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Abstract: Objective To discuss the relativity between the levels of vascular endothelial growth factor (VEGF) ,serum amy-
loid A (SAA) .lipoprotein-associated phospholipase A2(Lp-PILA2) and acute cerebral infarction (ACD ,for providing the ba-
sis for the diagnosis of ACIL Methods 76 patients with ACI were selected as ACI group in Xijing Hospital from August
2017 to December 2017. In addition, 32 healthy subjects who underwent physical examination in the same period in this hos-
pital were selected as negative control (NC) group. SAA levels were detected by nephelometry, VEGF and Lp-PLA2 were
measured by enzyme-linked immunosorbent assay (ELISA). Compared the difference of detection indexes between the two
groups.and evaluated the diagnostic value of each index and joint jinspection with the youden index. Results In group ACI,
the contents of SAA,Lp-PLA2 and VEGF in 76 patients with ACI were significantly higher than those in NC group (=
3.501,4.943,5. 724, all P<<0.01). In group ACI, VEGF was positively correlated with SAA and Lp-PLA2 (r=0.434,
0.417,all P<<0.01). The excellent diagnostics of VEGF,SAA and Lp-PLA2 for auxiliary diagnosing ACI were 161. 93 pg/
ml, 3. 81 mg/L and 185. 11 ng/ml, respectively. The sensitivities were 93. 55% ,65. 91% and 43. 10% , respectively. The spe-
cificities were 60. 00%,93.75% and 89. 12% , respectively. Combined detection with SAA and VEGF was superiodrior to
single event detection and other joint detection. The sensitivity of combined detection with SAA and VEGF was 90. 63%.
The specificity of combined detection with SAA and VEGF was 97.73% and Youden Index (YD) was 0. 88. Conclusion

VEGF,SAA and Lp-PLLA2 increased in serum of patients with acute cerebral infarction, the expression has important value
for the diagnosis of acute cerebral infarction. VEGF was positively related to SAA and Lp-PLLA2,and could have synergistic
effects. VEGF may be involved in the pathological process of cerebral infarction. The combined detection of SAA and VEGF
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has a high clinical value in the diagnosis of cerebral infarction.

Keywords: acute cerebral infarction( ACD ;vascular endothelial growth factor(VEGF) ; serum amyloid A(SAA) ; lipoprotein-

associated phospholipase A2(LP-PLLA2)
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2.1 ACl 415 NC 4 VEGF,SAA, Lp-PLA2 K&

L2 Al s EEME.TIFREEAS ok W&,
*1 ACI # NC 2 VEGF,SAA,Lp-PLA2 7K ERILL & (ot s)
oA ACI NC t1g Pl
VEGF(pg/ml) 206. 164132, 15 109. 36442. 39 5. 724 0. 005
SAA(mg/L) 64, 13£17. 94 3.5343.48 3.501 0. 000
Lp-PLA2(ng/ml) 163.90453. 37 125. 93444, 54 4,943 0. 000
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ACI 4 VEGF,SAA 1 Lp-PLA2 /KFE¥ & F
NC A, Z 5 A HITE XL (P<0.0D),
2.2 fi#F VEGF 5 SAA,Lp-PLA2 K -F 48 %
P %M Pearson X ACI % 13 ' VEGF /K
5 SAA, Lp-PLA2 /K V#4741 OC ¥ 43 #r , 45
R ACI B & 175 VEGF 7K F 5 SAA, Lp-
PLA2 K52 FA X (r=0. 434,0. 417, P<<0. 01),

2.3 VEGF,SAA #= Lp-PLA2 #m| 2+ ACI #9#
WA s LR 2, K IS AR Y REORK BE I RE SR
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Tl B2 Wy 2P ik A B8 1Y) S5 A 12 W I R A i ol
161. 93 pg/ml.3. 81 mg/L,185.11 ng/ml.
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Lp-PLA2 0.663 0.573~0. 754 185. 11(ng/ml) 0. 005
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