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Correlation between the product of HbA,. and blood glucose and the prognosis of acute cerebral infarction.
YANG Qiu—di, LI Jian—hui, ZHENG Hui—cheng, GAO Wei, BAI Xue—hao, LIU Cui-ying, LIU Li—na. Hospital of Anxin
County, Anxin 071000,Hebei, CHINA

[Abstract]
(HbA..) and blood glucose and the prognosis of acute cerebral infarction. Methods
blood samples were collected to determine the HbA . and blood glucose. USA National Institutes of Health Stroke

Objective To observe the correlation between the product of glycosylated hemoglobin

After admission, venous

Scale (NIHSS) was used to evaluate the neurological function defect at the time of admission and 4 weeks after
the onset. Results Statistical analysis showed r=0.142, P=0.112 between the HbA,. and the NIHSS score differ-
ence, r=0.191, P=0.032 between blood glucose and the NIHSS score difference, and r=0.191, P=0.031 between the
product of HbA,. and blood glucose and the NIHSS score difference. Conclusion The product of HbA,. and blood
glucose serves as a better predictor for the prognosis of acute cerebral infarction, compared with HbA,. or blood glu-
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cose alone.
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