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Abstract: Objective To investigate the effect of baicalin on autophagy in A549 cell model induced by transforming
erowth factor B1(TGF-B1). Methods A549 cells were induced and cultured with different concentrations of TGF—1
(25 ng-mL™", 5 ng-mL", 10 ng-mL") for 48 h. The expression of Collagen I and autophagy related genes were
detected. After the TGF-B1 induced A549 cell model was stimulated by baicalin (200 pg+mL™", 100 wg-mL™",
50 pg-mlL '), the expression of Collagen I and autophagy related genes (ATG3, ATG5, ATG7, ATG12) was
detected by RT—qPCR. The expression of p62 and LC3B I/l was detected by Western Blot. The changes of
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autophagy flow were detected by transforming Ad—mCherry—GFP-LC3B (double—labeled fluorescent protein). Results
After A549 cells were induced with 10 ng+mL™" TGF-B1 for 48 h, the expression of Collagen I was significantly
increased (P<0.05) , and the expression of autophagy related genes (ATG3, ATG5, ATG7, ATGI2) was
significantly decreased (P <0.05, P<0.01). After 200 pg+ mL ™' baicalin stimulation, compared with the model

the expression of Collagen I was decreased (P<0.05) , and the expression of autophagy related

group,
genes (ATG3, ATG5, ATG7, ATGI12) was increased (P <0.05). In all baicalin treated groups, the expression of
p62 protein in A549 cells was significantly down-regulated (P <0.05, P <0.01), and the expression of LC3B I/ 1
was significantly up—regulated (P <0.05, P <0.01). The effect of baicalin on autophagy may be related to the
increase of LC3B I to LC3B Il transformation (P <0.05, P<0.01), the decrease of p62 protein accumulation (P <
0.05), and the enhancement of autophagy flow was significantly enhanced in high dose baicalin group. Conclusion

Baicalin can enhance the level of autophagy in A549 cell model induced by TGF-1 at the same time of reducing

extracellular matrix deposition, which may be an effective component in the treatment of pulmonary fibrosis.
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Reverse primer: 5'-GAGCATTGCCTTTGATTGCTG-3'
ATG3 Forward primer: 5'-CGGCTCTGGCTGTTTGGCTATG-3'
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Figure 1 The expression of Collagen I gene in A549 cells

induced by different concentrations of TGF-B1(x s, n=3)
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Figure 3 Effect of baicalin on Col I gene expression in A549

cells induced by TGF-B1 (x =5, n=3)
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