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RP11-495P10.1 Affects the Proliferation of HCC Cells
by Regulating the Expression of APIP
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Abstract This study investigated the effect of RP11-495P10.1 on the proliferation of HCC cells by regu-
lating the expression of APIP. Firstly, the expression of RP11-495P10.1 in HCC cells was down-regulated by RNAi
technology, cells were detected by CCK-8 and colony formation assay, downstream target genes were screened by
RNA-seq assay, and they were identified by qRT-PCR and Western blot. Secondly, the mRNA expression of APIP
was detected by bioinformatics prediction and liver cancer tissue microarray. RNAi technology was used to inter-
fere with the target gene APIP in HCC cells. Cell proliferation was detected by CCK-8 and colony formation assay.
Meanwhile, the expression of proliferation-related genes protein PCNA and CyclinD1 was detected by Western
blot. Finally, cell proliferation was detected after RP11-495P10.1 interfered with simultaneous APIP overexpressed.
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The results showed that the proliferation ability of cells was reduced after interfering with the expression of RP11-
495P10.1, and APIP was the downstream target gene of RP11-495P10.1. In addition, 4PIP mRNA was highly
expressed in HCC tissues, and the mRNA and protein expressions of APIP were decreased after interfering with
RP11-495P10.1. What’s more, cell proliferation and the expression of PCNA and CyclinD1 also decreased after
the interference of APIP expression. Further overexpression of APIP could reverse the inhibitory effect of RP11-
495P10.1 on the proliferation of HCC cells. In conclusion, this study revealed that RP11-495P10.1 could affect the
proliferation of HCC cells by regulating the expression of the target gene APIP, providing a new target for the diag-

nosis and treatment of HCC.
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Table 1 siRNA sequence

/NFHERNA
siRNA

FH1(5'—3")
Sequence (5'—3")

Negative control

si-RP11-495P10.1 RNA

UUC UCC GAA CGU GUCACG UTT
GUC CAG CUG UAU AAU GAAATT

si-APIP RNA GGA ACG AAU UCA GCC UGAATT
&2 51495
Table 2 Primer sequences
B K 2R FH1(5'—3")
Gene name Sequence (5'—3")

RP11-495P10.1-forward
RP11-495P10.1-reverse
APIP-forward
APIP-reverse
GAPDH-forward
GAPDH-reverse

AGC AAT GCCTTC CTCTTT GA
AAG GGT CTC CTT CAG GTG CT
GCATGG CGATGAAAT CTACATT
TAG AGT GGG TAT GAATCACTG C
CAG CGA CAC CCACTC CTC

TGA GGT CCA CCA CCCTGT
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A: the expression of RP11-495P10.1 in HL-7702 and HCC cells was detected by qRT-PCR; B: the interference efficiency of RP11-495P10.1 was de-
tected by qRT-PCR; C,D: the cell proliferation of HepG2 and Hep3B cells was detected by CCK-8 and clone formation assay. *P<0.05, **P<0.01,
*#*%P<0.001 vs si-NC group.
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Fig.1 Downregulation of RP11-495P10.1 inhibits the proliferation of hepatocellular cells

3 FIERP11-495P10.1 i $0E A
Table 3 Screen of the downstream target genes of RP11-495P10.1

HE bRl
Gene symbol
APIP 679.06 276.51

log,ratio
(si-RP11-495P10.1)
-1.248 752 014 Down

si-RP11-495P10.1-expression Up/down P

NC-expression

3.47x1077
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Fig.2 Screening and identification of RP11-495P10.1 downstream targeting
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A-C: the correlation between liver cancer stage, sample type, tumor grade,

and APIP was analyzed by bioinformatics; D: the expression of AP/P in 20

paracancer tissues and 20 HCC tissues was detected by qRT-PCR; *P<0.05,**P<0.01,***P<0.001 vs normal group. E,F: APIP expression in HepG2
and Hep3B cells was detected by qRT-PCR and Western blot; *P<0.05, **P<0.01, ***P<0.001 vs HL-7702 group.
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Fig.3 APIP is highly expressed in liver cancer tissues and cells
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A,B: APIP expression in HepG2 and Hep3B cells was detected by qRT-PCR and Western blot; C,D: the cell proliferation of HepG2 and Hep3B cells
was detected by CCK-8 and clone formation assay; E,F: CyclinD1 and PCNA expression on protein level were measured by Western blot in HepG2 and

Hep3B cells. *P<0.05, **P<0.01, ***P<0.001 vs si-NC group.
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Fig.4 Down-regulation of APIP inhibits the proliferation of HCC cells
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The effects of RP11-495P10.1 on the proliferation of HCC cells by regulating the expression of APIP were detected by CCK-8 assay. *P<0.05,
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