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The effect of Ginkgolides Injections on hypertensive cerebral hemorrhage and hearological function

Zeng Jingbo Wang Peng Gao XueJun Liu Li
( Chengdu Fifth Peoples Hospital of Neurosurgery Chengdu 611130)

Objective: To research the effect of Ginkgolides Injection on hypertensive cerebral hemorrhage and neurologica function. Methods: 62
patients from January 2014 to April 2015 were randomly divided into treatment group and control group 31 cases respectively. All patients
encountered minimally invasive hematoma the control group patients recejved symptomatic treatments such as bleeding giving nutrition ex—
cept symptomatic treatment patients in the treatment group were given Ginkgolides Injection stopping. We recorded and analyzed the data of
serum albumin ( albumin ALB) serum neuron-specific enolase ( NSE) interleukin 6 ( IL-6) tumor necrosis factor -a ( TNF-a) hyper—
sensitivity reactions C— protein ( hs-CRP)  motor function score Fugl-Meyer Glasgow coma score ( GCS) the US National Institutes of
Health neurological deficits ( NTHSS) of two groups patients before and after treatment. Results: The total effective rate of the treatment
group was 67.74% significantly higher than 38.71% of the control group ( P <0.05) . After treatment compared with the control group the
ALB NSE levels of the treatment group (36.73 +1.34¢/1. 12.46 + 1. 75ug/L) were obviously improved (33.85 +1.00g/L 16.27 +2.
39ug/L) (P <0.05) ; @The IL6 TNF-a levels of the treatment group ( 13.55 £2.90 2.08 +0. 32) ug/L were obviously higher than the
control group (22.64 £3.17 3.16 +0.49 ug/L) (P <0.05) ; @The hs-CRP levels and Fugl-Meye score of the treatment group were ( 16.
82 +£2.73mg/L 75.58 £9. I1mg/L respectively after treatment) were improved compared to the control group ( 25.67 +3.24mg/L 60.
44 +7.12 min)  and the differences were statistically significant ( P <0.05) . &The GCS score and NIHSS scores of the treatment group
(10.55 +1.10 13.64 £1.74) were improvetl than that of the control group (8.82 +1.07 17.08 £2.42) . Conclusion: Ginkgolides Injec—
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tion hypertensive intracerebral hemorrhage can regulate inflammatory factors in patients improve the quality of life of patients promote the

recovery of neurological function recovery.
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