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Propionibacterium acnes (P.acnes) is believed to be one of the factors that cause acne.
P.acnes has been shown to activate Toll-like receptor (TLR) 2 present on macrophage and
triggers cytokines production. However, the activation of keratinocytes by this bacterium is not
clearly elucidated. We would like to investigate whether P.acnes can trigger chemotactic
cytokines from keratinocytes via TLR2. To serve as reference, we stably expressed TLRZ and
TLR4 on human embryonic kidaey cells and verify their presence by flow cytometry, employing
phycoerythrin labeled antibodies to TLR2 and TLR4. Examination of the TLR receptors function
performed by measuring relative luciferase activity of Nuclear factor-IKKB. We will also study the
chemokines response of keratinocytes by real-time polymerase chain reaction and enzyme-linked
immunosorbent assay. We found that prirhary human keratinocytes expressing TLR2 but not
TLR4 were verified by conjugated anti-TLR2 and anti-TLR4 antibodies using flow cytometry.
Intracellular staining of keratinocytes with anti-TLR4 antibody did not reveal any binding. The
relative luciferase activity of Nuclear factor kappaB (NF-KB) activation of HEK-TLR2 showed
that Pam,Cys-Ser-(Lys),, TLR2 synthetic ligand, specifically activated NF-KB of HEK-TLR2
cells but not HEK-TLR4/MD?2 cells. Ultra pure LPS, TLR4 ligand, also specifically activated NF-
KB of HEK-TLR4/MD2 cells but not HEK-TLR2 cells. P.acnes induced NF-KB activation of
HEK-TLRZ ina ciose—ciependent mannet P.acnes could not induce NF-KB activation of HEK—
TLR4/MD?2 even at a high concentration. We conclude that TLR2 is expressed on primary human

keratinocytes but not TLR4 and P. acnes activated cells via TLR2 but not TLR4 receptor.






