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Clinical application value of serum lipoprotein associated phospholipaseAZ in coronary atherosclerotic heart diseases
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Abstract: Objective To investigate the clinical application value of serum lipoprotein associated phospholipase A2(Lp-PLA2)
in coronary atherosclerotic heart diseases (CAD). Methods Using the case-control study, 790 patients with coronary computed
tomography angiography (CTA) in our hospital from October 2013 to June 2015 were selected and divided into the CAD group
(352 cases) and control group (438 cases) according to the results of coronary artery CTA. According to the number of coronary
artery lesion vessels the CAD group was re-divided into three subgroups:single branch coronary artery lesion (118 cases) ,double
branch coronary arterial lesions(72=107) and multiple branch coronary arterial lesions(132 cases). The levels of Lp-PLA2,hs-CRP,
TG, TC,HDL-C,LDL-C,glucose, HbAlc and other indexes were measured and comprehensively analyzed. The ¢ test or variance a-
nalysis was used to compare the means between or among groups. The correlation of different indicators was analyzed with the
Pearson linear correlation analysis. Results Compared with the control group,the CAD group was significantly higher than the con-
trols in the levels of Lp-PLLA2,hs-CRP,age,GLU, HbAlc and ApoB, the differences were statistically significant( P<C0. 05). The
Lp-PLAZ2 level had statistical difference among different branch coronary artery lesions in the CAD group(F=4. 941, P<0. 05) , the
level of Lp-PLA2 in the CAD group with multiple branch coronary artery disease was higher than that in single branch coronary ar-
tery disease(P<C0. 05). No statistically significant difference between multiple branch coronary artery disease and double branch
coronary arteries disease was observed. No statistically significant difference between double branch coronary arteries disease and
single branch coronary artery disease was observed. The Pearson linear correlation analysis showed that Lp-PLLA2 and hs-CRP had
no correlation (r=0. 042, P>>0. 05). Conclusion Serum Lp-PLLA2 level increase is a risk factor of CAD and could be used to assess
coronary arterial atherosclerosis and number of coronary arterial lesions.
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TE:P g 3 LA LA PR s Py Ay 5 S0 5e 4R 3 Ik s 72 26 0 XS 5 Bk
Bk AL AL LR PR Po o SRR B ko 2 25 R 22 55 4R 30 o 22
LB PR Py g 5050 5E AR Bl Mo A 28 0 22 S5 R 3y ko 78 41 L
P1{H.

2.2 A [A]SE R Bl Jikoms A ST ¥ Lp-PLA2  hs-CRP 7K -1y
R Hi5HRR hs-CRP KV 78 56 IR 3l ko 28 32 4y 0 41 10

T[] LR X Kl #E 4T log B e Ja 45 5 RS A0 A s LURCR AT ¢ 1%

ZRIGHFE L (P>0.05), Lp-PLA2 KK 5584k 3 ik
SRR 5 A A 22 30 A8 5 B SO AR A IR) 22 S A B oA
SLAP<20..05) o 1] B3 A5 1 356 AR 3l ik 22 37 41 1] 25 52 5 XL
SRR B O A5 4 W) R Lp-PLAZ K Ho ke, 22 5 34 L 43t
S (P>0.05), W& 2,
2.3 Lp-PLAZ Hs-CRP A Xt CAD 4 i 1 B %
Lp-PLA2 Fil hs-CRP () 25 5 2 47 # 5% 20 #r » A KAk L)L Pear-
son M3 R F R . 45 H r=0.042,P>0. 05,ik A X F CAD
8% LpPLA2 hs-CRP 3% 2 AR EUE AR HA AR
3 i it

Lp-PLA2 SRR L/ I 6 R 2t 7K A i » 3 2o /K A
Sk LDL-C L BB W » A5 1l S A U 0 I U7 1 ¥ 100 519 % i
S I AR 2% 0 5T 34 R A A R T R R R R il
A 20 B AR R ) A R R AT A Ay I A A S A O — 2 A
Wit S P 7Y LDL /A8 o T 240 0 » 960 0K 40 i B 2 5 4 i 3 ok ok A
R Al P RE SR 2T 248 R 1% - T UL 40 i 0 A D O B B ek 4 4
i DR 0 I A R B AS A 55 L B T AR T A
I CAD RS . A BF AR R M h Lp-PLA2 ¥k B2 5



Elfrog 2 22 % 2016 £ 8 A% 37 %% 16 3]

Int J Lab Med, August 2016, Vol. 37,No. 16

« 2249 -

CAD ¥ & 95 MUK AR SET

AWgE kB CAD 4 /8 3% Lp-PLA2 A% . Il ¥ . HbALC,
ApoB.hs-CRP 2546 b5 /K 7 1 &g 5 F 3% B4, Al K &l
B 55 hs-CRP /K FJ2 1 R 1 WA A 1E 52 19 CAD % A= 1) fa 16 B
. HHSEENERMESEA R, BRILZAN AT LN
Lp-PLA2 K Frm af gt j& CAD e I R Z —. Lp-
PLA2 WeEEF i 5 CAD B9 & A= % D) AH 5%, & W0 il v Lp-
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