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The purpose of this study is to analyze the expressional change of the Tim-3 and
its ligand galectin-9 in the process of inflammatory bone destruction. In normal rats, Tim-3 expression
was well consistent with the location of osteoclasts and their mononuclear precursors. Expression of
Tim-3 ligand galectin-9 was detected in the bone marrow periphery facing to the bone surface. In
contrast, expression of Tim-3 and its ligand galectin-9 was detected in whole areas of marrow cavity. To
know the function of Tim-3 in osteoclastogenesis, galectin-9 was added to the cultures of evaluating
osteoclast differntiation in vitro. Galectin-9, markedly inhibited osteoclastogenesis. When galectin-9
was injected around the ankle joint of the rats with adjuvant-induced arthritis, inflammatory bone

destruction was marketly suppressed. This research shows the possibility of developing a novel therapy
using an new regulatory system of Tim-3/galectin-9.
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