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Clinical study on cattle encephalon glycoside and ignotin combined with fasudil
in treatment of acute cerebral infarction

LIU Xiao-li, CHEN Yi-hui, GUO Zhen-li, LI Ping
Department of Neurology, Hubei Provincial Hospital of Integrated Chinese & Western Medicine, Wuhan 430015, China

Abstract: Objective To investigate the clinical effect of cattle encephalon glycoside and ignotin combined with fasudil in treatment
of acute cerebral infarction. Methods Patients (126 cases) with acute cerebral infarction in Hubei Provincial Hospital of Integrated
Chinese & Western Medicine from June 2015 to December 2017 were divided into control (63 cases) and treatment (63 cases) groups.
Patients in the control group were iv administered with Fasudil Hydrochloride Injection, 60 mg was added into 0.9% sodium chloride
solution 250 mL, once daily. Patients in the treatment group were iv administered with Cattle Encephalon Glycoside and Ignotin
Injection on the basis of the control group, 20 mL added into 0.9% sodium chloride solution 250 mL, once daily. Patients in two groups
were treated for 2 weeks. After treatment, the clinical efficacy was evaluated, and the middle cerebral artery blood flow parameters,
National Institutes of Health Stroke Scale (NIHSS) score, oxidative stress and inflammatory factors, and specific biochemical markers
in two groups before and after treatment were compared. Results After treatment, the clinical efficacy in the treatment group was
90.5%, which was significantly higher than 76.2% in the control group, and there were differences between two groups (P < 0.05).
After treatment, V., in middle cerebral artery, serum GSH-Px activity, and BDNF levels in two groups were all significantly increased,
but middle cerebral artery RI, Pl value, NIHSS score, and serum MDA, TNF-a, IL-8, MBP, and NSE levels were significantly
decreased, and the difference was statistically significant in the same group (P < 0.05). And those obvervational indexes in the
treatment group were significantly better than those in the control group, with significant difference between two groups (P < 0.05).
Conclusion Cattle encephalon glycoside and ignotin combined with fasudil has significant clinical efficacy in treatment of in
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treatment of acute cerebral infarction, can significantly improve regional cerebral blood flow and antagonize oxidative stress and

inflammatory injury, reduce neurological deficit, and improve microcirculation, which has a certain clinical application value.

Key words: Cattle Encephalon Glycoside and Ignotin Injection; Fasudil Hydrochloride Injection; acute cerebral infarction; cerebral

blood flow state; oxidative stress; inflammatory injury

oG A5 B0, S8 L P i T, TSR B o A T
J7 e AR, (75 R AR (W O I
JEZ5) MNFFECEIY, M 5] St s A &
WERIZE LT, HEWFERLBES . SRtk g
HI 2 P B AORE, WY S ML PR K AR
TERG TR K I SE, AMUIMAEYT M, BHA
T 110 XU N33 o, 30 i A B 2 B0 ) A 38 T
SRS SIRTT . SRETEIRTT & A AT R AL B
F AR B0 e A R AR SR, 2 LA it L FE R S R
7RI — e ER AN AT b R o 40 i P B TR
A, B MR (R A Pk,
SRR, 2 B ATRTT SR ST I
2P, NI TS A, AR R
S AR T RE . (e ST I E R, 0
F 46 B 7 I s s S Bk heeFarg Bl it
AT FURT U i 5 B, £ 3 SR U 7 FUBR BBk -V 7 4t
IRHATIRYT, BUS TR .
1 BRNERE
11 —f&EN

I H 2015 4 6 H—2017 4F 12 H b4 R
SEARBTISIA Y 126 Bl S AR BT B 2, 353 2 (R
s R A HF 2R TR R 2014) e 12
bR, Horh 5 68 41, 4 58 fil; 4R 45~70 %,
PR (61.715.4) %5 AT #4544 (BMI) 20.5~
31.8 kg/m?, “F#5 BMI (25.9+2.1) kg/m*: RIFZE
APBErf 8] 1~45h, ~FIitE] (13.2+£4.1) h; il
PR IR 29 B, 0 21 i, i 49 1,
1= g IE 43 5.

PINFRE: (1D TERGE RS (2) Fil<
70 %5 (3) 4 4r< NPkt B 7 DA 5T pe 2f HH R
(NIHSS) 1F4r<<20 435 (4) EIKRF; (5) BEfE
LM NAN CAIIAE SZ 2R i B BT
B2 9T s (6) BESEF B M RET,
HIEZR; (7)) NARTE 1A F AR SEE i i g
W WG ARy, SEAERIT L.

HeBhrnt: (1D KRR ENEERH >48h &5 (2)
X2 M BEE BRI s (3D i e
MG 5 (4D I A o S 0 e o e L A A 35

(5) ZE sk Al GEUT IR e B AL A & (6) BH
PR A S PR SR MR IE A R L (R
B PRIR T S DhRe A SR AR s (7D &I
g I, SRR R S I AR ThREREAS . RS
PR O™ B R RS s (8) A AW . R
RAEEL S A9 5 B Sk T S
1.2 754

0 7 UL YA S 9 e 5 AR DO B o) 25 PR A =] 42
ft, IS 2 mL/3Z, P2 iS5 201504017, 201605032,
201708105; £hFRVEET Hh /R VAR SR bR R i e 4R [T
JERGZ I A R A R34, Hiks 2 mL & 30 mg,
PE RS 150307, 161204,
1.3 SRFMAITTHE

MR B LA 7 356 BT 5 B AL 20 O R ZH
(n=63) FIHITA (n=63), HxtfE% 36 4,
1 27 il RS 46~70 %, PR (61.9+5.7)
% BMI 205~31.2 kg/m?, “F¥ BMI (25.6+2.2)
kg/m?  KIRENE A 1~45 h, FHRE (13.5+
3.9 hy FEEEEE: BERRE 13 4, b0 11 41,
LT 27 B, migIUAE 20 1. 69T 45 32 4, Lt
31 fil; 4% 45~68 %, FIYFRE (61.3+5.0) %5
BMI 20.8~31.8 kg/m?, “F-¥3 BMI(26.141.9)kg/m?;
KIRENBEFA] 1.5~40 h, “FEJAfa] (13.0+4.2) h;
Bt BEIRE 16 4, 0o 10 B, ik 22
B, R IAE 23 1. PHZH— R SR i 2 R TSR
THEEE N, BT

P B IS TAR R LR 507, Bkl
R RO L . BUE. BRAUE K B MRS .
o} 6 2 B Pk i v R R VA BT M JRVE S, 60 mg I
0.9% S LANTA W 250 mL, 1 k/d. JGIT4LALEX IR
Bt b ERBKRE RS UBRE SR, 20 mL A 0.9%
FALENIATR 250 mL, 1 k/d. PR EE IESATT
2 .
14 PRI ERRED

FEARER: RFRFERE 0 ¢, NIHSS P/ /b =
90%; WL MR 1~3 44, 45%<NIHSS
PEA R <90%; A 18% <NIHSS $E/M /b <
45%; JoARAL: NIHSS P48/ sl i < 18%;



LR L Y-S

Drugs & Clinic

FEUHE FoH 201942 H +315 -

Ak : NIHSS 75334 i1 > 18%.

BEMR= AR R+ BEHE 5 165
15 MEIEHR
151 WNMRsY IS8 BALEE S TR G
JS FH R 8 22 05 8y I 97 S A AN 20 500 i 5o JHE K v 3 ik
MRS MR EE (Vo) BR3EE (RD.
HIEE (P 1%HAT L IR T
152 NIHSS ¥4 NIHSS Jti3% 15 A5 H (&
FERUUKT . B M IEsh. B 5%, B4 0~
42 4y, PPEE TG R EE DT 2R v
153 [MiE%4E A &Y TRITHEER
ZHEHHA 6 mL/R IR SRR L, B5.0> (3000 r/min.
5min) J5 HEL FIEEAEA, —80 CIRAARA: =
i (MDA). &It H KIS kYl (GSH-Px) 43l
KBS ZRE . EL i, B sRse 1
(TNF) -a. A& (L) -8. BESmRMEER (MBP).
TG v 22 35 K T (BDNF) 1557 FI B IE 2802,
i U G v 58 Hh 28 e Sk S A B (NSED s
XA R EG 1B A AR cobas ¢311 4 H B34
oA, k7 &340 F 35 [E BioLegend A .
16 ARERM

FEANGE T B F 29 e RO, CanqiG It &
MR BB MR ARSI .
1.7 ZHirFESH

KH STk SPSS 22.0 A IRHHE, R
DIMIRR LR, SREL o K6, iFEERILL xts &
N> KH IS

2 R
2.1 PRAIRKRTHEE

WBITIE, SR REAER 9 f, BEID 18
], #EL 21 6, oAk 14 9], Ak 1B, MAERK
A T6.2%; RITHIEAE R 12 f], REHD 21
B, #3024 ), AL 6 I, WAk O B, MAERE
7990.5%, A th e 72 7 B gt 2 s L(P<<0.05),
W 1.
2.2 PERIURENAFESHA NIHSS {57 ELE

WBITIE, PRI BN Ve (8 23 T, KR
HEEK RIS PHEAT NIHSS 3501 535 B, [FI4LiA
JTHTE A E R A g2 L (P<0.05); HiGTT
JE BT I LIRS 715 25080 NIHSS W5 R T
XIEAE, AR ZE R A SR X (P<<0.05),
MK 2,
2.3 PASHRBRRMREFEER

BIT A, PIME T MDA. TNF-a & IL-8 /K
i BRI, GSH-Px BT, [AI4LIGTT il e L
5 AR S5 L (P<<0.05); HiAITRIRTHE
TR VR - B BAR T X R 2, PR LR 2
HAY 5L (P<0.05), W% 3.
24 PERFRME HIBIRER

GBI R, PR4LILTE MBP. NSE /K- & 35 FAIK,
BDNF /K REFE, FAfrmEszEs B g
guiteFE L (P<0.05); Hinyrfainyr dbem At
thiebr B BT SR, Witz R B E Rt
E X (P<0.05), W% 4.

*1 PAEIRKTHELER

Table 1 Comparison on clinical efficacy between the two groups

5 n/f AN @) TE LI eI T A A%

X i 63 9 18 21 14 1 76.2

1897 63 12 21 24 6 0 90.5"
Sa B4 EL#L: TP<0.05

“P < 0.05 vs control group

%2 FEARKMREIZSHA NIHSS IS LR ( x +s, n=63)
Table 2 Comparison on cerebral hemodynamic parameters and NIHSS scores between two groups ( X s, n = 63)

405 WEZ I 1] Vil(cms™) RI Pl NIHSS ¥4
X TRIT T 37.42+6.53 0.69+0.08 1.42+0.31 13.84+3.54
BIT G 43.81+7.02" 0.65+0.07" 1.30+0.25" 5.27+1.61"
HEENg TRIT T 38.35+6.29 0.7140.09 1.39+0.28 13.56+3.49
BIT G 47.80+6.68™ 0.62+0.05™ 1.17+0.20™ 3.44+1.26™
S5R4AITRTHE: "P<0.05; SXBALATTEHE: 4P<0.05

“P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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*3 MASUEHREMEERTEE ( X+s, n=63)
Table 3 Comparison on oxidative stress and inflammatory factors between two groups ( X #s, h = 63)
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SR4EITRTHE: "P<0.05; SXIBAATEHE: 4P<0.05

“P < 0.05 vs same group before treatment; *P < 0.05 vs control group after treatment
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Table 4 Comparison on specific biochemical indicators between two groups ( X s )
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“P < 0.05 vs same group before treatment; “P < 0.05 vs control group after treatment
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