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Induction of monocyte chemoattractant protein— 1 secretion from lung ep-
ithelial cells by trypsin
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[ABSTRACT] AIM: To investigate the actions of trypsin on the secretion of monocyte chemoattractant protein— 1 (MCP-

1) from human lung epithelial cells. METHODS: A549 cells were cultured in a 12— well culture plate. The challenge was per-
formed by addition of various concentrations of trypsin or trypsin inhibitor into each well, respectively. After 2 h, 8 h or 16 h, the
reactions were terminated by removal of the supernatant from each well. A sandwich ELISA was used to determine the levels of MCP
— 1 in supernatants. RESULTS: Following 16 h incubation, trypsin was able to induce concentration— dependent secretion of MCP
— 1. As low as 3 Hg/ L trypsin was able to induce MCP— 1 release from epithelial cells, and the maximum of accumulated release
of MCP- 1 was observed with 100 Hg/ L trypsin, which was 3 fold more than baseline release. However, trypsin at 300 Hg/ L did
not induce significant MCP— 1 secretion. Soybean trypsin inhibitor (SBTI) inhibited trypsin- induced MCP- 1 secretion, but a,—
antitrysin (aj— AT) did not. The time course showed that the actions of trypsin initiated at 2 h and reached their peak at 16 h.
CONCLUSION: Trypsin is a potent secretogogue of MCP— 1 release from cultured human lung epithelial cells, and itself action
can be inhibited by SBTI.
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Fig 1 Effect of trypsin (T) on the release of MCP— 1 from A549
cells. Cells were incubated with trypsin for 16 h. x *s.
n=5. " P< 0.05 vs control (Student’s ¢ test) .
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Fig 2 Time course for MCP— 1 release induced by trypsin (T,
Ug/L). % £s. n=5. " P< 0.05 vs the MCP— 1 released

at the previous time point (Student’ s ¢ test) .
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Tab 1 Effect of aj— AT on MCP- 1 secretion (x £s. n= 10)

Compound (mg/ L) MCP- 1 (ng/L)

Medium alone 24.1%1.7
a,— AT 10 29.5+1.8"
a— AT 30 29.7%1.5"

" P< 0.05 vs medium alone.
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Fig 3 Effect of soybean trypsin inhibitor ( SBTI) on the release of

MCP- 1 from A549 cells induced by trypsin (T) . Cells were
incubated with trypsin and SBT1 for 16 h. Data are expressed
asx Ts. n=5. " P< 0.05 vs corresponding trypsin alone
(Student’ s ¢ test) .
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Fig 4 Effects of a;— antitrypsin (a;— AT) on the release of MCP—

1 from A549 cells induced by trypsin (T) . Cells were incu-

bated with trypsin and aj— AT for 16 h. x £s. n= 5.
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