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to investigate the effect of C—T substitution in ApoM promoter —778 bp region on ApoM gene expression.

Gene Modulation

Aim To construct PGL3-ApoM luciferase reporter vector containing ApoM gene regulation area, and

Methods

Human chromosome DNA fragments containing ApoM gene were amplified by PCR, and the DNA fragments consisting of

ApoM TT and CC genetypes were separately selected, then PGL3 vector including above two different DNA fragments was

constructed.

cultured for 48 h, activity of firefly luciferase was measured.

genetype was significantly lower than that for TT genetype.

may inhibit ApoM gene transcription.
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Recombinant vector were contransfected into HepG2 cells by using cationic liposome method.

Cells were
Results Relative activity of luciferase for ApoM CC

Conclusion -778 bp C—T substitution in ApoM gene

It may be the important factor of the ApoM gene expression.
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Table 1. Analysis of relative activity of luciferase in differ-

ent reporter vectors

V| TOCR MG T
pGL3-basic 3.64 +0. 89
pGL3-control 1688. 86 £45. 35
pGL3 -778C 460.91 +12. 58
pGL3 - 778T 2549. 87 £63. 50"

a iy P<0.05,%5 pGIL3 -778C [L#K,
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Figure 2. The part of DNA sequences of the polymorphic region ( C nucleotide (above) and T nucleotide ( below) at —778)

in proximal promoter region of the ApoM gene
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