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Abstract Objective: Interleukin-7 (IL.-7) plays an important role in the process of bone destruction in rheumatoid arthri-
tis. However, the specific mode of action of IL.-7 is not clear. Therefore, this study analyzed the effect of 1L.-7 on osteoclas-
togenesis and its related molecular mechanism. Methods: M-CSF, M-CSF + RANKL and IL-7 were used to induce
RAW264. 7 cells to differentiate into osteoclasts, respectively. The effect of IL.-7 on osteoclastogenesis was evaluated by
tartrate-resistant acid phosphatase (TRAP) staining. Then, JAK signaling pathway inhibitor (AG490)., AKT signaling
pathway inhibitor (1.Y294002) and JNK signaling pathway inhibitor (SP600125) were used to evaluate the effects of 1L-7
on bone solubility related active genes and protein secretion of osteoclasts by RT-PCR and ELISA, respectively. Western
blot was used to explore the molecular mechanism of 11.-7 promoting osteoclastogenesis. Results: 11.-7 could significantly
increase the number of osteoclasts in the absence of nuclear factor kB ligand (RANKL). IL-7 could significantly induce the
gene expression and protein secretion of osteoclast osteolytic related components, including matrix metalloproteinase-9
(MMP9) , cathepsin (CathK) ,tartrate-resistant acid phosphatase (TRAP) and calcitonin receptor (CTR). JAK (AG490)
and JNK (SP600125) signaling pathway inhibitors could significantly inhibit I1.-7-induced gene expression and protein se-

cretion. 1L-7 significantly induced the activation of JAK,

S5 4 31 [ 2018 4F T K 1 BVIEL G SRR 2 5 T AKT and JNK signaling proteins. Conclusion:I1.-7 can induce

(estc2018jxj1130011)
DWTTLYL T AN R BE B =B GHFYE 7010, 324100)
O PT  BE BE R
AEEEH E-mail; yellowsubmarinexj@163. com

osteoclastogenesis independent of RANKL,and its effect may
be achieved by activating JAK and JNK signaling pathways.
Keywords: interleukin-7; osteoclasts; macrophages; signa-
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