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Efficiency and safety of fasudil hydrochloride therapy in patients with cerebral vasospasm following
subarachnoid hemorrhage——clinical trial in phase IV MA Jing-jian” , WANG Dong, ZHANG Jian-
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[ Abstract] Objective
therapy on cerebral vasospasm after aneurysmal subarachoid hemorrhage. Method  The open multicenter,

To investigate the clinical efficiency and safety of fasudil hydrochoride

large sample clinical study in phase IV, with a total of 2 (092 patients with aneurysmal subarachoid
hemorrhage treated by fasudil hydrochoride were included, was conducted in accordance with guidelines laid
down by departments of neurosurgery of 74 hospitals in China. Fasudil (30 mg) was prescribed for
intravenous administration every 8 hours a day. Fasudil therapy was generally started after aneurysmal
surgery or introvascular therapy and continued for 14 consecutive days. The determination of its safty and
efficiacy was defined as. the clincal manifestation, general condition graded according to the Hunt and Hess
scale as well as Glasgow Coma Scale, routine examinations, biochemical criterion and the average values of
blood flow( cm/s) of MCA measured by TCD at the third, seventh and fourteenth days after the begining of
treatment. Results  The neurological deficits of patients were improved significantly after the treatment for
14 days( the rate of CVS was 94. 36% , the mean blood flow of MCA was normal, the total effective rate was
91.21% ) . The vital signs were not influenced after treatment. The blood examinations were
normal. Conclusions  The fasudil hydrochloride treatment is not only effective, but also safe for treatment
and prevention of cerebral vascular spasm following subarachoid hemorrhage due to ruptured aneurysm. This
drug may provide a new therapurtic measure in clinic for treating and suppressing cerebral vasospasm.
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~89 % F352.73 %, B 1040 4,4 1057 #l, 43
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Bl ZRXELAEEANERER. (1)FARGIE

SRR AR S M E AR EARSG, BRI EE
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7 768(36.78) 39(1.87)
et th 405(19.40) 2(0.10)
B 108(5.17) 1(0.05)
. N( miss) 2091(1) 2092(0) BEX R 12.35 0.0000
s Mean( Std) 82.96(12.57) 79.77(9.81)
N(miss) 2089(3) 2092(0) MCAT: B 30.05 0. 0000
W IR Mean( Std) 136.39(19.32) 125.39(11.83)
N( miss) 2 088(4) 2092(0) Bt 23.43 0. 0000
K Mean( Std) 83.93(12.69) 77.87(8.32)
x 1 822(87.39) 2079(99.38) AeAt KA R 240.3 <0.0001
i A 263(12.61) 13(0.62)
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s i 1939(92.82) 2060(98.47) MMEHRE 102.3 <0.0001
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_ N{( miss) 1 852(240) 2070¢22) MR 49.29 0. 0000
i Mean( $td) 131.38(30.15) 99.37(20.45)
T 597(32.50) 1906(92.39) KCxiEcfER 356 918 0.0000
o S 716(38.98) 132(6.40)
ZHEtH szt 464(25.26) 24(1.16)
EHEEAE 60(3.27) 1(0.05)
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WERELBEESITFEL(P >0.01), (3)FXNF
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Mean( Std) 131.38(30. 15) 120.21(27.59) 110.0(25.4) 99.4(20.5)
KAith BBk
Median 132.00 123.00 111.00 103.00
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I FIAF S, 0 Rho BOAE  LEK 85 1 75 55 MG A0
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