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[ Abstract]Objective : To explore the effects of dihydrotestosterone (DHT) and flutamide (Flu) on the gene expression of Mafb.
Methods : Primarily cultured normal foreskin fibroblasts from children were treated with different concentrations of DHT and Flu,and
then were tested for the transcription and expression of Mafb using RT-PCR, cellular immunofluorescence ,and Western blot. Results .
After treatment with DHT at concentrations of 3.0 x 107 mol/L. and 3.0 x 10 mol/L.,the mRNA expression of Mafb was significantly
up-regulated in the DHT 3.0 x 107 mol/L. group(0.594 +0.045 vs. 0.444 +0.007,P=0.005) ,but not significantly up-regulated in the
DHT 3.0 x 10 mol/L. group (0.372 +0.003 vs. 0.444 +0.007,P=0.145) ,as compared with that in the normal group. After treatment
with 15 pmol/LL Flu,the mRNA expression of Mafb was significantly reduced compared with that in the normal group(0.221 +0.013,
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expression of Mafb was significantly up-regulated in the DHT

0.000, respectively ) ,but significantly down-regulated in the Flu
group(0.006 £ 0.002, P=0.009) ,as compared with that in the
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normal control group(0.027 +0.006). Similarly, Western blot results showed that the protein expression of Mafb was not significantly
up-regulated in the DHT 3.0 x 10™* mol/L group(0.146 + 0.001,P=0.960) , but was significantly up-regulated in the DHT 3.0 x
107 mol/L group(0.598 +0.087,P=0.000) ,while the expression was significantly down-regulated in the Flu group(0.066 + 0.002,
P=0.040) ,as compared with that in the control group(0.163 +0.001). Conclusion In the foreskin fibroblasts cultured in vitro,the gene

expression of Mafb is regulated by DHT and Flu. Mafb,as a downstream regulatory protein of androgen receptor,may be an important

mechanism in the androgen receptor signaling pathway to promote urinary tract development.
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TR SE YR K B 1% PVDF BRI IR L) b BT
5%IRRE YRS A 2 IR BT 1 h, TBST %% 10 min, 3 IR, %Pt
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DAPI Vimentin Merge

C. Vimentin 7ERET4EAH I AR AGF35 (200 x )
Bl 1 RAEMABHTEENEREE



— 1006 —

BERERKZFIR 2019 £5 44 55 8 #7 ( Journal of Chongging Medical University 2019.Vol.44 No.8 )

22 MTT # & s fE T TR E

7E DHT %59 0.3.0 x 102.3.0 x 10%.3.0 x 107 3.0 x 105,
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0.029.0.116 +0.022.0.130 =0.019.0.154 +0.041.0.130 = 0.035,
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HE AR B VR R D ATk, 7E Flu 0.5.,10,
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(EFAR, FTE—A> 53 T Filve
2.3 PCR # Mafb mRNA #9 & &
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mRNA B F K054 0.372 £0.003.0.594 +0.045.0.221 +
0.013, 75 225347 4 ZHAY Mafb mRNA /K22 74 G it2¢ a8 X
(F=43.730,P=0.000) , 5 1E4 ZHAH {2 DHT 3.0 x 10 mol/LL
ZHI 5 13 (P=0.005) , i DHT 3.0 x 10 mol/L ZH W& T #
{2 BTG4 L (P=0.145) 5 Flu 15 pmol/L TT4&IF T,
Mafb mRNA i35 W35 5 2 R (P=0.0004) , W&l 2
K2 PR,
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MRz ST, S5IER41(0.027 £ 0.007) /Y T30 5%
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15 pmol/L 2H (1) - 1415 % J ly 0.046 +0.004 ,0.076 + 0.004 ,
0.006 + 0.002, #5241 J5 2 43t A Be 1 2F 25 = (F=76.760, P=
0.000) , DHT #¢J& 3.0 x 10 mol /L £ Mafb /K- 5. _F# (P=
0.010), E¥#EE DHT 3.0 x 10 mol /L £Ht1, B i |3 (P=0.000) .
1 Flu 15 wmol/L 41 T ¥#BH 2 (P=0.009) , tn /&l 4A B Fi/s
2.6 Western blot #&M

5%} BZHAH [, DHT3.0 x 10~* mol/L 20 Fl DHT 3.0 x
1070 mol/LZH AR HERE 5 1T Flu ZH A28 HERRAIG , X 2
3.0 x 107 mol/L 20 ,DHT 3.0 x 10 mol/L ZH#1 Flu 15 pmol/L
B A R E KA 43 51 R 0.163 +0.001,0.146 +0.001
0.598 +0.087.0.025 + 0.010, 2 J5 22 /3 Wi & 41 i it 75 XL
(F=56.960,P=0.000) , 51E% 20 H4s,DHT 3.0 x 10 mol/L 21
Fik FIEILG %25 % (P=0.960) , {2 DHT 3.0 x 10 mol/L
4 1 E 2 S G X (P=0.000) , [AlFE Flu 15 pumol/L #H
G225 (P=0.040) , IN&l 5 iR,
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9
SIEE AL, a: P=0.005;b: P=0.000; c: 25 F TG0 48 L
2 #£4 Mafb mRNA HI5i%
%2 7EDHT 5 Flu T % T Mafb mRNA R EBRIEKE
2151 Mafb mRNA k7K Mafb V¥ E% EE Mafb 34 JK B
EH 4 0.444 = 0.007 0.027 = 0.007 0.163 = 0.001
DHT 3.0 x 10 mol /L 4 0.372 = 0.003¢ 0.046 = 0.004" 0.146 = 0.001°
DHT 3.0 x 10 mol /L 4 0.594 = 0.045" 0.076 = 0.004" 0.598 + 0.087"
Flu 15 wmol/L 41 0.221 +0.013" 0.006 = 0.002" 0.025 = 0.010"
F1E 43.730 76.760 56.960
PIE 0.000 0.000 0.000

Wa, SIERW AR, P>0.05;b: SIEF 4L, P<0.05
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SIER A, a: P=0.000;b: P=0.040; ¢ : P=0.960
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JRCET 2 40 A () o 4 4 A 2R ) B —
2 H VR TR s S ) 5 B 400 e oA ok, AR )
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(e i, A9 DA SV Ji 300 e 33 R 2 A R A i, Ui
Z Z /K (androgen receptor, AR) FikFE & , 1M AR XF
THEM RS 5 M R O E R, MR (AR
Jie oA B A L [l BV T 1) B T AIME T AR 1Y
TRV AT I RSN EFE AR IR T . IEH 4
PFT HERCR A0S 5 MR PR B 2 1 i 3B
() AR 456 M HAG QR R BUR  BEIU 255 1 I
R AR, IZIAZ AR S Wyis i AL B A A% S
DNA 256 3FE 465 EAR DGR B (LR ik | &k
EBE NG oL Loy S VA e W (S e ] NABY EE 1 i 71l a i
T d5c i DL , JRIE N 242 5 AR ZhRE R 2 )
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AWFE, SCHR A, Mafb |32 23k T PR IE AR & Fl H]
[T, FEMEPE G B AR B A5 b Gk 3 BT, AR
WEVE G B 2B FE 257 rh R GR B B FRAIC, BEH Mafbi
— MR 2E A AR I BE A AT RS R A R
(R DCERIM, AN PREZH B U A BT A K TU 2T A8 4 ke
o HERCER 25 B Mafb 93635 BB DHT W EE (1Y
T+, Mafb B RIBZ WG, 5 AR —F 2 TE IR
B R T AN AR ARG sk R 152 e 240 i
(A4 0 AE R AR F5HTRH) Flu &35 T
i Mafb 19335, &R MBS R Z AT BB 5 Mafb 777E
WU R . A2 E I AR 2l it 454 Mafb (19 3
JE 4 s (3 UTR ) A SE BN B Ry I, IF H 5 X4
X 35 (1 3% 2= B Te A (ARES ) 52 78 Rip 51 g i
JEWFFE T AR WAL 37 UTR (9 AREs P84 T iif
FEA AR e/ NP 73RS AR 5 Mafb 5
PRI S A R DA B i 0 A T B, R IR PRIE R
LARA JFH AR mR/ N AEFEZS 15 Mafb3
KRR $2OR AR {55 38 2 XN I Mafb 2
SWRAMEFESR R E LR, AR LB,
Wnt/B—Catenin {5538 235200 Mafb YA, 17X
FAF Tl BTN 5 MG AR R T S UIAHOCS, [A] I
TE A 5040 L 53 AL BIE5E vh & B Mafb AE Sy B0 5 2
(RA)F 38 6 1 T 1 52 D6 HAT 35 8 22 A FH P,
I, Mafb % 2 PF 22 | ELILS ik A 5
FOBIRAFEA R B WIE  [RIIN A F# IS Mafb 234
BEANRR A IG(E S0 2 (B T Ah AR B g v A A
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