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ABSTRACT Objective: To clone VP1-unique region of parvovirus B19-XA and construct eukaryotic expression plasmid and stable
transfection cell line, and explore the effect of VP1-unique region of parvovirus B19-XA on the apoptosis in Hela cells. Methods:
pIRES2-EGFP-VPlu constructed previously was used and transfected to Hela to construct a stable transfection cell line. Flow cytometry
was used to detect the transfection rate, western blot was used to detect the expression of caspase3. Hela cells transfected with
pIRES2-EGFP-Vplu and plRES2-EGFP were stained with Annexin V and Pl and flow cytometry was used to detect the apoptotic rate.
Results: A cell line stably expressed VP1-unique region of parvovirus B19-XA was successfully constructed. The expression of Caspase3
and apoptotic rate were significantly incireased in the cell line stably expressed V P1-unique region of parvovirus B19-XA (P<0.05).
Conclusion: V P1-unique region of parvovirus B19-XA could obviously promote the apoptoss of Hela cells.
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Fig. 1 Identification of Hela cells stablely transfected by
pIRES2-EGFP-VPlu
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JEiE R R R AR EGFP 3R I%
Note: Hela cells (parental) were stably transfected with
pIRES2-EGFP-VPlu or plRES2-EGFP, and were analyzed by FACS
for the expression of EGFP.
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Fig. 2 The expression of Caspase3 in Hela cells stablely transfected by
pIRES2-EGFP-VPlu
7 Hela giff Fa e 4534 pIRES2-EGFP-VP1u(VPIu) g, plRES2-EGFP
(GFP)/ZIREVA A2 ZE 8 , Western Blot #&il] Caspase3 #i5ki%, ***P<0.
001 5 GFP ALt %,
Note: The protein level of Caspase3 in Hela cells transfected with
pIRES2-EGFP-VP1u(V P u)or plRES2-EGFP(GFP) examined by Western
blot, ***P<0.001 compared with GFP group.
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Fig. 3 The apoptotic rate of Hela cells stablely transfected by

pIRES2-EGFP-VPIlu
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(GFP), X dRa A+ il 4 AA -2 ,** P<0.05 5 GFP ALt &,
Note: The apoptotic rate of Hela cell stransfected with
pIRES2-EGFP-VP1u(VPlu) or plRES2-EGFP(GFP) examined by flow
cytometry, **P<0.05 compared with GFP group.
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