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[ Abstract ]| Objective: The effect of carboplatin on gene transcription level of HepG2 cells was stud-
ied in this experiment to provide important information for the clinical treatment of carboplatin-based
therapy against liver cancer. Methods: At 48 h after HepG2 cells were treated with 50 mg/L carbopla-
tin,and total RNA was extracted by Trizol method. Gene chip was used to detect the expression chan-
ges of HepG2 genes at the transcription level, and differential genes were obtained. Genomic ontology
(GO) was used to analyze the molecular function, cell composition and biological processes involved
in differentially transcribed genes, and Kyoto gene and genome encyclopedia (KEGG) was used to an-
alyze the relevant signal pathways involved in differentially transcribed genes. Results: There were
1 474 differentially transcribed genes ( compared with the control group, Fold Change >3), of which
520 were up-regulated and 954 were down-regulated. These differential genes involve all aspects of cell
life, including a variety of physiological processes and signaling pathways. Conclusion; Carboplatin
affects the transcription of multiple genes in HepG2 cells, which regulate multiple functions of the

cells.
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Tab.2 RNA quality test results of

HepG2 cells in each group

e iy %
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Tab.3  Analysis results of biological processes

involved differentially transcribed genes

iResr RSN E(n) P FDR
i a3 5E 176 3.36E-56 1.56E-52
I3 T IIREMIE PR 193 1.01E-55 2.35E-52
SRR 2 g 4 £ R4 166 3. 60E-55 5.59E-52
SIS T 1 LE R 4 199 1. 76E-54 2.05E-51
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Tab.4  Analysis results of molecular function

involved in differentially transcribed genes
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Tab.5 Analysis results of cell composition

involved differentially transcribed genes
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Tab.6 Related signaling pathways involved in

differentially transcribed genes
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YUK IR A0 R A 15 13 4.63E-14 3.73E-12
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