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[Abstract] Objective To invesitgate the protein expression for leptin receptor in skeletal muscle in periodontitis
and obese rat models, with the aim of exploring the effect of experimental periodontitis on adipokines receptors in insulin-
targeting tissues and underlying mechanisms of skeletal muscle insulin resistance. Methods Forty natal SD male rats
were randomly divided into four groups, respectively: obese rats with periodontitis (OB+ CP group), obese rats without
periodontitis (OB group), normal rats with periodontitis (CP group) and normal rats without periodontitis (C group).
Obese rat model was established by subcutaneous injection of sodium glutamate. Experimental periodontitis was in-
duced by ligation and inoculation of periodontal pathogens. Immunohistochemical analysis of leptin receptor expression
in skeletal muscle of four groups was employed. Results In the skeletal muscle, the protein for leptin receptor in the C
group and CP group were popular and strong positive, and there was no statistically significant difference between the
groups (P > 0.05). The protein expressions in the OB + CP group and OB group were decreased. Fewer protein expres-

sion was detected in the OB + CP group when compared with OB group (P < 0.05). A synergistic interaction between
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obesity and periodontitis was evident to the expression for the leptin receptor (P < 0.05). Conclusion Local infection
induced by experimental periodontitis can barely down-regulate the protein expression for leptin receptor in the skeletal
muscle. However, periodontitis can significantly down-regulate the protein expressions with the presence of obesity.
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Table 3 Semi-quantitative analysis of leptin receptor protein in different groups

n=10,x+s

CP(+) CP(-) A FifH Pl
OB(+) 0.119 + 0.009 0.126 = 0.008 0.122 £ 0.010 -3.490 0.001
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A1t 0.139 + 0.026 0.142 + 0.019 0.140 + 0.023 1.731" 0.190"
FrfH ~10.565 ~11.567 239.050 " B B Y
P{H <0.001 <0.001 <0.001" (Fffl =4341, P =0039)
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