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Safety and efficacy of Ginkgolide Injection in treating hemorrhagic cerebral
infarction
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Abstract: Objective To investigate the safety and efficacy of Ginkgolide Injection in treating hemorrhagic cerebral infarction.
Methods Totally 81 patients with hemorrhagic cerebral infarction admitted to the first people's hospital of shenyang in January
2016 to December 2017 were randomly divided into two groups. The control group were treated with routine drugs, and the
treatment group were treated with Ginkgolide Injection on the basis of routine drugs with 10 mL+0.9% NS, once daily for 14 d. The
observation of the transformations of the hemorrhage and adverse reaction after treatment was carried out, and the comparation of the
NIHSS, mRS and ADL scores of patients with treatment for 7, 14 and 90 d was done. Results No adverse reactions of drug allergy
and deterioration of liver and kidney function were observed in the two groups. The imaging observation of treatment group showed
no increase in hemorrhage, and the cerebral edema was significantly reduced. There was no statistically significant difference in the
score indicators between treatment group and control group after 7 d of medication, The NIHSS scores and mRS scores of treatment
group were significantly lower than those of control group, and the ADL scores were significantly improved, and the difference
between the two groups was statistically significant (P < 0.05). Conclusion Ginkgolide Injection do not increase hemorrhage in
patients with hemorrhagic cerebral infarction, and which can reduce cerebral edema, improve the neurological deficit of patients.
Ginkgolide Injection is safe and effective in treating hemorrhagic cerebral infarction.
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Table 1 Baseline comparison between two groups
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v i % al W% wB % al LB nB L%
W 41 69.9+7.92 69.0£11.29 11 (7~15) 23 56.1 18 439 9 22.0 8 19.5 14 34.1
¥RIY 40 69.7£8.91 70.4+£10.56 9 (7~14) 22 55.0 18 45.0 7 17.5 9 22.5 16 40.0
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Patient, female, 52 years, was admitted to hospital with "left limb dyspraxia for 5 d and headache for 1 d". A: CT of admission showed right basal ganglia
hemorrhagic cerebral infarction (PH type). B: Ginkgolide Injection was administrated for 14 d, CT reexamination showed obvious absorption of bleeding
and significant reduction of cerebral edema. C: After 90 d, CT was followed up for review. Infarction volume was significantly reduced and bleeding was

basically absorbed

1 SEFT4E PH BEANR. REMNEEFIRIATT 14, 90d CT
Fig.1 CT images of PH patients in treatment group at admission, 14 d, and 90 d after treatment of Ginkgolide Injection
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Patient, male, 54 years, with atrial fibrillation, came to hospital with "sudden inability of speech and right limb movement for 3 hours", Antipase
intravenous thrombolysis was performed in emergency. A: CT at 24 hours after thrombolysis showed a large lamellar low-density lesion in left
frontotemporal lobe with mixed spot lamellar high-density shadow (HI type) and mild midline displacement. B: After treatment of Ginkgolide Injection
for 7 d, CT reexamination showed that cerebral edema had obvious regression, no obvious midline displacement, and no enlargement of intracranial
hemorrhage transformation .C: Ginkgolide Injection was combined for 14 d. Head MRA showed no obvious lumen stenosis in left internal carotid artery

and left anterior and middle cerebral artery.

2 GRFTERKIETEEE AR 24 h, RENBEFIRIATT 7d CT EFATT 14 d MRA
Fig. 2 CT images of patients with focal infarction in treatment group at 24 h after thrombolysis and 7 d after treatment of

Ginkgolide Injection and MRA images at 14 d after treatment of Ginkgolide Injection
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Table 2 comparison of NIHSS scores between two groups before and after treatment
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Table 3 mRS score and ADL score of two groups after treatment
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