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Abstract:

inflammatory bowel disease ( IBD ).

Department of Gastroenterology, Nanfang Hospital,

Southern Medical

Decreased bone mineral density and osteoporosis is a frequent finding in patients with

With the development of IBD,

the incidence of osteoporosis is

increasing. Many risk factors are involved in this process, including Malabsorption of vitamin D, calcium,

vitamin K and other nutrients, steroid use and increase of inflammatory cytokines. In this review, we discuss

the molecular pathways involved in the process of osteoporosis in IBD patients.
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