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[ Abstract]

Objective To evaluate the correlation among the expression of claudin-9 (CLDN9) , tyrosine

kinase-2 (TYK2) and non-functioning pituitary adenoma (NFPA) invasiveness, and their associations. Methods

Clinical data and surgical specimens of 24 patients with NFPA surgically treated in our hospital from June 2020

to May 2021 were collected and divided into invasive and non-invasive NFPA groups based on their pre-operative

imaging and intra-operative information, comprising 12 patients for each group. CLDN9 and TYK2 expressions in

the NFPA tissues of the two groups were measured by quantitative real-time polymerase chain reaction

(qRT-PCR) , immunohistochemistry (IHC) and Western blotting (WB). The lentiviral plasmid transfection tech-
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nique was used to develop a rat pituitary tumour GT1-1 cell line null control group (NC) and CLDN9 overexpres-
sion experimental group (OE-CLDN9) , and the stable transfection of CLDNO to the rat pituitary tumour GT1-1
cell line was detected using WB and qRT-PCR. TYK2 expressions in the NC and OE-CLDN9 cell groups were de-
tected using qRT-PCR. Results The qRT-PCR,IHC and WB results revealed that the expression of CLDN9 was
significantly higher in invasive than in non-invasive NFPA tissues, and the expression differences were statistically

significant (1=12.63,17.98,2.45, P<0.001) , while the expression of TYK2 was significantly lower in invasive than

in non-invasive NFPA tissues, and the expression differences were statistically significant (1=13.82,4.29,2.26, P<
0.001). The detected results showed that CLDN9 expression in the OE-CLDN9 group were significantly higher
than in the NC group (F=943.30, P<0.001) , TYK2 expression was significantly lower in the OE-CLDN9 group
than in the NC group (F=13.64,P=0.004). Conclusion Upregulated CLDN9 expression is associated with NFPA

invasive growth and may promote NFPA invasiveness through low expression of TYK2.
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NFPA  (x=s) NFPA  (xzs)
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B2PENFPAZL 2232023 4 086.78+188.79 1.24+0.34 BMENFPAZL  0.29+0.13 4 884.89+468.32 0.57+0.12
ol 12.63 17.98 2.45 ol 13.82 4.29 2.26
P{E <0.001 <0.001 0.032 P <0.001 0.002 0.047
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Figure 1 The expression levels of CLDN9 in NFPA tissues
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Figure 2 The expression levels of TYK2 in NFPA tissues
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