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Abstract: Objective
myeloid leukemia(CML) cells mediated by adenovirus. Methods

To explore the impact of SD-HA fusion peptide expression on cells proliferation and apoptosis in chronic
Exogenous fusion protein expression was detected by Western
blot. The localization of fusion protein SD-HA was observed through laser scanning confocal microscope after cell immunofluores-
cence staining. Cell proliferation was determined by MTT test. Flow cytometry was employed in cell cycle and apoptosis detection.
Results Adenoviral vector encoding SD-HA and SmD-HA were successfully constructed and validated by immunocytochemical
staining and confocal microscopy. It was verified that recombinant adenovirus Ad5F35-SD-HA have some inhibiting effects on cell
proliferation after infection,such as blocking cell cycle from G, /G, phase to S period. Flow cytometry tests showed that compared

with control groups its early apoptotic cells were significantly increased(P<C0. 05). Conclusion Fusion protein SD-HA expressed in

chronic myeloid leukemia cells mediated by adenovirus exhibits anti-proliferative and pro-apoptotic effects.
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