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Introduction
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* This study was designed to characterize non-linear
relationships among pro-inflammatory and degradation-
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« Positive Biomarker Production patterns indicate that similar factors stimulate production of the ranking and testing biomarker by the OA cartilage

+ The H1 pattern (A) indicates that factors that initiate production of both biomarkers may shared, but factors that increase the production of the
ranking biomarker do not increase the testing biomarker

« The H2 pattern (B) indicates a stronger positive relationship between biomarkers, with potentially similar factors regulating production of both

production level of another biomarker (ranking)
produced by OA cartilage.

+ The H3 pattern (C) indicates that factors that stimul the high level of production by the ranking and testing biomarker may be shared.
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4. Media were tested for MMP-1, MMP-2, MMP-3, MMP-7, =« The data from this study indicates that there are non-linear relationships between inflammatory and
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5. The media biomarker data were standardized to the degradation-related _blomarkers produced my OA cartilage may prowdt_e |_nS|ght into novel regulatory
weight of the explant for analysis. Each biomarker was pathways that contribute to the development and progression of OA clinically.
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based on production level, approximately 25% of all | ° ldentifying these mechanistic intracellular signaling pathways and relating them to severity of OA
samples in each quartile. A Kruskal Wallace test with may allow for the identification of novel targets for therapeutic intervention for the treatment and

post-hoc analysis and Bonferroni correction were used prevention of OA c|inica||y
to determine significant differences between groups

with significance (p<0.05)
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