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Clinical observation on treatment with gefitinib in advanced non - small cell lung cancer

patients failed to previous chemotherapy

MA Rui
Liaoning Cancer Hospital ,Shenyang 110042 , China.
[ Abstract]

Objective : To evaluate the efficacy and toxicity of gefitinib in treatment of patients with non ~ small

cell lung cancer (NSCLC) who failed to previous chemotherapy. Methods: Total of 68 failed to previous chemothera-
py patients with advanced NSCLC confirmed by pathology or cytology were treated with oral gefitinib 250 mg/d until
disease progression,or intolerated toxicity. Results; Of 68 patients,one patient achieved complete remission ,20 pa-
tients achieved partial response, 23 achieved stable disease and 24 had progressive disease. Response rate was
30.88% (21/68) disease control rate 64.71% (44/68 ) median time to progression 5.2 months, median overall sur-
vival 9.3 months, 1 - year survival rate 52.94% (36/68 ). Drug — related toxicity was mainly mild (1 or 2 grade )
skin reactions and diarrhea. skin reactions occurred in 26.47% of patients (18/68) , diarthea occurred in 19.12%
of patients (13/68) , symptoms more appeared in a week after administration, and could relieve without any special
treatment 1 patient happened mild transaminase elevation. Conclusion: Gefitinib is effiectire and safe to advanced
NSCLC failed to previous chemotherapy, its drug — related toxicity was light , well tolerated.
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Tab.1 68 patients pathology type and response rate n(% )

Pathology type Case CR PR SD PD
Squamous carcinoma 17 0 3(4.41) 2(2.94) 12(17.65)
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Clinical observation of Lentinan on malignant pleural effusion

HUANG Chao, XU Shu - cai
Department of Oncology ,Xinhua Hospital of Hubei Province , Wuhan 430022, China.
[ Abstract] Objective; To observe the clinical effect and adverse reactions of intrapleural perfusion Lentinan in
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treating malignant pleural effusion. Methods: Total of 120 patients with malignant pleural effusion were randomly di-

vided into two groups, 60 cases in the trial group, the other 60 in the control group. Both of the two groups were trea-

ted with closed drainage, followed by intrapleural injection of Lentinan 8mg for the trial group, cisplatin 40mg for the

control group, once a week, three times. Results: The efficiency of the two groups was similar. There was no signifi-

cant difference between two groups (P >0.05). Compared the adverse reactions rates, in the trial groupit was lower

than the control group (P <0.05). The quality of life improvement rate in the trial group was higher than the control

group( P <0.05). Conclusion; Compared with cisplatin, lentinan treatment of malignant pleural effusion is equiva-

lent, but can improve the quality of life in patients and has slight adverse reactions.

[ Key words] Lentinan; malignant pleural effusion ;clinical observation
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