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Role of Id]l in improving the invasiveness

of pituitary tumor via regulating NF-xB"~
LI Yiyun,LI Meihua ,YU Nianzu
(Department of Neurosurgery ,the First Affiliated Hospital of Nanchang
University , Nanchang » Jiangxi 330006,China)

[Abstract] Objective To explore the role of inhibitor of DNA binding or differentiationl (Id1) in regu-
lating nuclear factor kappa B (NF-kB) signaling pathways in pituitary tumor. Methods The expression of Id1
and NF-kB in invasive and non-invasive pituitary tumor was detected by Realtime PCR, Western blot and im-
munofluorescence. The Id1-pcDNA3. 1 overexpression vector was constructed,and the mouse pituitary tumor
aT3-1 cells was cultured with 1d1-pcDNA3. 1 overexpression vector and NF-kB blocker L.Y294002. The cells
were divided into the untreated group (the control group) ,the NF-«B blocker 1.Y294002 group (the 1.Y294002
group) ,the Id1l overexpression group,the empty + 1.Y294002 group, the Idl overexpression group, the Idl
overexpression+1.Y294002 group. The expression of NF-kB was detected by Real-time PCR, Western blot and
immunofluorescence. Results The results of Realtime PCR and Western blot showed that the expressions of
Id1 and NF-«B mRNA and protein in invasive pituitary tumors were significantly higher than those in non-in-
vasive pituitary tumor (P <C0.05). The results of immunofluorescence showed that NF-«kB was mainly located
in nucleus. The results of enzyme digestion confirmed construction of Idl pcDNA3.1 overexpression vector
was successful. The results of Realtime PCR, Western blot and immunofluorescence showed that compared
with the control group,the expression of NF-kB mRNA and protein,the red fluorescence decreased significant-
ly in the LY294002 group and the Id1 overexpression+ 1LY294002 group (P<C0. 05). Compared with the emp-
ty group,the expression of NF-kB mRNA and protein significantly increased in the Idl overexpression group
(P<C0. 05). Compared with the Id1 overexpression group,the expression of NF-kB mRNA and protein,and the
red fluorescence decreased in the Id1 overexpression+1.Y294002 group (P<C0. 05). Conclusion Id1 had a positive
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regulatory effect on the expression of NF-«B in pituitary tumor.

[Key words] pituitary neoplasms;Idl; NF-«B
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Ctgy — Ctyz . 5l Y F, 1dl F#Es .5 -TGT
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