F120 pgemL 'Y PFOS |41,
H PPAR - o #ll PPAR - B/d mRNA Y ikHE T
XA . Dorts 2 HFT & B, AIRVR BE (1) PFOS %
FEHZ M KM A Sk 1 (Cottus gobio ) A G 25 1 I 2R ik,
=ML PFOS WA 52 o X SEMFFE R I, 5 71
BRI 5 IR Y BRSO FT REAEAEAR R 22
S, e A RO AR A RN . BT
PL, A HEGE XS 52 PRIREE H PRCs A 22 3 M (K IIL, B
JnsiE PFCs #E ¥R 58 AH G IG5 & T i oFoe. B,
R 22 1 B 5 O i DG T A 58 AH OG5 £ 19 F
Fx79  Hodh 36 [ [ R A BT 1A Bl A B 5T BT (Na-
tional Institute of Environmental Health Sciences,
NIEHS)& 3 — AR 1 B B 5 %™ Myers 455
A N AE FRBE AR OCF HE R X— 2 DA R A
AL AT EBTAL -
32 HB#EPFCs BREMA T WA F MK

HHT & T PFCs & B M &M F B4
7£ PFOS 1 PFOA. M T kN PFCs B UM 7E 3
YIRS, A W e SR MRS, TR — AR A
W T RE PR N, B PEAE AL S PFOS #
PFOA —Ff, (H AR DA AKX A B B e s
BT Naile 2559 L T8 40 HATIE SKAF5E PFOS.
PFOA DL K jifik PFCs A BIRETE , XF 7 4> 8 Mk
PFOS 5% M 14 125 2 (AN g iy 78 0 JEL ] 2 7 5 g HE R
BREY % ) B AH & mRNA #EATHF 58, & 3 PFOS.
PFOA Fl%E PFCs B AR i SE g0 45 SR R] , Hgg 1k
LA BE A7 5L U PR B AN T R 3 1A, 3 3 I e %
PFCs & AR i /E FHPLHI 5 PFOS Fl PFOA Ao
Vongphachan %5“ {716 46 4% PFCs X HUIR i AH G 5L
PR (4 5% 0 LA S5 1 PFCs B 5, PRI 250 %) 45 fi PF—
Cs BIVEAERE A TIR ATTAL
33 PFCs fu it g ye 4y 3t % 5

PFCs 1L 5i A J& M7 75, T 2 2 Fl PFCs
SHAb s 2B LA W H R YL PCBs.
PBDEs %5, #R & 45 i i £E 7E 9 HA K B 48
PERGTG YL %o ks o 22 3 i L B R T Rl 4 X

MRS ARG 225, A2 HAr e Fefdt
BFEIIRGE LR D . Wed %557 18 1o 35 X 26 35 33 AF
FEHAA™ PFCs % 78 FIR & 2 58 X 40 S AR5 2 4
Jif 3 (R ek S, 245 S B IL B ER L AR 22 3%
[N 223k & A B8, (H B4~ PFCs %% 58 H1 I A 52 T
Nakayama 2™ fiff 53 2 W], PFCs HLAT W AE B 14 5 —
WA AL S FEEH . Wang L 3.2
mgekg ™' i PFOS #l BDE - 47 5282 si4F i M1k Kk
B, 455 & 3 PFOS il BDE - 47 58 55 5% 0 fig I
PR Z 5 FR N F I35 78 PND 1 Bz R PN IR
YER.#E PND 14 ¥ 5 2 45HT/E A AU X JLAS
PFCs 5 HAWM A REY LR B MR LR, LR
KB MM ] BE L B R R A AR T KA f R X
W, 67 T R B ST A D A A TR B TR B TR Ay
KeE

T4, HAp g sh it o8 i sk A5 19 PFCs & &
PIZETE 1 1) 25 S AR AR A AT 8 2 TR S R E
Fei 2 %F 1 400 X F 3R 174, & B % i i
PFOS 1 PFOA Wik B 5 )L A7 R #E 38 J1 DA K
B BRE TSR B AH T bR A B I A O
R, FF g PFCs XT L2 & & #2852 W 1Y A 79 2
RS )S PFCs K B MAH MR —EZE
M2

M2 4K PFCs AR B MR LS —E
HEfE (B A SR T E RPN A SCHI & R PRCs U H &
JERREER) PFCs BARAh BRI 2 B PERI ST, RIS JE PF-
Cs S HAbMZ W E A REEF L, SR T2 T
YRt PFCs KB MAMIFIEZNE -

BIRMEEEN: A E35(1971), %, FREAFH L, SR
R, EEHRFTEOAFES.
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