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18] AR T 4 R & AR 3 A A (BMSCs-CMD) 3 ENaC 894 B . ik H 20 R C57 A R AL A % FE 40 Fe 52 B
20, Masson # &I K ) B A2 B £ a5 b & 1 # F-PCR(RT-PCR) #= Western blot 7 &4 M o--F
AL B G (a-SMA) .a/B/v- ENaC mRNA # &k KF, ¥FHRIbFHERGMET A Lk a(AEC 1)K
4 %4 DMEM/F12 248 (CON 41) 34t & K B F B1(TGF-B1) 4 # 28 (TGF 41) , TGF-B1+BMSCs-CM 41 (T +
CM #1),3 % 24 h, & A Western blot # #%# A «/v-ENaC E@# Tk, R LaBarks, 640 Z 4k
FPRTFHR(P<0.05),5b =% K4 36.36%, 320 KA 4L 2% Masson $ & WK 5] 1A R 69 A 2 I35 45 A= 20 21
¢ 4tt, RT-PCR #» Western blot £ R % & £ %28 X TGF-B1.a-SMA & A K-F 80 8 LA (P<0.05),a/B/
Y-ENaC 3 A&t %2 8 FH(P<<0.05), 5 CON 4%, TGF 4/ &8 AECI ¥ o/v-ENaC & & & i
KB B HEAKL(P<<0.05);5 TGF 44 , T+CM 48 R4 AECI F o/ v-ENaC B R Z K FHBHZH(P<
0.05), £ BMSCs-CM Al 4F 444 84 4% 7 4E A T4k 5423t AEC Il ¥ ENaC #9 R & %,
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Action mechanism of epithelial sodium channel in bleomycin-

induced pulmonary fibrosis of mice”
DING Yan ,WANG Lin,LIU Yanhong , HOU Yapeng . NIE Hongguang*“
(Research Section of Stem Cells and Regenerative Medicine ,College of Basic
Medical Science China Medical University ,Shenyang ,Liaoning 110122 ,China)

[Abstract] Objective To investigate the role and related mechanism of epithelial sodium channel
(ENaC) in bleomycin-induced pulmonary fibrosis of mice and the effects of bone marrow mesenchymal stem
cells conditioned medium (BMSCs-CM) on ENaC. Methods Twenty C57 mice were randomly divided into the
control group and experimental group. The pulmonary fibrosis degree was observed by Masson staining. The
expression levels of a-smooth muscle actin («-SMA) and o/B/7-ENaC were detected by using the real-time
PCR(RT-PCR) and Western blot,respectively. The in vitro conventionally cultured type Il alveolar epithelial
cells CAEC [I) were randomly divided into the DMEM/F12 group (CON group) , transforming growth factor-
B1 (TGF-B1) treatment group (TGF group) and TGF-81+BMSCs-CM treatment group (T+CM group). The
AEC Il were cultured for 24 h. The Western blot method was used to detect the protein levels of o/y-ENaC.
Results The body weight of the mice in the experimental group was significantly decreased compared with
that in the control group,and the mortality rate was 36. 36 %. The obvious pulmonary cell injury and tissue fi-
brosis in the experimental group were observed by the Masson staining. The real-time PCR and Western blot
results showed that the expression levels of TGF-81 and o-SMA in the experimental group were increased
(P<C0. 05) ,whereas the expression levels of 3 subunits of a/B/7-ENaC were decreased(P<C0. 05). Compared
with CON group., the expression levels of a/Y-ENaC protein in AEC [l of TGF group mice was decreased
(P<C0.05) ;compared with the simple TGF group,the expression levels of a/7-ENaC protein in the T+ CM
group were increased(P <C0. 05). Conclusion The protective effect of BMSCs-CM on pulmonary fibrosis may
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be related with promotion of ENaC expression in AEC 1I.

[Key words | pulmonary fibrosis; bleomycin; epithelial sodium channels; bone marrow mesenchymal stem cells
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(IET1),5-GCT TCT CCT TGA TGT CTC GCA C-
3" (R 1) ; «-ENaC: 5'-TAC AAC TCT TCC TAC
ACT CGC CA-3"C(IET1),5-CTG GTT GAA ACG
ACA GGT AAA GAT-3" (& [1]); B-ENaC: 5'-CAA
TGA CAC CCA GTA TAA GAT GAC C-3'CGiEf]) .
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