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Abstract: The plasticizer DINP is widely used in PVC consumer and industrial products. The health effect of
DINP has become a research hotspot for its toxicity on multiple systems of human body. In this paper, the research
progresses in related fields of study for recent years were reviewed. The endocrine toxicity, reproductive and devel-
opmental toxicity, cardiovascular toxicity, immunotoxicity, neurotoxicity and other toxic effects of DINP and its
mechanisms were systematically described. The existing problems were summarized and future research directions
was prospected. This study may provide references for the prevention and control of human health effects related to
environmental DINP exposure.
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4B 2K — B iR — 5 T i (di-isononyl phthalate,
DINP)J&— Ff 55 43 F 12 A9 N T & B3 9 571, 95% s
T4 UL i) 38 5 %5 (polyvinyl chloride, PVC) ¥k}
] S AR 8 T S R AT A AR
Tt oL I R LN HAR T T ARG 7
20 DINP S58URIE R AR IE R G5 S, 5 Bk
FIFSE FFm L PP R R A IR B ASE
ZFIRFRP AR, S S5 DL R R AT 2
55 &3, DINP A faFE N T WAL EHAEE R
g Bk LR GE ARG IR G RIE RS
S RhTEPEVE Y DINP 2559 985075 4% © %K &l
YN 8E i A CR e IS AP o & SUEAIES
., FEE B - P 5 (US Environmental Protection
Agency, US EPA)ELRF A4 DINP 78 N i) Z R854
R AR S AT AE N 400 TP B D) R AR A
AL RECSYN B I [ES S vt = v ol A W
FEARKIEY (GB 6675.1—2014), #:4] DINP 78 )L 3
BEFH BT B s i

ASCEE G E AR ST, N — R EEPE LN i
Tz 5 % B B PR A5 AR B R Ge b Xt DINP (1) 344 H
FHMUHIBFFE AT 25, A DINP F i B JRURS: DAl K2
BEH2E I ST BRI F 25

1 DINP ¥ A FEE 5K ( Human exposure and
metabolism of DINP)

bl PVC 2R i i {4 T, DINP AW i AR
SIEErh  DINP ] o 1 A | i W T8 R R4 fi
LRI AN, B4 L L BT R B
S5 i, DINP % % /238 % & T A", Al Qasmi
SRR TR R 11 DFEE K L D EREE AR
AR R ER R, R LK iE DINP ¥R B i (E
101 pgeg™, AR R R ER 1) 23% ; BEBE K
# DINP ¥ iR {E 19 626 pg-g™', i A 4B%E
FRERIY 94% ;30— 2B 0F 58 T N L B4l LR N 9 HE
R R, RIVEY L H 2 #E (1 736 ng-kg™)
e TN (225 ng-kg™), HE P AT AR B4 L LE
BN T 25 5 38 3k A K 2B 2 A SRR — R T L 24
IR YA N A = ) DN IS & X (P D 5]
A FR2E 5 Zhang S50 X o [ IS LT A M T A
P9 2 = N A3 rh 4B 2K — H R T (phthalate esters,
PAEs)) & b AT T ST, BB KT R B 2RI
o PAEs [ & e = TV N Tl 4 A i X ; DINP . DEP
1 DNBP (14 B tP 73 514 0.28 ,0.31 F142.6 pg-
g™, H DINP ¥ & 55 B M AR R R (S A A/ AR

(1)l FH 25 DI AH E (P<0.05)

DINP 7&—HAAC i B8 Wi 2 A 81 4 7K ff
Fift , it — 20 23 Uk 0 A R AR 4B o —
PR BR324 TR (MCIOP) | &1 % — HY iR B 5 ik S5 T
P (MHINP) FI&B 28 — HI 2 515 T-Fg (MOINP), A 2K
AP IE R BR , LT T A 52 3 DR VBB A 3046 1
| DINP B9 249 MHINP, HAH ) 10% B
A BRI R — R H(3.,5,5-— m L3t
O3 ) g (MINP), 22 B R AR 7= 9 o] A S A6 U
DINP % # 19 U A YR B ", Iwata S5 HEAT
DINP 259418} ) 71 48k 5%, & 30N U5 A0 Bk /D B
53Xt B4 TK-NOG /N B B AR =  AR []
S3J& MINP {40467 ) (R B MINP | 72 5 MiNP
FEA MINP) S H 38 25 B 1 R 11 1 MNP, R AR [R]
P S FE A S5 194 25 5 1T BB 5% ) DINP 7844 P AR 15
IbE T E R E

2 DINP BY{#ER %K ( Health effects of DINP)
2.1 WA WEEEEH

S S8 W 75 22 B, DINP A7 78 B 8 1) 9 43 1
FHeiEEVEH . Forner-Piquer 25" fF5¢ T DINP Xif
SCAF R 5 30 T B PN 43 W D R 52, 558 T DINP
X P YR KRR R £ 8t (endocannabinoid system, ECS)
FIETTER . 4550, DINP il it S 518 AY
G N ECS A3 PR 5 Sk 1 1 s 2 JHEE Y
FIRZR FNIR R FEA 5 A 7K -5 75 i A T 755 1) 0
B P 53 W ZE L . £ ] DINP (0 165 98 JFFJUE 25 44
A A T B3 Rg B AN H il = R Y 2 b
T, A JERD W B 9 % B B AKX, Ghisari #11 Bonefeld-
Jorgensen"* VI F FF IR IR 8 £ (thyroid hormone, TH){K
ek AR GH3 40 o3 7 SL B P98 T DINP 4%
KT HR(Q2-2 % 2 TiR) (diethylhexyl phthalate, DE-
HP) 4B — H iR — T g (dibutyl phthalate, DBP) 48
7K IR 524 [ (diisodecyl phthalate, DIDP) 47K
—HiR MK (dioctyl phthalate, DOP)FI4S7E — HI iz
T HETE (butyl benzyl phthalate, BBP)%5: 6 Fhi4# 8 55)
) PR 38 3 T 03 R AR T, O 1) b 38 3R A2 A
(estrogen receptor, ER) ¢ J't: 2 g4l 2 B4 Fa o B Y
) MVLN 2 il 5341 1 3 e 3 990 550] ) k9 22 TP
PEAEH], A X e 950 A W o3 T RV E T e Ak
PRI T P ME R AR B R R Gk Ty
(%, Duan 5E"XF 17 B 55 1 B AR < 9 (autoim-
mune thyroid diseases, AITD)4E YA BRUIE 5 18 B AS [A]
W DINP, #IF5¢ & B, & 77 & DINP(1.5 mg-kg ™'
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PLINN O P16 &

15 mg-kg " )T MEE AL N 3, B0 AktmTOR {5
I Gl e SRR IR A v AR (R R A
IL-17 2R3, I T A B e sie v HAR BRI
2.2 HHHEEFMEEH

e £ Y IE 35 26 W, DINP EL A 15 3 Ak 5 i
FRIGBEEAE T AT A oE R B0, TP Hh AR
JEHE AR AR R SRR B S E S YIS, W]
figJ& DINP sRZUM TR Z BT S . E W8
YIS gT R W, DINP 7] 515 K R/ B Ju 4t
o 3 2 0 A0 B Ak B A A AR bR ZE . Boreh 51
DINP(750 mg - kg™ )X 4T Ui 551 Al 2L A K B ok ik
T B AR 25 R AR RES 21 KIErE PR 0L
Rl 3% b S2 AT REAR . BRA2 22 5B K 3,20
mg- kg™ B 5 5 ) 9 DINP JE 5 40 3 S HURAE R
B R /(23 ~25 @) S JLA U B4 , 4145
JF SRR R IE AN G, DINP XMt (0 5 i B
MCE M AP B 32 I 2 T e 199 A= B R B ) 24
A K, T A DU S e B R A0 Y R A
Boberg S XHE IR Wistar K FRaEFT DINP ¥ H 4b
PROERSS 7 REES 17 K), FH Morris 7K 227
5% % B, DINP % &% 5% i 718 K BU 25 (8] 2% 2] fig
01, - BT S B MR AR R AR . X T
V2 % fih DINP AYHFT, Chiang 1 FlawsP %} i 4F
CD-1 M/ B2 223 B DINP20 wg-kg™' ~200 mg
kg )10 d, 7 RIEL S EE R 3 AN HEM 9 4 H
J& SRR BT AT B A, 45 3R R, DINP 2 #
Xof P /DN AR B 2R G5 AS D5 ) (B 45 A P 2% R
AL G T R AR E )RR AR A ELAT AR
LA R P A A5 2R W 28 Ay B R, AT AT 7E B g
JE) R) 368 2o A 00 08 2 — HH i 5 i 1) SRR A P b
Wi A AK % 5% T DINP 512 0 4= 58 & & 7 i /Y
AT

40, DINP 2 ik 25 il Moi 8k & 5 ek
AFEEm, Setti 252 F DINP(380 mg-kg ™' )X Wist-
ar BEMER RO UREE 8 KRB AEJE 28 30 R)WE H &b
B, % B DINP &b 34 K BRALIAFIES B 19 & %
FEAIL(P<0.001), H+—48larhsk = e, /NasEZE
45 H , Carnevali 5%k ] DINP 5 42 ) fa) el iR 5%
L 355148 FF W5 X8 LA R 732 s A Jo b 22 Ak ) 5%
W, % 3 DINP(15 pg-kg ™ )5 88 5 R I A EE FIAS
FNEEH I =R BRI R AL S R A
P A KT B A B R 2 11 A9 e 4 25 L, i 2 B DINP
15 Y IR 2 2 OB B LR 3 R0 ST ek AR

2.3 HPERETE

AT A AT IR B, e il &R R — iR £h 2
P LB b BOE 5 o i SR 3 AR s Ok B R Y
R SRS U RS B L N [ R [ A=)
PSR 55 2 W, DINP ] LU /N B B0k Bz &
JER . Kang S M58 KB, 28 4 A DINP Jil & 5
it SR ¢ Y & (fluorescein isothiocyanate, FITC)5] i
PR/ N B8 IOl P B2 58, D2 /N BRUBR JBR K b fin e
M S ASESRE H E A4 B T 40l (helper T cell,
Th)2 34, X B e fz 98 /F 38 i #% I F kb(nuclear
factor kB, NF-«B){5 53l 8 17, sk = S5EPIWF 58
R, /I B Bk R4k 2 8 T DINP(14 mg-kg™' il
140 mg-kg ' )40 d, i T 1 FITC A1 DBP i & 8
75 RS A ML A S A I S8R 98 i s I, L 2 7] e A At
P, 22 B DINP X /) Bk S B 28 A B S ) 47590 1
FHo 534, DINP 55 b S50 1 i 19 35 95 & Je 2% VT AR
%, Li P58 & 3, Balb/c /N B2 1 4A] M2 DINP(2
~200 mg-kg™' )5 Bl i & I (ovalbumin, OVA)15 d,
h I SN, e AT RE O AR S
BREE I E R Th2 40 B 720 W 1 A Ok, 3R 9
DINP "] LLSZ e il I gE | 5 |2 il 2 20 BE 27 A8k %
SSE S T3k R | B il A 2SR AR 1, T S
OVA PIp[a (5 A 750 1 AT Ale 1 4o S 1% By 1) 47 922 7
A IFHEN DINP #4500 8% 0 T BE & i Th1/Th2 %
PENL B R AT
2.4 DI

UEARSK A1 O PAEs 5.0 IV FE I R 2R (AR e |
11 AARE B 0 8 1 ) OC R i S8 ok 2 2
AR IR, PAEs i i H 5 3 S804 Wy it K 184 5 5 350
1% 3% 1K (peroxisome proliferators-activated receptors,
PPARY)SZ K1Y 45 & FN G 5 BUIR s 40 o A6 iy |
FE, NI L, DEHP () 3 ZQ 4% K — H
fiR M. 2, %k & B[R (mono-2-ethylhexyl phthalate, ME-
HP) B 2454 -6 PPARy A2 A, M4 ik Ji 5 A
Ji; PAEs T4 5 28 A5 il i, e o S AL B, 5 5
i 15 ZARHTY K:A2 5 X 2003—2008 4ES 5 26 [ fi b
SEFRMAR 6 ~19 2 ILHHI5T L], DEHP #
5 MEFYIASE, DEHP B4 48K — iR B
“K ik (monobenzyl phthalate, MBzP) )l & DBP (¥4t i
YRR oK — H iR ¥ Z 5 (monoethyl phthalate, MEP)
EPIREBVIADC , BO AR U], PAEs 15 3l ki A
REA AR o 0P & s i B kS B A T, PAES AHOGHY
e 1L 7T B8 -5 3 ik ok A RS AL R B [ 75 185 | oA R o
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JRSGIERN M G A OERY ) mAF R R 1 Bz
A (angiotensin Il type 1 receptor, ATIR)J& T G HH
IR 3Z K (G protein-coupled receptor, GPCR)iH % Ji%
AL, ATIR R34S REZS & i I 3 ik ok A A 1k %
DTN B, Deng 455 K& B C57/BL6 /N
281 K i T U 88 T DINP(0.15 ~ 15 mg-kg™)
6 JilJm , I8 5K R AL R R IR B I, ATIR 24K
b, eNOS FYFETRFEARFN NO By A kb | it 45 8 3%
Jn YR A A, R G | IR TR . PAEs R B8 X
O Il R ) 2 e S LTy 7 i — 2R
2.5 MM

NEME R GE b 1Y AR 22 0N RE G 5E LA kA T
AL, HMARE S 2 B RS G  rs2m , IS
& DINP 2 58 A OC 1Y HoAth B MR N A 90 22 (A b
SR D, Ma SR 0ESE T HR DINP
X5 ~6 JE i B W R #2238 vEVEH , 38 1 Morris
KK BB B i 5 %% B, DINP(20 mg - kg™ Fil
200 mg-kg ) AT 51 AL /)N BB B A G S A
JESEAT 2 U s ki ZH 25 A4 A 58 R W, DINP 52
FEHE N Bk 2H 2 s SRR IR -0 FTET 20 A
K-18 /K, 15 T 1 T % (reactive oxygen species,
ROSYA K, I3 /1N SRR 15 & CAL DX 4 44 g
P05 G 20 R T, A 47 7 R B AR S 2k
MIHESIAAETC Y A MR i I AR T | Tk ¢ 4 Jod
MR AR5 e 4 AL 45 2R 7, DINP
IR R £ -3 72 CAL DXRIR N K )22 iy 2
IREIRE I, BT o 40 M bR 7 ) GFAP 1 23k 2Rl
S )| IS C = A e i) W G A R e E L W 0] 2
ARFITIRE , AT, SEAE A3 N5 | & S8 A B O Fe 24 =
N B S AT e s

3 DINP HYFEEHWLIE ( Toxic effect of DINP and
its mechanism )
3.1 DINP #fifk NF-«B, {i£ #f ROS 4 i,

NF-«B J& 17 215 5 i v 0 OCHE R -+, Hedn 48
iE | GRRE | 20 3 5 N T4 . NF-kB 3 i 19 T
5N ¢ H AR i 2 0E R F 1 % 355, Kang
BRI R B, /N FITC S R i 22 10 5 5%
DINP, #1% NF-«B {5 538 B fi2 i/F i B 35 5 bk £ 40
JItg 4 i 2 (thymic stromal lymphopoietin, TSLP) [ 4=
B, 3 TS I I 52 14 FL (67 4 22 11 1 (transient recep-
tor potential ankyrin 1, TRPAL)f 7% ¥, $2% 5 TRPALI
Fik PR TL-6 A1 Th2 S8 40 e IR 7 19 43 36 , M TT N
JE /N Bt M B R AEAR . 55 A1 A ATT % B DINP 5

FITC IR A Z-FZREfE UE ROS A B, PTG 5 S i 0h R
¥ 3(signal transducer and activator of transcription3,
STAT 3).STAT 5 il STAT 6, 3 ifij JF J§ £ i 7%
e AR 2 s M B2 RPY, Duan SEPHF5E K
DINP FiI H 35 AT 5 A0 0 % NF-«B {5 1k, M
T O PN AR 4% A PR & 3k 38 m im0 K i A 48
3.2 DINP #75 Thl/Th2 V-

HiBhE T A rT i e N T 2 5 Ak 2
Py, o Thl A S 40 M e %8, Th2 A R
J% , Th1/Th2 FEAR N AL T3 -7 , i AR e A AR
PER G TP HPIRAS o A0 )5 R =2 A, Th1/Th2
ST R HE AR R RS, 5 BN AAR G 92 M 1) T 240 L S g3
BCE R % IR BN IR EAR VR R, Z )5 P43
A VR A A PR (2 RO B Lk e A
Y K., Hwang ZEPY ff 52 & X, DINP il o 4 35
Th1/Th2 V-5 5 B0 & A=, DINP fié#F CD4" T 4ff
X} Th2 @98k F0#l Thi #% 4k, $T8% Th1/Th2 -
Wi E A S, 95 4h, DINP A% 5 Th2 & G
o2 AH S 41 P (TL-4 AT IL-5 58) K ey BREE
(IgE Fl IgG1)ZRikHg i, FEAIK Thl W2 AHICH IFN-y
Fl IgG2a 7KV, I HLAR #E 2 5 4H M ¥ e F ok il - =5
F(periodic acid-Schiff stain, PAS)FHM: AR 20 if 184
A5 P MR- K 44 & R B i (caspase)-1 I
caspase-3 BRIk, N5 Al RAE
3.3 DINP i PI3K/Akt/mTOR {555 S %

BEMR LT 3 /22 R 7 2 TR A8, 1 VRl /i 5.
sh¥) B A 85 2 8 25 K (phosphatidylinositol 3-kinase/
protein kinase B/mammalian target of rapamycin,
PI3K/Akt/mTOR)(5 518 12 5 = 40 i A0 47305 L
KIGTH GE R RBEACI % 12 7 . Chen P9 IR 5% &
B, DINP(50 mg-kg™")feF &)y B B 7 3% fin | Akt B
iR fb A1 NF-xB A% % 4 34 58, Th2 20 i PR 77K °F- 3%
i, X FHH DINP 3 3 0% PI3K/Akt {5538 B 12 5
Th2 4 K F7KF, #E Mg 5% OVA 755 iyt Btk <
TN, FL B mTOR AT 4y 3 45 F R A 20 i
f H %, Akt/mTOR i 1% ] E4% 8% H . DINP(15
mg - kg™ )] DR 20 B B TE B VR IL-17 (9%
I HE s HOR AR ROS 7K S i 5 48R IV 3, ST
Akt/mTOR 38 [ , #F M [ B st BRI
K HYEEZR E BHWT R AL E Akt/mTOR 38 % BH Wt
FI A 2R AT E B o 1k R AR (ATTD) A9
55 FNA I LE 5 ) B WEVE R
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i

S ¢ #16 &

3.4 DINP i N M KIRER RS

PR P KR 2 &R 4 (endocannabinoid system,
ESC)J2 41 il N —Fi 55 R 40, 5% i Bl IR | 2 A% 9%
i RAE 01 AE Y FIAETESE A B TR AR
FERGR VM, B 0BT A &R GERe I B[R] T AR,
bifi 5 A W5 Pk i 7K % 1 (fatty acid amide hydrolase,
FAAH)IE PR3 M1, DINP(1.5 mg - kg™ )FEAR T IR
PEIRZR NP IR KRR A ot 9 7K F 3 3o IR
11 - 5 52 5 (1 1 -ketotestosterone, 11-KT) i 35 52 M 2k
[it] Pt A G, DT A 0 2 1 0 A P~ =k g e 1) PN
W ARG A FF P

4 SE5RREE (Conclusion and prospects)

SALEF) DINP 115 88 16 N A A A W i v
1Z A7, DINP BEil i %1% NF-«B {2 if ROS A= 1
P Th1/Th2 45 % PI3K/Akt/mTOR 15 518 f%
SRR TR, 7E— 2 B XS LR Y AR 5 &
BRGE NPWRG OILE RS R RFE ML
ARG AR, /D> DINP 2 28 % TR -
RGP AR H A EEE X, HAl#A & DINP
Bk S LB B F G2 A7 AE VLT ] @, (1)DINP 24
T FH  rbess DA TS I, R A B 2 M A R R
X T DEHP 1 DBP %5 i\ M & & 2 0; B R
DINP A= 5> J8i 1 4 J6 eF ] pRAI 790 o 42 o ML 4
TG S AN e BRE S i, (ELK 3942 A (5 FH 57 DINP
(94 it P e AL A4 ft B 32 18 7 7 XU: . (2) 5 DEHP
AN IK W ERER 2 W) A L, DINP AH & B N 4h
WFFEE I Hooe = N RE 5 68 45 ) 52 30 0F 5 5 Jon i
DINP 5 7 i N o 5 {t e Pt 17 =2 8] OC R 1 9 1) F
¥, T REN DINP 2 58 X A A 5 (O ol A5 f B 55
2R3 (AT J1IESE . (3)DINP % 5% i 80f F 1 H]
) R AV R 12 TN £ 4 BRAEL i A 2, JC B4 L™ i
FPOl PR 5T DINP 1% 4 B iR 757 22 . (4)DINP
S EA R EVE AT BT CiE . R, A
BLERXT DINP () 3E4E F XA it — 2 sh i 52 56
5T S ANBE AT 22 B 5%, 57 {4 DINP M55 2%
FEAH I LA bR, S DINP AH 505 14 7 VA 4 {1t 57
Z I RLAIE

BIFAEER N 241983—), %, 4 34, T 2R H
W AREFEF

HEBETEER N rH 45 (1988—), &, 4, 81 #3% , £ 2 5F
KT AR
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