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Slfnl Reduces the Adhension of Endothelial Progenitor Cells by Decreasing CyclinD1
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[ ABSTRACT ] Aim To evaluate the effect of Schlafen 1 (Slfnl) on the adhension of endothelial progenitor cells
(EPC). Methods Ad-Slfnl, ShRNA-Slinl, ShRNA-control and Ad-control were transfected into EPC respectively.

Then EPC were plated on fibronectin-coated culture dishes, adherent cells were counted.  The protein of Slfnl and Cyclin
D1 were examined by Western blot.  EPC cell cycle was examined by flow cytometry analysis. Results On 48 h after
transfected ShRNA-Slfnl, the expression of Slfnl protein was decreased significantly compared to that in ShRNA-control
group (P <0.05), the transfection of Ad-Slfnl reversed these responses. ~ Overexpression of Slfnl suppressed the adhens-
ion of EPC; conversely, the silencing of Slfnl using shRNA-Slfnl increased the adhension of EPC.  In addition, cell cycle
was arrested G1 phase in Ad-Slfnl group. Whereas the transfection of shRNA-Slfnl reversed these responses. The ex-
pression of Cyclin D1 protein after transfection of shRNA-Slfnl was increased clearly compared to that in ShRNA-control
group (P <0.05), in contrast, overexpression of Slfnl reversed these results.  Cyclin D1 was involved in Slfnl-mediated

EPC adhension. Conclusion Slinl reduced the adhension of EPC through Cyclin D1.
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Figure 1. Characteristics of bone marrow-derived EPC
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Figure 2. Transfectional efficiency of plasmid(n =3)
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Table 1. Effects of Slfnl on adhension of EPC(x +5, n=6)

| i BT At At K
N-control ZH 12.50 £0.43
Ad-control 2 11.33 £0.49
Ad-Slfnl 2 5.00 £0. 52°
shRNA-control 2H 11.67 +0. 88
shRNA-Slfnl 24 18.50 0. 43"

a N P<0.05,5 Ad-control 41 H.%;b i P <0.05, 5 shRNA-control

HILH,



ISSN 1007-3949 Chin J Arterioscler, Vol 24 ,No 1,2016

3. RS FRE ( x200)

A A N-control 41,B A Ad-control 41 ,C A7 Ad-Slfnl Z1,D 4 shRNA-control 1 ,E & shRNA-Slfnl 2H,
Figure 3. Representative pattern of adhension in EPC( x200)
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Figure 5. Expression of Cyclin D1 protein in EPC(n =3)
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