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JMJD6 Regulates the Transcriptional Activity of p53. Zhang Yanjun, Cheng Mobin, Dai Hui, Shen Yufei, Zhang Ye. National Labora-
tory of Medical Molecular Biology, Institute of Basic Medical Sciences, CAMS and PUMC , Beijing 100005, China
Abstract Objective

p53. To identify the lysyl — hydroxylase activity of JMJD6. Methods

To verify the interaction between JMJD6 and p53. To detect the effect of JMJD6 on transcriptional activity of
The interaction between JMJD6 and p53 was examined by co — im-
munoprecipitation and GST pull — down assay. The effect of JMJD6 on p53 target gene promoter activity was detected by dual — luciferase
reporter system. The lysyl — hydroxylase activity of JMJD6 was identified by hydroxylation assay in vitro and LC — MS analysis. Results
JMJD6 interacted with p33 by p53 C terminal fragment. JMJD6 promoteed the transcriptional activity of p53. JMJD6 was a lysyl — hydroxy-
lase catalyzing hydroxylation of histone H4. Conclusion The lysyl — hydroxylase JMJD6 interacts with p53 and regulates its transcription-
al activity.
Key words p53; JMID6; Lysyl - hydroxylation
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Comparative Study of Different Inmunohistochemistry Methods in Cross — reactivity of Monoclonal Antibody Drugs. Lin Zhi,Lii Jianjun,
Qu Zhe ,Li Shanshan, Zhang Di,Yang Yanwei,Li Bo. National Institute for Food and Drug Control ,Beijing 100050 ,China

Abstract Objective To investigate the application of conventional two — step and one — step immunohistochemistry methods in tis-
sue cross — reactivity through two different monoclonal antibody drugs ( bevacizumab and rituximab). Methods It showed the monoclonal
antibody binding to the target tissues by conventional two — step method (indirect immunohistochemistry method) choosing appropriate sec-
ondary antibody or one — step method ( direct immunohistochemistry method) choosing biotinylated antibody. Results In bevacizumab
study, the result of one — step method was better than that of two — step method in specificity and sensibility. On the contrary, in rituximab
study, it showed rituximab binding to B lymphocyte by two — step method other than by one — step method. Conclusion The different im-
munohistochemistry methods were fit on the different monoclonal antibodies. The best experiment method was to display the specifical
binding of monoclonal antibodies in the lowest concentration simultaneously to minimize background staining.

Key words Monoclonal antibody; Cross — reactivity ; Immunohistochemistry
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