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ABSTRACT Objective: To observe and analyze the correlation between the expression of interleukin -17 (IL-17), micro RNA-146a
(miR-1462) in saliva and the degree of disease of patients with chronic periodontitis (CP). Methods: 80 cases of patients with CP were se-
lected as the case group and 80 healthy volunteers were selected as the control group. The expression of IL-17, miR-146a in saliva of the
subjects in the two groups were detected and compared. The periodontal disease indicators of plaque index (PLI), gingival index (GI),
probing depth (PD) and attachment loss (AL) of the patients in the case group were detected. Results: The expressions of IL-17,
miR-146a in saliva of patients in the case group was significantly higher than those in the control group, the differences between the two
groups were statistically significant (P<0.05). With the severity of the disease, the expressions of IL-17, miR-146a in saliva of patients
gradually increased, the differences between the groups were statistical significance (P<0.05). The results of Spearman rank correlation
showed that the expressions of IL-17, miR-146a in saliva of patients were positively correlated with severity of periodontal disease (P<0.
05). Linear correlation analysis showed that the expressions of IL-17, miR-146a in saliva of patients were positively correlated with the
periodontal disease indicators of PLI, GI, PD, AL (P<0.05). Conclusions: The patients with CP show significantly increased expression of
IL-17, miR-146a in saliva and the expressions are correlated with the severity of disease and the clinical indicators, suggesting that over-
expressions of IL-17, miR-146a may be an important mechanism in promoting periodontal tissue destruction in patients with CP.
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Table 1 Related primer sequences of miRNA by RT-qPCR detection

miRNA Primers Sequences
Forward CAACACCAGTCGATGGGCTGT
miR-146a
Reverse GTGCAGGGTCCGAGGT
Forward CTCGCTTCGGCAGCACA
miR-16
Reverse GTGCAGGGTCCGAGGT
2 R
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Table 2 Comparison of expression levels of IL-17 and miR-146a between two groups

Groups n IL-17(ng/L) miR-146
CP group 80 11.61% 3.21 2.63% 0.95
Control group 80 7.08+ 1.55 0.81+ 0.46
t 11.346 15.498
P 0.000 0.000
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tb3
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Table 3 Comparison of clinical data of patients with different degrees of CP

Groups n Age(ng/L) Gender(male, %) Complications(n,%)
Slight periodontitis 22 49.4+ 8.5 13(59.1) 4(18.2)
Moderate periodontitis 28 51.2+ 9.8 17(60.7) 4(14.0)
Severe periodontitis 30 50.9+ 9.6 18(60.0) 6(20.0)
F/x? 0.535 0.014 0.337
P 0.591 0.993 0.845
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Fig.1 Comparison of expression levels of IL-17 and miR-146a in saliva of
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patients with different degrees of CP

2.3 CP BFEMER P IL-17.miR-146a RikKFE 5 EFREERE " 40
* . ool

Spearman ZFZAHC /3BT 45 R R, CP AR MR H IL-17 T o - : %m_ ;
miR-146a F ik K - 15 7 J 96 77 TR 35 4 22 1F A 56 56 2R (rs=0. | o
878.0.732,P<0.05), L% 4.8 2. Jifil2H ¥ (9 PLI.GL.PD, L oderts — savare
AL 4351y 236 0.60,4.15% 0.84.4.59% 091,257 053, @y cp masmmimes 1L 17.miR. 1460 Aok TS 5 Bl = BIZ B
LRI HT S5 7%, CP R IL-17 miR-146a kK 3
“F-5 PLI.GI.PD AL 555 J&l 5l PRAE bR 52 TEAH 556 28 (1s=0. Fig.2 Correlation analysis between IL-17 and miR-146a expression levels
708~0.927,P<0.05), W3 5,141 3. |4 4, in saliva of patients with periodontitis and the severity of disease

F 5 CP BEMER P IL-17.miR-146a FRikKF 5 2F B R I RIEFREI A X 47

Table 5 Correlation analysis of IL-17 and miR-146a expression levels in saliva of CP patients with clinical parameters

PLI GI PD AL
Variable
I, P I, P I, P T, P

IL-17 0.849 0.000 0.927 0.000 0.880 0.000 0.926 0.000

miR-146a 0.712 0.000 0.782 0.000 0.708 0.000 0.776 0.000
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16.00— 16.00— 16.00— 16.00—
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Fig.3 Correlation analysis of IL-17 expression levels in saliva of CP patients with clinical parameters
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Fig.4 Correlation analysis of miR-146a expression levels in saliva of CP patients with clinical parameters
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