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Clinical study on Naoxintong Capsules combined with memantine hydrochloride
in treatment of vascular dementia

MAN Bin, LIU Yan-ying, WANG Qi, YUAN Zhuo
First Teaching Hospital of Tianjin University of TCM, Tianjin 300193, China

Abstract: Objective To explore the clinical effect of Naoxintong Capsules combined with memantine hydrochloride in treatment of
vascular dementia. Methods Patients (94 cases) with vascular dementia in First Teaching Hospital of Tianjin University of TCM
from April 2016 to January 2018 were randomly divided into control and treatment groups, and each group had 47 cases. Patients in the
control group were po administered with Memantine Hydrochloride Tablets, 5 mg/d for the first week, then weekly increased with 5 mg
utill the maintenance dose of 20 mg/d at the forth week. Patients in the treatment group were po administered with Naoxintong Capsules
on the basis of the control group, 3 grains/time, three times daily. Patients in two groups were treated for 2 months. After treatment, the
clinical efficacy was evaluated, and the improvement of cognitive impairment, the cerebral hemodynamics indexes, the CRP, IL-18,
IL-6 and TNF-a levels in two groups before and after treatment were compared. Results  After treatment, the clinical efficacy in the
control and treatment groups was 74.47% and 91.49% respectively, and there were differences between two groups (P < 0.05). After
treatment, the ADL, MMSE and MoCA scores in two groups were significantly increased (P < 0.05), and which in the treatment group
were significantly higher than those in the control group (P < 0.05). After treatment, the average blood flow velocity of ACA, PCA,
MCA and VA in two groups were significantly increased (P < 0.05), and which in the treatment group was significantly higher than that
in the control group (P < 0.05). After treatment, the serum levels of CRP, IL-18, IL-6 and TNF-a in two groups were significantly
decreased (P < 0.05), and the CRP, IL-18, IL-6 and TNF-a levels in the treatment group were significantly lower than those in the

control group (P < 0.05). Conclusion Naoxintong Capsules combined with memantine hydrochloride in treatment of vascular
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dementia can positively improve cognitive impairment, promoting the improvement of cerebral blood circulation, and inhibiting and

inhibiting inflammatory reaction, which has high safety and significant curative effect.

Key words: Naoxintong Capsules; Memantine Hydrochloride Tablets; vascular dementia; cognitive impairment; cerebral hemodynamics;

MoCA; serum inflammatory cytokines
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Table 1 Comparison on clinical efficacy between two groups

ikl n/tl e PRI A 2 51 WG HE /) oA/ A/ R %
X 47 12 14 9 8 4 74.47
hIT 47 17 16 10 2 2 91.49°
HRRALE: "P<0.05
"P <0.05 vs control group
R2 FEAEEREBREER (x5 )
Table 2 Comparison on improvement of cognitive impairment between two groups ( X*s )
2| n/fl W ER 5} i) ADL ¥4 MMSE %4> MoCA 4y
ol 1 47 TRIT T 36.3442.54 15454223 16.41+4.16
W a 44544214 20.03+2.61" 17.21+£4.54"
EEad 47 TBITHT 36.33+2.47 15.74+2.54 16.52+£4.52
RIS 64.124+2.01°* 25.1242.47* 23.23+4.374

SR P<0.05; SxtEAGITEE: 4P<0.05

"P <0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment
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Table 3 Comparison on cerebral hemodynamics indexes between two groups ( xts)

24 53] /Bl BN A ACA/(cms ") PCA/(cm's ") MCA/(cm's ") VA/(cm's™)

X 47 RITHT 35.64+4.42 25.8245.75 42.11+7.54 21.70%4.45
BTG 51.47+4.35" 32.16+5.27 55.724+10.41" 30.52+5.95"

bi=pad 47 BRI 35.11£4.68 25.59+5.93 42.13+7.56 21.58+4.26
WBI7 G 54.624+4.04"4 35.52+5.86™ 61.46+10.38™ 35.47+4.74"*

SRR TP<0.05; S5x ALY R 4P<0.05

*P < 0.05 vs same group before treatment; * P < 0.05 vs control group after treatment
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%4 FAME CRP. IL-18. IL-6. TNF-a KFLLE ( x£s5 )
Table 4 Comparison on CRP, IL-18, IL-6 and TNF-a levels between two groups ( xts)

20 %) n/fF) WL CRP/(cm's ) IL-18/(cm's ') IL-6/(cms ") TNF-o/(cms ')

M 47 YT HT 11.29+3.13 64.52+5.36 333.514+77.02 306.58+30.52
VRN 9.81+2.98" 41.48+6.73" 260.32437.54 210.03456.28"

wr 47 HITHT 11.51+3.58 65.29+4.43 332.45+76.85 307.23+32.41
VR 5.06+3.14™ 33.17+7.67* 201.56450.98"* 190.02+16.35™

SRMEITATHE: TP<0.05; SXHRARIT A AP<0.05

"P <0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment
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