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Effects of artesunate on expression of TGF-B, /MAPK signal pathway in alveolar epithelial cells”
Chen Juan sWang Changming® , Zhou Yan ,Li Hongxiu
(Department of Respiratory Medicine ,A f filiated Hospital ,Guilin Medical College ,Guilin,Guangxi 541001 ,China)
Abstract: Objective
(EMT) and its possible mechanism. Methods

cells RLE-6TN. To detect artesunate IC;, by MTT assay and select the concentration of drug intervention based on artesunate 1Cs,.

To study the effect of artesunate on the process of TGF-f; induced epithelial-mesenchymal transition

To establish the in vitro experimental-model of rat alveolar epithelial type [] (AT2)

The cells were divided into 6 groups randomly, blank control group, TGF-8; (3 ng/mL) , TGF-B; (3 ng/mL) + Art (1 mg/L) group,
TGF-8, (3 ng/mL) +Art(2 mg/L) group, TGF-8, (3 ng/mL) + Art(4 mg/L) group and TGF-g, (3 ng/mL) + Art(8 mg/L) group.
The cell morphology was observed by inverted microscope after 24 h culturing. Then cells were collected and total protein was ex-
tracted from them for detecting the expression of p38MAPK,o-SMA and Vim of each group by Western blot assay. Results Arte-
sunate IC;, was 8. 86mg/L at 24 h. Under the effects of TGF-8, , compared with the blank control group, p38MAPK, a-SMA and
Vim protein expressions were increased (P<C0.05). To give artesunate effect after TGF-f; inducing cells,compared with the TGF-
B group, p38MAPK,a-SMA and Vim protein expressions were significantly reduced with the concentration-dependence (P<C0. 01).
Conclusion Artesunate can inhibit the TGF-8; induced epithelial-mesenchymal transition process with the concentration-depend-
ence. The possible mechanism is the inhibition of p38MAPK protein expression.
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LR NaHCO, 1 fift J5 145 VA 4 30 AH N 289Kk /R A T4
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JoT 2 B AT RE AL S S AL p3SMAPK . 45 TR [E & 1Y
HHBEMRIEA T TGFB 5% )5 19 RLE6TN 24 h J5 .5 5 &
M p38MAPK K [1] 5T 40 fi 7 5 ¥ oo SMA | Vim 2 1 ¥4 TGF-
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