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Effect of Phb2/REA overexpression of lentiviral vector on the expression of IL-17a in mouse
monocytes under in vitro Th17 differentiation
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Abstract: Objective To explore the effect of Phb2/REA overexpression of lentiviral vector on the expression of IL-17a
in mouse monocytes under in vitro Th17 differentiation after transfection of mouse initial T cells. Methods Mouse spleen
lymphocytes were extracted, and mouse T lymphocytes were isolated and purified. They were divided into the Blank Group,
Empty Vector Group, Lentivirus Group, Th17 Differentiation Group and Th17+ Lentivirus Group. The Blank Group was
cultured with 1640 culture solution, the Empty Vector Group had the T lymphocytes infected with the empty vector lentivirus
under the conditions of 37 C and 5% CO2, which was changed back to routine culture medium after 14h; the Lentivirus
Group had T lymphocytes infected with the lentivirus containing REA overexpression vector under the conditions of 37°C and
5% CO2, which was changed back to routine culture medium after 14 h; the Th17 Differentiation Group was induced with the
anti-CD3eg, anti-CD28, antilFN-y and anti-IL-4 antibody and cytokines including IL-6, TGF-B1 and IL-23 based on the culture
conditions for the Blank Group, inducing the differentiation of original T Cells to Th17 cells; the Th17+ Lentivirus Group was
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additionally differentiated with Th17 cells based on the conditions for the Empty Vector Group. After 72 h, the five groups of
cells were collected, and the mRNA expression of REA, ROR-yt and IL-17a were detected by Realtime-PCR to verify the
effect of Th17 cell differentiation and explore the effect of Phb2/REA overexpression lentiviral vector on the differentiation of
Th17 cells and the expression of IL-17a. Results The mRNA expressions of REA and ROR-yt in the Th17+ Lentivirus Group
were higher than those in the Lentivirus Group, and the mRNA expressions of REA and ROR-yt in the and Lentivirus Group
the Th17+ Lentivirus Group were significantly higher than those of the Th17 Differentiation Group, and the differences were
statistically significant (P<0.05 or 0.01); there was no statistical difference between the Empty Vector Group and the Blank
Group (P>0.05). The mRNA expression of IL-17a in the Th17 Differentiation Group was significantly upregulated (P<0.01)
and higher than that in the Th17+ Lentivirus Group; and there was no statistical difference in mRNA expression among the
Blank Group, Empty Vector Group and Lentivirus Group (P>0.05). Conclusion Phb2/REA overexpression of lentivirus can

inhibit the differentiation of Th17 cells and inhibit the expression of inflammatory factor IL-17 after transfection of mouth T

lymphocyte.
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