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Construction and identification of eukaryotic expression vector of

short hairpin RNA for IER3IP1 gene

LElYan,et al
(The Key Laboratory of Laboratory Medical Diagnostics of Ministry of Education and Department of Clinical
Biochemistry , Chongging Medical University)
[ Abstract] Objective: To construct the shRNA (Short Hairpin RNA ) eukaryotic expression vector targeting at IER3IP1 gene and observe
its silencing effect on IER3IP1 gene. Methods: Two pairs of DNA fragments targeting at IER3IP1 gene and one pair of DNA fragment of
negative control were synthesized and cloned into the Eukaryotic Expression Vector pGenesil-1.These vectors were separately transfected
into the LO2 cells. Inhibitory effect at the time of 24,48 ,72 h after transfection were detected by semiquantitative RT~PCR. Results : These
shRNA eukaryotic expression vectors were successfully constructed. One of them could significantly and specially inhibite the expression of
IER3IP1 gene and the inhibition ratios were separately 64% ,79% and 69% at the time of 24,48 and 72 h, compared with empty vector
group. Conclusion: The combinated eukaryotic expression vector could inhibit the expression of IER3IP1 gene, which forms the basis for

investigating IER31IP1 gene's function .
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BN B REEEAF, BFMER i NEEEY LR
HRAPRA T, DMEM B30 8§ GIBCO A,
1.3 IER3IP1siRNA #i%3t

RiHIFE B IER3IP1 #F /) DNA JF51 : fR{fE NCBI
Genbank /) IER3IP1 #4%H B2 % 5 (GenBank accession No.
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The relationship between androgen receptor ,thrombospondin-1 and

angiogenesis in nonmalignant and malignant prostate tissue

TANYi,etal
(Department of Urology ,the First Affiliated Hospital , Chongqing Medical University)
[ Abstract ] Objective: To investigate the expression of androgen receptor( AR ) and thrombospondin—-1(TSP-1) in human benign prostat—
ic hyperplasia( BPH )and prostate cancer(Pca),and to explore the relationship between them and angiogenesis. Methods: Eighty speci-
mens from BPH(20 )and Pca( 60 )were included in the study.The Pca was divided into low Gleason score group (Gleason score<7) and
high Gleason score group( Gleason score=7),and into non-bone metastasis group and bone metastasis group. The expression of AR, TSP-1
and microvesel density(MVD) were detected by immunchisto— chemistry (two~step method ). Results: The positive rates of AR and
TSP-1 in BPH group were significantly higher than those in Pca group;the MVD mounts in BPH group was significantly lower than that in
Pca group.The positive rates of AR and TSP-1 in lower Gleason score group were significantly higher than those in higher Gleason score
group, and the MVD mounts in lower Gleason score group was significantly lower than that in higher Gleason score group.The positive rates

of AR and TSP-1 in non-bone metastasis group were significantly
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higher than those in bone metastasis group,and the MVD mounts
in non-bone metastasis group was significantly lower than that in

bone metastasis group.MVD mounts in AR positive and TSP-1
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