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[ Abstract] Objective: To study the correlation of Th17 and related factors in the gingival crevicular fluid (GCF) of
the patients with different periodontal inflammatory status. Methods: Forty — six patients were divided into four
groups: periodontitis active site group, non — active site group., gingivitis group, and healthy group. IL — 17,
RORC2, IFN—7, and ILL—4 in GCF were detected by enzyme — linked immunosorbent assay (ELISA). Results:
The expression trend of IL—17 and RORC2 were similar. The levels of I.—17 and RORC2 in active site group
were significantly higher than those of other three groups, and the levels of non—active site group were significantly
higher than that of healthy group (P<C0. 05). The expression of IFN—7 in healthy group was significantly lower
than those of other three groups (P<C0. 05). In active periodontal site group, the expression level of IL.—4 was sig-
nificantly lower than those of other three groups (P<C0.05). IL—17 level was positively correlated with RORC2,
and negatively correlated with IL—4 (P<C0.05). The levels of IL—17, RORC2 and IFN— 7Y were positively corre-
lated with those of BI, PD and AL. The level of IL.—4 was negatively correlated with those of BI, PD and AL (P <<
0.05). Conclusion: The expression of Th17 was strong in active site group, and it increased with the aggravation of
attachment loss. IFN— 7 might be involved in the transformation of gingival inflammation and non— inflammation
status.
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Table 1  Clinical periodontal parameters of the sampling sites xEs
7F JE I K48 A T B A 5 4L e 1E 7 A7 5 41 FHRH 1t B o IR 2
i A 22 22 11 13
PLI 2.41£0.91 1.8240.73 1.9140.53 1.46+0.52
BI 3.7740,53" 123 1.914+0.61*1" 2.45+0.52"! 0.31+£0. 48
PD 7.9141,15%1%2x38 2.86+£0.77" 2.8140.60"! 1.4640. 66
AL 8.6441,29" 17273 3.0540.84"1%2 0 0
T SR AL RS, 1 P<<0.05; 5 A MRA LA, « 2 P<0.05; 5 I B i 41 I 4, « 3 P<C0.05
£2 AR IL—17,RORC2,IFN—v,IL—4 fKF H
Table 2 The expression levels of IL—17, RORC2, IFN—7 and IL—4 in GCF x ks
i H 1% 2l B 5 40 ik B A T 4 ft e f HE 21
1IL—17 200.08+56,30"1*2*3 134.82435.86"! 120.44438. 39 95.96=440. 10
RORC2 12,9944, 531238 9.0344, 447! 6.80+1.35 4,8942. 34
IFN—vy 52.174+15. 11! 45.92+17.38"! 48.08+10.02"! 29.9449. 36
1L—4 41,669,057 1*2%3 65.50419. 02 63.05419.51 81.91421.67

SR R e, « 1 P<<0.05; 5 F WA LE, « 2 P<<0.05; 5 1L B S 2 e, » 3 P<<0.05
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Table 3 Correlation between the levels of IL—17, RORC2, IFN—7v, IL—4 and clinical periodontal parameters
_ 1IL—17 RORC2 IFN—vy 1L—4
E3 I/r 1= 5
F i 45 67 ) . ) . ) . ) .
BI 0.620 0. 000 0.577 0. 000 0.493 0. 000 —0.626 0. 000
PD 0.610 0. 000 0. 545 0. 000 0.338 0. 005 —0. 606 0. 000
AL 0. 604 0. 000 0. 587 0. 000 0.343 0.017 —0.593 0. 000

7 :1L—17 .RORC2.IFN—v /K ¥ 5 BI.PD.AL IEAHI3&;1L—4 /KF 5 BI.PD.AL fi#l& (P<C0. 05)
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