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TEE AN AR 482K R 5 Wk ( DINP ) 7£ 2 BRIE BIE U AR 7K — H iR — (2-Z2 50 ) iF (DEHP ) ik S & 297 il i 1) =2
HEPAFA A0 AR DINP 255 b P REAE A (R R R | WO 478 22 BB 2 IR BH# 8 & RN G T 4415 DINP J k2 88 2 B X HLIAS A Ak
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Abstract; As a “green generation product” , di-isononyl phthalate ( DINP) has gradually replaced di (2-ethylhexyl) phthalate ( DEHP) as the major
plasticizer for polyvinyl chloride (PVC) products in the world. However, DINP has also received considerable attention because of their high potential for
human exposure and toxicity. In this study, BALB/c mice were employed as an animal model to explore the oxidative damage induced by DINP via dermal
exposure. 42 male Balb/c mice were divided into six groups and five DINP exposure groups were exposed to DINP with different doses (0.02, 0.2, 2, 20,
200 mg-kg ') while the control used saline solution. After 28 consecutive days, reactive oxygen species ( ROS), reduced glutathione ( GSH) and
malondialdehyde ( MDA) obtained by hepatic and renal tissue homogenates were measured. DNA-protein crosslinks ( DPC) coefficient in liver and kidney
cells was derived. The skin lesions of the back of mice were also examined. Experimental results showed that the levels of organ coefficients, ROS, MDA,
and DPC coefficients increased gradually in a dose-dependent manner, whereas GSH content decreased accordingly. These experimental results suggested
that DINP at higher doses ( =20 mg-kg™!) can induce the oxidative stress via dermal exposure in mice liver and kidney.
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1 5|5 (Introduction)

L8 7K — W R — % T Bis ( Diisononylphthalate ,
DINP ) 242K — R iR ( PAEs) 24 & ¥ iy —Fh 3
ARk i T H i AR EE B R K YT b
WCPEREAE AR FE AR B R AR, 78 A RV BN -
FIHAFE S AR | PR 2 328 i BB A4 e 1 28 54
SRR PR —(2-2F: ) T (DEHP ) FI4R A — H iR
—TfiE ( Dibutyl Phthalate, DBP ) Ji{i 4 “ &% (o, 357 144 #3
AR ) AR R i € [E4b 2% 2 ( American Chemistry
Council ) i 11,2008 -4 EREF4F DINP f= K 130 J1
t, 1 2013 4F 7= ik 150 J5 t, Hy=RER7ELL 2.5%
ARG R ARIG I (RS S, 2015) . DINP Jig 1R o
SRR BT 2 8] DR St 8B 455, T R ik
UE GBS ZEREZ R AR B T R
fif e 22 R RRHE G T AR R AEAE TR A SR
WA UURRY) 55 Z2 R A B, AR B Bl N 1A i
Hershberger SZH 55 45 i, 24 DINP 7] & >20 mg -
ke d7EF, ZE CUAREE 'S 10 d J5 20k el 0 e 1 B
T B KE B 1E BE M (Lee et al.,2007) . B JRUES:
AL 25 ( European Union Risk Assessment Report)
0 BRI AL 27 & 4 B ) i) 5 ( European  Chemicals
Agency Report) | 5 i, DINP 17 iz 2 85 57| & ik 3]
200 mg-kg - d", S fH/IN B AR E A2 B ECR ™
HIHI (Ma et al.,2015).

DINP {3l 5 55 = B 3 o W A R B2 JEk 4% fi
AR, M AHE CRenl 2 2R Bt LR L) B
78 ) 32 2 M Jk TR R R IR 4 i 3 42 ( Kavlocka
et al.,2002) , NI, 28 B OICEERE DINP HEABLIA
A E SR A B IRAE N AR R S R A B, AR AH T AL
5PN A HL R ) ) R )RR (AN R A K
G3TAEFAE ) | HXT R 08 SR T LA A A 2 OC
ORGSO RN, 2 /4 BRI BT AT Bl e Bk
WAL, B35 R 1~ B0 g 45 405 R AR 5 B Tk 2
AHOCHR , AT DINP R JIK 2% % o — S5 iz o i F AT
ALY R IR A, H i P A 5 e 4 R AT AR A (R IGE
MESE,2005) M55 o, DINP [R] 4 DBP Al i i Ji2
JR IS A/ BT B A 2H 21 TR PAESs 26 %) o
FIfE 38 ok K R 422 ik 34 728 6k HLAK 1 B 52 ) ( Zeng
et al.,2013) . AT KLHE R W], DINP K2 JJk 5 8 X i
2538 WE R (Koch et al. ,2012) {HAH &2 HE 22 0F 58
BN Z BT X5 DINP X AR LE S FH B HRTE
2 FF J' , AH T HL I M R 78 43 ) B ( Koch et al. ,

2003 ; Matsumoto et al.,2008 ; Boberg et al.,2011).5
PV /R DINP 48 1R AR 28 87 T DL 33t v s
U B i 2E 2% Sl 2 B2 A28 B2 DNA $i 43, ]
B/ B PR 1 DA R B AR 2 R PR X 4
Y FH 2 o 480 A0 L B 3 104 Ik ) 460 Ak N7 J80RT R 2
DINP 75 5 8 PEAE H B9 EBEHLE] (Ma et al., 2014;
2015).

PRITTAS I 58 LA B A 58 X 42, 35 3 551 4 4y
A4 0.02.0.2.2.20,200 mg-kg™' ) DINP X}/ il
A7 B W2 i G 3, A DN TR JUE | "5 0k 2 2R 4 i v 3 1
S (ROS) A MEH K (GSH) | N [ (MDA) (i % &
K DNA-FE (B3¢ Bk (DPC) R AR A 1% ol , iF 5%
DINP B¢ Pk 2 & i AR A WA S AR RO - R 2, L
R 4T RS0 T f# DINP I B R0 264 300 =
AR

2 ##E5FE (Materials and methods)

2.1 =Rz

5 JEI SPF Pt Balb/c /N, HiBIdLAS 5256
YT IR HE (S B AR IIES . SCXK (5R) 2008-
0005 ; Z1#) JF S A% IE : 42000600001251) .

22 FEMNHEEREA

ACES AR R B DAL (5415R, 7 [ Eppendorf
D) BRI ( DNM-9602 , b 50 % BT £ AR A
BRZSW]) |, = AT A E IR /K AR (HH-42, 6 aT K S0 5
AR WREIR A #% (MS1 Minishaker, 2 [E IKA 24
).

B AR — iR — 5% T-f5 ( DINP, =99.6%),
Sigma A H]) , "R AKX NEK-LBE L RER ( DCFH-
DA, >99.9% ,Sigma A H) ) , 8 [ K (Sigma A H])
Hoechst33258 Z¢ G4kl (Sigma A H)) |, At B %
iz (TBA, sy Br&li, B 25 4L b 24 R A R A A )
5,5 - AR R ( DTNB, 4 b4l [ 2548
AL 220 A BR A 1) |, Folin-B ik #1 & (b 52 sh =
BRI ARA R TAE AR, oAb Ak 2350 2
[ 7= o A 4.

23 ZWE

It Balb/c /N 42 H R EE 22 ~25 ¢, BfibLAY
A5 AN YEREZ (0.02.0.2.2.,20 200 mg-kg ™) A1 1 4
VR RRA B2 7 HL RN B EE T i
REE 2 2 em® 1Y B K. FH 2B 3R K T ] sk A oz v i
i) DINP JLEEIS W, B R¥F 20 pL W SRR T
B /IS BT 350 (I 791 ) R 2 DL 6 (R R ) A B K s



8 ] TR AR TR R TR SRR BR 2L Balb/ e /NBUIT R ZHSVRAL I 3 RO RIT 5T 3097

TIURIK) | L FR 75 28 d, [ B URZR 0 53 /0N B )2
JR R AR AR AR 0L
24 NREESHF B NS R BN E

PeRESE A0 SR/ BUAR EE J00ME I 35 A AE /)N
B, 37 BB/ BRUFR I R U, 23 30 S) I L T o
RN RE (AR SR EZ ).

25 HMF.EALgEAEREE &

FFR 5 1 IE B 42U vk A B R 2% P i
(PBS) B0k, i ACH T, 70 U AR 43, — &R 43 I H 4
JA PBS #il 5L 10% 51283, T 4 °C 10000 g T &0
15 min, JETHRARAE, T ROS ,GSH MDA % #E (1)
Rl 5 55— 3R AT 2 1 mm?® B BEIRH 2B 4
JE AR e B IERTE 200 ¢ R #5005 min J5 3 |
1H , JHUKYS PBS 42 20 i i & 4 L B &, 11T DPC
E G oalll ]

2.6 ROS & &l

USR5 1 F3E W 4 pl, JInA 396 wlL PBS
E 100 A% . J 100 L # BEWINA BEEAR AR, I
A 100 WL 6Pk DCFA Je(f,, 37 CROCIT 5
min , FHZOGEEFR AR I 485 nm 4 % 96528 nm &
SHCRDEICIREE | 565 BE LUAH X 98 Y6 B4 (RFU)
K.

2.7 GSH & &%

BT EAE 200 wL, IIAE AL 1T mL( Vgt
Virse=4:1) WIER D5 vk L ## Ik 10 min /5 , 10000
remin” B0 S min, ZEABEIRE HEZ AT
W 50 pL fin A AR A, 150 wL ¥k B h 60
ng-rn[f1 #Y DTNB AW, & I8 CHEE 5 min, P HAE
412 nm [FDEEEE(E.GSH SRR IAN (1) 115 5E
TS 3 I8 Folin- 2 5E .
Ccsnz[([OD]fm_[OD]fs)/([ODL@_[ODst) ] x

R/C, (1)
AH, Cooy M GSH E i (pmol - mg™" | LA prot i),
[OD ]y [OD].. . [OD ], 735l il & | 25 A i
OD fH, R NFEAHG BAREL, €, N RRIN 5] 2K R e
(mg-mL™", LA prot 31).

2.8 MDA & &l &

B 0.5 mL 405K L3S F 10 mL S04,
A 0.6% TBA % #HE /K 15 min, ¥ K% H1 5 B 1
mL, 10000 r-min~" 5.0 10 min, B F ¥ 200 wL T
BB AR i HEAE 450,532,600 nm B OGAE (A,

Ay Ago) MDA i (Cyyp , pomol -mg ™", LA prot 31)
HHRAXT

Cypa =[6.45(As3=Agy ) —0.56A,5, [ ¥R/ €, (2)
2.9 DPC F# eyl =

DPC Z B0 ] KC1-SDS ITVE ¥ 47 46 1 ( Ma
et al.,2014) , 43 510 7E A2 B DNA & & A K5
725 DNA & B, 1145 DPC &8 n=4/(A+B).
2.10 SitFE o

SCE A SR FH Mean+SD 227, >k A Origin 6.1
BTG 5307, 22 20 R X80 L Al P SR R R
225381 (ANOVA) |, SR J5 i JH f /DN 1 35 1k 22 = 1k
(LSD ) 4655125 3 A 25 9 41 Y9 40 ) 1) 25 5%, p<0.05 2H
LS RE p<0.01 25 0%

3 R (Results)

3.1 /N ROE BK By AU A A L

/0N BRURZ JER 11 411 XU L 2 B I A4 X6F DINP sl 38 1 &1
FEARAL L E ) e P s e 9 7 s 38 A2 £ R 1] 1a
AT UL S T R 2 A e Bk e G I 1) O JE AR Ak, IR
FlEe F2H (0.02,0.2 mg - kg™ ) Fl o F & 4
(2 mg-kg™") [ B Ik 1 AR Ak 52 B, T 48 i 77 e 41
(20 mg-kg™") FE 7 i 41 (200 mg-kg™") F BZ ik A1
R i 72 2 B[] 7 1o B S AR Ak, 75 28 d, 20
mg-kg 411 200 mg-kg ZH /N U TR EL B f 4
AT A5/ & 1b Y] R TR AR L i 3 5
la —% AR PRI EFEE4(0.02.0.2.2 mg-kg ') 1Y
FE P RV RE A U Sk 3800, B A A 0 A i R, i
B 4 (20 mg - kg™') A E A 4 (200
mg-kg ™) R ZME | BRER FASK.
32 AP B EE R K

I #45% 22 B2 S0 56 3l 4 5 0 25 1 o it 5 R R
LA, 2 7 B 2= S0 00 T B T AR b T 25 R 50
WM (R 1) SXTHRYL b R 2R 88 40 (0.02
0.2 mg-kg™") FHIEH (2 mg-kg™' ) EF TG I
E Y (p>0.05) 54 (20 mg-kg™") Al )
41(200 mg-kg™") FFHEAS REC TS (p<0.01)
JIEAS R A R (3R 1) S50 IR M A IR0 i
§§H(0.02 .0.2 mg-kg71 )N EP??U%?H(Z mg-kg7l ) Fl
REFE A (20 mg kg™ ) ZR G FE L (p>
0.05) , Fi I 2H (200 mg-kg™") B I8 2 500 5 T
5 (p<0.05).
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0 mg-kg™! 0.02 mg-kg™! 0.2 mg-kg™! 2 mg-kg! 20 mg-kg™! 200 mg-kg™!

0.02 mg-kg™!

2mgkg! 20 mg-kg™!

200 mg-kg™!

1 [ DINP 832 28/ BB BRTEAS (a. /DU RAE S B S ULIE (x2) 3b. B IR 18 (x40, HE Bef) )
Fig.1 Skin lesions of different DINP groups( a.Weekly appearance diagrams of mice skins( X2) ;b.Skin slices of different DINP groups ( x40, HE
stained ) )

F1 TELEBEANDREERMERREH (n=6)

Table 1 Mouse body weight and organ coefficient of different groups

DINP 5/

N P IR R g FF/ ¥ /g JFIE 2 5 I B
0 34.200+1.459 1.740+0.076 0.5150+0.0566 0.05060+0.00258 0.01490+0.00159
0.02 31.700+1.046 1.700+0.171 0.4980+0.0363 0.05330+0.00173 0.01560+0.00130
0.2 29.900+2.621 1.460+0.169 0.3940+0.0992 0.05370+0.00361 0.01570+0.00317
2 30.700+2.679 1.630+£0.251 0.4830+0.0450 0.05440+0.00290 0.01590+0.00159
20 35.700+1.107 2.020+0.124 0.5530+0.0744 0.05540+0.00174 ** 0.01670+0.00270
200 36.000+1.502 2.070+0.243 0.6380+0.0664 0.05740+0.00412 ** 0.01770+0.00144 *

o Fon 50 IRALA L4, p<0.05, = = FoR 5 BRZA AR HLEL, p<0.01.
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3.3 ROS W& EL 1

ROS 75 142 [ W20 it A 4 ) |l 2 7K1 i i 22
Febr AN EAL AT ZHZY ROS & 45 L] (1K 2a) .
50 BREH LA, AR i FR R 4H(0.02.,0.2 mg-kg™")
ROS &2 F LG #E X (p>0.05) , Pl 4l

500 a * $k
i 1
400 [~
= *
- - I
& 1
300
i L
§
S 200 [
= |
100 [~
0 0 0.02 0.2 2 20 200

DINP #7|& /(mg-kg™)

(2 mg-kg™") R R 7 41 (20 mg- kg™ ) ROS & &t
T (p<0.05) , 1 25 7 41 (200 mg-kg ™' ) ROS F
FHERREE R (p<0.01). FHL ROS &5 R (K
2b) ;50 FRAL e, B A4 (20 mg kg™ ) IS
FIH2H (200 mg-kg™ ) ROS &+ i T15 (p<0.05) .

o

* *

350

300

200

150

B9 /RFU

100

50

0 002 02 2 20 200
DINP #7)& /(mg-kg™)

2 7[E DINP 432 A/NEAFFE R ROS S8 ( = S0 AR LA, p<0.05, * » ;. XA ILEL,p<0.01; RFU AN HOLIHAL)
Fig.2 ROS content in mouse hepatic and kidney of different DINP groups ( * p< 0.05, * * p<0.01, compare with control group. RFU: relative

fluorescence units)

3.4 GSH #&EL

GSH J& ROS 1 E2E BRI, mT LA B S epLAAR
YA L RE 1 iSSP 2 GSH & it (LA prot i) 45
R (E 3a) . 55X H6#,0.02.0.2.2 mg-kgfl
RFFATCIER (p>0.05) , B 52 (20 mg-kg™")

()

90

2 (200 mg-kg™') GSH & & 3% B (p<
0.01)."7f 414 GSH &4 (L prot i) 45 R £ (&
3b) ; SGXHRLH [EEE,20 mg-kg ' BFRA GSH #5112
FTFFE(p<0.05),200 mg-kg' B4 GSH &HF
R AR B R (p<0.01).

C 70 b

s [ | -
~_r 60 L
w70 | ~ L %
E T 0 50 1 e
5 60 [ ¥ g 30 .
E B —L % '._o' B — 1
[E 50 Eaf
4o 40 |- .|
ut L 41 30
L30k -~
=0 [ Bl
o= | &)

20 i w

10| 10

oL 0
0 002 02 2 20 200 0 002 02 2 20 200
DINP 3| & /(mg-kg™) DINP 3| & /(mg-kg™")
E 3 R[E DINP IEA/MFAFFIER GSH &2 ( + . 5X R4, p<0.05, * + . 5XT IR LA, p<0.01)

Fig.3 GSH content in mouse hepatic and kidney of different DINP groups ( * p<0.05, * * p<0.01,compare with control group)

3.5 MDA th&EZ 1k

MDA J2 i i i S8 Y e o3 =), He ]
SR B B i A FE R IT4H 4L MDA &4 3k
B (P da) . ST RELL HRd, AR AL (2 mg-kg™")
MDA & & W # F+ & (p<0.05), & @&l & 4

(20 mg-kg™") AR E 41 (200 mg-kg™ ) MDA & &
THETE I 52 (p<0.01) . B 4140 MDA 45 51 (K
4b) , SXFHRAL L #5, #5 R  i 41 MDA % i g 35 T
(20 mg-kg™") (p<0.05) , 7l H 4 (200 mg-kg™")
MDA &t F+ 5 5B & (p<0.01).
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~ 050 _07F I
; 045 e Tg] 06 i I N
S 040 1 E L L
\g_/ 035 N g 051 _L
i 0.30 - = 4F
oost el
g 020 gojf
= 0I5F ioa—
0.10F = oal
0.05 L
0
07 002 02 2 20 200 0 002 02 2 20 200
DINP & /(mg-kg™) DINP 5| & /(mg-kg ™)
4 7[E DINP b EA/NFRAFFIER MDA &= ( * . 50 IEAAMILE,p<0.05, * * . 55X EAAH LE,p<0.01)

Fig.4 MDA content in mouse hepatic and liver of different DINP groups ( * p<0.05, * * p<0.01,compare with control group)

3.6 DPC W &% %1

DPC & —Fh B Z st # M oy F A Wb ik,
HERB KN AT S 2 22N DNA B340 7 2 .
% DINP By 5 & 34 /in, DPC R kb= I F- HFH 2

DPC ZA04s R (B 5a) , 5XT AL AR, %5 v 7
005F ,
0.04F I I L
;
L1
]
& 0.03
@]
[-%
a
1= 0.02
0.01H
0
0 002 02 2 20 200

DINP #I|## /(mg-kg™")

B41(20 mg-ke™) FIEGHIAE41 (200 mg- kg™ ) DPC
RBURETHR (p<0.05) B 4L DPC R AL R R
(P 5b) , 5S4 HE L, B ) B 2H (20 mg-kg™)
DPC R #U 3 TH i (p <0.05), & 5 & 41 (200
mg-kg™) DPC REUTHE HEAIIA &2 (p<0.01).

0 0.02 0.2 2 20 200
DINP #I| & /(mg-kg™)

5 [ DINP b3 A/NRATHE R DPC REL( S LA, p<0.05, + + . 55X A ELEL, p<0.01)
Fig.5 DPC coefficients in mouse hepatic and liver of different DINP groups( * P< 0.05, * * P< 0.01,compare with control group)

4 1118 ( Discussion)

AT B 4G 0 ek ] B4 20 R AE
JRAE 27 i R 2tk e A A SR B ). [ P G 2 7
THZAERARH PAEs ¥4 3350 BT 32 5, FR I 1 4F 7™
 HATE 280 100 J7 t( BELAPESE,2014) .DINP 7E N
THEREMIZ G M fE LY B B8 F DEHP DBP %51%
gy ya |, Rt 90% ) DINP T H % R
ALIHEPVC) Pl B B — kT E ML
4845 (Kavlocka et al.,2002).

DINP J& TR R ALY, A LM/
FRFPEER R A AR AR a5, AT (] B DL AS0AR R A

FNZRTHAH 45 22 B8 A7 72 I35 mT 3 2o g ik 32 il 2
AT RN ( Ying et al.,2011) AHF5EH | Bl
& DINP Jeag i) & (9 F iy, /0 RS2 0k H0 B 4 ] R
fe7s 4k, V1 45 7R, DINP Al 5 5 Bz ks ABLIK
PR, B J 3k R Ik 407, LAY — 2 R -
KR HHEIIFIE DINP B Tk 2 58 38 1% 1 P 28 28 5l
{EX} DBP BBz Bk YL 5 5230 3 W] . DBP 78 K2 N 4141
R A B rpa] B0 S A, HLAE I RV o i) R
WK, IB KB DBP 7] 2 3% Il 52 Bt fs 1 A 52 3. 76 3
TR B R S 110 24 48 72 h &P DBP HY%% B8 &
R, e 038 Ao Bk 2R 7% Je , K43 i DBP £E 2~3
d NAGER I HEH (Zeng et al.,2013).
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AR TGS I i A% i ABLAA , 2407 58 1ot 1fi
VOO A1) 3K SO O 7 JE IO & A= 26 e Ak, DRI JHF A
JEXF DINP B F fe hy SURR 00 48 5 5 0 B R AR A3
UIfeit f## IR HE , J& DINP 195 — A S ELHE 4%
B (McKee et al.,2002) .45 5 FH 29 1) 2 8w},
S BIPIAHOCHE 2% 23 32 20 B4, WE 4% R B 23 4
I & AR AL, TRITT I 25 2R B80T DAAE S — A 87 A 24
BRI S A 75 ) T3 S ) 2% B B 405 AR 5
o, Rl DINP ] LA | R A A D 2 3R 4k
) S A | R IR A T BE L & A 4.

JHF TV I 1) 6 A 24 o T R ) SRR R
Y, e AT A AR S o AR H G BR, O S e AR
W AR R = A ROS. AL I — 5 Y ROS 7K &
HeFR A IR RIS ST, e TR A RN AR AF
it 38 3o 4R 30 DA B 4, R 4t AR AN [T K
FER PN =2 B R 53 A5 B4 R, 5 400 ) 3 4
At AT A5G 8 U1 A 2 ( Finkel, 2011) .42 #UIR
AF A E R R 3E AT [ B r B B L i A
oAb T R B i ROS, R HILAA il 48046 At
FALAEIEF R LT A F sl A VR 3. 8 R A GSH
J& ROS B EZLHRRF, T L E S 0, fiOH &4
Py SR B AR T [l GSH ST/ S A4,
ST LR -2 e H A 2 3 4% S5 AR S5 1 1 B
TR, 25 40 b P A R0 09 A T R HESE MY
FAkiith BB & X (Valko et al.,2006) fH 245
Se G Ak 2 ) e AR, 25 280 ROS L 7=
A FEWUR E AP A A KA, T SR E AR R
PSR OV 22 5 R o LR FH 1Y) FE B % 0 A
YEHIOLEL, 7T LAS] & g | e | 3 28 558 2 Fh s )
(Briegera et al.,2012; 45, 2013) . A5 H 20
mg-kg ™' 1 200 mg- kg™ DINP 41 /) B4 2UR1 B 40
241 ROS /K38 3 T, GSH & &3 3 TR, B
71 1) 5 DINP ] DU LA R £ 77 A 36 PR 48 (] B
KIHAE GSH, i AL S b/ B Ak 2 18] 1 1 i 52
FWIR.

AR T 5, S B AR At i ROS 2
AR AN AR T BE S SEON , BER 1E B A R KOSP4 4
BRI 38 58 43405 08 T 2 T8) 00 S £ 5 78 4 K
I il ROS & HEME BAEY R AT (B2
Mg T BE 2R AR By S 0, T 4 R A 4
(Birben et al.,2012) , 1 453 177 (1) 40 i 5% 4 1A% B
A5 ROS M=, BRSO &4 R S AE N fe 2%
SR LU PR EE RGN (A S, 2015 ) TEPEE T

Al E R A G oy, 5 R AR i VR H.
J IO 3k S A 2 TRy % =X S By A R T BOU0R o 43
TR T FE AT A 1 R e A 2 (0 B A
P R GE R B | e 32 Tl e B 32 R T e 21 i IR
B BE T2 2% ( Briegera et al., 2012) . MDA J&i% ) i
LA™, A B B A Sy o i T R Ak o
HIFEFR. AHBFFE 20 mg-kg ' #1200 mg-kg™' DINP 4
NP 2R N B 4120 MDA 7K 73 5 35 T, 36
B A i DINP 75 5/ BUHF4H i A0 B 40 e & A= g ot
AL, A AR A & A B

DNA /& ROS Wi i EH B T2 — Bt £ B
1 DNA 43 F T SE B 1 A1 DNA B/ WURE B 24 9K
Z5.DNA Wrgdn] DL 5 & 1 B g BB i DPC, DPC X
DNA FF G R T HE AT A=A ™ 5 () 5 0 . — 5 T 4%
TG A B F 2 5 — D T s i B 2 DNA
BRI AT IR B A RIS R S, PO I 58748, T
A5 0 A 5 ATP BE 7, 52 1l 240 JEL 1 e £ AR 107 &
Ml P #4 25 ( Stingele et al., 2014 ). & W 5% 1, 20
mg-kg™' DINP 4 ATFLHLIAIF 44 DPC R B i 3
BT, R ) DINP ] A5 E /N T A E 4120
DNA- FI BRI B, i 120 21 DNA $i 4.

25 L BTk  ROS (3 B SR AT B2 2 B M &
oy TFAEAL, TGRS | B 4L 20 H B A5 1) O g P
2, B R BREE filk DINP i 8081 5 1 PR A nd o B R
RS AR & Z & AR IR R 1
FHHLEanda] | 38 75 2 — 2058 ATE R .

5 #5i8(Conclusions)

A5, B A DINP (=20 mg-kg ™)
A 38 A R kR R B s R BRI R A £ 2
A B 1 S A 3407, X AL A AR T BE A AE T AE O A
KR

EEMEE-N. AW (1983—), B, 9, i+, FEHRF
W 30 3E E 0 4 F % H 2 E-mail : wysj2007@ 126.com.
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