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S 4N RIEGTE S
Tetanus toxin preserves skeletal muscle

BACKGROUND AND OBJECTIVE Skeletal muscle disuse results in a decrease in the volume of myofibers, with a resultant de-
crease in muscle force production. As the action of tetanus toxin results in increased muscle activity, this animal study was designed to deter-
mine the ability of tetanus toxin to prevent changes associated with disuse atrophy.

METHODS Female Sprague rats were divided into three groups, with all undergoing immobilization. Within the experimental groups,
one group underwent tetanus toxin injection and one group underwent saline injection. A third group, receiving no injections, served as con-
trols. Two weeks after the injections, the contractile force, muscle and myofiber morphology, as well as the tibialis anterior weight were ana-
lyzed and compared to those of the control group.

RESULTS After immobilization, the wet weight of the saline group muscles decreased significantly, to 68% of the wet weight of the
control muscles. The wet weight of the toxin-treated muscles maintained 98% of the wet weight of the control muscles. The maximal tetanic
tension (Po) of the toxin injected muscles did not differ from that of the control muscles. The saline group muscles developed on average only
58% /44% of the maximal twitch response (Pt)/ maximal tetanic tension (Po) produced by control muscles. Saline group muscles devel-
oped on average only 61% /45% of the Pt/ Po generated by the toxin injected muscles.

CONCLUSION This animal study found that tetanus toxin can prevent common signs of muscle disuse atrophy.

[ ## H :Matthews CC, Lovering RM, Bowen TG, et al. Tetanus toxin preserves skeletal muscle contractile force and size during limb

immobilization. Muscle Nerve, 2014, 50(5) : 759-766. ]

Duloxetine for neuropathic pain in multiple sclerosis

BACKGROUND AND OBJECTIVE Individuals with multiple sclerosis (MS) often report neuropathic pain. Despite extensive thera-
pies to treat this pain, few controlled studies have focused on the treatment of this condition. This study assessed the efficacy and tolerability
of duloxetine for reducing pain severity in patients with MS.

METHODS This randomized, double-blind, placebo-controlled trial included 2,039 adult patients with MS who complained of neuro-
pathic pain of at least three months’ duration. Those randomized to the duloxetine treatment group received 30 mg for one week, and then 60
mg for five weeks. Those in the placebo group received placebo once daily for six weeks. The primary efficacy measure was change from
baseline average pain intensity ( API) at six weeks after randomization. Secondary measures included change from baseline in the weekly
mean of night pain intensity (NPI) ratings, Clinical Global Impression of Severity Scale scores, Brief Pain Inventory scores, and scores on
the Multiple Sclerosis Quality-Of-Life - 54 instrument.

RESULTS The mean change in weekly API ratings from baseline to week six was greater in the duloxetine group than in the placebo
group (P =0.001). This difference was significant as early as week one (P =0.016), and remained significant at each subsequent week of
acute phase therapy (P <0.01 for each). More patients in the treatment group withdrew from the study due to adverse events, with the most
common being dizziness and somnolence.

CONCLUSION This study of patients with multiple sclerosis accompanied by neuropathic pain found duloxetine to be an effective in-
tervention for this pain.

[## A : Vollmer TL, Robinson MJ, Risser RC, et al. A randomized, double-blind, placebo-controlled trial of duloxetine for the treat-
ment of pain in patients with multiple sclerosis. Pain Practice, 2014, 14(8) . 732-744. ]
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