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Abstract: Objective To isolate and identify mRNA-bingding protein regulating stability of osteopontin(OPN) mRNA at postt-
ranscriptional regulation level after combination with 5' untranslated region(5'-UTR) of OPN in HepG2 and Hep3B hepatoma
cells. Methods ~ Affinity purification method was applied to isolated and purified OPN 5'-UTR-binding proteins, the digested frag-
ment was subjected to mass spectrometry analysis for protein identifying. Eukaryotic translation elongation factor 1A(EF1A) siR-
NA was transiently transfected into Hep3B cells to inhibit EF1A, (pcDNA 3. 1+ EF1A) plasmid was transiently transfected into
HepG2 cells to over express EF1A,and then the expression of OPN protein and changes of OPN mRNA half-life in cells was detec-
ted by Western blot and real-time PCR., respectively. Results Mass spectrometry analysis confirmed the binding protein as a eu-
karyotic translation EF1A. Over-expressing EF1A in HepG2 cells decreased OPN protein expression via accelerating degradation of
OPN mRNA,and down-regulating EF1A expression using siRNA technique in Hep3B cells enhanced stability of OPN mRNA,and
thereby promoted the expression of OPN protein. Conclusion EFI1A interacts with OPN 5'UTR as a destabilizing factor and at
least partially determines the expression of OPN in Hep3B and HepG2 cells.
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