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Effects of emerging organic contaminants on childhood obesity and neurodevelopment:
A review ZHOU Yuhan, WANG Pengpeng, LI Jialin, LUO Ranran, LI Jinhong, ZHANG Yunhui
(School of Public Health/Key Laboratory of Public Health Safety of Ministry of Education, Fudan
University, Shanghai 200032, China)

Abstract:

Emerging organic contaminants (EOCs) are new or existing chemicals that their human risks
are of concern. Most EOCs are persistent, bioaccumulative, and endocrine disrupting. Humans
can be exposed to EOCs through inhalation, ingestion, dermal contact, ect. Most EOCs could
pass through the placenta and blood-brain barrier and exert adverse health effects by interfering
hormones. Offspring in early-life are susceptible to EOCs due to their special developmental
stage. Herein, exposure to several ubiquitous EOCs such as polybrominated diphenyl ethers
(PBDEs), polychlorinated biphenyls (PCBs), bisphenol A (BPA), and poly- and perfluoroalkyl
substances (PFASs) in early life and their relationships with obesity or neurodevelopment
were summarized. Quantifying the health effects of EOCs mixtures, improving EOCs exposure
assessment, and identifying susceptible populations and sensitive windows could help establish
the causal effects of EOCs exposure in early life on childhood obesity and neurodevelopment and
and provide a scientific basis for public interventions.

Keywords: emerging organic contaminant; obesity; neurodevelopment; polybrominated diphenyl
ether; polychlorinated biphenyl; bisphenol A; poly- and perfluoroalkyl substances
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FIEABSMN. ADRTINER. HETAZHEUR
BUEfER.

ZIREIINN, EHFHNFARMERZREZX)L
E. SLEDRERFN—ERRNABRERBEN
T, L RHEocs RRER SR LEHER. 5
RIS IR BETARBNRE. B2, BRIEX
ABMRAARZSHNRE—SRYBRES FHRERENE
KEK, MABREERIMEHETFLTEMEOC KSR
BB, B—REUKE—ERBVARBE T
REORUREGSRYIBEERR, TAB ISk
FRESRMBRESTRERERZBMNARXA,
i, A EENEmFRIEOCs B—HESRHREXT)L
EEH RHE L BRRITRFMARERH#ITER, UL
ERHIF IRk PR EoCs £ i REAR BRI RS,

1 PBDEs
1.1 PBDEsHAEMBEIRE

H20tt2 70 EXE 21 tH42 4], PBDEs A RIFH
PEMAMEBERRBREVNA , T 2 ARINHAK A, BF1
KIREERRP LIRS MBI AR, BRETHES
REMEBRIEHRNGEESHMR, BRZEE. EREAN
HiEh, BAUIFAEE, AEFEREXKRKRS ;
15 R A PBDEs BT LUEE MEIRER N . £OBAFE
BRNERR, REHFNAR,

PBDEs E AR Z T EYIE AP IYHER H, Fl40,
PBDEs X2 RHASEME BB, BDE-47 1 H =
H66%, &N HEETE0.97727.3nggt 2 iEY, £
EE NN —INL IR ST & B, BDE-47 TE2213
m&. Ba)LAFRE. BREURFHIMAHERE, B
HEREHX 100%, FHFRE D EIE 14.09~67.08ngg' Z
18], BFf® A &e, %08 PBDEs A] LB fR P&
HNRS) LIAR, #mxdhs) LBBREm A R m E,

1.2 PBDEs3¥)LERBRRIFZ I

) SRIeREA, PBDEs @ — M ERNIFIEEAEE
F, IR FHAENEREREESHIEHN AL
6, BIEABMRF, £ R HIPBDEs iEMS) L
SRR Z BIRY KB H R —E, B0, PENIAN—IN
3T REE, B M BDE-154 R E S ) LZE 7 S BSAE
BEXPLEAAEX T, EERIFREARES, —TUH
BISTERIARHFR LM E) LH AN PBOESBRES H
EARENMERE XE ), EEIFERN R ERE BN

5l (Health Outcomes and Measures of the Environment,

HOME) FRR AR, ZZ AN ). ZEHABDE-153 B 5 /B
BEIEIRIY 2 MK EX, FFEE F U RYIE IO A kg
R, BEBERRNEMAE Y, R MUBIMIEE
= F1) 20 H7 43 40 62 B 1T 1t AP 0y BA B1) (Center for the
Health Assessment of Mothers and Children of Salinas,
CHAMACOS) FRR B EFTAI | Z2HAPBDEs RES
B E 7 5 BHAETEE (body mass index, BMI) zfEHIE
BXE, REMNAFREEHRTEREX Y, IEHNA
B RITR IR F R EAHE PBDEs NIFEHERF, H
AEEORBEMN E R LA AT 8erY 4 5E IR 7E
RNEH#H—FT I WAFTmMRIR S,
1.3 PBDEs3})LEHEZ LT

PBDEs BRAMARIMA LB M Y, BHERIE, 2
HA. = 8l. JLEHIPBDEsZREKFEHERZRFRER
BAKENHEZLAE/EEMRETAEX. HUW, M
EAXNBEUF RZIFEFLT (Maternal-Infant Research
on Environmental Chemicals, MIREC) & ¥, Z2 5 Hf
BDE-47 R ESBE I PRI AEEHEN AR
KEK 5 2019 FFRE EiB—IH A PAFIRRZERER, BIE
EBRKTFN™HiPBDEs BEE, H525 4% )L ER
TR BFEERKE, BETZIEERE.
ANfRE. BRBR MR LA R AT R]R, LA 5B % BIER (K
FEMAERARZ ™, M4 EBDE-153MBES 8
TS RER (full scale intelligence quotient, FSIQ)
BEARE 2 LUK 5 % F0 8 % BY (IR AE SIBR M. ITRESIF%
K. ZE5BHEMEITHIGNE X", {82 PBDEs AYtH#
ZAXBESMHEHENENER, ALEEH—FXF
PBDEs f2 MR R4S LEME L BHNNGIER. Wib
FEM IR S1,

2 PCBs
2.1 PCBsHAEZERZEER

PCBs @—HHR MMM EY, T 20142 30—70
FR, WZEFHNBTFBERIEE. BRMELIR
Ht T ™. PCBs B —REHMBBFTAMBNTHR
¥, EExEENE. TB%. aSMHURNREYRES
¥k, R ESMIMEN RPREEE, 81K =
SHTIESE, BIRBERA HRFEERFHFANANE,

HENFBBEIAR ZER, RETAINEEIEM
R,

2.2 PCBs3*¥)LZEREHFRIFZMD
PCBs B — AU L EL £ ¥ Br, PCBs R ERfE 512
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FFRAEACIEIHa 5, #HMme LS| 2 MR LEERE, &
AIFEACRE. 2 BUERA. BBIFSEAEMERNA
& Us), BRI — 0 meta 93 M7 45 SR %< PH, F=Hij PCB-153
RES) | EHEGRENREEXY, AMEEEE
AEENERHITmeta DITE, HERAMES=7
PCBs XBXESZITERENX Y, F—IEUMNAT meta 23
2R, FFfEPCB-153 BBS ) IEEXKBHENRAE
XB, RIEAZE AR BERIER) LEARR
PCBs FUKF#ITELIRG AN, BERFRREMS, MK H
PCBs Y& 21K, AEARER T Re R AE A A LR P Y
PCBs B U NIME R4, E9 PCBs WN=1F37FR, AR
BR4A 47 A] BETE PCBs AU B X FG Fh & 1 SN EE VB 19
A FEARLR S20
2.3 PCBsXt) L EHE A BRI

ANBHIERRIA, £ FHIPCBs BEXT) L EWHE
ABEGFEARE M, BN FEEEHTEPCB-153, %
E R —TUE G - SRR A, ZHHEIRERS PCBs [E
KYNBENS) ZEBAENNMIEME X, BN
1£ PCB-153 A2 PCB-138/158 H EE BB E ; PCB-138/158
WA UGN LEE HERIN RN ™ ; BMERE
KERPCBsERNREWLS) LEH B FAERI XEKLIE A
Bx, - ARSI 2HER R PCBs BES 3
T EBSHENN LI, PCB-153 5B A BIRES
FITFEXREK, RIARKENNREE, BEELEFE
AEE, BR5FENIHRAES Z5hfERS (attention
deficit and hyperactivity disorder, ADHD) BY % J& X\ [&
HAREEFRITFERXBIKE B, MAFEMEIRS2,

3 BPA
3.1 BPARBAEREERRR

BPA B & BB MIREE 2K A IF A BBV BIK, T
ZRATERNEIE, NEER RIS EMRANE
£ IR FEEEMBES, BE LAMENER,
BPA RUTA . B, Hilad iR E R N, 57 BRI U
LHAHENAGE, LI, BPAE AT LUET IERIBA,
HMAEESHER. BPANEYIE=HIY6h, £
ZEMREY, ABRRPZIEK L BPA, o, F
KR H BPA, 187 BPA AJ BER BT IR R AR, 3
B8 LEAREKFEETRTRHEMm 2,
3.2 BPAXY)LEAEBAYRIN

REh¥) LKA BPA Al fE B — 7 “ IR IR BB A
F, BERIENRITRFBIEBRY FEGREBPAR

ENBBMNARSERE A —R. fl, FELEE—
MR A M ZHIBPAR B K525 EA1)L
EBMI U MEF IR EEXED, AMEE
CHAMCOS PAZ & Bl =RIZ2 IR R BPATRES 95 &L
EBMIM TG X, M9 H) LZEBPARES 9IS
EMBE/EHNIERXBEESZESRYE AR,
ZMHEAFS BPA B B B & SR, B9, Z2FRBRF
BPARRES L EEREKMEB LB IERXE 7, 12
TEHABPANRERERE ML EFR O MEERRIX
. AT, WBIHER R, EEHEEBPANRES
HiBE /BRI NG x ™, Hik, BPATT)LE
BN AR FESREO, TRIRBREES
NAVEZ:, B2 EtE EE ML, Wbtk
+S3,
3.3 BPAX) L EMELEHNFM

BHAR DI HIBPAR BN A AT A HEMN
T, HRKA, ZREHANBPARES3IY/LE, L
HEBENTFEIEIZLREREZHALRREITH
[RE % B, BARM—IATIRA, B e
BPARERSZ)LLIESHEMEBELX, BR53%
JLENAREMIMEITRIREE KB, BRTI1TAL
BENRE, BPAXTINNABHERREM, Fl0,
EN—IMARBATIAI, 2N BPARES 21 H
BILZEBSAEREEX, BRRNEBERRN
FAREER, BT ZHNEE NSRS, TEBPAR
EXFFREZLBRFEEAARNZM, §l0, =13
FE3INABPARERESILE2SNINNAEE
*, LHEBRRZEZEBHEHEESN ., REEHFIBPA
MR ERR SR R AERENBEEER, BEK
R, £ RHABPANREN FRBELABEEARR
oM, DLANFEM LR S3,

4 PFASs
4.1 PFASsHAEREZIRR

PFASs @ —AREDFIEIVA CFona-REVEEY), B
THESEREN G 2H, EHILBE RFIHRIBE
M. KEREM. BUKBURAMEMNSREEE, W2
NAFHERT, N—XREEmEE. KA. FIA
mo. REMMEET, EERIIIER, PFASs ST
RE B ERIFIRER, BT 5 FRFRILFRILR
iR, RILEHIRREREERRITURALRE, &REHE
ANFHLRREERR ARELIM, 23 FE)L L
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RN T PFASs B, IRRERT U FERE, 4R
J U B2 %) LAY A K SRAF AL B9 52T,
4.2 PFASsXt) LERBREIZZ M

G an R HAPFASs ATEERXYRR) LR B MG LE
EEERKTEF M, B0, F=HiPFASs BT O] Ae = P&
BILEHERED, £ LEEKWRREMER, PFASs
FEENHEHEBHRNEZMARMEE, flt, T/LEEK
P, FERIPFASs BB A LUE AN) LEE AR BEBI XLBG B,
BLZEF AR ; FFai2 & FER (perfluorooctanoic
acid, PFOA) BIRE 5 ) LE 8 % BV FEEl K BMI IE K IR
FERYIE A X 57, ZE HOME BAFI ST 3T Z2 A PFASs
BES)IERS ZANBMIEKNTHITONER
I, ZHAPFOA 5 BMIBNIA B A E WX B {FFA. PFOA
NEHRBERES)LEZBM NWIEERITFXE, B
NIEZEXRE, HEZHPFOA. 28 C IR
(perfluorohexane sulfonic acid, PFHxS) 512 % ) Z&
EREIER B EA XD, RERITBERAREZNT
PFASs SRERE Z [B]RYXEX, (BERESRE O RFRE M4
FZ BN ERNEELSERENSIAR AR
ARAEFIRE TR FH— P HIA, B IF T
LB, IAb TR s40
4.3 PFASs3t) LEME R ERIRMM

MATRFIEIEIR I~ E o0 R A PFASs B 22 0] BB
BHZE M, TEPFASSIREINA FE, EE HOME BA
TN R FEPFASs N BB K FEHITEER A,
Z2 2 HPFOA Rl £ & T BR (perfluorononanoic acid,
PFNA) WRES TIFI2IZBIEMXEL, Z2HAf) LEHA
PFASs BE S ) LERENMLZTIEENBE X, 3%
JLEPFNAMREKFES S FSIQBIEAXE ™, B
58% ) LEF R BRI XREBEH B, PFASs &
I RHREX) L EMNTAHALABELEEARAREM, fl
0, JLESF B PFNAFIPFOAM R B /KFE 5 REH
HITEE B X", ) LEHPFASs BEXTHE LB
FMAR AP LI, JLES S 7% B PFOA. PFNA
U2 & B (perfluorodecanoate acid, PFDA) i
E5 75T RRME X", PrOAS £ B FEE
B2 (perfluorooctane sulfonate, PFOS) ; ZE R &R 5
ADHD & J& Z [BIREXIVEERH A —, —R meta D4
1R HA PFASs BRI AES ) LE ADHD HAFTEXEX,
BEHED LI ZERTREXS PFOA f2 PFOS S/
SRR, DA FEA R S0

5 EOCsEaBBE T RHELTHY
=AU

RKEZEEOCs BEFIANNBIMERERF, BE
EREEFEREMEOCHEBESREY, ALLRER
FlEOCs XS RBESEM ZBINXKEAAHLTE
FREN. AMBTRITF ARSI, SFEKEBDH
REIBEPFTFE—TLEY. E—HERNEESN
MBI XE FEERITFNAE, MM ETZN 2303
(Bayesian kernel machine regression, BKMR) ##%! 55
1% I £&[2] )3 (elastic net regression, ENR) . M4 43 fiL
2 (weighted quantile sum, WQS) F D5 7ELE
RUTR BB FIR R R ER R M. fINEEEERRE
BEEAFAKNEIAEMS (National Health and Nutrition
Examination Survey, NHANES) A3 A &% 7 FoNRIE (L F
) FEBER ZRERAEI). 2 FER K. 2MREF) 5
AERE Z B K BXIHIT 24, WQS Az BKMR 3 & T BPA.
B (RE¥E) PXRZHRREENRWE s S BRAHER
REEMNAR, IBRNTXLEYRBITER Y, 3¢
ZUARB R BE R ERES (phthalates, PAEs) 147
MEBMENEYMHNBKERERES )L ESs PNBE /B
18|89 X BXIHTT 247, BKMR ARz 3 B D1 M- H iR B i i5E
H 42K — B ER B2 Z B8 (mono ethyl phthalate, MEP)
RBE_BRERERTE (disobutyl phthalate,
DIBP) 5241 LB XBAEBRITERN, #H—F
IR IXLE PAES FUERE XS 2,

EERENFEOR ZETHELXENHR
Fr, 5190, KA BKMR. ENRZFHEXTZZEAZ #0524
BBRUNETE. RANGHYULRBMEYRS) | EEE
HXRBGHITIRR, AT BPARE M) LEHELE
WEEY R, —TMEATIRBENRIRRT &
i R R B M SR L. PBDEs. PCBs LA Kz PFASs PO 81
fEOCSH B EX S E I ADHD W MG AT, £
BHAR-7NRIF 2t PrOS BB AT LUE INF D BTER
B9 ADHD & J/m X\ B&, B PFOSBIRE R TEZ M H & 78R
£ ; minEr—INPAYIRE was I EZ R HA 26 4
EOCsRES 7% ) [EMELB ZEXE, AMER
HAEOCs B S5 7 ZIIRIRME NE X, BPARNERY)
W F3F) LEE WA BHEERAREMSY, BN
FEEPEFEF,

HItr i, EFESRENRITER ] LB ER
ML EOCSHNESRERB R, IitH EBHIHE
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RN B E HZ F RN B EOCs, FE EOCs = B9
etk ; B EOCs WINRIEIE MM, HisRY)PI6E
BERERUNRRBEENREYN, FEBTHIE
BXITESRE,

6 EOCs ZE & mALAfERRY AT ge
6.1 EOCs &2 MmF{LAERFRIMN G

EOCs B] LUEE Z Mz R & mF AR, ELAE
R B R EEN SN Z—"5 5190 PBDEs. BPA
PCBs FEOCs A LA MRS IR Mk & A, BEEF M
RERRARE 2 6. ThEE AR B EXNERREZW
FiK, XF CCAAT/ I 58 F 45 & & H (CCAAT/enhancer
binding protein, C/EBPa) . id & W YIEB (AL TE Y BUE
Z 1Ky (peroxisome proliferators-activated receptor
vs PPARy). B & H 5 &8 (lipoproteinlipase, LPL). &
B HERIZE A 4 (glucose transporter 4, GLUT) . HJH-3-
R B B AL 72 B8 (glycerol-3-phosphate acyltransferases,
GPATs). Z RS Bt H Jh Bt B ¥ #2 B8 2 (acyl CoA :
diacylglycerol acyltransferase 2, DGAT2). PE [& 2 &
Tt 45 & & A (sterol-regulatory element binding
proteins, SREBP) F 12 RA F. lEAIER & A HE X
B9 B8 90 2 B 56 B8 A #2 1L B8 (acetyl CoA carboxylase,
ACC). Hg Bh B2 & BE (fatty acid synthase, FAS) & &
KPR, TR mALKRE R £ R 5 ; ok,
EOCs 11 0] LU 5200 3- B BR B B ¥E (glyceraldehyde
3-phosphate, G3P) 1BERHE XA F. BERAER B AL LUK
HM=B099 0, SRR EETRR,

DNABRE L ZONA K F BB —M K, EF

T DNA R FRIEIR T, AI ISR YR IEE RE.

B 53 & 30 EOCs 2 88 BT LU T DNA R EUT S 505
KRG WERBITEM, HMSBVARRES ; E0Cs
B LB 5 3R BB F 4519 52 e As B 48 AR B9
4 o 90, BPA. PFASs 5 EOCs RY 1K F 45 44 5 i 330
M, FLL DURIARTRIE IR, SHRBERE
(estrogen receptor, ER) 3{# PPARy FEH, HiM7 MM
SRR DL SR 5 ol AR LTI BPAS
—LERERFREBRNEXNTENEZLBERES
B X, #HMSBEERAA S

mEEBEN ANEERANAHEE, TR
SHEBARE R, REMRELI, EOCsBRES/NR
AE. ERaEEMURPEREBNXIAEX. H
FREEER ]/ I EITELERIE IR e = RN BEE K

W, T SEAARERE Y,
6.2 EOCs BFZ & MFHARE LTINS

EOCs BEB F A R R EFH NG LA N. K/E
A—TEESRE, EOCs JRESXTRE) L. 22 LR A B
HERFTERRFM, EOCs ] LHZIERTHE
A, MK A B, FlU0, PBDEs M HFFE L5
F=4]. PCBs. BPA. PFASs 1] LLEIT i SR T#% 5
K RETH/ ORMIE, FIMHBETIESBRME
BB CIBEs, SHE M. Z&h AR DNA R
frmslEARATESR, BEREmeSThiEEd
1. BEEHRVFZ AR, D RABRERVENE LA 42 T AU
ozl —estmR kB E EE X MNAREF A
=3 EOCs B9S2, 5140, BPA BT LU BRIt E
7= B F (brain-derived neurotrophic factor, BDNF) BY
=4, Xt RETHREEATENERZ—";
BPA B A] LU N A & B ¥ R A F Sox2 #l Pax6 BI&
X XERFALUAT—RIINSELEIIE, 8F
HETHREN. BERMPERSERE, M

CAEGEZD F =
EHEESEANABIEFRRIEEEENE

Flo 5130, BPABEB S ERBEZ AL S, RIFXTK
I EEZNIEHNRESER, FEREAEREIFE
72, BT SR, BalARZERRRARINEEMRE
HBE) LEELBEXEE, Bid) LBERIRINEEREL
THE5EMELE REHB X. PBDEs RER B, PFASs
SBRREBEBEMBVE ", 57 LIS m R AR
=RE", BRERZRENFREKREEL BT
EPREEXEENIER, HARLZEIAT LS|
AL BT REBERFAKANT . EERRAMBIA
BHRRARH AL BRBRAET L R A PBDEs 55
5®E A8 ZEIAENFRNTML, oJgekFEH#H—T Y
B FTIESE b2,

DNARE . AEFRBMERMEFIRICHE
I HIPNMERERELAEIEREXEE, XEE
MELIREZMIA S HELEMINRMINEFEEK
220 ), PCBs. BPAUY S EOCs 5 HA K BRXE
FHERELCTEEENXEET, {2/RONAREY
FRMBELBITRE EOCs IMHE L BHAEENFIZ
—o LI, FRIAMRR IR TR B B BF7E EOCs 42
FHFIER, Gl, BRREE T PCBRBE A LI
REENZEYE, ATTERIINEE, EHBER
iE, BT R MR - BRI L g U,
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1T BESRE

FanRHIEOCs REN FA BRI MMER R E
MIMNITZRKF. BRIRE, EanFHAR D ER EOCs
RES5) BT RIEEZITN /IR LB
NERRITBE R, RETRBREB IS HF/GH
Z, FHERRSENHEFAHESITENREREX. RE
RERA RN KREE RITRFRRER AT
B, BRRITRFILERERS, X T E0Cs YN
B RERAIIR TR

EOCs MY A LIE #=(F A T AR M4z 4Re , i m]
LB R ATL (A B 2R 7K S XS AL B B A B R 42 %
BrE®m ; i, KRR EERENIEEN
M, BEFEFEAEEAENABRTRFERSES
IEERYSZ 15, BT B M EOCs X ) LEIBH Mt 4E
RBHIFM, B0 EOCs IR, EFARRNAY
BREOH, HiEAEocs REREMAMANESM, B
MFHESEANEE, FRINGERIAH D ERNLUR
DERBSHENRE,

SE W
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