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protein (CRP) levels in atorvastat in treatment for the patients with periodontitis and hyperlipidemia. Methods 148 pa-
tients with periodontitis and hyperlipidemia were involved, and divided into basic group (foundation treatment, 82 cases)
and statin group (foundation treatment plus 20 mg atorvastatin treatment, 66 cases). 40 healthy cases from the medical
center health personnel were selected as the healthy group. Attachment levels (AL), bleeding index (BI), serum total cho-
lesterol (TC), triacylglycerol (TG), Lp - PLA2, and CRP levels were checked and compared before and after 6 months of
treatment. Lp - PLA2 and CRP were checked by enzyme linked immunosorbent assay (ELISA), and their relationship
were analyzed by the method of Pearson. Results When the disease group were compared with the healthy group, the
statistics were as follows: AL(3.92 + 0.51 mm vs 0.42 + 0.06 mm), BI(2.81 + 0.48 vs 0.34 + 0.05), TC(5.27 + 0.83
mmol/L vs 4.02 + 0.62 mmol/L.), TG (2.67 + 0.41 mmol/L vs 0.93 + 0.17 mmol/L), Lp-PLA2(243.57 + 58.71 we/L vs
132.24 + 34.27 pg/L.), CRP(9.72 + 3.27 wg/L vs 3.21 + 0.87 pg/L), and the statistics of disease group were significant-
ly higher than the healthy group with a significant difference (P < 0.05). When Statin group was compared with basis
group, the statistics were as follows: AL (3.70 + 0.10 mmvs 3.78 = 0.11 mm), BI(1.05 + 0.28 vs 1.43 + 0.32), TC
(3.82 £ 0.67 mmol/L vs 4.51 = 0.71 mmol/L), TG (1.30 + 0.29 mmol/L vs 1.83 + 0.34 mmol/L.), Lp-PLA2(157.43 =
40.18 pg/L vs 199.43 + 47.24 we/l.), CRP(4.21 + 3.02 wg/L vs 6.37 + 3.28 wg/l.), and the statistics of statin group
were lower than that in basis group with a significant difference (P < 0.05). Pearson analysis showed Lp-PLA2 and CRP
levels were positively correlated (r = 0.672, P < 0.05). Conclusion It shows the changes of Lp- PLA2 and CRP level
were related with the clinical conditions of periodontitis combined with hyperlipidemia, and atorvastatin therapy can ef-

fectively reduce the body’s blood lipid levels, and improve the treatment effects of periodontitis combined with hyperlip-

idemia.
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Table 1  General information of all cases

5 & A R A1 s
20 5 %
il P ) ) ) i)
FLAl 2 82 44(53.66) 38(46.34) 44.28+10.82 48(58.54)
fl 7T 66 38(57.58) 28(42.42) 43.02+10.04 37(56.06)
{t B 21 40  23(57.50) 17(42.50) 44.29+10.73 24(60.00)
A F 2.246 1.057 1.582 1.729
PAE 0.426 0.972 0.842 0.751
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Table 2 Comparison of AL BI.TC.TG .Lp-PLA2 and CRP between disease group and healthy group xEs
21 531] % AL(mm) BI TC(mmol/L) TG (mmol/L) Lp-PLA2 (pg/L) CRP(pg/L)
PIR H 148 3.92 +0.51 2.81 +0.48 5.27 +0.83 2.67 = 0.41 243.57 + 58.71 9.72 +3.27
{a e 40 0.42 + 0.06 0.34 + 0.05 4.02 +0.62 0.93 +0.17 132.24 + 34.27 321 +0.87
18 43.240 32.435 8.872 26.198 11.463 12.450
PE <0.001 < 0.001 <0.001 <0.001 <0.001 <0.001
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Table 3 Comparison of AL BI.TC TG .Lp-PLA2 ,CRP before and after statin treatment xEs
2031 15 1] AL(mm) BI TC(mmol/L) TG (mmol/L) Lp-PLA2 (pg/L) CRP(pg/L)
T4 (n = 66) b 3.90 £ 0.12 2.90 + 0.51 5.33 + 0.87 2.70 + 0.45 249.32 + 60.37 951 +3.25

; RIT A 3.70 £ 0.10 1.05 + 0.28 3.82 + 0.67 1.30 + 0.29 157.43 + 40.18 421 +3.02

SR (n = 82) i‘aﬁﬁﬁ 3.94 £0.13 278 + 0.47 521 +0.79 2.64 £ 0.40 238.79 + 55.17 9.92 +3.36

RIT G 3.78 £ 0.11 1.43 +0.32 451 £0.71 1.83 + 0.34 199.43 + 47.24 6.37 +3.28
nfi 1.925 1.342 0.789 0.765 0.996 0.703
PE 0.125 0.447 1.527 1.817 0.766 2.176
LIH 4.556 7.382 5.706 9.875 5.644 3.940
P.{E 0.023 <0.001 <0.001 <0.001 0.005 0.002
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Figure 1  Pearson method analysis of Lp-PLA2 and
CRP level
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