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Abstract

The T cell receptor complex (TCR-CD3) is composed of TCRouf ligand binding
subunits bound to the CD3 subunits, which is responsible for signal transduction. Ligand engagement of
TCR-CD3 induces a conformational change that exposes a proline-rich sequence in CD3g, resulting in
recruitment of the adaptor protein Nck. TCR-CD3 recruitment of Nck is believed to be critical for
maturation of the immune synapse and for T cell activation. A large number of molecules being able to
interact with Nck have been identified in different cellular systems, suggesting diverse additional
functions of the adapter protein, such as in the control of gene expression and cell proliferation. Despite
these, the importance of Nck in T cell activation remains controversy. The present study was, therefore,
aimed o investigate the essential role of Nck in T cell activation and function. We used siRNA
technique to silence the expression of Nck protein in Jurkat T cell line and in human CD4 T cells. It was
found that Nck1 gene was successfully silenced in Jurkat T cells. While the Nckl protein expression
level was decreaged, there were no significant differences in the numbers of the Jurkat T cells
undergoing apoptosis between the transfected cell group and the control group at 48 h after siRNA
transfection. The present study suggests that decreased Nckl expression by siRNA silencing do not
induce apoptosis in Jurkat celis. In addition, the loss of NCKI1 did not affect CD69 expression in
jonomycin-PMA stimulated Jurkat T’ cells. Since CD69 is an early activation marker for T cells, this
result suggests that the NCK1 may not be indispensable for T cell activation. For the human CD4 T
cells, initially we was not able 1o silence the NCK1 protein expression and we are now modifing the use
of transfection method in the CPD4 T cell biasts. Therefore, works are ongoing in our laboratory to

further study the results of NCK depletion on primary human T cell functions.






