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Impacts of mouse nerve growth factor on levels of monocyte chemotactic and activating factor, homocysteine and S-
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Abstract Objective: To investigate the impacts of mouse nerve growth factor (mNGF) on levels of monocyte chemo-
tactic and activating factor (MCAF') , homocysteine (HCY) and S100B protein ( S-100B) in patients with acute cerebral in-
farction. Method : Ninety patients with acute cerebral infarction were randomly divided into control group and NGF treatment
group, 45 cases in each group. The patients in two groups were treated with conventional drugs, and those in NGF treatment
group were intramuscularly injected with mNGF additionally, 30 g every time, once a day. The patients in two groups were
treated for 21 days. The infarct volumes and National Institutes of Health Stroke Scale ( NIHSS) scores were compared before
and after treatment in two groups. The serum levels of MCP-1, HCY and S-100B were determined by enzyme-linked immu-
nosorbent assay before and after treatment in two groups. Results:(1DAs compared with those before treatment, the infarct vol-
umes and NIHSS scores decreased (P <0.05) after treatment at 21st day in two groups, but the reduced value in NGF treat-
ment group was obviously higher than that in control group (P <0.05). 2As Compared with those before treatment, the ser-
um levels of MCAF, HCY and S-100B decreased after treatment at 21st day in two groups (P <0.05) , but the falling values
in NGF treatment group were significantly higher than those in control group (P <0.05). Conclusion The curative effects of
mNGF on cerebral infarction are satisfactory, and mNGF can significantly lower the levels of MCAF, HCY and S-100B.

Key words Mouse nerve growth factor; Cerebral infarction; Monocyte chemotactic and activating factor; Homocys-
teine; S-100B
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