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[ Abstract] Background and purpose: A growing number of studies have shown that family with sequence similarity 83

member A (FAM83A) is correlated with the invasion and metastasis of tumor, however, the role of FAMS83A in lung adenocarcinoma
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is unclear. This study aimed to explore FAM83A expression in lung adenocarcinoma tissues, and its relationship with prognosis

of patients with lung adenocarcinoma and the abilities of lung adenocarcinoma cancer cell proliferation, invasion and metastasis.
Methods: The Human Protein Atlas (HPA) and Gene Expression Profiling Interactive Analysis (GEPIA) databases were used to
analyze and to select the genes related to the prognosis of lung adenocarcinoma. The UALCAN and GEPIA databases were used to
study the correlation between FAM83A expression level and survival time of patients with lung adenocarcinoma. The UALCAN
database was used to analyze the expression of FAM83A in lung adenocarcinoma tissues and its correlation among the gender, lymph
node stage and metastasis in lung adenocarcinoma patients. The expression and transfection efficiency of FAM83A protein in human
normal lung epithelial cells BEAS-2B and lung adenocarcinoma cells A549 were detected by Western blot. The effect of FAMS3A
knockdown after transfection on the proliferation of lung adenocarcinoma cells was detected by cell counting kit-8 (CCK-8) cell
proliferation assay. Transwell invasion assay examined the effect of FAMS83A on the invasion ability of lung adenocarcinoma cells.
Results: HPA, GEPIA and UALCAN databases were used to analyze the correlation between FAMS83A and the prognosis of lung
adenocarcinoma, and FAM83A was highly expressed in lung adenocarcinoma tissues. The survival rate of lung adenocarcinoma
patients with high expression of FAM83A was low (P<0.05). The expression of FAM83A was correlated with the clinical stage
and lymph node metastasis of lung adenocarcinoma, but not with the patient's gender. Western blot results showed that FAM83A
was highly expressed in lung adenocarcinoma cells and transfected successfully with reduced plasmid. The results of CCK-8 cell
proliferation assay showed that the proliferation capacity of A549/siFAM83A cells in the knockdown group was significantly reduced
compared with A549/Scr cells in the control group (P<0.05). Transwell invasion experiments showed that the invasion capacity
of A549 was significantly reduced after FAM83A was subtracted (P<0.05). Conclusion: FAM83A was highly expressed in lung
adenocarcinoma tissues and cells and promoted the proliferation, invasion and metastasis of lung adenocarcinoma cells.
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A Correlation analysis and prognostic genes C
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Correlation analysis resulted in more than 10 000 prognosnc genes. Number of prognostic genes
with regard to cancer type and association with f ble clinical are 10 1
summarized in the interactive table below ——
Unfavourable Cancer types Favourable o«
210 W Breast cancer m 367 m Favourable genes
223 @ Cervical cancer s 501 ® Unfavourable genes 8
243 @ Colorectal cancer | 352
786 MEMM Endometrial cancer WM 834
201 W Glioma | 67 6 -
340 M Head and neck cancer g 450
2618 I Liver cancer m 263
354 M Lung cancer m 297
163 § Melanoma | 42 4
152 § Ovarian cancer m 357 .
668 MM Pancreatic cancer . 857 B
134 § Prostate cancer 25 The
3209 WSS Rensl cancer E— 2 755 27 u ]
170 B Stomach cancer 1128 s S
42 | Testis cancer 15 b ;' .+
186 W Thyroid cancer I 161 0 i *
379 M Urothelial cancer . 713 T
LUAD
[ Num (T)=483; Num (N)=347 ]
B Gene Description Predicted location mRNA P value
s B ¢ (cancen) * -
FAMS3A Family with sequence similarity 83 member A Intracellular 20.0 2.98e-9
GALNT2 Polypeptide N-acetylgalactosaminyltransferase 2 Intracellular 222 8.48e-8
LOXL2 Lysyl oxidase like 2 Intracellular, secreted 11.4 1.46e-7
FSTL3 Follistatin like 3 Intracellular, secreted 13.1 4.61e-7
BCAR3 BCARS3 adaptor protein, NSP family member Intracellular 5.1 8.92e-7
CMIP c-Maf inducing protein Intracellular 9.6 9.47e-7
IERSL Immediate early response 5 like Intracellular 5.8 1.48e-6
MYOIE Myosin IE Intracellular 7.8 1.57e-6
SP6 Sp6 transcription factor Intracellular 22 2.11e-6
COL22A1  Collagen type XXII alpha 1 chain Intracellular, secreted 1.4 2.13e-6

1 HPAFIGEPIA¥E FE#k H 5 it =R A X E R
Fig. 1 The HPA and GEPIA databases identified genes associated with the prognosis of lung adenocarcinoma
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Fig. 2 UALCAN and GEPIA databases were used to detect the
effect of FAMS83A expression on patients’ survival

A: The effect of FAM83A expression level on lung adenocarcinoma
patients' survival; B: Overall survival
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Fig.3 UALCAN database analysis of FAM83A expression in lung
adenocarcinoma cells

": P<0.05, compared with each other
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Fig. 4 Western blot was used to detect the expression of FAMS3A
and the transfection efficiency

": P<0.05, compared with each other
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Fig. 5 CCK-8 was used to detect the effect of FAMS83A on the
proliferation of lung adenocarcinoma cells

": P<0.05, compared with A549 and A549/Scr groups
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Fig. 6 Transwell invasion assay detected the effect of FAMS83A on
the invasion ability of lung adenocarcinoma cells

": P<0.05, compared with each other
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