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the microRNA-339 lentiviral expression vector (has-miR-339) was constructed. Methods

MiR-339 precursor se—

quence (pre-miR-339) and flanking sequence were obtained by the miRBase database. The DNA encoding pre—

miR339 was digested with double connective enzyme and ligated to pLVTHM. The constructs were confirmed by

direct DNA sequencing. Lentivirus was generated by co transfection with the above construct with packaging plas—
mids psPAX2 and pMD2. G into HEK293FT. A stable SW620 subline overexpressing with pre-miR-339 was select—
ed by flow cytometry. Confirmation of stable transfection of the plasmids was obtained using the Real-time RT-PCR

assay. The migration of SW620 cells was measured with scrach assay. Results

and DNA sequencing

Through double enzyme digestion

the lentiviral expression vector containing pre-miR-339 was successfully constructed. And

fluorescence microscope observation showed that the 293FT packaging cells and SW620 cells expressed green fluo—

rescence. The migration results showed that compared with the control group (SW620/PLVTHM-NC)

experimen—

tal group (SW620/PLVTHM-pre-miR-339) cell migrated more slowly scratch distance was wider. Conclusion
The lentiviral vector containing pre-miR-339 and a stable SW620 subline with miR-339-5p and miR-3393p overex—

pression are successfully constructed. And the results confirm that miR-339-5p/3p can inhibit the migration of

SW620 colon cancer cells.
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Influence of N —acetylcysteine on emphysema and

IL -12 induced by cigarette smoking in mice
Hu Daiju  Guo Xin Mei Xiaodong
(Dept of Respiratory Medicine The Affiliated Provincial Hospital of Anhui Medical University Hefer 230001)

Abstract Objective To investigate the effect of N-acetylcysteine (NAC) on the level of IL42 and emphysema—
tous damage induced by cigarette smoking in mice in order to find new therapeutic method for chronic obstructive
palmonary disease (COPD). Methods Twenty-four male C57BL/6 mice were randomly divided into three groups:
control group cigarette exposure group and NAC treating group. Mice in cigarette smoking group was treated with
cigarette smoking for 20 weeks and NAC group was given NAC between week 16 and 20. All mice were executed
at the end of week 20 and lung tissue blood and bronchoalveolar lavage fluid (BALF) were collected. Pathological
changes of lung tissue were observed on HE stained slides. The number of alveolar airspace was calculated. 11.42
levels in BALF and serum were detected by ELISA. Results FEmphysematous changes and inflammatory cell infil—
tration were found in the lung of cigarette smoking mice. Levels of IL42 in BALF and serum increased remarkably
compared with that of control group. The histopathological changes in NAC treated group were also remarkably im—
proved compared with the smoking group. Meanwhile IL2 level tremendously lowered in NAC treated group. There
was no significant difference between the levels of IL-42 in the controls and NAC treated group. Conclusion NAC
can suppress the inflammation and ameliorate emphysematous damage induced by cigarette smoking.
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