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ABSTRACT: Objective To establish a stable cell line overexpression heme oxygenase-1 (HO-1) media-
ted by a modified lentivirus system and identify its function. Methods The HO-1 gene was amplified by poly-
merase chain reaction and cloned into the modified pLentiLox3. 7 expression vectors. The recombinant plasmids
were transfected into HEK293T cells and the HO-1 was detected by Western blot. The recombinant plasmids were
transfected into HEK293T cells to produce the viruses, with the helping plasmids including plpl, plp2, and
VSVG. HEK293T cells were infected by the viruses and the cells that can express HO-1 were identified by West-
ern blot. The reactive oxygen species were detected in the HO-1-overexpression HEK293T cells and the normal

cells after the adding of hydrogen peroxide. The same experiment was performed with human umbilical vein endo-
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thelial cells. Results

The stable cell line that can overexpress HO-1 was established, which was verified by

Western blot. The reactive oxygen species in the HO-1-overexpression HEK293T cells and human umbilical vein

endothelial cells decreased obviously after exposure to hydrogen peroxide. Conclusions

The lentivirus-carrying

HO-1 was successfully packaged and the stable cell line overexpression HO-1 was established. HO-1 can play a

protective role in the course of oxidative damage.
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HO-1: heme oxygenase-1; M: marker; 1-3: recombinant plasmid
1 PCR A o 4 Bokirh HO-1 JE

Fig1 Identifying the HO-1 gene in the recombinant plasmid by pol-

ymerase chain reaction

A. vision under the ordinary light; B. vision under the fluorescent light; C. the merged vision

2 T Bk Y HEK293T 4ifif
Fig2 The HEK293T cells transfected by the recombinant plasmid
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Mr: relative molecular mass; 1-3: recombinant plasmid

B3 el Pk HEK293T 4047 Western blot #3ll HO-1

Fig3 Detecting the HO-1 in the transfected HEK293T cells by
Western blot
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A. vision under the ordinary light; B. vision under the fluorescent light; C. the merged vision

4l HO-1 R 48 5 7 s HEK293T 4
Fig4 HEK293T cells infected by the lentivirus carrying the HO-1
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7: ZEXIRA HUVEC; 6. 8. J&Ywi#M HUVEC

HUVEC:; human umbilical vein endothelial cells; Mr; relative mo-
lecular mass; 1 and 3; HEK293T cell infected with virus; 2 and 4
the uninfected HEK293T cell; 5 and 7; the uninfected HUVEC; 6
and 8: HUVEC infected with virus

5 JRYvEREEE R HEK293T/HUVEC 4T Western blot #3l] HO-1
Fig5 Detecting the HO-1 in the infected HEK293T/HUVEC cells

by Western blot
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A RIMAEEACE R HEK293T 40/l ; B. InAEE LR HEK293T 4/ ; C. A& g ik HO-1 () HEK293T 4Afiig; D. K
A E AL S HUVEC; E A RS HUVEC; o imA S = iid %k HO-1 i) HUVEC

A. the HEK293T cell without hydrogen peroxide added in the medium; B. the HEK293T cell with hydrogen peroxide added in the medium; C.
the HO-1-overexpression HEK293T cell with hydrogen peroxide added in the medium; D. the HUVEC without hydrogen peroxide added in the
medium; E. the HUVEC with hydrogen peroxide added in the medium; F. the HO-1-overexpression HUVEC with hydrogen peroxide added in

the medium

6 i HE AN HEK293T/HUVEC FEALMEF K HO-1 A4 4E

Fig6 Oxidative role of hydrogen peroxide on the HEK293T/HUVEC and the protective role of HO-1
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