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MUy S %5 e S5 & Bt 10 15 Be TEBL I A 58 08 e

wES L L ORIk M sk ik dk
(ZHERRFAETASR LY TALGEYREF R EERSES/FAFRSE R, S0 230032)

WE W SRR A BT Z 0T Tl A (B Z 58 R WX S AR HA 2Rt . Hire Ao
KB S AIXIHEE R GE NP ARG RS R G AN RN, JUHJETE ARG R G5 T, A S IR A HL iz o WU
S B AT 5 R MEENT RO D 5 B3 RN ARG, I FEAR SRR K- 5 55— D5 T, AU S 2% 5 5 1 3B M B SR (AR BRI R
X5 S 2 L , IR BB A S R PR R (PR UL R Al S A A i) K -F o XU S A1 T AL RO HIL T 52 4%
ZHE W RRAC AN T VLB AL A A, AR R TE HO0US S 10 A BT PEAT AE 22 53 0 I SORRU S B Fi a5 3%

PR A T LR A

KEEWR W S; BRI IR AL P R s SE AL SRR AR R

hESES R114
XEARERD A XEHES 1000 - 1492(2025)01 - 0180 — 06
doi: 10. 19405/j. enki. issn1000 — 1492. 2025.01. 026

XU A (bisphenol A, BPA) & LAY XU 2 1k
B0, 85z N TSI SR A A AR
B ZSE HRs et 2 oM mrse D Y &
] BPA fEfe BT d M PR N Ar WA BRI RIE R
RINEZ PR RN, L, 7146 H BPA R4 %
Wi BPA, XU S ( bisphenol S, BPS) J& JH i 285
R, B 12 N R U IO AR A5 A T
Vi, BN fl2 i BRI 5 FR 2015 AFRRIN 42
T X AT A P2 s E 11 BPS &35 1 000 ~ 10 000
Wi, #R1T, BPS JAS H BPA 4 4, HoAb 2% 1 o o B
TEANG) 31, PTAE A Bz ik rp A S0 A A i o5 | 4 B
%, JF H BPS I M A RS NI R S
HIARGE PR G E 2 R E P A RS
BPS poE B 0% o N AT o O L g Ik
AR A S Z Rk 2288 T BPS, H# A 16
A R IE A 2 I AP i AR R T R R
WAL L ) B FL A BPS (157 ¥4 H B A=Y
WF BPA P RS S K & B BPS

2024 - 10 - 24 H

BATH E K HRBERES (45 182273644 82304160 ) ; L4 H
SRR IS (S :2308085QH287 ) 5 2 A @ e BT H
(45 :2023 AHO50574 )

PRI RS, 2 A 5
ARINGE, B, Befe, WL AR I, S A5 /&, E-mail : haojiahu
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FEAET Z R0 EREE A 00 K 13 TR (= N 3R
B ey, JF HHAR PG Rk B2 B R, L 2= 38
XD T BPA, Z IR ST R W ARE) I 2 i
T BPS: — AR Z 4 [E KR PRI A K ) BPS
ACFEEgE ™ s A > 26 > P E > BHEUE >
R, AR AN [P A () o e R[] 22 5 G
Giitrd Lo A P EH VLR A Ik A
ML FEAKE I BPS 7KF-: F 52 (0. 65 ng/ml) > #i
(0. 22 ng/ml) > BN (0. 12 ng/ml) > 447T.(0. 09
ng/ml) , FF HAS [F] ¥ 51 [7) 22 S T g it 38 3, 1H 18
~45 % 4] BPS [T 46 ~60 H41'"° , ZWFSEEL BPS
B BRI 2 B S AT REAL A T 4504

1 BPS X4 FEERIZ MG

1.1 BPS 4B SMERI  WirwFEmR "
W] BPS Z 5515 VR SEAE ORISR T RRAE 5C
SN IREHAR L, 3 PRI SEE A A L3R b BPS R 4
(P <0.05) , 2ALYs 71 F (P <0.05) , Ghayda
et al "UBFST & B, 5 PRI A ) BPS 414 1L, BPS
Ko 3 20 95 P U B2 BTG AR (P = 0.03) , HJR
W BPS e BB R TR RS R R R
B SLEe ' ik — A UESE BPS R 0] SR AL
Wl , SRR KPR A R Sl ARG R TR 3R A
VGRS Molangiri et al“”ﬁﬁ%j}:‘%ﬁ(,—%,ﬂ;ﬁ BPS
FR R AR 5 AR BURG 5~ DNA FEALRR RS I, K
TGS R Shi et al ™ 534/, 2230 BPS 7 &
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5 = ARME SRS PR KT 25 0, 17 B - — sk A, R 1
Ko VG R B A B AN M ) A 7 HE AR S 0T HL
IRWB AL B . Bl ¥y 52 30 1§ 7s 22 1 BPS
A RERACE AR 1 S A 5 R AV S A AR TR
RGedibi.
1.2 BPS M EESHERIA WiTHFM
FE TR BPS B ER 51 14 A Al 8 MR I R T
REZRAL 2o O S8 2 D RE IR (DOR) 1 22 4 B
REEGE(PCOS) , JF H A A 1A 2 IR BPS 7K
F- 5 5P SAR A T REFE PR P2 A R (AMH) FisE
IR TR (ARC) /K-S SR G, v 22 R 2H & A O 5
fitt £ LI RE VBB XU 2 IR 2 55 2H 1Y 6. 85 %5 (95% CI .
1.241 ~37.818) . MANABFFE" R Lok £ e n
BEEBAER AR IR BPS YR Z [A] IEAH O, FE1E
R - N KR, 2P s> 2 4Rz
BPS 5% FEWUA T 5 90 5L S A BN 5 i
FRD, T EERI A PR B A il RS B 1 K
IR0, BPS B g 2 T P HE P BIL A4 B 3 R
(follicle-stimulating hormone, FSH) | {i¢ ¥& &4 i} &
(luteinizing hormone, LH) 14 il 5 Bk, 5| Op &
AEFEIRESE R Y L eAh, B R BPS RS T Ul
PE/IN R A S AS R 58 P B 3R e R v T 86
FFLA L S FAGE T SR T

2 BPS RESHAEHANAZHAMEEH
SHYISERR BT R AR YRR R T BPS &

SRR S RAEFEIIREZ 10, HALHI R A2 FF
BPS i n] 685 | 2 2 [ A v 3R 5 -5 0 A AH 5C ik
R EUKPARAR , DT S S [ R KT R
BPS 3 A LA A 58 20 e 48P0 0 98, 175 400 B 0
AR A B A I RE S, I ELi i R W st A%
AL (5 B0k (18 1) o [HARTE R, AN [ 5
T ARFEEIN ] A [A] 1Y) BPS 22 85 X BILAA Y 52 e 77
Pt

2.1 BPS3IEEMRMB A EUEH TN
15145 (reactive oxygen species, ROS) F i 14 & ( re-
active nitrogen species , RNS) & & 45 5 1 5 | 72 PN 42
AR T 52 I 2 A6 18— T 240 i 7 R A, AR R ]
FEUfLN DNA Ry 1553545 ) o S8 AL 32 0 4 2205
RAMIIET . Asad et al''*** BFFE F W, Pk Py L35
50 mg/kg BPS ZLPHZH /N ELSEALLH LU ROS W35 4
T, AARHDSEBRFRG3Ke /)N B S R ZH 2R SR 8 55 IS A
L 100 ng/ml BPS 4 HLH 21 41 f74E ROS 1 & Fll
N It S AL, it S AL S ( CAT) iR B AL
(SOD ) S547T S8 A il 176 1 A AT, G v A 5 400 i ( Gk
BRI A AKE 7 4008 ) X ROS Ay 352 4% I & R0k, o4
JH S5 A R B AN AR T IR, i B it 4 Ak 35 4 i
HRTCTEAERF IR TR A, 3 07 SR A= K 40 ML R & A
NREZAR, BB IRIE o —FoE ™ 3 5k Xt e o
221 d Bz B S R A BPS(0,1.,5,10.,50,
100 pg/kg) i, Kl 25 5 7R fir A BPS Ab B2 1 i
Ht FSH \LH 7K 3448 F X BE 4L, [ B 5] o 4 /) BB

E1 BPS RESHEHEIREZHRBXINE

Fig.1 The mechanisms underlying the impairment of reproductive function induced by BPS exposure
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AP S AL AN A e IR S P | 4 AL
YA BT E ALK T SR T X B4, 4278 BPS
5 T BRI AL 5 R W L 4R Ak YO T R AIG LH A
FSH,
2.2 BPSEREFEMMATSEAR FIViES
AT BRI AR OCIR . AN T e 2 iE
B TEAMIEAE U8 T A2 b 5 IR AR 1 Fas 5 HAZ 4K
FasL 255 )5 555 —H H FADD WAL T- 4545 &,
FADD #5 [ 52F e 2 MR G 8 Wit & Az [R] e 1 22
I I U s 22 b2 Jbk 2 W2 £ 11 i ( Caspase-8 | Caspase-
3 .Caspase-6 ,Caspase-7) %5, G| 40 fd 125 5 — 7
I, B 40 itk 258 [ T 2 (B-cell lymphoma-2, Bel-2)
5 Bel2 #H6 X % 1 ( Bel-2-associated X protein,
Bax) P 1) 3l 25 7K V-7 SR A A S 1 20 i 04 12 v
EH REAER], Bel-2 /R — Mt o, REAS AT
GRANM R ¢ MNERORLIAR 6] 40 i 5 A9 T8, T Bax 58
TR HEIZ A B R HRTH Bel-2 (41 M OR 4 /E ] . Bax
HC)a 8l Caspase9 {75k, H R 78 4 Caspase-3
ARG 3 T, dE i S R AT T . Gao
et al " fif 2 B TR /K 525 (K oh BPS Y i 3. 33
pg/ml, S5 [F] - 500 we/kg ), K I XM L OP 55 20
AE, 4 R AE7n BPS ZEE Mk 18 Ak /N BRLR S rh Bt 4
PAH S A PRI KKK, S B0N 8 (MDA ) FiI
ROS By R AR 2 1y i) S Ak B iy 41 2 40 e 1
TG 5155, I AL I T-F5 H W) (Bax, Caspase-3
il Caspase-9 ) 1Y 2 ik 7K V- 34 i AT I8 12 4R 2
Bel-2 {2k K P BEAIK. Dai et al ™ fry 55 [7) B 2%
] BPS n] G it OIS IR R AR5 R A RS A0 R T
FET- M (Fas/FasL) 5538 i A 2R R T 5 5
K, BPS ZREEZH (2.20.200 mg/kg) /MR EE AL
Hr Fas  FasL. 5 [ #l Caspase-8 & /K FE#¥ 1 % F
P45 5 — I 51 Bel-2/Bax FOfE MR, (HUL A
W9 E N BPS I A — & [A] I 5| 2 W A ik 42 5 &
LR T, 40 D 2 0 4R R R [ o JEE BPS (107
mol/L BPS F110 ~* mol/L BPS) 552 4 ~24 h ¥n[ 14
1% Caspase-8 , KT 545 10 ™" mol/L BPS %% 24 h
L P VP TTLH T  F5 HO Caspase=9 , Jf
H BPS 555 | 2 4 A 7 1200w I 31 B 7 5 3G O
.

I Wt — s B PR ST i 2ok AR 4 o Hh B s
LU A B 1A 4 5 et , A WA T A, K 52 460
i s R SR AR FIAZ A SR ik TR R B

WEAA , WA 5 3 il A il 5 J5 e i EL o 19 400 o -5
iz BT, R BRI . A Wk A R S i 3
WORA Y 5 B FRARAPPILTR, anad B2 R TR ROS A
SHIEALIEY . Gao et al ® Y BFFE 4R R, BPS il
N p-mTOR/mTOR Fl X p-ULK1/ULK1 R4
il F g, B SR B W E A OCAE AR B (LC
3b/LC 3a Fl1 Beclin-1) F:-BH 1 A IR p62 PR REf
H I Ih e Z ] fg e BPS SRy L FEMm
FHEFE P T BOHT A /NN S A g T4
PR AR S 2 (R A B T4 o

2.3 BPSS|EFRMBEMBIGHRET FWRILEM
JEFRTEANHAE DNA JRA I BT sAR 3L R 3k
£34% DNA 405 | 20 2 8 i L g 5 )50 5 99 L JF S Y
mRNA P B/ IMAE 25 Z R HLE S . BPS
Al gL 5 A B U DNA B b 4 2 Fh i 5K
BUTEAE T A BR A M b A= st AL 5 BRI . X
ZAHLL, FR A 58 T BPS 1 wg/kg 1A BT & 1)/ FRL 5
U B FA b, i — 20 R L P R Ak 1 4 2R
F yH2AX 7K P85, 7~ BPS 2258 51 2 DNA XUk
WrSdIE i, JF HOULEE 3 45 K 5 5% T BPS ¥k i 0. 001
e/ kg A5 /)N RS - 4285 1 S BEAL AN R AL
(K-t i, 327 BPS A R o o | EHs 20 & A
TR 5 A A P e 2 0 7T 552 T RS 7 % A FORS -3k
REIEAR L S — Ty, A BF 5 Y R BPS
iR 5 I I LA AT R, 25 R R, AR 10
F1100 ng/g Kb PHLH WL EE 51 U BEAN M ZH & 1 H3 i
R K27 (H3K27) ¥y — W 4k, F B BPS nl il i 2
BB B OB 20 B 1 £ B Rk . MR Ah SR Y 4
B %,107° mol/L BPS 5 72 Al 38 1o 1 15 /N UK £F
0 s DNA I EEAE RS I ( DNMTs ) - 30 5 - 35 i gz g
(5-mC) /KF-(P <0.05), FIRESZINE &Lt 2,
(R BIFTE R B RS 7 & A 0484k, b ml UL, BPS
SRR ] I B L DNA 3R AL 2 2 oy 2k
A H AL AR B 2k R 8 TR

2.4 BPS THMifan RAMGMAMELR SN
B RGEN 5 , BPS W] 838 2o i PR 3 3R 40 M i 2 T
REXTRE T &A= AR RE I o S22 R R DAL
Sl ER RGO A At ) A0 B SR SR e R
B B AN R Mg (AN R A ) d8 RS TR P
FIRG 7 S HE 07 T R A 5 e s see ™
2B 50 me/kg F1 100 mg/kg BPS 5 5% 3 i #
il mTORC1 Al mTORC2 2 [1] f) ~F- £ 4 5 41 g 5 42



ZHEAKFFIR  Aca Universitatis Medicinalis Anhui 2025 Jan;60(1) - 183 -

R AR NE R P E A -SRI
AL, JF HILELISh E P 455 2 1 Arp3 Fl Eps8 £
K2 ARG | NS 22 IR 1 AT .

BPS -5 51 R 20 1 9 K0 o0 2 7, O Ho el 4
1 R 5 DR 72 3 sl D B 4 i 1 200 - 2R b
P, AT 980 J 28 B B A M A B, — AR A S 0 1R
B 3 50E (300 pmol/L . 30 nmol/L .3 wmol/L)BPS
TR A RN A B R 2 TR OB A L 7 B AR
G ZEFIE 188 52 B9 BF 48 Jf 1 RE ) B 2 R (P <
0.05) , i —2P & I AL 73 2k A vt B B o) 2L 25
A S R e € A S B AR N (P < 0..01) , Jf:
LA SR A e 99 BE 40 M Hh A 43 AT . PR S
W9 B 0. 1 ng/g BPS Z 5% 5 B U0 £ 41 g 40 iy
ARG 1235 (al A Jtalin-1 [ PP2A) Z 3| 5210, S
MR SRR AG T o RS R R ST BPS Wil £
FH T BB 20 e 20 B SR TE B0 bl PR 7, T SRR
H A2 KW IR 2T
2.5 BPS &5 HPG #F#t FSH.LH &R 54
W TEBHESI Y FSH LH B4 15 B UR: B vk
R & OB i i & ( gonadotropin-releasing hormone,
GnRH) if i HPG Hlil 17, Hod P& 5 2 2 0F , (450
I 25 G C 54 14 (PKCs ) 122 2450800 8
fit} (MAPKs ) 45, e T 9 FSH, LH ) & Ji 1 53
W AT BT A B 100 /L BPS
FIMERCR SZ K 7 B AL IR IR 2 Ak =Fh 2 K
PR R TR AT 5 R, 45 R R B 2 AR HE B )
ATRH T BPS 285512 T it GnRH3 #2870 A9 4L
G LA K FSH O LH #9651 73 1 3L D 40 gnrh3 |
eroc IhB fshB FEFIRIG TN, #8271 BPS 2§ Al AE /& il
PEMEBUCR 2K 5 B AL TR BRI 52 1 20 5 |
i HPG i oy . thoMiu g i) e HLIA 52
#e T HARIKF BPS (0.5 ~ 50 ng/L) Al fE 2 0i
HPG %l 52 45t 94 5 [l g, AT 52 0 FSH LH F AR
i, (R B 2 254U S8 S — ] BE o

3 45

BPS B 2 S EUE YR LT UE S I RE 2
W, AL A2 he  JF BAFAEME 22 5% . BPS Jegk
A I 5 | AL AR 2 I S A, 5 S A A T, 1A
JE B 2R P 2 R AL 3 BRI R G ULV LS
FIEHRES W KA ML, IF Hal i DNA F2E{E
HE PG Tr N e R Rk HTA K

BPS 55 %f 2l ) A Bl 28 G2 B AS B 5 IR AH S BF 5 4
Z ARG AR SR s Rl e Z R S5 A7 AR 22
5, S PRSI LS AN B B Z [l Y
22 5t FARDLYE , [R] PR 2R ) — SO SG &R , Wl
RFE USRI BARA BAIIBEFE R ] BPS 2R S
HESEAL O SE I RE T A O, (HA G A M Hp BPS
ek AT REA KA R AR A5 Jay AL BIF T B, i 2L
PE— AT WA BPS R0 (AR A= 58 AR S0 it BRE 119 £
PR . BTAA BPS g % A 5 22 58 1451405 S HeL
HilA B TR E . ARl 2 Mk e iR
T BPS, Hrpil i IR B R A BRI o H . AT
AT A T EM L S AR POKIA B,
BHIWT BPS 1) 22l % i A0 DA 10 0820 A A 2, 22170
etk NHEA B AR .
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Research progress on the damage to the reproductive system and

the mechanisms induced by bisphenol S
Lei Lianman', Sun Shu', Chen Chen', Zhang Chao’, Hao Jiahu'
(' Department of Maternal , Child and Adolescent Health > Department of Health Promotion and
Behavioral Sciences, School of Public Health , Anhui Medical University, Hefei 230032)

Abstract Bisphenol S is commonly utilized in the industry as a substitute for bisphenol A. However, numerous
studies have indicated that bisphenol S also exhibits a wide range of toxicity. Bisphenol S has been found to cause
adverse effects on the nervous system, endocrine system, reproductive system, etc. , with more extensive studies on
the reproductive system. Specifically, bisphenol S exposure causes a decrease in sperm count, decreases motility
and increases malformations, and decreases testosterone levels in males; on the other hand, bisphenol S exposure
causes a significant reduction in ovarian volume and relative weight, affectes oocyte quality, decreases gonadotro-
pins follicle-stimulating hormone, and luteinizing hormone in females. The mechanisms by which bisphenol S af-
fects the body are complex and varied, involving oxidative stress, cell death, and epigenetic modifications. Nota-
bly, the reproductive toxicity of bisphenol S varies in different studies. As a result, this paper reviews the reproduc-
tive toxicity of bisphenol S and its underlying mechanisms.
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