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Effects of honokiol on TTX-S sodium current in mouse dorsal root ganglion
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Abstract

of Hnk on tetrodoxin-senstive( TTX-S) sodium current (Iy,) were studied in acutely dissociated mouse dorsal root

To elucidate possible mechanisms and targets of honokiol ( Hnk) for hte treatment of pain, the effects

ganglion ( DRG) neurons with whole-cell patch clamp technique. Hnk inhibited TTX-S [, currents in a concen-
tration-dependent manner. At 30 pmol/L, Hnk obviously shifted the steady state activation of TTX-S [, toward
more positive potentials by 10. 2 mV and prolonged the time course of recovery of sodium current, yet with no
significant difference on recovery from inactivation of TTX-S sodium channel.

Key words honokiol; dorsal root ganglion; tetrodotoxin-sensitive sodium currents; whole-cell patch clamp; anal-

getics
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Chemical structure of honokiol (Hnk)
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A, %45 30 wmol/L Hnk #1755,
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rents in mouse DRG neurons. The current was elicited by 200 ms depo-

larization from holding potential of —70 mV to —10 mV
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Figure 3  Concentration-dependent curve of Hnk on TTX-S sodium
currents in mouse DRG neurons (x +s,n=7)
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Figure 4 Effects of 30 wmol/L Hnk on the TTX-S sodium current. The currents were activated by 200 ms depolarizing pulses ranging from -50 mV
to +70 mV in 5 mV increment at 0. 25 Hz,with a holding potential of —70 mV
A :Representative TTX-S sodium currents traces recorded in DRG neurons ; B I-V relationship of TTX-S sodium currents before and after application of

30 wmol/L Hnk (x +s,n=7). * P <0.05 vs control group
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Figure 5 Effects of 30 pwmol/L Hnk on the steady-state activation of
TTX-S sodium currents in mouse DRG neurons (x +s,n=7)
* P <0.05 vs control group
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Figure 6 Effects of 30 pumol/L Hnk on the steady-state inactivation of
TTX-S sodium currents in mouse DRG neurons. The steady state inacti-
vation curves of sodium current were obtained by means of double pulse
protocol ,a 100 ms conditioning prepulse depolarized to various poten-
tials (from —=90 mV to +20 mV,holding potential at —70 mV) was
followed by a 100 ms test pulse to —10 mV (x +s,n=7)
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Figure 7 Effects of 30 umol/L Hnk on the recovery from inactivation
of TTX-S sodium currents in mouse DRG neurons. The time course of
recovery of sodium current was studied by using a double pulse proto-
col. A 100 ms prepulse to —10 mV from holding potential of —70 mV
was followed by various recovery durations and then a test pulse to

—10 mV for 100 ms (x £s,n=7)
* P <0.05 vs control group
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