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Results

The results showed that the recombinant lentiviral vector GV248-GFP-PuroshSIGIRR was successfully

constructed. gRT-PCR and Western blot confirmed that SIGIRR was knockdown in HKC cells. Moreover the re—

sults also showed that compared with the control cells the phosphorylated NF+«B ( p65) and the mRNA levels of
MCP- and RANTES were significantly increased in HKC/shSIGIRR cells by being stimulated with IL4B. Conclu—

sion The results suggest that SIGIRR acts as a “brake” of inflammatory reaction in Tolldike receptor/IL- recep—

tor (TLR/ILAR) pathway in HKC cells. The study may provide a potential new target for the treatment of Lupus

nephritis.
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Studies on promoting cellular senescence by VPA combined

with ATRA in cervical cancer cells
You Qingye' Feng Dingqing’ Ling Bin'® et al
(' Dept of Obstetrics and Gynecology *Key Laboratory of Molecular Medicine
The Affiliated Provincial Hospital of Anhut Medical University Hefei 230001;
*Dept of Obstetrics and Gynecology of China-Japan Friendship Hospital Beijing 100086)

Abstract Objective To study valproate acid( VPA) combined with all-trans retinoic acid( ATRA) induced cervi—
cal cancer cells senescence and explore its mechanism. Methods The experiment is divided into the control
group the VPA group ATRA and VPA + ATRA groups. Hel.a and SiHa cells were treated with combinated use of 3
mmol/L VPA 1 pwmol/L ATRA or respectively. The control group was treated with vehicle only. Using CellTiter
96® Aqueous cell proliferation assay to detect the inhibitory rate of proliferation. Apply B-galactosidase staining
method to observe the senescence. The mRNA expressions of P16 P63 and hTERT were detected using Q-PCR and
its protein expressions were determined using Western blot. Results The proliferation of Hel.a and SiHa cells were
significantly inhibited by VPA. The effect of VPA combinated with ATRA was stronger than individual treatment ( P
<0.05) . B-galactosidase staining showed that B-galactosidase staining rate was up—regulated after VPA combined
with ATRA in cervical cancer HeLa and SiHa cells the difference was significant compared with control group and
individual group ( P <0.05) . Q-PCR and Western blot showed that VPA enhanced the mRNA and protein expres—
sion of P16 P63 and reduced the expression of hTERT. The efficacy was more powerful in combination therapy
group ( P <0.05) . Conclusion VPA combined with ATRA can inhibit the growth of cervical cancer cell lines.

The effect of inducing cervical cancer cells senescence may be related with up—<egulation of P16 P63 and down-
regulation of hTERT.
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