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Inhibitory effect of arsenic trioxide on the proliferation of airway fibroblast

and the expression of ¢c— myc and c¢— sis in vitro
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[ABSTRACT] AIM: To study the effects of arsenic trioxide ( As;O3) on mouse aitway fibroblast (FB) proliferation and ex-
pression of ¢— myc and c— sis in cultured FB. METHODS: The cultured FB was divided into seven groups. NS, dexamethasone
(1.0 Pmol/ L) and As;O3 at concentrations of 0.25, 0.5, 1.0, 2.0, 4.0 Pmol/ L were instilled respectively into cultured FB. The
effects of different concentration of AsyO3; and dexamethasone on cell growth were observed at 1, 3, 5 and 7 day. The changes of
cell cycle and the positive expression rate of ¢— myc and c— sis were examined by flow cytometry (FCM). RESULTS: Various
concentrations of As,0; significantly inhibited the proliferation of FB in vitro and showed a dose— dependent and time— dependent
tendency. Data from FCM indicated that G;— phase cell percentage increased and G/ M— phase cell percentage decreased with the
increase in As;O3 concentrations. The expression of ¢— myc and c— sis was significantly inhibited by As;03(2.0, 4.0 Pmol/L).
CONCLUSION: As;03 inhibits FB proliferation by downregulating the expression of ¢— mye and c— sis.
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Fig I The primary cells by phase contrast microscope ( x 40)
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Fig 2 The generative cells by phase contrast microscope ( x 40)
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Fig 3 Collagen Il positive expression of FB by 1C (SP. x 400)
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Fig 4 Vimentin positive expression of FB by 1C (SP. x 400)
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Fig 5 a-actin positive expression of FB by 1C (SP. x 400)
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Fig6 The dose— dependent and time— dependent effects on the
cell viability of FB. x L.
and every day each other.
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Tab 1

Changes of the density of FB in 2 weeks (x *s.

n=3)

Time( d) 0 2 4

6

8 10 12 14

Density( % 104)

2.0010.53 2.52%0.77 5.9810.80 7.66%1.02 9.85%0.42

10.77 £0.64 11.01 £0.39 11.32 F0.56

&2 As0; 3 FB A EIEF AR R EE KM R T
Tab 2 Changes of the cell viability of FB(% . x Es. n= 3)

Concentration
(Hmol/ L)
0.25 5.5010.46 9.871t1.45 12.38%1.45 19. 89 £2.08
0.5 9.4710.83 15.94+1.85 21.4612. 13 28.34 £2.37
1.0 12.80%1.55 25.57£2.26 34.8512.82 43.82%3.36
2.0 20.5012.07 35.23£3.04 44.4113.26 52.86%3. 83
4.0 25.4012.28 39.42£3.15 51.2613.74 62.63 £4.22

3d 5d 7d

£ 3 As,0; X FB 20 A0 E HA B9 S
Tab 3 Effects of As;O3 on the cell cycle of FB(% . x £s. n=3)

Group G S Go/M

Control 80. 55 12.38 5.71 10.53 13.74 £1. 56
Dexamethone 8L.7212.41"  3.3610.47°  14.92%1.43"
As7030.25 85.2612.55"  7.5810.87" 7.16 X0. 73" *
A5030.5 85.47%2.81" ¢ 7.35%1. 04" 7.12%0.72°
As;051.0 86. 1313.02°  7.55%0.98" 6.32%1. 12
As;032.0 80.0812.97° * 7.1110.95" * 3.81%0.52" *
As034.0 90.25%3.17° * s5.54F0.61" *  4.21F0.66° *

" P< 0.01 vs control group; *P< 0.01 s As;032. 0 group; *P< 0.0l
vs Asp03 0.25 group.

FR4 K4H c- myc.c— sis RIERHILLE

Tab 4 Comparison of ¢— myc, c— sis expression rate among every

group (% . x Ls. n= 3)
Group c— myc c— sis
Control 21.25£0.48 14. 69 £0. 32
Dexamethone 19. 38 0. 50" 12. 58 0. 18"
As,050.25 14.6510.41" * 10.71 £0.30" *
A$030.5 14.3510.34" * 10.23 £0.37" *
As;03 1.0 5.64%0.27" 4% 8.4810.16" *
As,052.0 4.5710.16" ** 7.71%0.24" **
As:034.0 3.27%0.15" ~* 4.75+0.12" %

" P< 0.0l vs control group; “P< 0.01 vs Asy03 0.25 group;

*P< 0.01 vs dexamethone group.
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