PR LR AR 2013 4E 10 A4 13855 10 Chin J Contemp Neurol Neurosurg, October 2013, Vol. 13, No. 10

897 -

- llfn PR WF 5 -

IR B AR IR 5 7 -5 J B b P 3R R T B IS

Ak I 7 958 2R 7 B8O A 5T
) E; IR

(FE] 8200 2 % P R WAR 5k B FEUR 554 (320 mg/d) FIJE ZEH0F- (30 me/d) 697 11 ) 61 4
2 e D) ST B S i 0 I R A A R v sl Bk i i Bh ) 2E AR Ak . SR R, SIRYTRTAR L, PR AL R
FARIT AR 3 A7 KB K R sl ik ot 3 38 [ 25 3 K 2 (131.03 £15.03) em/s XF(135.93 £12.94) cm/s; 557 K
(118.90 + 13.84) cm/s ¥ (121.78 £ 14.19) em/s] F BE (35 P =0.000) , A 410 22 R LGB X (P>
0.05) o PRl EIRIT DA BCERAY A B RN & AR IE, 2R TGI8 L (P>0.05). xRk
i e R 55 45 T LA AR 8 5t S 9 7 ke T T B+ i e e o 7 R 2

[REIA] DokmEhZs; JeSolh Vo, SRR B Wi, G0 0E; i R 6N

The curative effect of cinepazide maleate and nimodipine in the treatment of cerebral
vasospasm after subarachnoid hemorrhage

LIU Cui-fen, WANG Feng-yan

Department of Neurology, Liaohe Oilfield General Hospital, Panjin 124010, Liaoning, China

Corresponding author: LIU Cui-fen (Email: 278246029 @qq.com)

[Abstract] The curative effect of cinepazide maleate (320 mg/d) and nimodipine (30 mg/d) on the
cerebral vasospasm caused by post - traumatic subarachnoid hemorrhage was compared. Transcranial
Doppler ultrasound (TCD) was used to examine the changes of hemodynamics of middle cerebral artery
(MCA) before and after treatment. On the 3rd day after treatment the blood flow velocity of MCA in both
groups decreased obviously, and the difference between that in pre- and post-treatment was statistically
significant (cinepazide maleate group ¢ =4.364, P = 0.000; nimodipine group t =7.486, P =0.000), but there
was no statistically significant difference between 2 groups (P = 0.124). On the 7th day, the blood flow
velocity of 2 groups continously declined (cinepazide maleate group t =5.793, P = 0.000; nimodipine group
t=10.364, P =0.000), but there was no significant difference between 2 groups (P =0.364). No statistically
significant difference on total effective rate and adverse drug reaction rate was seen between 2 groups (P >
0.05). It was suggested that cinepazide maleate can replace nimodipine in the treatment for cerebral
vasospasm after subarachnoid hemorrhage.
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Table 1. Comparison of general data between 2 groups

Nimodipine Cinepazide X ort

Observation item (N=4) (N=42) value P value
Sex  case (%) 0.057 0.81

Male 30 (71.43) 29 (69.05)

Female 12 (28.57) 13 (30.95)
Age (x £, year) 32.99+2.10 3234211 1.328 0.547
Duration (x s, month) ~ 8.47£2.53 8.32+2.41 2.852  0.861
GCS (x %5, score) 6.48+1.39 6.52+1.47 2235 0712
NIHSS (v £, score) 9.11+2.44 8.97+2.21 2,563 0.745
First symptom ~ case (%) 0.895 0.925

Headache 21 (50.00) 19 (45.24)

Dizziness 13 (30.95) 14 (33.33)

Concurrence 5(11.90) 6(14.29)

Numbness of limbs 1(2.38) 2( 4.76)

Others 2( 4.76) 1(238)

GCS, Glasgow Coma Scale, Glasgow B ¥ #if & ; NIHSS, National
Institute of Health Stroke Scale, 3% [ [ 37 T A F 53 B 4 it &

AT TG I M AR, L3 0 AR — 3 L ) B A
T J5 — 500 RD AT WY B 2 W (2) A8 A B 45 5 . (3) A
BEET Glasgow Bk 5 R (GCS) 14 = 543 L [ 37
TAWFFE B 2 R (NTHSS) PF43 = 7.50 43 (4) HE
i " o i I 5 0 R DR S AT R S e o R TR
F I HERR I ORI 5T R AT IR AR

2. MLEEXF S HEFE 2009 4F 3 H 2012 44 H 7
1748 10T I R R B p 22 N RRI2 B 53R 9T 1 Bk
o JEE T Bt S o A AR AR AR 138 48], b 84 14l
FEA AW AR, B 52 ), Lotk 32 15 4F ik
16~71 % ,F¥32.56 % . R4 )5
43 SR Ok R R R 5 R 41 R B S 41 . (1) Ok iR
HEWR 5 HRR AL - 42 1) S8 38, D3 PR 29 1], Lo Pk 13 4615 AR i
16~72 %, F¥(32.34+2.11) % 0317 M A E
2334, F¥(832+241) M H . EERINLME
(194 k2= (14 451]) 55 K 9 =k 2 IF A7 (6 1) AR
KB (2) RS F41 42 ) &, Bk 30 0, &
PE12 6 AR 18 ~ 71 4, F-341(32.99 £+ 2.10) % 59
341 DHZE 2324, FH(8.47£2.53) M. U
SR (2141 Sk #1301 5k Sk A7 (5 1)) e
TRIBRA (1)) Ry 15 A RE AR o T 21 RR 35k A1) L A 1
it R 5 AR A L A TR LA, 2 R R g X
(BP>0.05,%1), M,

ORI T

1ZG R UR b o R A WR 5% 4R 1 S R (L 5

20090105 ; KLA% : 320 mg/ 32 ) By A 5% 10 34661 25 A FR 2>
Al HRAE . Je S (JE SEIR)) T 5 K 75 [ Bayer 24
H P (5 1 H20023730 5 BEA% : 10 mg/50 ml) .

2. 452507k (1) R R HE R 55 RE 4L : 320 mg
FITA 500 ml 581 4 ¥ Wb w8 Dk T (1 d) L Wl R
2 mg/h, ELEIRIT T do (2) JE ZEH V-4 : 30 mg Jin
A 300 ml AL B W R DK L TGRSR 1 me/h,
HELIRIT T do 2 A A K 4 2 R A AR Y
I B i bR 2 A 4 175 0] R 7 3

3ITREH (ORI 40 5 TR YT 5 25 3
F7 R 481 2238 Bpla 75 (TCD) K I 28 2 K vh
Bk (MCA) 347 1 37 2 B, 467 0 R B ol 45 ~ 60 mm,
I3 2 JE 120 ~ 140 em/s HEFREEEZE ;141 ~ 200 cm/s
KR ZE 5> 200 em/s A E AR T (2)IF ROPE M
B s R, G I A oS 2 5T 4 A o L DRI b st ik o
W K A IR W AETE B (20 62 em/s) , I PRIE IR
5 RAE 58 208 2 A /L, M E 5IR TR i A
JF T B, R GA B A5 R R i DRORE IR ] 2 2 5
R0, Tl I A5 98 2 AR A A B L K e Bl bk it gt
5B YT T R B A TC AR Ak i PRRE R TC W o
TBIT AT (%) = (BB + A R0 7 8]
% 100%

SLBITHTTk

K 1 SPSS 17.0 S8 3 8K 18 k17 B #3535 5 40
Bro R DB+ BR i 25 (x £ 5) ROR AT
SEREAS T ¢ K B 5 V6 T R S R B b Sl bk il it R Y
Fb A R 52 M0 o 3 T 0 O 22 40 BT, P L B AT
LSD-t K5 56 o 11 55098 R LLAH X 204 B L (9% ) 3%
(%) FRoR, R FH VU x>k 50 5 AL 2590 A B &
Az B L ERAT Fisher B UIMEARE . AP < 0.05 4 22
SHASEIIFE L.

4] ES

T2 345 B/R, WARE TAHYIRITH IR
INFAE R I B 5 2 L DA Sk R E IR 22 i B R, DOk R A
WR 75 57 4136 7 B A B R 59.52% (25/42) , 5 T e
T - 4H ) 54.76% (23/42) , A2 R R H 2B X
(X*=0.194,P =0.659) ; IR JT 55 7 KW}, B R R HE IR 57
KRG 97 BA RN 71.43%(30/42) | JE B4 17 4
H469.05%(29/42) , 2 F IR LG iHE B X (x° =0.057,
P=0811).

B2 4,5 0] WL, IR 97 55 3 R B 2 58 3 K i h
B K I I R B S NS, A YT LA 22 A gt



rpE A M 2 B 2 A 2013 4 10 A 55 13 555 101

Chin J Contemp Neurol Neurosurg, October 2013, Vol. 13, No. 10

- 899 -

treatment between 2 groups* case (%)
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Table 2. Comparison of total effective rate on the 3rd day after
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Total

Group N Headache Dizziness Concurrence . Others
limbs

Nimodipine 42 13 (30.95) 8(19.05)  2(4.76) 0(0.00)

Cinepazide 42 14(33.33) 8(19.05) 3 (7.14) 0(0.00)

0(0.00) 23 (54.76)
0(0.00) 25 (59.52)
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#x*=0.194,P =0.659
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Table 3. Comparison of total effective rate on the 7th day after
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Group N Headache Dizziness Concurrence limbs Others  Total Ig% 'fEE 1 Y’ﬁ‘l él’i ﬁ%] J-g E& 2 %’% ﬁﬁ T {% HE [12] Al

> 3 N =] b
Nimodipine 42 17 (40.48) 8 (19.05) 2 (4.76) 1(2.38)  1(2.38) 29 (69.05) ﬁlé B‘J; a2 iz ‘é}g EA[ % HIAZI‘ 1 ,/‘—‘B& = %r‘r:: i ML ﬁrﬁu z
Cinepazide 42 15(35.71) 10(23.81) 4 (9.52) 1(2.38)  0(0.00) 30(71.43)

#x*=0.057,P=0.811

between before and after treatment (x +s, cm/s)
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Table 4. Comparison of arterial blood flow velocity in 2 groups
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Group N Pretherapy 3d 7d
Nimodipine 40 167.68 +18.29 135.93+12.94  121.78 +14.19
Cinepazide 39 166.03 +18.38 131.03 +15.03 118.90 +13.84
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Table 5. The ANOVA for repeated measurement of MCA blood 7 R B R RR A R R Sl ok I 9 e R

flow velocity before and after treatment in 2 groups Ml SIAYFRTILA 22 o Go 2 3 X,
Source SS df MS Fvalue P value {E W4 1 ?& = jaf %é}fﬂ‘#’ =Y. {é? 3? % 3
Group 584.867 1.000 584.867 1.066 0.305 75 HTJ_ ’ E&ﬂéﬁﬁﬁé u}[’EﬁfI:% fﬁﬁ?ﬁ%i@’ﬁt
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29th CINP World Congress of Neuropsychopharmacology

Time: June 22-26, 2014
Venue: Vancouver Convention Center, Vancouver, Canada
Email: cinp@northernnetworking.co.uk

Website: www.cinp2014.com

The 29th CINP World Congress will be held in June 22-26, 2014 in Vancouver, Canada. The main purpose of this CINP
World Congress is to provide a truly outstanding scientific and educational program featuring leading figures from around the world
who are literally changing the face of neuropsychopharmacology.

The Plenary Speakers will include nobel laureates, and other innovators who are transforming our ability to visualize and
manipulate the brain with a specificity that was undreamed just a few years ago. Medical practice will be informed by leading
clinical researchers who are spearheading new treatment regimens for brain disorders where sensory - motor disturbance and
cognitive (emotional) difficulties often reflect two sides of the same coin. These memorable lectures will be complimented by 36
Symposia spanning the broad spectrum of neuropsychopharmacolgy from both preclinical and clinical perspectives.

Scientific and educational Workshops will provide interactive discussions on the latest techniques along with opportunities to
learn firsthand about new and successful clinical approaches to mental ill-health. Lively Pro and Con Debates will ensure that

different perspectives are given the respect they deserve.



