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Osteoarthritis(OA) is a multifactorial disease and the most
frequent of all musculoskeletal diseases including rheumatoid
arthritis and osteoporosis
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Microscopical Study
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Cellular Aggregates From Human OA Cartilage

Phenotypic variability of OA chondrocyte
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Phenotypic variability chondrocyte
within an OA rat Modelo
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HYPOTHESIS

"Activation" and "Transdifferentiation" of the chondrocyte phenotype

INJURY REPARATIVE STAGE DEGRADATIVE STAGE CHONDROPTOSIS

Normal Perlecan MMP-3 Caspase 3-LC3

Kouri JB, Lavalle C. 2006

Roach T. Aigner T Kouri J.B.
Almonte et al. 2010




Osteoarthritis Pathogenesis
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ARTICULAR CARTILAGE

Cytokines balance
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Statistical Microscopical Analysis
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Statistical Western Blott
Analysis
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Expression of Latexin in the articular cartilage
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CONCLUSION

Our results suggest that during OA progression chondrocytes undergo dramatic phenotypic changes and
display signaling transduction machinery capable of inducing its own morpho-functional changes. In early
OA, chondrocytes increase ER and Golgi in order to synthesize proteins required for ECM reparation.
However, when the repair capacity is overwhelmed, chondrocytes begin the synthesis of catabolic molecules
like IL-1B, IL-6, TNF-a that stimulate an inflammatory process and degradation of ECM by metalloproteases
like MMP3 and MMP-13. Furthermore, the decrease of anti-inflammatory molecules in OA could be involved
at the beginning of the disease. Finally, when chondrocytes loose their reparative capacity, execute its own

cell death program that includes both autophagy and apoptosis, which called chondroptosis.




