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The Effects of 5 — Aza — deoxycytidine Modified Exosomes Derived from Hepatoma Cell on the Lymphocytes Proliferations. Zhang
Caihong ,Xiao Wenhua ,Geng Paili. Department of on Cology,The First Affiliated Hospital,PLA Genera Hospital , Beijing 100048 ,China

Abstract Objective To investigate the effects of 5 — Aza — deocycytidine (5 — Aza — CdR) modified exosomes derived from hepa-
toma cell HepG,on the lymphocytes proliferations. Methods Exosomes derived from HepG, cells with or without treatment by 5 — aza —
CdR were isolated and purified using ultrafiltration centrifugation and sucrose gradient ultracentrifugation. The Ficoll reagent was used to i-
solate peripheral blood mononuclear cells. The experiments were divided five groups as follows:5 — Aza — CdR modified exosomes group
and its supernatant group; exosomes control group and its supernatant group;and negative control group. H’> — TdR was used to detect lym-
phocytes proliferations. We added different reagents into the 96 orifices containing PBMC according to the groups. The cells were incuba-
ted for 24 hours and the multiplication of PBMC was detected by H®> — TdR. Results The proliferation of PBMC was significantly sup-
pressed in the exosomes control group and its supernatant group in comparison with negative control group (P <0.05). However, there
was no any suppression effect to be found in 5 — Aza — CdR modified exosomes group and its supernatant group in comparison with negative
control group (P >0.05). Conclusion 5 - Aza — CdR modified exosomes and its supernatant can significantly improve suppression
effect of lymphocyte proliferation by exosomes from hepatoma cell.
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The Relationship between Polymorphisms of CYSLTR1 and Therapeutic Efficacy of Montelukast. Xuan Miaoyan ,Cai Xiaohong ,Li Ning
Yu Chenyi,Chen Xiaojian ,Chen Xinyu, Cao Shunshun ,Li Xiucui. Department of Respiratory Medicine ,Yuying Children's Hospital Affiliated
to Wenzhou Medical College ,Zhejiang 325027, China

Abstract Objective To estimate if there is different reaction in three genetypes of CYSLTRI 927T/C in the children with asthma
who took leukotriene receptor antagonist (LTRA) montelukast. Methods Eighth - six children with asthma admitted to the out — patient
clinic of the Affiliated Yuying Children’s Hospital to Wenzhou Medical College from Aprily2007 to November 2008 were analyzed. Se-
quence analysis was used for detecting the gene polymorphism of 927T/C of the CYSLTRI in 86 patients, and we divided patients into
three genetype groups of TT,CT and CC. These patients took leukotriene receptor antagonist (LTRA) montelukast for six months. Children
in the three genetype groups were monitored for clinical symptom control and allergic rhinitis during the stage of therapy. Total serum im-
mune globulin E(TIgE) ,dust mite immune globulin E (D1IgE) ,lung function prior and post — treatment were recorded. Results There
was no difference found among the three genetype groups in clinical symptom control and allergic rhinitis, either in the improvement in
TIgE ,D11gE, lung function such as forced expiratory volume in 1 second (FEVI)and peak expiratory flow( PEF) prior and post — treat-
ment, with all P >0.05. Conclusion The gene polymorphism of 927T/C of the CYSLTRI has no relationship with the rapeutic efficacy of
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