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The effect of repetitive transcranial magnetic stimulation on neuropathic pain and nNOS in dorsal root gan-
glia in a rat model Guo Tiecheng, Xu Jingfei. Department of Rehabilitation Medicine, Tongji Hospital, Tongji Med-
ical College, Huazhong University of Science and Technology, Wuhan 430030, China

[ Abstract] Objective In order to explore the mechanism of repetitive transcranial magnetic stimulation
(rTMS) on neuropathic pain, we observed the effect of different frequencies of rTMS on neuropathic pain and the ex-
pression of neuronal nitric oxide synthase (nNOS) in the dorsal root ganglion (DRG). Methods A total of 28
male Sprague-Dawley rats were used and divided into a control group, in which sham-operation was performed, and
an experimental group which was further divided into a sham-rTMS group, a 1 Hz group and a 20 Hz group after suc-
cessful neuropathic pain model was established by operation to ligate the left sciatic nerves, with 7 rats in each group.
Three days after the operation, rTMS was applied to the primary motor cortex (M1) contralateral to the pain once dai-
ly for 10 consecutive days. The pain behavior and nNOS expression in the DRG were measured before and after 10
days of r'TMS intervention. Results All the neuropathic pain model rats demonstrated pain-related behaviors 3 days
postoperation, the mechanical pain thresholds were significantly lower than those in the control group (P <0.05).
After 1'TMS treatment, the mechanical hyperalgsia was significantly relieved in 20 Hz group but not 1 Hz group as
demonstrated by a comparison with the sham-rTMS group (P <0.05). The expression of nNOS in DRG ipsilateral to
the neuropathic pain was significantly increased in sham-rTMS group and 1 Hz group (P <0.05) when compared with
the control group. Meanwhile, it was shown that expression of nNOS was down-regulated in 20 Hz group but not 1 Hz
group (P <0.05). The degree of pain relief in 20 Hz group was negatively correlated with the expression of nNOS in
DRG (P <0.05). Conclusions Neuropathic pain induced by peripheral nerve injury is associated with elevated
expression of nNOS in the DRG. High-frequency rTMS can relieve neuropathic pain through down-regulating the over-
expression of nNOS in the DRG, but the low-frequency rTMS has no such effect.
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Nerve palsy after total hip arthroplasty

BACKGROUND AND OBJECTIVE Perioperative iatrogenic nerve damage after total hip arthroplasty (THA) is a rare but serious
complication. This study was designed to better understand the prognosis of patients with nerve injury after total hip arthroplasty.

METHODS This retrospective analysis reviewed patients seen in one clinic for THA between 1998 and 2003. All participants had nor-
mal preoperative neurologic examinations. All underwent clinical examinations six weeks, four months, one year and two years post-surgery.
Data were reviewed for patients with postoperative nerve lesions.

RESULTS Thirty-five patients were found with postoperative nerve lesions, with one demonstrating electromyographic evidence of a
peroneal nerve/positional injury. That patient was excluded from the analysis. For primary surgery, the incidence was 1.5% , and, for revi-
sion surgery was 1.4% . The incidence was 2.5% in females and 0. 6% in males (P <0.01). Twenty patients suffered damage of the femo-
ral nerve, nine of the sciatic nerve and five the superior gluteal nerve. All 35 patients had EMG evidence of neurapraxia. At the time of the
two-year examination, 50% of the subjects demonstrated complete remission. In those patients, the median duration to complete remission
was 19 months. At the final examination, at a median time of 93 months, six of seven patients available had achieved further improvement.

CONCLUSION This study of patients with iatrogenic nerve injury during total hip arthroplasty surgery found that 50% enjoy complete
recovery at two years.

[## H :Zappe B, Glauser PM, Majewski M, et al. Long-term prognosis of nerve palsy after total hip arthroplasty: results of a two-year
follow-up and long-term results after a mean time of eight years. Arch Ortho Trauma Surg,2014,134(10) ; 1477-1482. ]

Nerve injuries associated with acetabular fractures
BACKGROUND AND OBJECTIVE Acetabular fractures are frequently associated with nerve injuries. These commonly include the

obturator, femoral and lateral femoral cutaneous nerves, as well as the sciatic nerve. However, few studies have documented the incidence of
these injuries. This retrospective investigation was designed to determine the proportion of patients with acetabular fracture who develop nerve
injuries, and what factors might increase this risk.

METHODS Data were collected from the German Multicenter Pelvic Study Group, with documentation of pelvic fractures beginning in
1991 at 29 university major trauma hospitals. The registry data included type of acetabular fracture, injury patterns and injury severity, as
well as demographic information and type of surgery. Data were also gathered concerning the neurologic status of the patient at admission and
discharge, and included nerve injuries identified at the hospital.

RESULTS Of the 2,073 patients identified, 1,395 underwent surgery. The proportion of patients diagnosed with targeted nerve injuries
at hospital admission was four percent, and at discharge was seven percent. Type C fractures were associated with the highest proportion of
nerve injuries while type A fractures had the lowest. By fracture location, transverse plus posterior wall fracture was associated with the
highest, while anterior wall fractures with the lowest risk of nerve injury.

CONCLUSION This study of patients with acetabular fractures found that, at hospital discharge, seven percent had a trauma related
nerve injury, with the risk highest among those with posterior wall fractures of the pelvic ring.

[## H :Lehmann W, Hoffmann M, Fensky F, et al. What is the frequency of nerve injuries associated with acetabular fractures? Clin
Orthop Relat Res,2014,472; 3395-3403. ]



	823.pdf
	824.pdf
	825.pdf
	826.pdf
	827.pdf

