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[Abstract] Objective To explore the efficacy and safety of gabapentin, an anticonvulsant, in the
treatment of neuropathic pain (NP). Methods Eighty-four patients with NP were randomly allocated into 2
groups, group A (gabapentin, n = 44) and group B (carbamazepine, n = 40). The patients in group A were
given gabapentin 300 mg orally only one time on the first day, twice on the second day, and started from the
third day, 3 times per day until the first weekend. Since then, the dose can be gradually adjusted according
to the degree of pain relief and adverse drug reactions, but the maximum dose was not more than 2400 mg/
d, 3 times daily. The dose, which can relieve or eliminate pain and symptoms would be used as a
maintenance dose for 8 weeks until the end of the trial. The patients in group B received carbamazepine
100 mg orally twice a day on the first day, and 3 times on the second day, continuously until the first
weekend. Since then, the dose can be gradually adjusted according to the degree of pain relief and adverse
drug reactions, but the maximum dose can not be given more than 800 mg/d, 3 times orally. The dose,
which can relieve or eliminate pain and symptoms would also be maintained for 8 weeks until the end of
the trial. Quantification of the pain severity was determined by using Visual Analog Scale (VAS) at the
beginning of the study and 1, 2, 4 and 8 weeks after treatment. In the meanwhile, blood and urine routine
examination, and liver and renal function tests were performed both before and after treatment. In addition,
adverse drug reactions were also observed. Results Eighty-three patients accomplished the clinical trial.
The results of VAS in group A at 1, 2, 4 and 8 weeks after therapy were all significantly decreased (P =
0.001, for all). From the second weekend of the therapy, the scores of VAS at every time point in group A
were all lower than those in group B, respectively (P =0.011, 0.001, 0.001). After 8 weeks treatment, the
effective rate of gabapentin (87.50%, 35/40) was significantly higher than that of carbamazepine (67.44%,
29/43; x*=4.723, P =0.030). The ratio of adverse effects in 2 groups were not significantly different (£ =
0.324, P =0.373), and there were no abnormal changes in blood and urine routine examination, and liver
and renal function tests. Conclusion Gabapentin is safe and effective to treat NP. It is worthy of clinical
application.

[Key words] Anticonvulsants; ~ Carbamazepine;  Neuralgia;  Drug therapy;  Randomized
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WAL FHE  nerve conduction velocity(NCV)
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P& T/AH4HME  neural stem/progenitor cells(NSPCs)
A K EF  nerve growth factor( NGF)
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B /ANEPERRHEE renal tubular acidosis(RTA)
AR quality of life(QOL)

MAEALHITE 4> Visual Analog Scale( VAS)
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mitogen-activated protein kinase(MAPK)
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mitogen-activated protein kinase/extracellular signal-
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BEES A SCHE S 1 myelin associated glycoprotein(MAG)
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array-based comparative genomic hybridization(array-CGH)
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AP EE R I extracellular domain(ECD)
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extracellular signal-regulated kinase( ERK)
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LA AE K N F-2  fibroblast growth factor-2( FGF-2)

EAR R I NSRS EIN
fibroblast growth factor receptor( FGFR)

MAF IR excitatory amino acid(EAA)
AR TR stellate ganglion block(SGB)
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ML A8 A R A R
vascular endothelial growth factor( VEGF)

IRER L) e S SRR RN
vascular endothelial growth factor receptor(VEGFR)

I P R AR T 32 A -2
vascular endothelial growth factor receptor-2( VEGFR-2)
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vascular cell adhesion molecule-1(VCAM-1)

ML/ IEPEAE TR F platelet-derived growth factor(PDGF)

I /NBE A A A R T 32 4
platelet-derived growth factor receptor(PDGFR)
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LR TR ethylenediaminetetraacetic acid (EDTA)
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TSN B B g e A 22 BRI AR

monoclonal gammopathy of undetermined significance
(MGUS)

ENil 2K loss of imprinting(LOT)
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patient controlled epidural analgesia(PCEA)
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Glasgow Wl J5 739%  Glasgow Outcome Score(GOS)
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nitric oxide synthase(NOS)



