§520 % 4510 Gel 7/ SN Vol.20 No.1
2022403 H Chinese Journal of Bioinformatics Mar. 2022

DOI:10.12113/202009011

AhR 5 Nrf2 E E#HEB1E R B 5 F U5 7 i B

pUTCICAN 7 A S O S A 7 B I f 1 A
(LS BERIRE: 252588, i HITERF 0100005
2. NS AR XHT 2 Ik TR 0, PR RN 45 010000
3. SN BERIRAER 25 2 AT I bl FERIRE AR 010000)

# B &) %M (Aryl hydrocarbon receptor, AhR) 1 — f B (5 # M 78 o 5% T I -, 91 45 b o 2 M oy 2k K B A O
T RE R EN R R MR R T EAEEZEA, ZETF E2-4 % HF 2(Nuclear factor erythroid 2-related factor
2, Nif2) ZE AR RiFFETRBEA é“]E}jﬁ@iﬁ]:ﬁ—[/I:]%,ﬁft’]lgﬂ"fg%éﬁﬁ%ﬁkk(ﬁgnaling cascade )  # & o AL 3T
AN HFTHRAREREFERAC, BARR JAT A RPN ERFERA, ARR 1 Nel2 EHAE BB L £ K
R AAE Y EEMEA, AR &K I (Benzo[ a]pyrene, BaP) % & 4y 7= £ & M AE Al KA B B9 X B T, Nef2 Z ALK
FEAMBEOREEF, —F FAEM IR NAER L4 o7 7240 2508 o W B AR, AR SCAE AT L B W ARk 204 ok B 4
By BT 7 R AE — 4838, h ARR Fa Nuf2 B9 78 Jib 0 Fio 200K o oF oy 78 R AL ey B R 38 — 2 e,

REEIR: 7 &2 Z R (ADR) ;4 B F E2 40k H F 2(Nrf2) ; AhR/Nif2 48 I 16 5 2 F WL

HESES RI6  XEIRE:A  NEHS:1672-5565(2022)01-001-10

Research progress of molecular mechanism of interaction between AhR and Nrf2 genes
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Abstract: Aryl hydrocarbon receptor ( AhR) is a ligand-dependent activated transcription factor that regulates the
growth , proliferation, and apoptosis of tumor cells, and plays an important role in the metabolism of environmental
poisons and foreign substances as well as the immune regulation of the body. Nuclear factor erythroid 2-related
factor 2 (Nrf2) is a central regulator of redox, metabolism, and protein homeostasis, existing in multiple signaling
cascade pathways. It plays an important role in the anti-oxidative stress defense system of the body and has functions
of anti-inflammatory, anti-apoptosis, anti-proliferation, and protection of myocardial cells. Both AhR and Nrf2
genes have vital impact on the occurrence and development of tumors. AhR is a key factor in the toxic effects and
oxidative damage of benzo[ a | pyrene (BaP) and other poisons. Nrf2 is a key factor in the anti-oxidative damage of
the body. The two have antagonistic effects, but sometimes there is also a synergistic effect of mutual activation.
This article reviews the research progress of the area at home and abroad over the past years, which lays certain
foundation for the research on the mechanism of AhR and Nif2 in tumors and other diseases.
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) ( Particulate matter, PM) F 214k A 4", %
[ o] ¥ ( Benzo[ o ] pyrene, BaP) j& PAHs H1 B F
IRERIER P 5T, HAT BUR 2oy BOR B FT LN 7
WAFAER], BaP FEA IR , 40 fokifk b T ARAR
TG P450 MAEALTE 7,8 B B R E ALY SR 5
PSR R B ALK Sk Bl K i — A g, A
BEAL S WIFE 20 B 5 2% P4SO HEAL T i — 2B L 7,
8- A K9, 10- 3 H ALK I [ o ] ¥ (Benzo [ o]
pyrene-trans-7,  8-diol-9, 10-epoxide, BPDE ),
BPDE 734544 BAT 35 i PR ik I 1 i M AT T
PRSI 1 5T B R 1) SR A IR 45 BT
TG, ¥ R AR () o BE il BaP FEAQ IS fb it 72
w3 R R AR AR = A R g Y 2 E
TR I =X} = T BE L ( Polychlorinated dibenzo-para-
dioxins, PCDDs) /& PAHs A58 2 #ABE W), | IZ 4%
i TG, EAUE& R Tl PR Y5 B Rl
7 BEPEREAY PCDD [ JRYIE 2,3,7,8- DU —
K If - X — — B 5L ( Tetrachlorodibenzo-p-dioxin ,
TCDD) ) AT LAS R R Bk JHAE LA K% 26 5 2 G L
M RGN BHF, M HEAEENBoEE T, X
IR R W], PAHs S HR 58 2 8RB 7= M AE WK
WA F 55 F & 5 K (Aryl hydrocarbon receptor,
AhR) {5 5 iR AR A BT R AR SR JE R 14 % St 323k
FEATRME L T BaP AR A MRS S
255 0 i M N A N S, A AR B O A S AR
AR 454, 51 AR B FI UL, ({13 AhR 575
1% 2 KB 32 3 1 ( Aryl hydrocarbon receptor
nuclear translocator protein, ARNT) 754 N 40 M A%
PIIF TR AhR J g 35 PRI 3t A6 14 AR B2 T
4 ( Xenobiotic response element, XRE) , {52 45 &
Ja BT U PR B B s 3Rk 7 AR RH B Y B SO
AhR 1 B W AT ORE L 40O B P450
( CytochromeP450, CYP450) {5 rY 2% 15, S EE
P48 ( Reactive oxygen species, ROS) [ K& =4,
TEABRZS T, ROS TEZERF 240 M AN ZRL A 5 15 5
DL I REh AR E AR ], i A9 ROS ] LI
ECLH LU AR AR A5 105, T2 F80 5% i 0 48 A 17 10 58
PEOEIR , i 92 5 1) & J ik AR 3T A SR A 9T K
I, HF E2-H5CH F 2( Nuclear factor erythroid 2-
related factor 2, Nrf2) 7EAK PN A $1 48 £k I B84 B 40 LA
R AR AR RS th R 15 T PR, S
Hia 3l 7 X 8 79 Bt 4046 B2 B I8 4 ( Antioxidant
response element, ARE) G W — R N IR
SECAG T | I AR e 2 Tl S 24 W) P o 2 S5 R G SR D g 3
Ik RESOR DAL PUAR AT B e
FHEMY S Nef2 ARREEE S v i 4 i 2R 4 ik

S AN Bk 3Rt Ak 7 24 W T 1 — ANl AR S5 R AN i =
PR PR AL T 44

AR 1E R —FP e B0 10 2 s IR 7, 78 3 3241
R A2 8 5 3 1y e S 1 )y T & 9 AR T, A0
g AEREHLIARCT AT DA R S W AR . ARR 25
VAR Al A S MDA SR RS A A PR  TRD B
WAE R B WG 2 IR I B e SR A8 40 vh % ¥ A
FAETST N2 HERRAN I P SR Ak A T A A 40 ]
R R R A S A M A B R R
VEF, WF5E 200 Nef2 1282 M 45 4 i3 s ) 4
AR R LR R T RE Y R 41 i
AR B ERAER N X4 AhR Nif2 JUERAT,
SEURFHER E A R A
TNEE Sy B Az 2 AR A T IR
i, AhR 5 Nrf2 22 5 4 Ha i 18 210G 250HE = DL
AEFRFHLIA NG P 9/ . SR1 ARR (Nif2 3 3%
IR 2 BOMLAAR I S LR 38 5 M A I T e A
SRR G 25 36 PR i 23k, 5 | 72 A 7 JHF S5 958 96 LA K.
SHRST 25977 A it 250 %o Sk P RE R B T R
Flo HETRFFEIAN MU SZ B AN 5P 5 R
RPN AhR 7T LA RCH B AR & 45 i s R i T g
ML SR L2 42 fih SN PE S 40 5, 22 30 AbR 3t 3%
ik FENUASE AR B s T 5 & R O T 7 AR AR
SR, Nrf2 & & FE AT 010 019 A i DG 4 I
T, KEWFSEHE/R ARR 5 Nef2 22 6] AT BEA7AE S 241
VEIHLE, BB A Se % ARR  Nef2 K2 HOAH B4R Y
S FHLHIHES T R G LER

1 AhR {54y

1.1 AhR EREHIFHE

AR & —FREC A0S 195 s R 8 T e 1 45
Jig—F4 — 12 5E ( Basic helix-loop-helix, bHLH) Y Per-
ARNT-Sim [f] Ji ( Per-ARNT-Simhomolo-gydomain,
PAS) KR SR INF, AhR ZEHA 3 S UIRELSH
3. bHLH Z5H938, PAS S5FB0FT 1 A5 & 4 &R 1Y
L5k, bHLH Z5F38A7 T AR 2 11 A9 N-R i , 42
BT R WA L F 5] ( Nuclear localization
sequence, NLS) Hl# i th 15 5 ( Nuclear export
signal, NES) 4Bl AhR 25 & 2 # 3L K 19 )5 3h 7 X
BREE (R Rk, NLS B = A E A C
(Protein kinase C, PKC) MBFf2fL)¥ 3. S12,T22,
S36, Hrr S12 Fil S36 HYBR 1L, T AR B9 AR
118, IR0 AhR 5 DNA (9454 581 NES Bz o%
BLIBEIR AL, AT ARR TEA I B 5E A, PAS 45
PR S AN SR I E K 7 51 PAS-A Fl PAS-B 4
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Xl 45 AhR 5 Nef2 JEPAHELAE 89 25 L5 2
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A, AT ARG ARR 5 ARNT S — B AR Fa e 1k
Jf H PAS-B #8435 FECARLS & 4544 4 ( Ligand binding
domain, LBD) &, C- AKX E— 8 &8

DBD,dimer formation

RS, R HESR A e SRm B9/ T, ARR
SEAGER (ILIEN 1) .

805

bHLH PAS Transactivation
1 | | |
1 27 119 381 594 718
NLS NES
l |
I I LBD,HSP90
HSP90

E 1 AbR ZHREE
Fig.1 AhR structure diagram

T < PR 2 R ol ol P R - 31 B85E (bHLH) , Per-ARNT-Sim ( PAS) 152 U395 3k DBD : DNA 255 3k s NLS : B2 £ 45 5 ; NES: &% i 1915 75
LBD: FC{AZE & G5F A T HSPOO AH ELAEFHE5 A48 ; A B« 553 7 U EE 52 DX Jal 5 Q - 43 S M 3 8 PR 7% SRS S5 F .

1.2 AhR {5 SiE %

AhR 7EMII N 5 ZAE S EA MR, 25
PR A5 15 5 U6 : ARNT PR v i
I ( Heat Shock Proteins 90, HSP90) . Z BT R 575
X #H % & H ( Hepatitis B virus X protein-associated
protein 2, XAP2) \p23 868 [ 34 il K B P 34 4ty A1
PG N 745, AR I8 53R 2k AR RAER
AR si PR R R D JRE ) A R i g A o 2
( Retinoblastoma tumor suppressor protein family, Rb)
ISR S T A A AR O A B AR
FLIARTE AL T, AhR 5 HSP90  XAP2  p23 7E 4 i it
IR AW AR5 R BETIRE ™ HSPOO J2— 4k
£ AhR BCIRZE SRR HERE A, 7 ADR 4Ef77E—
FIEG ALY AT 45 G AR P RS T E ARR 4
Lol AhR 5 ARNT — R AL 1E ., HSP90 5
AhR 1) bHLH X 48l PAS-B [X 3 A H.AE 1, 5 54
AhR F5E O P S8, N BEAANZ . S RTBFFE R, I
fK(BaP) 5 AhR Z55 J5 , X BILAA 3 22 7 A 9 R 5 T
S (1) 2230 AhR-XRE {5538 B0 5 (2) %
HeAF 5 B A0 R - sz 1A B8R JC XRE P45
AR IS Sl A TR 223 ARR-XRE {5 5
T, FARS ARR FEARIEB 4S5 )5, (i ARR #4
34K, HSPO 5 NI 5 W fiff 5 , 2 5% N K NLS, AhR
5 ARNT fE4IIIIC I & W52 2R A 5 XRE 45
&, V835 T WA CYP1A1 ( Cytochrome P450 Family-
1Subfamily-A  Polypeptide-1 ), CYP1A2 ( Cytochrome
P450 Family-1Subfamily-A  Polypeptide-2) , CYP1B1

( CytochromeP450 Family-1Subfamily-B Polypeptide-1)
ERLR AR IR A S IA N 24 ARR TGS,
AR B0 0E A 240 M A% , AhR-FLA-ARNT 8 A0 & A
Y) 5 XRE 856 80% CYP g &L |
AR TIREI R Z2 Z Bk, T LA DG T AhR-ARNT 254
T3 SAIRAFAE 3B, A TR A G SEBG B0 E , TE XRE 4
PERYAE 28 05 5 58 8%, 32 2 DA LA O Ik A
PR (1) 38 3k e 40 A T T A A e
TR ELAE T 45 A R R 0028 0 i 0% A7 305 A 4
(2) ¥ B F-«kB ( nuclear factor-k-gene binding,
NF-kB) 5 AhR Z [H] 1938 B A FfE i AR 15 5 1%
T, S CYPIAL 583 F 3535 (3) i@ i AhR-MEJ%
EZ K (estrogen receptor, ER) 15 518 ¢ B 4% ol (6] £
Hb TP R PR A s 520 TR PN G AT B, S RO K
FARBMESRI L A, AhR ARy —Fh B AR 8S 105
ST e A HAUP R R gk JU AT g D5
HYUH A F b Rk, AR 1
WHENE T AR AR E R m KL JFES S T
AR 2 A B A, G a5 A 2 R LA
FH PR — 2 50 5 s AR OC i 2 R 3R 58 RS 5
3 0%, DTS2 1 e 1) 2 2 R SRt

2 Nif2 A/~
2.1 Nrf2 EAEHSE

Nrf2 J& F Cap-N-Color ( CNC) ¥4 5% K 1 F % i
B3, VR 40 Bt R BT SR A R N Y S B I SR PR BB
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TS IR DT A AL N 2 . Nef2 85 I EHLIR 2 Fh
LN RIK, HIZE AT Nehl ~Neh7 19 7
AGERIO . (1) Nehl X HAT 5 DNA 45415
fit; (2) Neh3  Neh4 Hil Neh5 5L 30% I+ 454, >

e,

Nrf2 52 2034005 45 ¥ 48 ; (3) Neh2 . Neh6 £ Neh7 4 fig

DLG ETGE

NH,*

3 -

P N2 AR E M Neh2 &4 2 N4 25 1 Kelch
FEER S A 9 e A7 ¢ 2 -1 ( Kelch-like ECH-
Associated protein 1, Keapl) %5 & 0% &5, AT 7 34

5 Nef2 55516 e Nef2 SEARSEH (WK 2)

Transcription
repression

Transactivation
domains

Interaction
with Keapl

Transactivation
domains

Nrf2 stability =~ DNA binding

domain

2 Nrf2 £ EE
Fig.2 Nrf2 structure diagram

TE :Neh2 S5#4 30 0 25 9 Keapl BISS A5, 55 Keapl FIVE ZRIKTE ETGE 5 A9 5 MPELS & AL Al — 15 o S8EX 4 BI Y DLG 371y
TRSRAME L P TT 455 s Nehd H1 NehS o e SRof s, S 400N IR BERR IR 1T (AMP) R ITHHE5 S S5  JFMEIE Nef2 5558 38 540 )
B FAR AR, S5 Ne2 A BE R 9 2638 s Neh7 S5FIR S 4R TR X 3244 o AHEARJTT, AT Nef2; Neh6 £5 #8047 — > 5 Keapl Jo A i 2

Nref2 1) & 5 22 A FR I X35 ; Neh 1 LUK 52 2 R P85 567 Nef2 5 ARE J3 371

ey

s Neh3 Z5F 5004 C A o 5 %% Sk 4l 800% TR F CHD6 AH ELAE

CHD6 2—Fh e (TR IS 2 5HAT LAY (LT ATP i/ SRBERE DNA 45581,

2.2 Nrf2 F 5@k

Nrf2 S 1842 200 7 A= A A T I s L Y 28 B2 s
W7, i S H Tl — RV, 4R
AN PR, A B TRy s A AR RIVE T, TEAE
PEOLT  Nef2# 25 5 AR Keapl 5 € TR B,
Keapl 2 # i P2 3R 16 1% #e [ E3 45 [ ( Cullin3,
Cul3) 5 YRR, RERS AL Nef2 R 2E 17 2R AL H Ak
AT S A 4 A i 32 31 ROS B8 HL AR 1Y
Yot an A 22 % AR Ak, Keap 4R Ry % A gk
A I A S 2 5 Nef2 A BAE TG 1, R Bz
L Nef2 I Keapl H fif B H. PR 38 5% £ 2F A 20 Jifg
U 2e 5 osmall Maf # 5% N T ( Small Maf
transcription factors, sMafs) 8 (B B F Rk, Fi Y
ARE %54, IHLIIN25 ARE 255 0, i85 5 HAl
FF A0 JunD | cJun, % 5% 3% I 4 ( Recombinant
Activating Transcription Factor 4, ATF4) 259 il 5% —
RARDPT | H AR SR T2 5 A4 AR i R
1k & B ( Catalase, CAT) . # & 1k ¥ I 1k ff
( Superoxide dismutase, SOD) Jift &AL )5 1 ( NAD
(P)H: quinone oxidoreductase-1, NQO1) | Ifil 1. & &
e 1 (Heme oxygenase-1, HO-1) UDP-% 75 BH B ik
FiL % [f§ ( UDP-glucuronosyltransferase, UGT) 4% it
HIK-S-#4 2 [} ( Glutathione S-transferase, GST) 4§
WEE R S HATE g8 R 250 A4~ Nif2
HUEEN , 2 5 T ZFh A0 72 6 4n . S AE R
I - MAH 25 ¥y S A 1 B A | 2 F R 25 DNA &
52 B KA G W AR A AR e ST A
RARTIRESEAE Y AR, A Nef2 Sl e Sl

P3N

ZLoN

F VR 2 40 I RN, (A AT 5 A 32 A
5 G B ER LR TR T A M DI R 3K S X
VUV, B T 2L AR Notchl , AhR  NF-«B 2 ffd fi
JEYLE p53 ., AMP K 1Y B P ( Adenosine 57 -
monophosphate  ( AMP ) -activated protein kinase,
AMPK ) | W Jig Mt UL B3 3 M/ BB B
( Phosphatidylinositol 3-hydroxy kinase/protein kinase
B, PI3K-AKT) M5 A% E & 11 ( Mammalian target of
rapamycin, mTOR) , 5. T Nrf2 7£ Z4ERKFHLAA A= BRR
SRS

Nrf2 Je 1845 200 it S8 A 7 380 ) 7 285 St TR 1 [
IS, A2 S 20 L P S T R S ) R X R 2, Nief2
AL R — R BU AR F A S R i e 1
Fib, T LA ROS 2% HL A5 R % 200 Jia 45 405 , felt
A0 b TR IR A, ZE R ALK S LI 5 g 2 F
Y MR N2 I E SRR A Rk,
p62,SQSTMI1 A, [ Wit & 2 2 B T 58 2K I8 1% 4
JHL PN B3 Bl A 8 e R L7 Ak B 38 ) A v, A
Wik P AR AR 2 Y0, 31X 45 Nef2 ) 375 5 AH — B
A Nef2 5 NF-kB {5 51 i HA PR 3 W 4E
FENIRBE A R e FEO LA, B N2
SIS 5 O TR BRI
FUFIRE, Nef2 76405 A& rh Bl — VR T, Nif2
H oI AT U E R IE 7RO ML B AN B
BRI v ML A8 4 98 i 1) XU 80 3 A BIF 5T %
B SRR 42 URE L, iR 2H 2P Nef2 1 26 38 7K
B3 200 N 7 A 0 i ROS 45 Nef2 3 3%
KSRGS H UL A RN OB, SE TR R AH 5 B I8
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Xl 45 AhR 5 Nef2 JEPAHELAE 89 25 L5 2 5

(0 A= 10 TlJRE 40 i 2R 3 iR 4 20 3 Keapl
RAFILH I AL, LN 2 K = T i
FEPRA 5L S, S ARk R A il A KL kA, aE
A ST R Nef2 (930 2 TR RRAE 175 T g 40 e ™ A= b
=it 24 A T 5 S5 PR A ) A T Bt X Nef2
TR B HITRA | Bk i 22 RS R W | Nef2 75 4%
FERRAE FH 0% () B 5 o B 0 ol A B Tk 245 42 7 7= A 5
ARHLAROT 0 Nef2 REE A 1E i3 40 it = A i 2 1,
il Nrf2/ ARE 38 #% € 5 A I g ik 245 P 08 52 19 4

Ji) fg o)

3 AhR 5 Nif2 {5538 #% 09 A A H

3.1 AhR/Nrf2 EHHBSHTENEEER

AhR/Nrf2 {55 38 % 2 18] i) %A A T BE KR
FEAR CYP I A= B A7 22 P [BIAFT ROS Fir iy >k
(RS . A SCHRRGE " 8 i AhR/Nif2/NQO1 3
REA A 2] NLRP3 M /IMA RS | s /N 25
%, Bose % AFE 1" 24 AhR .CYP1BI1 F1 Keapl fY
FIR T, B AR5 % Nif2 \HO-1,NQO1 Al GSTAL
Feahshag | 6 78 8 33 AhR/CYP1B1/Nif2/Keapl
WP % A AR . RIS 3R PM
S LV, 5 RO I AR | B KR AR R AL
SEPE I DL RO R R Ak, S B0 IR 960 DR AR
PM 7% S A9 A AL R 38T DL 3T 3000 10 0343 i
Feik XA E UMM ARR A1 Nef2 Fh R E A A, A
T (ML B A AR R A 2B i) s T A3 o o s
AhR/CYP1A1/ROS 3 H ¥4 3% Nef2/HO-177%,
Yoko 25 AWFFE & B i it AhR-Nrf2 18 % ] LA &%
T A7 TR B OR 8 B2 Bk 1%) 3l 21, IR Ak 1
FIRZE Bz Ak, A WF5E & B0, Nef2 3 B0
RERE LRI RE B A AE T AR Bl 20 ST 0 RN 48
SN, AhRR W25 T R4 T T L — R A £
PHLEIST . KT ARR 5 Nef2 22 [0] 5 2= 945 F ML )
DA BN 952 95 5 DL 19 5% il 3 75 TR A5 38 i T4
AhR-ARNT-XRE Keapl-Nrf2-ARE 15538 B% , DL 4
PrA IR T AT LB, S S I S R YT Y
PRAL T AN EERME, IR 2 AR PR
S8
3.2 Nrf2-ARE Xt AR ESEEHREPHEE

€A

AhR W] DL 3 2 R A2 R Nef2 DL KT JiE g
PRI 235, (o 40 0 A 45 1 26 3G P Nef2 0 ] LA o]
P AhR B LA % 2% 38 328 1 52 me B 5 43 Ak B
05 T BLAE 22 Pl g (61 G A PP W PR | 9 A 0
AN ) ARG DT A R & s E . AR

25 CYP fCHHEGE T A R AR X & E T AR
K AR A A5 A Wy o Ao ol — e i > ol i 5
W 7 I 05 5 S A P 110 3 S A O 486 B
T BY3ZAK 2 (Peroxisome proliferator actived receptor2,
PPAR2) XF i 15 1) 43 fk i 67 19 98 15 /E 1, Shimba
25 160) 335 3of S IOHIE W] TCDD Ab B AhR H: R 4/ B
1 I B& B 2T 4E 41 B2 ( Mouse embryonic fibroblast,
MEF) , A% 1T 3T3-L1 B g 17 20 M 1ia) )G 155 40 i
MIFEAL , AR 520 RS 5 43 57 T XRE,  Alexander
ALOUIRTE | AhR 2 H I = BRI 7 2 PR
20 B 43 P S 5 ), ARR 6 PR R /)N L2 B
SEETPERE 7T Nef2 252 5 18 17 40k 1y 1 42
i FEIFE T ARR LUK R IR SE D CYP Qi
(634K 5% )i 5 434k, Shin %8 ABF 5T 6 81 0t
BR Nrf2 23 A 107 20 Mo i 44k, T Keapl BN 23
FERTZ IR, M Nef2 G SRR BRI A, O HL
AhR 4 5 1 36 3K 52 Nef2 356 [ RS2 0, Nef2 B35 5
AhR J33)¥ 230 bp X3 ARE 454, i T AhR 7
[l A4 R T 4R 1Y) 434k, R Nef2 AT gl i 5 AhR
FHEAERRIHIRE T, Miao 55 A8 i SEE0IE
B IR BT, Nef2 BTG AhR 9 mRNA 3
KRN, A L CYP RSB ik,
B2 Nef2 3RS, ARR LA T 97 0 35 R G B 2
Al B AR JE PRI 5% S 432 Nef2 05200 il 5
Nrf2 5 AhR (440 BAE R0 B W7 108 1, H DA
WFFEAE ST AL, Nef2 3 0 ELRE A ¥ ARR DL T Ui
LR 1) 2B R 5 g 1 oA
3.3 AhR 3 Nrf2 5 S @ BEMNEE
3.3.1  AhR EEME Nif2 f93RIA

FERF AP AP AhR BT B Nof2 13K,
TCDD 5 AhR 254 )5 , 1S Nif2 IR %), Guo 2§
WFFE W T AR J5 AT FEAE BaP 5510 Nif2
F235, Miao 25 HIIESE AhR B HEVRHE Nef2 B A 14
BEs R siRNA 2R AR 45 52 578 TCDD X Nrf2
mRNA 1935 S 5% R, Nef2 193835 AR {0 Z AhR (1)
LR R IS 2hF i v XIS ARE F
FNETCAFR T [ B 3Rk HETT B0 Nef2 122 W
AR A% FR LRI A 5 P B 45 A S L Mitoma ™
YUK AWR J5, Nef2 4% 5 057 B S 98 55 , X Nef2-
NQO1 {5 7 = A5 W, 4 AhR BCAR LTS AR
St WU ISR 00T Nef2 5 S B, LA 2 A
BRI T T R A
3.3.2  WIME B RS Nef2 H3RIA

PIAE A 58 % W] . AhR-ARNT-XRE 15 538 [ Al
Keap1-Nrf2-ARE {5 5-3 %K & 300 & 09 A0 54
MHTIFSE R R SNE MY T ( BaP ) RIS 1R W8
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e, I L 2% 38 2 1) vl REAEAE A ELAE TS, BaP
5 AR 454 )5 , 1% AhR-ARNT-XREs {5514 5%
775 AR L DR A B s ok o ARl = AR A 3
PR A M & A SR AR L ( Oxidative Stress, 0S) , 5
SR 4 M AR IR B A AR R
[ ROS , 1 T S0 B LA B, A5 Nif2 5 Keapl fif#
BIIFEERS B AR, Nef2 SHISE RN A ARE 2545 L)
AR AN B A AR T, D T PR A B
R FE H = A ) ROS XFF AhR J$5 Nif2 ik
PN XEEEP/ER, Christoph 25 A5 1117 31855 v
) PAHs M HOR S8 2 BRI 7= 0, fENLIR N e 5
AhR 4545 )5, 0% T AWR 15 5l 5%, JF 1 8Os
CYP1AL YRI5 7= A AY ROS [H] 327G Nef2 )3
K ANEMEA Y RE S Nef2 19338 TR A Nif2
EHMNFRISTES 1% FIRT ARR'' . Nebert 250157
Z2] TCDD i S KA ROS (77 A 4K T ARR' T |
K, TCDD AT it #407E AhR i F2H = A4 ROS i
TP A AR S TG F Nif2/ ARE G % | /i 15 NQO1
Fik B, A — RANBUR AR N, LA S A7 4R

BaP

PR RE B4 , I shan e ity B ARG LA
3.3.3 AR 3l Ad Vi (Al HE0E Nef2

24 45006 Ak 1 1 P48 ( Mitogen-activated protein
kinase, MAPK) .PKC Fll PI3K %25 {558 B VE
AhR-ARNT-XRE T #% - HZ 5 Nif2-Keapl HYiH
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