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[ Abstract ] Objective: To construct rat Berardinelli-Seip congenital lipodystrophy2 ( PC12-BSCL.2/
Seipin) knockdown cell line and investigate the effect of Seipin knockdown on apoptosis. Methods;
Pheochromocytoma cells 12 ( PC12 cells) were divided into the blank infection group and HitansG
group (add HitansG agent) , and received infection with different lentivirus MOI for virus pre-infection
test to screen HitansG ragent and appropriate MOI. According to the infection conditions, PC12 cells
received infection with negative control virus and Seipin-shRNA virus, and the control group (normal

PC12 cells) was set at the same time. The level of Seipin protein was detected by Western blot. Cells
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of the negative control group and Seipin knockdown group was stained by TdT-mediated dUTP Nick-
End Labeling (TUNEL) and Hoechst 33258 to detect apoptosis. Results: The transfection efficiency

of lentivirus was the best in MOl = 100, and the HitansG increased the transfection efficiency.

Compared with the controls, the level of Seipin protein in the Seipin knockdown group was significantly

reduced (P <0.05). Compared with the negative controls, the apoptosis results of TUNEL staining

showed a significant increase in red fluorescent apoptotic cells in the Seipin knockdown group, and the

Hoechst 33258 staining showed condensed bright nuclei apoptotic cells in the Seipin knockdown group.

Conclusion; PC12 Seipin knockdown cells are successfully constructed, and down-regulation of Seipin

protein can increase apoptosis.
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Fig. 1

Transfection efficiency of PC12 cells in the two groups(200 X )
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Fig.3 TUNEL assay for apoptosis in PC12 cells(200 x )
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Fig.4 Hoechst assay for apoptosis in PC12 cells(200 x )
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