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Role of a Zing Finger Protein in Atherosclerosis via Regulation of Macrophage
Differentiation and Function
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Zing Finger Protein 329 (ZFP329) was suggested to play a role as a
atherosclerosis-promoting factor by inducing proinflammatory M1 macrophage population, enhancing
macrophage foam cell formation via suppression of cholesterol transporter Erotein expression, and
inhibiting intracellular signal transduction of TGF-B (Transforming growth factor-f ), which
ameliorates and stabilizes atherosclerosis, from in vitro experiments. We are now continuing to
generate ZFP329 deficient mice and are planning to perform further analysis of ZFP329 function
utilizing these mice in future.
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Primer pair 1 (LacZ)
LacZ FW:TGT GCC GAA ATG GTC CAT CA
LacZ RV:GTA TCG CCA AAA TCA CCG CC

Primer pair 2 (Long Range PCR)
3’ Universal (CSD-RAF5-F): CACACCTCCCCCTGAACCTGAAAC
GR3: CATTACAGTCATCGGTGGCTGAGTAGTTGC

Primer pair 3 (Long Range PCR)
5 Universal (LR-5En2frt-R): GGTGGTGTGGGAAAGGGTTCGAAG
GF3: GAAGCAACTGAACCTCTAGGACGCGTGCG
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