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Abstract: [ Objective] The study was to examine the expression of matrix metalloproteinase-2, 9
(MMP-2,9) and tissue inhibitors of metalloproteinase-1,2 (TIMP-1,2) in Tanapox virus (TPV) infection
and their relationship with TPV infection. [Method) The inhibitory effects of MMP-2 or MMP-9 high se-
lective inhibitors on TPV infection and the cell toxicity of them in OMK cell were tested respectively. Ge-
latin zymogaphy and Real time PCR were applied to evaluate the protein levels of MMP-2,9 and the mRNA
levels of TIMP-1,2,respectively. [Result] TPV infection was inhibited by MMP-2 and MMP-9 inhibitors
through decreasing the MMPs activity without OMK cell toxicity. The protein levels of MMP-2 and MMP-
9 were up regulated during TPV infection. At the same time, the mRNA levels of TIMP-1 and TIMP-2
were down regulated during TPV infection. [Conlusion] MMP-2 and MMP-9 play an importnt role in TPV

infection and possible are factors to promote the infection. Perhaps TPV infection is associated with imbal-
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ance of MMPs/TIMPs, especially MMP-9, MMP-2, TIMP-1 and TIMP-2.
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Fig. 1

Inhibition effects on TPV infection with MMP-2 or MMP-9 high selective inhibitors.

*.means P<C0. 05 compared with control; x %. means P<C0. 01 compared with control
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Fig. 2 The toxicity of MMP-2 [ and MMP-9 | inhibitors on OMK cells
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Fig.3 TPV infection decreases the mRNA expression of TIMP-1 and TIMP-2

24HPI

48HPI
MOI

72HPI

E 3 TPV &YX} OMK 4t TIMP-1 1 TIMP-2 mRNA 33k i 5% I

MOI 0 0.001 0.01 0.1 1

MMP-9

MMP-2

MMP-9

MMP-2 |

MMP-9

MMP-2

F 4 TPV @YXt OMK 40 1% 5% i W MMP-2 1 MMP-9 & H it

24HPI

48HPI

72HPI

KTy

A. 92 ku ) MMP-9 5% 72 ku i MMP-2; . 1 B B2 5 MMP-2 5 MMP-9 #9364 JE X

Fig. 4

Influence of TPV infection on MMP-2 and MMP-9 protein expressin levels

Representative gelatin zymogram indicating the 92 ku and 72 ku pro-enzyme forms of MMP-9 and MMP-2,

respectively(triangle) ,as well as active,cleaved forms of each(asterisk)
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