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Aryl hydrocarbon receptor modulates the proliferation, apoptosis and sensitivity
to doxorubicin of breast cancer cells by suppressing MYC expression

KANG Lichun, WANG Huimin, DENG Haixia, LI Wenjing, CAO Fang, ZHOU Chunlei, MU Hong (Department of Clinical
Laboratory, Tianjin First Central Hospital, Tianjin 300192, China)

[Abstract] Objective: To investigate the expression of aryl hydrocarbon receptor (AHR) in breast cancer and its regulatory
mechanisms in the proliferation, apoptosis, and drug sensitivity of breast cancer cells. Methods: The GEPIA database was used to
analyze the expression levels of AHR in tumor tissues and adjacent normal tissues of breast cancer patients and explore its correlation
with patient survival. Gene knockdown and overexpression techniques were employed to establish breast cancer cell lines with varying
AHR expression levels. The impact of AHR on cell proliferation, apoptosis, and drug sensitivity was evaluated using CCK-8 assays,
cell counting, and flow cytometry. The molecular mechanisms were validated through WB. Additionally, the effect of exogenous AHR
activation using the AHR agonist 6-Formylindolo[3,2-b] carbazole (FICZ) on the doxorubicin (DOX) chemosensitivity of breast cancer
was investigated. Results: GEPIA database analysis revealed a significant decrease in AHR expression in breast cancer tissues
(P < 0.05); statistical analysis of the survival data from 155 breast cancer patients also indicated that low AHR expression was
associated with poor prognosis (P < 0.05). AHR gene knockdown promoted cell proliferation (P < 0.05), while overexpression inhibited
proliferation (P < 0.05) and promoted apoptosis (P < 0.05). Exogenous AHR activation enhanced the sensitivity of breast cancer cells to
DOX (P < 0.05). AHR was found to bind to the MYC promoter, suppressing MYC expression, thereby influencing the progression of
breast cancer. Conclusion: AHR regulates cell proliferation and apoptosis in breast cancer by modulating MYC expression. Exogenous
activation of AHR may serve as a promising therapeutic strategy to enhance the sensitivity of breast cancer cells to DOX.
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1] Xof 1) T8 K HERE [ VR T SN R . TR AR
(aryl hydrocarbon receptor, AHR) F 24— Fft Fic. 74 3
(1) 3% 5% R 1, T8 T P R € - PR - B2 € (basic-helix-
loop-helix, bBHLH) % 3% [A -+ X JtE*”.  AHR 7t 52 2| ic
MUOE J5 M4 I 50 I 7 B 40 i k%, A% 2 Bl 2R
(%) 3tz 53, AT 52 Ve 4 Y ) 49 5 0 T RO A% S5 D e
AHR )R IK 7K LSRR T Be AR FL 35 1 (0 1 15 R 8
5 ) Jih 98 ) R 5 AELAE AN [R) 28 2R £ e e v L T e AN
VEFNLRIAAAE 22 3D FE45 B  FR R 2L Sk R
H WL 5% B AHR 23 7K L 1 1) T v, SR T AE I
B AN MR B B IR B AHR ()3 IE KPR T IR
WAL R A S5 A M W] AR Dy AHR it
PO T T A T T i, i 2k B ) R B
AHR 7EFL g b 1) 2238 K P B B AR R L AT
R AW T B AE 7 Hr AL R B AHR R IAIKF I
PRI AHR FE DR R I A0 a2 528 of 7L e e 4 e 38 4
T LA S 2 Z2 2 (doxorubicin, DOXO US540 ,
DA BL AHR g 88 A 10 2L B 32 1) 6 97 52 flt s 3
£t

1 MR57EE

1.1 E&HM# 5 A

A FL iR 4 e MDA-MB-231. MDA-MB-468.
MCF-7. SK-BR-3 % T47D ¥ [ 25 [ ATCC. &4
1174 .\DMEM 5% 759 -RPMI 1640 15357344 F BI A
Ao R A (0.25% trypsin-EDTA) 4 H Gibco A
7], TRIzol i 7|4 H Invitrogen 22 7 , 5 % F X7 &2
H Transgen 2 ] , qPCR & « 248 1 1A i) 4
J& CCK-8 4 i 7% M 377 &5 3 W | 28 22 A A, 7 ik
71 Lipofectamine™2000 ¥ 5 Invitrogen A & , pLKO. 1
AR H Addgene A 7], BCA & H € =il & E H
FEXT 437 R B A E 2 H Thermo 2 ], ECL ALK
Y6 R E Millipore 24 & , AHR (#83200) 47044 1) F
CST A #l . Pro-Apoptosis Bcl Family Antibody
Sampler Panel (ab228527) & § Abcam 2 & , MYC
(ab32072) Hi4A M B Abcam A & , B-actin (sc-47778)
PUAAIE E Santa A ], qPCR 514 & 4r T 5 ke 51 ¥ i Lk
W A A B R k[ A HESRE (pLV-3xflag-
EV).AHR i %% 5§ (pLV-3xflag-AHR) . AHR #% 5%
5 MR OIS 9848 5 RE (pLV-3xflag-AHR-CA) }2 AHR #%
S M B 2 2 A8 i ki (pLV-3xflag-AHR-R40D) Jii Kl
FH 75 PN <5 Y 2 ] 6 1, B M 6T R (shNC)D f2 shAHR
JFORLIE 3 2y - B BE 1R U7 3% 50 BE #I pLKO. 1 # Ak,
shNC L ¥i% 5] #) A 5'-CCGGCCTAAGGTTAAGTC
GCCCTCGCTCGAGCGAGGGCGACTTAACCTTAG

GTTTTTG-3', T Ui 51 % N 5-AATTCAAAA ACC
TAAGGTTAAGT CGCCCTCGCTCGAGCGAGGGC
GACTTAACCTTAGG-3';shAHR L 5| #) 4 5'-CCG
GCGGCATAGAGACCGACTTAATCTCGAGATTA
AGTCGGTCTCTATGCCGTTTTTG-3', F i 51 N
5-AATTCAAAAACGGCATAGAGACCGACTTAAT
CTCGAGATTAAGTCGGTCTCTATGCCG-3'.
1.2 GEPIA 348 B 5 47 SURE 75 I 983 40 47 B J% 55 40 41
P AHR 69 &2 X K-F R B & £ F 09X &

I8 1T GEPIA %4} J& (http://gepia2.cancer-pku.cn/)
SoF >k E B eg 2 K] 20 K] 1% (The Cancer Genome Atlas,
TCGA) U P 1) i 53 S B 34T 40 7 » LR FL e
H 29 55 2H 23 AHR ) mRNA Rk K F . F A
Kaplan-Meier £ 47 It 4 73 T AHR ik /K7 5 FL e
A AR AR AR DG
13 RBREFaE

F HEK293T 4 52 75, B T 37 °C. 5% CO, 4l jig
Br - 46, & 10%FBS [ DMEM 1 98 i R HL &
A KB 2 80% 1YL E B Je FH Bl ik 47 3 14, 6 e 4
MIF) 5 x 10°A4>/mL, 7 6 FLAR &N FLH A 2 mL
T T8 I 1) 240 P B K 4 BN 37 °C L CO, R AR 43
5% W REFRAR Ak SRR IR . B R AR I 1R EE AR
A FORL 5 HoAth 3 i 6. 285 S5 R 7 VR B 5 AR R N BRI
FL1S ug EEERRL 1 pg AL KL 0.5 pg, BE
3 pg, A HEK293T 40 Mk AT % 4%, 75 1.5 mL & L&
# 7.5 uL # Lipofectamine™2000 5 0.25 mL HJ Opti-
MEM &%, [R] IR VR 47 19 J5 Rz A2 5 0.25 mL 1 Opti-
MEM JR4&, I E 5 min J5 , B AN 8508 T IR
IR A A — . % IR CE 20 min, t I BTRL B
Lipofectamine™2000 €14 . X 4f 4 Y] HEK293T 41 /ity
I, S 1 mL A 5% 7R, 20 min 544 0.5 mL
REWRENEMANARF . %I 12~16 h 5, 3 mL 4
B IR WA Y 5 I HEK293T 40 il . 54 40 h
J&i » FAR A% /N O W 6 FLAR Hh ) b 37 v 3 B 0
H, BL800 x g B0 5 min YTE AR B, B LB
432 5 TN—80 °CUKAR T R-AF
1.4 eI . AHR 2 R 3K & id & & m e 69 44 32

MDA-MB-231 Al MDA-MB-468 48 iy 1% 3% T &
10% fi 4= IfiL 3 i) RPMI 1640 5535 % , SK-BR-3 .
MCF-7 1 T47D 20 il 55 7% T & 10 % JI5 4= 1L & 1
DMEM 578+ . LA R4 & T 37 °C 5% CO, 4
JH 3% IR AR R, 32 B B K 4l B AT S ARG
R H A K MDA-MB-231 41 il &% SK-BR-3 Ziifl
Iy BT 6 FLAR 1, BEFL 1 > 10° /4N 4H A, 44 20 i il
N B IR 56 5 o B R AT FLWBE o ) 6 FLAR Hh i) 4 i
HEAT SR, BEFLINN 2 mL AN XU 1 4 B 77V R
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N 1 mL f# & J5 1012 7 8 A1 3 ul 2R Bt %
(polybrene, 0.8 mg/uL) , ¥ ] Ji5 1 2 M 5N 40 Jfo 455 57
TR, B H IR EE TR, I 2 mL#
i 4> 35 TR AR ERE TR 48 h JE RS 5 R (2 pg/mL)
A% BE A I G 1) 20 L, o 0 R A B kAT T KB RS
B AHR Ft R I S o Rk (1A e 2 i 2

1.5 CCK-8 5% 48 M) i & ik /84K AHR *t 4m e &

FH G 8 10 T 9 e %o 5 A K B 1) 4 e 5 P 4 8 5%
T ) BN B, DA 1 X 1Y/ L P %
P96 FLAR , FAH AN ER R 3 d 5, ML
10 uL CCK-8 iR, B T 37 °CRE F# FH AL FE 2 h, 8 1L i
FRACI 5E 450 nm %A 4b 6% BE (DO H , A5 41 2
R %o 4 B v 1k
1.6 %@ o 38 78 57 36 e ) 3T & 3K /35 AK AHR A 40 J 3%
iR RA ]

AT A XoF 0 A K U %) 4 R ) % L A R O 4B
W5 R T 24 FLAR, B AL | mL AR B h AL 1 %
10° 20, BEH 4N AL, 0l THEEMEE 3 R B 6 R
TR HE A e, A R T O FL N gl R AT O
B, 2 ) 200 O 458 o 28, EL ARG S 40 R AS R I ) B
A ZE
1.7 WB &AM 4mfe ) AHR . MYC % ik K-F

WA B % ZHL 2, 1 FE RIPA. 22 i v 7 B 200 i s 2
1, BCA 7€ & i F Gl e 5 R B . Jd i SR T M
Tk fiéz ¢ 2 L Pk (SDS-PAGE) 4 &8 & A it , i Bl &
PVDF Ji§¢ |, F % 5%BSA (13 R 2= I 3 1 h, #%
HEO6T B 2 iR B AH M B9 5T AHR (121 0000 \MYC
(1:1000)B-actin(1:5 000) PifA I & FHE K - 4 °C
I, FIH TBST 2 il e i fa i —$t(1:5 000)
T =08 N SN 1 h, TBST AR & , A AL 22 KO
FARAX IR A% . 38 i Image T A X6 4 28 EIE 45 51
HEAT IR FEAB 73 B7 5 A B-actin /E NN 24811 H br & B
IR Rk .

1.8 qPCR &AM 40 /2 AHR.MYC mRNA % &

FJ F TRIzol it 7 $2& B 4 f # & RNA, @ it
nanophotometer 3 # Wl & RNA ¥ FE R 4l fE . 8 R
T 536 B LA RNA AR 2 7% 55 cDNA. AHR [
W5 519 : 5-AGCCGGTGCAGAAAACAG-3', F it 5l
¥ : 5'-CTATGCCGCTTGGAAGGAT-3'; MYC L% 51
Y : 5-GTCAAGAGGCGAACACACAAC-3', K i 5l
¥) : TTGGACGGACAGGATGTATGC ; GAPDH _I jjif
5|4 :5'-CGGGAAACTGTGGCGTGAT-3', FiF 5|4
5-AGTGGGTGTCGCTGTTGAAGT-3'. * fi] qPCR
SYBR Green Master Mix i 7] & i 17 qPCR 3§ 3 A&
M, PCR Z#(: 95 °C 5 min, 95 °C 10 s.58 °C 20 s.

72 °C 20 s, A H N 40, UL GAPDHAE NN S5,
F 2427 Rt 5 AHR .MYC mRNA A% Rk &
1.9 i K m e R AR 25 4 4k 32 3 4m I B T 69 R v

23 i %t HE % 771 DMSO « AHR % 3 7 FICZ
(1 pmol/L) \DOX (3 umol/L) } DOX + FICZ Bk Fi &b
PP L 5 20 B MDA-MB-231, 25 kb 78 3 d J5 , F i
AW AL & 240 i, PBS I Wk T B 45 A g2
W EE M, i\ PU/Annexin V 34, EIREEIE B
15 min, BANRFIAE A FEIIN 400 pL &5 4 2200l TR
A1, i A BRI, H FlowJo7.6.1 Bt 47 45
BAHT I G T4 L A5
1.10 %tk

JI A SEE ML E A 3 k. ARSI R 3 A8 A
Graphpad prism 6 JAF AT GE vt 53 A, 9 2H 25040 1R
FLIBCR MO AR A e K256, DL P < 0.05 8 P < 0.01 &R
2 HAGEE .

2 # B

2.1 AHR ZESUIEAT G AR P ZAE AR B 5 &5 R
RIUE A X Ik

3£ T GEPIA #4E J%£ % The Cancer Genome Atlas
(TCGA) H 1) FL I B HE SR AT VA o b, &5 R B
7~ S5 SF H A, U 4H 23 () AHR mRNA
FikKFBEEIR(E 1A, P<0.05). X 155 6 FL1%
I R W AEAE AT ot e, 45 SR 7R, AHR(RR
KB A B 45 5 (B 1B, P=0.0245) , it —
W FE T AHR FIRIA /K5 7L R R A FUR g2
EIREE QPSP
2.2 AKX AHR & XA # MDA-MB-231 4 il 69 38 74

X 5 i L R 4 A o AHR )3 A R ik K F AT
for I, 25 S ¥ 2A B g, 1k B 3R 1A AHR
MDA-MB-231 4fi Jfil A J ik % % AHR [#) SK-BR-3 4f
W EAT 5 45256 (P < 0.001) . A T 45} AHR 7EFLIR
Jees 21 M 4R, AR F L AE MDA-MB-231 40 g £
SE T I AHR FE (K], A6 T 441 i 134 5 AH 2 2 TR Ki-67 1)
Foak, g5 R E2B) o, Ik AHR BB 2353 TN Ki-67 1
FHKFEWP<0.001). BEJ5HE1T CCK-8 SL40 LLVFAk
YIS, S5 R R W, 5 % IR AU EL , R AHR 1
L g 20 Mo e BA S 1Y A TR 4 Mo 3 B v 1 (I 2C,
P<0.01). 4 5E S50 1 25 R Ak — B IRk X
— WA, 50 FE A0 B AR L, R AHR 1R 7L e 2 Ha 7E
Fi9% 3 d M6 d J5 # W s B 5 I 1 B e /) (12D,
P<0.001),
2.3 it %k ik AHR 47 #] MDA-MB-231 %@ fitn 64 4 K 5+
(8 A

FEK 261k AHR ) SK-BR-3 3. [ J5 40 A o A g i
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Fik AHR Z: A, i 1 WB 5230560 1UF AHR I 08 350%
(3A,P<0.001), CCK-8 55645 R, iRk
AHR (1] 3L 98 41 v 1 32 35 PR (& 3B, P < 0.01),
4 ff 184 5 SR — AP UE S T AHR I 2550 LM 4
it 184 5 ) A (B 3C) L 1597 3 d(P < 0.0 FT6 d
(P<0.00) 5 it I 241 HE 15 S 3048 5 e 7 0 25 ek 55
Hfath . I P/Annexin V & €848 0 28 B T2 175 0.

A B
8 f —
'1.7—
5 T

%

AHR mRNAFE ik
(=)}
. .’-’i’"r':":vl

AMmALR  mHAEHNA
(n=1085) (@=112)

120

80

40

A M o3 BT S G it 45 R, i 3R I8 AHR ZH 41 A
TR EER (& 3D, P<0.01). #0400
P T AH R PR S HEAT R, &5 R W R T B
BAX # ik E i (P < 0.0D), 1fi 1 12 & A Bcl-2.
MCL-1 }% Bel-xL 18 F i (P < 0.001) ([ 3E), IXLk
45 AR B i 3R I8 AHR AN 1 7L e 20 i 1 A=
K, 1 BARE T A T

—— AHRFE®L
—— AHRERE

P=0.0245

20 40 60 80 100
I/ A

A% GEPIA #2243 7 7 i g8 45 23 R 5% 46 24 b AHR mRNA (1) 7235 ; B: GEPIA £38 FE 40 BT AN [ AHR 2632 7K~ (1) S
b BB EAF . TP <0.05.
E1 BUEESUES T AHREILREMEELTNRIENESSEE FHNMExM

LG

A > B ¢ & c
P S e

P o :
S EE &S Mo xio7 i 356
AHR "8 == s =100

) AHR | s -100
B-actin  w-——— —— - 43 B-actin e——-43

% 12 20 i sss  mm ShNC

g 08 mm ’_‘ =3 shAHR

= 0 15

=

I o4 % 10

S =

% 1 0.5

° O N PO oo -
P K FK Ki67 AHR
Y5\8’?& Y

D

150 = {210
£ s
E 100 uﬂ%lf 6
g 2
% 50 ﬁ 5

0 : 0 3

shNC shAHR B i/d

A:WB AN 5 Fl L B 41 H AHR 9 25 1 3RE K s B : WB VS I MDA-MB-231 411 ifd HH i {lk AHR J5 Ki-67 F1 AHR 25 [ 3%
3% C: CCK-8 KM/ AHR J& MDA-MB-23 1 4H i (1 40 B 7% 12 5 D - 40 B - HiF A8 IRl AHR J§ MDA-MB-231 ZHiffi 5% 3% 3 d Al 6 d
FIZ PRI AE T L. 5 shNC 21, P < 0.01,""P < 0.001,

2 B{K AHR FiAX MDA-MB-231 3. A5 455 40 1858 B 2211

2.4 FICZ %h Rkt % % AHR ¥ 5% MDA-MB-31 4a &,
3+ DOX 9 4% Btk

A AR 2 #r 45 SR BoR (B14A), IIN FICZ 3
7% AHR 7] LUK DOX 75 5 1) MDA-MB-231 il fg i 1
LA A (17.6 + 0.6) %3 I 42 (26.0 + 0.7)% , B 2 48 5
MDA-MB-23 4% DOX st (4B, P< 0.001)
2.5 AHR:#@:iE FAMYC 8 & A B2 UM % 3 B

TR AEYE B2 00T AR R IIMYC Ja 81

HALE 6 AHR 45 & 47 25, B AHR [ 3 J6 4 (5'-T/
GCGTG-3"), T & HEI AHR & i i 3% MYC £ 5,
AT 58 0 L B e 1R 32 8 . 3@ ik WB Il qPCR A6 0
FE ZH 40 1 J% R ik AHR ) MDA-MB-231 48 Jfii 1 MYC
H#IA , 45 B 8K, Bk AHR J5 , MYC & H/KF & 3%
B 5A,P<0.001), mRNA 1A /KP4 52 1
(B 5B,P<0.001),

R T I AHR A& 75 38 i L S5 v P 1 4
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MYC [ F % , A 1548 41 7E 57 4= B4 AHR JFiRL (WT) ) bb , i 2 0k B A5 7 AHR 21 40 s MYC 2 H )2 mRNA
Femb A E T AHR B 58S M R AL RAA R RIE/KFHA FiE (P <0.001,P <005 ,id KL
(AHR-CA) & AHR %%/ﬁ PER G RARR TR (AHR-  AHR-CA 4141 fg 1 MYC % [ X mRNA 2% 7K - i3t
R40D) (E]5C) . @IS 18H & R4, W SK-BR-3H  — 35 F il (P < 0.001), 1fi i % 15 AHR-R40D 41 fiig
%%mﬂi%zi%iﬁé AHR K P AHR RARKI4IHM  MYC & A & mRNA Kk /K55 AL R E %R
Z o F|H WB AT qPCR 5256 %) FIR 4 i+ MYC & H (K 5D-F). DL g5 R4 R AHR X MYC 15 i #% 4K
Je mRNA RIE KT, S5 R EoR SXTHRAA RS ME, MOT 2 LR ik g

A C
I '~
e R I s S mean
S g 215 Bax W -2
< M(x109 & 1.0 X
AHR -0 = 1E 10 poi2 [ - 26
_ Mos = McL-1 . .37
B-actin ---43 el =2 5
% 0 = N BolxL g w -26
< TEvam F U 6 B-actin 43
i - e MEV
B 1 = AHR
- 150 AFR . 1
Q 1m 109° ] e k% -};5)
0 465% 2. 80% 0.234% 296% &
R ) S ® 1.0
HI 100] 10 g =
=y 10° =2 4 = 0.5
= 50 ’ £ o
102
% 10‘1952 1.53% %ﬁ: 280 EE P(lﬂ{
% 100 10° 10* 10° 102 10° 10* 10° 0 0
0 EV AHR BAX Bcl-2 MCL-1 Bel-xL
EV AHR Annexin V

A:WB A5 SK-BR-3 41 il tf AHR i 3Rk 20 K Hgu 145 3 s B : CCK-8 16l id % 15 AHR J SK-BR-3 41 fifd B 40 A 5 14 5 C - 40 i
THEUR I #2945 AHR J5 SK-BR-3 4577 3 d fll 6 d I 3G i I Ol R it 45 4L . D:Pl/Annexin V J (4RI %1% AHR Ji5
SK-BR-3 [RI40 A T 1500 S Hegi it s E: WB I 5T 58 AHR J5 I T A bR 54 BAX \Bcl-2 MCL-1 #1 Bel-xL [ 35 & H 45 it
i, “P<0.01,""P<0.001.

E3 idFIA AHR 3R 2 4HA8 SK-BR-3 858 XA T-HI S0

DMSO FICZ
1030 6704 327%|  10%0.074% 3.60% sk
104 S 104
; 3 _ ok *okk
4 104 30 ]
: 104 S
o 352% j§9 7% - 6.65% =
" J " 20
10? 1()3 10* 10° 10? 1()3 10* 10° @
DOX DOX +FICZ =
& [10%0300% 7.00%| 10540.222% 10.6% 4
E of
104 10%3
10%3 10%73
: ik 0
107 i 1027 g Y & 0‘% &
&.0%" W06 174 o‘ﬁ’ﬁ C153% Q@ SR A;Sx
10Z 1()3 104 105 10Z 1()3 104 105 QO
Annexin V

“P<0.01,""P<0.001,
4 HNEESE AHR 58 MDB-MB-23 ZHB5 DOX BYSU= 4

3 W @ PO E [ 90 (HSP90) - AHR #H H./F F & A (aryl
hydrocarbon receptor-interacting protein, AIP) . Jify ¥ i

AHR & —FIECAABOE sk 7. 2Ry 856 EH23(p23) L o-SRC E H M IE R E &) .
et AL AT 05 AHR SR D85 G IR0 A SEALS 6 5 AHR B H0E , A 40 i 5T T # 21 40 i i
RLDyEE". AR FRFAT N AHRAFAE TAMBTN, 5 W, 595 & K2 % %% 48 &5 B (Aryl hydrocarbon
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receptor nuclear translocator, ARNT) & il 7 — F 4K,
b J5 45 & 2 #E LK S 37 X488 AHR J B T
(5'-T/GCGTG-3"), 4% T il #E B A R e k. AHR

A

251
i 20F
X
@3& 5 K oSl
X » M1y & 15
=
MYC - { !
“ 57 Hgﬁ 10
¢ FAER(WT) REBEEERX
bHLH  PAS #yis (Q-rich)
(A B N
BCAR 2 &3k
H R RLEE (CA)

(A — W]

DNA%ZE & RE( )
(A B N

shNC

EL R 2 15 2 R e 0 L 40 A
B BB e AR I S R,

dkkk 25-
skkok
- E 201 _
®
' 15F
=
<
Z 10f
g
S 05
z o
0
shAHR shNC shAHR
D
F @QQ
¢ & & & mean

-
B-actin " - -' 43

R40D
E F
o ko ok
3T \ T 151 |
i i) sk 5? *
® ok ® 10k = 10+
2 ol L=
= o \ =
£ £ 5
{ a Z
P‘E 1+ ng 0.5k E 05}
2 : >
=
0 0 0
Q~ & & & F & S & v N4
‘z~ Y & ¥ Yo ¥
T & &
v v v

A: WBIER M I AHR J5 MYC [ 85 A 338 s B: qPCR AL I Ik AHR J5 MYC /) mRNA /KF; C: 7 A4E B J2 SR8 7Y AHR 44
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