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Effect of ivermectin on proliferation and apoptosis of cervical cancer Hela cells

JIN Ya-ling!, WANG Xiang-zhen'", LIU Hou-cong?, MENG Jun® (1. Department of Gynecology and Obstetrics, Nanshan
Maternal and Child Health Hospital, Shenzhen 518067, China; 2. Central Laboratory; 3. Department of Gynecology and Obstetrics;

Shenzhen Union Hospital, Huazhong University of Science and Technology, Shenzhen 518067, China)

Abstract: Objective To investigate the effect of ivermectin on proliferation and apoptosis of cervical cancer Hela cells.

Methods After treated with 0.1, 1, 3 pumol/L ivermectin, viability, apoptosis, and expression of p-JNK, INK, NF-«B p65, Bcl-

2, Caspase-3 and Caspase-9 in Hela cells were determined by MTT, Edu, flow cytometry, Western blot, respectively. Results

Ivermectin inhibited proliferation, induced apoptosis (P<0.01), up-regulated expression of p-JNK, Caspase-3 and Caspase-9,

and down-regulated expression of NF-kB p65 and Bcl-2 in Hela cells in a dose-dependent manner. Conclusion Ivermectin

could induce apoptosis via up-regulation of JNK pathway and inhibit proliferation through down-regulation of NF-«xB

signaling in Hela cells.
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