e 2954 MIE¥5EK 2011 4 12 A% 8 %% 243 Lab Med Clin,December 2011, Vol. 8,No. 24
\A -+
. 'Lt %— .

AMBAZEREZREFENHERE

FF AT, R

LA

T.% FRIVEFREFHLBRZ. K 410219)

[HE1 BH H#EiE 5 AN G % (Tumstatin) & B #) & 2052 48 £ 5% & BAR A7 0 L 3 A BR300k ) 0 Je
(HUVECs) ¥t %h, FHix MHEETHEEMAL pAAV-Tum K k. 5F & 5 —#H44 & & & Tumstatin 2k B 4 HU-
VECs tm itk ., Mif#F R AR D&M %m0 A F Tumstatin 2k B 69 & ik, w9 F ook 3 k4 W) 3% 49 1038 74 1
N, R MEey pAAV-Tum TAM A X % FH R £ HUVECs e f Rk, LA K F e iZ m e ig i
(0.335£0.011), i MAMAET pAAV-Tum TABK AN TABIREA AL, A LG 0GR B0 E A
RIETAFREZT hah,

[XgEiRY Mgk,

DOI; 10. 3969/j. issn. 1672-9455. 2011, 24. 005

MARK IR E; AR EHT
MR EML A XEHS:1672-9455(2011)24-2954-02

Study on the construction of recombinant AAV vector mediated tumstatin gene and its activity® LI Zi-Bo.FU Zu-
Jiao,ZHOU Jiang ,LUO Jie (Department of Medical Laboratory,Changsha Medical College ,Changsha,410219,
China)

[ Abstract] Objective To construct the recombinant adeno-associated virus (rAAV) vector containing tumsta-
tin gene and to detect its effect on the proliferation ability of HUVECs cells. Methods The pAAV-Tum recombinant
plasmid was obtained,and HUVECs cell line stably expressing Tumstatin gene was established. Then the mRNA lev-
el of pAAV-Tum was detected by RT-PCR and the proliferation ability of transfected cell line was measured by MTT
assay. Results The pAAV-Tum recombinant plasmid could express in HUVECs cell and its expression product

could suppress the proliferation of HUVECs cell. Conclusion Recombinant AAV vector, which contained Tumstatin

gene, was constructed successfully,and can express efficiently.
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