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[BE) B WEEFRLESE S 9(matrix metalloproteinase-9, MMP-O) HI 3 /i & J& I AR 7
-1 (tissue metalloproteinase inhibitor~1, TIMP-1)7E 3 R #% #£ 3¢ 17 & (theumatoid arthritis, RA)IBEAR
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£ RA 4 MMP-9,TIMP-1 EixfyFH¥E#E (60.00%F1 73.85%) BT HHERXT # (osteoarthritis, 0A)4H
(10.00%F1 30.00% ) B X 3 IE % ¥ 4 (0.00%F1 0.00%) (3 P<0.05). MMP-9 LX & TIMP-1 7 RA i
19 TR 4 P P 3 35 1) B E 2 (69.23%F1 60.00% ) 75 T 18 B T 4 4 (53.85%#1 35.38%) (39 P<0.05). T
A B MMP-9 R TIMP-1 BE#E 40 M &5 7= 9 B &5 A BRCR 7 T A MK K 4 MU . B MMP-9 5 TIMP-
12 AEXE BENMMEEH(r=0.783,P=0.001), &it MMP-9 5 TIMP-1 £ RA A4+ RXYHE
FE EFEEEANREXREE TEMEENE NMIELEE RAMRFBIM SH —E0XHKIER.
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Research of the MMP-9 and TIMP~1 in the pathogenesis of rheumatoid arthritis
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[Abstract] Objective To detect the expression of the MMP-9 and TIMP-1 in the lining cell of syn-
ovium and subsynovial tissue of rheumatoid arthritis and to evaluate the role they play in the mechanism of RA.
Methods The expression of the MMP-9 and TIMP-1 were detected by ABC immunohistochemistry in the tis-
sue of 65 theumatoid arthritis cases, and to compare their distribution feature in synovium and subsynovial tis-
sue. Results The expressed positive rates of MMP-9 and TIMP-1 in RA group (60.00% and 73.85%) were
higher than in QA group(10.00% and 30.00%) and approximate normal synovium group (0.00% and 0.00%)(ail
P < 0.05). The expressed positive rates of MMP-9 and TIMP-1 in lining cell of RA (69.23% and 60.00%) were
higher than in the subsynovial tissue of RA (53.85% and 35.38%)(all P < 0.05). The brown granules were ob-
served by microscopy, which were the expression product of MMP-9 and TIMP-1 in the synovium and subsyn-
ovial tissue of RA. and there was significant correlation between MMP-9 and TIMP-1 (r,= 0.783,P= 0.001).
Conclusion The expression of MMP-9 and TIMP-1 are all positive in tissue of RA and there is significant
correlation. Thereby, this proves that they have certain association in the pathogenesis of rheumatoid arthritis.

[Key words) Anthritis, rheumatoid; Matrix metalloproteinase 9; Tissue inhibitor of metalloproteinase-
1; Immunohistochemistry
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