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[ Abstract |
deterioration( END) in patients with acute ischemic stroke ( AIS). Methods Two hundred and twenty-eight patients

Objective To investigate the association between plasm homocysteine level and early neurological

with AIS diagnosed by MRI were recruited. The symptoms of neurological deficits were assessed repeatedly based on the
National Institute of Health stroke scale (NIHSS) within 7 days after admission. END was defined as an increase of =
2 points in NIHSS or an increase of =1 points in motor function within 7 days after admission. All of the objects were
categorized into the END group or non-END group. Univariate analysis and multivariable Logistic regression analysis
were performed to explore the association between plasm Hcy level and END. Results  According to TOAST classifica-
tion , there was significant difference during stroke subtype distribution between the normal plasm Hey level group and the
hyperhomocysteinemia group (P <0.05). In comparison with the normal plasm Hcy level group,the of patients propor-
tion with large artery atherosclerosis was more common in the hyperhomocysteinemia group. On the contrary,the number
of patients with small vessel disease was lesser in the hyperhomocysteinemia group. Compared with the non-END group,
there were significant differences in plasm Hey level and NTHSS value in the END group( P <0.05). The results of lo-

gistic regression analysis revealed that hyperhomocysteinemia was an independent risk factor for END in patients with

AIS. Conclusions Increased plasm Hcy level is significantly associated with the development of END in patients with

AIS. Tt has certain predictive and therapeutic value for END.
[ Key words |
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