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ABSTRACT Objective: To study the clinical efficacy of xiaoshuan enteric coated capsules combined with edaravone dextrorphan
injection concentrated solution in treatment of acute cerebral infarction (ACI). Methods: 132 ACI patients who were diagnosed and
treated in our hospital from March 2021 to August 2022 were selected as research objects, patients were divided into control group
(n=66, edaravone dextrorphan injection concentrated solution) and observation group (n=66, xiaoshuan enteric coated capsules on the
basis of control group) according to the random number table method. 14d after treatment, the efficacy, stroke scale scores [National
Institutes of Health Stroke Scale (NIHSS), modified Rankin Scale (mRS)], cerebral blood perfusion indexes [mean flow velocity (TMV),
peak systolic velocity (PSV), resistance index (RI)], levels of inflammatory factors [lipoprotein-associated phospholipase A2 (Lp-PLA2),
pentraxin 3 (PTX-3) and amyloid A (SAA)] and vascular endothelial function indexes [nitric oxide (NO), endothelin-1 (ET-1), plasma
thromboxane B2 (TXB2)] were compared between two groups, and the adverse reactions of two groups were recorded. Results: The total
clinical effective rate of the observation group was higher than that of the control group (P<0.05). Compared with the control group 14 d
after treatment, the observation group had lower NIHSS, mRS scores, RI, Lp-PLA2, PTX-3, SAA, ET-1, TXB2, and higher TMV, PSV,
and NO (P<0.05). There was no difference in the incidence of adverse reactions between the two groups (P>0.05). Conclusion: The
combination of concentrated solution of Edaravone and dextranol for injection and Xiaoshuan enteric coated capsule in the treatment of
ACI can reduce nerve injury, inhibit inflammatory reaction, improve vascular endothelial function, and promote the recovery of cerebral
circulation without obvious adverse reactions.
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Table 1 Comparison of curative effect between observation group and control group [n(%)]

Groups Basic recovery Marked improvement Improve Uniformity Worsen Total effective rate
Control group
8(12.12) 16(24.24) 30(45.45) 11(16.67) 1(1.52) 54(81.82)
(n=66)
Observation group
12(18.18) 24(36.36) 27(40.91) 3(4.55) 0(0.00) 63(95.45)

(n=66)
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Table 2 Comparison of NIHSS and mRS Scores between observation group and control group( xzs )

Groups Time NIHSS mRS
Control group(n=66) Pretherapy 16.98+3.55 3.56+0.31
After 14d of treatment 10.68+2.04* 2.19+0.28*
Observation group(n=66) Pretherapy 16.81+£2.95 3.53+0.26
After 14d of treatment 6.27£1.72% 1.49+0.24**

Note: Compared with before treatment, *P<0.05, Compared with 14 d after treatment, “P<0.05.
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Table 3 Comparison of cerebral blood perfusion indexes between observation group and control group( xs )

Groups Time TMV(cn/s) PSV(cm/s) RI
Control group(n=66) Pretherapy 32.54+4.46 58.63+5.27 0.79+0.06
After 14d of treatment 39.48+3.52% 64.06+5.38* 0.71£0.07*
Observation group(n=66) Pretherapy 32.50+5.21 58.47+4.39 0.79+0.08
After 14d of treatment 45.22+4.84* 69.42+4.16%" 0.65+0.09**

Note: Compared with before treatment, *P<0.05, Compared with 14 d after treatment, “P<0.05.
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Table 4 Comparison of levels of inflammatory factors between the observation group and the control group( xzs )

Groups Time Lp-PLA2(jg/L) PTX-3(ng/mL) SAA(mg/L)

Control group(n=66) Pretherapy 254.27+21.39 193.58+18.29 15.76+2.63
After 14d of treatment 211.25+19.46* 152.47+16.33* 10.72+1.75%

Observation group(n=66) Pretherapy 253.08+18.55 192.86+16.23 15.59+1.99
After 14d of treatment 173.29+17.48** 108.09+17.74** 6.98+1.24%*

Note: Compared with before treatment, *P<0.05, Compared with 14d after treatment, “P<0.05.
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Table 5 Comparison of vascular endothelial function indexes between observation group and control group( x=s )

Groups Time NO(pmol/L) ET-1(pg/mL) TXB2(%)
Control group(n=66) Pretherapy 46.27+5.28 118.49+12.62 165.76+17.63
After 14d of treatment 55.43+7.16* 96.87+9.33* 138.29+12.35%
Observation group(n=66) Pretherapy 46.48+4.55 117.54+10.46 164.93+9.27
After 14d of treatment 62.53+4.28** 82.48+9.52%* 107.06+£10.34*%

Note: Compared with before treatment, *P<0.05, Compared with 14d after treatment, “P<0.05.
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Table 6 Comparison of incidence of adverse reactions between observation group and control group [n (%)]

Groups Nausea and vomitting Headache Erythra Feeble Total incidence
Control group(n=66) 2(3.03) 1(1.52) 2(3.03) 1(1.52) 6(9.09)
Observation group
2(3.03) 2(3.03) 2(3.03) 1(1.52) 7(10.61)
(n=66)
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