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Effect of HNRNPK downregulation mediated by lentivirus infection on
HepG?2 cell proliferation and migration

LI Mengyuan, ZHANG Wenlong, YANG Xingjiu, ZHU Ziwei, ZHANG Guoxin, WEI Yumin, GAO Ran”
(Institute of Laboratory Animal Science, Chinese Academy of Medical Science & Comparative Medical Center, Peking Union
Medical College ; National Human Diseases Animal Model Resource Center; NHC Key Laboratory of Human Disease Comparative
Medicine ; Beijing Engineering Research Center for Experimental Animal Models of Human Critical Diseases, Beijing 100021, China)

[ Abstract]  Objective To establish a HepG2 cell line with downregulated heterogeneous nuclear ribonucleoprotein
K (HNRNPK) mediated by lentivirus and study the effects of HNRNPK downregulation on cell proliferation and migration.
Methods HepG2 cells were infected with packaged lentivirus, and positive cells were selected to obtain stable transgenic
cell lines. Then detected expression efficiency of HNRNPK. The effect of HNRNPK downregulation on cell proliferation was
detected using cell counting CCK-8 and colony formation assays. The effect of HNRNPK downregulation on cell migration
was detected using the wound healing and Transwell assays. Results ~ The HepG2 cell line with downregulated HNRNPK
mediated by lentivirus infection was successfully constructed. HNRNPK-downregulation inhibited the proliferation and
migration of HepG2 liver cells. Conclusions ~HNRNPK-downregulation inhibits the proliferation and migration of HepG2
liver cells in vitro.
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nuclearribonucleoprotein K, HNRNPK ) J&— F fi£ i 7£
20 L SSTRN A A rh 2R AR 1 1 BE DR SF Y RNA 255
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Figure 1 Cellular morphology of HepG2 cells
after HNRNPK downregulation
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Note. A, qPCR. B, Western blot.C, Relative protein expression of HNRNPK. Compared with the control group,
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Figure 2 HNRNPK downregulated by different doses of DOX
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Note. A, CCK-8 assay. B, Colony formation assay. C, Colony number. Compared with the control group, ** P<0. 01, *** P<0. 001.
Figure 3 HNRNPK downregulation inhibited the proliferation of HepG2 cells
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Figure 4 HNRNPK downregulation inhibited the migration of HepG2 cells
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Figure 5 HNRNPK downregulation inhibited related signaling pathways of proliferation and migration in HepG2 cells
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