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Effect of overexpression of Pannexin 3 on the inflammatory reaction of pulpal tissue in rats with acute pulpitis
ZENG Ning-bi, XIONG Yu,ZHAO Xi,ZENG Yi,HUANG Wen-jing, YE Yan-yan (Department of Stomatology , First Affiliated
Hospital of Army Medical University , Chongqing 400038, China)

Abstract: Objective To explore the effect and mechanism of overexpression of Pannexin 3 on the inflammatory reaction of pulpal
tissue in rats with acute pulpitis. Methods Forty healthy male SD rats were selected, 10 of which were regarded as the control group,and the
remaining 30 were used to establish the acute pulpitis rat models. They were randomly divided into model group, inhibition group and
overexpression group,with 10 rats in each group. The relative expressions of nuclear factor k B ( NF-kB) , extracellular regulatory protein
kinase (ERK) , p38 protein kinase ( p38MAPK) , Pannexin 3, Som, Shh, Pic, Glil protein were detected by Western blot. The levels of
chemokines (CX3CL1) ,heme oxygenase-1( HO-1) ,vascular endothelial growth factor ( VEGF) ,interleukin-8 (IL-8) ,interleukin-6 (1L-6) ,
and tumor necrosis factor-a (TNF-a) were detected by enzyme-linked immunosorbent assay. Results Pannexin 3 expression in the overex-
pression group was higher than that in the model group and the inhibition group, while it was lower than that in the control group(P <0.05).
The protein expressions of NF-kB and ERK in the overexpression group were lower than those in the model group and the inhibition group,
and they were higher than those in the control group, and the expression of p38MAPK was higher than that in the model group and the
inhibition group,while it was lower than that in the control group( P <0.05). The levels of CX3CL1 ,HO-1 and VEGF in the overexpression
group were lower than those in the model group and the inhibition group,and they were higher than those in the control group( P <0.05). The
levels of IL-8,IL-6 and TNF-a in the overexpression group were lower than those in the model group and the inhibition group,and they were
higher than those in the control group( P <0.05). The expressions of Som,Shh,Ptc and Glil in the overexpression group were lower than those
in the model group and the inhibition group,and they were higher than those in the control group( P <0.05). Conclusion Overexpression of
Pannexin 3 can reduce the inflammatory factors in the pulpal tissue of acute pulpitis model rats, effectively inhibit the inflammatory reaction of
rat pulpal tissue,and promote the repair of rat pulpal damage.

Keywords : acute pulpitis;pulpal tissue ;inflammatory reaction;damage repair;rat model ; Pannexin 3
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