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Deproteinized hemoderivative of calf blood injection for the treatment of Alzheimer disease
ZHU Zheng-wu, YIN Xiao-ming
(Department of Geriatric Medicine ,Anging Municipal Hospital ,Anging Anhui 246003 , China)

[ Abstract] Objective:To observe the effects of deproteinized hemoderivative of calf blood injection( DHCBI) on Alzheimer disease.
Methods : Sixty-six patients were randomly divided into control group and treatment group. The control group received the therapy of
piracetam intravenous injection,and the treatment group received intravenous DHCBI. One course lasted fo two weeks, and then the
therapeutic effects were observed. Results: The clinical symptoms and the plasma high-sensitivity C-reactive protein and various lipid
indicators of the two groups improved( P <0.01) ,and there were more obvious effects in the treatment group(P <0.05 -~ P <0.01).

Conclusions ; DHCBI can improve the plasma lipid and the inflammation levels of the elderly with Alzheimer disease.
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Docetaxel combination therapy for treatment of non-small cell lung cancer ; Report of 35 .cases
YANG Ling
(Department of Respiratory Diseases ,Bengbu Third People’ s Hospital ,Bengbu Anhui 233000, China)

[ Abstract] Objective:To observe the efficacy and side effect of docetaxel combination therapy on advariced non-small-cell lung cancer
(NSCLC) . Methods : Thirty-five patients with NSCLC were treated by docetaxel 100 mg intravenous d, ,combined with cisplatin 100 mg
or oxaliplatin intravenous 200 mg d, ,respectively. The therapy was repeated every 3 weeks. After 4 cycles the effects and side effects
were evaluated by WHO criteria. Results; CR was achieved in 1,PR in 21,NC in 10 and PD in 3. The overall response rate (CR + PR)
was 62. 86%.
chemotherapy is safe and effective for treatment of advanced NSCLC.

The major toxicities were, nauser/vomiting, neutropenia and alopecie. Conclusions; Docetaxel-based combination

[ Key words] lung neoplasms; cancer, non-small cell lung; neoplasms/drug therapy ; docetaxe
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