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[ABSTRACT]
tiation and mature of RAW264. 7 macrophages into dendritic like cells (DC) .

Dendritic Cells;
Aim To investigate the effects of lipoxin A, (LXA,) on lipopolysaccharide (LPS) <induced differen—
Methods RAW264.7 murine macro—
phages were respectively treated with LPS (0 wg/L and 100 wg/L) , LPS (100 pg/L) together with LXA, (100 nmol/L
and 500 nmol/L) .  Cells surface markers (CD80, CD86 and MHC-I) were analyzed by FACS, and cell morphology was
Results

Lipoxin A,; Macrophages; Inflammation;  Atherosclerosis

observed by laser scanning confocal microscope and phase contrast microscope. LPS could significantly pro—
mote the differentiation of RAW264. 7 murine macrophages into DC and the expression of surface molecules (CD80, CD86,
MHCAHID) (P <0.01), and LXA, could inhibit the differentiation of LPS-stimulated RAW264. 7 murine macrophages and
down-regulate the expression of CD86 and MHCHI, but had no significant effect on the expression of CD80. Conclu—
sion LXA, could negatively regulate the differentiation of RAW264. 7 into DC and inhibit the maturation of DC, which

may inhibit the pathogenesis and development of atherosclerosis by negatively regulating immuno-inflammatory response.
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Table 1. Effects of LPS on the expression of dendritic cell
surface molecules (CD80, CD86, MHC-I) and the regula—
tion effects of LXA, (x +5,n =6)

54 M CD80 CD86
X HEZH 46.6 £3.68 56.5+4.18 26.5+2.12
LPS 4 73.3 £5.23" 81.6 £5.71" 46.8 +3.62"
LPS + XA, -H 4 65.8+4.85° 65.6+5.12" 35.7+3.21"
LPS + LXA, L. 21 68.6+5.05° 71.2+5.80" 39.6 +3.54"

MHCAI

a A P<0.0l, 5XEEALE ;b A P <0.01, 5 LPS HIL# ;e N P >
0.05, 5 LPS 4 th#s -
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Figure 1. The dendritic cell morphology observed by laser scanning confocal microscope
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Figure 2. The dendritic cell morphology observed by phase contrast microscope
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Figure 3. Effects of LPS on the expression of dendritic cell surface molecules and the regulation effects of LXA,
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