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Abstract: Objective: To observe the clinical efficacy of sodium feralate and aspirin in treatment of acute cerebral infarction.

Methods: A total of 120 patients with acute cerebral infarction were divided randomly into two groups.The treatment group (n=60) treated

with Sodium Feralate and aspirin for 14 days, The contral group (n=60) treated with aspirin for 14 days. Observe the clinical efticacy and

assess the nervous function before the treatment and at 14th day. Results: The effect of treatment group was better than that of control

group(P <0.05).Both groups had no bleeding complication. Conclusions : Treatment with sodium feralate plus aspirin is more efficient than

aspirin alone during the acute stage of cerebral infarction.
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Abstract: Objective: To observe the efficacy and toxicity of vinorelbine combined with cisplatin (NP regimen) in the treatment of

& 330029

advanced non-small-cell lung cancer (NSCLC).Methods: 42 patients with advanced NSCLC were confirmed by pathology or cytology.
NVB were used 25mg per centiare on days 1 and days 8; DDP were used 60 to 80 mg per centiare on days 1 to days 3, A Period includes
28 days.to evaluate the efficacy and toxicity after 2 periods at least.Results: Complete response was observed in 3 patients and partial

response was observed in 15 patients.The overall response rate was 42.9%.The main tocicity was leucopenia and vomiting.Conclusions :

The results indicate NP regimen for advanced NSCLC is promise,and the toxicities are tolerable.

Key words: Non-small-cell lung cancer; Vinorelbine; Cisplatin; Chemotherapy;Curative effect Observation
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