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Effect of ferroportin deficiency in myeloid

lineage cells on osteoclast differentiation
Zhou Jian Wang Lei Chu Bin
( Dept of Orthopedics The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To elucidate the effect of deletion of ferroportin in osteoclast lineage cells on osteoclast dif-
ferentiation. Methods The Fpn-flox/flox; Cre/ + mice were designated as myeloid ( FpnALysM) Fpn knockout
mice. The Fpn — +/ +; Cre/ + littermates were used as controls. The macrophages from both knockout mice and
controls were culture with RANKL and M-CSF then TRAP staining RT-PCR and Western blot were used to detect
the difference between two strains. Results There was a significant increase in osteoclast formation in Fpn-deple—
ting BMM cultures compared to controls from TRAP staining. The accelerated osteoclastogenesis in Fpn-null BMMs
was further confirmed by a higher mRNA expression of osteoclast marker genes NFATcl and PGCA B in Fpn-null
osteoclast lineage cells than in control ones ( P <0.01) . Similarly loss of FPN resulted in elevation of protein lev—
els of CTSK NFATcl and PGC in the course of osteoclast differentiation. Conclusion FPN deficiency in my—
eloid lineage cells stimulates osteoclastogenesis in vitro.
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