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Osteoarthritis (OA) is a leading cause of pain, lost training and competition days, and abandonment in 
many parts of the equine industry. Since there is no cure for OA, the best we can do is prevent the onset 
and slow the progression of disease.  

OA is a disease of the joints. Cartilage lines the bones where they contact on the joints. This is a highly 
specialized and unique tissue, consisting mostly of collagen, that is produced from underlying cells and is 
in a state of continuous revitalization. It allows smooth, frictionless movement.  

Altering the continuous revitalization of the cartilage leads to a loss of cartilage and, eventually, failure 
of the joint. This can be caused by direct traumatic injury to the joint, simple joint strain from overuse, 
or spillover from nearby inflamed tendons.  

In an effort to heal the injured cartilage the body activates an inflammatory process that attracts 
inflammatory cells and inflammatory mediators, such as interleukins1. One side effect of the 
inflammatory process is the overproduction of reactive oxygen species (ROS)2, which results in 
destructive actions through oxidative stress. More specifically, inflammation and ROS cause accelerated 
cartilage breakdown and decreased cartilage production. As a consequence, the cartilage slowly begins 
to degrade resulting in pain and joint dysfunction.  

Given this, the goals of therapy are to (i) reduce the inflammation, (ii) counteract the ROS, and (iii) 
increase collagen formation because once the inflammation is under control and the mediators are 
neutralized, revitalization of joint tissue generation can begin.  

Respidox is ideal for this therapy. It decreases inflammation through the direct actions of NF- κB 
signaling3 and it reduces reactive oxygen species4. As a consequence of the application of carbon 
dioxide directly to the affected tissue and joints, inflammation is decreased and the destructive actions 
of the ROS a neutralized. With that, pain and swelling is reduced and the result is a healthy environment 
for the formation of new tissue and collagen.  
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