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W E PRI ( polybrominated diphenyl ethers, PBDEs ) /& —28 ¥k {2 776 B LG 4290, 1 T HA 3
fﬁ%ﬁkﬁ,@ﬁﬁr‘zﬁf?% AT SRR RO A A A B RN SR R Y HTIRRRL S R TR X R 2
—.PBDEs MY PEAUFE A FHAEE P2 BEME N4 T4 . DNA #0455 e e 2 45 % AR L R I B W A 1Y
B 55 F 2 Z AR (aryl hydrocarbon receptor, AhR ) J& — FhEC (A8 76 5% St IR 7, 5 17 2 d i 245 1 10 15 B 1Y 3
A, 0] DUt SRS IR 5 | & — R B E M. PBDEs HLA 5 IECH IR 45 5 B Ak S — R TE AT ARR
BofA {2 PBDEs il it AhR 45 B3 AL BTSSR A BB AR SO RIS T3 10 Z24F5K PBDEs Xf AR {75
YEFRIESE , LA ROFS S i SR R 32 TR RN B PRI . R AR 45 SCIR I IF Y T B L A AR MR R 2 8o & WA K
#4) PBDEs X AhR 0% BUREE R 455 , (7545 £ PBDE 75 225 e 40 1l 401, BDE-126 7 K BUTF4H it i i) 8%
TEAVEHT L R R B € 4, BDE-99 7T LA BE 5 £8 11 i v 9 AhR. I A, K 22 05 R bl Y 40 BE 1k 22 R0k
IR AE K & IR AR R BRUFH A v LAE AR, LRI REEE PBDEs HA 5 i (9 B P A2k i B B4k
KR FERREZIR, ZWBOREE, R BHORRE | PAEZ B ORRE, AR

Review on the study of activation effects of polybrominated diphenyl
ethers on aryl hydrocarbon receptors and mediated toxicity

MEI Nan CHI Quan XIAO Huaming WANG Xian™"
(Key Laboratory of:Analytical Chemistry of State Ethnic Affairs Commission, College of Chemistry and Materials Science,
South-Central University for Nationalities, Wuhan, 430074, China)

Abstract; Polybrominated diphenyl ethers (PBDEs) as a class of organic pollutants are widely used
in the world. 'Due to their environmental persistence, long-distance transport, bioaccumulation and
toxic effects on organisms and humans, the toxicity of PBDEs is currently one of the popular research
objectives in environmental science. The toxicity of PBDEs includes reproductive toxicity,
neurotoxicity, endocrine disruption, DNA damage, immune effects, etc., which potentially threaten
human beings and the environment. Aryl hydrocarbon receptor ( AhR) is a ligand-activated
transcription factor that induces many the drug-metabolizing enzymes of genes encoding. It can be
potently activated by dioxins and trigger a range of toxicities. PBDEs have structural similarities to
dioxins and are also considered to be a potential AhR ligand. However, the mechanism of the toxicity

of PBDEs via AhR remains unclear. This review article has summarized the research on the effects of
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PBDEs on the activation of AhR, induced gene expression and toxicity in the past decade. Although
methods and conclusions in literatures were different, general results showed that most PBDEs had a
weak effect on the activation of AhR, but some PBDEs need to be paid attention. For instance, the
activation effect of BDE-126 was stronger than its homologues; BDE-99 could activate AhR in the
zebrafish embryo. Moreover, hydroxylated or methoxylated polybrominated diphenyl ethers could
activate AhR in both poultry embryonic liver cells and rat liver cancer cells, indicating that they
might have higher toxicity and more bioaccumulation than the corresponding PBDEs.

Keywords :aryl hydrocarbon receptor, polybrominated diphenyl ether, OH-PBDEs, MeO-PBDEs,

toxic mechanism.

TRACBHIEF (brominated flame retardant, BFRs) f&—28 5 2% B35 A A HLIG YW ( persistent organic
pollutants, POPs) , FA Z2 iR ACBHAA & w28 (kA= 7 S BRI T, PR 1 AME Aoy & BUPE 4k
OYAE KBRS B N A e i A T A2 B 7z Sk i 2 TP Bk ( polybrominated diphenyl ether,
PBDEs) /& H Hii i F 55 Ky |32 19— 2R B8 it AR BELAR 1 PBDES TR 76 S RE RN 3R P HASTE J Ak 24
S AR S FH A A IR) PBDEs 23 bk E8 R 765 N A8 SRR 2R h S AR e RLEE 2004 4F
MR AR 1k 7 FOIRA IR TE (1) A 7 BEJS 7 2008 4R4% 1 1 IR 2Rk 4= 742006 4, I KAE L T
JIrA PBDEs 194 7 I 8f SR BE A 2 7E 2009 42K PBDEs 51 R A MEA HLIS Y4, A SRE T PBDES K¢
BRI AR 30 4R FE MR EERF AMEA DTG Y4 22— FE [, 2000 452 2004 4R [H], B0 7
A 10000 23 WK i L3981 25000 AW 5 2005 4 e % - JRIBER BRI 43 4 (1978 9235 ) T 30000 B
B9 26 WA MR T S 2o ARCB B A O AR T4 B Mk 3 PBDEsY' ) B AR AR i 8 AN EE 3L op RS I
PBDEs""*" [ ifif LB LUK 1 PBDEs £ 3z i T MO AR RS AL AR B AN ISLAL A B 1) R[], PBDEs 547
209 Fhlal =9 (E 1A) .PBDEs #35% i tA Ay 75 AAA e ELAG AR 4 1 10 2 5 10 55 i T A A6 & W 2 2 0
04, BDE-209 78 AR 5% B B 1) 2T JLK, i Tl FH A VR B 2R ik 14 32 22 6] 229 ( BDE-47,-99,-100) A
FRERIT ]y 2—4 4E1T AN PBDEs MATA W), G B4k 22 1K AR % (OH-PBDES ) Al A B 1k 22 150K
ARt (MeO-PBDEs )t 7E AP My R £ 26 P plednill 2> 1" PBDEs K H 2SR 7w i Bt R 2 i 4
B NI TR SRR

WF5¥ &% ¥ PBDEs 251X BELIAT R B AGZE WS i 5P | 17 PR fr) 240 L 25 P S8 1 A A > — 40 38
1S 55 B R Z A& (aryl hydrocarbon receptor, AhR) /59 AR J&—FPEC AR BE 75 s 7, &8 166
PR TE-FA-M2E ( basic helix-loop-helix, bHLH ) %% 5% A i X % ' PAS ( period-aryl hydrocarbon receptor
nuclear translocator-single-minded, Per-ARNT-Sim) WEGE G, G5 1B s, T A T E5S
HESH ) 1 41 i P ARR S 510 2020 B AR (0 OC B S R S A0 B R A L oA R T e R
SED0 AE ARR MZNIRRERL IR P R A0 2, 3, 7, 8-DUG R -xt- HEYE(TCDD) , T A IR Y
BEBECEIE , 5 AR A AR S WA IR S Y (] 1C) . TCDD SR Btk 43738 i bl sh 4 oy
KA, 5 M R i AR 45 G JF 1 Z 3005, AhR & A0 G A8 1k, 2 88 1 2% € 7 15 5 (nuclear
localization signal, NLS) , #%iz £ 40 iAZ N , K H i & AR RO S 97 R 2 AR5 8 L ARNT JE AL
SR RAK AR SR T2 AW RS BIIFES S 6L T AhR S NPEJE R RS 3l 1 i i SR A2 P ]
I ICHE (xenobiotic regulative element, XRE) .ifiid AhR RIEAK i 54001 A9 )5 sl F1& k5 B, 51 kR H T iF
1) H R DR S) S 323K 7 AR AR I A AR 22800, 20 B P it CYP LA ZKSF- 838 7 34 5 (181 2) . XREs
Z 5 AT R | FT AR S B LA B BUR R A A 7 AR | F N D5 R R AL AT BT BUR W A
oY T PBDEs 43 F (37 W PEAR T WL, & PBDEs REVERUN I 2 FE M ) ARR 431 (812
P, AhR 43 PBDEs #EPER0UN A8 PIAL I 16 AT AL

AhR WK ZHON L HEIAL G Y I 23105 48 (PAHs ) | 2 SRR (PCBs) 5 3R 5575 Y 41 LA K
B-ZE T 3-H FEH A2 PBDEs (2548 AR 1% WS i B K R IEF 1, [A]IHR A2 42 He S 2 12
KDL EAA Y AR 145G 07 5 ZRESOR 58 AR A B AT, AR 98 78 2 B0 i A2 S i
AR BTG VEATIAAAA G40 T PBDEs BPERUN A 20 K AR B4 Rh 22 Sk R 90 48 R0 22 R Ok,
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{HJ2: PBDEs Z#2%T AhR ThfE AR MR 0] Bk Z 00 30 4F K, AR 5ET PBDEs (aEPE Y 5 AR {55
W AIRE R L 2 Hi ARR /v 519 PBDEs 851 K AL G 8 AR g /0% 4407 98 3R 5815 e )
5 AR BRI EAE R ST AhR A93CTE /RIS, LS AWR A5 0015 5 8 i B A W0 T 145 4
TEMEIERR , FNFS T e 3k DR SRR 963k A 2], A5 Bh 1 DA 43T /K7 L T B B 858 05 S 1 PR ML DLk
ARSCHEITAE A PBDEs XF AhR 3G RCR , i HAA S 1938 N R R M B MUy b 47 T A @ AnHe.
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1 (A) ZUEECKRE(PBDEs ) (L2225 (B) AhR 2 FURIIREZS 50 (C) AhR 5 TCDD #43FXit 22 7
Fig.1 (A)The chemical structures of PBDEs_( B) Functional domains of the AhR protein*®
(C) Molecular docking didgrar of AhR and TCDD'”!
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Fig.2 Schematic diagram of ligand-activated AhR signaling pathways

1 IR R PBDEs & AhR 947 = %4 ( PBDEs in environment and species differentiation of
AhR)
Tl =) PBDEs 1RA Y AL 3 Fl IR —2RBERA Y (DE-71) R KBRS Y (DE-79)
MR KBRS Y R K BER A YL & BDE-47 BDE-99 BDE-100 . BDE-153 BDE-154, /\J&
TR EEIN BDE-1831. Tk PBDEs 1A WIHE A AU i B Hp AR 2R A D B IR A i ke 3 R Ak
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YRR, XL TN AR (1935 FNPE FHAR S, B AR 19t 25 WA S A 38 i s 23 L+
AERIRIFSE P, S IR B A DG AY IR R R\ R R R A ST R AR Y LA, BDE-TT LR KR
AR e AAAF 48 T 28546t 32 B AT DG T 1  BDE-47 2 AR ZH 23 rbod I 380 114 55 = 2 11%) 22 DL B R ik
Z 100 KR X o N RE AR o PBDEs 8% ¥ 7K ST 1% 43 7, BDE-47 1 BDE-153 (% ] PBDEs & & 1)
60% """ AE T E TR T AR & B0 T Bk 9 BDE-209"" . BDE-209 ] 3 2 A i} Fid 75445 2] R 78
1 BDE, filk1%1% BDE At HAT H = 4% BDE H5m A etk

TCEHESh Y AWR BIVE R 5B HESh P 0 A7 AR K 22 31 XL U A FE 2R B, i B AWR 2 I X HESD
Yy 2 LAY AWR BCOR AGICE IR0 B Y R 56 T AhR A B B0E BT W e B HESh B b b AT S F
Z8 i i H P AR R /N A 3T AhR B9 PAS I, K BRI/ BB LR AR AT 96% il — Bk, K
FRFIL B R IR FE A 86% A — E Y A0 L R —Ff AR WM Lol ¥), BE S £ B A5 3 Fl AR F
A, AhR1A (AhRIB F1 AhR2, HoH AhR2 2 BE S 1 DI RENE ARR 52 R [RVE4 ™, TCDD . PAHs %% AhR it
TRARFFE I AhR2 S35 f R i s SE R85 75 e ) 2 BVE T A 2224 5> 4R ARRIB 5 TCDD
gh4y (HE X TCDD 0% B BURMER T ARR2, i AhR1A A%54 TCDD I Bk = 5 200s i 5 2 a4
RGBS (AR 2 — X PBDEs (1952 5% LI L 2h 47 40 it 5 g > i FLBE 25 85 A 28 3L A
A v B B R, A R T, 71.4% 9 N ZRIE R BLAT 25/ —FPBE ) £ 21 2% (] PRSI 7 BRBE 5 £ 4)
BRAWEAZH ARR WA U AhR1 AT AhR2 , 7 28 25X ZHE S Ak A ) i) Busk Pk T BB T ARR1,
PRIHCAE JFEAE P ) mRNA 82220 320k BUA B T BB S (MK B2 (1) PBDEs @& F T 4T, AhR A9/ 545
HMEIR A JE R Y A AN A R e S AT BT AhR A S 6 0 S Fre AR A b

2 PBDEs 5 AhR BYE 1 B HiERR ( Affinity and activation effect of PBDEs on AhR)

FEMIZE PBDEs 5 AhR 955 1 7 sl B0 8 J1 85, % JH TCDD VE 4y BHAE X . Chen %' ¥4 PBDEs 2
& TR BUFGIHE I 2 AT AhR BT 25 A Jodk AL 1 4544 19 [R) 29 BDE-77 #11 BDE-126 H %
H AR HU IR ) BDE-71 .BDE-100 .BDE-153 F1 BDE-154 AH%} 3% #1756 k. Hi v BDE-85 AR X 36 F1 /7 5%
15, 04T TCDD 1) 2% A, A7 % A 200 B DA Bl P24 e 0 240 i A 98 40 A A9 240
HepG2 UL K N iz 240 i 55 22 b 4t i 22 vl o 7= 5 253~ 5 Wy ST R - i 2 il ( EROD ) 19 335 14 o 4 e
AhR Y3075 72 B2, BDE-77 .BDE-119 1 BDE-126 %} EROD 1% 1 #1 A #5458 )5 S, i BDE-47 .BDE-99 |
BDE-153 Fll BDE-183 (115 5-RE /140 55 58 AT AE RS AOBF 52, Chen 254 RUFAR K U400 Ry A58
1 VKT RS R I AR AL K43 B AR 5 BEE 0 1 J6 /4 DRE ( dioxin response element ) & & ¥ T i 5
75, LA TCDD B8 BAPEXTRE , BDE-119 58 233l , f 4R Hk B2 25 il TCDD 3—4 4 9% ; BDE-77
1 BDE-126 0] LI rPAEFEBESG AhR/DRE &AW R, BTS20 TCDD 271/ 60%—80% ; Ifii
BDE-47 il BDE-99 W 7¢ AN REH# IS AhR/DRE & A ¥ HIIE B Wahl 2208 5 L K BUHF R 4000 2 88 T K
[l B2 % PBDEs o, BDE-47 BDE-99 BDE-153 1 BDE-209 Z5ANGEf# AhR 5 {3 B 40 A% P Peters 2514
AENFLNR I A i MCF-7 , A 98 40 M0 HepG2 1K BRI 98 240 e HATIE %5 v [A] & 81 BDE-47 . BDE-77 |
BDE-99 . BDE-100 ,BDE-153 .BDE-154 fil BDE-183 5 NG5S EROD J& 14, Hivh BDE-77 (S 56 45 L 11
22 SRl REVE TRE S iR A9 2% . Brown 25 EIR S BFRs B BUIK SUIF4RE, 20 wmol - L' () BDE-209
HBEMES IS AhR/DRE AYIE AL, 1] Garcia-Reyero %5 % UL BE 5 £ iR i 1 20 ol - L' Y BDE-209
AT LI S ARR.

A0, Al SRR E BAROC R (QSAR) K44 PBDEs 5 AhR AY4S A Li %60 4 W] A
1 AhR 4544 5 PBDEs #F470 1%, 45 % 7R BDE-126 fE 5 AhR 454, [ MEUKERN N F LS
9K 3l 77 ; 3F H LA BDE-126 BRI HEAT T =2 AR 3R 43 B, A2 [ B & 7 DA R i /K A A5 5
[Aif# B¢ T BDE-119 Lt BDE-100,BDE-99 [t BDE-153 ,BDE-47 [t BDE-49 A9 45 & 3% F1 7 i A8 % A ]
PBDE [F] R Y ATE PE T op, & Bl BDE-85 H B T 8 K A w22 4l i 52 560 v % X BDE-85 X AhR F 1R
F R SERN N A JCH S ARR™Y | H I BDE-85 [HRER MR AT WA A0 A R Gu 251 R Bl i de /N — 76
% (PLS) 47 QSAR 43#r A I E ) I s VE FH 2 530 AR Z5 66 A 2 S i) RN, b i)
AR A AL, Gu SFAF IR Z5E AR IR IR U R (3,3 ) FIXF A (4,4 1) &L, T 8] 45 FX o7
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HURHGIN T PBDEs HYEEPELL S AhR MR FNT) 4RO HUAC 28K PBDEs (3 LL S AR BYEATT].
521, Kovarich 21 & BUIRALAR BE A A LR, 181457 5 %57 J AL B 9 PBDE A B3 16 1, HLIRI.
BUR AR EF R H 7E 1—3 Z 8] Yang 2617 38 i 4 B 2 B ROE R 400 T 2 FF PBDEs B35, %W 3,
37, 4 "SOLIRE T8N PBDE MFEE,S, 57, 6 SRR T 2% PBDEs (#1E,2, 2 "SA1 MM
JRFXF PBDEs [YRE 4 JC I 52 0.

3 AE#%FH PBDEs 58 AhR TiiFE E R 5R 1% (AhR downstream genes expression induced by
PBDE:s in different species)

3.1 WELSh YA

Peters %) 4% TCDD &5 PBDEs I [R] 52 88 T & B 40 ) , 38 43 U 5 EROD A9 3% M A 1 =2 Xof
CYPIA W55 B34 5619 BDE-47 .BDE-99 .BDE-100 . BDE-153 .BDE-154 . BDE-183 F1°F1fii () BDE-77
Y% TCDD #54i/E ], B PBDEs JEANBEIIE AhR K155 CYP1A. Wahl 2584 8 U — 3k
I8 (TBDF) () BDE-47 JH T A5 A BUF 4, W22 %] CYP1A1 mRNA 3% b8 7ERE 5 mFse >
HATTH 75 4l (9 BDE-47 . BDE-99 . BDE-153 1l BDE-209 % 5% T 5 L K BUIF4N M of 50 3% A WL 22 5
CYP1A1 mRNA 1) _#.CYP1AL s AR W ok A T TBDF, 1R TBDF 1) BDE-47 /5% | CYP2B1 FiI
CYP3A1/3, Foo3 ) P A% 32 04 itz 53 DR - A )l 28 I 55 e A2 1 ( CAR) FIZE %8 X 324k (PXR) Sk $, 1M
TBDF FUHABEC A% AR R, 200 BDE-47 T BEIIS T CAR AL PXR.fiAE AhR. HAbZE /N 41
T RIFSE o [RIRE ] BDE-47 . BDE-99 #1 BDE-209 %3 A fE 15 S5 CYPIA1/2. Sanders 250 4§ K LA
B3 d RN 2SS, & B BDE-47 .BDE-99 £l BDE-153 £:{# 5515 5 CYP1A1 1 CYP2B, J&3E % 55 1
AR s, 5 B4 H 2 50— Le 438 1 19 PBDESs 57 2408 AR #2077 2980 8- (PBDF) fiZ
TR IR JT ZHEY (PBDD) AR BTS2, Suvorov 26706 BDE=AT & ik A 5 45 7= 01 K UG, e HA 1R
JHF20 o3 B 3k R e 3k 25 R BAE AR {5 538 R RIEA 15 S CYP (31K, 76 AhR T iE2E 5 Rk
H 3 FPIE . GSTM1  GSTAS Fll ALDHOATL SR 113X 3 A SE A il ik CAR WY, HILAEH IR AhR FEAS
55 BDE-47 S0 KN i Chen 451 (9158 % B, 78 K BUIF 4, BDE-77 \BDE-85 . BDE-119 . BDE-126
A1 BDE-156 1] LA 345 5] 5 10 nmol - L' 1) TCDD 75 T35 19 CYP1A1 mRNA &840, REWRE & 1
4 AN R AEAFE ) JE, BDE-66 . BDE-85 48 I & /5T CYP1A1 mRNA, (2 EMIHAFET AR 5
DRE 1454 . 140, BDE-47 Xf 10 nmol - L7444 TCDD #5519 CYP1A1 & F/K A3 P/E 5 Peters HYHF
E—3, X AT REHERS T A S 24T PBDE B2 ) CYP1AT #F > AhR BUHEIEDN | H Sk 0 1 ok
YER AhR 3006 5 A5 1 fedr. 240 PBDEs X T &5 S5 i 2L AR 9 AR ISP IF A BOE BOR , M 5
TCDD A2 F2 e, R /e Fn] A8 i 0 & Prsc 46 K U AN A9 B2 85 5250 1, Chen %51 %% B BDE-
119, BDE-126 % fefl AhR AT ACR 5.3, %5 B AL, Villeneuve 257 7£ HATIE-Tue K BT R 41 i
tilfi 1 10 # PBDE [AIRPIXT AR 413 9 EE K 3K 119175 B8 ), BDE-126 175768 /) 22 [A] 32 4 Hh e 28
Y, BN, BDE-126 #1%% TCDD (3 BE AR T 4 MRS % KBS Chen 45 BT — 3, 35
TR Z %L PBDEs Lt TCDD 7EMRSMAE S AR A-509 52 i BB S IR /D 10000 £i5.
3.2 a4

Zhang 2524 BE Dy f0 NG 252 T PBDEs, 7F 0.02 pumol - L™' (%) BDE-99 HJ %% F ,AhR1b H1 ARR2
F 2.0 f12.8 £%,AIP L8 1.8 £, AhReb B 5.3 1A, 1 CYP1AL 78 3 DA E R (0.02.,0.1,
0.5 pmol - L™") T 3 . 5L, Yang 257 & Bl BDE-99 85 TR ifii 12 h 59k S
B CYPIA )&k Bl de i, FL7E R EE 24 h F1 96 h J5 75 1R i i 6k i i 2 45 56 I R SR iE 32 BDE-99
J2 AhR FYBEHEEIF) , T BDE-47 H A BEES: CYP1A. Usenko 25 ™ ZERIFSY 6 Fl PBDEs 76 KE b {4 Y AL,
WS FERT, ¥ BDE-47 .BDE-99 BDE-183 #% &% T Bt DA lf G, 120 h J5 CYP1A1 CYP1B1 [ 2 %, i
BDE-153 X CYP1A1 8¢ CYP1B1 &4 2 3% ek 8. X4 JLFF PBDEs X AhR A 55 05 T, CYP1A1 I
CYP1B1 H- A2 PBDEs fCIlHAY 32848 7E Lin 200 fRF5E o 8% 2.5 pumol - L™ BDE-47 £ 58 T B T fo
JWHG, W5 % AhR 3 % CYP1A1,CYP19A  CYP3A65, 43l T 4 5.88 £i5.2.88 fi5 fl 2.04 fi5. tL4h, Kuiper
ZEP L IOKG BDE-47 F1 TCDD e [A] 22 8% T U P40 i rh iF, BDE-47 %} TCDD 5% 1) EROD 7 tEA
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B8 s PTE R , 70 BDE-47 RTBES30 AR 1H 1LY CYP 18/ 22 85 T BDE-47 K VY VR 0 JiT 20 i v
CYPIA LB & FH7.
3.3 AR4HAE

POk A FEFARAL LO2 B, 10 wmol - L' BDE-47 %f CYP1A1 VAKX CYP1B1 B3k JLT- 1A 500 ;
1fii 1] BDE-47 AL P 5 - FHZE [ a] 28 (BaP) A B, CYP1 HYFRIK 4 B E F&A%, W] BDE-47 X} AhR 7] fig
SET AL BTG ER T B, Saquib 27 [ AFSE 1, T 100 nmol + L™ BDE-47 Ab#f HepG2 45,
CYP1A1 2 ¥ 2.9 £%, i 100 nmol - L™' BDE-32 AbFJ5 , CYP1A1 fe i nl LA B 11.3 175 A il 2 W,
FA 2 6(IL-6) 23 AP 40 i b CYP1A1 mRNA 897K, IL-1 234461 CYP1A1 76 A 40 i v i 5
IKPL AR MCF-7 4087, 78 1 nmol - L™' () BDE-47 . BDE-99 . BDE-153 . BDE-183 #ill# T, CYP1ALl .
CYP1A2 VUK CYPIB1 WA B i B e i ™ ARYE S 2400 s LS BHAFIE - PBDEs 5
CYPIAL FIR B IEARDG , BRI IE Hh 9 I UG L s e ' AR 2T 45 SR W (& 1 fi7R ) , BDE-
47 TR Fh A0 2 R BN BEILTS AhR, BDE-47 %} AhR B94E FA LT 58 2202 14 i A i M o vei 25 e 7L 51
Yrani, NAARAHE A AR XF PBDEs AR ME— 18 A RO ROR 1Y /2 BDE-32, 2R ZIRICIF R Y
BDE-32 J-3E T\l PBDEs 9 =274y M W58 B A LR R A 1t AhR A A5 B8 2 (I Fe 558
TR

&1 PBDE [FIRYXS AhR BYBES IR & CYPIAT 93%
Table 1 Activation of AhR and induction of CYP1A1 by PBDE homologs

PBDE [i] 54 ST FH A0 L 1 A XF AhR PR AR CYPIAL M55 S 30k
PBDE congeners Cell/Living models in experiment  Activation effect on AhR Induction of CYPIA1 References
BDE-32 N4 AE HepG2 2 Saquib Q'
BDE-47 BRI A0 ¥ Peters A K )
KR IF4nE ANBE AT Chen G[*]
5 L KR4 AL ¥ Wahl M4
/N BRUFF A0 Bt ¥ Pacyniak E K%
NI HepG2 | ] Pacyniak F K %)
K (BE] Sanders J M[®]
EES TN x Suvorov AL
Bt o 4 R A ANREIL T J Yang J17!
B 5 IR (] Usenko C Y74
B, 0 i T Liu H'?!
% 161 441 i & Olsvik P AL70)
T4 A 102 ¥ An Jt77]
N4 HepG2 T Saquib Q178
NFLARFEE AT MCF-7 ¥ Barber J LI%]
BDE-66 K BRI A ANEEIE RV T WEA S Chen G!#
BDE-77 BRI 40 A J Peters A K[!
KA 4N o SRR FWRE T BERS Chen G4
BDE-85 KB 4n i ZEATRIIRIURREITE  EE T BESAR Chen G4
BDE-99 B4 M & Peters A K[!
KR4 ANREFLTE Chen G40
5 L OREUAT 4 & Wahl M4
/N BT AR A ¥ Pacyniak F K %]
MAFFRAAE HepG2 JEH Pacyniak E.K[0)
KA [ &5 Sanders J M[®]
B 10 R iy BEFES Zhang 1 (7
B 0 JR i BEFHT Yang J (7
BE T 11 R i n& Usenko C Y™

LB 4 L MCF-7 " Barber J L[#)




56 7 N A 39 4%
g1
PBDE [R &%) S BT A0 L/ 3 A X AR 9 BUERCR CYPIAL WS E =D UN
PBDE congeners Cell/Living models in experiment  Activation effect on AhR Induction of CYP1Al References

BDE-100 R A0 7t Peters A K[!

KR4 s Chen G[*]
BDE-119 KR4 rp AR B T MR T B Chen G[*!
BDE-126 KR4 rp A T FHRE T BEHE S Chen G[*]
BDE-153 AT A0 ¥ Peters A K[!

KR4 s T Chen G[]

5 LR EUITF4IHL ¥ Wahl M4

K (] Sanders J M%)

Bt h fa R i J Usenko C Y7

NFLARFE A MCF-7 J Barber J L)
BDE-154 F AT 2 L ¥ Peters A K[!
BDE-156 KB4 ek 86 R T WESA S Chen/ G#]
BDE-183 BRI A0 ¥ Peters A K[!

KR4 s BT Chen G[*!

Bt I 4 iR A [BEs] Usenko C Y7

NFLARIE A0 MCF-7 7 Barber J LI3]
BDE-209 5 L KB4 g Wahl M4

AN 4N G Pacyniak E K%

NI 40 H HepG2 E|Se T EE Pacyniak F K %]

4 EEMHLFBESIEL PBDEs 3 AhR /' S E FH)E S ( Effects of hydroxylation and methoxylated
PBDEs on AhR induced gene expression)

FENAAR M | BF 2L DA R H At mi L 30 40 i 3 A= 9 v 29 AT K 1) HO-PBDEs Hil MeO-PBDESs (1 77
AT S R TR AT B e v T e AR 4 B B . MeO-PBDEs A Lt HO-PBDEs A 8 = 9 4
PR Bk 3% T BB 2 f T OH-PBDEs (9 Bdt: #H [t MeO-PBDEs 5 K, B 25 5 9 A= 1y 4 HE it 5 1y 120
HO-PBDEsHE-5 /K701 TE B b, K s M8 ok, I HLAE A2 S b P e S ZE4E T, b 4h , HO-PBDESs 7] BB 4>
S ECH SR AY SE AL I 3, 0T AL R ST AN 0 A R T A 5%, R T HO-PBDEs HA B K Ay 7 1
Su £ AR R BUF A0 e SR %) T 19 Ff PBDEs Z50% f L& AhR, H b 6-OH-BDE-47 ,5-Cl-6-
OH-BDE-47 5-C1-6-MeQ-BDE-47 .6-OH-BDE-137 (3% 2% J1 7] LAk 2] TCDD 55 /9 AhR 415 i b {E /Y
—2£ D) F Saquib % 4 50 nmol - L' (1) 6-OH-BDE-47 % 5% T HepG2 4ilfl 6d J5 , K B4 CYP1A1 7K
F L 10.5 £ XSREAG IFERR 8 T 6-OH-BDE-47 1 3005 B 42 5, F H AhR 519 CYP1A4 B35
L E S A H A &S B UL EE B ARR A 519 PBDEs R4 A 7 %, H P 5-C1-6-OH-BDE-47
5-C1-6-MeO-BDE-47 i1 2 -MeO-BDE-28 F%{ 1 LA 3 X Be 57 ¥ % W, OH-PBDEs X AhR Y375
FERE K FHEK PBDE, [A] it 84t 5 F PBDE, Hirh 6-OH-BDE-47 %} AR A 376 35 SR 4ok B3 H I3k
I PRI 5T R S X — W PR BE S A (R (R PN 5238, 6-OH-BDE-47 1 6-MeO-BDE-47 H A5 SR fa
gl B RSl ORI EE SE EE M R R T 0.05 wmol - L7 6-OH-BDE-47 I}, AhR $JE[H CYP1AT .
CYP1B1 ARNT1A AHRRA .CYP19B ¥ 5.3 N, 1fii 6-MeO-BDE-47 Fil BDE-47 A SR TR PR ) 4R 1M
¥ KA B 2288 T 6-OH-BDE-47 .6-MeO-BDE-47 LI X HE () PBDEs 214, W8 21 HA% T 10 40 i 75
P EH A TR ARR 558 B 0025 6B, # 2-OH-BDE-47 Fl 2-OH-BDE-85 % T A\
L RR B B AR M b g RS T PSS L 9 A S A S B ) B . BROAR WL ER B] 3 U 10 [N ARR
CYP1B1 . TIPARP (iS5, HI G WSS ) AhR i i 5540 CYP1AL CYP1A2 36351,

5 %5iE&( Conclusions)

AR T PBDEs [A] 29 M HAT Y% AhR B3GR, L K i AhR A5 i B IR 60k A2 PEAL
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Tl AR 75 1 B . PBDEs XF AhR AO3CTEVEFH LA S AWR 3755 R T AR D 3 R 4 SR 3k | 5 Se g iR 4 i | i
YEFI PBDE [F] &9 LA K R 55 7 X 2 N A 0B KRBT R W PBDEs XF AhR 14 3006 21U £
¥, {47545 2 PBDEs( #l BDE-119 1 BDE-126) Xf AhR YA FH & A AT Z0s (). 30388 LA S A AR P & 8
) BDE-47 %F AhR {L°F- 3 V%A SO ROR | 1 6-OH-BDE-47 £ HA3 %8 & 1Y AR B0E 240 DL K 40 fa 750k
OH-PBDEs [RIILEENS 5| ke S 1k I 3% | 10 I B 1 A 5 v 42 Ab it 1 £ 2o 5 1 1T B 2L A3 B K (1 # , MeO-
PBDEs 75865 i F 0] L% fk A OH-PBDEs. BLAb, A% X 35 % i B Ak 4 Oy e g ) vz s o 1
PBDEs 1 AhR ZEF1 1 ARG , NBRIE I A2 Tl 6z B | & F AR FH DL St 7K VR FH 9 B3k , PBDEs Hh IR T
BB LA SR A B AR S5 R B it 2 7= AR R RIS . B2 AR 3R 40 PBDEs 1 R iR AR BELAR 7 7 B 42
FE AR H T HFEAME L R A RS 6 AL R A R £ BT BRI Y. ARR T 11
i P PBDEs 81 1) — 1~ CHES  PBDEs &5 230G AhR ISP 1%, R 5 28k AhR JE#E00 T A
ARG QA B P S K5, PBDESs A28 f M DA M & B Rk il ad AhR A5, iR A S IRA
i 5E. >
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