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The overall goal of the research activities at this interdisciplinary research institute is to better
understand the reasons for degeneration and diseases of the musculoskeletal system and to develop
improved therapeutical strategies. The various research groups of the institute deal with basic and
applied research projects which are related to bone metabolism and regeneration in healthy, diseased
and injured patients, mechanotransduction in bone, intervertebral disc regeneration and biomechanics
of the spine and joints.

One of our research teams focuses on fracture healing in osteoporotic bone. Osteoporosis is one

of the most prevalent diseases in the aged population. It predominantly affects postmenopausal
women, but also older men, and is characterized by an imbalance between bone formation and
resorption. The resulting bone loss leads to fragility fractures. Fracture healing is often associated
with complications due to the reduced regenerative capacity of the osteoporotic bone. The underlying
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Influence of complement on
bone cells (Schongraf P. et
al. Immunobiology, 2013,
IL-6R 218:1-9)
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