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Relationship between plasma lipoprotein —associated phospholipase A2, high sensitivity C reactive protein
and left atrial diameter
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Abstract Objective: To observe the relationship between plasma levels of lipoprotein—associated phospholipase A2 (Lp—PLA2) , high
sensitivity C reactive protein (hs—CRP) and left atrial diameter (LAD) in patients with different types of atrial fibrillation(AF) and to explore
the mechanism of inflammation —induced AF. Methods:One hundred and twenty two AF patients were divided into three groups:
paroxysmal AF group (A, n=38), persistent AF group (B, n=40) and permanent AF group (C, n=44).Furthermore, forty—one sinus rhythm
patients was randomly selected as control group (D, n=41). Basic clinical data and testing indexes of all groups were recorded. Results: Lp—
PLAZ2 level in persistent and permanent AF group were significantly higher that in than paroxysmal AF and control groups(P<0.05). Hs—CRP
levels in persistent and permanent groups were higher than those in paroxysmal and control groups. Paroxysmal group was also higher than
control group (P<0.05). LAD in permanent and persistent groups were greater than paroxysmal and control groups (P<0.05). Hs—CRP was
positively correlated with LAD in paroxysmal group. Hs—CRP and Lp—PLA2 were positively correlated with LAD both in persistent and
permanent groups. Conclusion: Inflammation is an important factor for genesis, developing and sustaining AF. One mechanism may be
related to inflammation induced atrial remolding.
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Tab1 The comparison of the testing indexes among four groups (xs)
2H 51 n Lp-PLA2/ hs—CRP/ LAD/ 1M/ TC/ TG/ LDL-C/ HDL-C/
(ng/mlL) (mg/L) (mm) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L)
A4l 38 225.13+55.57 2.05+0.66 35.46+2.47 5.63+1.06 4.57+1.23 1.29+0.64 2.85+0.98 1.21+0.29
B 4 40 253.53+46.84 2.33+0.98 39.52+1.67 5.60+1.04 4.71£1.12 1.54+0.64 2.94+0.85 1.20+0.32
cAH 44 248.48+38.43 2.55+0.71 41.18+3.15 5.68+0.79 4.74+1.39 1.54+0.81 3.00+1.05 1.10£0.34
D 41 41 218.68+52.96 1.72+0.52 33.92+3.17 5.48+0.85 4.96+0.95 1.68+0.89 3.04+0.79 1.21+0.26
F ol 9.774 9.918 65.725 0.341 0.734 1.820 0.325 1.222
P 0.000%* 0.000* 0.000“ 0.795 0.533 0.146 0.808 0.303

*A 5 BAHIL P=0.011,A 5 CAHIL P<0.001,A 5 D At P=0.556,C 5 D 41t P<0.001,B 5 C ALt P=0.161,B 5 D A1t P=0.002;*A 5 B
AHLE P=0.023,A 55 C AH L P=0.002,A 55 D ALk P=0.041,B 55 C ALk P=0.433,B 5 D At P<0.001,C 5 D Ak P<0.001;°A 5 B ALk P<
0.001,A 55 C L P<0.001,A 55 D AL P=0.082,B 5 C ALt P=0.004,B 5 D At P<0.001,C 5 D ALt P<0.001
23 ## Lp-PLA2 & hs-CRP 5 LAD #8 % % #7
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Tab 3 The significance test of correlation coefficients in AF groups

! ) A4l 38 0316 4000 0053 0620 22537 0.000
Tab 2 The correlation coefficients of Lp—PLA2,hs—CRP and LAD
y
e — B4l 40  0.804 69.642 0.000 0673 31376 0.000
20 5 n
, b r » C4 44 0593 22827 0000 0589 22312 0.000
A 38 0316 0053 0620  0.000 on
B4l 40 0804 0000 0673  0.000 3 it
cHl 44 0593 0000 058  0.000 Bruins 559 1997 4F F UCHGE T AAETE b5 B

R e R rp T RE A TR T H AR AES:

D4 41 0.057 0.723 0.136 0.395
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