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Effects of Xingxiong Sodium Chloride Injection Combined with Edaravone
on Neurological Function, Cerebral Blood Perfusion and Oxidative Stress in
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ABSTRACT Objective: To investigate the effects of Xingxiong sodium chloride injection combined with edaravone on neurological
function, cerebral blood perfusion and oxidative stress in patients with acute cerebral infarction (ACI). Methods: 120 patients with ACI
who were admitted to our hospital from January 2018 to July 2019 were randomly divided into two groups, all of which were given
conventional neurology treatment. The control group (60 cases) received edaravone intravenous infusion for 2 weeks on the basis of
conventional treatment, and the observation group (60 cases) received Xingxiong sodium chloride injection for 2 weeks on the basis of
the control group. The clinical efficacy and safety of the two groups were observed, and the differences in neurological functions,
cognitive functions, handicapped degree, cerebral blood perfusion, and oxidative stress levels before and after treatment were compared.
Results: The total effective rate in the observation group were higher than that in the control group (P<0.05). After treatment, National
Institute of Health stoke scale (NIHSS), Modified RANKIN scale (MRS) scores, mean transit time (MTT), time to peak (TTP), serum
malondialdehyde (MDA) and advanced oxidation protein products (AOPP) in the observation group were lower than those in the control
group (P<0.05), and Mini-Mental State Examination (MMSE) score, cerebral blood flow(CBF), cerebral blood volume (CBV) , serum
uperoxide distamuse (SOD), glutathione peroxidase (GSH-Px) and total anti-oxidation capacity (T-AOC) were higher than those in the
control group (P<0.05). There was no statistically significant difference in adverse reaction rates between the two groups (P>0.05).
Conclusion: Xingxiong sodium chloride injection combined with edaravone can effectively improve the neurological function of patients
with ACI, it can increase cerebral blood perfusion in ischemic areas, improve the oxidative stress, and it can improve clinical efficacy.
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Table 1 Efficacy difference between the two groups[n( % )]

Groups n Cure Markedly effective Valid Invalid Total effective rate
Observation group 60 28(46.67) 18(30.00) 11(18.33) 3(5.00) 57(95.00)
Control group 60 20(33.33) 15(25.00) 15(25.00) 10(16.67) 50(83.33)
2 4.227
P 0.040

2.2 HHEZINEE GAAIINEE TREIZE L

HeAE I 2H 38T R NIHSS \MMSE MRS ¥4y, ¥4
Z5 (P>0.05), J5F7 )5 W4l NIHSS MRS 437 H 3T (%
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BT IRZE(P<0.05), 1L 2.,

% 2 FLHIAFT IS NIHSS . MMSE MRS 4 £ 5 (x5, 5)
Table 2 Differences of NIHSS, MMSE and MRS scores between the two groups before and after treatment( x=s ,scores )

MMSE MRS

Before treatment

After treatment Before treatment After treatment

NIHSS
Groups
Before treatment After treatment
Control group(n=60) 15.12+4.69 10.21£3.92¢
Observation group(n=60) 15.02+4.42 8.24+2.65°
t 0.120 3.225
P 0.905 0.002

17.19+3.41 20.21+5.71* 4.25+0.42 3.21+0.71*

17.12+3.35 23.05+6.23¢ 4.12+0.35 2.05+0.23*
0.113 2.603 0.514 12.039
0.910 0.010 0.608 0.000

Note: compare with before treatment, *P<<0.05.

2.3 P iine i E LB
PIALIRYT T MTT TTP CBF CBV A TOSE 1147 22 5+
(P>0.05), @75 M4 MTT TTP # i B R % (P<<0.05),

CBF.CBV #15(P<<0.05) , WL 447 J5 MTT  TTP fik F X i
ZH(P<0.05),CBF ,CBV & F X} 4 (P<0.05), L3 3.

%3 WAEFFHIE MTT. TTP,CBF.CBV K2 B(x+s)
Table 3 Differences of MTT, TTP, CBF and CBV before and after treatment between the two g‘roups(;cis)

MTT(s) TTP(s) CBF(mL/100mg) CBV(mL/100mg)
Groups Before After Before After Before After Before After
treatment treatment treatment treatment treatment treatment treatment treatment
Control group
(1=60) 242.66+52.69 165.33+£31.05* 125.53+24.19 108.45+12.52*  30.36+9.57 62.42+19.35*  70.32+20.17  83.20+22.48"
n=
Observation group
(1=60) 242.15+53.62 131.25+25.41* 1254142534 99.52+17.50*  30.25+9.36  72.51+21.35* 70.25+20.36  95.36+25.66"
n=
t 0.053 6.580 0.027 3.215 0.064 2.712 0.015 2.243
P 0.958 0.000 0.979 0.002 0.949 0.008 0.988 0.027

Note: compare with before treatment, *P<<0.05.
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Table 4 Differences of MDA, AOPP, SOD, t-aoc and gsh-px between the two groups before and after treatment(x+s)

MDA ( umol/L) AOPP( umol/L) SOD(U/L) T-AOC(U /mL) GSH-Px(g/L)
Groups Before After Before After Before After Before After Before After
treatment  treatment  treatment  treatment treatment treatment  treatment treatment treatment  treatment

Control group 21.36+ 57.35+ 102.58+ 14.18+ 40.25+ 52.36+
9.68+3.12  7.18+2.30* 39.25+8.57 8.01£1.65

(n=60) 5.23* 10.43 25.61* 3.56* 10.57 13.23*

Observation group 11.03+ 59.35+ 159.37+ 19.02+ 40.16+ 71.02+
9.71+£3.09 4.53+1.38* 39.15+9.02 8.19+1.77

(n=60) 3.50° 10.65 32.52* 5.51° 12.59 16.92*

t 0.266 10.827 0.062 12.715 1.039 12.073 0.371 5.715 0.042 6.730

P 0.790 0.000 0.951 0.000 0.301 0.000 0.711 0.000 0.966 0.000

Note: compare with before treatment, *P<<0.05.

RSFWHARRRRLILE[F1(%)]

Table 5 Comparison of adverse reactions between the two groups[n( %) ]

Groups n Dizziness Nausea Insomnia Drug eruption Adverse reaction rates
Observation group 60 2(3.33) 1(1.67) 0(0.00) 1(1.67) 4(6.67)
Control group 60 2(3.33) 0(0.00) 0(0.00) 0(0.00) 2(3.33)
x 0.702
P 0.402
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