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ABSTRACT Objective: To observe the therapeutic effect of urinary kallidinogenase combined with edaravone on the patients with
acute cerebral infarction and the serum vascular endothelial growth factor(VEGF) and nitric oxide (NO) levels. Methods: 70 patients with
acute cerebral infarction treated in our hospital from January 2015 to December 2016 were chosen and randomly divided into the
observation group and the control group with 35 cases in each groups. All the patients were given conventional therapy, such as
antiplatelet, brain protection, activating blood circulation to dissipate blood stasis and so on. In addition, patients in the observation group
were given edaravone and urinary kallidinogenase, while patients in the control group were given edaravone alone. Both groups were
treated for 10 days. Then the therapeutic effect and changes of NIHSS, VEGF, NO levels before and after treatment were compared
between two groups. Results: The total effective rate of patients in the observation group was higher than that of the control group(P<0.
05). The serum VEGF and NO levels of both groups were increased after treatment (P<0.05), while the NIHSS were significantly
decreased(P<0.05). The VEGFand NO levels of observation group were higher than those of control group after treatment (P<0.05), the
NIHSS of observation group was much lower than that of the control group after treatment (P<0.05). Conclusions: Urinary
kallidinogenase combined with edaravone was more effective than edaravone alone in the treatment of patients with acute cerebral
infarction, it might be related to the increase of serum VEGF and NO levels.
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Table 1 Comparison of the clinical efficacy between two groups[n (%)]

Group Number Basic recovery Significant progress Progress Ineffectiveness Total effective
Observation group 35 11(31.43) 10 (28.57) 12 (34.29) 2(5.71) 33 (94.29)
Control group 35 4(11.43) 9(25.71) 14 (40.00) 8(22.86) 27 (77.14)

i+ SRR AL, P<0.05,
Note::*P<0.05 vs control group.
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Table 2 Comparison of the changes of serum VEGF, NO levels and NIHSS of patients between two groups before and after treatment(xzs)

Group n Time VEGEF (pg/mL) NO (mol/L) NIHSS (points)
Observation group 35 Before treatment 192.48 + 58.35 42.61% 7.09 9.64+ 2.01
After treatment 272.53+ 70.16%# 58.13+ 8.82% 536 1.28**
Control group 35 Before treatment 187.42 52.46 41.357.24 9.753.14
After treatment 216.09 61.25 * 50.387.91 * 6.72 1.59 *
i+ 5igfrRAELL, P<0.05;" SXRRARLL, P<0.05,

Note: *P<0.05 vs the same group before treatment; “P<0.05 vs control group.
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