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Expression and relationship of Syk PI3K and Akt

in peripheral T—cell lymphoma
Dai Qun'® Zhan Heqin' > Cao Liyu'? et al
(' Dept of Pathology Anhui Medical University Hefei 230032; *Dept of Pathology The First
Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the expression of spleen tyrosine kinase (Syk) phosphatidylinositol 3kinase
(PI3K) and protein kinase B (Akt) in patients with peripheral T-cell lymphoma (PTCL) and their clinical signifi—
cance. Methods Immunohistochemical staining for Syk PI3K and Akt protein was used in 84 PTCL and 30 reac-
tive lymphoid hyperplasia (RLH). Results The positive rates of Syk PI3K and Akt were 73.81% 41.67%
36.90% in 84 PTCL and 13.33% 33.33% 2.33% in 30 RLH. The expression of Syk protein in PTCL was
significantly higher than that in RLH (P <0.05). The expression of PI3K and Akt had no significant difference in
PTCL and RLH (P >0.05). Syk expression was correlated with serum lactic dehydrogenase level (LDH) and
clinic stage. PI3K and Akt expression showed no significant correlation with sex age bulky disease B symptom
performance status (PS) score clinic stage serum LDH level and international prognostic index (IPI) score.
Syk protein was positively correlated with the expression of PI3K protein in PTCL. Conclusion The Syk protein
plays an important role in the carcinogenesis of PTCL. It may be associated with PI3K signaling pathway but not
directly related to the expression of Akt.
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