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Effects of Salvianolate for Injection on serum inflammatory cytokines, levels of Ap
protein and MoCA score in patients with post-stroke cognitive impairment
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Abstract: Objective To observe the effect of Salvianolate for injection on serum ICAM-1,VCAM-1, and AB-42 levels and MoCA
score in patients with post-stroke cognitive impairment. Methods Patients (102 cases) with post-stroke cognitive impairment in the
First Affiliated Hospital of Henan University from January 2018 to April 2019 were divided into control group and observation
group acccording to random number table method, and each group had 51 cases. Patients in the control group were iv administered
with Xuesaitong Injection, 400 mg were added into 250 mL saline, once daily. Patients in the observation group were iv
administered with Salvianolate for injection, 130 mg were added into 250 mL saline, once daily. Patients in two groups were treated
for 2 weeks. The levels of ICAM-1, VCAM-1, AB-42, and MoCA score in two groups before and after treatment were compared.
Results Compared with the level of before treatment, AB-42 in the control group were decreased significantly, and the serum levels
of ICAM-1, VCAM-1 and AB-42 in the observation group were decreased significantly, with significant difference before and after
treatment in the same group (P < 0.05). The serum levels of ICAM-1 and VCAM-1 in the observation group were decreased
significantly compared with those in the control group, and the difference between two groups was significant (P < 0.05). After
treatment, the MoCA score in two groups were significantly increased, and the difference was statistically significant in the same
group (P < 0.05). And the MoCA score in the observation group was significantly higher than that in the control group, with significant
difference between two groups (P <0.05). Conclusion Salvianolate for injection can improve the serum levels of ICAM-1 and VCAM-1
in patients with post-stroke cognitive impairment, reduce the generation of AB-42, and improve its cognitive function.
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