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Abstract; Phthalates esters(PAEs) are a group of typical organic compounds in the environment. Studies have
shown that PAEs have significant endocrine disrupting toxicity and can cause damage to the reproductive develop-
ment and nervous system of animals and humans. The in vitro cytotoxicity evaluation model is widely used in the
study of toxicological effects of PAEs due to its high throughput, short test period, low cost, and easiness for detec-
ting toxic effects. In this paper, some in vitro cytotoxicity evaluation models of PAEs were classified and summa-
rized from the aspects of endocrine disrupting toxicity, embryonic developmental toxicity, neurotoxicity, immuno-
toxicity, genotoxicity and carcinogenesis, and the corresponding research progress was reviewed. It is hoped that
this paper can provide reference for the effective use of in vitro cytotoxicity evaluation model, and provide ideas

and basis for the in-depth study of the toxic mechanism of PAEs.
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HEPRFR AT DA v SR i 08 WM AT SR
ZERME, BT T N T SR e Y A e R
AR S I R I R AR R R BRI, S iR T
AN E SRS, 4828 — W FRI (phthalate esters,
PAEs))" 1z i I T BRI AR fif £ i (R ff i8S M 1
EAT L R ) SN DR A L W =3 7/ D 1 |
B WR R 2 o, M LR ff, 0N 4Rk 5 e
Yo A VLI AR A T PAESs, BRI
(4B 7K — I #R — 1F T g (dibutyl phthalate, DBP) Al
ABOK R . (2-4 3 © 3E) g (bis (2-ethylhexyl)
phthalate, DEHP), DBP il DEHP J& K VI [ = 275
Yuly W N 35.65 Fl1 54.73 gL, KRR R
BT E W} 41 wg-L 7 i DBP 1101 pg L™
) DEHPY, 53 4h 78 AR BRI A ZUREAR -t A6 )
T AR R BRI I L5 . Gao SEEU%T i B
A LBESERER AT T PAEs Y B BUEE 28 XU DAl
(CRA), 45 B~ , /0 1.9% B A= JLH 3% 1 fa B
FEB(HD) K T2 4 B{E , X Ui PAEs 76 A\ B 77E
WA R, Kt AF5E 2B, PAEs gt T4k
NN — S R 0 AR 3 R AR P 4 b

FATH R G E R DI RE , & —Fh S8 1) FREE N 4304
T4t 4 (endocrine disrupting chemicals, EDCs)® | %
Ah XY A B —E R A SR A E
BEPEFIVE TE U BUSAE . S5 1y — S pFoR 45 R 3k
W, %4> 75 1Y PAEs 4 DEHP 11 DBP 714 A1 X} 45
5, T e 43 F H Y PAEs WN4RK — W iR — 5% T- IR (di-
isononyl phthalate, DINP)# P4 A X1 #: 55°' , REACH
SRR ST A i SO A el AR R0, — 26 AR 3
T PAEs 41 DBP 487K — B iR T 3K (benzyl
butyl phthalate, BBP) , DEHP 4% — HI iR — 5% T Fig
(diisobutyl phthalate, DIBP)#£ REACH 14 152 A4k
WK, TESh Y5 B SRR T BRI Y Rk
BAEZEN 1B 28, BV xR A
1B T IUFRE WL PAEs R ZEAKER T

B AR L2 B 40 LA 01 2 % T axX 26 ) o i
S e B IR, A 0 58 Xof JH: 5 AR 1A 4 5 6 1Y)
Al . PAEs B 22 RN WF 9% (10 4% 52 )5 vk E 221K
WSS, BIMESE ARSI R PEIT 5T, ORI M5 12
B A 25 A T 53 4 L 4 18 T =F 5 1 45 E AT R
RS 19 3% TR ISR B i B PR 2 SR AT

R1 LMERLKSEZRERE (PAEs) REMENE RN RE AT

Table 1 Exposure levels of several common phthalate esters (PAEs) metabolites in humans
(ng-mL™")
DEHP {Uiff 4 &1
E AR Total metabolites of DEHP
mMP mEP mBP miBP
Data sources mECPP, mCMHP , mEHHP,
mEOHP , mEHP
w1 [ ®) Chinal®! 318 375 67.0 572 67.0
) Ching! 13.8(% Male) 18.5(%5 Male) 62.3(% Male) 65.6(% Male) 77 3(% Male)
15.5(% Female) 25.6(% Female) 646 (& Female) 48.6(% Female) 74 2(% Female)
H A9 Japan('0! 175 14.8 157 84 362
i 1 Germany!!! na na 490 46.7 734
&' United States!'?! 14 208 259 49 983
JngE K11 Canadal™ na 49.1 238 na 559

1 : DEHP /R 48R ZH iR —(2-Z 2 )R , mMP ZRRs 4828 iR 5 FF g, mEP /R 4828 — H iR B £ T, mBP 3R/R 4P 78 — R 5. T i , miBP
FORAR PR TR, mECPP F/n 88K — R H1.(2- £ 5E-5-¥2 3L I I ) iR , mCMHP /R 88 78 — F R BA[(2-42 A1 &) O 2 1R , mEHHP £ /R 48
TR Q2-2 F-5- 2 FEC IR, mEOHP /8487 — IR B (2- 2. 3 -5-4, C 3E) ik, mEHP F/R 402 — W IR (2-2 I 2 F)E , na XA

DR GESCEES 9N

Note: DEHP stands for bis(2-ethylhexyl) phthalate; mMP stands for monomethyl phthalate; mEP stands for monoethyl phthalate; mBP stands for

monobutyl phthalate; miBP stands for mono-2-isobutyl phthalate; mECPP stands for mono(2-ethyl-5-carboxypentyl) phthalate; mCMHP stands for mono-
[(2-carboxymethyl) hexyl] phthalate; mEHHP stands for mono (2-ethyl-5-hydroxyhexyl) phthalate; mEOHP stands for mono-(2-ethyl-5-oxohexyl)

phthalate; mEHP stands for mono(2-ethylhexyl) phthalate; na stands for not available (data has not been obtained yet).



46 1

R 5 - AT R ISR IS 03 Y50 1) (A A1 0 7 P A 25

A R HE R SR O A PR RS SR A
AR 2 AL | T L PR (SN0 I 25 P 4 T
Y B 22 M 76 PAESs 5 B2 0 HOBF 5 T
SEAESK , PRAMARE T i T RO 0 A I
1 FHLEL 5% T 0155 0 38150 e 0 O, A
N e PR v e SEY N CE e
AP H L PRSI M LA R A
K S R AT AR O AR A
{in AT USRI W T SR S B B T
AR IR ASCM I AP B 2 A
REAEE MR e R L SR
P FILAIT X PAES HO RSN R HE VT 07 15 it
A I RRER T HOEA R,

1 PAEs W& i Tt S EREIMED (In vitro e-
valuation of endocrine disrupting effects of PAEs)

H AT, % 0B PAEs N 43 W T H0 2000 44 41
TEFEA 2 K. —~KERZERN TR EER Ty
25, FEHDRAN B bR A& Y05t 5 4 43 1 D1 REAH G
) —LEAZAZ AR B TP 5 5 — 224 H bn &
Py oxof—BERE i AR G 20 e i A s
Wi, X 2 RNy gk B VR D B R A2 4 AN AH [
BAHA AP R
L1 B s B Ry vk

F I BESR (A MR R ME R AR ),
A LR AN S AR SZARSE G U B, I
2 AR NS S R R 3 5 SE Il — R A B AR R
Yrr e, XL RIS — M B S B 5 SRy
F R M A% 32 AR 5 % (nucleic receptor superfami-
Iy)™!, e 2 57 4K (estrogen receptor, ER) ki K %
& (androgen receptor, AR) .22 % 3% 1A (progesterone
receptor, PR) IR i & 572 & (thyroid hormone recep-
tor, TR)FI4E H iR 52 /A (retinoic acid receptor, RAR) #if
SEE B SR R T SR SRS B R RS
FIARAAR N B0 L PR e SR O A4 VR I, 5 4R
B AR R e & B R VIO

Engel 251 i FIJ K i # e (9 2 1 & ERo-HEK
F1 ERB-HEK #4712 28 BT 5 5 R I 7 (lucifer-
ase reporter gene assay), fuill | —2& PAEs J H G2 %2
FREACH I AZE ERa B ERB 1H PR A 200, 52
A REW] BR T BBP LIS H A PAEs J2 AR
FE R R ERa A ERB A 28 ; 17 K34 PAEs
%I ERa Fll ERB F {5 P B AT il £ 1], Ghisari Al
Bonefeld-Jorgensen" " Ff MVLN Jz 23 76 iz 45 &

PRI E T JLFD PAEs % ER WA FVEH, R 2
H, 5 BBP Hil DBP {55358 1 ER (97 1, DE-
HP 4F7% — H ik —. 21K (diethyl phthalate, DEP) 5|
& ER SN, TRERAE" i % 2 AR 14
i BEPRS Ty 2 (PR O B s TR 1), BF SR T 2
&R — R TR A 34 90 3] S AR 9 6045 DEHP
DBP FI4B2 — H R H1 T fik(monobutyl phthalate, MBP)
Xt ER AR I TR i+ 40/, HFFEai Rz, X 3
Ty Jo P41 B B R IS PR AT AR BRI R TS 1, T
PUMEBL G, Czernych S8 (i I XUEERE 4238 AR
(XenoScreen YES/YAS)WF5Y T JLFi PAEs 1S Z il
MR G, & B — 2L PAEs 765K A0 1R B VS el 1 3k
IR 5 FHTOMETCR FTUREIRCR R

X AL AZARA T ()4 A L DRI 38 i EL AT
e AR SAS I R A e SR (R BRI AE T
SRR FHRITAN A58 9 0 b TR A% SZ A 1 T 44
Mo W RGE RN E AR RS, 55 G
PIAART LA 3 52 00 K AR PR 5 2 IR 25 G 1 2 AR A
IR RANEA O AT TP R AR W
i ISR Z R IR R TN I R SR IEH
BVERY
1.2 HESZIRA FB AR RS 20 A 8

Ry TR —SE R S YA 2 AR R AR I N
SR FRGE T HAE I, 25 Fh B 45 A [8) ) R AR 010 240
JHORSE Y o Bl S T ROk

PRE A5 /)N BRUS2 AL A] 5 i 98 41 i 3R (Hormone-
responsive mouse Leydig MA-10 tumor cell line) & —
T R 3R 28 240 B SR 3o o 24 i 7 4% 77\ 2
E B A 1 BR ¥ & (Human chorionic gonadotropin,
hCG)MFEH N4 1A= i, Boisvert 42
T DEHP BG4 <8 28 — H R FR.(2- £ O ) iR
(mono(2-ethylhexyl) phthalate, MEHP)Xf MA-10 4fififJ
T2 A B, 45 R R WA 107! mol - L
¥y MEHP & 3 30 il 7 MA-10 2 fit] 22 Bl (19 A& B
H295R 4l R T NS L BR R B9R , e 3 38 2 [ it
MR G W B L A B2 BA AR 1k
R TIE B R 200 e g A BRI, BB A B R R i
AR TR R B EERER AR MR HEER
W B TR FER K B R 4, O 5 IE R I E R
20 B T 1 RN KO — 30 R H295 R 4t
FIBR ARG M e P S [ R ORI A 5 L
il i B 2L I T B, Harvey Z6™'48 HH H295R 4l
Jif F S — A S AR SN IR PR 2 [ R TR
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(AN MASE RS i SERYRIESY T DEHP B HAR
) MEHP X§ H295R 4 Jf 25 [ B 25 A A SR 1 5%
LR 2R IR Y 52 ), S5 45 AL R B, DEHP , MEHP
IS0 H295R 40 it 2% [ Bl 3R A ol 7 v G gk
R FE 35, 3 H MEHP A9 52 0 55 0 W] 5% . Man-
kidy SF®5E 1 H295R ZE [ Fs A sl st o, K IR 2 T
10 mg- L' 1Y) DEHP 805 37 56 P (1 — i (B2) ¥k
EEREIN 4 £%, 28 T 10 mg-L ™' 1) DEP S2u 4% 37 5
WY B2 WRBEXE N 2.3 %, BRIz A, A AL B
R (JEG-3) 40 il 22 th & — Fh AR AT 24004 20 B AR 7Y | 5k o
20 L R 0% 38 TR 2 B IR 25 0 R 2 T I
H R AER RO BRI, CYP19 4t
(B 2505 T B AL M PR D5 A AL A E R & 2
R AW BT DG S, 02 P 4 0 T4 P 4 )
() G B L BT SO6T TR A PR 2 0 i) g gt e e v
% Perez-Albaladejo ZE™fF5E T —2% PAEs X} JEG-
3 MM R PASO T A il 6 Mk A R R, S 4 R R W,
BBP #1 DBP i # (&AL T P450 7% 7 Bl 19 35 1 (IC,,
EREH 14 ~15 pmol-L™"), %5 F Rk, —2L PAEs
FENFNS P4 P s B P9 4 TP AR A T g
S TR G REEL R,

2 PAEs BRRaR B FMERIEIMEN (In vitro detec-
tion of embryonic developmental toxicity of PAEs)
K-S st £ W], DEHP BA IR REEE , 500
eiiG G LA TE . 3T 20 45K BEAE T 4N 52 H
B IR T 40 i (embryonic stem cell, ESC)E. A%,
h R REPE S Y —Fh R 2 IR 4 RE R HER
WP A FE Y BT RV E ™Y . AR RIS T A0
PEAR SRR WG T 40 A A AT F T PR BB
ST I T TE R IG BE P NSO
FEMRAECOHE ST T /N UM IR 41 i 0 AR 7Y | Xt
DEHP (IR EIEAT T 1A, B 95 45 S % W, DE-
HP Mg e ek &9, Yin P00 A1/ U G
T4 T4k T DEP Al DBP B4 % & w4k,
SCYRAE IR W2 10 wmol - L' A, DEP FlI
DBP 7] L i 2 el 48 fi 28 SR )2 5 i 28 4H 4 LI 1
AR OCHE R 1 K36, iX K W] DEP 5 DBP H A
WIERM A R B /e, 2 ERER T TR R
) DEHP K AR 7= 4 MEHP Xt /)N BRI it T 40 i
6 ) S GBS | IF 5 e B B A G 75 70 B 1 15
(0.01 ~1 000 wmol-L™"), DEHP MEHP %}/, ESC
TR R 1 4 3 5, A AR B S 9 300 -2 G
Z , R (1 000 wmol-L™")fY DEHP Il MEHP i /N

BRIV 20 L %) 1 7 EL A ) Sl R

Zx Bk, 23V Z 058 3 1 5 IE, ESC B
B 22 b S TS SRR B R T, IR
T4 g i 55 (embryonic stem cell test, EST) i FH /N R
SN ARG T 40 MR VA Ak 2= s 7 G & & 7
P, AEHE S TR EEE DAY . B AT EST & &8Ik
WIRE U8 7E L G & 7 DA B B PR s A B = o0k 1 e
HiFE A & B R AR DT A5 21 W) D) . 14 20
JIEHY SRR R Y o3 AT 0 Ak 2 W 1 1 BRATE Y
Pt T R E SRR

3  PAEs HEZH R SMEN (In vitro detection
of neurotoxicity of PAEs)
JTJLAE  PAEs I #4835 1 I 0 52 B AT 1Y 06
TF. PAEs H A NRIAYE, 2 38 i<t Bf 5 K i fisi it s 14k A
MELHZ, e & R R B, AT = A bF
¥R, IR Y DEHP G4 MEHP /¥ B2 7] fig
HILEM G 2 2 A X 1A, A NI
R B 2255 T DEHP 0] 54473 6 4 2l 9 (4381245
FAHATRE S M AN N Ca® ¥R B T = LA s 5
PR T 47 565, HET, X T PAEs f & B
AR SR 5 B MR 00 40 ) 4 A IO 384 4 oA
T LA S5 3 A6 LA A T
PC 12 4 ke 5 T R BUE 1 M 8 5% 20 P e
HAEM A KN PRI 5 F R B 454
FITIIRE B AL T bl 2 40 B, PR T A A 22 R 27 S 56 B
FERAF RN Z R T RAAREGES RS TR Y
DBP Xt PC12 4l 825 LA N, 45 S 2 W, AS ()5 o
() DBP Z& g8 X%t PC12 4t (1) 354 58 HL A 5 3 A4 il 4
H, BRI 8 B R A T 9l T PC12 41
FIPRT-, TRl DBP 280 B R T PC12 4Ry
BT A AL S 1 3 T A L) AL B AR 3
Chen 48Pl F PC12 ZHMfE N4k B BRI
MEHP 2 & X #1 28 70 & B 1 72 1 52 0, At (i oK 43
1L PC12 4l 7 5% T MEHP H | BIF 5% H X 240 fitg 184
FEF AR SE MR, SC 25 SR MEHP DA 4K
P 1 0 20 2 A OF HLAR #E T PC12 i
AIREAR FE & B0 434k, X J& MEHP 3 i3 5 i 41 g 38
BRI R SR R A& R B RS —IK
WEBH . BRT PC12 4L, /)N BB 2898 40 B th vl A oy
F9E 1 22 35 1 0 A5 R A0 i, 1 22 R AR i g T
BBP Xif /) B 8 98 41 A 1 98 1 A AR 8 45 KT 1Y
SR BIESS B, 24 BBP Yeii ik [ =5 - L A7 3
AR I ELAN A RS, T b B T/ MAR
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R 5 - AT R ISR IS 03 Y50 1) (A A1 0 7 P A 27

UL K BBP 1T L i o 28 40 it 1) A KO
TR 22 A0 P A R T X G B S 0 G TS P AR
(ROS) 7K -, H ¥ (MDA) A K 3 J5 80 243 e H- ik
(GSH) & 1 1Yl 5 45 R W 9] BBP (1Y 255 Al L5 i
P2 JE AR A A 1, AT — 2055 T 4B i
T,

4 PAEs & F SR IMEDN (In vitro detection
of immunotoxicity of PAEs)

G TSR T8 MR AL P e 3 47— S G e A
MLIEAS FTIRE , TP 28 431 M 2% | AR LR S
PEDIREART ; BR300 52 Ml 25 20 Jf 1) He St Uil g
IR S0 B 0 g N 2E, AT 5 | R AR
NiE% H B G RE P . A ¢ PAEs [ S wE T, R
) 2 XT3 A4 R A FH AR S s 1 A A 5
2/ T — k. Hoppin 28" 7E 3¢ [ 4 [H 75 Bl N
AT ANBEPRWE T PAEs fCU 7= & i it & 1
NBERLBOREAR X AHOCB #4171 A it 45 1
7, DEHP 1 BBP WU ™ Y1 RE 18155 3 5 W i | 16
PN A AF I 2 VAR DG 1Y 19 FhRe S B iA
AP A X UL PAEs Y42 il 28 58 5 — S0 U N
B B G e PRSI 1) R A G, Kruger 59 B9
KL, NS N B 41 B4G12 B # T DEHP J&, &
JEAHSE P IL-18  IL-8 1 IL-16 9 43 W 34 i, Hi L
I FRIBACPALA P, SRR SES 58 T DEHP
XoF L W 20 e 1 A i B PR AR, S g b R A T AN [RD 5
1Y) DEHP ZbEE /)N §LUE 20 i bk RAW264.7 4l
G A A TS AN RE T A PR s
TG VEEUKOF 1 22 {6 R IF Al DEHP 2 88 X 9% R 45t
PIFEHEAE A SE 25 R R B, = Wk 2 ) DEHP Ab 3
A3 A RAW264.7 4 Mo i 2Rt 47, il 1 41 i
T WERE ST N4 M X F(TNF-o TL-12 1 IL-23)F4) 431
WA SRl ! i N EORTE o = Wita O D S ) e 3
FW]  PAEs 1 5: 5% AT D\ 22 J7 I 5% W) B 938 7 257, 185 ol
S EE .

5 PAEs Z &SR SMEN ( In vitro detection of
genotoxicity of PAEs)

HHr, &1 2R NN 5T R B, PAEs 2
FRRENG 3 AU LR FI DNA (351453, 51 A&t 15 75 1%
YEH . B4 B 58 I L 3K 45 K (single cell gel electro-
phoresis, SCGE) X #x £ B 525 & —Fp ) iz v HF
R I EOR  FERT I — 2L AP R AL 2 % DNA
AR 7 T A AR = B R B, Wang SRR IR

JIE ' 210 i 3R (HEK -293) , 38 2k B 210 i 28 e R Dk il 1
DEHP i 5 19 DNA % b 2¢, Jf 38 1 45 I 20 e
GSH & i A ITAl T 446N FAE DNA i £ 30 72
HR VR SEEG 45 S B, DEHP B 5| i HEK-293
4Nl /) DNA i 145, DEHP & 18 i & 1L b %5 S
DNA W41, T 588 & BR, 7 Il AR i 28R 1R 1T g
J& DEHP %% DNA i (9 B 23 ni 40 70 SRBH.
it f3504% I %2 (cytokinesis-block micronucleus, CBMN)
AN e € (A B AT 22 3 B4 100 1) — Ak 58 7
;. Molino %™z FI T B A 50 MUK I 2 Fh
D7 EVEAL T NI B 1Y) DEHP X R for £ R iy 440 i
F(DLEC) 1Y 35t A% # MEAE 5 B B il e i 25 R R B
DLEC #fi/ltd DNA HEWR A B i % DEHP ¥ 3
IO S 2 1 h0 s SR Y 25 R 6 W], DEHP % 859k
FERIHE NG [ T DLEC 41 Mufduiz =/ w3 EF-. DA
RS ERFEIER T PAEs BEE BTV EE A

6 PAEs EE(ERRMKSMEN ( In vitro detection of
carcinogenesis of PAEs)

PAEs W5 7F B0 1F T2 5 4F 2k 22 35 G
A, AT R, PAEs 288 5 A FLIRE &
iR E A E" . Crobeddu 259744 3L B 98 T iz 40
Ml T-47D Z&Fg T4 M55 & 1) DEHP #l MEHP,
IR R R T 10 000 nmol - L™ ) DEHP &
0.1 nmol-L™" /) MEHP ] & Z {2 ik T-47D 21 fifg Y384
BE AN AL T, %52 5E 3R W], DEHP Al
MEHP ] D3 i) 1 42 i 32 14 (progesterone recep-
tor, PRYf551% AR #EFL AR [ R 20 M i 3 7, i ]
REXG I FLARIE & A AU . Wu 285958 T BBP X
ER(+)MCF-7 FLAR i 4 i 5 ER(-)MDA-MB-231 %
i A L 58 0075 AR T, Se g 45 2R K U], BBP fE
i td 2 (i R A 2 A LR TR 200 R ) 38 G, O o e G A4
M G1 it e 2= S W1, IRl % A 53 A1 BA A
TR 2 microRNA-19 3@ i 1 [v] PTEN 3 UTR(3:
T L 8 Fr BE), 76 BBP A2 1 L 5 98 40 it 384 7 fY
AP RET ZEXELEMMEM, Zh FPHR K
AR5 1Y PAEs (DEHP , DBP F1 BBP)HE i {2 it
PC-3 1 22RV1 Tif 41| fi-J 20 i (% 3 5, o428 248 i )
IIAH G EEPR A 3R3A | - I0TE 5 98 4 e 3 7 25 D) A
KM — e B S K - X Ui B PAEs 1] BEJ2 Hij 91 I i
(RIEEIE SR 1 .

7 R K EE(Summary and prospects)
Bt % [ PN 42 %t PAEs 3 B FH B 52 A R I
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NSRS/ L O NN B S R W VAN SR W= o o
PRAERENE et B DL s M RS
YR DE M LRI G A5 B I N (R 2), 2
L BEPETEA 2 A0 B IS AR A e 5 | 2 DF 0 45 A 14 B
FE HETTE RS A AN T A W R, X — i
T AR TN A B M RN R B B LA AN TR )
RERIRE s A A AU FRY | 80 41, 6 BEAN RN 420 114 PN 3
TP B9 12 I A2 32 AR A S i i 15 S PR
TEAH AR | T RIG & & B VAN 1 ESC i g s
Y, FHF VA B 22 B VR T PC12 200 it 70 b 2898
YUY | DL K T e 28 3 PR A D 1) 15 10 4 A 7
S5 RO RN B R A AR IR AL
Sy PR SE A, A0 I 15 55 T 5 4 4 0 ARk 1) B A
YA L AR BE , FANME o ) 52 56 0 B 7 22
KA TN FRT 5 FHAE R H, 558 AT
Wi, B, PAEs (RSN MO 15T Sk
28 A KT 1 T 30 36 PR K SF- | i o B0 3 R 360k
R 2% 5 f PCR(qRT-PCR) %543 1A= Wy 2 3%

A BERE i 08 ) — L6 15 40 g T A AR ok
SRR BRAE AR VIAH OC AY 22 5 208 Bk [H] | 2 1T 4 7
th PAEs A [ #EHE 80 VR FIAIL A

PAEs 1EPR 5 P HYMR BEARAR , R ZBAE LI 3
AW AR LA A Yy L FVE T, X A58 | g
FIM 28 R GG 0 T, ™ R LA R i L
PAEs JE IR TEI B, X L6y I AE 30 52 vh e sh ) AN
Wi R 575, — B AR (AR B 21
UL ONECAHEE 25 X 0] RE S B IR N R R EE Y
PAEs 5% 8 . HHULAT WL, B T SR — B PR O h 0 i 2 A 0T
¢ ,PAEs X AT S Py B AT AR R DTS 2 AR
BRSNS AR 7 P A A e
BIREA A LS (A d A AR ZAL, W
TSR SRS AR LK A B R
VAl BAT AR A OK S B BBAIE , Bz AR MR IN &
A MR G 2 8] B AR ELHR 2R | R M TG4 MEAf
i PAEs TEAR N ERIEE T 2845 R GuAE G i) B 1A T
P, I, PABs AR SNEETAN I 75 5 7R N S50 AH

®2 RATWME_FEREE(PAEs) K5MERSEITM O ARKRETS
Table 2 Summary of cell models for in vitro cytotoxicity evaluation of phthalate esters (PAEs)

TN 20

Toxicity evaluation category

0 bR/

Cell line/lineage

RaR/d Tl
Origin Species

HEK-293 iR Embryonic kidney A\ Human
GH3 TR The pituitary KB Rat
MCF-7 FLARIE A Breast cancer cells A Human
) EIRIIEE S/
) CV1 ¥ Kidney .
(I RS 7 05 OV African green monkey
Endocrine disruption effect AL AL ) )
i TELEANAE Yeast cell E( B Fungus
Two-hybrid yeast
MA-10 S2ILIE] T Leydig of testis /B, Mice
H295R "% |5 Adrenal adenocarcinoma A\ Human
JEG-3 AR50 BIJE Placental choriocarcinoma A\ Human
RGP0 22 % B TR mESC FRUL N 4 i Blastocyst inner cell mass /INEL Mice
Embryo & neural developmental toxicity hSC PP A0 Inner cell mass (ICM) A\ Human
T PC12 B I i iE 4% 4 ifl9% Pheochromocytoma Kl Rat
Neurotoxicity N,a 2988141 il Neuroblasts /N Mice
TRETEE B4Gl12 FANBEPY B2 4 Corneal endothelial cells A\ Human
Immunotoxicity RAW264.7 F 40 e Macrophage /INEL Mice
LR T s £ JY Ji 4 L R .
o DLEC ) ) fififti Perch
Genotoxicity Embryonic cell line of European bass
T-47D B .
FLARIE AN M Breast cancer cells
HORIEN MDA-MB-231
. . A\ Human
Carcinogenesis PC-3

22RV1

T3 B 40 Prostate cancer cells
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