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Discussion
 Osteogenesis imperfecta (OI) is a genetic disorder that often affects the bones of an individual and thus causing cases of bones that break with ease. The OI condition may either be mild or severe and it is often accompanied by symptoms that include short heights, blue tinges to the white parts of the eyes, loss of hearing, breathing problems, loose joints, and teeth problems. OI however often occurs with complications that include aortic dissection and cervical artery dissection (Rauch & Glorieux, 2004).  OI often occurs in people when there is a problem with the connective tissue and such are caused by lack of type 1 collagen. Individuals then inherit OI because of mutations and it has no cure. OI can, however, be maintained by ensuring a healthy lifestyle of exercising and doing away with smoking o prevent the occurrence of fractures. 
Fibrodysplasia ossificans progressive (FOP) on the other hand is a disease of the connective tissue and it is extremely rare in many cases.  FOP only occurs in severe cases and it leads to disability too since its cure has never been established. Medical experts refer to FOP as the only medical condition that can make one organ system to change into another. FOP is majorly caused by a mutation of the body’s mechanism of repair and thus causing the fibrous tissue to become ossified spontaneously or get damaged (Kaplan et al, 2009). Some of the fibrous tissues that are often interfered with when experiencing FOP include the tendons, muscles, and ligaments. Minor injuries of the FOP disease are related to causing joints to get frozen in a place permanently and enabling a new bone to form and replace the muscle tissue that has been damaged. The new bone then develops a secondary skeleton and also ends up progressively restricting an individual’s ability to move. In case of surgical removal of the newly formed bones, the body will automatically repair the area with even more bones and thus the condition cannot be treated ever. Individuals suffering from FOP can, however, decide on the position they would take for the rest of their lives since they cannot be cured.
Comparing the two diseases, both affect the bone structure of an individual. Despite having FOP as a connective tissue disease, it interferes with the growth and shape of bones in people because it enables permanent growth of new bones whenever one has been injured or replaced (Pignolo et al, 2011). Just like FOP, OI too affects the bones and makes them break easily. The two diseases also occur among people of all ages and would interfere with children, youths, adults, and even people in their old age. Further, FOP and OI both have no permanent cure but can just be maintained to make life bearable.
Contrasting the two diseases, FOP is mainly experienced in severe cases with limited mild ones whereas OI ranges from mild to severe cases. OI is a genetic disorder that people can inherit from their parents but FOP is a connective tissue disease that can affect anybody irrespective of their histories (Forlino & Marini, 2016). FOP too has an option of surgical removals even though it never solves the entire problem but OI lacks such and would just require a healthy lifestyle to maintain. 
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