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Abstract Objective To study the relationship between E2F2 and the pathological features of RA and the mechanism of E2F2 ex-

pression. Methods The interference efficiency was detected by RT — PCR after RA FLs transfected with E2F2 siRNA. The cell prolifera-
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tion was analyzed by MTS and the expression of numerous genes was tested by ELISA. To analyze the influence of E2F2 in the immune re-

sponse by RT — PCR, RA FLs were separately treated with TNF — a and PDTC. The way of regulating E2F2 experssion was tested by

Chip. Results Compared with negative control groups, the level of E2F2 mRNA were decreased in the cells transfected with E2F2 siR-
NA(P <0.01). Silencing E2F2 suppresses the proliferation of RA FLs (P <0.05). TNF - « regulates the expression of E2F2 in RA FLs

via the NF — kB pathway. Conclusion Up - regulation of E2F2 is associated with the process of RA and TNF — « regulates the expres-

sion of E2F2 in RA FLs via the NF — kB pathway. Thus E2F2 might be a potential target for use in the development of new therapeutic ap-

proches of RA.
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