Is the mutual signaling relationship between TNF-( and Mstn is described as “feed forward.” Is this a true positive feedback loop? Why or why not?

TBARS data suggested that lipid peroxidation was not the source of the Mstn-induced ROS, but the authors admit TBARS levels can be inconsistent and overestimated. We see a significant increase in TBARS level in WT versus Mstn -/- nice. How could we better examine lipid peroxidation as a potential generator of Mstn-induced ROS?

Osteoporosis, diabetes, and heart disease are three important healthcare issues we are facing today which Mstn plays a role in. Do we face the same ethical challenges when we consider pharmaceutical intervention here? What potential negative effects might come of decreased cellular Mstn?
