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ABSTRACT Objective: To observe and compare the clinical effect of alteplase (rt-PA) and batroxobin in the treatment of acute
cerebral infarction (ACI) and its effects on the serum neuron specific enolase (NSE), interleukin-6 (IL-6), tumor necrosis factor-a
(TNF-a) and high sensitive C reactive protein (hs-CRP) levels. Methods: 106 cases of ACI patients admitted in our hospital from June
2014 to December 2016 were selected and divided into two groups according to the random number table method. The control group was
treated with batroxobin, while the observation group was treated with rt-PA. The clinical efficacy; changes of serum NSE, IL-6, TNF-a
and hs-CRP levels before and after treatment and the incidence of adverse reactions during treatment were compared between two
groups. Results: After 14days' treatment, the total effective rate of observation group was 81.1%, which was significantly higher than that
of the control group (62.3%)(P<0.05). The serum NSE, IL-6, TNF-« and hs-CRP levels in both groups at 14 day after treatment were sig-
nificantly lower than those before treatment (P<0.01), and the above indexes at 14 day after treatment in the observation group were sig-
nificantly lower than those of control group in the same period (P<0.01). The incidence rate of adverse reactions was 7.5% in the observa-
tion group and compared with the control group (1.9%), there was no significant difference (P>0.05). Conclusion: Compared with batrox-
obin, alteplase intravenous thrombolytic therapy could more effectively control the inflammation state and improve the nerve function de-
fect for the patients with acute cerebral infarction.
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Table 1 Comparison of the clinical efficacy between two groups

Groups N Basic recovery  Significant progress Progress Invalid Total effective rate (%)
Observation group 53 2 24 11 10 81.1
Control group 53 4 17 12 20 62.3
P 0.031
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Table 2 Comparison of the serum indexes before and after treatment between two groups(xt s)

Groups N Time NSE(uG/L) IL-6(Ng/L) TNF-A (uG/L) Hs-CRP(Mg/L)
Before Treatment 36.8+ 5.5 17.3+ 3.7 49.6+ 7.8 9.2+ 1.8
Observation Group 53
14d After Treatment 15.1% 2.7* 10.1+ 1.6* 123+ 2.7* 2.1+ 0.4*
P 0.000 0.000 0.000 0.000
Before Treatment 372+ 53 17.6x 3.5 48.3+ 8.1 9.5+ 1.7
Control Group 53
14d After Treatment 19.3% 3.1 12.8+ 22 16.5+ 3.2 4.3+ 09
P 0.000 0.000 0.000 0.000

Note: compared with the control group after 14 d treatment, *P<0.01.
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