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Effects of Monosialotetrahexosyl Ganglioside Sodium on Brain Edema Induced by Brain Injury
LAI Shu-hua',JIANG Zhi-xian’( 1. Dept. of Pharmacy, Quanzhou First Hospital, Fujian Quanzhou 362000, China;
2. Dept. of Neurology, Quanzhou First Hospital, Fujian Quanzhou 362000, China)

ABSTRACT OBJECTIVE: To evaluate the effects of monosialotetrahexosyl ganglioside sodium (GM1) on brain edema induced by
brain injury. METHODS: 78 patients with brain edema induced by brain injury were randomly divided into control group and treatment
group with 39 cases in each group. The control group received conventional treatment. The treatment group was additionally treated
with GM1 100 mg added into 100 ml normal saline intravenously once a day at acute stage (2 weeks) ; received intramuscular injection
of GM1 20 mg once to twice a day. A treatment course lasted for 4 weeks. The brain edema area was calculated and glasgow coma scale
(GCS) was scored. The serum level of nitric oxide (NO) and nitric oxide synthase (NOS) were determined, and ADR were recorded.
RESULTS: Before treatment, GCS of control group and treatment group were (9.6 + 1.0) and (9.8 * 1.3) , respectively; after treat-
ment, they were (12.9+1.6) and (11.2+ 1.5), both increased greatly (P<<0.05 or P<<0.01), and the treatment group was much high-
er (P<<0.05). The brain edema area increased greatly in 2 groups after 7 d of treatment (P<<0.01), while decreased significantly after
14 d and 28 d of treatment (P<<0.01). The brain edema area of treatment group was obvious smaller than control group after 7, 14 and
28 d of treatment (P<<0.05 or P<<0.01). The levels of NO and NOS in treatment group decreased greatly (P<<0.01), and there were
statistically significant differences between two groups (P<<0.01). No severe ADR was observed in two groups. CONCLUSIONS: For
the patients with brain edema after brain injury, GM1 can decrease the brain edema area, the level of NO and NOS, and improve GCS.
KEYWORDS Monosialotetrahexosyl ganglioside sodium; Brain injury; Brain edema; NO; NOS
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Analysis of 92 Cases Antitubercular Agent-induced ADR Reports in Qur Hospital

DONG Fang-liang(Lianyungang Forth People’s Hospital, Jiangsu Lianyungang 222002, China)

ABSTRACT OBIJECTIVE: To summarize common antitubercular agent-induced ADR, and to provide reference for rational drug

use in the clinic. METHODS: The clinical information of 92 tuberculosis patients suffering from ADR during antitubercular therapy

in our hospital during 2010 — 2013 were analyzed retrospectively. RESULTS: Among 92 patients, there were 63 male (68.48% )
and 29 female (31.52% ); 77.17% (71 cases) of the ADR cases were induced by oral administration; ADR mainly manifested as
liver injury (32.61% ), followed by allergic reaction (27.17% ). CONCLUSIONS: The incidence of antitubercular agent-induced
ADR is high, and liver function and allergic reaction are the most common ADR. Great importance should be attached to these.

KEYWORDS Antitubercular agent; Tuberculosis; ADR
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