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ABSTRACT Objective: To investigate the correlation of sclerostin and nerve axon guidance factor 3 (SLIT3) in gingival crevicular
fluid with periodontal clinical indicators and nuclear factor-kb receptor activator ligand (RANKL)-osteoprotegerin (OPG) system in pa-
tients with chronic periodontitis and occlusal trauma. Methods: 123 patients with chronic periodontitis and occlusal trauma (trauma
group) and 101 patients with chronic periodontitis without occlusal trauma (control group) who were admitted to our hospital from Jan-
uary 2021 to January 2023 were selected. Before treatment, the levels of Sclerostin, SLIT3, RANKL and OPG in gingival crevicular fluid
were detected, the ratio of RANKL/OPG was calculated, and the clinical periodontal indexes such as bleeding index (SBI), plaque index
(PLI), probing depth (PD) and attachment loss (AL) were evaluated. The correlation between Sclerostin, SLIT3 and periodontal clinical
indicators, RANKL, OPG, RANKL/OPG was analyzed. Results: The levels of Sclerostin, SLIT3, RANKL, RANKL/OPG, PLI, SBI, AL
and PD in gingival crevicular fluid in trauma group before treatment were higher than those in control group (P<0.05), and OPG was lower
than that in control group(P<0.05). Sclerostin and SLIT3 in gingival crevicular fluid in trauma group were positively correlated with PLI,
SBI, AL, PD, RANKL and RANKL/OPG ratio before treatment (P<0.05), and negatively correlated with OPG (P<0.05). Conclusion: The
levels of Sclerostin and SLIT3 in gingival crevicular fluid of patients with chronic periodontitis and occlusal trauma are significantly in-
crease, which is relate to the abnormal periodontal clinical indicators and the increase of RANKL/OPG.
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Table 1 Comparison of Sclerostin and SLIT3 levels in gingival crevicular fluid between trauma group and control group before treatment( xt s )

Groups n Sclerostin( pg/mL) SLIT3(ng/mL)
Trauma group 123 4532+ 14.48 119.42+ 23.68
Control group 101 26.35+ 9.42 50.63+ 13.74
t 11.340 25.835
P <0.001 <0.001
2.2 EMBAFNRARTT AT BIERIEFR LR KL/OPG bt

AR ET PLLSBL AL \PD KFXIHE4H, HAHI#
2B (P<0.05), 132,
2.3 Bl {5 ¢H #0 X3 BB 48 i& 47 B 4R 78 &% RANKL.OPG.RAN-

B LH IR Y7 ATER A W F RANKL . RANKL/OPG & T X} &
2l , OPG X T M2 , X e 22 5% (P<0.05), L3 3,
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Table 2 Comparison of periodontal clinical indexes between trauma group and control group before treatment(x+ s )

Groups n PLI(score) SBI( score) AL(mm) PD(mm)
Trauma group 123 2.75% 0.42 2.53+ 0.39 4.62+ 0.53 6.95+ 0.93
Control group 101 1.83%+ 0.35 141+ 0.27 2.06x 0.31 3.02+ 0.62

t 17.566 24.445 42.882 36.345
P <0.001 <0.001 <0.001 <0.001

* 3 I EAFNSTERAATATRAT RANKL,OPG,RANKL/OPG LEE (2 )
Table 3 Comparison of RANKL, OPG and RANKL/OPG in gingival crevicular fluid between trauma group and control group before treatment(x+ s )

Groups n RANKL(pg/mL) OPG(pg/mL) RANKL/OPG
Trauma group 123 4265.95% 326.45 1690.34% 151.49 2.52+ 0.36
Control group 101 1532.45% 107.48 5945.15& 904.48 0.26% 0.05

t 80.613 -51.326 62.573
P <0.001 <0.001 <0.001
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Table 4 Correlation between Sclerostin, SLIT3 and periodontal clinical indicators, RANKL, OPG, RANKL/OPG

Sclerostin SLIT3
Index
r r P
PLI 0.469 <0.001 0.431 <0.001
SBI 0.377 <0.001 0.321 0.005
AL 0.503 <0.001 0.436 <0.001
PD 0.512 <0.001 0.429 <0.001
RANKL 0.593 <0.001 0.512 <0.001
OPG -0.411 <0.001 -0.326 0.003
RANKL/OPG 0.637 <0.001 0.603 <0.001
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