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The changes of serum lipoprotein associated phospholipase A2 and albumin
in patients with coronary artery disease”
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Abstract:Objective To investigate the changes of levels of lipoprotein associated phospholipase A2 (Lp-
PLA2) and albumin (ALB) in patients with coronary artery disease (CAD) and their correlation with CAD.
Methods Serum Lp-PLLA2 and ALB levels were measured and compared in 71 patients with acute coronary
syndromes (ACS group) ,65 patients with stable angina pectoris (SAP group) and 60 healthy controls (con-
trol group). Results The Lp-PLAZ2 level in CAD group was significantly higher than that of the control group
and the ALB level was significantly lower than that of the control group (P <C0. 05). The Lp-PLA2 level in
ACS group was significantly higher than that of the SAP group and the level of ALB was significantly lower
than that of with SAP group (P <C0. 05). The Lp-PILLA2 level was positively correlated with total cholesterol
(TC),low density lipoprotein cholesterol (LDL-C),apolipoprotein B (ApoB), TC/ALB (P <C0. 05),and the
ALB level was positively correlated with TC, HDL-C,LDL-C, ApoAl and ApoB (P <C0. 05). The multiple lin-
ear regression analysis showed that LDL-C (8=0. 341, P <C0.01) accounted for 10. 9% of the variation in Lp-
PLAZ2,the regression equation was Y, pa, =81. 670+ 19. 385X pc. TC (B=0. 245, P<C0. 01) accounted for
5.3% of the variation in ALB, the regression equation was Y, =233. 032+ 1. 41X ;c. Univariate Logistic re-
gression analysis showed that high Lp-PLLA2 and low ALB levels were revealed to be potential risk factors for
SAP and ACS (P<C0. 05). After adjusting for age,sex and blood lipids, high Lp-PILA2 level was revealed to be
potential risk factor for SAP and ACS. Conclusion High Lp-PLA2 level and low ALB level are risk factors for
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CAD,and detection of both the indicators is helpful for the early diagnosis and treatment of CAD.
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Jg 8 AR SR B A2 (Lp-PLA2) & —Fpok i T
4V 20 1 Wl S T 2, SR It /N B TS Ak R T £ T K i
filg J& T WEAGHE A2 8 5% . 3 2l R ML M n g 4
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1.2 ik ACS 4135 M ki bR A 2 ok A Be J5 B
ZIRAE  SAP 4 A B WF 58 X 4 ) R 425 12 h
DL b i) kol bR AR . il v Lp-PLA2 /K F I ELISA
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1.3 Siibaghbs SR SPSS17. 0 #4847
ST IESSAMITEFER DL x££ Fn, W4LE
BRI ¢ K5 Z2 A ) e BCR B R &R Oy 2240 0.
25 5 I 2L 1) 9 5 L Aok ) LSD-¢ K 5y, 7 22 71 5 I 2%
FHl Tamhane's T2 K56 . i 2543 #i Bde 28 5 e e )
FEREAT /0T . AE IE 25 0 A B9 3 2 06 Rk SR A A 47 BORn
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2.1 3 AR LM Lp-PLA2, ALB K il A /K
S SRR # . ACS 4. SAP 4 I i Lp-PLA2,
TG K F# 8 2 F+ & (P < 0. 05), ALB, HDL-C,
ApoAl /K & FEAL (P << 0. 05), H ACS 4
TC/ALB B B FFE (P<<0.05); 5 SAP 41 b %5,
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x1 3SHEMRME Lp-PLA2, ALB R I Bg 7k F &9 bk %

5 § TC B ’I‘Gi HDI;S LDL—S Lp(a)
(mmol/L,z %) (mmol/L,z+5) (mmol/L,z+s) (mmol/L,z+s)  [mg/L.M(P,,P)]
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BREFHIER2020F4 AF1THE TH

Lab Med Clin, April 2020, Vol. 17,No. 7 e 871 »

PLA2 ACFAZ LI 200 i o5 LA 10,906, [l 09 J5 7
Y e =81 670 +19. 385X ;. ; TC(B=0. 245,
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KFE OB BT B I R Lp-PLA2 /K
(OR=1.02,95%CI=1.01~1.04).fk ALB 7K
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