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Effects of RNA interference of CTHRC1 on proliferation and apoptosis of thyroid

papillary cancer TCP-1 cells in vitro
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Abstract: Objective To explore the role of CTHRCI in regulating the proliferation and apoptosis of papillary thyroid cancer
cells. Methods Papillary thyroid cancer TPC-1 cells were transfected with a small interfering RNA (siRNA) targeting CTHRCI,
with the cells transfected with a scrambled sequence as the negative control. The changes in cell proliferation and apoptosis
were assessed using cell counting kit-8 (CCK-8) and flow cytometry with AV/PI double staining, respectively. The expression
of c-caspase-3, c-PARP1 and phosphorylation of ERK1/2 in the cells were examined with Western blotting. Results Transfection
with the siRNA sequence significantly decreased the mRNA and protein levels of CTHRC1 in TCP-1 cells (P<0.05). Compared
with blank and negative control cells, TCP-1 cells with RNA interference of CTHRC1 showed significantly lowered
proliferative activity and enhanced cell apoptosis (P<0.05) with significantly increased expressions of c-caspase-3 and c-PARP1
and phosphorylation of ERK1/2 (P<0.05). Conclusion RNA interference of CTHRC1 promotes the proliferation and inhibits

apoptosis of papillary thyroid cancer cells possibly by activating the ERK1/2 pathway.
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Tab.1 Sequences of siRNA of CTHRCT for cell transfection

siRNA Sequence (5' — 3")

siRAN1 AGGUCGGGAUGGAUUCAAATT
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Fig.1 Expression of CTHRC1 at mRNA (A) and protein (B) levels in TPC-1 cells determined by real-time PCR
and Western blotting after transfection with different CTHRC1 siRNA. ***P<0.01 vs WT, **P<0.01 vs si-NC.
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Fig.2 Down-regulation of CTHRCI suppresses the

proliferation of TPC-1 cells. *P<0.05 vs si-NC.
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Fig.3 Down-regulation of CTHRC1 promotes apoptosis of TPC-1 cells.
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Fig.4 Effect of down-regulation of CTHRC1 expression on the expression of c-caspase-3 and
c-PARP-1in TCP-1 cells. *P<0.05 vs si-NC.
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Fig.5 Effect of down-regulation of CTHRC1 on expression of p-ERK1/2 in TCP-1 cells.
*P<0.05 vs si-NC.
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