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Analysis of the Serum Hypersensitive c-reactive Protein
and Hbalc Levels in the Patients with Ischemic Stroke

and Its Correlation with the Neural Function Defects*
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ABSTRACT Objective: To study the serum hypersensitive c-reactive protein(hs-CRP) and glycosylated hemoglobin(HbA 1c) levels
in the ischemic stroke patients and their correlation with the neurological deficits. Methods: 123 cases of patients with ischemic stroke
admitted in our hospital from October 2016 to September 2017 were selected as the observation group and 123 healthy people who
underwent physical examination in our hospital during the same period were selected as the control group, the serum hs-CRP and HbAlc
levels were detected and compared between the two groups, and the relationship between serum hs-CRP and HbAlc levels in patients
with ischemic stroke and their scores on the national institutes of health stroke scale (NIHSS) was analyzed. Results: The serum hs-CRP
and HbA1c levels in the observation group were significantly higher than those in the control group [(6.23+ 1.97)mg/L, (7.96% 0.65)%
vs. (2.54% 0.85)mg/L, (5.21% 0.30)%], and the NIHSS scores were significantly higher than those in the control group [(4.08% 3.12)
points vs. 8.62% 3.25) points](P<0.05). The serum hs-CRP and HbA 1c levels were significantly negatively correlated with NIHSS scores
in patients with ischemic stroke (r=-0.465, -0.564, P <0.05). Conclusion: The serum hs-CRP and HbAlc levels were significantly
up-regulated in the patients with ischemic stroke, which were related to the severity of neurological impairment in patients with ischemic
stroke to some extent.
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Table 1 Comparison of the serum hs-crp, HbA I¢ levels and NIHSS scores between the two groups(x+s)

Groups n hs-CRP(mg/L) HbA1c(%) NIHSS(%)
Observation group 123 6.23% 1.97 7.96% 0.65 8.62% 3.25
Control group 123 2.54% 0.85 5.21% 0.30 4.08% 3.12

t value 19.074 42.603 11.176

P value 0.000 0.000 0.000
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Fig.1 Scatter plot of NIHSS score and hs-crp Fig.2 Scatter disgram of NIHSS score and HbAlc
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