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Clinical Significance and Levels of Serum VEGF and CRP in the Patients
with Cerebral Hemorrhage of the Basal Ganglia Territory

LIU Hui, XIE Ming
( Department of Internal Medicine ,the First Affiliated Hospital , University of South China
Hengyang , Hunan 421001 , China)

Abstract: Objective To explore the levels of Vascular endothelial growth factor and C-reactive protein in the pa-
tients with acute cerebral hemorrhage of the basal ganglia territory,and study their clinical significance during different pha-
ses. Method The serum VEGF levels were determined at 24h,3d,7d and 14d after the onset of disease by enzyme
linked immunesorbent assay and the serum CRP levels were measured by scatter turbidimetry within 24h after onset of dis-
ease in all subjects. The relationships between serum VEGF or CRP and the pathogenetic condition or bleeding site were
analyzed.  Results  The levels of VEGF and CRP in the patients with acute cerebral hemorrhage of the basal ganglia ter-
ritory were much higher than those in control group (P <0.05). The levels of serum VEGF gradually increased after the
onset of acute cerebral hemorrhage and reached the peak at 7 d,and did not return to normal level at 14 d,and it was related
to the severity of the disease but not to bleeding site . The abnormal rate of case group was 68.24% ,and along with the in-
crease of severity of disease situation from light to moderate till severe,the CRP levels and its abnormal rate were elevated
(mild level; 48.15% (16.77 £ 1.57) , moderate level: 65.52% (33.73 +3.44), severe level: 89.66% (41.42 =
5.62). Conclusions The serum VEGF and CRP levels might be related to the volume of hemorrhage but not to bleed-
ing site.
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