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Effects of RNA interference targeting STAT3 gene on proliferation and

apoptosis of SKOV3 cells
HAN Jian—qiu,et al
(Department of Postgraduate , North China Coal Medical College )

[ Abstract ]Objective: To investigate the inhibition of SKOV3 cell by applying RNAi technique to silence signal transducers and activators
of transcription 3 (STAT3) gene. Methods: shRNA templates was designed on the basis of STAT3 gene sequence and was cloned into
pSilencer2.1-U6-neo vector. The resultant plasmid was transfected into SKOV3 cells with Lipofectamine 2000. The STAT3 protein and
mRNA were detected by Western blot and RT-PCR, respectively. The cellular growth activity was assayed by MTT,and the apoptosis was
tested by flow cytometry. Results: STAT3 protein and mRNA expression in target siRNA group were decreased, respectively. In target
siRNA group, cell proliferation was inhibited obviously and apoptosis rate increased significantly. Conclusion: Silencing STAT3 gene by
the RNAIi technology can decrease the expression of STAT3 gene, suppress the growth and proliferation of SKOV3 cell, and induce
apoptosis of SKOV3 cell.
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1.2.1 STAT3 #: 5 t shRNA B FERBHRIT XA M
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CCAGAGTCACTGGAAGTTTCAAGAGAAGTTCCAGTGACTC
TGGATTTTTTTGTCGACA-3", X X 5’ -AGCTTGTCGACAAA
AAAATCCAGAGTCACTGG AACTTCTCTTGAAAGTTCCAGT-
GACTCTGGATG- 3", BRHEXTFE IE X 5’ -GATCCTTCTCCG
AACGTCTCACGTTTCAAGAGAACGTGCACGTTCGGAGAAT
TTITTTGTCGACA-3", 2 3. 5’ ~AGCTTGTCGACAAAAAATTC
TCCGAACGTGTCACGTTCTCTTGAAACGTGACACGTTCGGA
GAAG-3’,
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FLo ML EE R A TC IS 53R 12 h, (EAHIR R Ak BE e
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H 5 mg/ml B MTT, 88 4 h, FEFR, BILMWA 150 pl
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Effect of endoplasmic reticulum stress on apoptosis of cardiomyocyte in

hyperlipidemia rats
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[ Abstract JObjective:To investigate the mechanism of effects of endoplasmic reticulum stress on apoptosis of cardiomyocyte in
hyperlipidemia rats. Methods : Rat model of established with fatty dieting. Afier twelve weaks, the serum triglycerides (TG ) and cholesterol

(TC) were oberserved by completely automatic hiochemistry meter; The pathological changes of myocardial tissue were detected by HE
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staining; The apoptosis of cardiomyocyte were tested by TUNEL.
The expression of endoplasmic reticulum stress associated
molecular glucose regulated protein 78 in myocardial tissue were

tested by immunohistochemistry and RT-PCR. Results: The levels
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