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The supression function of M inocycline to the function that rhHGF stimulates ECV304 cell line to express
MMP-9

LIU Yang, ZHENG M in(Depa rtment o f Rheumatology o f the Second Affiliated Hospital, College ofMedical Science, Zhejiang Uni-
versity, Hangzhou 310009, China)

ABSTRACT: OBJECTIVE To investigate the function that thHGF stimulated ECV304 cell line to express MMP-9 and the suppres-
sion function of minocycline. METHOD To draw nomal growth curve of ECV304 cell line in order to make sure its optimal growth
concentration and logarithm growth time; To make sure the valid concentration of thHGF and minocycline; To test MMP-9 expression
level by Flow cytometer. RESULTS (O The optimal growth concentration of ECV304 cell line was 1. 0E +4/mL and logarithm growth
time was 3 ~5days. The valid concentration of thHGF was 8ng/mL and the valid concentration of m inocycline was 1. 0E-5mol/L. @

The expression level of MMP-9 was 39.74% in controls. Cell livability was 1.388169 £0.102033( P <0.01) when acceded to culture
medium with thHGF 8ng/mL, and the expression level of MMP-9 was 40.32% . Cell livability was 0. 294526 £0.076829( P <0.01)

when acceded to culture medium with m inocycline 1. 0E-Smol/L, and the expression level of MMP-9 was 19.92% . & Cell livability
was 0.397291 £0.099504( P <0.01) when acceded to culture medium with thHGF 8ng/mL after 1 5m inutes acceding m inocycline 1.

OE-5mol/L to culture medium, and the expression level of MMP-9 was 22.28% . CONCLUSION thHGF could stinulate the prolif
eration of ECV304 cell line and increase the protein expression level of MMP-9. Minocycline could suppress the proliferation of
ECV304 cell line and decrease the protein expression level of MMP-9. Minocycline could interrupt the proliferation of ECV304 cell line
caused by thHGF and decrease MMP-9 protein level.
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Fig1 The function of hHGF to ECV 304 cell line
* P<0.01, * * P<0.05, vs cell livability in control group by q-test
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Fig 2. The function of m inocycline to ECV304 cell line
* P <0.0l, vs contol group. #P < 0. 05 vs minocycline 1. 00E -
05mol/L group

O rhHGFEng/ml

1.8 M rhHGF8ng/ml+minocycline

cell livability (%)

concentration(mol/L)

3 minocycline  thHGF ECV304

Fig3 The suppression function of minocycline to thHGF stimu-
lating ECV304 cell line prolife ration

* P<0.0l, vs hHGF8ng/mL group. # P <0.01, vs thHGF8ng/mL +

m inocycline 1. 00E-05mol/L group

Chin JMAP, 2005 April, Vol 22 No. 2 c 97



File: 2030729-Con.001
Total Events: 10000

Flle: 2030718.001
Total Events: 8100

File: 2030718.008
Total Events: 10000

Marker % Gated Mean Marker % Gated Mesn Marker % Gated
Al 100.00 751 Al 100.00 24.87 AN
MMP-8 FITC + 1.21 3314 MMP-8 FITC + 28,74 35.713 MMP-8 FITC +
igG2b FITC U887 721 gG2b FITC

A Y%Gated: 19.92%
] Mean: 34.44 :

Fig4 The expression of MMP-9 after different treatments
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