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Abstract

Cui Yang, Zhang Chunyang, Yang Wendian, et

Objective To investigate the modulation mechanism of miR — 196b in osteoclast differentiation. Methods After the es-
tablishing the goat models with skull defects, the skull tissues were collected from both goats with skull defects and healthy goats with nor-
mal development as samples. Gene sequencing analysis was then performed for the skull tissue samples, and the miRNAs with obvious dif-
ferential expressions were acquired. KEGG pathway analysis was carried out with the miRNAs as the object, and the target genes of miR -
196b were predicted by gene target prediction software, and the function of miR —196b in osteoclast differentiation and the its relationship
with the target genes. Results miR —196b presented high expression in the skull tissues of the skull defect group; the miRNAs with ob-
vious differential expressions in the two samples presented enrichment in the osteoclast differentiation pathway; and the miR — 196b modu-
lated target genes play a role in the modulation pathway of osteoclast differentiation. Conclusion The highly — expressed miR - 196b par-
ticipates in the modulation of the target genes including AKT, JNK, STAT2 in the osteoclast differentiation pathway, and this modulation
function may have influences on the metabolism of bone tissues.
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