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Abstract: Objective To investigate the effect of Smac analogue BV6 ubiquitination on A549 migration in lung cancer
cells and the mechanism by which BV6 ubiquitination induces A549 migration in lung cancer cells. Methods The empty
vector plasmid (blank control group) ,BV6-flag plasmid ( BV6-flag group) , BV6-flag plasmid combined with ubiquitin HA-
ub plasmid (BV6-ub group) , ubiquitin HA-K48 plasmid ( BV6-K48 group) and ubiquitin HA-K63 plasmid ( BV6-K63
group) respectively were transfected into A549 cells. The mRNA transcription of BV6 was detected by real-time quantitative
polymerase chain reaction ( qRT-PCR ). Immunoprecipitation and Western blot were used to detect the ubiquitination of
BV6. Transwell chamber method was used to detect the migration. Western blot and qRT-PCR were used to detect the
expression of protein and mRNA of NF-kB/p65. Results The mRNA expression of BV6 in A549 cells of BV6-flag group,
BV6-ub group,BV6-K48 group and BV6-K63 group were higher than that of the control group (P <0.05). There was no
significant difference in mRNA expression of BV6 among each transfection groups (P >0.05). BV6 was ubiquitinated in
A549 cells of each transfection group, and the ubiquitination level of BV6-K63 transfection group was the highest.

Compared with the blank control group,the mobility number of A549 cells was significantly increased in BV6-flag group,
BV6-ub group and BV6-K63 group (P <0.05). Compared with BV6-flag group , the mobility number of A549 cells in BV6-
ub group and BV6-K63 group was significantly increased ( P <0.05). Compared with the blank control group, the protein
and mRNA expression of NF-kB/p65 was significantly up-regulated in A549 cells of BV6-flag group,BV6-ub group, BV6-
K48 group and BV6-K63 group( P <0.05). Compared with BV6-flag group, the protein and mRNA expression of NF-kB/
p65 in A549 cells was significantly up-regulated in BV6-ub group and BV6-K63 group (P <0.05). Conclusion Smac
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analogue BV6 may promote the expression of NF-kB/p65 in A549 cells and induces migration through ubiquitination at the

K63 locus.
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1.5 523441 RPMI-1640 £33 (4 10% 5 4F 1L
), BT 37 C 5% CO, 35756 AR = A\ i
YA FR AS49 RHABAREEFRIG AS49 dHAE, AL Ry 1 x
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AS549 gufiE, 5 L JE A0 ML 5r Ry 3 2H, B% 4t BV6-ub 4 |
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