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ABSTRACT Objective: To evaluate the efficacy of vinpocetine combined with huperzine tablets in senile vascular dementia and the
effect on the levels of hypoxia inducible factor-1a (HIF-1a), anti-apoptotic factor (Livin) and vascular endothelial growth factor (VEGF).
Methods: 98 cases of senile vascular dementia patients were divided into control group (n=51) and research group (n=47) according to
the simple random method, the control group was treated with vinpocetine, and the research group was treated with huperzine tablet on
the basis of the control group. The clinical curative effect, mini-mental state examination (MMSE), Hachiaski ischemia scale (HIS), lev-
els of HIF-1a,Livin and VEGF, hemorheology index before and after the treatment, and the occurrence of adverse drug reactions in both
group were compared. Results: After treatment, the total effective rate of the research group was higher than that of the control group, the
difference was statistically significant (P<0.05). Before treatment, there were no statistically significant differences in MMSE, HIS scores,
levels of HIF-1a, Livin and VEGF, and hemorheology index between the two groups (P>0.05). After treatment, MMSE, levels of Livin
and VEGF in the two groups were increased significantly compared with those before treatment, while HIS score, levels of HIF-1aand
hemorheology indexes were decreased significantly compared with those before treatment, and the above indexes in the research group
showed more significant changes, the difference was statistically significant (all P<0.05). There was no statistically significant difference
in the occurrence of adverse reactions between the two groups (P>0.05). Conclusion: Vinpocetine combined with huperzine tablet has a
significant effect on the treatment of senile vascular dementia, which can significantly improve the cognitive function of patients and reg-
ulate the levels of HIF-1a, Livin and VEGF.
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Table 1 Comparison of clinical efficacy between the two groups [case (%)]

Groups n Effective Effective Invalid Total effective rate
Control group 51 16(31.37) 22(43.14) 13(25.49) 38(74.51)
Research group 47 24(51.06) 19(40.43) 4(8.51) 43(91.49a)

Note: Compared with the control group, *P<0.05.
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Table 2 Comparison of MMSE and HIS scores between the two groups before and after treatment(xt s, points)
Groups n Time MMSE HIS
Before treatment 16.62+ 2.04 11.78+ 1.50
Control group 51
After treatment 19.10+ 2.77° 4.65+ 0.61°
Before treatment 15.39+ 2.51 12.26+ 1.28
Research group 47
After treatment 22.71+ 3.98 3.42+ 0.45%
Note: Compared with the control group, *P<0.05; Compared with the same group before treatment, °P<0.05.
2.3 FAIRFFRIE HIF-1a. Livin #1 VEGF 7k F b W, Livin I VEGF /KFEIRITRT B ETF, BFFE 4L
IAFHT, P4l HIF-1a Livin f1 VEGF /K- [LE2ERIES B, ZRA 50 # X (P<0.05), W3 3,
TR L(P>0.05) 1R I5 , 4L HIF-1o AP HGRYTHT 3 T
% 3 WAETFEIE HIF-1a, Livin #1 VEGF 7K F LB (2 s)
Table 3 Comparison of levels of Hif-1q, Livin and VEGF between the two groups before and after treatment(xt )
Groups n Time HIF-1a( pg/mL) Livin( wmol/L) VEGF(pg/mL)
Before treatment 485.19% 67.59 6.84% 091 590.51+ 78.42
Control group 51
After treatment 270.75¢ 35.32° 10.73% 1.27° 710.44% 98.47°
Before treatment 496.03%+ 64.33 7.14% 0.85 612.73% 70.41
Research group 47
After treatment 341.28+ 43.81* 13.01% 1.62% 952.19+ 123.16*

Note: Compared with the control group, *P<0.05; Compared with the same group before treatment, °P<0.05.
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Table 4 Comparison of hemorheology index between the two groups before and after treatment(xt )

FAGEHEE X (P<0.05), W3 4.

B R LA 20 AR AR BRI P AT 3 T R, TR 4R X BR 4,

) o Whole blood viscosity Red blood cell
Groups n Time Fibrinogen( g/L) )
(mPa-s) accretion( %)
Before treatment 5.69% 0.79 17.39+ 2.17 57.41%+ 8.33
Control group 51
After treatment 4.03+ 0.55° 12.85+ 1.68° 48.69% 6.51°
Before treatment 5.40% 0.82 16.85% 2.59 55.80% 7.59
Research group 47
After treatment 3.45% 041 11.08+ 1.25% 43.20+ 4.90*

Note: Compared with the control group, *P<0.05; Compared with the same group before treatment, °P<0.05.
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Table 5 Comparison of adverse reactions occur between the two groups [case (%)]

05), WL S,

Gastrointestinal Adverse Reaction
Groups n ) Insomnia Dizziness Nausea, Vomiting,
Reaction Rate

Control group 51 3(5.88) 3(5.88) 2(3.92) 1(1.96) 9(17.65)
Research group 47 4(8.51) 2(4.26) 3(6.38) 1(2.13) 10(21.28)
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