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[ Abstract] Objective: To study the relationship between the expression downregulation or absence of metastasis suppressor gene
Kiss-1 and clinicopathological parameters of non-small cell lung carcinoma( NSCLC). Methods: The expression of Kiss-1 was detected
in the tumor and adjacent tissue in 68 paraffin sections of NSCLC by immunohistochemistry ( EliVision methods) ,and the results were
used to analyze the relationship with clinicopathological parameters. Results: The positive rate of Kiss-1 in tumor (82.4% ) was
significantly higher than that in adjacent tissue (66.2% ) (P <0.05). The difference of positive rate of Kiss-1 was significant between
group 1 ( with metastasis of lymph node) and group 2 ( without metastasis of lymph node) . There was significant difference between the
well differentiated , moderately differentiated group (82.5% ) and the poorly differentiated , undifferentiated group (42.9% ). Kiss-1
expression in the ( [ + II) stage (81.8% ) was distinctly higher than that in the Il stage(37.5% ) (P <0.01). Conclusions:In the
patients of NSCLC , the expression of Kiss-1 is lower in the group with metastasis of lymph node, poor differentiation and advanced stage,
which may provide a theoretical basis of gene therapy for NSCLC.
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Clinical features of newly-diagnosed primary Sjiogren’s syndrome :an analysis of 75 cases
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[ Abstract] Objective:To improve the diagnosis and treatment of primary Sjogren’s syndrome ( pSS) by analyzing the clinical features
of the disease. Methods : The clinical data and related laboratory tests of 75 pSS patients were reviewed. Results : The primarily incipient
symptoms of pSS were arthralgia 54 cases,dry mouth 51 cases,dry eyes 44 cases,decayed tooth 20 cases,febrile 19 cases,dysphagic 15
cases and parotid enlargement 13 cases. Laboratory testes showed that 27 cases of the patients developed anemia,26 cases leucopenia
and 11 cases thrombocytopenia. Patients with positive anti-SSA or anti-SSB antibodies had a higher incidence of dry mouth and neutropenia
than those with negative auto-antibodies (P <0.05). Conclusions:The onset symptoms of pSS are diverse. It is easy to make misdiagnosis or
missed diagnosis. Comprehensive clinical symptoms and laboratory tests should be included in making correct diagnosis of pSS.
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