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[Abstract] Objective To investgate the pathogenesis of PTEN/PI3K/AKT/mTOR signaling pathways in nasal type extran-
odal NK/T cell lymphoma(ENKTCL-N). Methods The expression of PTEN, p-AKT, p-4EBP1 and p-mTOR in 51 patients with
ENKTCL-N and 20 patients with reactive proliferative lymph nodes was detected by immunohistochemistry EnVision. The clinical
data were collected and the clinical features,curative effect and prognosis were analyzed retrospectively. Survival analysis was per-
formed by Kaplan-Meier method. Results The positive rate of PTEN in ENKTCL-N patients was lower than that in patients with
reactive hyperplastic lymph nodes,and the positive rates of p-AKT and p-4EBP1 were higher than those in patients with reactive
hyperplastic lymph nodes,and the difference was statistically significant(P<C0. 05) ; The positive rate of p-mTOR in ENKTCL-N
patients was higher than that in patients with reactive hyperplastic lymph nodes,but the difference was not statistically significant
(P>0.05). The survival rate of PTEN-positive patients was higher than that of PTEN-negative patients, and the difference was
statistically significant(P<C0. 05). Conclusion PTEN/PI3K/AKT/mTOR signaling pathway is abnormally active in ENKTCL-N,

which may be related to its pathogenesis; PTEN-positive patients may have better prognosis.
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