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[# E)asHHRSKNIEAREE 10 SR a KR HBBREF 3L F (Phosphatase and tensin homologue deleted on chromosome
10,PTEN) BEISIRRTER BREHENRBNB, HEITHABMEE FAER. % 298 3.12.24 A Wistar KB4
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Alteration of the expression of PTEN in rats with aging
CHEN Jun-xiang,et al
(Department of Nephrology ,the Second Xiangya Hospital , Central South University)
[ Abstract JObjective : To investigate the alteration of the expression of PTEN in rats with aging. Methods : Wistar rats were divided into 3
groups: 3-month-old group,12-month—old group and 24-month-old group (n=6). Immunchistochemistry of CD34 was employed to
detecte angiogenesis in the kidneys with aging. The protein expression of PTEN was examined by Western Blot. Immunchistochemistry was
also employed to detect the expression of PTEN in the kidneys with aging. Results: (1)Compared with 3-month-old rats and
12—month—old rats, the level of PTEN protein expression in kidneys of 24—month~old rats was higher than that of 3—month~old rats and
12month—old rats, as examined by Western Blot (P<0.05);(2)
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With aging, the positive percentages of PTEN expression in the
kidneys were increased, as detected by Immunohistochemistry ( P<
0.05); (3) With aging,impaired angiogenesis was found in renal

tissues of Wistar rats. At the age of 24 months, the glomerular

interfering RNA inhibits tumor growth in a murine model of metastatic
ewing’s sarcomalJ].Cancer Res, 2005, 65(19):8984-8992,

[6] Chansky H A,Barahmand-Pour F,Mei Q, et al.Targeting of EWS/
FLI-1 by RNA interference attenuates the tumor phenotype of Ewing’s
sarcoma cells in vitro[J].J Orthop Res,2004,22:910-917.

[71 Riggi N,Cironi L, Suva M L,et al. Sarcomas: genetics, signalling,
and cellular origins. Pari 1:The fellowship of TET[J]. J Pathol,2007,213:
4-20.

[8] Riggi N,Stamenkovic I. The Biology of Ewing sarcoma {J].Cancer
Lett,2007,254(1):1-10.

[9] Navarro D,Agra N,Pestafia A, et al. The EWS/FLI1 oncogenic
protein inhibits expression of the Wnt inhibitor DICKKOPF~1 gene and
antagonizes beta~catenin/TCF-mediated transcription [J}.Carcinogenesis,
2010,31(3):394-401.

[10] Erkizan H V,Kong Y, Merchant M, et al. A small molecule blocking

oncogenic protein EWS-FLI1 interaction with RNA helicase A inhibits
growth of Ewing’ s sarcoma[J].Nat Med, 2009, 15(7) : 750-756.
[11} Tirado O M, Mateo~Lozano S, Villar J, et al. Caveolin-1 (CAV1) is
a target of EWS/FLI-1 and a key determinant of the oncogenic phenotype
and tumorigenicity of Ewing’s sarcoma cells[J].Cancer Res, 2006, 66
(20):9937-9947.
[12] Staege M S,Gorelov V,Bulankin A, et al Stable transgenic expression
of IL-2 and HSVI-tk by single and fusion tumor cell lines bearing
EWS/FLI-1 chimeric genes{J].Pediatr Hematol Oncol,2003,20(2):119
-140.
{13] Meyer~Wentrup ¥, Richter G, Burdach S. Identification of an
immunogenic EWS—-FLI1-derived HLA-DR-testricted T helper cell
epitopefJ]. Pediatr Hematol Oncol,2005,22(4):297-308.

(B AAR)



SEERKSEE 2010 £E 35 5% 58 (Journal of Chongging Medical University 2010. Vol.35 No.5)

— 649 —

capillary density and the peritubular capillary density were lower than that of 3—-month-old rats and 12—month~old rats (P<0.05), which
were correlated negatively with the protein expression of PTEN in kidneys (r=—0.761 and -0.613, P<<0.05). Conclusion :PTEN could

promote age—related renal insenecence through affecting angiogenesis.
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