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Downregulation of Paralemmin -3 Expression Inhibits the Inflammatory Reaction Induced by LPS in Alveolar Macrophages. Chen Xuxin,
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Abstract Objective To investigate the effect of downregulation of paralemmin -3 (PALM3) expression on the LPS - induced in-
flammatory reaction in rat alveolar macrophages ( NR8383 cells). Methods NR8383 cells were conventionally cultured and seeded in
6 — well plates. After the cell growth reached 70% confluence, NR8383 cells were treated with 0. Spg/ml for 12h. The expression and lo-
calization of PALM3 in NR8383 cells was determined by confocal immunofluorescence. And, the mRNA level of PALM3 were detected by
RT - PCR at 0, 3, 6, 12, 24 and 48h post LPS — stimulation. Another NR8383 cells were seeded in 24 — well plates. When the cell
growth reached 70% confluence, the cells were transfected by PALM3 siRNA. Meanwhile, an empty vector was used as a negative control
group and non — transfection NR8383 cells was used as a normal control group. At 48h after transfection, the protein expression of PALM3
in NR8383 cells was determined by Western blot analysis. LPS was administered into the cell culture medium at 48h post — transfection.
The culture supernatant and nucleoprotein were collected at 12h after LPS - stimulation. The concentrations of interleukin =8 (1L - 8)
and IL - 6 and the activity of nuclear transcrition factor — kB (NF — kB) were measured by ELISA. Results PALM3 was expressed in
NR8383 cells and LPS could upregulate the PALM3 expression in a time — dependent manner. PALM3 siRNA could suppress the expres-
sion of PALM3 in NR8383 cells effectively. Downregulation of PALM3 expression could significantly inhibit the production of IL -8 and
IL - 6 and the activation of NF — kB induced by LPS in NR8383 cells. Conclusion PALM3 are expressed in rat alveolar macrophages
(NR8383 cells) and LPS can cause PALM3 — induced expression. Downregulation of PALM3 expression can ameliorate the inflammatory
reactions to LPS in NR8383 cells.
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