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Abstract; [ Objective] To evaluate the effect of argatroban on vascular endothelial function and inflammatory factors in the
patients with acute cerebral infarction (ACI). [Methods] A total of 102 patients with ACI patients were divided into two group: the
control group (50 cases) received routine treatment, the treatment group (52 cases) increased argatroban on the basis of conventional
treatment in the control group. To test the vascular endothelial function and inflammatory factors before treatment and after treatment of
14 days. To test the score of neurological function defect assessment (NTHSS) and Barthel index (MBI) before treatment and after
treatment of 14 day and 28 days. To evaluate the clinical efficacy after treatment of 28 days. [ Results] After treatment of 14 days, the
vascular endothelial function (NO, ET-1, FMD) and inflammatory factors (hs-CRP, TL-6, TNF-a) in the patients of the treatment
group were significantly better than the control group(P < 0.05 or P < 0.01). After treatment of 14 days, 28 days, NIHSS and MBI in
the patients of the treatment group were significantly better than the control group (all P < 0.01); After treatment of 28 days, the
effective rate of the treatment group was significantly higher than that of the control group (P < 0.05). Adverse reaction of argatroban
was not found in the course of treatment. [Conclusion] Argatroban is safe and effective in the treatment of acute cerebral infarction,
can improve the NIHSS and MBI, in addition to anticoagulation, one of the improvement of endothelial function and anti inflammatory
vascular may be its mechanism of action.
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Table 1 Comparison of baseline data of two groups of patients

(X = s or cases)

Concomitant diseases

Groups n Gender(M/F) Age/Years BMI/(kg-m™) Lone/ D Cardiogenic stroke

HT CHD DM
Treatment 52  30/22  645%7.9  257+60 18554 26 20 5 6
Control 50 30/20 63.8 +8.2 26.1 £5.8 18.7+£5.2 23 18 17

M/F; male/female; BMI; body mass index; HT: hypertension; CHD: coronary heart disease; DM diabetes mellitus

x2 WABRFBRTREMERN K IR RERFHLLE

Table 2 Comparison of vascular endothelial function and inflammatory factor of two groups of patients before

and after treatment (x+s)
Groups n  Time NO/(pmol-17")  ET-1/(ng-L™")  FMD/% hs-CRP/(mg-L™") IL-6/(ng-L") TNF-o/(pg-L™)
Treatment group 52 Before treatment  49.4 + 14.7 78.6+11.4 85+1.2 6.8+1.5 358+74 47+13
After treatment ~ 61.2 £ 12.47 70.2 £ 10.7 10.7 £ 1.3% 42+1.27 12.7+£5.3? 2.2+0.9%
i 4.4245 3.8742 8.9671 10.079 18.300 11.401
P <0.01 <0.01 <0.01 <0.01 <0.01 <0.01
Control group 50  Before treatment  51.3 + 15.0 80.2 £ 12.7 8.4 +1.1 7.0+1.6 33.9+7.8 48+1.4
After treatment ~ 54.8 £ 12.6 75.8 £11.6 8.6+ 1.0 6314 9.39 £4.17 35+12
i 1.2633 1.8088 0.9513 2.3281 9.2625 4.9852
p >0.05 >0.05 >0.05 <0.05 <0.01 <0.01

Compared with the control group, 1)P < 0.05, 2)P < 0.01
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Table 3 Comparison of NIHSS and MBI of two groups of patients before and after treatment

NIHSS MBI
Groups Cases
BT AT 14d AT 28 d BT AT 14 d AT 28 d
Treatment 52 13.8 £2.3 6.4+1.1 4.5+0.7 39.5+15.8 649 +11.4 73.6 £ 8.5
Control 52 142 +2.1 82z 1.4 5809 40.2 + 16.2 56.7 = 12.7 68.4+9.2
l 0.9162 7.2355 8.1610 0.2209 3.4343 2.9665
P > 0.05 <0.01 <0.01 > 0.05 <0.01 <0.01
BT before treatment; AT after treatment.
x4 MAMRKTHLE
Table 4 Comparison of clinical curative effect of two groups of patients (cases)
Groups n Basic recovery  Significant progress ~ Progress ~ No change  Deterioration ~ Death  Total efficiency (%)
Treatment 52 26 16 9 1 0 0 51(98.1)"
Control 50 20 12 10 7 1 0 42(84.0)

1)compared with the control group, x*=4.6507, P < 0.05
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