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ABSTRACT

Osteoporosis and Bone-related Cytokines in Dental Hygiene

Hoon Kim' - Soo-Jeong Hwang” - Dokyeong Kim™*
'Konyang University Hospital
*Department of Dental Hygiene, College of Medical Science, Konyang University\
*Department of Dental Hygiene, Jeonju Kijeon College

Dental hygienists handle periodontal tissue every day. Since periodontal tissue contains hard and soft tissue,
dental hygienists need to cultivate scientific knowledge about bone tissue. This study introduces recent research
results on cells and cytokines related to bone tissue. Recently, bisphosphonate-related osteonecrosis of the jaw has
been reported, therefore we would like to present osteoporosis and osteoporosis treatment drugs and their side

effects in this study.

Keywords: Bone, Osteoporosis, OPG, RANKL, TGF-3





