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Fig. 1. Application of Canine Retraction Spring.
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Fig. 2. Collection of GCF by Periopaper Strip.
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Table 1. Volume of Gingival Crevicular Fluid(uf/4 strips).

WER| 30a4 4%, 2000

©T10 ) T2 hr) T3(24 hr) . T8 R
M%) 0.72+0.40 0.86+0.30 0841058 1.30+058
D(He&) 0.71+0.35 0.83+0.37 0.70+0.25 081027
CHZ2) 06910.35 097+053 086048 0.81+0.41
Table 2. Protein Quantification(ue/u0).
T10 hr) T3(24 hr) . THIE8 B
MDA Z) 8058+69.13 3149533591 217.43+311.97 46.78119.09
D(srar) 1342811434 184.49+252.48 144.08+82.77 14338+54.70
CHZT) 11854+ 146,14 122.824113.12 14120116323 134.26%121.76

Z}zte] welloll take] 2087 A L0 A incubationd}
°ﬂ‘3} 5002 stop A& A7k, 450nmell A A
€9 FZE 08 O]‘—Hoﬂ 1Tt
ZJ( 4 7 :rL el IL-1855e Had 28H
A& F8t3, ANOVAE Aldsitt.

2T
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°] %Tg: #&E gl
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tH(Table 1).
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Fig. 8. Changes of IL-18 Concentration in GCF
during Orthodontic Tooth Movement.
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Table 3. Comparison of IL-18 Concentration among Three Groups in Each Time.
T1(0 hr) T2(1 hr) T3(24 hr) T4(168 hr)

Sig. 0.101 0.310 0.000° 0433
Statistical Analysis(+;p<0.05, **;p<0.001);ANOVA
Table 4. Changes of IL-18 Concentration in Each Group.

M=) M(gErE) C( 23)
Sig. 0.000™ 0.000” 0.580

Statistical Analysis(+;p<0.05, **;p<0.001);ANOVA
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-ABSTRACT-

Interleukin-18 levels in human gingival crevicular fluid during
orthodontic tooth movement

In-Sook Kim, Young-Guk Park

Deparment of Orthodontics, Kyung Hee University Graduate School
Deparment of Orthodontics, National Medical Center

Bone remodeling is a complex process regulated by various mediators. Cytokines are known to be associated
with the mechanically induced response in orthodontic tooth movement. In particular, IL-18 stimulates bone
resorption and induces osteoclast proliferation. The purpose of this study was to identify and quantify IL-18 in
human gingival crevicular fliid(GCF), and to investigate the changes in its level during orthodontic tooth
movement. Twelve patients(mean age of 19.2 years) were used as the subjects. An upper canine of each patient
having treatment for distal movements served as the experimental tooth, whereas the contralateral was used as
the control. The GCF of compression and tension side of the experimental teeth and the GCF of mesial side of
control teeth was taken from the each subject immediately before activation, and at 1, 24, and 168 hr after initiation
tooth movement. 1.-1 8 amount was detected by ELISA. The concentration of IL-18 was higher in experimental
group than in the control group after treatment. Its level was elevated after initiation of tooth movement and it
was the highest level at 24 hr in compression side of experimental group. But there was no significant change
in control group.

The results indicate that the change in IL-18 level in GCF is associated with orthodontic tooth movement.
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