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Background: Extranodal NK/T-cell lymphoma (ENKTLB is an Epstein-Barr
virus-positive aggressive lymphoma. Pathological risk factors remain to be elucidated. We collected
71 ENKTLs. Immunohistochemistry (IHC) for MYC, pSTAT3, and CD30 was performed. Targeted sequencing
for 29 genes was carried out in 67 ENKTLs. Median age was 66 (range, 6-100) years. Targeted
sequencing identified mutations including STAT3 (27%), JAK3 (4%), KMT2D (19%), TP53 (13%), BCOR (10
%), DDX3X (7%). STAT3 mutation was assoclated with higher pSTAT3 and CD30 expression by IHC.
Univariate analysis showed that stage 2/3/4, BCOR and TP53 mutations, and high MYC expression were
associated with reduced overall survival, and multivariate model identified stage 2/3/4, no
treatment, and high MYC expression to be an independent prognostic factor. Collectively, high MYC
protein expression is an independent adverse prognostic factor for patients with ENKTL.
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