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Abstract; Dioxins are highly potent exogenous ligands of aryl hydrocarbon receptor (AHR), which are known to
exert immunotoxic effects through AHR. The canonical AHR toxicity pathway is that activated AHR enters the nu-
cleus and forms a complex with AHR nuclear translocator (ARNT), inducing the expression of downstream im-
mune-related genes controlled by dioxin response element (DRE). However, new studies have shown that non-ca-
nonical AHR pathways are responsible to dioxin-induced immunotoxicity to some extent. Non-canonical AHR
pathways refer to that activated AHR cross-talk with key proteins in other signaling pathways (such as inflamma-
tion, cell cycle, signal transduction), affecting cell function. In this process, AHR directly or in the form of AhR-
ARNT complex interacts with other transcription factors, and they are collaboratively recruited and bind to consen-
sus or non-consensus DRE sites, then affecting the transcription and expression of key molecules. At present, many
substances with similar structure to dioxins have been proved to have dioxin-like AHR activation activity, including
some polychlorinated biphenyls (PCBs), polycyclic aromatic hydrocarbons (PAHs), polybrominated diphenyl ethers
(PBDEs), which are called dioxin-like compounds (DLCs). DLCs can affect the immune system by activating AHR,
but AHR-independent pathways have been also suggested in some research, which could include causing cells to
oxidative stress, affecting respiratory burst response, interfering with mitochondrial function and promoting cell ap-
optosis, etc. In conclusion, compared with dioxins, the immunotoxic mechanism of DLCs is not clear, and more
systematic studies are needed.

Keywords: dioxins; dioxin-like compounds; aryl hydrocarbon receptor; immunotoxicity

TRERCR Y T (RTRR ) 2 AR A S ek
W5 2 SRR AR TR B 7 T =05 R RS
W, o SR R 22 A R -6 U (polychlorod-
ibenzo-p-dioxins, PCDDs) Fll 2 54, — 7 Jf- Wk i (poly-
chloro-dibenzofurans, PCDFs)!" | X 24 i i T H. 5
AMEFNSE Ze W AE e 2 B2 G . pFFER
W, e 32 558 2o T O 42 32 K (aryl hydrocarbon
receptor, AHR)™ A= — RGN AHL A #EVEAE T, (45 3
e EBHEEE N4 I T VAR Rk e SRR
EAEREOR 2 i R E R LKA G R EA
AHR M, F R B 5 —RES AL A Y B, 8t
PR A2 S W) i (dioxin-like compounds, DLCs),
I 2 4 #§ 2 § Bt 7K (polychlorinated biphenyls,
PCBs) . Z ¥ 75 & (polycyclic aromatic hydrocarbons,
PAHs)™ il £ X 2K ¥ (polybrominated diphenyl ethers,
PBDEs)" 4, AHR J&—F L (4 376 14 5% 5 R, 3
W N SNEACH B A0 B R AR RS AR
A BF, AHR {7 T4, SRR AR CEHE &
Y154 AHR SECARS G5  FREEBE T, AHR &)
730 240 B 2 9 5 AHR # % i ¥ (AHR nuclear
translocator, ARNTJE il 7 I — 4K 35 AHR # 3t

PRI 308 % 45 DXl Y — W 9 )2 W TG F (dioxin response
clement, DRE)Z5 4, AFE Il T 73 R A0 5 5B 1R 5%
R, P RGN R 2B AR RIS A AHR & H, H
AR e AR O BE R e LR G 07 /5 B & 24
AHR-ARNT S5 —RARE5 553 (R DRE), (#1550
RGN AHR T SR i flUsde 57

TBEHE e DLCs B AHR 45 (14 S s T 03000
OBk E B 2 A W 5 M A L R SRR 1 A A 2
— B (Bt A7 BT 5 6 B EHE K DLCs if Al i i 4F
AHR 1 A2 THA Y0 S e iae . R, S
BEIE T ABSE ZRESLAN DLCs & 50 A0 XU TEA 1
WEZ N, HAET, R e OFAR, 7238
[ 550897 )5 (United States Environmental Protection
Agency, US EPA)ZE S AR o 1Y e e J AN
ACAL A% A= A B 8 B I A A o 3 A0 95 75 5 f 2
BEPERYANTE 00T, i 4 o s S e b e R
P I XU, J5 o AT SO s N A A B e g
(OPPTS 870.78, 1998), {HSZBR |, G K & — 1>
MR85 245 H 5 2 L v B2 WIMVE o0 22 R B 2 16 M ot
LFEVE I E 22 7 A — B B A — 20 7 5
A S A AT RE R B E R AL, TEAH RIS
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Hh G A R G A O 03 Y 2 B S W
ST IXALATAT ST B SR R PR AR N I A
YERIBLHRIE N 2 o o T IRAGAIRAN T i I8 &
DLCs F 55 35 1A% 8 AR T AL, AR SO H kAT
TR, LI X SE PR 85 75 e ) 18 T HUN R XU
W BT R 4

1 ZIEEMERE SR IEAVS ( Inmunotoxicity
and mechanism of dioxins)
11 A S J MR

23,7 8- &I %f- —IEYE (2,3,7 8-tetrachlo-
rodibenzo-p-dioxin, TCDD), & A 2 B 51 5 14 e 53t 1Y)
HYY At g 2T dOE RS AHR UG
S G D) RE AL (AR R ML G P ST R
TCDD #] fEi# 1% AHR i S s, T LW
FIRRRZESE T A0S T 10 G e S 32 408 PR 43 ik
2 BH | AAE SN I A B G e v 55 AR, Rt
I, AHR FEAE NI FC A, FLR0E 76 B2 ik P 1 A
G5 RS B R AT 2 A e g T Re, B anfE 2F Rz jk
BEBRIIE X 445 I 18 R 25 A YT 98 E J b Y
AHR it = 2 B0 A 40 M D) RESZ 40 AR AE K
IR FIAR Ji5 s RERE MOBAL ) AE P R A4 AT LA
B AHR 155 1) CYP1 PR A %50 b A0t , A8 He i
T , TCDD BYH7 A e R g M 2 5 350 AHR AR
) 5 B PRI Y S B R 2R

56, TCDD TR ZI 52 Wi ¢ 55 P 2 %, TCDD %
# T, /D B g B A MR 0 D T AR
FRHME T 40 & L-MAT B9 523 {0 3F 73X — 45
w1, TCDD & nl 5 5/ AT A T 410 AHR
FITEE M s, T RZ W T 40 A 43 fk, 53 Thi
I Th2 20t A9 2 47 | Treg 20 M9 A9 4k A A Th17 41
AR Ak, b Treg 4 H175 S 905 TCDD 1y
GPEMHIA P SR, TCDD X} Treg 40 i it 4 5
YRR, 140 TCDD %% 2% v S8 ARG Treg
S G 2 3G N BURAC L AE A Treg WEHE R
[%U9 . TCDD #47% AHR if 2078 T 40 M3 (%) D1 Bk,
WM BE 8 1 (OVA) f s /N B B 4H B 7~ 4 Th2
HIZHA - 1 4 & (IL)-4  IL-5 H1 IL-6 2507 5
CDS+T 4l ™, B T 404k, B 40/ S iofk
TR AR B WIE W 2 TCDD i J3 75 1 1l S50 R A5
Z—. TCDD il /N5 B 41 356 £k LA K 5] 3% 40 i
434k, SE I e Bk 8 1 M(IgM) R 43t 7
Lu ZF2R FHARAC B 49 58 i, TCDD X 1gM
A A IR BT I 5 /0N B AL A R R (L

5T 2] TCDD #ff 5% 2338 2k 8 (n] B 48 A 32F i 451 35
NI g%

HIK, TCDD i 23 50 Se KA G Se 40 i () D g
FFkr 20 B B 185 22 2 TCDD 2 8% 5 /N B 28 H 4%
fiE, [R]RF i T RE £ B 28 Tk % & (oxidative burst) [ 3
SeR RS % 43 e I A R AR, (A2 Xu BRI R B
TCDD it 5 & a1 vk 40 it 4 5% 0 5 /8 BUARS [)
TCDD % 5 .35 FRAIK T 525 4y b i b 41 i 1
B iz Sl ae S AN WA G, RSN SIS
WESE , TCDD AJ LA ] 56 R Ho 938 G B 4 i 1 Wt
4fi ffd(macrophages, Mos) %) Z [ I 52 fie) FL 25 W 1) BE
M ) 200 i T 25 AR AR a0 e 5 i AR A AT e 45
Meps 75 B399 JEL R AU RE F1 ., XT3 20K 41 ffd (dendritic
cells, DCs), TCDD A LA 2 i H X A [R] 4 st i) 5% B g
73 IL-6 F1 TNF-o S5 41 JfL PH 5 14 7= A5 4 Jif 9 175
I —S AL R A B AKE DL K NO By =AY 5 g ]
i, TCDD A i #5200 DCs A SRR, DCs 1E N
B LRGS0, R A S T 4
S B9 A 56, TCDD Al #9Hn DCs 2 if 3 5] 38
[H¥ CD86 FZhR 4>+ CD54(ICAM-1) ik, &
PIRPUR TR 2 D RE S AR R R4 T A 2
H 1 TCDD X4 51 S 2 (A i )9 4% T DCs 193]
fefii 15, £ Vorderstrasse 1 Kerkvliet™' f#) Bff 5% H
4 CD86 Al CD54 4, TCDD % #& it 7 B/ il DCs
Hofth Z2 F 4 B 2 F 26 38 7K F 1Y ek A2, 91 n i %
CD24 .CD40 % FRE/KF L, YR PS4 T 400
5 TCDD # & /N DCs FL85 350, rT 4838 T 40
A3 B R, 38 0 TL-2 A48 & (IFN)-y, IESE T
TCDD %} DCs FJI T , Lee 252 BT 58 A IE T 1%
—45i, AR 7EIEH 1Y S I, DCs — HAH %
WLk 2 kAP TP AF Vorderstrasse #l1 Kerkvli-
et® i 1A A SE H, TCDD 33870 T /N DCs %
i, X Al RESE i T TCDD Xf DCs A5 S 2 Hod B
Bk
1.2 WSy S pe s AR LI

3R TCDD 1Y 2 i 4 95 75 1 200 AR gk I
AHR Y REPETRITE A G, A3 56 KA Ho i 4 i 1) g
HULE T SH Y oAU | e 20 248 L PR 19 25 6L
FGUAAR AL A ) 45 | 3 B RG22
AHR B2 G035 A% BT A ) 22 ML AHR 38 % T —
o R WA AR £ L) AHR 8 B, 7EZ 89 AHR
WPk, RS EARSE A AHR 58 E HIE R E
Y AEET A, FOARZS G, AHR KA 5
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A, AR PR SR i B I Tl e A R B A4
Mik% 5 ARNT 5 R4, BN E G FE s g6
TS 7 W G (DRE), I 52 0 R 3% 3 D i) 5
P AR H AHRR (IDOI (IL-22 .CCL20 A1 IL-6
SEFIR YL PO T L 2 i ] 22 5 i) 48 i PR 5
MR,

J$E AHR-ARNT & 545 DRE #4556 #iEY]
J& TCDD K AFGRE Rk A 248, (H A i 95 R W
— 28 AHR F5 il 1 56 PR A 5 SRR AR I S OOE AN
DRE 5{ AHR, Jf-3 X AHR-ARNT & &9 89 45
AT DRE, BIfF7EdE 4 #L () AHR 8 %, dE & ify
AHR B3 J% S2PR & AHR 5 H A 40 i N 555
WG B AT R LG SRE SN A S A A
S AF . AHR A DL EHEAE F T A 38 1Y
KA, WA% N T-kB (NF-kB), NF-«kB &% 5#1
AR G IE IS IO R 07 285 V8 5 441 S 8 7 AR R 980 g
(1) F AL 5 S R T, Hil 3k RelA il RelB 7] L 2%
A AHR B G4, 328 10 52 i 4 938 40 9 22 b 40
L Rl s A TR A 22 3R n i SR A8 R - 4K
IR B 40 M T (BAFF) B ik B 40 it #a Ak A 1
(BLC).CC #4fbN T 1 (CCL) AT Z 845 K1
3(IFR3)4%, [RIA, i R ik o] LI Cypl Al JEH (1)
FEEPY ) BRT NF-«B, KJLAH SCZ 1K v (RORyt) B
LIS AHR B U 69,1 %8 G5 ARNT 3t
Rl SLAE S TL-22 FEPI A, fRaE TL-22 (AR,

FH 05| W fii 2,3 - XU 48 i (indoleamine 2,3-diox-
ygenase, IDO) /& PR AHR Jir 74 /ij 14 €6 20 2 1) 1 1k
fiff , YF 2 W55 K T IDO 5 TCDD 7% F ) AHR i
Z B 3¢ R, Vogel %55 [ W 58 & L TCDD %
AHR 1 0% 7] L% S DCs 77 2E IDO1 F1 IDO2 , 3%
JEIE 28 AHR J8 B 58 Y . 7E TCDD Ab B i)/
AP, IDO1 F11IDO2 119155 5 5 MEH Treg #nEH
Foxp3 HYHEHINAHG , X KW AHR 3476 o] Gl L i 5
IDO1 1 IDO2 ‘T8 Treg y= 4= I/ Tyl =
Sk, IDO WY SRR IR 5 Z M 40 i A G,
TGF-8, TNF-a, IFN-y Hl IL-6, i F i 15 /& Fi i 1
SHP-1/2 \NF-«B il STAT1/3 /5P SHP-1 451y
STAT3 2234 R W 2 AL P& AR 1k W1 5 TCDD 5% 1Y
IgM 43I G 5% , 33X — 2500 [R)FE 2 i 306 1Y AHR
AR R A ) i B2 E FE Sulentic A1 Ka-
minski ™ {4 2534 ok A

W R 25 45 & TCDD e 2 30 il (1) E BN 2 —
K2 M i b A A 1 Bk = 5 20, Kobayashi

R Ca’ /CaM(BSTHE D S RES S5 T TC-
DD X T 4L T2/ 55, Camacho %55 A 58 o
UESEAME T 240 M (%) 96 /0 1T RE 5 3% Fh s = 19 4 i 3t
T~ (activation induced cell death, AICD)A 3, iX 1] §g
Jeiti i Fas-FasL AHEAEHISCERY T AHR HH6
(1) NF-xB %5 (i 45 T FasL J3 s RO EE, 5
HWF5R B, TCDD #i% AHR 2R & H Y i ik 40
il KLF2 (Kriippel-like factor 2)7E = B4 T 41y
(CD4- ,CD8-#1 CD3-)Hr it FL 3635, KLF2 7E Z Fh 4
MO ARSI | J2 52 Wi 40 L0 L o141 8 F AR
TR AR T R S8 T A
J 3 A 5= A e R RS, {H Kimura 55545
AHR A DL i 375 S e T K By 125 B 7 (Liste-
ria monocytogenes)/&Yt FE 1Y Mes FLT-, HAE i H:
77HE ROS LIEBRA A, X K W] TCDD X 41 i -
A IS ) iU E S N

Mk R 2 AHR 8 BT R B, R
W] TCDD FE 5 5 35 PR ML 2 b DA AR AR B
AR TR

2 DLCs # %% &M% & 4E A% ( Inmunotoxicity
and mechanism of DLCs)

Z Tl DLCs #iE B A AHR B PE, (B
TCDD #H1t,# S AHR ) DLCs S8 ST I A
%, bR, kY)Y AHR 152 A 40 TCDD,
AHR #0742 T BE AN 23X 22 ) o = 2 i 4R H]
BL
2.1 ZEIBE

Z AR (PCBs) BN g 551 1 7L sh W 4% Y
(1) 2% LA SR IR FE T2 56, K H Fif £ % PCBs
R REPERI O R Z b T 7L 30 %), Ham-
mond ZEWIWFFE & 3, PCBs 14 % (Aroclors 1242 Fl1
Aroclors 1260) 7% & $ il & 15 54 1) 5.~ 4% 4 g (PB-
MOC)F I A5 S e PR 8 i (PMINC) 174 A Wk 4
Ross SE1 73 51 R B A 52 15 Ye 19 K 1Y o el £ L K A2
PBCs 15 YL 1115 & ) v Sl £ PR B VS Vg 54, e Y5 % 7%
P P EUER) A AR A I (NK) TG P A Sh T ik L 40
MLTIE B S VAR S bk T A G 5E B AR A A
IR AU EUSON FI BRIE R BT S B . BR i
ENRFLY, A UESE SCHRF PCBs A HAAI 55 /K 4=
AWy IR RE R S A VE . AN Sawyna A58 A
FEUESE PCBs FJ REJE B3H f 1 200 B0 A5 W o) BE 5 i 1)
J K, PCBs 2 5% X 2 57 61 38 90 S 5 /R L 3
5 R T 7L 20 0 1) 92 400 1 T (a1 7 e



142 s #F

PLINN O P18

M) AE, #8 PCBs XTI v A W 1) sy etk 2
BYFh 2SN, ik, JF & PCBs %% 72 %} e 8 0 7
VAR SE , & B PCBs % #2 i & P IR HT A AL B TG
PR o 1 M AR B, VR 40 B A M D RE L (H IR
TR BN 1 BE ) AT R

PCBs 1, i[53 A FIFC A 2L 3 P i e e B 4k
10 Schulze Stack Z5™MR#F5E 35 ) PCBs RS 4930
il LPS 55 1/ BRI 20 i3 56, {0 PCB BRLAAR ) 3 Fof
IHERIEA SR KA, PCBs 2 #5780 F i ¢
4y T RE ) 1M ¥ 2% (PHA) AL 8 11 A (Con A)RY
PR EL A B B e Ak, AR B B PCBs 5 IE 5K
REAZ 5 T AL 4H I U8 8 8 I B 7200 e PN 485 5 7K
SIS I AR R AR AN M I T AR A
P2 72, AR R R S DG AR PR A
TP A RS 4 T B0k 40 L Ty e 2 4B fifi A
1 FXF T AR A P T Uk, DL R B R AN TE X R
i S A2 S 05

WF5E KB PCBs By i B M BOW AR KRR FAR
HHA R B> 450 . Voie 2554 %E T 33 Fh PCBs
Xo AL 0 6 VP R 8 2 11 S50 I 6 M Ak b T Jr 254
RURLATHIT | 5 2 W FUAT 418457 U 14 3K 5 4 IO Wi
Al S T s e RS ST A i AR SIS VA e
FRIEMEH 5, — B A 28 0 i L5 1
PCBs HA5 AHR 45406, A6 L7 15 PCBs AR
G AHR AT # o B AHR 145 676 M R B
TSR A R PE RO, 1T R R RN 57 $1] PCBs S HUAR 3
(R RN B R, 28 WS PCBs 2445k
SR HUIC PCBs K B4R 47 B /¢ PCBs,, /£ 1ff 55 Ml
FHT 2 JE PCBs M dE 25 5, Sermo 5557 6l
T K A 5% PCBs 15 YL 1)1 2 14365 K 15 50 41 AR 3%
15 YL I VG T K T 5 4 IR D7 i PCBs Fr i, W]
FHI S A 223 450075 3 1 T L 40 346 40 2 o, 3 3k
] J9 43 Hr 5 45 16 . 26 I 2 4867 B B9 PCBs
O A0 A L 40 38 S 7, 33X -5 L G 1 SC R AR — 3K
Levin S5Vt us 1 50 4 HUT R T 25, R LA
25y FFE S T 0T B 40 38 5 AR AL 1Y 25%
H130% V145 T X4B A PCBs, fEVF% PCBs 214K
MAHEE T, A IS 10 PCBs B0 H T 5 5 A1 B 15 17
WAEA, i, Levin 865758 1 RS SC 56 UESC, JE S
V-1 PCBs (PCB 138 .PCB 153 Hil PCB 180), Ifii /~2&
JL-1E PCBs (PCB 169), i 2 B AR T 4 BT 6 549k
YUARLIGTE . E TE M IKA 54 P |, JE P i PCBs
(PCB 138 ,PCB 153 F1 PCB 180) % B 4 [t 4t V- i

PCBs (PCB 169X} H- 4 21 Jifa A1 B A% 41 ifg 5 560 1) 77
WA G VEFCY . PCBs Xt A& 1 41 B 7 105 2 fE 5% 1
MRIFFEAIE T _E R 4585, sk, JE3LF 1 PCBs
(PCB 105 £l PCB 138)E I 35 RN L1 M5 £, %) J NKCs
W T JESF T PCB 169 X% NKCs J- 7% A B i 52
0 Rp AR 2 kO R #R TR L P I PCB 126
REAIR T2 IgY I IgM 7K-F- R Joll 2 5 ek B L 1l i 2R
H(keyhole limpet hemocyanin, KLH) %5 PE Y IgY
FRk Y B2, Kot 3% B AE L 1 PCBs
[ 2 5 ) RN sl ) o2 D g, #4283 P 1
PCBs [ 521 B 58, 3 3k 2L — IR ARFSE 37
[l PCBs fuy2 #5119 il #E L3

RV PCBs 1Y S # 1k HA Z E=ALH] . LA
PCB 126 Al ,PCB 126 A il i £ 4 44 A 355 0 0350
FT IR USSI CAR T, 5] e 2% 5 2= 40
FAEAHE . AE PCB 126 51 % ik U 40 Jf 7 1~ 4k
FEH #550] Nrf2 A1 Keapl 25 0k A9 36 R 75 S5 7K S
& Bax ,Caspase-3 , Caspase-8 I Caspase-9 £ [ 5% ik
KV BV Bel-2 R I8 [R] A Bl 4 i R 5, i
FEIRBE I T (TNF)-o . IFN-y I IL-2 %5 (%) 43 W6 1)
T ARSI A, A 2 - G DA TR T ) 4% ) A
R AR R E EEAE M, BT A2 RG00
JEPRFTIAEE 15 Ye Wy e 8 S ML ST iR AR 70
£ Duffy-Whritenour 55" (i fifF 5% rfv | i 8 I BH £01 15 i
HeFEARILF 1 PCB 153 v S80I 5-#2 A% (5-HT)
IROFFEALG, [T s 55 A5 s 200 b 4 1 e i 2 S 1o,
JUE 7K L 4 A3 B /D S I 5-HT RO RTAA, 5- 58 56 L-
B R (5-HTP), il LLIE & 2% PCBs 581 i 7
Pk IESEH 2 il S 5 PCBs 5 SRS E I/ 15
2.2 WIS

Z I J71%(PAHs) & — K H LM A T EUEY , 11
FE %3 () tE(B[a]P) \3-H FLIH B (3-MC) Fil 7,12-—H
FIR I [a] B (DMBA) %5 Z Fp AR IR 259 it . PAHs 119
Fom LS AR (0 R PASO(CYP)EF R K
DNA S0 AR ™y i 3 B2 2% AN 1T 43, #R 117, PAHS
5 AHR W45 &R 3 CYP WY %E S 13X — i
O B AHR (300 W LAE S S e o, 5k
RS PAHSs A ) B B IE 52 AT LLAE S B 2 40 o)
o Hr Bla]P (9 5055 B PR RN AR X A58, WF5Y
W Bla]P v] B B HPH] J] G EREE H A(ConA)ifs T
INERCT 4R EEL 4 L4 5, 4000 ) 448 L PR TFIN-y \IL-2 Al
IL-4 (= A1 b il £ G s 1 5 Ba]P w] 5 8
TGRSk B B A0SR T 40 g f kb, Itk
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B 790 2 A [R]AH OGP | R VR 2 M Bla]P R HE I
A S EE PR B 2 TR

ZFh PAHs 2 30 HY 5 35 19 2R A5 M % 10 ol 1
M. FIBEE T, Davila %087 1 9 AR PAHSs
XFSME I T 4H M 2257 240 FEVE R = IR
V758 B AN ] B L 50 Sy o8 JE 493 B M (Bla]P 3-MC
F1 DMBA)  H R s (269 (a,c) BU(DAC) FI —
#%JF (a,h) BEU(DAH)) , 5% B e 3 1 (9,10-— H BL
(DMA) A3 (e) EE (B[e[P)FHIA () L(BA)) 1 JC 1 il
HEMEEOMAE Y. % B AHR MH5P0TI DL
CYP N5 a-Z5EE A 7T LLFE KT B[a]P #1 DMBA
FAMEIVE T EARBERS IR 3-MC 7 d bk, %05
A5 3-MC e s AL rl GRS [/ T Bla]P M
DMBA™ | Fi5¢ | 87 PAHs #Jf [k]79¢ B (B[K]F)
1 DMBA Fx520 T A 2257 2440 i AN R F2 B b
BRAR T /0N ERUML A sl by iR o 4, 00 )5 22 B LPS 15
S B IR EL A B B B AT A TR 18 4 L A B
FERILH F A S IR IF(AL)EE(DBC)
B & BID ] T A B4 SN (TDAR), 022 19 4 it
AR Smith 25U I T X DAH G 2 40 i 5 R
SETRTT Y . SR FH B R I v 2 /N B, A T
Tl D 9 B0 B8 75 1k 48 A, 45 S R W DAH A 520
NKC {PE T CD3 $iif 30y T bk 40 s 5E R
& T T 200 i 2 % (MILR) F B bk E 400 e 48 5, {400 441
T ConA HIMK A T Ik ELA0 ARG E , I 55 T % (4
PRI IR & PR U N (DTH) R AR I 785020 1 52 17
(AFC), H:rh DTH F1 AFC %} DAH fi4 5 )3 5 Ay SBURK

PAHs [RIFE52 A 5 KPR S g, Bla]P BH 5 410 il
HR AN R DCs #9504k, LB A A CDl1a, CD8O
F1 CD40 Z6FRiC9 i, Bla]P 50 T DCs By,
PVRRIE, ] CD83 Y A, FE i 0 1L-12 (943
Wh, 4 E HE T I sE RS AE 717, van Greven-
ynghe 257 FF e PAHs Xt A IfiL B A% -5 16 400 i Mgps
S I REFY , & BE PAHSs BE(IR T Mes R AIbRID
Yrin CD71 1 CD64 3Rk, BEMET Mes M,
AW TNF- 7= A2 DL SR 0k B4 400 it 384 5 <5 ) g
XUE L IR PAHs XSG RPERBEREm, ik 2
T 5%, Bla]P #H L T HAth PAHs (41 DMBA \MC,
Ble]P FIZEFEE(BA)), 2 U H A A 5 M 2800, A0 4%
Wi CD1a (1 IR AR R Mes BYIE B, T ix L6
BEPERON 2t AHR /%7, PAHs B& T 38 i % 0z
BEPESE T MAER A1, 38 1T B 1 X sh 10
BTN 7= Az s e A AR 25 KU, 4 PAHSs 7] 3 31

XLSEZS B Py 100 40 M KT B RS P ARG L AR
PN e A VA S AR W PR R R

PAHs 7] fig 18 1 2 Fhifs 15 9 55 0 8 Vi, Davi-
" B 5E 4, B e #E MY PAHS, 41 DMBA
1 Bla]P, S 0K L AT Ca™ ¥ B A FREE88 N, TG
B REREPERT Ble]P RIEUR S R2M Ca® Wk, 9140 3R
W2 1 T 2 BRI (PTIO) MR TG 5 1 B2 Ca™ ¥ FE A 34
e PAHs i A %, Guan O PR T
i — 2 W55, 46 Bla]P Ml T ConA #5311
[Ca® ]/CaM/NF-kB #1[Ca*" ]/CaM/CaN/NFAT {5 5 i
AL, R N T i e AR EAE R L BRIt
ZHhh, O A BF5TIE 52 PAHs % & 1l i S A
(ROS), 5| & AR 3 s 7, 3 b 98 E A 2
Yy s B0 T O 2 58 T s S A — A AL R A il
(INOS)FIFF A ML i (COX)-2 MEIK, BE AT S
RAE M) L H H KR IE (40 ERK1/2 , p38 il INK
MAPKSs) J H R i 551§ AP-1 NF-«B #1 Nrf2 £
AR, ROS Y b8 28 e Az AE WL DU 1 it 20
JL e P A T T R B AT A A T R
PAHSs XV TCH HESh YY) IRl FEAE 7RV 70 1 S e 1k
DA, BeAh 350 BT 4R H A1 ] I Ik B 40 i 2
# T Bla]P Sx#LALEAA S AL AL 5] & 9k
) 2% W 35 15 s 1 [) s 38 A0 8 K7 AR microRNA
N H L PR 5 (40 NF-kB . MYC il p53) 1 2357
FW T L 7T e R A AL Z —
2.3 ZUHOR ()

BAIRZ IR K (polybrominated biphenyls, PBBs)
5%, PBDEs 5 PCBs Z5f44H1Ll, {H PBBs 5 PBDEs Jf
B I B A S RN, A RFSE 4R AR
AR PBBs I 5 PCBs 25 B FIAIL il B
W BOEBENR R C, 77 AR UBE = BEIR R (IP3), B J5 3
AN Ca® W FER' ) 4 iF 5% % B PBDEs H
A — 2 B I VR AEAE S [R] A sl A P9 B 3%
NAFAEZESE . 1E Fowles 2" (B 5¢ b, il Ak i1 i
TRIBZEBER & W) (DE-71) % & 1 7E fi% 5 W JE (1 000
mg - kg )8 1 2 55 I 0 ) 25 BT 1 Al L (PFC) [
R, X NKC 36 I JE2m . [RlAE L, Bondy 251
TEF L DE-71 %58 KB, If AR & Bl KLH 75 &
{18 240 BN A VR B 8 g 25 A2 B e, o A R SR 3R W
DE-71 I 3 Nk 5 41 FL il % 2 L RE S b ik, 5
X HE W) EESE Z (phytohemagglutinin, PHA )5 1) JZ ik
ST B B S Fernie 28R 3 E 1A 2 1945
S, 46 1 PBDEs % 58 1Y iR L YN 2048 T 40l 4 19
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PHA SN AHFEAR T PO A S S, 45511
Z SRR TR AT, X FAER RS
98 SN 3 1 Meps, A 41 i 75 14 Wk & 1) BDE-47 il
BDE-209 F- /52 i FL 77 W D) g , (L 04 B LA v B At
()77 AN S T 04 A D g, S 30 T 40
HagE R Z 58 R W] PBDESs 5 A % 0% 4 i
S3 UL IR A i 5 i Meps i & B F-(TNF -
FIIL-6) AR | A1 HRGHT BV JIK 11%) 21 44 448 it 3R
AL F (IL-6 IL-18 1 IL-8) [ #3565 45 e op,
BDEs A LIS ANZH L N ROS BT A, 384075 20 it P
HMERJR T3 B £8 HE G g A PR T X R AT R
BDEs % d M AL =2 —. BLAb, A — T4 8
ORI ST 34825 B (COX-2) M I (i 51 i 22135 5 s
55 BDEs 1535 w5 PRS0 &R R K oy A B
FAUESLRTHI AR ZE B2 (prostaglandin E2, PGE2)  Hi3Z
PARTE B 730038 e 185 40 B PR (U TL-18 . IL-6) fY
PR R AR T AR E BN, I G R AT A
ZEE 254> BDEs(Ul BDE-47 Fl BDE-209)#ffi 5% f]
DL i FAIR PGE2 3214 EP4 fit 36 1k /K SF 1 26 THL
GaZE A =

3 R4 (Summary)

TWEHE ) DLCs X AE R e ss R G — e R
FEWTRAER W R T ZMRRIpLS . o BA
7 AHR B 5 R A YY) R 3 KR AHR 77
A G EREPE , AN AT LA 3 38005 4 LY AHR 3
AT W) 6 338 AH O 32 PR 26 38, 38 AT DL o 28
AHR % 2 HEAE T, T AHR 5 oA 40 B 5 5 3 %
(HRAE SR 20 SRV RN A 5 5 S5 A B AR 4, AT
YA P PR 4 A 9R T & 4, DLCs 8%
REREPERIVE ML T AN B BT, {0 B T8 AHR 36 P,
HoA e iR A 7] B8 2 i . AHR ARG
BILT = A 1, G F55 A0 3 40 P IR g 2 2 g AR
IR T e ZRATRESE . BLAh, th TAEPLIA
BRGERREY) WL N RGN E RS
B g% WAL AT fig 2 S & DLCs 7= AR S e # Pk Y
MU 22—, B, 5 T WESE Y FoM L, DLCs $:3k
G RE ML AR FHML AR GBI 58 3 R IR A, HXFAS TR
P Y L S LA BUAIAN [ 53 BT 7 A ) 5 1) 22 ] ke
ZWLERYEEZR (45 DLCs 1 FHAL I Y B0 A7 A8 58
KBRS, BT RABIE

BIEEEE T FMA982—), %o, 8L, TZATR
FO AR ERS
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