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[ Abstract] Objective To investigate the expression of H1 protein in the prefrontal cortex of comatose rats
which have suffered traumatic brain injury (TBI) after electrical stimulation of the median nerve (MNS). Methods
Seventy-two Sprague-Dawley rats ( weighing 250 to 300 g) were randomly divided into a stimulated group ( MNS+
TBI), an antagonist group ( MNS+TBI+OXRI1 antagonist) , a model group (TBI) and a control group, with 18 rats
in each group. Traumatic brain injury was modeled in all of the rats except those of the control group. After the model-
ing, the stimulated group was given MNS, the antagonist group was provided with MNS and an OXRI1 injection, and
the model group was given MNS with a current intensity of 0. One hour after the experiment, the consciousness of
each rat was evaluated using a double-blind method. Animals were sacrificed at 6, 12 and 24 hours after the interven-
tion and brain tissue was removed. H1 protein expression was examined using immunohistochemistry. Results  One
hour after the experiment, significant differences were observed in the consciousness of the 4 groups, with the 18 rats
of the control group on consciousness level one. Thirteen rats in the stimulated group exhibited a righting reflex, com-
pared with 9 in the antagonist group and 5 in the model group. Immunohistochemistry showed that H1 expression was
strongest in the stimulated group, followed by the antagonist, control and model groups. The H1 expression was high-
est at 24 hours after the experiment, followed by that at 6 h and 12 h, but those differences were not statistically sig-
nificant. Conclusion Median nerve electrical stimulation might modulate wakefulness after traumatic brain injury
by promoting H1 expression via orexin-A in the prefrontal contex.
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SC AN R ETE N
Acupuncture versus intravenous morphine for acute pain

BACKGROUND AND OBJECTIVE While acupuncture has been introduced to a number of health systems throughout the world, its
use in the (ED) is rare. This study evaluated the efficacy and safety of acupuncture compared with that of morphine for adults presenting to
the ED with acute pain.

METHODS This prospective, randomized, non-blinded trial included adult patients presenting to the ED of a university hospital in Tu-
nisia with acute pain syndromes. All patients reported a pain intensity of at least 40 on a 100-point visual analogue scale ( VAS). In the group
randomized to receive acupuncture (n=150) , protocols were selected from a pool of predetermined acupuncture points for each condition.
Those randomized to the morphine group (n=150) received IV morphine, titrated from an initial dose of 0.1 mg per kilogram, adding a dose
of 0.05 mg per kilogram every five minutes, until reaching sufficient pain relief, to a maximum of 15 mg. The primary outcome measure was
pain severity at baseline and five, 10, 20, 30, 45, and 60 minutes.

RESULTS Success, defined as a reduction of at least 50% in pain severity from baseline, was achieved in 92% of the acupuncture
group and 78% of the morphine group (P<0.01). Pain resolution time averaged 16 minutes in the acupuncture group and 28 minutes in the
morphine group ( P<0.01). Minor adverse events were experienced by 56.6% of those in the morphine group and 2.6% in the acupuncture
group.

CONCLUSION This randomized trial of patients presenting with acute pain in the emergency department found that acupuncture could
provide better and quicker relief than could IV morphine.

[ 4/ H : Grissa MH, Baccouche H, Boubaker H, et al. Acupuncture versus intravenous morphine in the management of acute pain in the

e.d. Am ] Emerg Med, 2016, 11. 34 (11): 2112-2116.]

Shockwave therapy versus botox for plantar fasciitis

BACKGROUND AND OBJECTIVE Plantar fasciitis ( PF) is very common in the general population, often persisting for many
months. As extracorporeal shockwave therapy (ESWT) has been used in the management of tendinopathies and botulinum toxin A ( BoNT-A)
has been used to treat pain, this study compared the effects of those two interventions for the treatment of PF.

METHODS This open label, prospective, randomized study included patients with PF who had not responded to physiotherapy and
electrotherapy. The participants were randomly assigned to receive either ESWT, focused at the area of maximum tenderness for 15 minutes
per session, or 100 units of BoNT-A, with injections divided between the insertion of the plantar fascia in the calcaneus and the area of maxi-
mal tenderness. The subjects were assessed for pain in the affected foot on a 10-point visual analogue scale (VAS), when taking the first
steps in the morning, during daily activity, and while performing exercises. Each patient was also assessed with the Quality of Life Health
Status Questionnaire.

RESULTS Data for 72 patients were included in the analysis. The median pain score when taking the first steps in the morning was sig-
nificantly better in the ESWT group than in the BoNT-A group (P=0.009). Better improvement was also noted in the ESWT group than in
the BoNT-A group on the Roles and Maudsley Scale of Pain between the first and second visit, as well as in the percentage of patients who
noted improvement in pain on at least one of three modalities of VAS pain scores (P=0.006 and P=0.029, respectively). A regression anal-
ysis revealed that ESWT and low body weight were independently associated with improvement in pain.

CONCLUSION This study of patients with recalcitrant plantar fasciitis found that shockwave therapy was superior to botulinum toxin A
for reducing pain.

[ % H :Roca B, Mendoza MA, Roca M. Comparison of extracorporeal shockwave therapy with botulinum toxin type a in the treatment of
plantar fasciitis. Disabil Rehabil, 2016, 10. 38(21) ; 2114-2121.]



