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LETTER TO THE EDITOR

EFFECT OF GLIBENCLAMIDE IN GABAPENTIN ANTINOCICEPTION

Sir,

(Received on August 7, 2000)

Gahapentin an anti epileptic agent is
shown to posses anti nociceptive effect in
chronic inflammatory pain models (1, 2) and
has been tried to treat chronic neuropathic
pain (3). Although gabapentin structurally
resembles gamma-amino butyric acid (GABA)
it acts differently and does not involve GABA
receptors. Recently the role of various ion
channels including the potassium channels
in the perception and modulation of pain
processing has been emphasized (4).

Potassium channels playa pivotal role in
the control of neuronal excitability, action
potentials, and neurotransmitter release, the
processes necessary for pain transmission
and modulation (5). Potassium channel
openers have been shown to possess
antinocicl::ptivc activity (6). The present study
was carried out to evaluate the role of
potassium channels in the antinociceptive
action of gabapentin.

dissolved in saline. Formalin test was
used to asses analgesic activity and pain
score was calculated according to the
weighted score technique of Dubuisson and
Dennis (7).

Pain scores were expressed as mean
± SEM. ANOVA followed by Wilcoxon rank
sign test was applied for the statistical
analysis and P<0.05 was considered as
significant.

Gabapentin (30mg/kg, s.c.) produced
analgesia and decreased pain score for control
(2.4 ± 0.49) to (1.19:t. 0.19) and 0.17 ± 0.26)
respectively P<0.05. Glibenclamide alone did
not alter the pain score (2.21 ± 0.54) as
compared to control. Pretreatment with
glibenclamide decreased the effect of

TABLE I: Effect of glibendamide on the galJapentin
and morphine induced antinociception.

Healthy male albino rats of wistar
strain (wt. 200-250 gm) were divided into six
groups of six animals each. The animals
received drugs as follows: group 1 (saline
2 mllkg, s.c.); group 2 (gabapentin 30 mg/kg,
s.c.); group 3 (morphin 3 mg/kg, s.c.); group
4 (glibenclamide 0.5 mg/kg, Lp.); group 5
(glibenclamide 0.5 mg/kg, Lp followed 10 min
by gabapentin 30 mg/kg, s.c.); group 6
(glibenclamide 0.5 mg/kg, Lp followed 10 min
by morphine 3 mg/kg, s.c.). Drugs were

• DrUBs

Saline (2 mllkg, 8.C)

Morphine (3 mglkg, s.c)

Gabapentin (30 mglkg, s.c.)

G1ibenclamide (O.5 mglkg, i.p.)

Glibendamide + Morphine
(o.5 mgtkg, i.p.) (3 mglkg, 8.C.)

Glibendllmide + Gabnpentin
10.5 mglkg, Lp.) (30 mglkg, 8.C)

·P<0.05: n = 6

Poill score

2.4:1:0.49

1.11:1:0.26

1.19:1:0.19

2.21:1:0.54

2.0l:t0.42-

1.31:1:0.33
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morphine (pain score 2.01 ± 0.42, P<O.OS)
whereas it failed to alter the gabapentin
action (pain score 1.31 ± 0.33) (Table I).

Potassium channels role In
antinociceptive action of opiates has been
proposed (8). The opening of potassium
channel due to opiate receptor stimulation
results in neural hyperpolarization (9). In
present study, gabapentin and morphine
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decreased the pain score in rats injected with
formation. Pretreatment with glibenclamide
(potassium channel blocker) attenuated the
action of morphine whereas it did not modify
the gabapentin effect. Aim of this study was
to find out the involvement of K· channels
in gabapentin antinociception. Results of the
study suggest that K· channels are not
involved III anti nociceptive effect of
gabapentin.
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