5 34 555 7 ] P R RS 4R (FARRE )
2014 4E 7 A ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science) -909-

BB E A REXMNTFREDHE APP, Tau RiZ B0

Bl F.A R NFEWERLE, S OR,E OELH O

(AR ERRE A DA A B DA R PR BUCHE I A M E G S T Al 210029)

(8 E] HBY: W Fo 1S4 R = R A B X E A (bisphenol A, BPA) %288 Xt 1 1C/NBRUIAE T Fh 3 M3 RE 2B F HT A (amyloid
precursor protein, APP) f#& #H5&H [ (microtubule-associated protein, Tau) R L AT Tau 2 H (p-Tau) A2 F8 1 BEHE/N BUIR
JUKE W Bt BPA ZEEIHURIN . ik R CSTBL/6) it BRI F% 101 S 2850808 BPA; FO X/ 0N B ™ 0 Bz R i S vr
BPA Z 5 /N BB ARYEAN [ ZR G5 1 03 o 4 21, BIXT BR2H JiG )L (P-PND,) | T L1 (PND-PND,,) | Jif JLIA I LA EK & 2% 65
(Pe-PNDy) , B BAE I S0 2 (8 H iR )itid Western blot 73K APP Tau } p-Tau FRib &, &R S ETAIls
ARIMEEE BPA 3L0)5 , APP Tau M p-Tau I3RS B R #REIE: . BPA ZELLRE 5 7 UNR T, HEPE/NE PND-PND,,
21 P-PNDy 2HF SHZH 21 APP Tau M2 p-Tau FE3R80, MiHEME /N AL P-PND,, 41 3 FiEE RO B, 458 B~ BPA %
SLR TG AN RIS APP Tau M p-Tau FIKBUE , AIMTFT RES | AR 2451497 , MTEE /N BRURH %8¢ T B4 /)N BUAT REXS BPA 5
A B 22 45 407 AR

(RG] Wl A TEMRER RIS OE A O

[(hESZES] RI79 [XHkiREB] A [XEHS] 1007-4368(2014)07-909-06
doi: 10.7655/NYDXBNS20140711

Effects of perinatal exposure to bisphenol A on APP and Tau expression in the
hippocampus of offspring mice
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[Abstract] Objective:To investigate the expression of amyloid precursor protein (APP),microtubule-associated protein (Tau),and
phosphorylated Tau protein  (p-Tau) of offspring mouse hippocampus after perinatal exposure of FO mice to bisphenol A (BPA) on
different stages,and identify critical windows for fetal development stage susceptibility to BPA exposure in male and female mice.
Methods : Theprimary cultured hippocampus neurons of C57BL/6] fetal mice receiued with BPA;FO mice received perinatal
subcutaneous injection of BPA to establish the mouse BPA exposure model. Four groups were classified by different exposure stages,
including the control,the fetus period (Ps-PNDy),the lactating period (PNDy-PND,) and the combined exposure (Pe-PND,) groups.
The expressions of APP,p-Tau and Tau in offspring mouse (8-month-old) hippocampus were detected by Western blotting assays.
Results: The expressions of APP,p-Tau and Tau protein of hippocampal neurons were increased in a dose dependent manner after
incubation with varied concentrations of BPA. BPA obviously increased APP,p-Tau and Tau expressions in the PNDy-PND,; and the
Ps-PND,; group of female mice;for the male mice,the three proteins” up-regulation was observed only in the P¢-PND,, group.
Conclusion; Continuous perinatal exposure to BPA could contribute to the up-regulation of APP,p-Tau and Tau,which might
subsequently result in neuronal injury. Moreover, female mice are more susceptible to BPA exposure than male mice.
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Figure 2 The expressions of APP, p-Tau and Tau protein in hippocampus of non-BPA exposure offspring mice
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Figure 3 The APP, p-Tau and Tau protein expressions in the hippocampus of female offspring mice exposed to BPA
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