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Analysis of the Efficacy and Mechanism of Acetylglutamine Combined

with Edaravone in the treatment of Cerebral Infarction

LIU Yuan, DAI Taicheng, SHI Peng
( Xianyang Hospital of Yan’an University, Shaanxi Xianyang 712000, China)

[ Abstract] Objective: To analyze the efficacy and mechanism of acetylglutamine combined with edara-
vone in treatment of cerebral infarction. Methods: 400 patients of cerebral infarction who received therapy
from February 2017 to February 2018 in our hospital were selected as research objects, according to the simple
random number table, those patients were divided into the 210 cases of the observation group and the 190 ca-
ses of the control group, on the basis of routine treatment, the control group was treated with edaravone, and
the observation group was treated with acetylglutamine on the basis of the control group, continuous treatment
of 14d. The clinical efficacy, the changes of serum Galectin—3, NPY, GM-CSF, neurological function ( NIH-
SS score) , activity of daily living ( Barthel index) and adverse reactions were compared between the two
groups. Results: After treatment, the total effective rate of the observation group was 91.43% (192/210),
which was significantly higher than that of the control group 84.21% (160/190) (P<0.05). There were sig-
nificant differences in serum Galectin—-3, NPY, GM—-CSF, NIHSS score and Barthel index between the obser-
vation group and the control group after treatment [ (7.89+1.15) pg/L vs(9.65£1.70) pe/L, (51.82+4.57)
ng/Lvs(70.51+6.82) ng/L, (0.42+£0.05) pg/L vs(0.67+£0.09) pg/L,7.08+1.17) scores vs(8.29+1.64)
scores , (64.02+8.41) scores vs(57.39+7.23 ) scores ] (P<0.05). During treatment, the total incidence of ad-
verse reactions was 6.67% (14/210) and 5.79% (11/190) respectively, there was no significant difference
between the two groups(P>0.05). Conclusion: The use of Acetylglutamide combined with edaravone in pa-
tients with cerebral infarction has a significant effect and can promote the recovery of nervous function. Its in-
ternal mechanism may be related to the reduction of the expression of serum Galectin—3, NPY and GM—-CSF.
It has high clinical value.
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F1 WMA—MEEREEE x+s,0(%) ]
@3 % A i BML - REE _____BHRR |
(B/4) (%) (kg/m?) iR (d) YRR mhE AR
WE 4 210 127/83 58.98+8.36  23.05£2.18 16.74x2.94 34(16.19)  51(24.29)  40(19.05)
o 4 190 109/81 59.27+8.24  22.96+2.25 16.86+2.70 29(15.26)  45(23.68)  35(18.42)
X/t X*>=0.398 t=0.349 t=0.406 t=0.424 X*=0.065 X*=0.020  X*=0.026
p 0.528 0.727 0.645 0.672 0.799 0.888 0.873
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* 3 WAMF Galectin-3 NPY GM—CSF L% ( x+s)
515 5% ‘Ce‘llectin—3( ug/y) \. NPY (ng/L) ‘ ‘ QM—CSF( }Lg/L?
BT HT BT R BT R BT R BT R BT R
W24 210 16.94x2.70 7.89+1.15 98.25+14.03  51.82+4.57 0.93+0.11 0.42+0.05
B 4 190 17.01£2.59 9.65+1.70 97.91x14.51  70.51+6.82 0.95+0.11 0.67+0.09
4 |8 F=16.495,P<0.05 F=8.941,P<0.05 F=12.949,P<0.05
A ] B ) F=57.412,P<0.05 F=19.746,P<0.05 F=32.399,P<0.05
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