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Effect of PJ34 on the expression

of multidrug resistance related gene in A549 /DDP cells
Han Ke Hao Jiqing
( Dept of Oncology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the impact of PJ34 on human pulmonary carcinoma cell line A549 /DDP—elat—
ed multiple drug resistance genes. Methods A549 /DDP cells were divided into 3 groups : negative control DDP-
treated group PJ34-reated group PJ34 and DDP-ireated group. The mRNA transcription levels of LRP MRP P-
gp GST-w TOPO-II o were quantified in each group by RT-PCR. Results The mRNA transcription levels of
LRP MRP P-gp GST-w in A549/DDP cells were significantly higher than those in the A549 cells( P <0.05) .

The mRNA transcription levels of MRP  P—gp in A549/DDP cells dramatically decreased in a time and dose-de—
pendent manner after PJ34 treatment( P <0. 05) . Conclusion LRP MRP P-gp GST-r are probably involved in
secondary drug resistance of DDP in A549/DDP cells. PJ34 sensitizes DNA to DDP damage by indirectly downreg—
ulating mRNA levels of MRP and P—gp.

Key words pulmonary adenocarcinoma ; PARP- inhibitors ; cisplatin; tolerance; multidrug resistance gene



Acta Universitatis Medicinalis Anhui 2016 Aug; 51( 8)

* 1133 -

. ECL
TSCl . a—
SMA) I
Santa Cruz
pendorf PCR .
; QIAGEN ;
TSC1 ;
TBE o
1.2 SD 50
180 ~220 ¢

Thermo ;
( oe-smooth muscle actin  o—
( Collagen type I Col 1)
; DNA Kit. Ep-
Axygen

10 .
10% CCL,(0.5 mg/kg) 2

12
20
10% N

1.3 Western blot
100 mg

5 min o

000 r/min

100 °C 5 min o
PBS
2 RIPA 200 wl (2 !
1 mmol/L. PMSF)
12 000 r/min
30 min o BCA

20 pg SDS-PAGE

30 min

PVDF
o 5% 3 h. TBST
3 10 min B-actin. TSC1. a-SMA
Col 1 4 C ( 1:1
000) TBST 3 10 min
( 1:10 000)
1 h TBST 3 ECL
1.4 Axygen DNA Kit
DNA DNA
. PCR 50 wl: H,0 8.5 pl.KAPA 2G Ro-
bust HS ReadyMix 12.5 pl.up-Primer (50 pmol/pl) 1
wldown-Primer (50 pmol/wl) 1 pl.Template ( DNA)
PANTIRS TSC1 : 5-GGGATTGT-

GAGGTAAATAGTTGAG3"; TSC1 D5—
CCCTACCAAACAAATAAATCTCTT3"; TSC1

:5-GGGTTTTTTGGGGTAG3~ PCR 161
bp. PCR QIAGEN PyroMark Q96 ID
1.5 SPSS 13.0

X xS ) t

Pearson - P<0.05
2
2.1 TSC1 West—
ern blot

a-SMA Col |

(2=7.283.9.118 P <0.01)

TSC1 (t=15.35 P<0.05) ,
1.
2.2 HSC Té6 TSC1 Western
blot TGF-1 a-SMA.
Col T TSCl. TGFB1
a-SMA. Col T (t=12.60.16.49 P <
0.01) TSC1 (1=4.256 P<0.01) .
2.
1 Western blot

A: i B: R P<

0.01



° 1134 -

Acta Universitatis Medicinalis Anhui

2016 Aug; 51(8)

2  Western blot

A: ; B: TGFB1 X p<
0.01
2.3 TSC1 HSC
T6 DNA
3, o TGFB1

3 o 3
Pos. 1. Pos. 2, Pos. 3 TSC1
18.13% 16. 84% 9.49% . TGF-1

3 TSC1
10. 73% 32. 16% 0 °
20% 20% ~50%

3 HSC Té6 TSC1
A . B: TGF-B1

50% o
Pos. 1.Pos. 2+ Pos. 3 20%
o TGF31 Pos. 2
32.16 % 20 % o
TGF-B1 TSC1
3
2
TSC1 TSC2
3
N N TGFB/
Smad T N N
N TSC1 .
TSC2 ¥ . TSC1-TSC2
mTOR mTOR.
mTOR /p70S6K
» Patsenker et
al ? Yu et al mTOR
- TSC1
TSC1
5
TSC1 TSC1
HSC Té6 TGFB1
HSC Té6 TSC1 o
TSC1 o
DNA
TSC1
TSC1
400 TSC N
! TSC1
TSC1
- DNA



Acta Universitatis Medicinalis Anhui 2016 Aug; 51( 8)

* 1135 -

. TSC1 HSC T6
TGF-B1 HSC T6
TSC1 32. 16%
20 % .
20 % .
TGF-B1 HSC
T6 TSC1 .
TSC1
TSC1
TGF-41 HSC T6
TSC1 .
TSC1
. TSCI

Abstract Objective
entiation induced by transforming growth factor 31 ( TGF-B1) in vitro and the expression of the TSC1 in CCl,-in—
duced liver fibrosis in rat. Methods
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The expression and the DNA methylation of TSC1 in liver fibrosis
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was used to test the methylation status of the TSC1 promoter. Results
duced in response to TGF31 and CCl,( P <0.01)
higher methylated than the control group. Conclusion A novel evidence has been provided that TSC1
be affected by DNA methylation in TGF-1 treated HSC T6 may play a vital role in liver fibrosis.

To explore the expression and the promoter methylation status of the TSC1 in HSC T6 differ—

Western blot was used to detect the expression of the TSC1. Pyrosequencing

The expression of TSClwas significantly re—

and the TGF-B1 treated group TSC1 promoter was found to be

which may



