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Abstract ; [ Objective | To investigate the effect and mechanism of pannexin1(Panx-1) channel on proliferation,
invasion and migration of breast cancer MCF-7 cells. [Methods] Breast cancer MCF-7 cells were treated with
different concentrations of Panx-1 channel inhibitor carbenoxolone(CBX)(0,12.5,25,50,100,200 pmol/L). Cell
proliferation was detected by MTT assay and colony cloning assay. The intercellular fluorescence trans-
mission ability was detected by real-time fluorescence assay,and the extracellular ATP concentration was
measured by chemiluminescence assay. Transwell method was used to detect the invasion and migration
ability of MCF-7 cells. Western blotting was used to detect the expression of Panx-1 channel related pro-
teins p-ERK1/2,ERK1/2,vimentin and MMP-9 in breast cancer cells. [Results] MTT assay showed that
200pmol/L. CBX significantly inhibited the viability of MCF-7 cells (P<0.05),while 100pumol/LL CBX had
no significant inhibitory effect on MCF-7 cells (P>0.05). The results of colony cloning experiments showed
that 200pmol/L. CBX significantly inhibited the proliferation of MCF-7 cells(P<0.05),while 100pmol/L. CBX
had no significant inhibitory effect on MCF-7 cells(P>0.05). Real-time fluorescence and chemilumines-
cence experiments showed that 100pmol/L and 200pmol/L. CBX significantly inhibited pannexinl channel
function(P<0.05). Transwell assay and scratch test results showed that 100pmol/L. CBX significantly inhib-
ited the invasion and migration ability of MCF-7 cells (P<0.05). Western blotting results showed that the ex-
pression of ERK1/2,p-ERK1/2,MMP-9 and Vimentin in breast cancer MCF-7 cells was decreased after
CBX treatment (P<0.05). [Conclusion] Inhibiting pannexinl channel by 200pmol/L. CBX,the viability and
proliferation of breast cancer MCF-7 cells are decreased,while 100mol/L. CBX can reduce the invasion and
migration ability of breast cancer MCF-7 cells,which may be related to the expression of ERK1/2 proteins.
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Figure 1 The inhibition of pannexinl channel by CBX
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Figure 2 The inhibition of proliferation on MCF-7 cells by CBX

"’J ¢.? sk p Y 3 b O3 Migration
LA . A

M R34 (P<0.05) (Figure 4)
. CBX

¢ 400 3 Control
- o125
£300 [=F5
£ =E
s .. D300

25umol/L. £ 200f 200
=
- Z100f] l
o= - . -

PERRE I RO

200pmol/L Concentration(pmol/L)

@8 [nvasion

0
&‘o o) 5@ N (.jQ \o '146 a)Q\QQ\g)Q

Control 12.5pmol/L 25umol/L

#P<0.05 vs Control

BB 2 7 2020 £ %5 26 A% 3 H

50pmol/L

100pmol/L. Concentratlon(pmol/L)

Figure 3 The inhibition of migration and invasion on MCF-7 cells by CBX
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Figure 4 The inhibition of migration and invasion on MCF-7 cells by CBX
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