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Mechanism of proliferation and apoptosis of colorectal cancer cells affected by low—grade fever environment DU
Xiaoxiang, YE lei. Department of Pharmacy, The First Affiliated Hospital of Wenzhou Medical University, Wenzhou
325000, China.

[Abstract] Objective To investigate the effect of low—grade fever on the proliferation and apoptosis of colorectal can—
cer cells. Methods Colorectal cancer cell lines Caco—2 were cultured at 37 C, 5% CO, and 39 °C, 5% CO, constant
temperature incubator as low—grade fever group and control group, respectively. RTCA real-time unlabeled cell assay was
used to observe the cell growth and the inhibition of proliferation.Reactive oxygen species (ROS)level and mitochondrial
membrane potential were detected by flow cytometry.The expressions of Caspase-3, B-cell lymphoma-2 (Bcl-2) and
Heat shock protein70 (HSP70) were detected by QPCR. Results RTCA results showed that the low—grade fever group
entered the plateau stage earlier than the control group.Flow cytometry showed that the ROS level and mitochondrial
membrane potential of the low—grade fever group were not significantly different from those of the control group.QPCR
results showed that Caspase—3 expression was down-regulated, Bcl-2 expression was up-regulated, and HSP70 expres—
sion was significantly up-regulated in the low-grade fever group when compared with the control group (1=17.29,
-33.38,-539.54, P<<0.05). Conclusion Low—grade fever environment did not cause obvious damage to cells, but i-
ncreased the expression of HSP70 significantly, and promoted the proliferation of colorectal cancer cells and inhibited
apoptosis.
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