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The relationship between the expression of SHP1 and CD99 in Hodgkin lymphoma cell”
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Abstract; Objective To explore the relationship between SHP1 and CD99 expression in Hodgkin lymphoma (HL). Methods
RT-PCR and Western blot to detect the expression of CD99 and SHP1 mRNA and protein expression in IM9 ,KM3,1.428 ,1.428-
CD99 cells; fluorescence confocal to observe the expression and co-localization of CD99 and SHPI ;transiently interference CD99 in
SHP1 mRNA was low expressed in 1428,
KM3 and high expressed in IM9;gene and protein expression were consistent trend;in 1.428-CD99 cell SHP1 mRNA expression and

IM9 cells and then detect the expressing of SHP1 mRNA and protein levels. Results

protein levels were higher than 1.428 cell; CD99 expressed in membrane and SHP1 expressed in cell plasma; transient interference

CD99,SHP1 decreased in mRNA expression and protein levels. Conclusion

expression of CD99,and its mechanism remains to be studied.
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