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Effects of Aspirin on the Expression of Matrix Metalloproteinase-9 (MMP-9)
and Its Activity in THP-1 Macrophage Cultured in Vitro
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(Department of Biochemistry and Molecule Biology, The Third Military Medical University, Chongging 400038, China)

ABSTRACT Objective: To investigate the effects of aspirin on the expression of matrix metalloproteinase—9 (MMP~9) and
its activity in THP—1 macrophage cultured in vitro. Methods: Reverse transcription polymerase chain reaction (RT—PCR) was
used to detect the effect of Aspirin on expression of MMP9 mRNA in cultured macrophage based on THP—1. Gelatin zymogram
analysis was used to detect the effect of Aspirin on activity of MMP9 in cultured macrophage cells based on THP—1. Results:
Compared to the control group, different concentration of Aspirin (150,300,600,1200 umol/l) had no effect on the proliferation of
macrophage based on THP1, RT—PCR showed that different concentration (150,300,600,1200 ymol/l) of Aspirin can inhibit the ex—
pression level of matrix metalloproteinases 9 mRNA induced by PMA and its activity; moreover,with concentration dependence.
Conclusion: Aspirin can inhibit the expression of matrix metalloproteinases9 in THP—1 macrophage induced by PMA, and per—

haps affects the stability of atherosclerosis plaques.
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Fig.1 A: The proliferation effects of different concentration aspirin on
macrophage based on THP-1; B: The proliferation effects of 6001 M

aspirin after 6,12,24,36 hours.
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Fig.2 The MMP-9 mRNA analysis of macrophage based on THP-1: 1,
control group:2,150um aspirin group;3.300um aspirin group;4.600 um
aspirin group;5.1200um aspirin group.
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Fig.3 The determination of MMP9 activity in culture supernatant fluid:
1,2,3 presents control group at 24,48,72 respectively.
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Fig.4 Gelatin zymography analysis of matrix metalloproteinase9 in culture
supernatant fluid of macrophage based on THP-1 : 1, control group;
2.150um aspirin group; 3,300um aspirin group; 4, 600um aspirin group;
5, 1200um aspirin group.
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