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Inhibition of TGFB1 gene expression by TGFB1 short hairpin RNA on
lung fibroblasts of embryonic rats in vitro

REN Jian-bing, LIU Hai-ying, WANG Zhi-jun, LUO Yao, LIU Guo-sheng
(Department of Pediatrics, the First Affiliated Hospital, Jinan University, Guangzhou 510630, China)

[ Abstract] Aim:The effects of RNA interference on TGFBI gene in lung fibroblasts of embryonic rats in
vitro through TGFB1 short hairpin RNAs designed by myself were investigated in order to provide the foun-
dation and evidence of a potential siRNA therapy of fibrotic diseases. Methods: Lung fibroblasts of embry-
onic rats were primary cultured and the model of hyperoxia induced lung fibroblasts injury were established.
Three short hairpin RNAs targeting the TGF31 mRNA sequence and constructing the green fluorescence
plasmid DNA of expressing TGFB1 short hairpin RNAs were transfected into those cells model above men-
tioned. To determine the effect of these short hairpin RNAs, the positive plasmid vectors of TGF81 were
transfected into these cells with the JetPEI, also used negative and null vectors were treated as above as
controls. After 24,48 and 72 hours, the preliminary effect was evaluated with fluorescence microscope,and
then fluorescent quantitation PCR was used to detect the expression of TGFB1 gene at mRNA level. Moreo-
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ver, calculated the efficiency of RNA interference. Results: (DLung fibroblasts of embryonic rats were suc-
cessfully cultured and the model of hyperoxia induced lung fibroblasts injury were established. @Lung fi-
broblasts by the green fluorescence microscope were observed, fluorescence intensity decreased in the
TGEB1 short hairpin RNAs plasmid groups compared with the negative plasmid groups at 24,48 and 72
hours after transfection. Fluorescence was not observed in the null plasmid groups. The expression of
TGFB1 gene at mRNA level with fluorescent quantitation PCR was detected ,the TGFB1 gene expression was
highly knocked down in the groups of TGEBI short hairpin RNAs plasmid compared with groups of negative
plasmid at 24,48 and 72 hours after transfection( P <0.01), and their efficiency of RNA interference re-
duced by degree following times, were 97.3% ,96.9% and 71.7% respectively. Conclusion: The results
suggested that the TGFB1 short hairpin RNAs designed can interfere the expression of TGFBI gene efficient-
ly at 24,48 and 72 hours after transfection and the efficiency of RNA interference reduced by degree follow-
ing times.
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0.25% Jift e A TR AL 1: 2 BERb &R, 4105808, R
E ML, RSP 4 AR TR RER,

G)HlESEMGEAENEYT BERHGERY
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#3147.5’ ~ CCATCGTCCACCGCAAAT -3’ F #3|
#7.5' - GCTCGCTCCAACCGACT - 3', B|#& R %
HEBREYBARERAF, OREERREMHER
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At MBIEE 2 BIEMTHRBE = (1 - XshRNA/Xun-
treat) x 100% , B LA3H5 H % 3 5 7 R oof () 8 F 41
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LYB# T 25047, P <0.05; 2) S5 [ B ol B 44 R4 HE 3K,
P<0.0t

3 itig

TCFBl B—MEZMBEMAEKEF, 5H4KE
FIEE DU YIAE R, — h ERE A M R A 4 &
A ECM, 75— J7 TEIHM 6 B A i 0 2 4 B B (I W R
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