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Effect of Periodontitis on Serum Hs—CRP and TNF-«a Levels and Severity of Coronary
Artery Stenosis in Coronary Heart Disease
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Abstract; [Objective] To investigate the effect of periodontitis on serum hs-CRP (high sensitive C-reactive protein) and TNF-«
(tumor necrosis factor-alpha) levels and the severity of coronary artery stenosis in coronary heart disease (CHD), to help identify the
potential correlation of periodontitis and CHD. ~ [Methods] A total of 142 patients with CHD who underwent their angiography were
enrolled into the study. According to periodontal examination, the patients were divided into three groups: 32 in-patients were healthy
periodontitis (group C), 32 in-patients were initial periodontitis (group C+P1), 78 in-patients were moderate and severe periodontitis
(group C+P2). Each give a score according the severity of periodontitis and coronary artery stenosis. Meanwhile, 31 out-patients with
simple moderate and severe periodontitis were selected in the Department of Stomatology (group P). The correlation between the
severity of periodontitis and serum hs-CRP and TNF-a levels in the patients with coronary heart disease was analyzed by using
SPSS13.0.  [Results] There was statistical significance of serum hs-CRP between C+P2 group and P group. There were significant
elevation of serum hs-CRP and TNF-a and the severity of coronary artery stenosis accompanied with initial to moderate and severe
periodontitis in CHD patients, C + P2 group was significantly greater than C + Pl group.  [Conclusions] The study concludes that
moderate and severe periodontitis may aggravate inflammation and the severity of coronary artery stenosis in CHD patients. Through the
above inflammation and cascade reaction, periodontal infection may cause or worsen coronary heart disease.
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Table 1 The general condition of four groups (x+£s)
C(n=32) C+Pl(n=32) C+P2(n=178) P(n=31) F PY
Age 56.63 +2.21 56.75 + 1.97 59.82 £ 1.42 57.73 + 1.84 0.840 0.476
BMI 26.17 + 0.85 25.86 £ 0.75 24.69 + 0.60 23.00 + 1.35 2.177 0.097
BMI; body mass index. 1) P value was calculated by One—Way ANOVA.
%2 MARME hs—CRP,TNF-«,GS ER FFE1ER
Table 2 Serum hs—CRP, TNF-«, and GS and periodontal status four groups (x£5)
Group CAL(mm) PD (mm) BI Hs-CRP(pg /mL) TNF-a(pg/mL) GS
C(n=32) 0.24 £ 0.05929% 294 + 0.11¥ 1.25 +0.255% 2.82 +0.39% 5.15+1.13 10.9 + 12.83)
C+Pl(n=32) 1.14+0.059% 3.19 +0.16¥ 1.50 £ 0.229% 1.95 + 0.62% 11.50 + 5.38D% 15.2 £ 17.83)
C+P2(n=78) 2.77+0.13V»%  385+0.12"»9 2.05+0.11Y» 5.32 £0.8592Y  17.12 £ 2379 33.6 + 35.85Y%
P(n=31) 2.25+0.2192% 333 +0.16Y 2.40 +0.16"2 1.58 + 0.58% 3.92 + 0.44% /
P 0.001 0.000 0.000 0.000 0.056 0.006

PD: probing depth; CAL; clinical attachment loss; BI: bleeding index; hs—CRP; high sensitive C—reactive protein; TNF—a ; tumor necrosis

factor—alpha. 1 )compared with C group, P < 0.05;2) compared with C+P1 group, P < 0.05;3)compared with C+P2 group, P < 0.05; 4) compared with P group,

P<0.0s.
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