©
2014 2016

Airway smooth muscle relaxation by crosstalk with tracheal epithelium

Wakita, Ryo

3,800,000

Trifolirhizin
A Ca2+

Trifolirhizin C PC2-B
RhoA

Pre-treatment of primary cultures of airway smooth muscle by trifolirhizin
inhibited the increase of intracellular calcium ion concentration. However the activation of
phosphokinase A was not observed in the airway smooth muscle cells pretreated with culture of airway

epithelial cells which were exposed to herbal medicine, and continuing suppression of muscle
contraction was not also observed. Therefore, the involvement of low calcium ion dependent ?athway
is suspected, and the use of phosphorylation of myosin light chain as an index of contractile is
expected to further investigation.

Meanwhile we found the possibility that trifolirhizin can work by inhibiting the PKC pathway. In
addition, the combination use of PC2-B and trifolirhizin obtained enhanced inhibition of
intracellular calcium increase, so that alternative pathway like Rho is required to consider as a
target.
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Supernatant of ASHMI treated airway epitherial cell (AE) didn't
increase phospho-Hsp20.
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Pretreatment of ASHMI, Trifolirhizin, PGE2 or each vehicle
with calcium free buffer inhibited histamine induced
calcium release from primary airway smooth muscle cells
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EP2/EP4 antagonist didn't reduce the inhibition of
histamine induced calcium release by ASHMI
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Supression of PLC-beta activity by
trifolrhizin ($, p<0.01) and U-73122; PLC
inhibitor (#, p<0.001).
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PC2B enhanced the inhibitory effect of histamine
induced calcium release by trifolirhizin.
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