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Serum NO and NOS in Different Kinds of Cerebral Vascular Stenosis.
versity , Beijing 100083, China

Liang Jiantao, Wang Zhenyu. The Third Hospital of Peking Uni-

Abstract Objective To search for the mechanism of NO and TNOS/iNOS in cerebral vascular stenosis, the changes of these ser-
um factors in different kinds of cerebral vascular stenosis were studied. Methods Biochemistry assays were adopted,to analyze serum NO

and TNOS/iNOS in different vascular stenosis group. Results Serum NO contents of *Mix’ (P =0.000) or ° MCA" (P =0.001) signif-
icantly increased. INOS activity of *In’ (P =0.004) and *MCA" (P =0.002) markedly increased. And TNOS activity of *In" group
significantly weakened (P =0.032), but the TNOS activity of *Mix’ (P =0.011) and *MCA’ (P =0.018) group markedly intensified.
Conclusion NO and TNOS/ iNOS partly participate in the occurrence mechanism of cerebral vascular stenosis. And the study provided

theory basis for studying multiple factors of cerebral vascular stenosis.
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A Retrospective Study for the Limited — stage Small Cell Lung Cancer Patients with Combined Modality Treatment: An Analysis of 234 Pa-
tients. Zhou Zongmei,Chen Dongfu,Wang Liihua ,Liang Jun,Wang Kai, Zhang Shiping , Xiao Zefen, Zhang Hongxin, Feng Qinfu, Ou
Guangfei, Zhang Xiangru, Yin Weibo. Department of Radiotherapy, Cancer Hospital, Chinese Academy of Medical Sciences, Peking union
Medical College, Beijing 100021 ,China

Abstract Objective To evaluate the treatment effects of chemotherapy comparing with chemotherapy and radiotherapy in the limit-
ed - stage small cell lung cancer (SCLC). Methods 234 patients were cyto — pathologically diagnosed and staged as limited small cell
lung cancer. The patients were treated with combined chemotherapy and radiotherapy,in which 22 cases were treated by alone chemothera-
py (C), 39 patients by chemotherapy plus radiotherapy(C + R), and 173 cases by combined chemotherapy and radiotherapy + chemo-
therapy (C + R + C). The chemotherapy regimen included CE (or PE), CAP or CAV for 4 ~6 cycles. Irradiation treatment covering the
primary tumor, the ipsilateral hilar nodes and mediastinum was delivered once daily with 6 megavoltage X — ray beam to a median irradia-
tion does of 56 Gy being given in 5 ~6 weeks. Results The 1 -, 2 -, 3 - and 5 - year overall survival rates were 76.5% , 38.2% ,
25.3% , 15.6% respectively,and the median survival time (MST) was 19 months. There was a significantly difference on the survival

rate between C + R + C group and C + R group or C group (P <0.001 ). Clincal stage and treatment model were the affective factor of
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