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Expressions of AhR,CYP1B1 in the Lung and Peripheral T Lymphocytes of Mouse Asthma. Zhang Xueya ,Zhang Weixi,Sheng Anqun,
Li Changchong. Department of Pediatric Pulmonology, The Second Affiliated Hospital & Yuying Children's Hospital of Wenzhou Medical
College , Zhejiang 325000, China

Abstract Objective To investigate the expression of AhR,CYPIBI in tissue of the lung and the peripheral CD4 * T lymphocytes in
the mouse asthma model and the role of AhR CYP1BI in the pathogenesis of asthma. Methods The mouse asthma model was estab-
lished. The paraffin slices of tissue in the lung were made to assess the histological changes by means of histopathology. Bead positive se-
lection method is used to get peripheral CD4 * T cells from the spleen. The mRNA expression of AhR ,CYP1BI1 genes in the lung tissue and
the peripheral CD4 * T lymphocytes isolated from the spleen in the asthmatic group and the normal group were detected by reverse tran-
scription polymerase chain reaction( RT — PCR). Results The expression of AhR,CYP1B1 genes were detected in the lung tissue and the
peripheral CD4 * T lymphocytes. The expressions of AhR, CYPIB1 decreased significantly both in the lung tissue and in the peripheral

CD4 " T lymphocytes in the asthmatic group compared with those in the normal group. Conclusion AhR,CYPIBI play a role in the path-

ogenesis of asthma and maybe a new target of the asthma therapy.
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Abstract

Methods

Objective To summarize our experiences of diagnosis and treatment of Lambl’s excrescence (LE) on aortic valve.
Clinical data of 25 patients with LE admitted to Chinese PLA General Hospital from January 2010 to December 2012 was retro-
spectively analyzed. There were 17 males and 8 females with the mean age 55.7 +11.43 years (ranging from 30 to 70 years). Among

them, 8 patients were combined cerebral embolism. All patients were diagnosed by transesophageal echocardiography ( TEE). In 7 cases,
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