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Western blot was used to detect the protein expression of P-d.ck and CD40L on CD4 " T cells and the protein expres—
sion of CD40 on CD19 "B cells. CCK-8 method was used to detect the effect of IgD-stimulated T cells on B cell ac—

tivation. Results

IgD significantly up-regulated the co-expression of Lck and IgDR proteins and the expression of

P-.ck protein on CD4 " T cells of healthy control. Both in healthy controls and RA patients IgD-stimulated T cells

could induce B cell activation. IgD could significantly up-regulate the expression of CD40L protein on CD4 * T cells

and the expression of CD40 protein on CD19 " B cells. Conclusion

IgD could activate T cells via the IgDR-1.ck

signaling and stimulate B cell activation by up-regulating protein expression of T-B co-stimulatory molecules CD40L

and CD40.
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The effect and mechanism of MiR-486 in pulmonary

fibrosis induced by hypoxia
Shi Xuefeng' Wang Kaibo’ Zhang Hongwei' et al
('Dept of Respiratory and Critical Care Medicine Qinghai Provincial People’ s Hospital Xining 810007;
?Qinghai Medical Group Corporation Xining 810007)

Abstract Objective To investigate the effect of hypoxia on miR-486 expression in human embryonic lung fibro—
blast MRCS5 cells and identify mechanism of miR-486 in pulmonary fibrosis induced by hypoxia. Methods MRCS
cells were treated with hypoxia. Quantitative real4time PCR ( qRT-PCR) was applied to detect the expression of
miR-486 fibronectin ( FN) and alpha smooth muscle actin ( a-SMA) and Western blot was used to measure the
expression of p-SMAD2 and GAPDH in MRCS. Lentivirus was used to mediate the overexpression or inhibition of
miR-486 in MRCS5 cells. Then qQRT-PCR was used to detect the expression of miR-486 FN o-SMA Collagen [

and Collagen I and Western blot was used to measure the p-SMAD2 and GAPDH expression. Results Hypoxia
inhibited the expression of miR-486 and promoted the FN o-SMA and p-SMAD2 expression. MiR-486 overexpres—
sion successfully increased miR-486 expression and inhibited FN a-SMA Collagen [ Collagen Il and p-SMAD2
expressions. MiR-486 knockdown upregulated the expressions of FN a-SMA Collagen [ Collagen Il and p-
SMAD2. Conclusion MiR-486 may regulate the pathogenesis of pulmonary fibrosis induced by hypoxia through
targeting SMAD2.
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