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Research progress on reproductive toxicity and reproductive system tumors induced by
environmental endocrine disrupting chemicals LIU Jiahao™, JIN Yingji’, WEI Qingin®, JIN
Zhiyan®, WEI Da™, JIN Yuji'® (1.a. Department of Laboratory Medicine b. Department of Clinical
Medicine c. Department of Basic Medicine, Jilin Medical University, Jilin, Jilin 132013, China;
2. Department of Dermatology, Yanbian University Hospital, Yaniji, Jilin 133000, China; 3. Depart-
ment of Agriculture, Yanbian University, Yanji, Jilin 133000, China)

Environmental endocrine disrupting chemicals are a kind of exogenous chemicals that
generally exist in the environment, and can disturb the endocrine homeostasis and adversely
affect reproductive, immune, neurological, and other functions after entering the body, among
which the damage to the reproductive system is the most significant one. Studies have
confirmed that the long-term exposure to environmental endocrine disrupting chemicals have
irreversible and harmful effects on primordial germ cell growth, reproductive organ
development, and reproductive endocrine regulation, and also have obvious correlations with
the occurrence and development of various reproductive system tumors. This paper reviewed
various reproductive toxicities induced by common environmental endocrine disrupting
chemicals in the developmental and reproductive stages, and associated mechanisms involved in
the occurrence and development of reproductive system tumors.
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EERTFEEEENY, RITFFZ AT HERKERE
fil EEDCs ABFBEBEBEAAMENHEREAS,
F=BA EEDCs S ZMEHALKMEBN A EXEBEEH
* MY, BT EEDCs EIREFR ATz BVARERT R
F—ERBBKF, MENTAEERENEHAR
2o

BHal4 E E 1A EEDCs BIETE L T
JZ RN FBRINER A( bisphenol A, BPA) « ¥XEfR B( bisphenol B,
BPB). % S BXZ (polychlorinated biphenyls, PCBs) . %
A FFERFE ( phthalates, PAEs) . TEREN(nonylphenol,
NP), R EIIEBNBE R LA PRIBTIR. BB FI4FH
LY, XEY RN ERSRREMEDR ZREE
T, BEHEER, SRAERU, TEARTREHHE
EFYEY ANENBEIHARRS., £+ EH
SHER. DM RN ZAIIEF EEDCs: BPAL PCBs.
PAEs. NPo

BPA B2 —FhEN W, 20 tH4E 90 ERBEREE
¥ AT aRERE, lMEANEAERERERYL,
ARFMHEAGHARZAEMNMATEXEBERNR
K RTFHASRIFPmAEMNMESE, TV EFE
BT & RIFamBsF R ERES Sk £ = BT st AN 28
KL &, G022 LYBR. BRI, FRIEHTIE, BPATE
—EHVREM pH £HT, IR ERY. KE. =K
F, NAF BT EEZEBANBEEEMERERET
BPAMYY, XN HIAM LB A BRI FIRE, 4§
2B L) L EARNAYRIS RAERBEHA, B
723 BPA IR R E MM,

PCBs I IERRNRE, S EMERREM™, &
B RFHVBASIEMMAE, W 2R T EFES50m.
AHAR, REBF BT EEEEMKBENFIER
14, PCBs AJ M LMK (B R LI STE R R I RE
%, X AlBE KSR FEREIEE, NILEREZ
E2ETRYENR, At AXEEZE T HETR.
RE. REREEEMERET PcBs™, PCBs FHANA
EEEERTEMHAR, BFRIEDK, 49 10 FLL
", B pces EREFREBEMT R OMNALERE
YB R, PCBs AB XL, AN S ML G
HE. WHENPRRE, CMEESRENEERS
MR K TFRSE T,

PAEs X MREAFREEZE, 95 30 LML &Y, EEE
B AL EE DR Z R ERE [di(2-ethylhexyl)
phthalate, DEHP]. %F & — B & — T #5 (monobutyl
phthalate, MBP) . $BE _ERER — T E5(dibutyl phthalate,
DBP) %, fENfERA R ZHIIEEEF, PAEs #IHIA N E
AIFE2RANIME SR 2 —, EHELLERER
HEAMAERS R, BFEETIE=DER
ERXAEMEESAER, FEHEZFH TARAINEE
I, B EIE. SRUMKRFNT 254, Hol@id
ME. RREEEZERERFEANANR. PAE HIAANE
MEREREY, FIRAKXKRBET PAEs S EUEM
FIRARHANEERELETARY, HrL@idpaiE
R R EE,

NP VB EERRRRE, HRRETEZTEN R
ACIEBAVEYRERR, T T W E PR BT H &g
BRI, FEFF Np TR BERDECE, DRIRE
SR BT HR. WRER. lERBASFERHE
Me, FE RO &R e EEEFY ARl 2
NP 77E, BEESEXRYIIKR. BFafBEFE
NPo FF NP AJTE & LM BIFRFENERER,
E IR EFARBNR R ALIRE Np WEERRY,
PRSRIESE NP BB R PR E R, BT Bl 54
BB,

THLTERATEHRINER., WiNE. FEMAES
HRL, HEMMINERSR I ZHERZ RANLERHE
1=, BT EEDCs IF LY RER A B R E ML,
A RHEMESHEN 2R, EHEWEELHME M T
EN-E K-SR IHINAE, B L S FERESHE,

EEDCs AIBE %S FRE
ES. 2540RREILESHVEFRE, £MINENH
M5 A8 YIRINEBNRENAINERE, E2HE 0
BR.ESMENZE, DEHP LB & n] RV ¥ 2% IR B 4 AR
MR RN E, H A AP a B rgm,
BB = Mm% I0 AT BR &E2Y; DEHP A fEA T
DR SR FK 4B 2 Pm BP 2 TN BE, 40 DEHP B] S & (8K
E0WFEENMESINGIM — =4, FRRBAH
DN A HAEX T, Bh 1B B HAIE K75 b 4M, Muczynski
ZEPIESE T DEHP BOKAIISIF= 140K — R -2-
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Z & 2 B8 [mono(2-ethylhexyl) phthalate, MEHP] FJ &
Mm% (E S BE, EEIREAE 2R AE BRI B RE B9
SRS HEE, HMEKINENESLBERR.

Zhu EP R LIS RER BPA oI HIHIRIBINE.
MEIAENEENES, HERATHEXEERE LA,
5|EEONE A B, R A RE M BT AARRE T, #2009
IAERE,; I, RITRFRAZEERFAZALZMES
BPA KB FRI B AL, FILki#N BPA SR
BZBEFTEKR, X gt HE MmN aA BPTiSERY
SR, AERTRFEEERZENRSZSIEEEM
B PcBs RERRYMSENPES THRALFLY,
Bai E A& R EE, #0 pcBs REBR YA ETD
FIT EM-FR-F0 R, F2M RIS SIAT, ¢
SHZHENEE,

EEDCs B &1 H M RL
RIEAEMTENSEETINEE, SHEMHFEHERMN
RBEMNKRE, H A DEHP RETFERRE R
MERILEREEFEN, DANEFERNEMEHE
=& (estrogen receptor, ER) -a F E-§554E A &A™,
HMETFERNETZERBEHRERBERK, £6F
BERANMERRENEEET BPA |5, SXTRAMLLHE
SZRERK, BZEER)LABERD, XLER5
EEDCs R EM M/ NEFENEREN, SHFEZ
BINEEZ M. LI, KEARFZ2 BPA BB T FERNS
SHAEINEFHTHEEMRE, WiRNEths~=4%
FEEMN,

ZIMAME R MY 518 F LI IYIEK EEDCs
@ FINES B, FiITHAmAERR. [EHAET.
Fmn. RWEEZNG, FEFARINZ R0
Wi, EALAEMNHELMRE, #MSENEFHE
B TEME TR B RIS SRR R E,

RE
M FHERERARESET BPA 5, FHSHIIAAM
AN BREL MEER LEREFESE 7648, 1)
RIS LHR DNA FFEEUT S, }5 FRURBR OIS 124301,
B a#0 M3 bt K L BE-3( caspase-3) P, IR R AEFS 4
MEINEAT; FER BPAXTHMEARES 2 ARG, X
MEFHEAALRNIEWKFREAS, B
SERL, BTHRENEMEI TR, BRERIES,
RIBBEF AR T ERI TR,

s FFAARAE]AY K 25E R (tight junctions, TJs) 7E -
2R [Z(blood-testis barrier, BTB) VR KIETEE

Thee, eI BB FE IS XM E NP A1 MBP AYEE
AAAC, HUPZ & B NP F1 DBP/MBP EBJR IR BX & 1E R
TR EEEES A EHET U RIIEER M, H
IRIREAARI8E) TIso NP UL FEMEIE— P EIF, —
MFEKMEEEM— R TFBERE 2 FRIBK M 8, £
IMNT4RRERE, FAZTERER NP BT LUER N\ 2 540 A A R iR
B, T AR AL, o, BB NRESEM,
MBP B & B — M HIKMEE, A FERANARE, B2
NP fEN—MIEB FREVEEFILE MBP BB Z AN
AAR, NP R NRERR S H &AW T (i# — P (g # MBP
NEEFEEYIFEENERNARER, BZEFZ28B79
B W kP, B8 N KR B FH (trans-endothelial electrical,
TEER) I = 2 E AR FE MR B R BURM A57E, @il
ZHEKNERAESEZEEL ST IFAMR TEER B&
TR, RIT Ts BIINRESE R B RAL, H—F AWM
3 NP 0 DBP/MBP 2032 2 Fr 4 iRl f5 = PR FA 81/ s
%A 1(zonula occludens protein 1, Z0-1). Z i EH
(claudin-11) 1A & & H(occludin) % TIs EHRIRIE,
10 BEEE MY Hu SR RS RIERAT 4
BHEEETFT NP MBP ERI R RSHLNFEFNE
H 72 &8 ( mitogen-activated protein kinase, MAPK) F f%
RE B AILES 3 3 BB (phosphatidylinositol3 kinase, PI3K) /
& H B B(protein kinase B, AKT) 15 S i@ B& P Ay X 52
EHNBRR Y, RO — IR REAFIRL BTB BI4ETE
YHREAN =% Fr4BRE B 70 b % b K R 738 FNFN Bk IF
WEF-a, 5T BIBAETERKIF, HN G EF
p38 MAPK 15 S 1B & &, # M &K z0-1 M occludin
BRI ED, XA gE A A TR T X TFEUARE D
FHHIR R G o
M ThRY
ENALRXT EEDCs AU, BAFTIESLEANALRIT R
EIFIEF R E M0 EEDCs R NAAERE, WES =7
EPCBs AIF AR ENEEZHEIIE N, MIFLERFZ
PCBs AN SHABREA. WEMIBERT /N,
B RINAT NS EERNEE . AR
EAEMBRHTIEE UG FRERN T, Greasy F™
BAREAEFEET DEHP 6 h FEAMEEZ B FRHEM
KB, BERBARLETHRT, BN DEHP
S EH A el RSN A R EER FRERG RZEAA
LR MR G, ZENE R EE = RBRERFEINE
IOIESE,
Pocar B AT IR AN B RIERSE
PCBs VB, oA ME 71 pcBs KFBES T &
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B, Bt I UNRENEER LD ERNEDH,
BFENEHE —ERE T Manikkam™ R BPA
ERTEHARREAIAEREN 3 AUNEEAKR
REREN, BIXNEBFRABRAHITOM, &
7 AR B, FREA EEDCs AT RME(EH
i, VTN ERARE, WFR=EEES .

FTF EEDCs TEIFRHHI 2 =T, AR EL T
—TEHRBRIREREKTF, B EEDCs HANNIEEA &L
ERMHEMPUERERER, MEMERNINE. FEM
BEMHNEITIREM2HEBRMRE, AL FER
EEDCs SHERFAMBHNEXE—BERERIINEEH

SEMNEERNRER LT, KA RBENEIEME.

FENEERR—MAETFFERNEN LEME
MME, RFATLREALD, #FRETHLZBRNX K
S5KEAFESEET 2 EEDCs #8X"Y, Wang F AT
BPA A] EFIEMAFH4ESIF A S E-2(cyclooxygenase-
2, COX-2) M _E BZ-i8] 7¢ B 4% 1t (epithelial mesenchymal
transition, EMT) EX B RE&RIX, 1B A FERNREHA
R RS2 EHAMEEN; AREERA
(homeoboxal0, HOXA10) R ZEAXKENER AT E
Hz—, IRAEFERNRERY, S5 KBRERTH
KRR R 1, M EIEIEIL I HI HOoxA10 FRIATET L
MEF=AREZEN KR E, Bromer &I BPA BRET
NREARENFSERARIRRSRN, H LE
HOXA10 RiX, SHHBFHNRNE FEPENL, 2
FERABRENER, i, FEBSEIILIIEL IR
BPA A&t #2 M F = A EEF £ mE™, XA sER A
S EIHIFENREABNHARFH A M,

FEREREARMMRARMY, BEEERIEE
RS REGERSIETFERNERMAMATEILTE,
FEABRENAELABPRRIFEEEEMNIER. Chen
EHBEIHRA I FERNETERBEAREET 0.3,
3 umol-L™ By pcBs IV HLIEFERE H B &g 5w, BB T
PCBs SN EN LM B RYBREBRMUN D T4
", #EN PCBs AIIEIE S ER LA LURHFERERE
MAERYIETE;, FEFEBIXN FERRREEERIE
LA HITIRE AWM T K2 PCBs RiX, XL #IZREA
PCBs 5FENERENAELRXRZZT™, BRZIG
FRFGINT BRI R R R R A5 PCBs S FENIRRE

RERREGRAEXEMY, AN FERNREHARAR
fR_ESFRIAFEFIZZ K (aromatic hydrocarbon receptor,
AhR) # ER FEFFEZ24E, FIFT LI PCBs A5 AhR &7,
B AnR # ER 5 S BER Z BIFEME B MEIER", K
PCBs 5 ER BVA S N IZFERFE N F 4IRS, BAIXY
L FF N FATIAN PCBs EFENERENAE AL
B B SRR ARNFENNEREN, XEIFE—E
EEHBETXEESFNUNER, BRFRIRITE™

BRI BFHITIRIUE,

FENBZE MM THERERK. TERAL
ARG RMERMNRE, EETELE RIRKERK,
WaAIRELZREFERTLERFER HRIUEKEE
RKHIR A SR N INR M MR AT BE BRI F E A
BRRNEBRE,

FHA 2 A+ (early 2 factor, E2F) Xk 2 1H T 48
[ HARY K 8% RAF, FIHAZE A D1(cyclinD1, CCND1)
=S MM ENARARETEXNEEZER,
Hid RiA= SHAMIEERZIES, 1 EX LT
SRR E T BPA 1 NP 5 H E2F1. CCND1 BIZR
K= B, FENEAMM 1 HiMm s N T I 12
188, {BXT ER-a M ER-B FURAFHITIN LI T E
DA, RBZMNEHIERERA RESESH;
BPA AJ{# G R HBEXBZE /K 30(G protein-coupled
receptor 30, GPR30) RiA L1, Z=ZMEFEM ST ER-
o H ER-B, FHENEIT S GPR30 &£ & BENRFESES,
HMEHTFEAEBNAE LR,

TREIE FHEF-1a( hypoxia inducible factor-1a, HIF-
lo) B BAREKIEFNEERHET, A LIE
SSESER, BEMRER NP =ENARETFEE
HUE HIF-la 3R, AR AT SXRAMELE 4R DEHP
ZEVIEENTFEAEMARGFEERHS, B HIF-1a f
CoX-2 WRIXEEF; BIEMAIZIIR (proliferating
cell nuclear antigen, PCNA) i2 DNA E |18 & LU K4
BB HA A T B9 < 88 A F, B M B 4 AR 8 -2(B-cell
lymphoma-2, Bcl-2) @2 AL TR ETI &, Kim
FEWR I PCNA F Bel-2 TEF E AR RIA LI, ¥
DEHP SN F EILENATING L 2EH TS
BRELRNEEREZ—

INERERE NS EARMEZ — B TEER
THE SEXRSETRE, ACRX—EEGRME
ZHo IIRAERHRRALZSBONBRSHNINERE,
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HFINEEMAMRREmE RSB ES (X, M EEDCs
RIFSYEII R B LEMMEIER, ALt EEDCs BIZE R
BREAENERNAELBTEAEEEER,

BPA E BRI AR ER™, nI ik B985
it ER-FA LA F(chemokine 12, CXCL12) {5 S B ER R 1
INEEAREKY, FEMRLINE BPAIFFINE
JZ2 2l Bl 22 (ovarian carcinoma cell lines-3, OVCAR-3) [5,
HIBMHEXEFERERESE B BE-2(matrix
metalloproteinases-2, MMP-2). EREREEREE-
9( matrix metalloproteinases-9, MMP-9) #1 N-55%4%& H
FIA LA, AN =L EMT #1g, BT HME
Z 1808, F A MAPK A PI3K NHIF T IR i %
AT HRR BPA XTARRRIERE AUR) B ER", 1R PR IZ A
BB BUE MAPK FI PI3K/AKt 15 SBERSERLHY, 5
2B = M D IF A BT LA & R BV R B A=

Park EE I HINRBEAMER BG-1 BET X
ZFARR ~ IF T B8 (di-n-butyl phthalate, DPB)6 h [ = L
T ER W TFIFERERIX, AR EARE R D. Ak
T ES-4 55, RIBK ER BEEFA MR EK. 52
REEIENRE, Yu E7ERR 5K EEDCs X7 5P & 722 40 i 1%
PEO4 FEF&E T DBP [ A AI LIAMBAAEIG A X E
PCNA mRNA K&, B B2 4 & X & B (Bcl-2-
associated X, Bax) /Bcl-2 &1, FE 4R AR A A T 2 Nl
HIEEIT A LI DBP Al @S AT HEXERRTRE, X
FEARERVILTE. BT EHITIER,

gisIREE—MHERIFERENBHEE TN
by, EmEH AT L ER, FERFEREN T EEE
Fie. MR, BEE. MR BHABRFRKFEEX. RIT
RFIRAEETRBEHREEBNELENHFNNB XS
Ay AT SR, BERYBREEEEAMKRRE
RIS T B FIEEFIER BPA F PCBs™, 12—
EM EEDCs RBARESHIVIRENLAELXRAER
B Ro

FEBRFARBETHFE0 BPA —EXET 8]
BERMAE D RKREMEFIRENEIRE, BER
HEKEAS, BEFN LR AEIFIBREE, 7 EHE)
HIBRER R E SERMBRKFEBEXN, IRKLE
R MR AT VIREHEE —ETMAIEX
WEME T ZM =" 81k BPA A MM (ERA, i
A 7<PH BPA AT H% 5 ER-a M ER-B & RICHFIFIAR
AR AYILSE, [FBY A I TE BPA 5 ER-B HHEEFBHA
i8], B] [8]3% B0E B B ZE X /K (androgen receptor, AR) -

T877 A RERT, nIRIMA15 BRI TE S 5516
AOMABENTE YR E R ITF LB EMENIRS, 18
AN A LB BhBR R B B M 55 40 Tarapore F7O 4 I
L PR R c4-2 BRE TRFZE BPA BT E L
Ay B E SR MNT 28 3, FHiGRHEIEHE
41, ItbSh, AR Ml BPA P B S HEEBHEE(ER,
FHILE BT LAHEN BPA Fl AR AT BER 2B &R, N
M AR BYTHEE,

MMP-9 1 MMP-2 #IA 7 BB AMRIERIEEH
R PAREY), IR AR RAFFIY AR A F SRR T
MABRE T /~NE|EAR(2,2',4,4',5,5'-hexachlorobiphenyl,
PCB153) —E K 8l/F el iE S EH ™% MMP-9 Fl MMP-2,
BN IELI ERMENIEEF SR ET L, FIE
LR m e FERAREEL, BAE eMT ZiE",
REEFEERITT NP R+ Zexd /i 5 AR 4R
£ LNCaP B8, A I — &Y a] @i AR R EIRIHEI
{3t LNCaP HRERYILFEA TR, EN G 2B TF
p21 # p27, LIA4HREEHAE H D1 SKAREBRER E
REASER G1/S T IE, IGaR A5 LNCaP HAMRHIIZ
27,

BEEEFERE T HRIRERR &, 125, i
B BIBKRASHRE-R, FRIEEN, T
fi£ EEDCs LN IMAL SR A KR RIBERER, ¥
ZFEBIMAELL. sHSERERRATRFREE
#BZRPA EEDCs PIBEI SR B ENENEE RS
2R, TERXNIEIRIAA . B4)) LR FE LSRR
ABRRERERN BB, I T iR A EHM
KM BBEERSIER I, BX EEDCs 5&M
FREAGHBNEXEEEFFEHRITEZRTR
FIRE, BHRRNWSMEESENEE RSB
MHIHRT2EER, MBERFHE—F R, i, BRE
K ANt = BE R ERFE N, AN Tk E3Y EEDCs RYEHT,
B DA RBBRBIH, A AR E @ RIRHEMB
REEo

SE R
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