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Study of Cathepsin S on type ][ collagen secreted by RA chondrocytes”
ZHAO Jinjun', HUANG Qin' ,REN Hao' ,OUYANG Qingqing' WU Jing® ,YANG Min'®
(1. Department o f Rheumatology and Immunology . Nanfang Hospital ;2. Department o f Rheumatology

and Immunology s Zhujiang Hospital ,Southern Medical University ,Guangzhou,Guangdong 510515,China)

[ Abstract] Objective To co-culture synovioblast, synovial macrophages, mastocyte and chondrocyte in
order to find the cellular type with greatest impact on secreting type [ collagen in RA chondrocytes and its
mechanism. Methods C57BL/6 mice were selected for constructing the CIA animal model,and mouse synovial
fibroblasts, peritoneal macrophages, bone marrow-derived mast cells and articular chondrocytes were per-
formed the primary culture and co-culture. Specific inhibitors of Cathepsin S (LHVS) and non-specific inhibi-
tors (E64) were added,and the mast cell activators (C48/80) and membrane stabilizers (DSCG) were added.
The supernatant and chondrocytes were collected and the expression of cathepsin S and type [ collagen were
detected. Results Cathepsin S was expressed in macrophages and mast cells,but not expressed in synovial fi-
broblasts. Synovial fibroblasts activated with TNF-alpha had no effect on the expression of type [ collagen in
chondrocytes. Macrophages and chondrocytes co-culture could decrease the amount of type [ collagen
[(8.7942.79)ng/mL ], while which in the control group was (17. 75+2. 84)ng/mL, but the amount of type
I collagen recovered after Cathepsin S inhibition[ (16. 15+ 3. 05 ng/mL in the LHVS group and (12.55=+
2.64) ng/mL in the E64 group ]. When chondrocytes and mast cells were co-cultured,the type [I collagen a-
mount secreted by chondrocytes was significantly decreased in activated mastocyte [ (9. 82+ 0. 42) ng/mL,
which in the co-culture control group were [ (26. 09+3. 34)ng/mL) ,but the type [I collagen amount secreted
by chondrocytes was back to original amount after inhibiting Cathepsin S [(30. 2142, 57ng/mL and (29. 68+
2.15)ng/mL respectively). mRNA of type [l collagen in chondrocytes was detected by RT-PCR, but no differ-
ence was found. Conclusion Macrophages and mast cells are two major sources of cathepsin S,and Cathepsin
S might be the main factor disrupting the type [[ collagen secreted by chondrocytes.
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