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Abstract: Bisphenol A (BPA) is a high—production volume chemical and ubiquitous in both the environment and the human body.
Nowadays, a large number of animal studies have shown that BPA can affect brain development, along with epidemiological data
supporting the results from animals. However, other studies, especially from regulatory agencies reported no significant
developmental neurotoxicity of low doses of BPA. In order to develop a more comprehensive understanding of the effects of
low-dose BPA on mammalian neurodevelopment, we obtained research reports on the effects of low-dose BPA on mammalian
neurodevelopment from the three databases of CNKI, PubMed and Web of Science, and used the toxR tool to evaluate its credibility,
and finally screened 26 relevant studies; obtained 1 latest BPA toxicity report from the U.S. Food and Drug Administration (FDA)
work website. The major studies reported that BPA caused abnormalities in neurobehaviors, histological structure and cellular
features in certain specific brain regions, neurotransmitters and hormones, brain key gene expression, and epigenetic modifications in
mammals. In terms of neurobehavioral alterations, however, some results were inconsistent and even contradictory, which may be
due to some differences in experimental design, especial the quality control of neurobehavioral tests and the choose of statistical unit.
Overall, further research is needed to clarify the effects of BPA on neurodevelopment in mammals.

Key words: bisphenol A; brain development; developmental neurotoxicity; behavioral test; quality control

XMy ABPA) N iy AL i, R T R GUESEAERTIIk SN R Y S BUR/E SR 1S

TR IR « PR 548 5 70 A KL, Jo 28 F SR il - 28
TH B A A B B AR A IR R D Ak
PRI BPA 7EABIAR. Aty MBS KW,
DL S5 B b vt A N L d sk H R AR e
ER N YN AR SR/ E S GRS TP AT PN S
4 5% BPA,#E L5 BPA MIHEEANEAE 0.01~
4.5pglkg RHEL DR ZE MR R B, BEALAEN
PRFE S 3 T BPA 7461 ) i vh ok L & )ik
umol KPP BPA. [ 5 1 A4 W MM R S i — 1.
2 HIRVE.

BPA 2 S8 5 I A AT 0 S, HLAEBE O
S DX 20 B R 1R (1 5 T R I AT AR AT
9od 2F AU R, LB AR R B A AT
N PR S 5 RS A R () BPA MRS AR 53X
Lo NHERUE 4 2 ) S 5 2 AR T S8 O, — 2
BTN 5k BPA BATME R H TP, N Az o

Yrts HER: 2021-02-25
BEEWH: HFEE AT ARI(2018YFA0901103);[H 5 [ R F 2 4 %
BhI H (21876196)

* TUTAER, WIFTH, qinzhanfen@rcees.ac.cn



10 3] =

BRAE: ARFIEW A W LB R F O FTIR XX 4865

B AE R R A 2 i A S D P SR DA A R
BPA AT ELHE R AN BEPELE A0 ) A 1 7 1 R
A ZRG VPl BPA REME RN K O AT SCHR IS, a0
IR IF RN A, AR AT Bl fe s BPA HATVELE )
RGP B S A 7 P ) XS AH [ N A7 AR A —
B g8 T B2 BB RVE e, AR T
(RS, H AT INEE R SR BRC A — LB [ 5Kl X
CAAE LT BPA 7E2 LYY A8 L H T 2 (1 i
H 3384 BPA 1K AT H.

AR BPA K H PR REVERT FTIUIR R 1S
Bl R WS HOCT BPA LM IR N, A 2
TN AH R SCHRBEAT 5 G 20 A A SCAE A B G R
PubMed & Web of Science Z#fs )/, LW A& Fi
28 A\ BEH/IN/AT B “bisphenol A & Developmental

neurotoxicity/brain/behavior” A ¢ 8 1] 21T K 2, LA
5 [ Bl 24 b B BRI (FDA)RILUE 1B H AV £
N HE(ADD)50pg/kg-bw/ R bRl O i i S 1% 5
B T AR BPA WFLEWI A2 & i1t AH G
SCHR. A TR A2 A3 SCHR B4 AT 45 1,45 1] ToxR T
X TASF SCERMEAT VP4l B 43R4 26 R AT S bRAER 3T
BROLEE 1). 3 A 6 d SCIRER DX S2 56 304 LUK
PR AL LR VRAL ST N 25 05, D S5 RN
A, T U T30 B it e e Ak, A6 1 i 2 B
BAEHLJR(FDA) TAE M, E3RHUR#T BPA REtER 4
1 J A EEA B A SCERIR BPA ST FLAAT A
WA ZA T AT Ay« I QBRI 23 1+ i DG B
FE DR 2k DL R 3 W 35 A% A6 8 £14) 56 Wi AH G438, %)
BRI WG EE RATAE 2 1 S I EA T 1 1.

F1 RANEWNE A RENBHIANIHER BN

Table 1 Effects of low—dose bisphenol A exposure on mammalian neurodevelopment
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Table 2 Differences of experimental results: effects of

low—dose bisphenol A on mammalian behavior
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