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MiR-27a and miR-128 levels in gingival crevicular fluid of patients with
peri-implant inflammation and their relationship with bone resorption”
SHEN Miaomiao' \CHEN Lin** ,ZHAI Yunxia'
1. Department of Stomatology ,Shanghai Changzheng Hospital ,Shanghai 200001,China ;
2. Department of Pathology ,Longhua Hospital Affiliated to
Shanghai University ,Shanghai 230032,China

Abstract:Objective To investigate the levels of miR-27a and miR-128 in gingival crevicular fluid (GCF)
of patients with peri-implantitis and their relationship with bone resorption. Methods A total of 136 patients
who completed dental implant restoration in the Department of Stomatology,Shanghai Changzheng Hospital
from January 2018 to December 2021 were enrolled in the study. According to the status of dental implants,
they were divided into 66 healthy implant patients (healthy group) and 70 peri-implantitis patients (inflamma-
tion group). In addition, 70 volunteers who underwent gingival health examination during the same period
were enrolled as the control group. The data of probing depth (PD),sulcus bleeding index (SBI), volume of
gingival crevicular fluid,and levels of tumor necrosis factor-a (TNF-a) ,interleukin (IL) -6,and 11.-4 were col-
lected. Bone resorption was measured by oral cone beam computed tomography (CBCT). The levels of miR-
27a and miR-128 in gingival crevicular fluid were detected by fluorescence quantitative polymerase chain reac-
tion (qPCR). Pearson correlation analysis was used to analyze the levels of miR-27a and miR-128 in gingival
crevicular fluid of patients with peri-implantitis and their correlation with inflammatory factors and bone re-

sorption. Results Compared with the control group,PD,SBI, GCF volume,bone resorption,and the levels of
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TNF-«,1L-6 ,and miR-128 in the inflammation group and the healthy group increased, while the levels of 11.-4
and miR-27a decreased, and the differences were statistically significant (P <{0. 05). Compared with the
healthy group,PD, SBI, GCF volume, bone resorption, TNF-a, IL-6,and miR-128 levels in the inflammation
group significantly increased,and 11.-4 and miR-27a levels significantly decreased (P <C0. 05). Correlation anal-
ysis showed that the levels of miR-27a and miR-128 in gingival crevicular fluid of patients with peri-implantitis
were negatively correlated (= —0. 365, P =0. 002). The level of miR-27a in gingival crevicular fluid of pa-
tients with peri-implantitis was negatively correlated with PD, SBI, bone resorption, TNF-« and IL-6 levels
(P <C0.05) ,while positively correlated with 11.-4 level (P <C0. 05). The level of miR-128 was positively corre-
lated with PD,SBI, bone resorption, TNF-a and 1L-6 levels (P <C0. 05), while negatively correlated with 1L.-4
level (P<C0.05). Conclusion A high level of miR-128 and a low level of miR-27a were detected in gingival

crevicular fluid of patients with peri-implantitis,both of which were related to bone resorption.

Key words: peri-implant inflammation;
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