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Jiawei Danxuan Koukang regulates the proliferation activity of oral

epithelial injured cells via Axinl
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(1. The First Hospital of Hunan University of Chinese Medicine, Changsha, Hunan 410007, China;
2. Hunan University of Chinese Medicine, Changsha, Hunan 410208, China)

(Abstract] Objective We aimed to explore the effects of Jiawei Danxuan Koukang (JWDXKK) on the proliferation activity of
oral epithelial injured cells and the role of axis inhibition protein 1 (Axinl). Methods Axinl small interfering RNA-1 (Axinl
siRNA-1), Axinl small interfering RNA-2 (Axinl siRNA-2), and Axinl small interfering RNA-3 (Axinl siRNA-3) from different
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interfering positions were selected to interfere with oral epithelial cells, and the expression of Axinl was detected by quantitative
real-time PCR (GQRT-PCR) to screen the effective interference targets of Axinl. The cells were divided into the following groups:
blank control group, si-NC group, si—Axinl group, over—expressed control group, and over—expressed Axinl group. The Axinl mRNA
levels were detected by qRT-PCR. Cell counting kit—8 and plate clone formation assay were applied to examine the cell
proliferative activity. Cell cycle levels were detected by flow analysis. The protein expression levels of Axinl, B—catenin, PCNA,
Bax, Bcl-2, and cleaved Caspase-3 were identified by Western blot. The oral epithelial cell injury model was induced by arecoline
hydrobromide (AH). Oral epithelial cells were then divided into: blank control group, AH group (50 pwg/mL AH), blank group (10%
blank serum + 50 pg/mL AH), JWDXKK group (10% JWDXKK serum + 50 pg/mL AH), and a JWDXKK + over—expressed Axinl
group (10% JWDXKK serum + over—expressed Axinl + 50 pg/mL AH). EdU incorporation assay was performed to examine the
proliferative activity. Results Compared with the si-NC group, Axinl gene expression in si—Axinl-1, si-Axinl-2, and si—Axin1-3
groups significantly decreased (P<0.01). Cell proliferation activity of Axinl group cells and the protein levels of B—catenin, PCNA,
and Bcl-2 increased in the si-Axinl group (P<0.01), while the protein expression of Axinl, Bax, and cleaved Caspase-3 and Axinl
mRNA levels significantly decreased (P<0.05 or P<0.01). Compared with the over—expressed control group, the proportion of cells in
G1 phase, cell proliferation activity, and protein expression of —catenin, PCNA, and Bel-2 significantly decreased in over—
expressed Axinl group (P<0.01). The proportion of cells in S phase and the Axinl, Bax, cleaved Caspase-3 protein, and Axinl
mRNA expression significantly increased (P<0.01). Compared with the blank control group, Axinl protein expression increased in
AH stimulated group (P<0.01), and the proliferation activity was significantly reduced (P<0.01). Compared with the blank group, the
Axinl protein expression decreased in JWDXKK group (P<0.01), and the proliferation activity increased (P<0.01). Compared with the
JWDXKK group, the proliferation activity decreased in the JWDXKK + over—expressed Axinl group (P<0.05). Conclusion Axinl
could regulate the proliferative activity of oral epithelial cells. JWDXKK could promote the proliferation of oral epithelial cells with
AH induction, possibly by inhibiting Axinl signaling.

(Keywords] oral submucous fibrosis; Axinl; Jiawei Danxuan Koukang; oral epithelial cells; arecoline hydrobromide
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