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Luteolin Enhances Function of Gap Junction Composed of Cx32/Cx26
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Abstract; [ Objective ]To investigate the effect of luteolin on gap junction intercellular communication and the expression of
protein in Cx32/Cx26-transfected Hela cells. [ Methods ]SRB assay was used to detect the cytotoxicity of luteolin on Hela cells. The
function of GJIC was determined by “parachute” dye-coupling assay. Western blotting was performed to detect the expression level of
Cx26. [Results] Luteolin had no cytotoxicity on Hela cells at the concentration of 0~1 wmol/L; Preatreatment of cells with luteolin

increased intercellular dye transfer and the Cx26 protein expression. [Conclusion] Luteolin enhanced the function of gap junction in

Cx32/Cx26-transfected Hela cells, probably through the improvement of Cx26 expression.
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Fig.1 The cytotoxity of luteolin on Hela cells expressing
Cx26/Cx32

A:The surviving fraction of Hela cells after treatment with 0.1
wmol/L, 1 pmol/L, 10 wmol/L, and 100 pmol/L luteolin for 4 hours.
B:The surviving fraction of Hela cells after treatment with 1 pmol/L
luteolin for 4 hours, 24 hours, and 48 hours. Data points are mean + SD

for five experiments. 1)P < 0.05, comparing with control group
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Fig.2 Effect of luteolin on dye spread through GJ

composed of Cx32/Cx26 in transfected HeLa cells.

A:The dye spread of Hela cells in control group 400x;B,C,D:
The dye spread of Hela cells in luteolin group 400x (B, luteolin 0.01
pmol/L; C, luteolin 0.1 pmol/L; D luteolin 1 pmol/L;);E; The
normalized enhancement of dye coupling through gap junctions treated
with 0.01 pmol/L, 0.1 pmol/L, 1 wmol/L luteolin. Data points are
means = S.D for four experiments.1)P<0.05, comparing with control

group
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Fig.3 Effect of luteolin on the expression of Cx26
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The figure shows that luteolin increases the expression of Cx26 in
dose dependent manners in transfected HeLa cells treated with
doxycycline.A :not induced by dosyeyeline ; B ; control ; C: luteolin 0.01
pmol/L:D luteolin 0.1 pmol/L;E:luteolin 1 pmol/L;B ~ E are
induced by doxcycline. Bars are mean + SD for four experiments. 1)P<

0.05, comparing with control group
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