W EF 5K 201445 A% 11 %% 10 1 Lab Med Clin, May 2014, Vol. 11,No. 10

#h B & &F /R B B PR A BRI T UM iR 5E Y T U WL 2R

ERAE L EER DEE AER L ZHE LR E N TR EARERAZAF 2216003
2. T A ERAZAF, BT 210029;3. A E LN THFRALARERAEEA  221600)

[HE] B FRABEASERAEREAFRR P RBEIET LEBRRLNF AR ENT, T #6064
S S LR S BT R RS A 12 h (20 4) .8 h 41(20 #]) Ao 2 BBLL(20 4], 12 h A H 8
h 28 B Bp R R R R B R AR 09 B BT 12 B ARGE N 1 R 30 mg R KA R AR A 8 B H R E N 30 mg
LB FA N R ZEHFRRBATHRAN, SR EAF R REF LT 14 d, 3 RBANRA LB EA R, BHFHA
Bl & e B RIRRE BT R, 2 SR B i W A8 AT, TR 1430 d AT A B F HATRM FF E K
(ES)# 4. &R 12hAf 8hAEXFE TG EAEKILRIF.30dESSHEFLSHETNAERE M. AP 8ha
B, TAEEHNEIANER R Z R TR RR S, G518 BB RGN RS F 38R k47 3 R xR 5T
BHEAHRIEHEFER L FHE S DHBREA 1K 30 mg B EAF L RERERE,

[XERY SR EAFRER; RHME; ZHERER

DOI:10.3969/j. issn. 1672-9455.2014.10. 013 X HifRE/RL:A XEHS:1672-9455(2014)10-1331-02

Therapeutic effect of fasudil hydrochloride combined with urokinase in treatment of acute cerebral infarction WU Bao-
zin' , HOU Yu-chao® , MA Zheng-lei' , ZHAO Xiang-guang' s MENG Xiang-fei® (1. Neurological Department of
Internal Medicine , People’s Hospital of Peixian s Xuzhou, Jiangsu 221600, China;2. Neurological Department of
Internal Medicine , Nanjing Brain Hospital , Nanjing,Jiangsu 210029, China;3. Department o f Clinical Laborato-
ry s People’s Hospital of Peizian  Xuzhou,Jiangsu 221600 ,China)

[Abstract] Objective To explore the Therapeutic effect of fasudil hydrochloride combined with urokinase in
treatment of acute cerebral infarction and the optimal dose. Methods A total of 60 patients with acute cerebral in-
farction and with condition for thrombolytic therapy were randomly divided into 12 h group (20 cases) ,treated with
intravenous drip of 30 mg of fasudil hydrochloride once every 12 h,8 h group (20 cases), treated with intravenous
drip of 30 mg of fasudil hydrochloride once every 8 h,and control group (20 cases). Patients in 12 h group and 8 h
group were treated with intravenous drip of urokinase at the same time, patients in control group were treated with
intravenous drip of urokinase alone. Patients in all groups were treated for continuous 14 d. During treatment, blood
pressure,state of consciousness and limb function were monitored, and blood coagulation indexes were dynamically
observed. After the treatment for 14 and 30 d,European Stroke Scale (ESS) score were evaluated in all patients. Re-
sults After treatment, neurological function of patients in 12 h group and 8 h group were fine recovered, ESS score,
evaluated at the 30th day were significantly higher than that evaluated before treatment, which was more effective in
8 h group. No obvious adverse reaction was found in all patients. Conclusion Combined application of urokinase and
fasudil hydrochloride might be with fine therapeutic effects for the treatment of cerebral infarction,and dose of 30 mg
every 8 h could be with the best effects.
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