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[ Abstract | Objective: To explore the effect of mi RNA-21 overexpression on TGF-B/Smad signaling
pathway Smad7 protein. Methods: The miRNA-21 overexpression lentiviral vector was used to infect
HK-2 cells cultured with high glucose and low sugar respectively. According to the type of culture me-
dium and whether or not the virus was infected, the cells were divided into high glucose miRNA-21
overexpression lentivirus group, low glucose miRNA-21 overexpression lentiviral group, high glucose
and empty virus group, low sugar empty virus group, high glucose cell group and low glucose cell
group. The expression of green fluorescent protein ( GFP) cells ( green fluorescence) after infection
was observed by fluorescence inverted microscope, and the transfection rate was detected by flow cy-
tometry. The expression of miRNA-21 in infected cells was detected by real-time quantitative PCR,
and the expression of Smad7 protein was detected by Western blot. Results; When infected with miR-

NA-21 overexpressing lentivirus, HK-2 cells showed significant green fluorescence (about 60% ) un-
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der fluorescence microscope. The infection rate showed that transfection rate was 60% or more. The

results of real-time quantitative PCR showed that the expression of miRNA-21 in the high glucose trans-

fection group was higher than that in the high glucose cell group as well as the high glucose and empty

virus group after infection with miRNA-21 overexpression lentivirus ( P <0.05). The results of Weston

blot showed that the expression of Smad 7 protein in high glucose transfection group was lower than that

in high glucose empty virus group, low sugar cell group and high glucose cell group (P <0.05). Con-

clusion: miRNA-21 can regulate the TGF-B/Smad signaling pathway by inhibiting the expression of

Smad7 protein.

[ Key words | TGF-B/Smad signaling pathway; Smad7 protein; miRNA-21; lentivirus expression vec-

tor; HK-2 cell; real-time fluorescence quantification PCR
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Fig.2 MiRNA-21 overexpression of lentiviral vector

and no load vector virus transfection
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