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ABSTRACT Objective: To investigate the clinical efficacy of urokinase on the patients with acute cerebral infarction and its effect
on the endothelial function and oxidative stress. Methods: 110 cases of patients with acute cerebral infarction admitted to our hospital
from July 2016 to July 2017 were enrolled as the study object. According to the treatment method, they were divided into the convention-
al group and the treatment group with 55 cases in each group. Patients in the conventional group was given symptomatic basic treatment,
and patients in the treatment group were treated with urokinase on the basis of conventional treatment. The efficacy and the changes of
neurological function, endothelial function and oxidative stress before and after treatment were compared between the two groups. Results:
After treatment, the NIH Stroke Scale (NIHSS), nerve tissue protein(S-1008), neuro-specific enolase (NSE), endothelin-1 (ET-1), malon-
dialdehyde (MDA), tumor necrosis factor o (TNF-a), and soluble Vascular cell adhesion molecule 1 (sVCAM-)1 levels in the two groups
of patients were significantly decreased, and the serum nitric oxide (NO), superoxide dismutase (SOD) and glutathione peroxidase
(GSH-PX) levels in the two groups were significantly higher than before treatment(all P<0.05). The NNIHSS scores, S-1008, NSE, ET-1,
MDA, TNF-a sand VCAM-1 levels in the treatment group were significantly lower than those in the conventional group. The serum NO,
SOD and GSH-Px levels in the treatment group were higher than those in the conventional group (all P<0.05). Conclusion: Urokinase

treatment can significantly improve the efficacy in the treatment of ACI patients, and the possible mechanism is related to reduce the ox-
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idative stres, improve the vascular endothelial function, and promote the recovery of nerve function.
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15, MLE ET-1 7KFH AR (P<0.05), HIGYF ALY NO K FHMAL, g ET-1 KPR T4 #4134 P<0.05), L& 2.

x| WABHEBIFHIE NIHSS {4, S-1008 F1 NSE Bk FLL 8 (n=55, x+ )
Table 1 Comparison of the NIHSS scores, S-1003 and NSE levels before and after treatment between two groups (n=55, x+ s)

Groups Time NIHSS(point) S-100B(png/L) NSE(U/mL)
Before treatment 15.17+ 1.52 1.49+ 0.16 22.59+ 2.26

Routine group
After treatment 9.09+ 0.91* 091+ 0.09* 17.14% 1.71%
Before treatment 15.13% 1.51 1.51% 0.15 2271+ 2.27

Treatment group
After treatment 7.54% 0.77* 0.65% 0.06** 12.83% 1.30%**

i EIRTATLL R, *P<0.05; 5 EMARTT R ILE, P<0.05,

Note: Compared with before treatment, *P<0.05, compared with the conventional group after treatment, *P<0.05.

*® 2 WHESBHEBTHIEME NO fl ET-1 7K ELEE(0n=55, 1% 5)

Table 2 Comparison of the serum NO and ET-1 levels before and after treatment between two groups (n=55, x* s)

Groups Time NO(pmol/L) ET-1(ng/L)
Before treatment 46.13+ 4.62 82.77 8.28
Routine group
After treatment 53.56+ 5.36* 66.94% 6.70*
Before treatment 46.20+ 4.58 83.01% 8.31
Treatment group
After treatment 7129+ 7.13%* 52.04+ 5.24%*

E: BIRITRTLLER, *P<0.05; 5 EMAERIT R ELE, P<0.05,

Note: Compared with before treatment, *P<0.05, compared with the conventional group after treatment, “P<0.05.

2.3 MABEFBITRIEIE MDA SOD 71 GSH-Px BikFLb8  Hi T # FEIK, i SOD I GSH-Px /K4 71 (P<0.05), Hif
TR, PILE R 3 MDA SOD 1 GSH-Px /K- HeAR2s  JPALiMLE MDA JKFIT# HLAL, ML SOD il GSH-Px /K-
FAREEP>0.05), IRITIE , FALEF T MDA KTV HEIRIT  THMAGY P<0.05), 1L 3.

% 3 WARHFAITHIEME MDA, SOD #1 GSH-Px BJ7k F b8 (n=55, x 5)
Table 3 Comparison of the serum MDA, SOD and GSH-Px levels before and after treatment between two groups (n=55, xt )

Groups Time MDA(ng/L) SOD(pg/L) GSH—Px(mmol/mL)
Before treatment 18.31+ 1.82 55.89% 5.61 25.44+ 2.54
Routine group
After treatment 12.94+ 1.30* 78.16% 7.89* 30.29+ 3.03*
Before treatment 18.25+ 1.83 56.02+ 5.63 25.39+ 2.52
Treatment group
After treatment 8.81+ 0.88** 100.23+ 10.32** 44.52+ 4.49%*

i 5IRITRTLLEL, *P<0.05; 5 E MABFTIF LR, P<0.05,
Note: Compared with before treatment, *P<0.05, compared with the conventional group after treatment, *P<0.05.

2.4 WABRELFEIEME TNF-a.sVCAM-1 §7k b4 BOVRTT I B EFRAR(P<0.05), HIAYT ALY TNF- .sVCAM-1
VRITHT, 4L E 17 TNF-a sVCAM-1 /K FEHEZRAR AKX BACTH M4 P<0.05), ILEE 3,
2 (P>0.05), J6Y7 5 , R4 1L TNF-a . sVCAM-1 /Ky

® 4 FWHABEBITHE TNF-a,sVCAM-1 f7K FLLE (=55, xt s)
Table 4 Comparison of the serum TNF-o and sVCAM-1 levels before and after treatment between two groups (n=55, xt s)

Groups Time TNF-a(pg/L) sVCAM-1(ng/L)
Before treatment 28.31+ 2.82 105.89+ 10.61

Routine group
After treatment 19.94+ 1.97* 78.16% 7.89*
Before treatment 28.25+ 2.89 106.02+ 10.63

Treatment group
After treatment 17.21% 1.78* 63.23+ 6.32*

i BIRITRTLLER, *P<0.05; 5 EMAEIRIT R LE, P<0.05,

Note: Compared with before treatment, *P<0.05, compared with the conventional group after treatment, *P<0.05.
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