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Protective mechanism of caffeic acid on HaCaT cells injured by UVB
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Abstract: Objective To analyze the protective mechanism of caffeic acid on HaCaT cells after UVB injury. Method UVB injury
model of HaCaT cells was established by irradiation with UVB lamp. Caffeic acid was added to HaCaT cells with concentration
gradients of 0 (control group), 5, 10, 20, 40, 80, and 160 mol/L, respectively, to calculate the cell survival rate and select the final
concentration for subsequent tests. HaCaT cells in logarithmic growth phase were divided into control group, model group, and caffeic
acid 10 pmol/L group. Hematoxylin and eosin (HE) staining was performed to observe the cell morphology under microscope. Results
The 10 pmol/L caffeic acid group could repair the damage caused by UVB to HaCaT cells, repair the cell morphology of HaCaT cells,
increase the expression of anti-apoptotic protein Bcl-2 in HaCaT cells, and reduce cell apoptosis. Caffeic acid 10 pmol/L group can
significantly increase the contents of SOD and CAT in HaCaT cells, enhance the antioxidant capacity of cells, and reduce the expression
of p-P38 and P53 proteins in MAPK subgroup P38 signaling pathway in cells. Conclusion Caffeic acid can inhibit the damage of
UVB to cells, repair the morphological structure of cells, reduce cell apoptosis and enhance the antioxidant capacity of cells. It may
weaken the damage of UVB to HaCaT cells through the regulation of MAPK signal pathway, and have a protective effect on HaCaT
cells damaged by UVB.
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