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ABSTRACT Objective: To study the effect of nimodipine combined with atorvastatin calcium on SOD activity and lipid level in
patients with vascular dementia. Methods: Selected 95 cases of patients with vascular dementia who were treated in our hospital from
January 2017 to January 2019, divided into two groups randomly. The control group took nimodipine orally, 30 mg each time, three
times a day; the observation group took atorvastatin calcium on the basis of nimodipine, 20 mg each time, once a day. The SOD activity
and blood lipid levels were compared between the two groups before and after treatment. Results: The total effective rate of the
observation group was significantly higher than control group (P<0.05). After treatment, the ADL and MMSE scores of the two groups
were significantly increased (P<0.05), and the observation group were significantly higher than those of the control group (P<0.05). After
treatment, the SOD activity of the two groups increased significantly (P<0.05), and the observation group was significantly higher than
that of the control group (P<0.05). After treatment, HDL-C in the two groups increased significantly (P<0.05), TG, LDL-C and TC
decreased significantly (P<0.05), and the above indicator for the observation group is superior to the control group (P<0.05). Conclusion:
Nimodipine combined with atorvastatin calcium can significantly improve SOD activity, blood lipid level, cognitive function and living
ability in patients with vascular dementia.
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Table 1 Comparison of clinical effects[n(%)]

Groups n Excellence Effective No avail The total effective
Control group 48 16 (33.33) 14 (29.17) 18 (37.50) 62.50%*
Research group 47 23 (48.94) 19 (40.42) 5(10.64) 89.36
Note: compared with the control group, *P<0.05.
2.2 ADL 1 MMSE ¥4 3¢ Lk SR e T BRZH(P<0.05), L3 2.
IGYT ), IR ADL F1 MMSE 31433413 i (P<0.05), H WL
% 2 ADL #1 MMSE 43 % bk (x5, 43 )
Table 2 Comparison of ADL and MMSE scores (x:+s, score)
Group n Point MMSE grade ADL grade
Control group 48 Pretherapy 16.34+2.78 32.36+10.27
Post-treatment 19.43+3.217 41.65+12.23%
Research group 47 Pretherapy 16.17+£2.69 33.44+11.59

Post-treatment

25.32+3.22% 51.41+13.27*

Note: Compared with the control group, *P<0.05, compared before treatment, *P<0.05.
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% 3 SOD jEMXfbE (2s, U/L)
Table 3 Comparison of SOD activity between the two group (x+s, U/L)

Groups n Pretherapy Post-treatment
Control group 48 87.23+10.45 94.57+13.26
Research group 47 88.31+£10.24 105.29+14.37**
R 4 MBEIKFRFEE (x+s ,mmol/L)
Table 4 Comparison of blood lipid levels( x+s, mmol/L )
Groups n Point HDL-C TG LDL-C TC
Control group 48 Pretherapy 1.53+0.35 2.66+0.45 3.72+0.86 5.68+0.72
Post-treatment 1.72+0.41* 1.92+0.38" 2.23+0.75% 4.42+0.53"
Research group 47 Pretherapy 1.55+0.32 2.68+0.46 3.69+0.84 5.69+0.73
Post-treatment 2.24+0.53*" 1.36+0.24*" 1.61+0.53** 3.36+0.38*"
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