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Sodium butyrate inhibits indoleamine-2 , 3-dioxygenase expression via down regulating interferon regulatory factor-1"

Guo Zhigang »Zeng Jun sZhang Jinhong , He Yuwen”
(1. School of Foundation Studies ;2. Department of Pharmacy ,First Af filiated Hospital
Guangzhou Medical College ,Guangzhou,Guangdong 510120,China)
Abstract; Objective To study the molecular mechanism of sodium butyrate(NaB) inhibiting CNE2 indoleamine-2 ., 3-dioxygen-
ase(IDO) expression in nasopharyngeal carcinoma cell line for unlocking cancer cell immune tolerance. Methods Human nasopha-
ryngeal carcinoma epithelial cells CNE2 were cultured in vitro and treated with NaB in the presence or absence of IFN-vy. IDO ex-
pression,JAK/STAT-SOCS1 and SOCS3 transcription of interferon regulatory factor-1 (IRF-1) in CNE2 cells were detected by
Western blot, RT-PCR and real-time PCR,respectively. Results NaB and/or IFN-y inhibited IDO expression induced by IFN-y in
CNE2 cells, while transcription of SOCS1 and SOCS3 remained stable. Moreover, NaB significantly inhibited IFN-y -induced IRF-1
transcription. Conclusion NaB inhibiting IFN-y-induced IDO expression is not by increasing SOCS1 and SOCS3 transcription, but
through down-regulation of IRF-1 transcription.
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