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Abstract: Organophosphate flame retardants (OPFRs), substitutes for brominated flame retardants, have been
widely used around the world. As emerging contaminants, their environment impacts have attracted extensive atten-
tion in recent years. Current bio-toxicity studies for OPFRs are still relatively limited, a more comprehensive inves-
tigation of their exposure status, environmental fate and bio-toxicity effects in multiple environmental media is nee-

ded to comprehensively evaluate the ecological risks of these contaminants. This article reviewed the acute toxicity,
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reproductive and developmental toxicity, neurotoxicity, organ toxicity, genotoxicity and mutagenicity, and endocrine

disruption of OPFRs to various organisms including aquatic organism, mammal, and human. Multiple bio-toxicity

of OPFRs has been validated and interpreted, but the information on related toxic mechanisms is not complete. At

last, we discussed the perspectives for future studies on the exposure prediction and risk assessment of OPFRs in

multiple environmental media.

Keywords: organophosphate esters; flame retardants; bio-toxicity

Wit 2 Tl AR T i 4 T KR R A A R
TSI R Tz L5 | & i KR A 25 AT 2B 3 A
N2 A R 1 b, PR ot BELIA 500 %) F 22 g FH 45
2N H W BB SRR A ALK R A P
FATCHLBHIAT A | 3 47>k | 22 IR B 28 ik (polybromi-
nated diphenyl ethers, PBDEs) %% J5 4% BH KX 77 & A 7E
TS PN A% 1k ™) AP B R G S B R (or-
ganophosphate flame retardants, OPFRs) %5 1 &y H: 8¢
P, T A R A BERARIOR B AR AR
R P A5 RE R A6 ST MR ISR 412 HIVERHLA
FR IEGIAT ) I R RN I A 5 2 2 o
BRE, FRTRFSE TR UL OPFRs A B IR = (2-8 &
FL)E (tris(2-chloroethyl) phosphate, TCEP), Bfig —(2-
S5 A ) g (tris (2-chloropropyl) phosphate, TCPP),
WER = (1,3- - 44-2-T4 &) I (tris (1,3-dichloro-2-pro-
pyl) phosphate, TDCPP), % it — £ fig (triethyl phos-
phate, TEP), /& — N fig (tripropyl phosphate, TPrP),
iR = 1E T [iE (tributyl phosphate, TnBP), i /iR = 5+
Tl (triisobutyl phosphate, TiBP), B g — H g (tri-
cresyl phosphate, TCP), # [iX — 2K i (triphenyl phos-
phate, TPhP)Z™ | BfiZ5 OPFRs (1) 7= & 35 £ e 1 184
o, HN FH STARFEAS W, 78 A 7 At i o
H1,OPFRs R LIBIR G MR b it 0 U A
PR R Z i L ERUK IR 5346,
TRZ% OPFRs A PR, al il i 45 & 2 A K
SR R, OPFRs €) V2 /- fi fE M 3K M T
K KIS IFEFELFAGEN BrhE R Ee 5 H
HBE R — B B ety XA S R G A g R
TR R 1 U 5 AR e, Z2 T 5T R B OP-
FRs fE7E TG 7K AL BT 1915 K RN & M 15 e, A4 il
i PR R v ELYEAR PR 4438 (1) OPFRs Sl i 22
S VR 1% il P 5% B RN by 08 DR 1 5 N
XF T N OPFRs 128 U5 ) 22 45002 %5 N BRI 5K
TERBE IR A DA R I S A S g — L
HEFUMRHRNA ™ 05, W& Y BTG PR e &
12, OPFRs HY{5 G O 285 A A Bk

OPFRs KEAA7E T 58 | HOxH A= 4y el N 2k
() 5% i N 25 200, T A BE 44 57 (brominated
flame retardants, BFRs)AYZE H | 45 ML R Fis ZS BH IR )
(organophosphate flame retardants, OPFRs) fi*) {ifi FH &
DA I, 5 FLAE 22 B PR 58 o7 v i) o B2 A i 3
WL T &, SR, OPFRs 7 M B0E , 45 3 2 &
BB W REPE R AR A B X BHLAS 1 X R
IR RRE XU A TR A . T 4F 8 R AMECHLI E
TR )1z 3F OPFRs MR 15 Y [ @1, 128 37 e IT +H
KAH5E, OPFRs FEAEE A TE G| & A B Pk
RO AL B A A AT ST I AR A, 45 R IF9E N D %y
2y3J1F OPFRs BRI 5T, BIFFE R G5 B K
Getact /N UEIRSIE7/ IUNEN s 2 R T

IS Y W e A AR Y B AR AT 43Sy B R IR
W WEIRGEREA THALTEREA RIS AR
H1%) OPFRs T H BA NRH 1k B 5 AR A
1o g Ko S5 BRAGYE BT, AR 45 5 38 2ok A ) i) 3 B 0% 3
I 45 A iy 136 Btk A A A N X A Ak i
& .

H A AH OPFRs W2 M58 /0 , K43
e PAEIKAE AW, OPFRs 1A A 1 4 i #6245 1 DL 2K
Fin , REM BRI, AAT Y OPFRs £ %
KR TP FRER IR RO TE R A K
PEEA L —MRIEOE IR FEE AR, A A
TR 1 IR B A ) OPFRs 5] 108K T 38 o K 2 A9 4%
AL IR A — 26251 ) OPFRs #F A A 5
FEHEN,

1 AHBEERER ) Fh 2 K 4% = ( Types and charac-
teristics of organic phosphate ester)

OPFRs 1453 F 45 H) F — D BERR AR B 42 F1 3 4
B 5 AT AA) i, ARl A [ () B R, 388 DL Y OP-
FRs # 40 B — RS, 222 B, v 4o 6 5 1% i
7 Fb . R = (2-F A JE) BiS (tris (2-chloropropyl) phos-
phate, TCPP), 2 — (2-5 £, 3 )i (tris(2-chloroethyl)
phosphate, TCEP), B2 = (1,2- 58 5 15 3£ ) i (tris (1,
2-dichloro-2-propyl)phosphate) , B2 = (1,3- A5
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FE) A (tris (1,3-dichloro-2-propyl)phosphate, TDCPP),
W2 — (2,3- 8 N 2E) g (tris (2, 3-dibromopropyl)
phosphate, TDBPP), #f it — (1-% 5 TN 3&) B (tri-(1-
chloroisopropyl)phosphate, TCIPP), XX (2,3- 7R A 3&)
W2 i (bis (2,3-dibromopropyl) phosphate, BDBPP);
PEHE W MR TR A 10 F, 8% B8 — P 5 (trimethy] phos-
phate, TMP), B2 — Z.MiK(triethyl phosphate, TEP) , B
#2 = TN (tripropyl phosphate, TPrP), i ik = 5+ N s
(triisopropyl phosphate, TiPrP), f#fi2 = 1F T Fif(tributyl
phosphate, TnBP), it — 5 T i (triisobutyl phos-
phate, TiBP), # 8 — C % fi§ (trihexyl phosphate,
THP), B R = (2- £ 3L C 36K (tris(2-ethylhexyl) phos-
phate, TEHP), 2-Z, 5 € J — ZE JL R IE (2-ethylhexyl
diphenyl phosphate, EHDPP), B2 = (1 %8 3k £ %k ) Bk
(tris(2-butoxyethyl) phosphate, TBOEP); 75 J& i i i
5 Pl . B2 — ZKBE (triphenyl phosphate, TPhP), B iR —
FH 21K (tricresyl phosphate, TCP), = 4 H 2K ik ik s

(triorthocresyl phosphate, TOCP), iz = 57 PN R K g
(tri(isopropylphenyl) phosphate, TIPPP), B i H iy —
ZKMiE (cresyl diphenyl phosphate, CDP), A [A] A% B AL
VA A5 25 A ML R G 2 AP o 22 AR K, b an 4y
THEH K, OPFRs [ 1gK,,, A 1R #a 3 H K
VA AR B RN V3R A S A L/ N AR R
OPFRs H P85S | B VA ToK , o 45 k1, 1o
W, TEP 194> T4 Ky 182.15, KV N1 115 mg -
L'(25 °C),1gKyy, M 0.87, TnBP [543 F 1K 266.31,
IK AR A 280 mg-L'(25 °C),1gKyy 9 4.00, TPhP
)53kl 326.28, KIHFER 1.9 mg-L7(25 C),
1gK o, % 47004

2 EYEHMN R YL (Bio-toxicity effects and
mechanisms)
2.1 ARt

W& IE IR Q67 K IGH Mz B, 7t

R1 EEMBEVIBEERES R (OPFRs) fiZ

Table 1 Main types of organophosphate flame retardants (OPFRs)
£ o 3 i
Types Chinese name English name Abbreviation

BEIR = (2-F N L) ik Tris(2-chloropropyl) phosphate TCPP

R = (2-A 2 H)ls Tris(2-chloroethyl) phosphate TCEP

- R =(1,2- R 3k Tris(1,2-dichloro-2-propyl)phosphate /

Halog::e‘iuiif Ejhgjsphate WEIR =(1,3- 5 57 N AR ) Bk Tris(1,3-dichloro-2-propyl)phosphate TDCPP
R —(2,3- Y TN 4k )R Tris(2,3-dibromopropyl) phosphate TDBPP

WL = (1- A 5 TN 5L Es Tri-(1-chloroisopropyl)phosphate TCIPP
(2,3~ IR P R B R T Bis(2,3-dibromopropyl) phosphate BDBPP

Wik = H ik Trimethyl phosphate TMP

Wiz = LM Triethyl phosphate TEP

R =T TR Tripropyl phosphate TPrP

R = 5 N TR Triisopropyl phosphate TiPrP

ot HE W TR TR iR —1E Tl Tributyl phosphate TnBP

Alkyl phosphate WR =5 T g Triisobutyl phosphate TiBP

R — O Bk Trihexyl phosphate THP

WEIR = (2-2 3k )R Tris(2-ethylhexyl) phosphate TEHP
2- O FE RSB IR IR 2-Ethylhexyl diphenyl phosphate EHDPP
TR — (T 4 £ g Tris(2-butoxyethyl) phosphate TBOEP

Wil = 7Kg Triphenyl phosphate TPhP

I R — W A TR Tricresyl phosphate TCP
Aroja%fiiiisg;hate AR T R BERR TR Triorthocresyl phosphate TOCP
IR = 5 N IR R Tri(isopropylphenyl) phosphate TIPPP

B ) KR

Cresyl diphenyl phosphate CDP
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&1 15 Bl OPFRs (1) S PEFE VA 5T, WIF 5T 45 2R R
I3 FHALFRAE OPFRs Wy 2P RE M vh & #7 B 2AE
FEHERT AOGTE 12O i M i 2R
(DF=S

KANEVE AR AY), & TR B A LG )
P2 TR, B DA R Rk 32 A YT e
T —%7% OPFRs 1 2t # RO w5z )
uwn, Pang %" % 9 FH B (9 OPFRs (TMP, TEP,
TCEP . TPrP  TCIPP ,CDP , TPhP , TCP . EHDPP) 1 fff
F) 4 FhACFANE: 1) JE 5H 2 (Suwannee River & 5 iR | El-
liott + 39 J&§ % 2 . Aldrich J& 5if iR 11 Acros J& 5 iR )
o R B 3 S B PEM ; Cristale 2" %52 T
10 Ff* OPFRs M HAR &9t KA R &bk d e, Xt
FARIE - 5/ K 43 Tid 22 50K o, )Y OPFRs(TMP | TEP
TCEP TPrP , TCIPP)*f T KAl j% 24 h-EC,,>100 mg-
L ;1% Koy, ) OPFRs(TPhP  TCP .EHDPP)[¥] 48 h-
EC.,, 4397 1.25.0.26 i1 0.27 mg-L"' (14 : CDP fY 24
h-EC,, fll 48 h-EC,, ¥ THIE M), %1%
H,OPFRs & AHZE R K, X Koy 9 OPFRs H &1
PEREE AN ., & Koy B9 OPFRs XJ K B 7% B8 P48
5, BC, fHHE = AH 22 3 MR, 5k, 0%
TR R 2 R N R, LS A
F5 #5411 OPFRs ; B R — K5 (TPhP) B iR — FF 2K
BR(TCP) ,2-4, 3 O 3 “ 2R SERE MR IR , X R U 38 2tk
FEMERY ECy, AR, B B A B & F ", OPFRs
RS YRIG FEE 2 AR A, AT LUGE R o 45 1015
PEIC ZR (QSAR) FI LI E G Py A5 8 ) FE A 7K iy
W FE KT (9 B — R B 5

TCPP %} B & H A 2Pk R, i1 ) 96 h-
LC,fH M 47.06 mg-L" , JRHRAY 96 h-LC,, fEH M 26.01
mg- L' P TCPP X Kk R4 DAy &2tk #dE LD, N
500~4 200 mg-kg " XTI 96 h-LCy fH N
51 mg-L"' ®**! TCEP X} F 35 96 h-LC,, (H L [H
4 6.3~250 mg-L"'* | TDCPP XFUT it 96 h-LC,,
fER 1.1 mg- L™, X5 4 iR fif /A7 4 116 h-LC, A
7.0 mg- L2 0 PG s gE AT DL |, TDCPP
X T BA B I 2R

AN AW GE T OPFRs [ AR 217
PR, 475 RIS 70 B A& =48 W R
fig(triorthocresyl phosphate, TOCP) [t 41 19 8 & i 17
JA4r KB TOCP X KA st e e
RREAR A IHERA WU 3 ~7 d Je Bt 7 AR, 478
RIXESFR M pRE R, 1 A A e, B B ghfh 4

JURRIBEL R L, TOCP Xt AR £ 2R 281, i
INEFE R R 10~30 mg- kg, EE R KN MA
BILBE b R Rl 28 S RL rhos— ] [T v A
22 HESEEHME
WF5E F B, OPFRs Xf F AR U JE P B o 46 27
XGEY KV E Y HA AR kB B, B
BATR = (1,3- % 5% T 54) I (TDCPP) 27 e g =
(2,3- 15 14 JE) BiE (tris (2,3-dibromopropyl) phosphate,
TDBPP)™**7 iR = (25 5 P4 %) (tri-(2-chloroiso-
propyl ) phosphate, TCIPP )™ # & = 7% Tig
(TPhP)P"7% B iR — H 2K FR(TCP)™ B R —(2- T %A
F 2,35 & (TBOEP) ™ 4% . TDCPP ] i 35 [ A% K 7Y
SRR B e ) K P TDCPP X 5
D A AR B S AR R i B i
Wang 5PV il 4F B D £ 22 88 /¢ TDCPP H 3 A~ H |
I T TDCPP AW s A, H Al iy AR5 B fa A
LGRS R A TR R T B, 2 3 b,
WLE B AT, Ak, B #E T TDCPP 2 i
PERIEE AR BE S fa i 22 R A & A FIHP 7
SO ot O R S AL R KT B T (R R A
SN 5 77 BN R PR DN 2 2 1 i (veg 1 D vieg3)
() ZR IR AE M R T 3 B A AR UL £
G ¥ J5T Set (f51) G B AR ) A T R G TS S48 398 o, e e
FIMEPE AR Th TDCPP A HAR I W (1,3- 2 54-2-H
L yBETR R e B 3 = 25 AE B T 0 R iR R Y O
ZUHX LT 52 8%  TDCPP 231 54 F ik L 41 14 7
FELAG Y BLAE SR iz ML ] g DR AT bR P TDCPP
TR REOR BRI Y AR BT e
TDCPP =, TPhP 21 d J&, K& I 2% 178-# — Bk
JE BNEE & A KT E2/SE B AN E2/11 -8R S R )
FHGIN B 0 B ) 2 A B S, T -
M- B (HPG) il ) LA~ 32 R A0 7 it it 2 AR AR Ak,
A AR Ak S ELAT M I P |, PR, TDCPP 11 TPhP
¥yal 52 HPG Sl 835 HL , oLt i 3R A, B
LA EIARE I RIAEY . B R TPhP /]
VPB4 % B T LR AT A BT D £ P B R
TS5 S TDCPP WY %5 WX s WiT N
Y R, #2585 T 0.03 wmol - L' 57 & /Y TDCPP #4
B S gk st 2 e, B E T R AR A £
SE, BT T 0.3 wmol-L"' TDCPP () 5F & 111, 4f %t
R H kR TR 32 B
Dishaw ZEF7F5Y & B, 76 120 56 19 751 2 3 [ Y
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TDBPP . TDCPP . 4L 1 TCEP 1 TCIPP ¥k !
WEHE HEZ 24 W5, AELFRESENET
TR T GARRIFIKIE 3l , W] OPFRs X} FL 1]
A B B Byt ) R B 7 EAN RIS I, R
B, 7E3Z245 3 h(hpf)J5 % # T TBOEP(2~5 000 pg-
L™)Z 120 hpf i & Bt 5 fa IR i & B WY , -1 Bk
NI EER AR , B K P s | e 2 T80T
TP, Z:#% T TBEOP "1 A 2 BUBE o 7= b o i) 2%
TR FO ARAERIFL , F1 AL T R

OPFRs X &2 A4 5 & & s WA 25 20,
XPSEACHY 2 KGRI IIG 1) & B R 2 1 B PEVE
£ Crump S50 Y058 | B W2 — W 2R 6 (TCP) 1Y
IREYIEARS IR 25 G EE | 5%
R RY A K, 51 A $E £ (liver somatic index, LSI)
T, M SRR ER R BE o JT s AN AL S R
R I B mRNA 223K 7K - FFCR IR i =
W%, Farhat Z5°% % ¥{ TCIPP 1 TDCPP A £ [ A
KONRIEZHE 2 (H 2, TCIPP £ 1E R 285, Ji /b B
K ; TDCPP % 8 W5 3503k 4 B2 14 i, W Jify Jo o5
R RRFEAR N SRR T4 KRR,
2.3 fhastt

— & OPFRs #E AZEWIIRIN G , 2355 A= 4 i 20 21
FEAEAER SRS AR EE A BELAR i 2238 I i 15 546
MR A N, PESE R W], TDCPP X 5 5 i B
AR ERED FHR R R T MEPEBE D A N
TDCPP ¥ & 5 iy, HLEMERE S X TDCPP 5 fJek
$fih TDCPP J& KA H 22 B e AT 5 -5 660 g 114) 7K - et
G, TR A AT £ B 2 PSR B M R R R
FEIT M, A FL Bl 8 (PMR) A5 & B, % T
BEhff, (5 T TDCPP 4b, TCIPP  TPhP % £ %} H:
PR B ARSI XA i i) 52 545 R
R BARILEE B 5 W TPhP X 2 Bk E ik G i 11
FMI/E RS, {H TCEP . TDCPP 1 TPhP Xif s A7 fifi 4 1)
LR BEPE AT fig 55 N 6 1 e ) S OG5 Ik A, TDCPP
X IFL Ak P il 35 2 B3 o 28 36 T 7K S U AT d 2
{E1E PC12 40 g B9 BF 95 45 SR % B TDCPP & 5 3%
SEMRREPE AR Y A 223550, i 4 TDBPP Hil TCEP 1
SN PC12 4l 7= A= Bl ™, XA o, B, MR
JHig Z, P RH 8 2 {& (nicotinic acetylcholine receptors,
nACh) )32 PR T BETE I I TCWE BB 41 i b 2 38 1 A0
KWFFE 45 R TPhP J& nACh Z KB 5T H]
AIREXS A A M B

FEXF XS BB 58, R R OPFRs @7 Hi AR 5

PR BEPERON , 7R S0 A AE A 3] 21 d B, BEXG
K /NG K B4 4R ATP 5 £ 77 2k 28 4k, TOCP
VoS T RGIR R M G B Y JoMh 2= 3 i W 5 4
TRABAUE T 33X — 25381 1 8 A 3 04 77 1t 3 1
P TCPP Hil TCEP it = /5 REXGIR & PEph 2 s Pk
(¥ 71, TIPPP B RTEA: ALK b Xof fiki i 28 3 M g
fitf (NTE) ™= A T 5200, {H A 7= Az ifs PR ok pf 28 4 42
SHEW L AAPIE KB TCP X3 AR AF 7 FiE iR A
ZeREE AR RIS H OPFRs X RE 9 47 7 4ER
PREEEE M, 8RO LG R AT I Y
SREU A BFSEIA R TCP 1 52 %6 £ 38 BA FE iR
AR

5T, OPFRs X /)N BRI K BRI A= 1 T 2l 45
S AN B B A g i b, i,
TCEP 7£/N UK S2AE A GABA F5470 7 111 AS 2 JIH 5
REW BRI, TOCP 76 B:AA B IR L i il | L | JI0 2
ARS8 B A PR R i A e b i, 1
/INBRURT BB X L5 5 (0 4B 3R fh 2 B A RIS AR
SN 5T X 42 i, B 7 & TDCPP A1 TCEP #91E H
T, R BT T A 1 5 R R R R
PR, TR EBR T T (A R I 3 A0 ) AS 4 B
TDCPP F1 TCEP AN HA 7 A= HUIR Bif 8 M 50k B 1k
MBS
2.4 WEEREN

AN [RE AR E A A YR OPFRs, £ IfiL % Al
AV AFE RIS, 230 AJFRE B E 0 AR S5 45 A 4
U IR e B R, XS S, OPFRs 18 &
FOH = A B R O I P, TDCPP 2 1
BCBE T A T 2P 1 LA A W bR e S R (gek, gsr Al
nqol)Fik i LH 5 R T 2 AL FE T DL &
JRERER /N 1 [) B 275 3 I DE R i, TPhP
CDP , TIPPP 2%} B b £ 7= A= 0 fIE 8 PEP | 16 AR
HOOWEAE PR U 8 52 2 BHAS, 0 3 i 2% 0 JUL 200 it 0
A O ESE R T O B S U T DR A g ) 4
MGED G4 T e st BE D fa fE G kB R
U AR FR RN T BE (A S8 ) 85007, B IR | 5
PR RO SRR

4 OPFRs fEH T FLsh Wit , 55 2 b 3 B
WEEE ., TDBPP fE H T K R B, &7 £ B &
PR AR A RU(2,3- 75 R 5 ) R i (bis (2,3 -
dibromopropyl) phosphate, BDBPP)"" | 3 £ K i R
W FLRR R -4 2 Ik i % i 2L I 1 2t R e
TR Tl 5 Wl 25 T v, 30 o /NS A2 B, /N I
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B AR AT & A AR AR AR R A B /NVE
B AU [ 46 SR B0 RN B A A2 A0 A T B, e AR
Frae i, b R 20 e R IR LR e AR Ak 40
Fit , 240 6 SR %) 55 955 Tk AN R R R L K Ak, L
i o S P AR AR A2 AR 4 BDBPP i 2
AE R, g DR MR BRUE A R i 5
— AR Y 2,3- VR TN I (2, 3-dibromo-1-propanol,
DBP)IEHE B 8 9, X F KL, BDBPP £ &
SRR TDBPP #3702k B R [
T A EEPESS , Derlund %5348 % B8 TDBPP 1£
KRN AT S B 5, {05 TDBPP B 55 14 4
o, ZER B AR, REAFEREFE T,
Sgderlund 2% Bl TDCPP X}k B JC B 5514
2.5 BB SO

HE—A %45 OPFRs [UEEEALIL, Rig 2 i A
Yy KRS LS, £ A 2 A AR
LR J HL R A2 2 T 4513 M2, Krivoshiev
VST T 8 Bl OPFRs Xif AW AT 1 S A (g B2 iy, &
PR AT 5 B R DRUR A B DR B o A
1 DNA sz 8451405, 2 28 5 A K A5 i F A Ak i
TDBPP w5 & V01 (GRS 284877 IR HY
RS2 W58 ], TBOEP(14.7~1 470 pg-
LR B R N TR T ORI K A7 T o A AL
N AR SR AR 2 T4 9 1) 3BT W, B T TBOEP Al
AL 101 AL 56 SR 2 28 R A T AEr

AR %5 3 4y VU BES | R B 5 X6 52 %) S 56 205 R
B, TDCPP 20t/ 40 i i 20 M R/ NFN T B4
B 21 AR S (R A F 38 T I, 5200 g 34
DU RS i A R BB I Ak, 2R #E T TDCPP I
TPhP, &2 2 5 58 T fa iR i/ 4h fa i) 6 A~ LLAZ 4K
Syt IR R 2% 19 mRNA %3k, 3 H TDCPP %% /)
TR R T RN mRNA fU5535 , OPFRs 12 % &
i3 RS 91 41, Honkakoski 257 & 35 P 4
el P10 S SRR 25 < L BR324 (CAR) R 7 41
il 5 AFAE T A AL BRI /N U P rp ) — S5 N e
= SR IEBERR R AT ¢, /N CAR 9 = N5
O ILBERRBRID I, 11 S CAR S8 — 5 SR g
Tk, RSN 2 58 7 J& (4 WF 5% 45 5 @ 7, TCEP
WPETE 10 wmol - L B8 7 A= 41 M 75 14 , ifii TCPP
MR 1 mmol- LA, A @R H 4R B vk (H 2
TSN R 40, WA SO-IR A WAFTERT,
2 PP ER A 51 DNA FE KT 24 [RIR, ARk I 2]
TCEP 1 TCPP H.A /575 s 1 AU R 30", Xt

NS A A FE Y FMSS0 K HA B R T Al
SN T N2 PPARy1 B4 5k iE Pk JF 55 BMS2 4
Ji e i I B RS AN £ 1 658, FM550 2H 4 e g 45
A IF 4 % PPARy, TPhP W] GEJ2 7= A X e A8 fh i) 3=
BRI BT R A AN #55 OPFRs 1[4
fife =yt B DR BE PR, AR N 2R I B A M R
TK6 H1{lli TDBPP (1 4R 15 7= 9 2-TR 4% 74 #s 1 (2-
bromoacrolein, 2BA) i, DNA Jil & #1522 A&7
OPFRs 1143 PR 2 14 7] g X 9 # ifii 5, kb4, TDBPP
AR BRI IEAA P9 5 | R AR50 1 98 T 2 5 7 SR v
Hi, TDBPP AJ 8¢ IA 2 M 32 B ; 76 A4 i b, R 5]
T IR BRAHE E

Li ZE8 o8 45 9 7R, TCPP 11 TPhP i A2
JRJEITIE LO2 40 b p53 KL Fak i 35 58, 3% %
7~ OPFRs 75 9 2 L T4 T pS3 9175 5 A
W% , OPFRs 5 p53 & [H 2 [ A9 /B 2 22 Ry i
P, XS ) 2E AU A R BRSSO
YIS OPFRs 5 p53 HEPH 2 8] A9 4E FH /12

MR, A SR A IE W B Mg R X
HepG2-C3A 41l fifd /) f 5% 4% S 26 1, OPFRs (TCEP
TCIPP \ TDCPP)A 5 B AH G HE K ik & A el A
ZE BRI T = A I R R SRk U IR AR i 3 F
OPFRs (™', TDBPP X V> |] [X B (Salmonella) 1]
BRABANETE S-9 fEEA B AR TR S
2.6 WHMWTHLrE

ZFf OPFRs Xt A HLIAEAG W3 19 N 73 w141
Wi, WF5E 8,6 Ff OPFRs(TCEP . TCPP . TDCPP ,
TBOEP , TPhP , TCP) Xt 5t 5 £ 34 7= A= P 43 is - A
FHES SR BE 40 5% 14 d J5, TCP . TPhP 5 TDCPP
A5 5 SETR A G- —FER BRI, AEZHREIE 7 d
IBEy a4l farp | TPhP 255 5 350 R R = i R AR
Jir 22 (T3 ) 0 10 Al PR i 22 R (T4 )k B2 1) 35 1
T R BRI AR B R R A AR DGR R
Feik 4tk N crh F tshB HeP 09 JHF BT T3 KF
T i 5 R A A Y RS ML e e 7 B R
# T 0.5 wmol-L" TBOEP Ji7, .35 &Mk & 21k
(erl, er2a F er2b)XE R FIMER ZE 52 A OCHE IR (vig4,
vig5, pgr, ncor, ncoa3), 3 W] TBOEP 77 T M =R
ST

TPhP F1 TCEP 4> 5 25/IN B4 25 B 47 i1 52
JUHME AR BRI #E5 5% T 300 mg kg™ TPhP
5l TCEP 35 d J& ,/NERAR P 5 5210 G BiAH G Y 2
SRR R A AR S M R S P H Y 2 1 (StAR),
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TRV A <A D LA IR Pk 216 FELAA R 25 P50 1 F 5 0 25

%5 5 i 26 [ 22 /K (LDL-R) , 41 fifd {5, 2% P450 JIA [ it
5% 24 fi7 T (P45 0sce) FIZH A (2 2R P450 1752 JE2E
[ 5 B (P450-17a) T B%™', TBOEP ., TCEP
TCIPP R —(1,2- 58 5% N L) i 78 3¢ [ 20 FE R Y
REAZ PP A G A e H GRS &R S8 bR
o AR RE 22 40 (B A 0 i 2 Ok i g ok 5 2
HRBE 2 A& A KA AR A, A0 it 58 2 ME F T i A=
T AR AR 5 (DG I 2 S — R R R A R (FT3) e
EA WE R, BAh, A 5T 5t TDCPP Al
TPhP )2 55 23 A8 NI KF 18 B MRS W oL
R,

FI ARSI At 56 ) i 2 A5 T 2802538,
6 # OPFRs (TCEP, TCPP, TDCPP , TBOEP , TPhP
TCP)# 52 , ¥& i T H295R 4 fts (B | B F Jo o
) oA 17R-E — B (B2) A1 52 R (T) B8 e B 3
T #E MVLN 4 jg rft, TCP, TPhP 1 TDCPP &
Tl E2 256 MR Z R HS PR . GH3 4 i
i TPhP B EE L H T tshB, tra A1 0B F R By £
kP fE FRTL-5 4 g, TPhP 19 2 5% T3 nis M
tpo FEF Y FIR 3% L, B TPhP 3 F R A vp
)RR B R A ™, 7€ Kojima 28U 11 Fh
OPFRs 1, TPhP fil TCP ‘g R M & Z K «(ERa)Fl/
ol HE I R A2 AR (ERB) P 8l 14 ; 73 4F TnBP , TDCPP
TPhP Fl TCP 7~ i 8 3 52 IR (AR) H5 B i 1,
TBP ,TEHP ,TDCPP . TPhP F TCP 7 b¥ ¢ i ik %
ZAK (GR) #5 bt 16 PE, Bt 4h, 7 F# OPFRs, TnBP,
TCPP . TEHP ,TBOEP . TDCPP . TPhP # TCP #f i 7~
Zids X Z(PXR)BLEhIE 1

3 HFEEMEREE (Problems existed and pros-
pects)

A B R BEBA R B A AR 4 09 BELRRIOR , BT 2
Y RPN R < W A (SN EAPN U By A
OPFRs 7EFEE A0 E L H £ BH I, Xp A fgt e S 2k
AR S i 8 A I s N, . A E
% _IiE HJ% OPFRS E ﬁ‘ *‘EF éé[28,42—52,54—55] R /:_E %[26—41] R %
PRIV 25 3 P A SO | SO S E 0. mAR B AT
OPFRs TERF 347 5t v it AR ik 21 /2 LU A2 B 1 7
PRGN 5 A P8O0 (7K F- {H 55 15 R 28 OPFRs #il
W53 AE i 2 28 OPFRs HA B¢ iy 4 AV DL S v
(A1) e B R A, ik SRR I OPFRs 1A% 3 W% 5 |
FEAMTHY LGS F A, OPFRs A W7 MR , e i 2
R JETE B TR RO I 2 1 02 SR AR IR I B
I+, T/ OPFRs FyFR 458 JRUS: FILA A R XU AT

FEHEATREPE S U0 B, 0 > v T RGN o8
PIRRAESEES 7, FAEBUA Mg, AN
WF5E TR B AL A FH DR RS 25 1F i
T BB SR8 S5 S A TR B 2 B A
], AR5 P g 4 AR A AR 22 5, L B AR S AR )
WHRAR AL, N, FERFSE OPFRs X £J: X 14 fi
LR PERT , — 222 H N OPFRs &1 T REXG IR &
PERZ TR A AR S K R —
TN & MAEA A O T A5 BRI A 25 R0 =
AR Pl 22 0 45 ) o 5 K& H AT OPFRs B 14
UL X TR 2 A HEBR A 58 42 DL SO [R5
MHERRIEAL S

&R 2 OPFRs MIBMNHRELE
Table 2 Summary of toxicity effects of OPFRs

LN 3¢ % X ) OPFRs
Toxicity effects The OPFRs involved in previous studies
SR TCPPI'820-21 TCEPI$2! TDCPP!'$2224 TnBpPI'®!®1 TEHP!SI
Acute toxicity EHDPP!'7'8] TBOEP!'®! TPhPU¢-91 TCPI7-18] TOCP®!
T R TDCPP26-351 TDBPPEC! TCIPPP4 TBOEPES#-411 TphpB137-381 TCpB4
Reproductive and developmental toxicity
UEZE i
TCEP 435055 \TDCPP[ZX’”'M’SS] \TCIPPW] \TOCP[46-48,S4] \TPhP[42'43’45] \TCP[SO'SZ] ‘TIPPP[‘M
Neurotoxicity
==
WAt TDCPPP®! TDBPP-®! BDBPPU-l TPhpPL7-581 TIpPPL®-> CDPF”
Viscera toxicity
%ﬁﬁ S5 g Ar TCPPL6-7782) TCEP [70,76-77,81,83] \TDCPP[70’74'75*83] \TDBPP[71-72,79-80,S4] .
Genetic toxicity and mutagenicity TCIPP08183] TEPIOSI TpRpl08 TBOEP!07] TPLpL70757881-62]
P TCPPBY TCEPBO-%1 g = (1,2- Z 5 NG TDCPPE?! TCIPPP |

Endocrine disrupting

TnBP[‘)Z] . TEHP[‘)Z] . TBOEP[SG,S&‘)O,QZ] . TPhP[86-88.91-92] . TCP[SG,‘)Z]
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7, R E SR F R R OPFRs MOFEME, MELA Y
TR Y BB ST, OPFRs ik J& 11 32 1=
T L BRI AT B8 (4 A7 70 MR B, AR M) XA v 771
R IR 09 Sk M B0 O i 1 22 5 OPFRs
HEAFREL G 10 B SE XRS5 %8 OPFRs By K
IR i 2 R PR AR, 7R A R P 1% U5 s A
S, T LA RIS 25 5 B INAF S PR B 1 2 15 O
FLYERG A OPFRs 1 AE AYFRBE F1 8 R XU | S 56 o
B T BRI AN BT B RS 2 B N RN
AR REm , B 4TSGR S R 4518
P St 2 PRAEIR S R 3545, X 96 245 SR A1 4 51 &
SIS

HEIF S g K 25 b oK AEEY) R
RN, e Rt R R 25 2 —
oy, W RIEAFRE R T shd 2 v, sh a9
S BB SR BT 4 7E 5 4% OPFRs 19 /E 1 8 1%
W, BT EBA A, TERF R R T % 18
H—: W4k, OPFRs X A& W) Fl BE 14) 52 ), 76 B W) 4%
SEWMn Lkt i oA R Y i, WAER
— W58, X} OPFRs 7 1 S 06 45 SR 7 A 52 i) 9
TIREER R AL, 76345 b HoA V5 G4 ) 7] 2 R OPFRs
PR AT Y RN . OPFRs #E A RBE )5 1) B
PERTREAIOR A HA G IR KRR 2ok A5
ghA A A E Y TR E AR A R

TEAR B LE P2 L 3 v OPFRs 149181 Fi K% HlE ik
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