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associated with tumor size lymph metastasis and TNM staging. Functional studies showed that HOTTIP over-ex—

pression promoted cell proliferation while HOTTIP silencing induced cell apoptosis. Silencing HOTTIP expression

could promote the increase of bax and caspase-3 active fragments inhibit the expression of bcl2 and induce apop—

tosis. In addition the basestar software showed that sequence of HOTTIP contain potential binding sites for miR-

137 and HOTTIP expression is negative correlated with miR-137 expression in lung cancer tissues. Conclusion

HOTTIP acts as an endogenous competing sponge of miR-437 which may attenuate the antitumor activities of miR—

137 and promote lung tumorigenesis and development.
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Identification and functional analysis of new ARAP3

and VAV2 interaction model
Xu Guangsheng Xu Wenjuan Song Xueyan et al
( Dept of Biology Anhui Medical University Hefei 230032)

Abstract Objective To study the new interaction model between adenosine diphosphate ribosylation factor 6
guanosine triphosphatase activating protein 3 ( ARAP3) and VAV guanine nucleotide exchange factor 2 ( VAV2)

further to analyze their possible physiological functions. Methods FEukaryotic expression wild type and mutantion
plasmids of ARAP3 and VAV2 were constructed respectively. The co-immunoprecipitation assays with transfected
human cervical carcinoma cells ( HeLa cells) and human embryonic kidney cells ( HEK293T cells) were used to
detect the interaction model between ARAP3 and VAV2. The fluorescence labeling experiments were used to test
the effect of overexpression of ARAP3  VAV2 and their mutants on fibrous actin ( F-actin) assembly. Results N-
terminal region of VAV2( 1-660aa) could also mediate its interaction with ARAP3 besides sarcoma gene homology 2
( SH2) domain of VAV2. Overexpression of VAV2 and its mutants in Hel.a cell respectively could regulate the F-
actin organization as same as ARAP3. Conclusion Several domains of VAV2 mediate its interaction with
ARAP3  which may promote the dynamic changes of rat sarcoma homologus oncogene A ( RhoA) activity and F-ac—

tin assembly even cell migration and cell invasion.
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