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Research progress on association between early-life exposure to phthalates and childhood
obesity FAN Yun, WANG Xu, XIA Yan-kai (School of Public Health, Nanjing Medical University,
Nanjing, Jiangsu 211166, China)

Abstract:

Phthalates (PAEs) are environmental pollutants with teratogenicity, carcinogenicity,
mutagenicity, and reproductive toxicity, which seriously affect human health. As one of
the important industrial plasticizers, the adverse health effects linked to their extensive
exposure, such as childhood overweight and obesity, have aroused wide concern. Exposure to
environmental pollutants in the early stage of life may affect the developmental plasticity or
developmental programming of fetuses and newborns, significantly increasing the sensitivity
of children to environmental pollutants and even leading to the occurrence and deterioration
of a series of related diseases in adulthood. This article introduced the current status of usage,
exposure, and measurement of PAEs, the proposed mechanisms of harmful effects of PAEs, the
causes and effects of PAEs exposure in early life, and the relationships between early-life PAEs
exposure and childhood fat excess/obesity from the perspectives of epidemiological and animal
studies and the underlying mechanism of action. At the same time, the article revealed the
potential transgenerational genetic effects of PAEs exposure in early life on childhood obesity,
pointed out the problems including exposure to chemical mixtures, exposure misclassification,
confounders, and sexual dimorphism in current research and corresponding solutions, and
prospected for future studies on reducing early-life PAEs exposure to prevent childhood obesity.

Keywords: phthalates; early life; childhood obesity; transgenerational inheritance; exposure to
chemical mixtures
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12 B % 7% & B &£ J8 (Developmental Origins of
Health and Disease, DOHaD) B2 Y | # A F HfEZfit
RECFYREITULELEERRT, NTSBBEEER
/IR, SkBEEHMRRE, £0FH
BIEERE. BILERZ LR AT EMARRER =
JLERMBERERNBERREARTY, XEHRKRA,
EARRNKENR, MERZRFBENBENMEEY
TS EMNLFRL LT ERHIATREBRES
BHIRE, B, PHEMTRELED. B0 BE
WE . EBMENSEBMER. 28HEIRK. £EE
W HEAERBURBENERKE "™, BRE
M FEBEEERNRETCHRERE~ £ B RA
FefE, PRI EFHRE THIRSIENILEIN
BB, MEREEERFNILERER (REHEH AR
ERFMEA) B,

thsh, £ PHE N TE N EROEERE, &
IR ROHUR AR AR LR T IEFEEE, K
FMNEKERFKESEANNE, HTESSHER
RIEMEABRKFNEZL., FRRETHERNLF
MR R ZIEEMEMARNEZENIIR BEER
TFHRIEMABKE. flal, EXNERNRE TELERH
AEREIL )= IR £ 88 T 40 A8 53 14 A5 Bk 24 BE B 48
HyERE 1,

ARER D M EE R 23 T4 (endocrine disrupting
chemicals, EDCs) BB AL EAXB R m&TF
MBERNRFHISRE, N SEAERE. 28 HE R B A
RiFEEME", £% WAMEDCs 1, B — R R B
(phthalates, PAEs) % i FIGMNBH = m ey Z R M
MEM, FRECRZRERNEE, JLIER A
RIMFFZI R IR, PAES T B IR EIEA, HLRIRER
BEEMN/ N ST EUDEEEIBEYBCE X &
(peroxisome proliferator—activated receptors, PPARs)
RiFSEMNRLE, RITRFIEEBRE, PAES T
HRESBULEEMAREREF. —E RN ENE
MRET, REPRE_FRE-2- ZECEE [mono
(2-ethylhexyl) phthalate, MEHP] F14R 3 — FRER 8 7 Bg
(monoethyl phthalate, MEP) /K3 5 Fh E 485 )L & A9k
15 (body mass index, BMI) F1fERE 2 IF4H56 ™,

R 1t DOHaD FI#E- &R it T — FHEAE RV AEZR K
ML FHRBEEHCEYREBENKHARRNY
ma, ALRSERITE 7 FHI PAEs RE 7 JLELRER
THNER, 8FERTRFNIREIENSHIHRIL

ReMUeNERANS RNETMRATFENT
WEE, A— AR R R R,

1 PAEsH)fER . FEEMNE

BIRIE, £EREGE PAEs EAE AL 700 75t
PAEs| "2 FETEMRA~RINAPE~ZFR, B8
FEAMEL 8. JLEDR. 8REENET RS,
Hep, &N FRER PAEs, FlanehA —HEg—-2-
Z £ C B [di-(2-ethylhexyl) phthalate, DEHP] F14F %
— g — % F B (diisononyl phthalate, DINP) = F
THERREE. BRAMBENETEENRRZHE
£, KX FRER PAEs, FIa1RAE — R — 28
(diethyl phthalate, DEP) F14R% — FIFE T £ g (butyl
benzyl phthalate, BBzP) i & F F #l & AP /™= &
(BFEEK. LK. (laq. HExA) . BEMFEEH,
PAEs RITMBRZGFEBRARI R HIY, SBREAS
S ERARLHEYTEY Y, PAESTETIEAN. &
AR EBRBRBGERRE T AR BERESHF
REMPAES T EBERASRKERREE. Tl
MO FRENPAES TEBIBAZTENRYH K
SRE FASHEND FREHNPAEs th o] U Fid
BERERESHKRILEREE. kEHAEH
HNEYENARFZR, 23, BILMILEF L BEFE
PAEs J5& 20341

PAEs ZEBHAAGKE, BLEKBAREEMNE
RS, SRBMEEASLE FEXZFR_-FT
Bg (di-iso-butyl ortho-phthalate, DIBP) . 4R — iR —
IE T# (dibutyl phthalate, DBP) F1 DEP Z£{{ 48 Xf 4> F
FREM PAEs B SEREFRIUMRELS S, KBIE
e BEIRBRMEFEHM, TSEX S FREHR PAEs,
7N DEHP 1 DiNP 7E 25 & fHEM = AU B — P IIEBIE |
k. REPAES £ ¥ T HA4E (<24h), AR REE R
BRE BEHEAEEE. BANKHREY . RE®
FRi&. Mk, F#(E. 3L IHYEER N E] PAEs (14,
ATEFEARKTHL, MRKEENERASZ
SNEMSE . FEIL PAEs REE EEIT R R E YRR
LA

2 PAEs FYBERMHLFI

PAEs B —RKEHEME M. BUEM. BRTMHNE
ESMENTRESTEY ™ ERERRERPEN
RERFEN DG A—KLEETTEY . EAR

www.jeom.org



#5572k & % | Journal of Environmental and Occupational Medicine | 2019, 36 (2) 143

FRMEDCsz—, PAEBS T ETMANAEHZEERIFS
AR (BlanEREFURE. FIRBREEMERE), N
FWNERNRBENRSHEERE. CBEHRKBA,
B PAEs EBMEALER LR ZMNER, RMWHIH
11-B- REKEBH S22, NnERRELE. 3B
S PAES BT AT S 5XEBRERMZHNEXER
KERBEREAPEROKEULRETREERZN
ER P, ARIMNAREHER AT, —L PAEs fE T HUIR
REZBBETRSERZ2ATIILENRRREN=
T IR BR R &8 (triiodothyronine , T3) jf & 19042 4%
MIBBERRBRZEBES™, #—FT RO AMTIE
B FFABM-MEEEANER Y. BRASKT
YL SN, PAES th #5438 o 2 M AL 44 = 4 AL R ALY
£idie" RIEFFEXRTRILNBENE
Wik s BEmEmFANEE. 6120, MEHPT]
B IESEEEERM M ER MR A/ 5 H 55
SHE Y, ABHENERTREAN, —EPAESHK
WY EMEBL R (—MR A F) MR
REoitrsy (BHEMEy SR EBE. )RIN_EMS-
REREEE) 2EtbFE—THXEK ™, £—M
HXNSA B HEEAXRENART, PEAZIKER
PAEs X519 B9 7R E 5 BE 827 57 & 770 4L 0 2K [E B2 4 B)
HXPERRARLEFX, A, FHEENFES
2, ITZMPAES BB S ZMERNKER AT D,

3 A EHIPAEs RERERE KN

AEJL. BJLEJLE L AL A X PAEs R B EINE
B TERRMT. £—, BTHEREKBME, 20
;e PAEs T ERMRFE AR, RIEPAE o UF IR FRE
A FEY, 218 5 PAES RE T DY ERAH
JLBIEERRE, #MNBILNEEEKLBERT
BREFW, FE HREAN, BILBHFMNBRILTEES
LEREESHNIFAMPASSRE., = B TKE.
THhH. 48 BIANSVHNESFTEAMNES, BIL
FMILESLERAEREELHKTEY, WRTHRERE
5 BEREREEDR SHAKARSERILEES,
FXWAENEME B BILRJLETEELL AL
FAERZEMBLPASS = BRTESHRE
FPAEs 25N, ERESRINFNEFRBPEL T
FIEBRTPAES EZEE R EANYVIEF BN E
AR, Blan, SR AL, BRILE R BIRKFE AR
SRIRE LMY R LR K PASOES, SEH

WPAESHMESHNES, ERFEEKIETESZ
PAEs &0 %, M#A s R AT, RIFENH (HP—
EZHRAD) TENS T REPAESRET KR E
PR EdRE S, mit, AMHBORERET PAES
TJREME NI ILEERAINE, BIEHELXERERM
R o2

S RHAPAESRE R MAK . HERE. B
. EHEATNEERE-RSERSBFRNHERNS
RS, REJLERRE. ORISR FIAT I8
BRMEAED %, RETHRITHESE HTAORE" K
A EAMMEHGEEMSTT, i P HA PR N
REFHEFILERRE 7.

4 PAEsF0)LERERAIZ % / BEAE
4.1 ANBAZR

“URBERET. SRLETIJIIZEREREH L.
AN T BIRE M BA SR 5 3 AIEZE 7 7= A PAEs R FE
LB S 2 EMX R 7 Hh—TR3RE, /*
AJ DEHP £ 5B % BMI TR L% BMI 150 < 7
5B — 5 AP IE DEHP fY PAEs REE 5 B BMI T
BRHEX, S&%BMIELX, EZmMMREERE~
B PAEs RS ) LELRE Z B AT KB ", ZE—TUC
BRASIF, Sk ERE A FEIASIHFREE
5% HRIUHAETRPZERRPRE-_FRE
(3- E W E ) B [mono (3-carboxypropyl) phthalate
MCPP] R N 5B EHAERERBE 2 EHE % ",

ENTHREN T IILERE_RRERENEL
PE 7O B = IR AR, JLER B DERP 5
T EERE. ERST B ERREME XY, B
B RUEHRE ", D813 1000 & % EH
T BIREERASI R F , 6~8 S AT DEHP E 5 &5
57~13 i H BMIFIREEI#E n4E < 7, E— TR E
JLIENEHEHRT, RPEABXN D FRE PAES K E
TS SR ERRENE X",
4.2 YR

fEiEEith DEHP s H A4 MEHP 5 AEBEAE
FEXEK™, 22 T OEHP ¥ SBRILIMFH £
JLEA/NRRAREIE AN, BERFAAEAEEE N, ARG A,
P I PPARY SE1L, REDX FhE T ZE M B2
7, XM SIRE T DEHP REX/NRAEMNF I
HIEBFENFIE R, 1K= [0.05, 0.5mg/ (kg-d)]
SSBRAEEEMN, BAESHE [500mg/ (kg-d)] %
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Y, A B PHRETOEHP, S S FE R RN
RBMIEMNF—EFMEMED, XEERRNERE
3T3-L1BEAART A MBE &R P th B 4 IESE ™, Bboh, 4B
K HEZ 8B 2 EEE (monohexylphthalate) =i DEHP 15
5 PPARy & B #rE & B9 31K DL K& (2 31X 22 40 R 73 1L
B BE B 40 B 50 #2) ) 24 B £E /)N R BR DEHP [0.5, 5,
500mg/ (kg-d)] 8 RS, INREYIBAEFEEFIEMN,
mEhEESEHS . EIHRIERRIEHAEEX ™,
XEeHRIRAT, A BB EL], PAEs EF B M
B4R4R RERYEE 11, 1B PAES 763X L i £A 49 & BB #7141 F1
BT REB PTAE.

4.3 BERABBEYLEI

REAFNHNYARIYFRAPAES 2 —K “IFIE
HIEMHRE T, EFERIEHBRESF, PPARSHIA A&
FhERBEM R E. BRI ENRR IS £ R E
AR O DU HIBE AT AR BE A IETE AN A 1L B, IF B iX Fh
EREBREABREFREMEER. MNmADERER
1 PUE AR E B R BTIRZS ¥, PPARa #1 PPARB
BEREHEFSKEHENAR (GIZ0FAESANA)
HERRRREML, EEHIBRHTFEETPEENY
&, M PPARY B IS (& # A AA 4R AR A9 2 (L AN 7 VA SR 1= 1
BERREA R HIPERGETF, HEEREHRD T8RN F
EEEZEA. KR INATIRIA PAEs BUAERERY 7 F AL
IR EE S H T PAEs T 58155 S PPARs BUE HEER F
B = 1K 7K I AR AR 2 3T3-L1 A7 B B 48 B 1) As B 40 BE
B, RESER AR E 5 RS RAY
HRR LSS B R E T MEHP (E S AT R B
7, MEHP o 8813 BURLE M/ N FRAS R A R FN BT AE LA R
PPARy X HELE A FRIA K ESIEHAELNAER
N FIRT7E 3T3-L1 AR R chth 15 2] 7 EREAY 518 0,
B, BBRHMESLERIE MR 2R ANEREBRK
FERERYEIE M, MAERERZENRARRNAZREE
NGNS 2 EFERR. FTE. IFeEHEARATNAE
FER AR B EFH A 2R G BRISEREE O,
FIRBRINGEARTYAEBMI S REFRIETEENE
A, LR FRBEEELFRBREKFEEEESEER
HRNELTSEIEHFRIRIGRREZEE Sk
BHENER #mE5GREMNTHERXDM, —WmK
Hi £ 58 T DEHP [5, 50, 200mg/ (kg-d)] B9 zh ¥ it 3%
f, DEHP@ITIEL T AR FTIL . FIRBRINEEIY
EiFI iR e =M E R (UCP1), FTHEALAEE £ F
NSRS, XU R R, F L PAES B

HiEF M BCEREE LA T PPARs R HELE R RIA K
TIEE, R T AR R BE BRENIE SR, BRHE
FaEMMNER HELANBEMNFEZHE—STER.
4.4 PBREENIEEIIN
ERKREBHER . AN AE, PAEs Tl gE{EHEJL
EEMNER. SEMRRE, ARILEENELRE
REMUEMRBEY DT EFERBRRE, B
FX— R KRBT T EEWEFELIE, {EHTF DNA
BEERFNENEDCGRERASHIIN, HRES
SHEMEENRE, XTESBEELTR, EEKX,
REXHEHERREHMSMNILRITET GBI, 5
W, FRRET=TESN/)\RIER GBS i 4
FEREER N, B=RABENTFE IR BN,
ZETHES" . WEAFIDEHP Fl—MRELED
RAEVNBREEOEWILRA. B~HRE T MEHP
[0.5, 0.25  0.05mg/ (kg-d)] TJRES IA—Fd i AIAK Y
FRIEI TR R A AR 35T 8EBL 4 BEBERT
FERAR X BRI B AL EE RS, MER—IMEY
A SRR & I, 2 H DEHP £ [0.05, 5mg/ (kg-d)]
TR T RN RIEEM KBRS B AR R 18 hn =,
BRBRBENVEITZARYIER BTESRER
MR EENERE. EX L ABMARIRERF
FFrEMREeEREL, HRLEFRER FHRUE
RAxELZAMEBHHEARFTEN, EALMMEEX
Y EEMER T, BHER AL T DNA XK
FREL, MABREIRERIE T “HRIEE" ",
SER, E0EGRHEEEFLEICHY FRF ]
BES TR ATMB R, 1ERE JixX Fh AL BEAYBS RR
RN NTE, ARTRFEMNIIRMIRL GRS
YMRBENFRIEMNEZMEFE—ENLE.

5 W5 hFEER A

EEMRHPAESRES LERMNMRF, ©F
VMRERE. REBRIX. BRAEZURMINESR
& JLIUE i B RAIERTAIBEAR
5.1 UEYRERE

HEXREER, BTHRFROBR, R LE
ERFXERNERACEYRE, XME—FY
REARMER LERIINVEDCS ) EEREMNMEEE
AMERERE WM& LD, B, $xhxX—Hka,
BNBERH=A0#, F— LT AXKEMOIRE
REHEREZ TEHEMEERSILERRERREA
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EVHEXNER HAZAXRTMRESHREIE
RADBE, 8=, £/ EDCs ] BE BT BER A W) (A HMEAL
HORSMERREBEBMEXR. F=, HES
PHET AP BEHRNEY A EERFER
REETXLEBMAM D EUSIRAFZmMAE, RIR
FEE TR LK 509 EDCs (540 PAEs) o] gEXS )L E {2
REERE.

HNUFYEARBX—E&, AFFREMUT
NMZETE, H— XAMRS MR RN TTE,
BLEDCs RER RN, FMNEITEITREEGYH
ENEHXTERERNENTME . £, XAK
INB TR, IEFRE T MG TR PURS S
REREHEBEEREXMNENEDCs, BRNEHIRES
SRYIRR, K=, UM HTE AR 7T AT RUETT
REMEBEANEDCsHRRE W, RN EQKHEANNE
EER, FEMUFERNEEFRETRREE .
FEPAES REFR AR, MRS ALECE 2 FBEHFE T
$REWHEDES BTN EMNNEDZH
MEARITHEREERENRRATME. R, RE
HFARER ENEEN XETTENRELESRBER
DVHE, RERUAREZERA AP —ETIETRE
ERBHRAMEE™ FEEMENBIARDB
FRT 82— PAES RYREE, MEIUFE UL BASKPRA JA H PAES
RARBEATH I REEN,

5.2 RB|EWRDE

L EDCs AL MRS EEDERNNEY ¥
RPRE. TSHREMNERDE. REBHRDER
KT —MERIEEIA, ERXANEBP, HRDEIE
N MERENEITABAER, FREARPEENN
FHREBITHEMEE, IREBRDEXFOFERE
AIEREINTEXBERGHER, WIZWRIERE
RRTIRNXEMENSITFED, FEREYSEER
*BBHET LM, BT PAEs £ ¥ mEAE MU R &I
K& ($1g0 DEHP) S AR & (140 DEP) REET
PAEs B A M, BRIPAESREITEEFEREN D
TE AN RBRENESFBETENREML BT
PR BlIn— TR R R, ABREBHSEIT
XEE, LEHEXNFHOEHP XN U FYRE, BA
BREEDIOCRBREMIHE, ERXMAHIBI T I
B A9 M AR A AN BT (R B A, AIBGRER. —F&ETS
ERAERBEREMER (FlHFERNE=Z. =R M
R—MEBRE SRR, REEARBRERH

ANEERERNEDIMECE— MR AR,
g5 R AR AR IE T AR IE PAEs RE IR
RE AR ZEBH, BRI ERRUSEINTARE
B ERXETTE, R T RUSRYEMERE
ISI:EEA
5.3 RBHEE

ERITREARD BERFRRENGTERZEM
MRREERRERBELNKR, I TREAREE
MERRE-—ENRRME. —7TE, REZEEEL
AT BMITAREWE R R~ R A, M
AP ANBBENZE. flI, HSEFEREZILE
BERMUEYRBNEZRERE. MARHKAER
T, B BREMNEMHRERR (WXR) 5£ETR
RE (MERRR) LI SPAESRER X, AL,
AEWEPAESs EERBIEMINAXEKARS . FEL
FRREEANMNERER (KR, SEEHNMEILIR
FERR) WA EURSENES. 5—TTH. X
ERBETEZBNAMLEMEESIZHMINT —
LERE XIMIENAR-—EEE LESBSRITRE
REHETIRK IR, #MBEmREBHER ",
Blgn, F=RTHEAR PAEs 5 H A K ERRALZEEH X
EINAE X, HEREWIRER)LEEHNRRE
MHERER, Bit, RIBHEFREH#RTHETRSE
PAEs 5)LEEH AR FERE. KRR S, LM
HEHIERRREZEUEEMERNTER, B2
SKRRBT SR R AR ME(E T R AR BA B SER AR
5.4 MHER

FEREABMRERHYRET RS, B2
PAEs REE 5 LEEMH Z B XRBKEFAE M ZFH.
Blgn, E—PEIEMAIIFR G, SR RE THMEN
MR PAES 5B ZIFUITARDIERX, BELZZFN
FRIUUE SR BE ), E R 7E B A B AR X R B4R 5
N&BHEE™, ERTRERRPLEHEI TN
BMEBBREANNHABARARBUERSN: MaeziPE
BUh, 8 BB S PAES 1 0 M AR 7 P M MERTE BT
ERAENERERATSLABY.

6 RE

R, 20 ZMTIBAEYREWILXERST
BUEHMER. Brl, TECM AT £ PAEs =87
HEBEBRAAESR, PAEs fEABUE L2 T —
M, 2 RBESIENAGRTREBRANE KA
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BRI EIE, YW PAEs 5L ZEHENTR . FHR
EELXELRF (ZEMEGTFE/LE), PAESHNRE
SEBNMELEEIRPHIE FI RS EED
BOMAER, NTelEHBEENSKERTE #mS
B FSE B A AR BEAE A9SR AT 1Y XN, EEA

S BEA, FEEREE T PAEs, S TIIEHIFBRAH
MRS RG, M inEIREREERY R TT. RXTJLERE
HEAFTEELZNAR, UTBARRELZYREENG

FMEAEARREMNIEREEANS. B, T
'PC MEGERE UERBEHERDE BEBEUK
PFREEFMANMNEFELRFEEAP K., &
BERITIERENEN, BB EGRRCEYRE
YE R EL TR 18 5 6 BE BRI 4 SRR S BR @ R o) /R 1Y 7
IR THEZI,
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