studies also demonstrated that the suppression of KLE-5 by
silencing RNA resulted in a reduction of NFkB1 mRNA in IEC6
cells stimulated with lipopolysaccharide, indicating that KLF-5
is an upstream regulator for NFkB1 mRNA expression in IEC6
cells.” Taken together, it is most likely that the upregulation of
KLE-5 mRNA expression might lead to the enhanced expression
of NFkB1 mRNA in BM CD34+ cells, but not vice versa, in RA.
In addition, the upregulation of KLF-5 mRNA as well as NFkB1
mRNA in RA BM CD34+ cells might result in their abnormal
capacities to differentiate into fibroblast-like cells.

In summary, we demonstrate that KLE-5 mRNA expression is
upregulated in BM CD34+ cells independently of the systemic
inflammation or treatment regimen in RA. Although it is
strongly suggested that KLF-5 might be an upstream regulator
of NFkB1 mRNA in BM CD34+ cells, further studies to explore
the mechanism of abnormal expression of KLF-5 mRNA in BM
CD34+ cells would be important for a complete understanding
of the pathogenesis of RA.
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