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Clinical study on Ginkgolide Injection combined with batroxobin in treatment of
acute cerebral infarction
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Abstract: Objective To investigate the clinical efficacy of Ginkgolide Injection combined with batroxobin in treatment of acute
cerebral infarction. Methods Patients (78 cases) with acute cerebral infarction in Henan Medical College Hospital Workers from
February 2015 to February 2019 were divided into control (39 cases) and treatment (39 cases) groups based on different treatments.
Patients in the control group were iv administered with Batroxobin Injection, 10 BU added into normal saline 100 mL for the first time,
then 5 BU added into normal saline 100 mL on the alternate day, once every two days. Patients in the treatment group were iv
administered with Ginkgolide Injection on the basis of the control group, 10 mL added into normal saline 250 mL, once daily. Patients in
two groups were treated for 14 d. After treatment, the clinical efficacy was evaluated, and the scores of NIHSS , mRS, MoCA, SF-36,
ADL and BI, serum levels of HO1, MCP-1, CyPA, CPP, GFAP and MMP-9, Vp, Vm, DVp and DVm of bilateral brain, and HCT, WBYV,
FIB, PV levels in two groups before and after treatment were compared. Results ~ After treatment, the clinical efficacy in the control
group was 82.05%, which was significantly lower than 97.44% in the treatment group, and there were differences between two groups
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(P < 0.05). After treatment, the NIHSS and mRS scores in two groups were significantly decreased (P < 0.05), but MoCA, SF-36, ADL
and BI scores were significantly increased (P < 0.05), and these scores in the treatment group were significantly better than those in the
control group (P < 0.05). After treatment, the serum levels of HO1, MCP-1, CyPA, CPP, GFAP and MMP-9 in two groups were
significantly decreased (P < 0.05), and these serum indexes in the treatment group were significantly lower than those in the control group

(P < 0.05). After treatment, the Vp and Vm of bilateral brain in two groups were significantly increased (P < 0.05), but DVp and DVm of
bilateral brain were significantly decreased (P < 0.05), and the cerebral hemodynamic parameters in the treatment group were significantly
better than those in the control group (P < 0.05). After treatment, the HCT, WBV, FIB, and PV levels in two groups were significantly
decreased (P < 0.05), and these hemorheological indexes in the treatment group were significantly lower than those in the control group
(P < 0.05). Conclusion Ginkgolide Injection combined with batroxobin in treatment of acute cerebral infarction can promote the

recovery of nerve function, improve the level of cytokines, promote the improvement of hemorheology and cerebral hemodynamics.
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Table1 Comparison on clinical efficacy between two groups

15 n/f P 1/ 2301 A % TLskB SH %
pagis 39 11 14 7 7 82.05
BIT 39 15 13 10 1 97.44"
5Lt "P<0.05
“P < 0.05 vs control group
®2 FEAHEETSEE ((x+s)
Table 2 Comparison on correlation score between two groups ( X %s)
5B nigl WEERHE  NIHSS 4 MoCA 4> mRS -5 SF-36 1%/ ADL ¥4 BI ¥4
W 39 VAYTEr 1548+1.77  18.56+3.29 4.65+1.27 69.54+6.46  16.75+3.76 43.56+7.38
WITJE  6.85+£1.12"°  23.36+3.76°  2.83+0.08"  87.34+869" 36.72+514"  59.84+8.42"
¥BI7 39 RJYEr 1546+1.74  18.53+3.27 4.63+1.24 69.57+6.42  16.73+3.74 4352+7.35
WITJE  4.21+£106™  2547+£3.82™  202+0.05% 94.76+873* 46424523 68.73+843™

SRMHITATHE: "P<0.05; SxBE4AITELE: 4P<0.05

“P < 0.05 vs same group before treatment; “P < 0.05 vs control group after treatment
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GITIE, WAL S HOL. MCP-1. CyPA.
CPP. GFAP. MMP-9 /K-GF-¥JBA & NFE, [FIZ4HEST
A e R ER ARG FE X (P<0.05); HIGIT
JE VYT EIR MIE FARAR I AR T X IR, P4 LE
wESBASIIFE N (P<0.05), WK 3.
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BIT R, PRAL R SN KR R 3K Vp. Vim 33
=, DVp. DVm B, [RI4LIR YT AT G bz

SHEAGFE X (P<0.05); HIGITIEGIT A
MR B 2K P B AT iR, mdltbiz 7 B
it X (P<0.05), WE 4.
25 MAMERETFIEIRELE

WIT A, PidlEE HCT. WBV. FIB & PV /K
FEERK, FERITREEER BEARIT¥E
X (P<<0.05); HGYTJEIHIT 4HIX L My A 2= 45
RO RAR TR, WAk ER BEA g EE X
(P<<0.05), .3 5.

*®3 FAMEFIEARELE ( x+s, n=39)
Table 3 Comparison on serological indexes between two groups ( X s, n =39 )

HH WELE HOU(ugL™Y) MCP-1/(ng-L™)

CyPA/(ng-L™)

CPP/(pmol-L™Y)  GFAP/(ug'L™) MMP-9/(ng-mL™)

SRR VRYTRET 9.78+1.27 7.54+1.34 6.94+0.47 7.49+1.28 1.79+0.35 423.72+35.43
WIrfE  5.82+036° 5524082 4.29+0.18" 4.27+0.32" 0.98+0.14"  127.64+11.56"
WY VRJTHET 9.761+1.25 752+1.31 6.92+0.45 7.47+1.25 1.7540.38 423.67+35.38
WITJE 2.63+014™ 364+073™ 2024013 1.36+0.14™ 0.27+0.12" 68.75+11.47"*
S5R4LAITITHR: P<0.05; SXEAETEHE: 4P<0.05
“P < 0.05 vs same group before treatment; “P < 0.05 vs control group after treatment
*4 AT SZFIEFRELE ( x £s )
Table 4 Comparison on cerebral hemodynamic parameters between two groups ( X +s)
AR nifl WS E] Vp/(cm's %) vVm/(cms ™) DVp DVm
SR 39 YRITHT 55.37+5.28 28.49+3.42 27.45+2.38 17.98+1.85
BIT IR 68.24+7.38" 35.28+4.32" 21.64+2.17" 13.34+1.27"
BT 39 YRIT AT 55.34+5.26 28.46+3.38 27.42+2.36 17.94+1.82
BIT IR 77.15+7.45™ 39.17+4.37"* 15.34+2.13™ 7.25+1.16™
SRMAGITRIE: P<0.05; SHIR4LAITIEE: 4P<0.05
“P < 0.05 vs same group before treatment; P < 0.05 vs control group after treatment
®5 FPHAMBREZERLR ( x+s)
Table 5 Comparison on hemorheological indexes between two groups ( X £s)
Hal o nifl WS E HCT/% WBV/(mPa s) FIB/(mPa s) PV/(mPa s)
X 39 PEE Rl 56.41+7.27 7.76+0.32 9.87+£1.25 5.86+0.39
BT A 41.37+5.34" 4.3540.16" 5.38+0.12" 3.43+£0.19"
BT 39 YRITHT 56.38£7.24 7.79+0.34 9.83+1.23 5.831+0.37
BITE 30.15+5.22"* 2.03+£0.12" 3.02+0.07™ 1.04+0.15™

SRMHITHTHE: "P<0.05; SHBEARITELE: 4P<0.05

“P < 0.05 vs same group before treatment; “P < 0.05 vs control group after treatment
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