308 FTREF 2017 F 1 A% 46 5% 3 4

WE « EMFRE  doi:10.3969/5. issn. 1671-8348. 2017. 03. 007
M ER VP22 WHEE R PTEN M B EAZ MR

FuE . 9.k WL MREE.EF
(1N EFREARESZ,m9) d A 637000;2. N b EF M B ERE LA, W) & A 637000;
S.EREMKFMES —ERSEFIR, E R 40001054 N EF KRG FE. W) &AL 637000)

(HE] BH HAELRAWRFTERBLSFASH 10 FLERR RS LEFRE-KHEG AR PTEN)-VP22 # A4 K A
JUHL AR E A Ecal09 Mo P i m e F &k VP22 e F 3R & G PTEN RSN BAER . ik BIAFHREAH
HHE R T 09 € A A M AR R peDNA3-PTEN, pcDNA3-PTEN-VP22 # pcDNA3-VP22, # % % Ecal09 %5 #, A pcDNA3 % & #
VR R TR, e 5 % K kA & 20 PTEN & & & i5 5 5L, Western blot sk # %28 PTEN & & #= %, 3t Bk 82 16- Akt (p-
AkOFZ G kXK, CCK-8 iktemmppigsa s, AXmERnmpAcf, £8 5 pcDNA3 481t, pcDNA3-PTEN, peD-
NA3-PTEN-VP22 #5437 4] Ecal09 #m i3 75 (P<<0. 05) , 42 it Ecal09 2w f 78 = (P<<0. 05) ; pcDNA3-PTEN-VP22 # A} 5 & 1 2
% & F pcDNA3-PTEN(P<C0. 05) , pcDNA3-PTEN-VP22 # p-Akt £ ik 2 Z4& F pcDNA3-PTEN(P<0.05), & @ FiE Ak
VP22 #3852 47 %% & @ PTEN 3 Ecal09 4m i 4k Sh 30 M 5 75 1, L huh) T 46 55 2 F iR p-Akt A& K F A £,

[XERA] REMB M BEORE; TABRSRO R L 45 kE;PTEN; VP22, A B & 57

[FESZES] R966 [xmttriiag] A [xEHS] 1671-8348(2017)03-0308-04

Research on influence of cell penetrating peptides VP22 on in vitro anti-tumor effect of tumor suppressor protein PTEN"
Li Tingting' ,Yang Qin* ,Yu Xian®, He Guanjun® ,Lei Jun'®
(1. Department of Anesthesiology s North Sichuan Medical College , Nanchong ,Sichuan 637000, China;
2. Department of Infectious Disease A f filiated Hospital of North Sichuan Medical College s Nanchong .

Sichuan 637000,China;3. Department of Pharmacy ,Second A f filiated Hospital ,Chongqing Medical University ,
Chongqing 400010, China;4. College of Pharmacy , North Sichuan Medical College , Nanchong,Sichuan 637000,China)
[Abstract] Objective To construct the eukaryotic expression plasmid of cell penetrating peptides fusion protein PTEN-VP22

and to verify whether cell penetrating peptides VP22 could enhance the in vitro anti-tumor effect of tumor suppressor protein PTEN
in esophageal cancer Ecal09 cells. Methods The recombinant eukaryotic expression plasmid pcDNA3-PTEN, pcDNA3-PTEN-
VP22 and pcDNA3-VP22 constructed by our laboratory at earlier stage were transfected into Ecal09 cells respectively,and the cells
transfected with empty plasmid pcDNA3 were used as negative control group. Immunofluorescence was used to detected the expres-
sion of PTEN protein in each group and PTEN-VP22 fusion protein, Western blot were used to determine the expression levels of
PTEN and p-Akt protein, the cell proliferation activities were measured by CCK-8 method and the cell apoptosis rate was analyzed
by flow cytometry. Results Compared with the pcDNA3 control group, the pcDNA3-PTEN group and pcDNA3-PTEN-VP22
group both inhibited the proliferation of Ecal09 cells(P<C0. 05) and promoted the apoptosis of Ecal09 cells(P<C0. 05) and the anti-
tumor activities in pcDNA3-PTEN-VP22 group was significantly higher than that in the pcDNA3-PTEN group(P<C0. 05). The ex-
pression level of p-Akt in the pcDNA3-PTEN-VP22 group was significantly lower than that in the pcDNA3-PTEN group (P <<
0.05). Conclusion The cell penetrating peptides VP22 can enhance the anti-tumor activity in vitro of PTEN protein to Ecal09
cells,its mechanism may be associated with the down-regulation of p-Akt expression level.
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