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Correlation study of neurologic functional rehabilitation and concentrations of serum

and cerebrospinal fluid C — reactive protein in patients with acute cerebral infarction
WANG Zhenhai , et al
(Department of Cadre , the Affiliated Hospital , NingXia Medical College)

[ Abstract] Objective : To evaluate the clinical value of determinations of C— reactive protien concentration in serum and cerebraspinal
{luid from patients with acute and recovery cerebral infarction and to find out the correlation of it with neurologic deficits, infarct sige
and duration. Methods : 46 cases of patients with cerebral infarction were recruited as observe group and 25 cases of healthy examinees
or patients undergoing operation of fracture, appendix or cholecyst ectomy were recruited as control group. We measured C — reactive
protien in cerebrospinal fluid and serum. Comparison analysis was performed using a SPSS10. 0 statistical package. Resudts ; Concentra-
tion of C — reactive protien in cerebrospinal fluid and serum was significantly higher in patients with cerebral infarction than that in pa-
tients at recovery stage and control group( P<0.01). Level of C— reactive protien in cerebrospinal fluid was significantly higher than
that of serum{ P<0.01). The release of C — reactive protien in serum and cerebrospinal fluid in patients with acute cerebral infarction
was associated with the neurological outcome at discharge from hospital as assessed by Chinese stroke scale scores( P<0.01). Conclu-
sion : Our results show that the concentration of C — reactive protien in serum and cerebrospinal fluid in patients with acute cerebral in-
farction indicates the severity of the disease or the extent of neural lesion. It is a useful biochemical marker for brain — tissue damage.
Measurement of C— reactive protien concentration in serum and cerebrospinal fluid in patients may be used to explore the ischemic
mechanism with acute cerebral infarction, and it may also be used as a valuable tool and progrostic parameter for estimating lesion
range and clinical stroke treatment.
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