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The combined effects of pulmonary rehabilitation and bronchial dilation drugs on patients with advanced pul-
monary disease Du Shuting * , Xing Bin,Ding Lianming , Wang Chunxia ,Yang Fubing ,Liu Zhenlan ,Zheng Lei ,Zhu
Lei. " Department of Pathophysiology, College of Basic Medical Sciences, Hebei North University, Zhangjiakou
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[ Abstract] Objective To evaluate the effects of pulmonary rehabilitation combined with the inhalation of
Seretide and tiotropium bromide on pulmonary function and the quality of life of patients with advanced chronic ob-
structive pulmonary disease (COPD). Methods Seventy-two patients with advanced COPD were randomly divided
into a rehabilitation group (n =36) and a control group (n =36). The patients in both groups were administrated
Seretide (a combination of fluticasone and salmeterol xinafoate) and tiotropium bromide by inhalation for 8 weeks.
Meanwhile, the patients in the rehabilitation group received breathing and upper and lower limb muscle strength exer-
cises. Pulmonary function was tested on admission, at the beginning of the training, and after training for 2, 4 and 8
weeks. The COPD assessment test (CAT) was also used to evaluate the patients’ quality of life. Results There
was no significant improvement in the average CAT score of the control group at any time from baseline to 8 weeks.
The average CAT scores in the rehabilitation group after training for 2, 4 and 8 weeks were all significantly lower than
that of the same group at baseline. The average FEV,% Pre score of the control group at 4 weeks was significantly
higher than at baseline. At 2 weeks, the average FEV,% FVC and MVV scores of the rehabilitation group had im-
proved significantly compared against the baseline averages of the same group. At4 and 8 weeks, pulmonary function
in the rehabilitation group had improved significantly. At 8 weeks, pulmonary function and the CAT scores in the re-
habilitation group were significantly better than those of the control group. Conclusion There is an advantage in
combining pulmonary rehabilitation and the inhalation of Seretide and tiotropium bromide for improving pulmonary
function, clinical symptoms and the quality of life of patients with advanced COPD.
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Characterization of clinical fasciculations

BACKGROUND AND OBJECTIVE Fasciculations are very common in the healthy population, and may be part of a benign fascicu-
lation syndrome ( BFS). This disorder is characterized by symptomatic fasciculations without progression. Despite their clinical training,
medical practitioners often express concern over the sensation of fasciculations, fearing the possibility of ALS. This study was designed to bet-
ter characterize fasciculation anxiety syndrome in medical practitioners.

METHODS Subjects were 20, consecutive medical practitioners presenting to a neurology clinic for assessment of fasciculations. These
individuals underwent clinical assessment, including motor and sensory peripheral nerve conduction and proximal F wave conduction, as well
as four extremities EMG of affected and unaffected muscles. Serum samples were tested for anti-voltage-gated potassium channel ( VGKC)
antibodies, creatine kinase (CK) and antinuclear antibodies (ANA). Of the 20 clinicians, 14 had isolated fasciculations, most often exacer-
bated by stress, caffeine, fatigue and exercise. The remaining six had additional symptoms consistent with a diagnosis of cramp-fasciculation
syndrome (3/6) sensorimotor neuropathy of axonal type (1/6), demyelinating sensory neuropathy associated with monoclonal gammopathy
(1/6) and ALS (1/6).

RESULTS Abnormal laboratory findings were not identified, and motor and sensory nerve conduction study results were within normal
limits in all clinicians presenting with isolated fasciculations. All 14 clinicians with isolated fasciculations demonstrated anxiety about ALS.
At a mean follow-up of 7.9 years since symptom onset, none of those with isolated fasciculations developed muscle weakness. All however re-
ported continued, although less frequent, fasciculations.

CONCLUSION This study of medical practitioners who presented with fasciculations found that the majority were male, with isolated
fasciculations, and anxiety concerning the possibility of a diagnosis of ALS. None with isolated fasciculations progressed to other disorders.

[ % A . Simon N, Kiernan MC. Fasciculation anxiety syndrome in clinicians. J Neurol, 2013, 260. 1743-1747. ]

Cognitively normal persons with beta amyloidosis

BACKGROUND AND OBJECTIVE Studies using imaging and cerebral spinal fluid biomarkers to assess the pathogenesis of Alzhei-
mer's disease ( AD) have focused on the accumulation of beta amyloid and the appearance of markers of neuronal death and synaptic dysfunc-
tion. This study was designed to determine whether excess B-amyloid accumulation induces an acceleration in brain injury in the period of
transition from cognitive normality to impairment.

METHODS This longitudinal cohort study included 191 cognitively normal, elderly individuals from the Mayo Clinic Study of Aging.
These individuals were compared to 17 individuals with mild cognitive impairment and nine with AD. All underwent serial brain imaging ever-
y 15 months from 2006 to the present, with scans including magnetic resonance, fludeoxyglucose F 18 (FDG) positron emission tomography
(PET) and Pittsburgh Compound B (PiB) PET. The clinically normal individuals were divided into four groups based upon the initial as-
sessment including all biomarkers normal (stage 0), abnormal brain B-amyloidosis only ( preclinAD stage 1) , abnormal brain B-amyloidosis
and brain injury without regard to cognitive test scores ( preclinAD stage 2 + 3), and normal brain B-amyloidosis with brain injury without
regard to cognitive test scores (suspected non-AD pathophysiology (sNAP) group).

RESULTS The rate of hippocampal volume loss was significantly greater among those in the preclinAD stage 2 + 3 group than in the
other three groups (P <0.05) and similar to that of the MCI group. The medial temporal region showed results similar to those of the hippo-
campus, with the greatest rate of volume loss in the preclinAD stages 2 + 3 compared with stage 0 (P =0.004) , stage 1 (P=0.02), and
sNAP (P =0.03).

CONCLUSION This study of cognitively normal individuals found that, over time, those with abnormal levels of beta amyloid and
brain injury biomarkers had higher rates of hippocampal volume loss and medial temporal neurodegeneration.

[ #5 H :Knopman D, Jack CR Jr, Wiste HJ, et al. Selective worsening of brain injury biomarker abnormalities in cognitively normal eld-
erly persons with beta amyloidosis. JAMA Neurol, 2013, 70: 1030-1038. ]
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