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A study of the sensitivity of human liver cancer cells to cisplatin

Ruili Niu, Renzhang Han, Ruoting Li, Yuxin Wang, Xianchun Zong*
Mudanjiang Normal University Heilongjiang Mudanjiang 157011

Abstract: Liver cancer is one of the most common malignant tumors, and in its treatment process, the commonly used chemotherapy drugs
are platinum drugs. Different types of liver cancer cells have different tolerances to platinum drugs, and the inhibitory effect of platinum
drugs on cancer cells during drug chemotherapy is also quite different. The study proposes to detect the growth inhibition rate of Huh-7
cells under the action of cisplatin by MTT method, and determine the concentration range and duration of cisplatin. The sensitivity
relationship between cisplatin and hepatocellular carcinoma cells was explored by using flow cytoplasty and flow cytometry cycle to
observe the apoptosis and cell cycle changes of Huh-7 cells after different concentrations of cisplatin. The results showed that as the
concentration and timing of cisplatin increased, the growth inhibition rate of Huh-7 cells gradually increased. The cell growth inhibition
rate reached 50% when Huh-7 cells were treated with 12 1 M cisplatin for 24 h. The results of the flow cytometry cycle showed that the
G1 stage cells in the Blank group of Huh-7 cells reached 51.07%, the G2 stage cells were 22.37%, and the S stage cells accounted for
26.56%. The Ho-7 cell cisplatin treatment group accounted for 57.31% of the G1 stage, the G2 stage accounted for 19.86%, and the S stage
accounted for 22.84%. It is obvious that the proportion of cells in the G1 phase increases after the addition of cisplatin, while the proportion
of the G2 phase in the S phase is relatively reduced. Simultaneous flow cytoptosis results showed enhanced late apoptosis and death index
in the cisplatin-treated group. The proliferation ability of Huh-7 cells to 12 1 M cisplatin treatment was significantly weakened after 24 h,

while the number of apoptosis increased.
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