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Abstract: In this paper, based on the TCGA database, the expression and prognosis correlation of FOXGI in

non-small cell lung cancer were analyzed, and a lung cancer cell line A549 with stably overexpressed human
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FOXG]I gene was established. We downloaded the gene expression data and clinical information from the TCGA
database, analyzed the expression difference of FOXGI in non-small cell lung cancer and normal tissues, the
correlation of FOXGI expression level with clinicopathological characteristics and survival prognosis, and
performed gene set enrichment analysis. The lentiviral expression vector was packaged by HEK-293T, and the
virus supernatant was collected to infect A549 cell line, and puromycin screening was performed to establish an
A549 cell line stably overexpressing FOXGI. The expression and localization of exogenous FOXGI were
identified by nuclear staining, and the expression of exogenous FOXGI was detected by Western blot. The results
showed that FOXG1 was highly expressed in non-small cell lung cancer tissues, and high expression of FOXG!
could reduce the overall survival rate of patients. The expression level of FOXGI was related to the age of
patients, but not related to gender, grade and TMN stage; cell cycle, P53, Notch and other signaling pathways
were activated in non-small cell lung cancer tissues with high expression of FOXGI; Lentiviral expression vector
was successfully co-transfected into HEK-293T cells. the virus supernatant infected AS549 cell line, green
fluorescence expression was visible after 24 h, and the infection efficiency of the empty vector virus particles in
the control group was as high as about 80% after 72 h. The infection efficiency of the experimental group
overexpressing FOXGI virus particles was 50%-60%. After being filtered by puromycin, the fluorescence
efficiency of both the control groups and the experimental groups reached more than 90%. The staining
experiment showed that the exogenous FOXGI gene was located in the nucleus, Western blot showed that
exogenous FOXG1 was correctly expressed. Therefore, it can be considered that FOXGI gene is highly expressed
in patients with non-small cell lung cancer, and its expression level is related to the overall prognosis of patients.
The A549 cell line stably expressing FOXGI was successfully constructed.
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5. UFC901096) (Millipore A% ). HEhE (LS

H8761) (EEKFEAM A ). RIPA & H R MK
(b5 : RO100) (HFEFEAEWAFD. 6XLoading
buffer (fit%5: POO1SF) (= RAEYAF). SDS-
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T2h DR : m-p: 6 pg/mL FIMERFEE/E T A549 0,
24, 48, 72 h FUZAPIRAS; q-t: 8 pg/mL AIMEMS R 1EH
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Fig. 4 The cell status of A549 cells at 0. 24, 48. 72h at

different concentrations of puromycina
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Fig. 5 Fluorescenc efficiency of HEK-293T cells transfected

with lentivirus expression vectors.
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Fig. 6 Fluorescence efficiency of virus infecting A549 cells
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HEZH A549-NC 21l (1 2 £, 7 ' T 43 A 75 BE A4
$: 2% F0 A1 1308 1 Western blot 78 8 [ /K F _E A& T
FOXGI [MFRIE, HXIH4 AS49-NC 4ifusd L, 7E
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Fig. 9 FOXGI protein expression in A549-NC and A549-
FOXGI cells
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