A E R A iR Y 24 http: //www. biother. org
Chin J Cancer Biother, Feb. 2013, Vol. 20, No. 1

. 70 .
doi: 10. 3872/j. issn. 1007-385X. 2013. 01. 012 ¢ 5&"* "}T E

IRIFE NS PTEN 3 RiEHDH AR U251 ARG RBERBINEK
e FEM XM R AR AARE N AR WEBER AZM, AL R E 071000 )

(4 E] 89 H5&% 10 SY KRR E L ERRR I - 7k 71 & A( phosphatase and tensin homologue deleted on chromo-
some 10, PTEN )JE P 8 4H I #5( Ad-PTEN-GFP )%f A B U251 40 U AR AR K RambivE . & o TR B v
S IRE 9eE U251 AL, 2 7 I BT AR RS AR ABE T8 . e dR R BRUBE AL 20 3 A4 TR YT : Ad-PTEN-GFP 41, Ad-GFP 4H( Z5 %k
PREL ) B PBS ZH( 25 4 ), 5% 3 2 BB ARDRE (9 A, DNk P A R, 22 o kg 2 R i 2, O LS A B R 2B A7 B 1) 2R
FI TUNEL A6 A AR5 41 20 4 9 T F15 00 , SR PR S Be 4 AL B A B R H 81 P PTEN B PoS R IR0 L. 4 R 1 5 Ad-
GFP 41 AH Lt , Ad-PTEN-GFP 4B A8 119 2 A< 32 B0, Fifoyes {4 AR okl SR S 2 T e[ (82,5 £12.7)% ws (7.2 £1.3)% ,P<
0.05 ], s 4 B AR AEF TR ZE 4L ( 103 £10 ) ws (58 +8 )d, P <0. 01 J; TUNEL 45 5% 8, Ad-PTEN-GFP 415 Ad-GFP ZH4H 1L, %
FEYRE AR U T R N[ (46.4 +8.3)% vs (4.6 21.0)% ,P <0.01 1; 5 AL 25 5 R, Ad-PTEN-GFP 205 Ad-GFP 44f
L, AR L4 R PTEN 25 A A0 PR 22 05 R 386 25 83. 3% ws 0, P < 0.01 ), P65 2 FHPE R IX R T FE( 16. 7% vs 66.7% ,P <
0.01). # # 8t Ad-PTEN-GFP J5 A B8 U251 20 BB ARLR (9 26 K32 2], EEHLHI T BE 5 P65 8 11 Rk T i

Hx,
[ RiR ] W5 ;U251 400510 S YL A [mVR £ 0 B RR AR — 5K 1 (1 PTEN ); P65 ; AT ; SR 4L I s 2844
[ BE4S3E ] R739.41; R730.5 [ XEkiRERfD ] A [EHS] 1007-385X( 2013 )01-0070-05

Adenovirus-mediated over-expression of PTEN inhibits the growth of human
glioma U251 cell xenografts in nude mice
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ted Hospital of Hebei University, Baoding 071000, Hebei, China )

[ Abstract ] Objective: To investigate the inhibitory effect of recombinant adenovirus ( Ad-PTEN-GFP ) containing
phosphatase and tensin homologue deleted on chromosome 10 ( PTEN ) gene on the growth of human glioma U251
cell xenografts in nude mice. Methods: Human glioma U251 cells were injected under the skin of the dorsum to es-
tablish a nude mouse glioma model. The tumor-bearing nude mice were randomly divided into three groups: Ad-
PTEN-GFP group, Ad-GFP group ( empty vector group ) and PBS group ( blank group ). The growth of tumor xeno-
grafts in nude mice of the three groups was observed. The tumor volumes were measured, the tumor growth curves
were drawn and the survival time of the nude mice bearing tumors was observed. The cell apoptosis of tumor cells was
detected by TUNEL assay, and the expressions of PTEN and P65 proteins in tumor tissues were detected by immuno-
histochemical assay. Results: Compared with the Ad-GFP group, the growth of glioma cell xenografts in the Ad-
PTEN-GFP group was inhibited with tumor volume inhibition rate increasing significantly ([ 82.5 +12.7 % wvs
[7.2+1.3 1%, P<0.05), and the survival time of tumor-bearing nude mice was prolonged ( [ 103 +10 ] vs
[58+8 ]d, P<0.01]. TUNEL assay results showed that the apoptotic rate of glioma cells was significantly in-
creased ([ 46.4 +8.3 1% vs[4.6+1.0]% , P<0.01 ]. Immunohistochemical assay results showed that the pos-
itive expression rate of PTEN protein was increased in the Ad-PTEN-GFP group compared with the Ad-GFP group
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(83.3% vs0, P<0.01), and the positive expression rate of P65 protein was decreased ( 16.7% vs 66.7% , P <
0.01). Conclusion: The growth of human glioma U251 cell xenografts in nude mice is suppressed after Ad-PTEN-

GFP infection, which may be related with the down-regulation of P65 protein expression.
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Fig.1 Expression of green fluorescent protein in U251
cells after Ad-PTEN-GFP infection ( x100 )
A: Control; B: 24 h; C: 48 h; D: 72 h
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Fig.2 Ad-PTEN-GFP inhibited the growth of
U251-implanted tumors in nude mice
"P<0.05, ""P<0.01 vs PBS or Ad-GFP group
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Fig.3 Ad-PTEN-GFP prolonged the survival time
of the nude mice with U251-implanted tumors
“P<0.05, "*P<0.01 vs PBS or Ad-GFP group

E 4 Ad-PTEN-GFP {22 U251 BEEMARRET( x400 )
Fig. 4 Ad-PTEN-GFP promoted apoptosis of

U251-implanted tumor cells in nude mice ( x400 )
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Fig. 5 Expressions of PTEN and P65 proteins in U251-
implanted tumors detected by Western blotting ( x 400 )
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Tab.1 Effect of Ad-PTEN-GFP on expressions of PTEN

and P65 proteins in U251-implanted tumors in nude mice
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