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Clinical Effects of the Combination of Argatroban and Alteplase in the Treatment of Ischemic Stroke and Their Influence on the Levels of
Lp - PLA,, FIB and Nerve Related Factors. Wu Juan,Liu Aidong, Jiang Juanli ,et al. Department of Pharmacy, The First Affiliated Hos-
pital of Chengdu Medical College, Sichuan 610500 ,China

Abstract Objective To explore the clinical effects of the combination of argatroban and alteplase in the treatment of ischemic
stroke (IS) and their influence on the levels of lipoprotein associated phospholipase A, (Lp — PLA, ), fibrinogen (FIB), S100 calcium
binding protein A8/A9 (S100A8/A9 ) and neuropeptide Y (NPY). Methods The 78 cases of IS in the Department of Neurology of the
First Affiliated Hospital of Chengdu Medical College were selected as the research objective from September 2012 to December 2015, and
they were randomly divided into single group ( alteplase group) and combined group (argatroban plus alteplase group) according to differ-
ent treatments, with 39 cases in each group. The clinical effects of two groups were evaluated by stroke scale score, Barthel index and ha-
segawa mini mental ( HDS) scale and the levels of SI0O0A8/A9, NPY, Lp — PLA, and FIB were compared between two groups. Results
After treatment, the NIHSS of two groups were significantly decreased as compared with those before treatment (P <0.05) , while Barthel
index and HDS were significantly increased when compared with those before treatment (P <0.05). Moreover, the changes of NIHSS,
Barthel index and HDS in the combined group were significantly superior to those in the single group (P <0.05). After treatment, the
levels of SI00A8/A9, NPY, Lp — PLA, and FIB of two groups were significantly reduced as compared with those before treatment ( P <
0.05). Moreover, the changes of NPY and FIB in the combined group were significantly higher than those of single group (P <0.05).
However, the other indicators showed no significant difference between two groups (P <0.05). Conclusion The combination of argatro-
ban and alteplase in the treatment of patients with IS had significant clinical effects, and they can improve the self — care ability and cogni-
tive function of patients, and promote the recovery of NPY and FIB.
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