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HEPC1 and HEPC2 gene transfection increases iron retention in RAW264. 7 cells

WANG Yuan-zhong, CHEN Bin, LIAO Rong-xia, ZHOU Jian-xin ( Department of Biochemistry and Molecular Biology, College
of Medicine, Third Military Medical University, Chongging 400038, China)

Abstract; Objective To observe the effect of HEPC1 and HEPC2 gene transfection on iron retention in
RAW264.7 cells. Methods RAW264.7 cells were transfected with pcDNA3, pcDNA3/HEPCI or pcDNA3/
HEPC2 by lipofectin reagent. The positive clones of the transfected cells were obtained by G418 screening, and
were identified by RT-PCR. After identification, the positive clones (1 x 10°/ml) were cultured in 12-well
plates and treated with 25 wmol/L FeCl, and 1 pCi/ml *FeCl, for 24 h. To evaluate the effect of HEPCI and
HEPC2 on iron store in RAW264. 7 cells, all the RAW264. 7 cells were washed three times with PBS and coun-
ted for radioactivity of 10° cells in a gamma counter. To evaluate the effect of HEPC1 and HEPC2 on iron re-
lease in RAW264. 7 cells, all the treated RAW264. 7 cells were washed and continued to be cultured in IMDM
with 10% FCS for 8 h. Cells and their supernatants were collected and counted for radioactivity in a gamma
counter. The percentage of iron release was calculated as [ epm in supernatant/ ( cpm in supernatant + cpm in
cells) | x100. Results The iron store of RAW264. 7 cells stably transfected with pcDNA3/HEPCI and peD-
NA3/HEPC2 respectively increased by 1. 65-fold and 1. 71-fold, and the iron release reduced to 67. 6% and
57.9% of RAW264.7 cells stably transfected with pcDNA3. Conclusion HEPCI and HEPC2 gene transfec-
tion increases the iron retention in RAW264. 7 cells.
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~70 % B FIRG i {A lipofectin g7 4% U, Jr k2 B M1 43, 45
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