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Galectin—3 increases the expression of collagen type [ in pulmonary artery

fibroblasts by regulating the glycogen synthase kinase—3p/B—catenin pathway
Wei Haidong ,Hu Yating,Li Binbin,Xue Xiaoli,Liu Xiyue,Li Fangwei,Wang Yijie
(Department of Respiratory and Critical Care Medicine , The Second Hospital of Lanzhou University)
[ Abstract] Objective: To investigate the role and molecular mechanism of excessive deposition of extracellular matrix in pulmonary
vascular remodeling and pulmonary hypertension (PH). Methods : Rat pulmonary artery fibroblasts (PAFs) were treated with galectin—3
(Gal-3) at different concentrations(0,1,2,5,10 peg/mL) for 24 hours or 2 pg/mlL Gal-3 for different periods of time(0,12,24,48,72
hours) , and ELISA was used to measure the level of collagen type 1. Glycogen synthase kinase—3B (GSK-33) siRNA and B—catenin
siRNA were used to specifically silence GSK-33 and (3 —catenin, respectively; qRT-PCR was used to measure the mRNA level of 3
—catenin, Western blotting was used to measure the protein level of B—catenin, and immunofluorescent staining was used to determine
the subcellular localization of B—catenin. Results : Gal-3 increased the level of collagen type I in culture supernatant of rat PAFs in a
dose— and time—dependent manner. Compared with the control group, the Gal-3 treatment group had phosphorylation and inactivation
of GSK-3, a significant increase in the content of B—catenin(F=18.242,P=0.000) , and the translocation of B—catenin from cytoplasm
to nucleus. In addition, compared with the control group, Gal-3 treatment and GSK-3 siRNA increased the level of 3—catenin and
did not affect the mRNA level of B—catenin, and compared with the Gal-3 group, the B—catenin siRNA+Gal-3 group had a reduction in
the protein level of collagen type I in cells (F=9.965, P=0.028). Conclusion : Gal-3 increases the expression of collagen type I in

PAFs by regulating the GSK-3B/B —catenin signaling pathway, sug-
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1.2.4 qRT-PCR R4 35 & id W A5 4545 , {8 1] TRIzol ik
7| (Invitrogen , 3& [& ) $2 I PAFs H1 [ B RNA . ffi FH RevertAid
First Strand ¢cDNA A B & (Thermo, 36 [ ) #4755 5%
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CAAGCCACAAGATTA-3', Reverse,5'~ATCCACCAGAGTGA
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ATTTG-3',Reverse,5'~AGGGGCCATCCACAGTCTTC-3" .
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PRS- B S 380, 43 500 A Xt B2 1 1.88 % AN 1.93 % (F=
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T, GSK-3B B B iR Ak F1 2% 1% , I 2k 22 X} B—catenin
HHEMEAAE . FEJS , B—catenin 7540 i N 5 R I+
FE A B 40 M A% , 38 3k 5% ) 2 B0 3 DY) A 3R 3K, e 40
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