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ABSTRACT Objective: To investigate the effects of BRCA1-associated protein-1 (BAP1) on proliferation and invasion of renal cell
carcinoma cells. Methods: The lentivirus containing BAP1 and HAT1 vectors was infected and screened with puromycin. The BAP1
stably expressed low in the renal cancer cell line, the HAT1 stably expressed high and low, and the BAP1 low expression and the HAT1
low expression of the lentiviral cells were stable Transfer strain. The regulation of HAT1 by BAP1 in renal cancer cell lines was verified
by WB and PCR. The effect on proliferation and invasion of renal cancer cells was examined using CCK-8 cell proliferation and
TRANSWELL invasion assays. The clinical significance was analyzed by immunohistochemistry and clinical return visit data. Results:
HAT1 expression is increased after decreased expression of BAP1 in renal cancer cell lines. The low expression of BAP1 partially
promotes the proliferation and invasion of renal cancer by increasing the expression of HAT1. BAP1 expression is correlated with HAT1
expression in renal cell carcinoma (P<0.05). Conclusion: High expression of HAT1 specificity in BAP1 knockdown renal cancer cells
may be responsible for the enhancement of renal cancer cell proliferation and invasion. There was a significant correlation between the
expression of BAP1 and HAT1 in renal cell carcinoma.
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Fig.1 A Western blot and Qpcr were used to detect the expression of
HAT]1 in BAP1 low expression stably transformed strains 786-O,

B Western blot and Qpcr were used to detect the expression of HAT1 in
BAPI1 low expression stably transformed strains 769-P, C Western blot and
Qper were used to detect the expression of HAT1 in BAP1 low expression

stably transformed strains caki-1
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Fig. 2 A WB verified the transfection efficiency of lentivirus after lentivirus transfected cells 786-O, B group four lentiviral cell stable transfectants were
subjected to CCK-8 cell proliferation experiment for 6 days data analysis, C Four groups of lentiviral stable strains were subjected to TRANSWELL

invasion test images and cell count analysis (repeated three times).

3 | BAPL #l HAT] FREFAE T BEHENRAREER
Table 1 Patient characteristics and clinicopathological factors by BAP1 and HAT1 expression in RCC

BAPI neg BAPI1 pos P value HATI1 neg HATTI pos P value
No.of patients 9 51 48 12
Median age(years) 60.3 61.6 61.5 54.2
Sex
Male 7 40 41 8
1.000 1.000
Female 2 11 7 4
Furhman grade
Low(G1/G2) 3 38 8 9
0.007 0.003
High( G3/G4) 6 13 40 3
Primary T stage
Low (pT1/pT2) 3 43 18 8
0.016 0.023
High(pT3/pT4) 6 8 30 4
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