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Correlation between plasma fibrinogen in type 2 diabetic patients and periodontal disease
HAO Tao'?,GAO Ling'*
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[Abstract] Objective:To investigate plasma fibrinogen levels in type 2 diabetic patients with periodontal disease,and to explore the
correlation between plasma fibrinogen and periodontal diseases in type 2 diabetic patients. Methods: The study included 24 type 2
diabetic patients complicated with severe periodontal diseases,20 type 2 diabetic patients without periodontal diseases and 16 normal
controls. The body mass index (BMI) was calculated,and plasma fibrinogen and blood lipids,HbAlc were determined. Results:
Compared with normal control and type 2 diabetic subjects without periodontal diseases,plasma fibrinogen levels in type 2 diabetic
patients with severe periodontal diseases were significantly increased. Plasma fibrinogen level in type 2 diabetic patients without
periodontal diseases was significantly elevated compared with normal controls(P < 0.05). The plasma fibrinogen levels were positively
correlated with HOMA-IR \HbAlc. Conclusion:Periodontal diseases may result in higher circulating fibrinogen in type 2 diabetic
patients,and aggravate glucose metabolic disorder and insulin resistance.
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Table 1 Comparison of clinical data and plasma fibrinogen among groups (x £5s)
A n(B/L)  AFE#(¥) BMI(kg/m?) FPG(mmol/L) FINS(mU/L) HbAlc(%)  HOMA-IR Fbg(g/L)
A4 16(9/7) 56.3+51 21.1£20 53 +0.6 6.1 £14 428 +1.12  0.61 £0.64 242 +1.16
B4l 20(11/9) 566+86 230+19 8420 70+ 1.3 6.80 = 1.68  0.97 + 0.28% 3.59 + 1.35
Cel 24(13/11) 595+63 250=+25 8.1+1.5* 7523 9.82 + 1.95*4 1.46 + 0.35*2 4.66 + 1.24*~

5 A4 H#,P < 0.05,%P < 0.01;5 B 4l b4, 2P < 0.05,4%P < 0.01,

F* 2 I Fbg FNaE=ERHE X ES T

Table 2 Correlations between plasma Fbg level and other varibles in various groups

R FPG FINS HbAlc HOMA-IR
- i Pt i r{ P r{i P
Fbg 0.625 0.030 0.354 0.000 0.695 0.000 0.865 0.001
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