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The determination on the concentration of interleukin—17 and 23 in the peri—-implant sulcular fluid of
patients Chang Wei, Li Ying. Dept. of Stomatology, The First Affiliated Hospital of Shanxi Medical University,
Taiyuan 030001, China

[Abstract] Objective To explore the similarities and differences of the expression of interleukin IL -17
and 23 between the group of peri—implantitis and peri—implantar healthy patients. To determine the effect and
mutual relations of IL-17 and 23 in the development and progression of peri—implantitis. Methods Implant cases
were divided into health—implant group and peri—implantitis group, the health of natural teeth of the opposite side
with the same name as the control group. The peri—-implant sulcular fluid were collected to determine the concen—
tration of IL-17 and IL-23 by using enzyme-linked immunosorbent assay method. Results In the peri—implant
sulcular fluid of the peri-implantitis, the concentration of IL-17 and 23 was significantly higher than that in the
implant group P<0.01 , health—implant group was slightly higher than that in the control group P<0.05 . The vo-
lume of implant and natural periodontal gingival crevicular fluid, and IL-17 and 23 had a positive correlation
with periodontal status. There was a significant positive correlation between the concentration of 1L-17 and 11.-23
in the peri—implantitis group. Conclusion The concentration of IL-17 and IL-23 were positively correlated with
the incidence of peri—implantitis. IL-17 and IL-23 can form IL-23—IL-17 immune response pathway in the in-
cidence of peri—implantitis.
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Tab 1 Comparison of detection indicators and
IL -17 and 23 concentration of PISF
among the three groups X*§
PD/mm 2.45+0.64 4.21+0.69%* 2.20+0.74
SBI 0.64+0.68 3.42+1.00%* 0.68+0.73
PISF/pL. 0.95+0.22 1.94+0.49%* 0.66+0.23*
IL-17/pg- pL”! 7.08+3.59 10.47+2.64%* 5.11+2.98*
IL-23/pg* L 4.01£1.99 12.02+4.50%* 3.33+1.46*
FEPL
0.01 *P<0.05,
IL-17 23
PISF 2, Spearman
PD SBI PISF IL-17 23
o
2 IL-17 23
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Tab 2 Correlation of the clinical indicators with
concentration of IL-17 and 23, and PISF

volume xX+s
PISF IL-17 1L.-23
PD 0.609%* 0.444%* 0.598%#*
SBI 0.282* 0.336%* 0.512%*

#P<0.05  **P<0.01.
PISF IL-17 23

0.593, Pearson IL-17 23
P<0.01 .
3
IL-17 23
Severino P! o 1L-17
Th-17
Th-17 IL-17, 1L-17
IL-6 8
[4] [5]

IL-6 8

MUCSAC MUC5B
o, IL-1B. -
1 m
Bl
IL-17 1L-17
PD SBI o
1L-17
PISF  IL-
23 IL-17 o IL-23
1L-12
Toll
I1.-238, el 1L-23
Th-17
1L-23 1L-23
T IL-17
IL-23 IL-17
T IL-17,
IL-23 Th-17 IL-17 1L-17
IL-23—IL-17
o [101\
[11] [12]
IL-23 1L-17
1L-
23—IL-17
IL-23—IL-17
IL-17
IL-17
IL-23—
1L-17
4
[1] R . -8
J]- , 2007, 27 5 265-267.

[2]  Ataoglu H, Alptekin NO, Haliloglu S, et al. Interleukin—

Ibeta, tumor necrosis factor—alpha levels and neutrophil

452



448

elastase activity in peri—implant crevicular fluid[J]. Clin
Oral Implants Res, 2002, 13 5 470-476.
[3] Severino VO, Napimoga MH, de Lima Pereira SA. Ex—
pression of IL-6, IL-10, IL-17 and IL-8 in the peri— 9]
implant crevicular fluid of patients with peri—implantitis

[J]. Arch Oral Biol, 2011, 56 8 823-828.

39 4 2012 7 www . gjkqyxzz. cn

+ 452
20% 500 o
100 10 min
Bl 14
N o 10 min
<50 pm o
10~30 pm
6~10 pm
1~5 pm o
° 4
>50 pm N
(1] , , M]. 3
, 2006 437.
’ ’ 2] ,
° [J]. , 2011, 2 3 145-
147.
1 3] . . [
, 2008, 38 6 579-581.
1 [4] . ,
. , 2011, 31 4 196-
198.

IL-23 and IL-12 responses in activated human T cells
retrovirally transduced with IL-23 receptor variants [J].
Mol Immunol, 2008, 45 15 3889-3895.

Harrington LE, Hatton RD, Mangan PR, et al. Inter-
leukin 17—producing CD4* effector T cells develop via a
lineage distinct from the T helper type 1 and 2 lineages

[4] R R [J]. Nat Immunol, 2005, 6 11 1123-1132.
-8 , 2005, 23 4 [10]  Smith JA, Turner MJ, Delay ML, et al. Endoplasmic
292-294. reticulum stress and the unfolded protein response are
[S]  Takahashi K, Azuma T, Motohira H, et al. The potential linked to synergistic IFN —beta induction via X —box
role of interleukin—17 in the immunopathology of peri— binding protein 1[J]. Eur J Immunol, 2008, 38 5 1194-
odontal disease[J]. J Clin Periodontol, 2005, 32 4 369- 1203.
374. [11] Duerr RH, Taylor KD, Brant SR, et al. A genome-wide
[6] , s association study identifies IL23R as an inflammatory
-6 [J1. , 2001, 19 bowel disease gene[]]. Science, 2006, 314 5804 1461-
2 99-101. 1463.
[71  Ryu S, Lee JH, Kim SI. IL-17 increased the production [12] Bork K, Barnstedt SE, Koch P, et al. Hereditary an-

of vascular endothelial growth factor in rheumatoid arthritis

synoviocytes[J]. Clin Rheumatol, 2006, 25 1

gioedema with normal Cl-inhibitor activity in womenlJ].

16-20. Lancet, 2000, 356 9225 213-217.

[8] de Paus RA, van de Wetering D, van Dissel JT, et al.



