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cells( DPSCs) into blood vessels in vitro. Methods HIF-d o gene was mutated. The lentiviral vectors of Lenti—
WT Lenti-MT and LentidacZ were constructed. The DPSCs were cultured and treated with three lentiviral vec—
tors. Then the cells transduction efficiency and the expression of target gene at the level of mRNA and protein were
detected. The influence on cell proliferation from lentiviral vectors was detected by MTT. After transduction RNA
and protein were exiracted the expression of angiogenic factor was detected by qPCR and Western blot. Results
MTT showed that there was no effect on DPSCs proliferation from lentiviral vectors. The results of qPCR and West—
ern blot showed that HIFd o gene was located in cell nucleus expression of target gene was detected at both mRNA
and protein level. After gene transduction expression of angiogenic factor at the mRNA and protein levels was sig—
nificantly increased( P <0. 05) . The formation of blood vessel in Lenti-MT and Lenti-WT groups was better than
that in LentidacZ group( P <0.05) and the best result was found in Lenti-MT group ( P <0. 05) . Conclusion
HIFd « could promote DPSCs to form blood vessels.

Key words HIFd«; DPSCs; lentivirus transfection; angiogenesis
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Effect of miRNA21 inhibitor on the

apoptosis of esophageal cancer cell line
Li Hongxia Li Yuzhi Gao Junfeng et al
( Dept of Oncology The Third Affiliated Hospital of Anhui Medical University Hefei 230061)

Abstract Objective To investigate the effect of miRNA21 inhibitor on the apoptosis of esophageal cancer cell
line EC109. Methods The expression of miRNA21 in 20 cases of esophageal cancer and adjacent tissues was de—
tected by real-time fluorescence quantitative PCR. miRNA21 inhibitor was transfected into human esophageal canc—
er cell line EC109. Caspase 3 activity was analyzed by Caspase 3 activity test kit DNA fragment changes were
measured by DNA fragment detection kit. Western blot was used to detect Caspase 3 and Bel2 expression. Results
Real-time fluorescence quantitative PCR results showed that compared with adjacent tissue to carcinoma miR-
NA21 expression in esophageal cancer tissues increased significantly. Caspase 3 activity and DNA fragment analysis
indicated that miRNA21 inhibitor could significantly increase the EC109 cells apoptosis. Western blot showed that
Caspase 3 expression was significantly up—regulated and Bel2 expression was significantly down—regulated in esoph—
agus cancer EC109 cells transfected with miRNA21 inhibitor. Conclusion The occurrence of esophageal carcinoma
may be related to the high expression of miRNA21. miRNA21 inhibitor may induce apoptosis of human esophageal
cancer cell EC109 by down regulating the expression of Bel2.
Key words esophageal carcinoma; apoptosis; miRNA21; Bel2



