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Study of Expression and Relevance of htra2 in Macrophage and LPS
HAN Wen-zheng' , WU Hu', LI Xiao-yan', LI Hong-yan', YAO Yun-liang® , GUO Ke-ni' , ZHOU Xiu-mei'
(1. Xinyuan Institute of Medicine and Biotechnology, School of Life Sciences,

Zhejiang Sci-Tech University, Hangzhou 310018, China;

2. Institute of Immunology, School of Medicine, Zhejiang University, Hangzhou 310058, China)

Abstract: This study stimulates dendritic cell and macrophage with LPS(lipopolysaccharide) and finds
that the expression of HtrA serine peptidase 2(htra2) gene presents a variation trend of down-regulation
with the extension of stimulation time, indicating that htra2 in macrophage is regulated and controlled by
LPS. To further demonstrate the specificity of LPS stimulation, the experiment establishes VSV (Vesicu-
lar Stomatitis Virus) virus infected macrophage model and studies the correlation between htra2 variation
and effect of LPS stimulation on macrophage respectively from the protein level and positioning of htra2
with fluorescent quantitation PCR and immunoflurocence methods; establishes plasmid pKH3-htra2-HA of
htra?2 gene overexpression and detects the influence of overexpressed htra2 on macrophage’s production and
secretion of inflammatory factors IL-6 (Interleukin-6) and IL-1b (Interleukin-1b) with ELISA, Western
Blot and fluorescent quantitation PCR. The experimental result shows that hira2 is only regulated and
controlled in the system of LLPS stimulating macrophage and overexpressed htra2 will cause up-regulation
of expression level of macrophage 1L.-1b and I1.-6.

Key words: macrophage; LPS; VSV; immunoflurocence; 11.-6
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