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Effects of pulmonary surfactant on alveolar macrophage function after pulmonary contusion
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[Abstract] Objective To observe the effects of porcine pulmonary surfactant(PPS) on the function of pulmonary alveolar
macrophages( AMs) in wvitro, so as to explore the mechanism by which PPS treating pulmonary contusion in rats.
Methods
AMs were then cultured with media containing PPS (100 pg/ml or 200 pg/mbD , LPS (20 pg/mbD +PPS (100 pg/ml or 200 pg/

AMs were separated by adherent culture from bronchoalveolar lavage fluid of rats with pulmonary contusion. The

mD , or LPS (20 pg/ml) alone for 2 h. Then the phagocytic function of AMs in each group was examined with fungus. TNF-q«
mRNA was determined by RT-PCR in AMs of each group. AMs untreated with PPS and LPS were taken as blank control.
Results The phagocytic function of the AMs and the expression of TNF-¢ mRNA were not significantly affected by PPS alone
compared with the control group. LPS stimulation increased the phagocytic function of AMs and the TNF-o¢ mRNA expression
in AMs. PPS showed no significant effect on LPS-induced increase of phagocytic function of AMs, but it could greatly inhibit
LPS-induced TNF-a mRNA increase. Conclusion PPS has no noticeable effect on the phagocytic function of the AMs, but it
can inhibit TNF-¢ mRNA expression induced by LPS in AMs.
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VR 2 K DTTE A I IS R A, 8 T 37°C 5%
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Tab 1 Effect of PPS on phagocytic rate and
phagocytic index of macrophages in each group
n=10, ¥+s
Group Phagocytic rate Phagocytic index
Control 9.88+2.1 17.13+2.53
PPS100 10.75+2. 06 20+4, 37
PPS200 11.75+3.49 21.5044. 69

PPS100,PPS200: Porcine pulmonary surfactant 100 or 200 pg/ml
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Tab 2 Effect of PPS on phagocytic rate and phagocytic

index of macrophages stimulated with LPS

n=10, x+ts
Group Phagocytic rate Phagocytic index
Control 9.88+2.1 17.13+2.53
LPS 18.13+3.04" 35.5046.35"
LPS+PPS100 19.63+5.01" 36.13+5.38"
LPS+PPS200 21.3844.37" 36.2544.98"

LPS: Lipopoly saccharide (20 pg/ml); PPS100, PPS200: Porcine

pulmonary surfactant 100 or 200 pg/ml. * P<C0. 05 vs control group
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Fig 1 Level of TNF-a mRNA in macrophages
stimulated with PPS alone

PPS100,PPS200: Porcine pulmonary surfactant 100 or 200 pg/ml.
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Fig 2 Effect of PPS on TNF-o mRNA expression
in macrophages stimulated with LPS
LPS: Lipopoly saccharide (20 pg/ml); PPS100, PPS200: Porcine
pulmonary surfactant 100 or 200 pg/ml. * P <C0. 05 vs control;
AP<C0.05 vs LPS., n=10, 7=+
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