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Knockdown of HMGA?2 gene inhibits TGF-g1-induced human embryonic
lung fibroblast growth and collagen synthesis

LI Peng, LIU Yong-mei, LIU Zhen-hua
( Department of Pediatrics, Chengde Municipal Hospital, Chengde 067000, China. E-mail; 2213422512@ gq. com)

[ ABSTRACT] AIM: To investigate the effects of high mobility group A2 ( HMGA2) gene knockdown on the cell
viability, apoptosis, collagen synthesis and oxidative stress of human embryonic lung fibroblast (HELF) induced by trans-
forming growth factor-g1 (TGF-B1). METHODS : The HELF were divided into blank group, TGF-B1 group, negative con-
trol (NC) group and HMGA2 siRNA (si-HMGA2) group. The protein levels of HMGA2, AKT and p-AKT were determined
by Western blot. The cell viability and apoptotic rate was analyzed by MTT assay and flow cytometry, respectively. The mR-
NA expression of collagen I (COL-I) and COL-IIl was detected by RT-qPCR. DCFH-DA was used to detect the content of
reactive oxygen species (ROS). RESULTS:Compared with blank group, the protein levels of HMGA2 and p-AKT, the
cell viability, the mRNA expression of COL-] and COL-III in TGF-B1 group were significantly increased, but the apoptotic
rate and ROS level were significantly decreased (P <0.05). Compared with TGF-B1 group, the protein levels of HMGA2
and p-AKT, the cell viability, the mRNA expression of COL-] and COL-II in si-HMGA2 group were significantly de-
creased, but the apoptotic rate and ROS level were significantly increased (P <0.05). CONCLUSION: Knockdown of
HMGA2 gene expression decreases the viability and collagen synthesis, and promotes apoptosis and ROS production of hu-
man embryonic lung fibroblasts induced by TGF-B1. The mechanism may be related to down-regulation of PI3K/AKT sig-
naling pathway.

[ KEY WORDS] Human embryonic lung fibroblasts; HMGA2 gene; Transforming growth factor-B1; Apoptosis;
PI3K/AKT signaling pathway
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Figure 1. Western blot was used to detect the protein expression of HMGA?2 in the HELF transfected with si-HMGA2. Mean +SD. n =

3.

* P <0.05 vs blank group; *P <0.05 vs TGF- B1 group.
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Figure 2. The effect of HMGA2 gene knockdown on the viability
of HELF. Mean + SD. n =3. “P <0.05 vs blank
group;” P <0.05 vs TGF- Bl group.
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Figure 3. The effect of HUGA2 gene knockdown on the apoptosis
of HELF. Mean £ SD. n =3." P <0.05 vs blank
group; " P <0.05 vs TGF- B1 group.
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Figure 4. The effect of HMGA2 gene knockdown on the mRNA expression of COL-] and COL-II in the HELF. Mean + SD. n =3.

*P <0.05 vs blank group; *P <0.05 vs TGF-B1 group.
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The effect of HMGA2 gene knockdown on ROS content
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group; *P <0.05 vs TGF-B1 group.
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Figure 6. The effect of HMGA2 gene knockdown on the protein levels of p-AKT in the HELF. Mean = SD. n=3. " P <0.05 vs blank

group;"P <0.05 vs TGF Bl group.
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