1270 ISSN 1007-3949 Chin J Arterioscler, Vol 26,No 12,2018

- IPREF - [XEHS] 1007-3949(2018)26-12-1270-04

fi i R SCREIRTE A2 IR T (a) S5 00 B8 SR i Be
S 50T L DR A A A DG 1

BhaEMS, BEEFEN, SRIETE, KEHE
(AHXFEFEMELRERAZAF, ZH ELAT 214400)

(XA MEGMABKEH A2, KEO(a); BEL; LERE
[ E] B KiTaPKEamEsiss A2(Lp-PLA2) J5E 9 (a) [ Lp(a) | 5 K30 bk # AR R AL R Ji 4 5T 4
AR RR LB LERFN R L, HiE KEXFIRBAARCA st & 117 4, L P A3 R RAE 5T
(NPCI) 67 #,# J& W Jsisg 5t (PCI) 50 4], 4R3EKF 3R CT % # % (CTA) FE Ik F 3% % (MRA) K3 F 8%
A #E R (DSA) & o 7R A8 ), TR E LA 40 B, P R4 29 4], 4 Lp-PLA2 Lp(a) K-F, b
Krﬂéﬂlsﬂééf—?r P EE AR RER KRN TR F A AN, R OPCIAKRS Fi# FHhE B, R
i85 NPCI 448k 2 3% £ 5+ (P>0.05) ,PCI 4045 fk % A% 55 B BS & & 12 B B2 (LDLC) K -F & F NPCI 4 ( P<
005) PCI 21 Lp-PLA2 Lp(a) K-+ 2% & T NPCI £8( P<0.05 & P<0.01) ;5 " Eik F g, T E R F UM &
20 Lp-PLA2 Lp(a) RFH R EEZH (P<0.05 K P<0.01) ;5 F EkF b4 M E4 Lp-PLA2 Lp(a) K-F B F3%
& (P<0.05) , Spearman #8% 5 #7 %, Lp-PLA2 Lp(a) 5 < #3 o & 3k 42 H 3 2 E40 % (P<0.05 & P<0.01),
258 Lp-PLA2 Lp(a) R-TF5 K 3h Ak B ARAR A A A 5T 3 & B Sk 20135 e 5 R B A2 oAl &
[FE#HES] R741 [ XktRiRAES] A

The correlation of lipoprotein associated phospholipase A2 and lipoprotein (a) with

progress of cerebral infarction and the vascular stenosis of intracranial and external
LU Qiangbin, LU Mengru, ZHU Zufu, ZHANG Huiping

( Department of Neurology, Affiliated Jiangyin Hospital of Medical College of Southeast University, Jiangyin, Jiangsu
214400, China)

[ KEY WORDS] lipoprotein associated phospholipase a2; lipoprotein(a); cerebral infarction; vascular stenosis

[ ABSTRACT] Aim  To explore the correlation between plasma lipoprotein associated phospholipase A2 ( Lp-
PLA2), lipoprotein(a) [ Lp(a) ] and the progression of acute stage and vascular stenosis in patients with large atheroscle-
rotic cerebral infarction. Methods 117 patients with large atherosclerotic cerebral infarction were collected, including
67 patients with non-progressive cerebral infarction (NPCI) , and 50 patients with progressive cerebral infarction ( PCI).
According to head and neck CT angiography ( CTA), magnetic resonance angiography ( MRA) or digital subtraction angi-
ography (DSA) , the patients were divided into moderate stenosis group (48 cases) , severe stenosis group (40 cases) and
occlusion group (29 cases). The level of Lp-PLA2 and Lp(a) were measured and the differences among different groups
were compared, and the correlation with the progression of cerebral infarction and the stenosis of the vessels was analyzed.
Results There was no significant difference in gender, age, hypertension, coronary heart disease, smoking and drinking
between PCI group and NPCI group ( P>0.05), and the levels of diabetes and low density lipoprotein cholesterol ( LDLC)
were higher than those in NPCI group (P<0.05). The levels of Lp-PLA2 and Lp(a) in PCI group were significantly high-
er than those in NPCI group (P<0.05 or P<0.01). Compared with moderate stenosis group, the levels of Lp-PLA2 and
Lp(a) in severe stenosis group and occlusion group were significantly increased (P<0.05 or P<0.01). And compared

with the severe stenosis group, the levels of Lp-PLA2 and Lp(a) in occlusion group were significantly increased ( P<
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0.05). Spearman correlation analysis showed that Lp-PLA2 and Lp(a) levels were positively correlated with the degree of

vascular stenosis in the head and neck (P<0.05 or P<0.01).

Conclusion Lp-PLA2 and Lp(a) levels are closely re-

lated to the progression of cerebral infarction with large vascular atherosclerosis and the degree of vascular stenosis in the

head and neck.
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Table 1. Comparison of risk factors between PCI group and
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Table 2. Comparison of Lp-PLA2 and Lp(a) levels between
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