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regabalin as a Treatment for Painful Diabetic
eripheral Neuropathy: A Meta-Analysis

obert W. Hurley, M.D., Ph.D., Maggie R. Lesley, B.S., Meredith C. B. Adams, M.D.,
had M. Brummett, M.D., and Christopher L. Wu, M.D.

Background and Objectives: Painful diabetic peripheral neuropathy (DPN) is an increasingly prevalent dis-
order that is best managed through a multimodal approach. We examined the effects of pregabalin on pain
control, sleep disturbance, and the patient’s global impression of change (PGIC) for the treatment of this
disorder.

Methods: Studies were identified using the National Library of Medicine’s PubMed and EMBase databases
(1966 to July 15, 2007). Inclusion criteria were randomized trials comparing pregabalin to placebo in the
treatment of DPN for adult patients. A total of 13 abstracts were identified of which 3 met inclusion criteria. Data
were collected from each article and results were recorded. Primary outcome was pain at the conclusion of the
study. Secondary outcomes included number of patients with 50% reduction in mean pain score, PGIC ratings
at endpoint, and adverse events. A random-effects model was used.

Results: The 3 studies yielded 728 total subjects from 5 centers, of which 476 received pregabalin (dose range
75 to 600 mg/day) and 252 received placebo. Pregabalin treatment was associated with a significant decrease in
pain scores (weighted mean difference, 1.15), higher likelihood to achieve at least a 50% reduction in mean pain
score (relative risk [RR], 4.05), and improved PGIC ratings (RR � 1.45). Pregabalin was associated with an
increased risk of somnolence, dizziness, and edema.

Conclusions: Pregabalin has significant effects on the pain associated with DPN as well as secondary end-
points that affect patients’ quality of life. Reg Anesth Pain Med 2008;33:389-394.

Key Words: Pregabalin, Diabetes, Pain, Neuropathy, Meta-analysis, Analgesia.
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iabetes mellitus is an increasingly prevalent
multiple organ system disorder with numer-

us devastating systemic effects. While several
anifestations of this disease, including retinopa-

From the Department of Anesthesiology and Critical Care
edicine (R.W.H., M.R.L., M.C.B.A., C.L.W.), The Johns Hop-

ins University, Baltimore, MD; and the Department of Anes-
hesiology(C.M.B.), University of Michigan, Ann Arbor, MI.

Accepted for publication February 15, 2008.
Grant Support: Department of Anesthesiology and Critical

are Medicine; The Johns Hopkins University; Baltimore, Mary-
and and NIH grant #MH075884 (R.W.H.) and the IASP Trainee
ellowship funded by the Scan/Design by Jens and Inger Bruun
oundation (R.W.H.). The authors have no conflicts of interest.
his work was carried out at The Johns Hopkins Medical Insti-
utes. Ms. Lesley and Dr. Adams contributed equally to this
ork.
Reprint requests: Robert W. Hurley, M.D., Ph.D., Department

f Anesthesiology and Critical Care Medicine, The Johns Hop-
ins University, Osler 292, 600 N. Wolfe Street, Baltimore, MD
1287. E-mail: rhurley3@jhmi.edu
© 2008 Published by Elsevier Inc. on behalf of the American

ociety of Regional Anesthesia and Pain Medicine.
m
1098-7339/08/3305-0001$34.00/0
doi:10.1016/j.rapm.2008.02.012

Regional Anesthesia and Pain Medicine, Vol 33, No
hy and nephropathy, are often considered the
ost deleterious health effects related to this dis-

ase, the pain associated with diabetic peripheral
europathy (DPN) has a dramatic negative effect on

he patients’ daily quality of life and function. Dia-
etic peripheral neuropathy classically presents
ith bilateral lower extremity “burning” pain and

an also be associated with sensory loss, paresthe-
ias, and allodynia.1 Neuropathic pain is a diverse
esignation that covers a variety of conditions, but
he largest subset is DPN. Neuropathic pain can be
escribed as a malfunction of the sensory pathways
f the central and peripheral nervous systems.2

While there are multimodal and multidisciplinary
pproaches to the treatment of painful DPN, the
rimary treatment pathway is pharmacologically
ased. The pathophysiology of neuropathic pain
rovides several treatment targets including abnor-
al peripheral nerve activity, decreased inhibition

f central nervous system pathways, and height-
ned response to normal afferent input.3 The treat-

ent of painful DPN includes addressing the etiol-
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gy of the disorder and managing the symptoms.4

his includes slowing of the metabolically-induced
erve damage through strict blood glucose control,
nd the treatment of the debilitating pain and as-
ociated sleep disturbances, respectively.5

Opioid therapy has been found to be effective for
he treatment of neuropathic pain on a short term
asis, but concerns about side effects and potential
oncern regarding addiction limit their use.6-8 Neu-
omodulating medications, including tricyclic anti-
epressants and anticonvulsants, have become the
ainstay of treatment for neuropathic pain. While

hese medications have been able to make excellent
dvances in pain control and improved quality of
ife, one of the primary factors limiting their wide-
pread use is intractable adverse effects.9,10 Pregaba-
in has been shown to have a similar mechanism to
abapentin, working via the �2�-1 protein accessory
ubunit of voltage-gated calcium channels, but with
mproved bioavailability, and dosing structure.11,12

he administration of these anticonvulsants is asso-
iated with improved pain control for patients with
europathic pain, specifically diabetic peripheral
europathy and postherpetic neuralgia.1,4,13 This
eta-analysis examines the effects of pregabalin

ver placebo on not only pain control, but also
uality of life issues including sleep disturbance and
atient’s global impression of change (PGIC).

ethods

The National Library of Medicine’s PubMed data-
ase and EMBase were searched for the time period
966 to July 15, 2007. These databases were searched
or all articles containing text words “pregabalin” or
Lyrica” (387 articles) and pain (356,874 articles).
hese 2 searches were then combined using the
oolean term “and” (168 articles). The results were

imited to randomized controlled trials to yield 13
bstracts. The reference lists of these articles were
eviewed for additional studies not found on the
nitial search. No additional articles were found.
he full article of each abstract was then reviewed
y one of the authors (C.L.W.) for inclusion into
he meta-analysis. No minimum sample sizes
ere invoked for inclusion of studies in the anal-

Table 1. Studies Incl

Study Study Population (Sex) Subjects

Lesser (2004)15 M/F 239 P/97
Rosenstock (2004)16 M/F 76 P/70
Richter (2005)17 M/F 161 P/85

15 16 17
NOTE. Data from Lesser, Rosenstock, and Richter.
Abbreviations: P, pregabalin group; p, placebo group; TID, 3 times a
sis. Two reviewers, in a blinded fashion to min-
mize bias, analyzed the articles independently
M.R.L., M.C.B.A.). Any disputes were resolved
y agreement of at least 2 authors (R.W.H.,
.M.B.). The primary outcome for assessment
as measurement of pain at the conclusion of the

tudy. For the purpose of this meta-analysis, only
andomized trials comparing pregabalin vs. pla-
ebo for the treatment of painful diabetic periph-
ral neuropathy (DPN) were included. Other in-
lusion criteria were trials involving only adult
atients. We excluded any studies where pain
cores could not be obtained.

Data (including study characteristics, number,
nd mean age of study subjects, type of pain, and
utcome data) were collected from each article and
esults were recorded. In addition to the primary
utcome measure of pain at the conclusion of the
tudy, secondary measures extracted from included
tudies, when available, were the number of par-
icipants who had a 50% reduction in mean pain
cores during the trial, PGIC ratings at endpoint,
nd adverse events as defined by the study. Data
ere estimated and extrapolated from figures and

ables as needed.
A random effects model was used. All statistical

nalyses including assessment for heterogeneity
ere performed with RevMan 4.2.7 (The Cochrane
ollaboration, 2004; www.cochrane.org). After the
ata compilation was complete, we performed an
nalysis of the file drawer problem to provide an
stimate of the number of unpublished studies or
ubjects showing no difference between treatment
egimens that would be needed to be “discovered”
n someone’s file drawer to invalidate our results as
escribed by Rosenthal.14 The level of significance
or all tests was set at an alpha level of 0.05.

esults

Our search resulted in 13 abstracts of which 3
et inclusion criteria. A total of 10 articles were

ejected because they did not evaluate the efficacy
f pregabalin in DPN patients. There were 728 total
ubjects in the 3 randomized trials used for this
eta-analysis, of which 476 received pregabalin

in the Meta-Analysis

Dose (mg/d) Length of Study
Effect on Endpoint
Mean Pain Score

75, 300, 600 TID 5 weeks Decreased
300 TID 8 weeks Decreased
150, 600 TID 6 weeks Decreased
uded

(n)

 p 
 p 
 p 
day.

http://www.cochrane.org
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Pregabalin and Diabetic Peripheral Neuropathy • Hurley et al. 391
nd 252 received placebo. Doses ranged from 75 to
00 mg/day.
Table 1 provides a detailed overview of studies

ncluded in the analysis. All of the studies were
onducted in the U.S. and were performed in more
han 5 centers. Figure 1 shows the pooled estimate
meta-analysis) demonstrating the effect of oral
regabalin on the primary endpoint “mean pain
cores.” Pregabalin treatment was associated with a
ignificant decrease in pain score (weighted mean
ifference, 1.15; 95% confidence interval [CI]: 0.81
o 1.49). Patients who received pregabalin treat-
ent were significantly more likely to achieve at

east a 50% reduction in mean pain score (relative
isk [RR], 4.05; 95% CI: 3.01 to 5.46) (Fig 2). Pa-
ients treated with pregabalin were significantly more
ikely using a PGIC scale to rate their overall condition
s improved (RR, 1.45; 95% CI: 1.26 to 1.67) (Fig 3).
inally, pregabalin was associated with a significantly
ncreased risk of somnolence (RR, 0.21; 95% CI:
.11 to 0.42) (Fig 4), dizziness (RR, 0.22; 95% CI:
.12 to 0.41) (Fig 5), and edema (RR, 0.31; 95%
I: 0.14 to 0.69) (Fig 6). Heterogeneity was not
tatistically significant in any of the pooled anal-

ig 1. Pregabalin vs. placebo: pain scores. The weighted
easured by endpoint mean pain scores. “N” represents t

iamond (pooled estimate) lies to the right of the we
ifference”), suggesting that pregabalin administration is
o 1.49]). DPN, diabetic peripheral neuropathy. Data from

ig 2. Pregabalin vs. placebo: �50% reduction in pain
regabalin on DPN as measured by the number of patien
ndpoint. “N” represents the number of subjects in each e
50% reduction in mean pain scores. The entire diamon

which represents “no difference”), suggesting that patie
eduction in pain (RR, 4.05; 95% CI: 3.01 to 5.46). DPN,

nd Rosenstock.16
ses (Figs 1-6). The file drawer analysis revealed
t would require 11,027 subjects with negative
ndings to invalidate the results of this meta-
nalysis.

iscussion

Compared with placebo, pregabalin demon-
trated improved pain control in patients with
iabetic peripheral neuropathy. Baseline and
osttreatment pain scores were used to determine
he change in patients’ neuropathic pain. Most
esponders reported a significant decrease in pain
arly in the treatment regimen. Secondary end-
oints assessed sleep interference and the pa-
ients’ PGIC. These outcomes demonstrated sig-
ificant improvement throughout the treatment
roups. However, patients were found to be at
isk for increased side effects relative to the pla-
ebo group including dizziness, increased somno-
ence, and edema.15-17

In addition to the effects upon neuropathic pain,
regabalin has anxiolytic and anticonvulsant prop-
rties.18 While the mechanism of pregabalin-in-

ed) estimate for the effect of oral pregabalin on DPN as
mber of subjects in each experimental group. The entire
mean difference (WMD) � 0 (which represents “no

ted with lower pain scores (WMD � 1.15 [95% CI, 0.81
er,15 Richter,17 and Rosenstock.16

. The weighted (pooled) estimate for the effect of oral
h a 50% reduction in mean pain scores from baseline at

ental group. “n” represents the number of patients with
oled estimate) lies to the right of relative risk (RR) � 1
ated with pregabalin are more likely to achieve a 50%

tic peripheral neuropathy. Data from Lesser,15 Richter,17
(pool
he nu
ighted
associa
scores
ts wit
xperim
d (po

nts tre
diabe
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uced pain reduction has not been fully elucidated,
he primary effects on neuropathic pain appear to
e mediated by activity on voltage-gated calcium
hannels, similar to the mechanism of gabapentin.
regabalin has an affinity for the �2�-1 accessory
ubunit of these channels; the binding of pregabalin
o this subunit results in net neuronal inhibition, and
ecreased neurotransmitter release and postsynaptic
xcitability.19,20

Decreased quality of life is a secondary effect of
he neuropathic pain. While the mechanism of
leep disturbance is not completely understood,21

he impact on patient quality of life can be signifi-
ant. Pain reduction alone can improve mood and
uality of life.22 Animal models suggest that pre-
abalin influences sleep patterns by increasing non-
apid eye movement sleep.23 Pregabalin has dem-
nstrated beneficial effects on mood and anxiety,
ontributing to the improved PGIC score.24

Adverse effects such as dizziness and peripheral
dema are found to be more prevalent in higher
ose regimens. When compared with pregabalin

ig 4. Pregabalin vs. placebo: the weighted (pooled) e
omnolence. “N” represents the number of subjects in ea
ithin an experimental group who reported somnolence.

isk (RR) � 1 (which represents “no difference”), sugge
omnolence (RR, 0.21 [95% CI: 0.11 to 0.42]). DPN, diab

ig 3. Pregabalin vs. placebo: patient global impression o
f oral pregabalin on DPN as measured by the number of
n the PGIC questionnaire. “N” represents the number of s
f patients who rated themselves as improved. The entire

1 (which represents “no difference”), suggesting that
verall status as improved (RR, 1.45 [95% CI: 1.26 to 1.6
ichter,17 and Rosenstock.16
osenstock.16
50 mg/d, treatment with 600 mg/d was associated
ith higher rates of somnolence (22.0% vs. 5.1%),
izziness (37.8% vs. 10.1%), and edema (17.1% vs.
.8%).17 When compared with the more conven-
ional therapy of 300 mg/d, treatment with 600
g/d was associated with moderate increases in

omnolence (26.8% vs. 23.5), dizziness (39% vs.
7.2%), and edema (13.4% vs. 7.4%).15 Some pa-
ients receive a significant clinical effect on lower
ose regimes, attenuating this risk.13 Prior to the
resent meta-analysis, the correlation between pre-
abalin therapy and edema was not clear. The syn-
hesis of data from the 3 studies selected (Fig 6)
learly favor placebo for reduction of adverse af-
ects. Whereas the side effects associated with pre-
abalin are generally mild, physicians should mon-
tor and counsel patients appropriately.

The pharmacokinetics of pregabalin allows a
ore rapid titration to the therapeutic dose and less

requent dosing than other anticonvulsants, includ-
ng gabapentin. Similar to gabapentin, pregabalin
as minimal interaction with other neuromodulat-

e for the effect of oral pregabalin on the incidence of
erimental group. “n” represents the number of patients

ntire diamond (pooled estimate) lies to the left of relative
hat pregabalin is associated with increased incidence of
eripheral neuropathy. Data from Lesser,15 Richter,17 and

ge (PGIC). The weighted (pooled) estimate for the effect
ts who rated their overall status as improved at endpoint
ts in each experimental group. “n” represents the number
nd (pooled estimate) lies to the right of relative risk (RR)
ts treated with pregabalin are more likely to rate their
PN, diabetic peripheral neuropathy. Data from Lesser,15
stimat
ch exp
The e
sting t
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patien
ubjec
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patien
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ng medications, allowing the addition to the mul-
idrug regimen necessary with many neuropathic
ain patients.18,19 Gabapentin and pregabalin have
similar mechanism of action, both believed to act
pon the same accessory subunit of calcium chan-
els, thus with effects on multiple neurotransmit-
ers and receptor sites.25 The subtle mechanistic
ifference in neuronal conductance between gaba-
entin and pregabalin results in a similar clinical
ffect but may account for the altered side effect
rofile.26 While tricyclic antidepressants have dem-
nstrated efficacy at treating painful DPN, their util-
ty is limited by significant titration time and their
ide effect profile, including cardiac effects, dizzi-
ess, urinary retention, and drowsiness.27-29 Opioid
edications have also been used and found to be

eneficial in short term treatment, but adverse ef-
ects such as somnolence, constipation, and addic-
ion potential limit their efficacy as a primary ther-
peutic agent.4,7

Limitations of this study are those inherent to
eta-analyses. The strength of a meta-analysis is

ependent upon the composite papers being eval-
ated. The studies evaluated by this meta-analysis

ig 5. Pregabalin vs. placebo: the weighted (pooled) e
izziness. “N” represents the number of subjects in each
ithin an experimental group who reported dizzines

elative risk (RR) � 1 (which represents “no differenc
ncidence of dizziness (RR, 0.22 [95% CI: 0.12 to 0.41]
ichter,17 and Rosenstock.16

ig 6. Pregabalin vs. placebo: the weighted (pooled) estim
N” represents the number of subjects in each experime
xperimental group who experienced edema. The entir
RR) � 1 (which represents “no difference”), suggesting t

RR, 0.31 [95% CI: 0.14 to 0.69]). DPN, diabetic peripheral neur
ad a Cochrane Quality Score of 6 or higher and
adad score of 5 to minimize study design weak-
ess. Although the papers in this study had con-
ruent data points to evaluate (pain scores, sleep
cores, and PGIC), the data would be strength-
ned by a uniform dosing regimen. The advan-
age of this meta-analysis over the well-designed,
omposite, randomized controlled trials is that
he aggregate study populations were able to be
sed to power an analysis that determined more
ignificant differences.

The results of this meta-analysis demonstrate
hat pregabalin has significant effects on the pain
ssociated with diabetic peripheral neuropathy as
ell as secondary endpoints that affect patient’s
uality of life. Extrapolations from this include
sing pregabalin as part of a multidrug regimen to
ecrease pain associated with DPN. This study
emonstrates improved quality of life as assessed
y sleep scores, and PGIC scores as the result of
regabalin therapy. While pregabalin clearly has
role as treatment for DPN and other neuro-

athic pain syndromes, what needs further delin-
ation is whether the advantages of its side effect

e for the effect of oral pregabalin on the incidence of
rimental group. “n” represents the number of patients
entire diamond (pooled estimate) lies to the left of

uggesting that pregabalin is associated with increased
, diabetic peripheral neuropathy. Data from Lesser,15

r the effect of oral pregabalin on the incidence of edema.
roup. “n” represents the number of patients within an
ond (pooled estimate) lies to the left of relative risk

egabalin is associated with increased incidence of edema
stimat
expe

s. The
e”), s
). DPN
ate fo
ntal g
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hat pr
opathy. Data from Lesser,15 Richter,17 and Rosenstock.16
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rofile, titration, and impact upon quality of life
ake it a first line agent.

References

1. Gilron I, Watson CP, Cahill CM, Moulin DE. Neuro-
pathic pain: A practical guide for the clinician. CMAJ
2006;175:265-275.

2. Jensen TS, Gottrup H, Sindrup SH, Bach FW. The
clinical picture of neuropathic pain. Eur J Pharmacol
2001;429:1-11.

3. Rowbotham MC. Mechanisms of neuropathic pain
and their implications for the design of clinical trials.
Neurology 2005;65:S66-S73.

4. Mendell JR, Sahenk Z. Clinical practice. Painful sen-
sory neuropathy. N Engl J Med 2003;348:1243-1255.

5. Backonja M, Beydoun A, Edwards KR, Schwartz SL,
Fonseca V, Hes M, LaMoreaux L, Garofalo E. Gaba-
pentin for the symptomatic treatment of painful neu-
ropathy in patients with diabetes mellitus: A random-
ized controlled trial. JAMA 1998;280:1831-1836.

6. Eisenberg E, McNicol E, Carr DB. Opioids for neuro-
pathic pain. Cochrane Database Syst Rev 2006;3:
CD006146.

7. Eisenberg E, McNicol ED, Carr DB. Efficacy and
safety of opioid agonists in the treatment of neuro-
pathic pain of nonmalignant origin: Systematic re-
view and meta-analysis of randomized controlled tri-
als. JAMA 2005;293:3043-3052.

8. Raja SN, Haythornthwaite JA. Combination therapy
for neuropathic pain–Which drugs, which combina-
tion, which patients? N Engl J Med 2005;352:1373-
1375.

9. Jose VM, Bhansali A, Hota D, Pandhi P. Randomized
double-blind study comparing the efficacy and safety
of lamotrigine and amitriptyline in painful diabetic
neuropathy. Diabet Med 2007;24:377-383.

0. Morello CM, Leckband SG, Stoner CP, Moorhouse
DF, Sahagian GA. Randomized double-blind study
comparing the efficacy of gabapentin with amitripty-
line on diabetic peripheral neuropathy pain. Arch
Intern Med 1999;159:1931-1937.

1. Chesler EJ, Ritchie J, Kokayeff A, Lariviere WR, Wil-
son SG, Mogil JS. Genotype-dependence of gabapen-
tin and pregabalin sensitivity: The pharmacogenetic
mediation of analgesia is specific to the type of pain
being inhibited. Pain 2003;106:325-335.

2. Field MJ, McCleary S, Hughes J, Singh L. Gabapentin
and pregabalin, but not morphine and amitriptyline,
block both static and dynamic components of me-
chanical allodynia induced by streptozocin in the rat.
Pain 1999;80:391-398.

3. Freynhagen R, Strojek K, Griesing T, Whalen E,
Balkenohl M. Efficacy of pregabalin in neuropathic
pain evaluated in a 12-week, randomised, double-
blind, multicentre, placebo-controlled trial of flexi-
ble- and fixed-dose regimens. Pain 2005;115:254-

263.
4. Rosenthal R. Meta-analysis: A review. Psychosom Med
1991;53:247-271.

5. Lesser H, Sharma U, LaMoreaux L, Poole RM. Pre-
gabalin relieves symptoms of painful diabetic neu-
ropathy: A randomized controlled trial. Neurology
2004;63:2104-2110.

6. Rosenstock J, Tuchman M, LaMoreaux L, Sharma U.
Pregabalin for the treatment of painful diabetic pe-
ripheral neuropathy: A double-blind, placebo-con-
trolled trial. Pain 2004;110:628-638.

7. Richter RW, Portenoy R, Sharma U, Lamoreaux L,
Bockbrader H, Knapp LE. Relief of painful diabetic
peripheral neuropathy with pregabalin: A random-
ized, placebo-controlled trial. J Pain 2005;6:253-260.

8. Shneker BF, McAuley JW. Pregabalin: A new neu-
romodulator with broad therapeutic indications. Ann
Pharmacother 2005;39:2029-2037.

9. Sills GJ. The mechanisms of action of gabapentin and
pregabalin. Curr Opin Pharmacol 2006;6:108-113.

0. Field MJ, Oles RJ, Lewis AS, McCleary S, Hughes J,
Singh L. Gabapentin (neurontin) and S-(�)-3-isobu-
tylgaba represent a novel class of selective antihyper-
algesic agents. Br J Pharmacol 1997;121:1513-1522.

1. Menefee LA, Cohen MJ, Anderson WR, Doghramji
K, Frank ED, Lee H. Sleep disturbance and nonma-
lignant chronic pain: A comprehensive review of the
literature. Pain Med 2000;1:156-172.

2. Deshpande MA, Holden RR, Gilron I. The impact of
therapy on quality of life and mood in neuropathic
pain: What is the effect of pain reduction? Anesth
Analg 2006;102:1473-1479.

3. Kubota T, Fang J, Meltzer LT, Krueger JM. Pregabalin
enhances nonrapid eye movement sleep. J Pharmacol
Exp Ther 2001;299:1095-1105.

4. Siddall PJ, Cousins MJ, Otte A, Griesing T, Chambers
R, Murphy TK. Pregabalin in central neuropathic
pain associated with spinal cord injury: A placebo-
controlled trial. Neurology 2006;67:1792-1800.

5. Fink K, Dooley DJ, Meder WP, Suman-Chauhan N,
Duffy S, Clusmann H, Gothert M. Inhibition of neu-
ronal Ca(2�) influx by gabapentin and pregabalin in
the human neocortex. Neuropharmacology 2002;42:
229-236.

6. McClelland D, Evans RM, Barkworth L, Martin DJ,
Scott RH. A study comparing the actions of gabapen-
tin and pregabalin on the electrophysiological prop-
erties of cultured DRG neurones from neonatal rats.
BMC Pharmacol 2004;4:14.

7. Sindrup SH, Jensen TS. Efficacy of pharmacological
treatments of neuropathic pain: An update and effect
related to mechanism of drug action. Pain 1999;83:
389-400.

8. Irving GA. Contemporary assessment and manage-
ment of neuropathic pain. Neurology 2005;64:S21-
S27.

9. Collins SL, Moore RA, McQuay HJ, Wiffen P. Antide-
pressants and anticonvulsants for diabetic neuropathy
and postherpetic neuralgia: A quantitative systematic

review. J Pain Symptom Manage 2000;20:449-458.


	Pregabalin as a Treatment for Painful Diabetic Peripheral Neuropathy: A Meta-Analysis
	Methods
	Results
	Discussion
	References


