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Effects of exogenous SHIP expression on cell growth and apoptosis of K562 cells
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Abstract; Objective To investigate the biological function of SH2 domain containing inositol 5’ -phos-
phatase (ship) gene in cell growth and proliferation. K562 cells by lentiviral vector mediated ship. Methods
Exogenous ship gene was delivered into K562 cells by lentiviral vector-based viral infection. SHIP expression
was determined by Western blot. Transcription of ship was examined by FQ-PCR. Changes in cell morphology,
cell growth, cell apoptosis after SHIP expression were observed. Results FQ-PCR and Western blot demon-
strated successful SHIP expression in K562 cells. SHIP protein inhibited the growth of K562 cells [ inhibition
rate = (35.0 £3.1) % | and their colony forming capacity [ K562/SHIP group (36.7 £7.1)% vs K562/FIV
group (77.7 £6.3)% , P <0.05].
firmed the enhanced cell apoptosis by SHIP protein. Conclusion

Morphological observation showed enhanced cell apoptosis. TUNEL con-
ship gene has the potential ability to inhibit

leukemic cell proliferation but enhance cell apoptosis.
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