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Abstract; Thyroid hormones (THs) are essential for the normal development and differentiation of all cells in the
organisms. Thyroid hormones disorder can cause abnormal development of the central nervous system, lungs, card-
iovascules and other organs. It has been reported that the halogenated organic contaminants (HOCs) in the environ-
ment and their metabolites have thyroid-disrupting effects. Inhibiting the activity of biological enzymes involved in
the metabolism of THs, such as sulfotransferases (SULTs) and deiodinases (DIs), is an important way for HOCs and
their metabolites to interfere with the normal functions of THs. Here, we mainly reviewed the inhibition effects of
HOCs on the TH enzymes, and discussed the application of environmental computational chemistry and predictive
toxicology methods in this field. It is expected to provide reference for the further research on HOCs interfering
with the metabolic activities of thyroid hormone enzymes.

Keywords ; halogenated organic contaminants (HOCs); thyroid hormones (THs); sulfotransferases (SULTs); deiodi-

nases (DIs); sulfation; deiodination
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&I 1% #1715 YL P (halogenated organic contami-
nants, HOCs)# 154 AR} | b [RIACRTES 370 46 )02 g
HTANA R BN A G 24 T %
YER, U a5 XL W A (tetrabromobisphenol A, TBB-
PA) Fl 22 1L 5 7K ik (polybrominated diphenyl ethers,
PBDESs){E Ay FH AR A BH AP 57 (brominated flame re-
tardants, BFRs), | {Z S INEE HL 777 S AN 25 4L 5 55 H
B AT DAVE S v ) A6 H: i 52 2% i) BEL A
AU ZE G EA mEE AL AR
FRPE R4 R PR K M SR BT, 70 2 7= Rl o
oA AR ARRES . JEAE R, HOCs A2
IRBE 2 4 AU R KON 37 81 T AR 2 6 1P, K4 (in
vitro) IR N (in vivo) 255 B, /F £ HOCs HAT
STILTHRALN , GEAE TR AN TS MR | HURAR
1% % (thyroid hormones, THs)%5 N JEA: I ZR A9 174 Y~
iy, 5| RS g R (] e IR THs, /E R A= iR
W EIE IR RE AU ORI R, 2 5 2
PRI R X T IEE AR RE 1 AR 2 CE
FEOW ORI EA AT HOCs 520 THs DI BE 1%
& TEM LR b, B A ZR0R T HOCs X 25 THs AU
TR A Wy A R 500 W5, e T BT E AR
2P RIFRUIN R P27 7 12 0 12 0 ) e LA Ry
HOCs Tt HIR A 9 22 Al A v M A I 58 LR R
g%,

1 KR E R H F A ( Thyroid hormones
and their disrupting effects)
1.1 HURBREER 45 5 hhe

THs J2& i HUR IR 7= A= FUORE B R 3 R, 2
FE = AL H R R )i =R (triiodothyronine, T3 )1 HUBR i
IR (thyroxine, T4), Z5# 4Nl 1 Frz, M7 1 THs
7K F-52 BT Fr i -3 {4 - R iR 5l (hy pothalamus-pi-
tuitary-thyroid axis, HPT) R 5t i 7, 4E4F THs /K-
PIAERTRRAE o T Fe A B H AR ER BB R (thy-
roid releasing hormone, TRH)J 7 i FE {4 HH IR it 3
# (thyroid-stimulating hormone, TSH)fJ 434 , TSH 1|
A FRCAR R 4 B o3 0 HOIR R UR T4 A1 T35 Y 1K
T4 F T3 Wk BEG &, 38 2k A0 R AR 0
TR TSH (9GS AREL, i TSH 43 Wb /b | AT fift
THs 3 WA 2 T ad v 5 024 T4 A T3 FEARE, X it
TR 1 ST E IS5, TSH 43638, A2 {8 T4 i
T3 s 2

THs 255 T WS MR AR, 252 0 5T R R
8, THs ¥EA MG , 18 338 H R IR 8 A (tran-

I
I o)
NH,
OH
HO I
0
T3
I
I o
NH,
OH
HO I
i 0
T4

E1 FRBREE T3 #1 T4 45K
T T3 2R i HURIR I ER ; T4 208 HURIRETR
Fig. 1 Structures of thyroid hormones T3 and T4
Note: T3 stands for triiodothyronine; T4 stands for thyroxine.

sthyretin, TTR) , HFUIR I 4% 5 2K 25 1 (thyroxine-binding
globulin, TBG)} H & 1 (albumin, ALB)%5f Bh4% iz
ZAMEARRA L SR R LAY Y T4 L
T A I, FE BB (deiodinases, DIs) )44k
YRR 38 2t S0 35 B BOY s B AT AR 3 1 i T3,
T3 SHURMR Z R 45 A, 35 #4006 THs /v S 0929
F A AR A BRIV, AESFE R THS R g it 5
% ¥4 Ffi (sulfotransferases, SULTs )4, 341 THs /K%
PR SRIG 2N PRIBCRD B R S5 HE R AR S

THs HA 5 2 1 A BT gt o nl g Ak K

(H, EERUEE R A AR R R AT A

A THs, TR AR MEBARR KR ; Ty
P AR A R 28 B 8 5 30 2o 1 R R 4235 Bl ik
BT JLAS M B (AN b i 20 A s v 5 4 s i 2
RGP T R IR KA S r AR
AR A R ARAE R S LR AR SR 1 ™
AN, THs JL-FAEH T N 9 R — A4, %A=
PRI AU & & Mo B CEE, I, 4E5F
IEH Y THs /KX T AL 2 56 %E,
1.2 AR MG S0 FOR AR B E TR0

SLEHEST B, HOCs i#F ALY RS | T e 233l
AR 3 kAR5 THs ThAERYIE 7 & 1% .

(T4 THs 194 "2, HOCs i i T4 AR
JIR AL | DR A S Ak W i (thyroid peroxidase, TPO)
FTHLIR IR 3R 75 M (thyroglobulin, TG)%: T4 THs &
B, HETTE IR THs 7KSF, TPO JE7E THs A b & #5
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FEEAEF R, v Ak Tk T 2R ik L AR IR AR
WENA, TG 7 H>k & M THs, — &0 T, TG
ek T, THs K AR FH i, THs 7K P o] 38
i SR AR RS TG &k,

Q)T THs 78 L& T 05538 UL % 5 Z R 45 A
it . BT 5 THs 258 L a9 AHRIM:, HOCs S
R WA T e 456 W IR R iz &
F1,4n TTR®ZIHN TBGP, #E 1 52 THs 7 IfiL 7
(A IEF A% RT3k 2o Ak A 1t mT DL IR R 3
R 2R, 40 TRa 3 TRB AHZE AR, I BHAT T3 5
TRs WIEH S5 G FRl & 3k 2 IR 2K ik (OH-PB-
DEs), 5 FUR B 2 i iz 8 1 AR IR SR 22 AR 1Y
itne ) B T H ARG Y, R0 S
BN 3 TR

G) Tt THs AR, AR E THs B
v FsF 27 o0 AL 5 755 A7 T8 1 b AR A I Ak 5 3 1 A
T2 BT, B WA B I IR & HOCs XS 5
THs QIR A Bl DL S B A8 R 2 i), & IRAR
Z HOCs A] LA ifil R B 3% & SULTs il DIs 197
PEOOF X EARA S FHLE], BT — et R
PERYTAE, A SCHE B R4S S 43 HOCs X AN [R] HE
SR P U0 2R A A T 2550 07 A 5 R

2 BT AR AR BRI 2R B A I 0 ) 2R
HI# 321 & ( Research progress in the inhibition of
thyroid hormones metabolism by halogenated or-
ganic contaminants )
2.1 pACAE BTG G xor BRI 3R i e 7% il 1Y
el K S oA

B TR P e 24 ) R R A o it LA B TR A
BUTEEYIR N FE LG ROz — ) iR S
PRERZE B WO T2 R IR B SR REHIL AR, T 15 45 o
TRRSMIE R RRPEAL S W 0 A T T A2 i AR AR 0
PRUW P R, THs w38 iy s 5 i 1 £6 45 5 i
KA, 51 & THs B9 A W] 3% % f#*” . SULTs /&
THs B AL A B SCBEREE , 776 T B LR
SR E D TR 2 R AR Wy o AR b (an 40 B s TR AR
KR E M) & 355 B ZAE ], v 2 515 2 NI
PR BRI S A 2R RS R 28 [T i THs | fIEL Y 7R R B g
Pz By TSRS, M AL A M AR
MRl A 37 - R I -5 - I A R (3 -phos-
pate-5’ -phosphosulfate, PAPS) Mt R Eh it {4 | 17 it ik
R ERYII—O0 —N —S 2 RN, LT
Y SBERER A G TR 2),

PLINN O Fl145
0.0 0_0
__P. Q _ P
o ofoyo o 080
N NN,
C Y SR
Ny N Ny N
NH, NH,
PAPS PAP

SULTs
I

I
.
HO Q I 0-8- Q I

(6]
COOH COOH

3,3°-T2 NH, 3,3°-T2 SulfateNth

El 2 SULTs f£{¢ THs BEER{L#LH]
T : SULTs F/RB S R 1 ; THs /R HURIRILE
PAPS 7R 3 -BRIRIRTY-5" BRI MR L ;

PAP £/R 37,57 - MR IR 33,37 -T2 %R 3,37 - LR R LR
Fig. 2 The mechanism of THs sulfonation catalyzed by SULTs
Note: SULTs stands for sulfotransferases; THs stands for thyroid
hormones; PAPS stands for 3’ -phospate-5’ -phosphosulfate; PAP stands
for 37,5 -bisphosphate; 3,3’ -T2 stands for 3,3’ -diiodothyronine.

ST A SR T 50 R — 1k B AL D B B i
RS AT 43 SRy By R R S [ Bt S RO I 2 K
JEEESH . THs 2 B fif 56 RS g 1 N UM IR 0, 1% Tl
() S AR S5/ e ) i Sekura 25 R AE, A WFIEIE
Sz LA R BURS J 5 % Bt (rSULTS) A I ik JE 54 7% ifg
(hSULTs) "] i fk THs il BR 1L Visser 251 %k
S AT 40 i %5 5, B 41 rSULTI1C1 Fll hSULT1 AL
FA) LY D I A i e A% Wl 5 PR R AT T W0 20 3RAE
KL _E R A TR THs BE PR ALY F 3,37 -—
FL iR )5 42 % (3,3 * ~diiodothyronine, 3,3’ -T2) > T3
~ 3375 - =L AR IR 282 (3,3 7,5 ~triiodothyro-
nine, rT3) > T4, Yl T3 Fil T4 AYBERL -4 337 -T2 &
SULTs i&PESGRNIEY) . AMRrh 2 %55 i 8 Fha] LA
Y4k THs T % 1k 1Y SULTs [a] T.%, f34% SULT1AL .
SULTIA3, SULTIA5, SULTIBI, SULTIB2,
SULTICl, SULTIEl Al SULT2A1P-*  H +h
SULT1ALl HA & 1z B HE 5%, %t PAPS Al FH AR
D P 3 R g e v

Butt Fl Stapleton®"'ll & 7~ OH-PBDEs 4575 {{FH
JORFR R 4 X AT 40 JfL 5t SULTS i fb % 4k 3,37 -
T2 1 2 20 f K30 il #¢ % (half maximal inhibitory
concentration, 1C., ) &4 , 45 B B 7, i bF 58 19 OH-
PBDEs 1% fCEy b A%t 3,37 -T2 ki fk
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FEHL MBI | Horp 2,4,6- = £C B AR 1 R0 B¢
¥, H 1C,, {E4LTF nmol- LK ; 4B (ortho) FIXT iz
(para)-OH HUX.Y OH-PBDEs 435 % SULTs f# 1k
TEPE R 0] ; Br B %k H 8 £ /9 OH-PBDES, 431
(1472 ()57 BEABR A | 23 B AL A AR 5 X AN ) i R
BURIAL S T 5, 2,4,6- = 1% (2,4,6-trifluorophe-
nol, 2,4,6-TFP) 2.4,6- =5 I} (2,4 ,6-trichlorophenol, 2,
4,6-TCP)F1 2,4,6- =15} (2,4,6-tribromophenol, 2,4,6-
TBP) {7 K EOH A5 B4 1 R4, 2,4,6- = Rl 3 (2,4,6-
triiodophenol, 2,4,6-TIP) 2 3 i B 4 9 ] R0 5 b
RO A AL A YA SN T4 23,37 ,5.,5 7 -
Fy A(3,37.5,5 ~tetrachlorobisphenol A, TCBPA)
~ TBBPA > 4,4’ -(7N % 5 W N 5&)-BU (4,47 -
(hexafluoroisopropylidene)-diphenol, BPA AF) >33’
5,57 -PU L XU By A (3,37,5,5 -tetraiodobisphenol A,
TIBPA), It4h, @34 % OH-PBDEs 1L&4#) IC,, {H
() 58 B M-I 1 56 2R (QSAR) Y & H IC,, {H -5
G R L AT 1 T Bk A 25 5 5 (p K ) A7 FE TE AR G
KF,pK, {Hi#/N) OH-PBDEs H AT M58 (1 T4 4%
N, R H b A5 SULTs A9 AH B AR It vT g
HA MR

Leonetti 25" jF—2 3£ HL PBDEs ,OH-PBDEs 1l
2,4,6-TBP SFVRACBEIAT , Bt 53 HOGH A i 285 478 159 240
Jfi(BeWo)rh SULTs f#4k. THs R FRALI% T A5 | &
Fi 2.4,6-TBP .3-OH BDE47 #il 6-OH BDE47 ]/~
SULTs &Pl , B 2.4,6-TBP F1 3-OH BDE47 HJ31
THISON e 5 BT iy A A5 2 T 3-OH BDE47 A9 itk
iRk 4¢3, IE W] 3-OH BDE47 A LIME R IEW 5
THs 3&4+45 4 SULTs it TR ik, para-OH UL
f) OH-PBDEs £5#4 I B 2Bl F 3,3 -T2, {153 OH-
PBDEs #ill il 15 M 3 5 . #8111 3-OH BDE47 1) %2 &%
ARG 2 A8 R Ak PR W B A7 AE , 2 BH 3-OH BDEA7
REAS ST 4k A SULTs 256 48 JF B 516 PR A
AHEAEH , T Fei/F-OH RIBR IR 1L .

DL b 2 B 45 R Bon , 4 F H-OH BIAE7E
XPZIEANEMEAL & Y30 SULTs 4k 3,37 -T2 TR
fbe 31 8 B/, 3-OH BDE47 [t 6-OH BDE47 B
BEA AN SULTs BTG, 2 TiFsefli T ARl 4l
LURIEANZE A SULTs, 7] fE A ARl SULTs &
KK IF HANSIVE I o FOLEIA ReidE— 20 AR

B hSULTs #b, 346 rSULTs t ] /b THs AR
tb., BABFFEIESE SULTIBIY A1 SULT1C1¥-" ]
fE LA R IR S FR i R £k, H. SULT1C1 AUAEREME

KEUIFRE o 263, 1 SULT1BI (1 3k 545 6%,
B ¥ A 3iF 52 K B SULTIAL fig 75 4 1k THs fiffi iR
fEB, Schuur ZF LT FRid 9 3,37 -T2 Ry, LA
KB 4R /e & SULTs 13k I, F 5% £ 58 B2k
(polychlorinated biphenyls, PCBs), — & Jf- X} — W 5
(dibenzo-p-dioins, PCDDs) A1 — 7 Jf- W I ( dibenzo-
furans, PCDFs) J H 32 3 AL AR 9 %+ SULTs f# fb i
PTG MR 1R, & ARG il 3,37 -T2 it
TR A T 114 5 B 2 1) 5 A SRR AIE 2 00 T A R R O
SO, o RN 3,37 -T2 Bl S 7% il ) 41
il A 52, BPA AT A= 91 R AT B TR sl Sl U B A
il 3,37 -T2 MR RR AL .

Schuur 255 BT 40 M 375 53 19 1A 4 52 56
gL W], OH-PCBs il SULTs 7§ ¥ /Y 1C,, (A 1E
nmol « L™ i Bl P 3 X6 37 5[] 437 38 i JROAR 2 12 0 1 4
il 11 T BE45 A4 25K ; OH-PCBs X} T2 1 fiffi 5L 7 7% ity
MdIEES T3 AL, BRI T2 v LUHAE T3 1)
BT A Ay R Y e 2 it 5 2 % 471 o1 75 R A1
A, HE— 2B RIF & 3 . L R BT 400 o 37 ol
“h SULTSs (1) 3k I8, 45 OH-PCBs 1) IC,, {5 fdi i
MEvE K OBLMF 48 M % BT, K B SULTICL #1 A
SULTIAL #Y IC, {HARMIE
2.2 RACHMLIG YNt THs Ryt LA A 410 i R

BRA 5% R il 21, DIs WX+ THs AR GHE 21 &
PAEM, THs ilid DIs 7E4MNEHLUh R, DIs j&
A R I FE 5, ML THs ZE4R i
MR, ST THs MRS EZ N K, T4 i
I RY, T3 (N FA AL | inner ring deiodination, IRD)
M T3(OMN AL outer ring deiodination, ORD), T3 F11
T3 A E— A AT A%, 3,3 -T2 (1K 3), HEl, B
Y 4 3 A DIs(DI-1, DI-2 #1 DI-3)E. A4 43 A/,
PIERBRE RS, HAE THs A= 936 P A0 4L U4 S v A
TR EEAMEH . B4, THs (8 32 5L 5L v] DL
TS R FIBR R AR 25 5 OF HE R SR B A WA 5
JRAAL, T 5 | & S R AR B f# . In vivo SEERE
ZEYESE T4 AR A 8 PR UK P-4 55 29 200 £, B
B rT3 B ER RS

Butt PR G R B 58 45 2 < R X DIs
TN VE T, 2 A S TR AR 2.4,6- = 1R
ZEWy H BPA fi74: % .BDE99 K OH-PBDEs % i/t 17
TEAN M. WF9E & 3L, BT A 1Y BPA fit A= %) T3 A1l
3,37 -T2 MYTE BGAR S H — 2 (R B0 50, 10 ol o
& TBBPA>TCBPA>TIBPA>BPA AF, H:f' TBBPA
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ooz 4R F14 &

!

Ho-Q-o I Ho—@—o I
o DI-1,DI-2 -
—_—
COOH ™ 0rD COOH

T4 NH, T3 NH,
0 @
=) a
ol @ @ =
A a

I

HO@—O ORD HO—QO

I —{ 2 _1,DI- I
I cooy  DFLDI2 I COOH
T3 NH, 3,3-T2 NH,

3 DIs(DI-1, DI-2 #1 DI-3) {4£ THs [X 1315 ${4 R ft
14 : DIs F7s AL ;0 T3 7R 337 57 - =l R IR RV
ORD F/RAMFEBL; IRD /5% P ERBEBL; DI-1 7] fi#{k ORD

#1 IRD, DI-2 {{fi{t, ORD, DI-3 {ififk IRD,
Fig. 3 Regioselective deiodinations of thyroid hormones
by three DIs (DI-1, DI-2, and DI-3)

Note: DIs stands for deiodinases; rT3 stands for 3,35’ -triiodothyronine;
ORD stands for outer ring deiodination; IRD stands for inner ring
deiodination; DI-1 can catalyze the ORD and IRD; DI-2 only catalyzes
the ORD; DI-3 only catalyzes the IRD.

SRR DIs MEIF], XF 24,6- = KRR,
Bl 10 2R 4k (R 388, A o 5 B A L 38, 2.4,
6-TIP >24,6-TBP >24.6-TCP >24,6-TFP, W55k
KIL, SI0HIRE SRR AL, (B T iR
FEREP AR X DIs B4 i 2% 0 B 1 SR,
{H15—4% 19 &, 5-OH BDE47 14’ -OH BDE101
WM &£3 DIs %08 ,5° -OH BDE99 Al T3 ()
TE R, B PR AT RS ix e Ak & W %f DI-1 A3 dl LG 5
HAt A A A BB 43 F-HLE] B AT ANE 2,
(o S i AU T

Roberts Y 7E PBDEs [ H: 2 FeAC 15 7= 4 X 44
AN IR B R AR A DI-2 5 PE R SR AT 5% b & 3
A 41 3% ¥ 3-OH BDE47 > 5°-OH BDE99 >
BDE99, 1fii BDE47 A~ fg #ill il DI-2 7% 14, Butt
LB RIFSE B |57 -OH BDE99 REME [ B4 i AT
kLA Y DI-1 F1 DI-2 5936 3¢ H X DI-2 A996
PERNHIRE WAk, 1C, {E 43 %24 400 nmol - L'(DI-1)
(166 + 1.1) wmol-L'(DI-2),

IEAh, Szabo ZEP 5 T DE-71 (R Mk Ak FLIR —
IRERR A W)X T K BRAS W) & & ) ) 8 THs A5
AT s . WF5E &3, 2% 5% T DE-71 MK
HEPES AT DI-1 6P REAR . 247 i 2E 4 d J5,DI-1 7
PEREAR 60% ; 24 i 4= 21 d )5, DI-1 3% P B AIG

70% . KT, 1% DE-71 & A KK 1AL — 3
TORIFRI TR — D BT E R B T Al 2
TR R [FE YA DI-1 G AR O

3 WMEWHEUFEAEERRBEREBEAGMEE
F®F 3 B9 & A ( Application of environmental
computational chemistry methods in the study on
the inhibition of thyroid hormones metabolism )

PRI (in vivo) SIS (in vitro) 32 I J2: 3 BUAk 2%
Y BOBAE T IRV 1A ROGRAR . SR, 2% 18 2 1)
NIRAL T K i) 2 240k, HF s WA E AR Z IR G
AR T K S B R B A ], X S I 4 SR R 5 5
G e (R VI T R DA X o = R
Ti VR TEAE R AR Ok B B AR U SRR AL
E NN X ey P EE R W RN S Ve NN [T
TALER AT 5 AR BT S TR K
XA R TRE A0 AR SY, BEIR A T A AL
159 5 32 AR Z TR AR I D7 sUM 2 Gl #245  BoA
LR TEAS LA L B, e A= Py g A A L AR
AL R TR S A A AR B 1 T2 H
FETG YL 1 BV E LB AN IR BE A7 R 19 43 F AL 7
T, 38 PR AL R 7 v AT s s HAE AR W)
RN 5 R RO AV AL, R TR A fi B 52 4
MR SRRy, HFT, 2 X EEOR it A
Gk &)z TR HOCs 5 TR FI
TTRHYR BAE Y, R iR AL HOCs X THs 1)
HVE I AL 7 TR, AR ST D
M P95 T 54 2 7 4 HOCs il SULTSs
Y5 DIs #EAGIE 1Y 3 F AL 7 AT TR IR R,
BAg 7T —E i,

Butt I Stapleton®! % 43 7 X 32 5 R W55 T
OH-PBDEs #ll SULT1AL Z IR ZEAH BAEH , #7m
T OH-PBDEs 4> f7£ SULT1ATL 1 1 5.0 4 o7 B Al
W DL R SR I, S5 R R TR YA s AL,
3,3’-T2 5 SULTIA1 %% JE Lys 106 Fil His 108 1
—OH e EHEAH B A, H 55 PAPS Sl A T HH4R,
DIHI T4 TR BB AL RN . BT X ALY OH-
PBDEs £ 7E MBI & 5 Lys 106 F1 His 108 & il &
YRR, R I T A5 AR BLE , OH-PBDES #] fE2x
5337 -T2 5a4+454 SULTIAL,

ZAWEIE W, HOCs F2 HEAR I 7 4y v ¥2 ik ik
W 746 X% SULTs 1 DIs A4 6 1 5 A7 5 25
D O0147340 SRS A A A B (pH = 7.0 ~7.4) &1
T RAME, H Yang SR & 16 4
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¥ J7 %% (quantum mechanical/molecular mechanical,
QM/MM) J5 LA I 2 L i s X 254k G4 5 N iz 1
ARIRRE (WTTR) A 45 & V5 FH B2 ma B & 30, BT
FWmFEA Y-S hTTR 45 A5 T 010 e
3, UEB AT B BB R B 3R T o By d
AR ML 1 B e A AT N IR 4

U IRATRE A T 17 A~ H A AR Br i
T A OH-PBDEs, B K47 T R G HA AR
1,875 T OH-PBDEs 5 hSULT1 A1 T g [ 45 & #5
SRR AL, T X g R R, K £ % OH-
PBDEs 235 SULTIALI {1 2 >5% % Lys 106 1 His
108 JE R 8, 3 H " OH-PBDEs 5 H: [ & %t
N s AR 45 A g, 2F— 2P H QM/MM
J7 40 T OH-PBDEs 5 SULTIAL AYAH HAEH,
BT IR S A B th T L T A M R AL 2
AR SULT1AL 183 OH-PBDEs 144> T #L il
FAE A 3 AT 3 4 Br JBFAY OH-PBDEs
ATLAYE R SULTTAL 1RG0 8% B Ak T R fit 2 £k ™
Yy, HAlh OH-PBDEs H] fE{{ 5 SULT1A1 JE i = 7T
FELE A Y NN I BTG E . BLAh TR A R R
T SULTIAL il EZE L5/ 7 K , A al—OH Bt
{7 & () OH-PBDE 1y #1ll il 3% 14 i J¥ 2 ortho-OH
BDE > meta-OH BDE > para-OH BDE, [f]Hf, OH-
PBDEs H1 Br JELF 11445 8] 437 BH R4 R 23 5% Wi i iR £k
RN Br AN Z R R TR R 1L RN

Marsan Fl Bayse!' fifi Fi % & 17 pR H £ (density
functional theory, DFT)f5Y T THs {77441 #1 PBDEs/
OH-BDEs 5 DIs i 4 {7 55 Y Y 3 fiff fi22 15 (1) 14 g
(halogen bonding, XB)HH B /E H A5 EE , 50 & 21,
XB VRT3 B e T 00 R AL & R B 1
BHUKRILS XB M SMEERE, TieENE
NTHIAH B AE JHBE R 2 C—Br I TG L )7 TR &
PBDEs/OH-PBDEs FJ LATE 4t b 45 5 1 P Ao s Ami A
IR IR (Secl70), 5 MeSe™ T A5 Y XB AH AR
JH, #W i THs AL, %575 ft PBDEs/OH-BDEs
AIRBS R A IR, 9 B 5 THs B i 81 £ H
il s AT TRk, XB AH B T A A A5 20 57 F 8] 47 f
B F TAE X 45

4 RZ55R2E (Summary and prospect)

YE24 THs T P20 19 5 ZEHL ], HOCs % THs
ARG Ik 8 A DG T %) 300 4 H T 5 D Bk Bk 22 1) 5C
o g E N AMIFSE 3k A B, BARAH G TAEC Bl
SLITJE , AV 22 Bk ) AR i ke 491 4 . HOCs 41

il SULTs 5 DIs {970 5Bl 47 HOCs J2AX
WL SE A ARG THs 16V I8 =AE AR
551 N, AT THSs 1 P32 240 2 AS 7] < 22 F
& IR, e AR 25 45 g PR 2R ) Tl T 2 41 ) 4
(Y5 Q] 7 33X S R 1 55 g — 2D R T 4T 5 Ak,
EA B &I o —OH B A7 7E /& HOCs 17l H
AR IR R A P 0 T 220 1 45 A R AR (B2 32
FE A B R A 23 XA S A GO e ) 7 A R T R
A HEEWE, H 8t — PR R, IR TR
Senih b g5 G ISR O A T o AR, K2
MIFF K E 7R %A G Ykt THs AR OG5
T AR B AL PR IS SO R AR PR TR 1Y
i 4R 35 44 (molecular initiating events, MIEs), #f
— RS T BV F 45 R 72 (adverse outcome
pathway, AOP)BIF5E FI gt 5 XU PFA

BITEERE N TiH501984-), %, M+ #4 T HNFHRA
K F ) A F A AR T R T R R
H IR Ao IRIEAT A 0 T AERA o B M- TE P £ R GAT
I,
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