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ABSTRACT Objective: To investigate the correlation of serum NGF(Nerve Growth Factor), BDNF(Brain Derived Neural Nutrition
Factor) and GFAP (Glial Fibrillary Acidic Protein) levels with the severity of senile vascular dementia. Methods: 81 elderly patients with
vascular dementia in our hospital from January 2016 to December 2018 were selected according to the MMSE score, all patients were di-
vided into three groups according to the MMSE score: mild group (MMSE score: 21~26, 26 cases), moderate group (MMSE score:
10~20, 28 cases), and severe group (MMSE score: 0~9, 27 cases). 50 healthy patients were selected for the physical examination at the
same time. The NGF, BDNF and GFAP levels in each group were detected and compared, and the correlation between serum NGF, BD-
NF and GFAP levels and MMSE scores in the elderly patients with vascular dementia was analyzed. Results: The serum NGF and GFAP
levels of senile vascular dementia patients were significantly higher than those in the control group, and the serum BDNF levels were sig-
nificantly lower than those in the control group (P<0.05). The NGF, GFAP and BDNF levels of the mild, moderate and severe groups
were significantly different(P<0.05). NGF level: mild group < moderate group < severe group, BDNF level: mild group < moderate group
< severe group; GFAP level: mild group > moderate group > severe group (P<0.05). The serum NGF and BDNF levels were positively
correlated with MMSE scores (1,=0.652, 1,=0.671, P<0.05), serum GFAP level was significantly negative correlated with MMSE score
(r;7=-0.681, P<0.05). Conclusion: The NGF, BDNF and GFAP levels in serum were closely related to the severity of senile vascular de-
mentia, and which could be used to determine the severity of senile vascular dementia.
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Table 1 Compared of the general data among four groups

Gender
Groups n Average age(year) MMSE(score)
Male Female

Mild group 26 15 11 67.5%+ 4.2 23.6% 2.9
Moderate group 28 18 10 67.9+ 4.5 17.9+ 2.7
Serve group 27 15 12 68.1+ 4.9 7.6 1.9
Control group 50 24 26 68.3+ 5.2 28.5¢ 1.9
F/x? - 0.040 0.143 506.203

P - 0.829 0.934 <0.001
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Table 2 Comparison of the serum NGF, BDNF and GFAP levels between subjects in the control group and patients with senile vascular dementia(xt )

Groups n NGF(pg/mL) BDNF(ng/mL) GFAP(ng/mL)
Control group 52 387.9+ 59.8 50+ 13 10.3+ 2.5
Senile vascular dementia 81 183.9+ 31.8 4.1+ 12 12.8£ 2.9
t - 22.258 3.962 5.228
P - <0.001 <0.001 <0.001
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Table 3 Comparison of the serum NGF, BDNF and GFAP levels between patients in the mild, moderate and severe groups

Groups n NGF(pg/mL) BDNF(ng/mL) GFAP(ng/mL)
Mild group 26 241.4% 49.8 15.8% 4.1 34+ 1.0
Moderate group 28 183.4+ 35.5 12.9+ 3.5 3.8+ 0.9
Severe group 27 152.8+ 33.6 114+ 2.8 43+ 1.0
F - 33.285 10.784 -5.759
P - <0.001 <0.001 0.005
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