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[ Abstract ]

growth factor ( NGF) after cerebral infarction and treatment with curcumin combined with electroacupuncture.

Objective  To investigate the expression of brain-derived neurotrophic factor (BDNF) and nerve
Methods Middle cerebral artery occlusion was successfully introduced to simulate cerebral infarction in 60 healthy,
male Wistar rats. They were then randomly divided into a control group, an electroacupuncture group, a curcumin group
and a curcumin combined with electroacupuncture group (the observation group), each of 15. After the modeling, the
four groups were given the planned interventions for 2 weeks, with the control group receiving no intervention. All of the
rats were sacrificed after neurobehavioral scoring and immunological staining of brain tissue from the infarction area was
used to detect the expression of BDNF and NGF. Results The average Bederson score in the observation group was
significantly lower than those of the other groups. Cells expressing BDNF and NGF were significantly more numerous in
the observation group than in the other three groups. Conclusion Curcumin combined with electroacupuncture can
significantly improve the expression of BDNF and NGF in the infarcted area, and this may play a neuroprotective role.

[ Key words] Cerebral infarction; Electroacupuncture; Curcumin; Nerve growth factor; Brain-derived

neurotrophic factor
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Ocrelizumab for primary progressive multiple sclerosis

BACKGROUND AND OBJECTIVE As B cells are thought to influence the pathogenesis of multiple sclerosis (MS) , through antigen
presentation, auto antibody production or cytokine secretion, a number of treatment options have focused on manipulating the function of B
cells. This study explored the efficacy and safety of Ocrelizumab, a humanized monoclonal antibody that selectively depletes CD20-expressing
B cells.

METHODS Subjects were 18 to 55 years of age with a diagnosis of primary, progressive MS. The patients were randomized to receive
Ocrelizumab, 600 mg every 24 weeks, or a placebo for a minimum of five doses (120 weeks). All patients received TV methylprednisolone at
100 mg before infusion.

RESULTS The primary endpoint was the percentage of patients with disability progression, using the Expanded Disability Status Scale
(EDSS). Secondary endpoints included change from baseline to week 120 in performance on the timed 25-foot walk, change in the total vol-
ume of brain lesions on T2-weighted MRI, change in the Physical Component Summary score of the Medical Outcomes Study 36-Item Short-
Form Health Survey (SF-36), Version 2, and change in brain volume from week 24 to week 120.

The percentages of patients with 24-week confirmed disability progression were 29.6% in the treatment group and 35.7% in the placebo
group (P=0.04). Significant improvement was noted in the treatment group as compared with the placebo group on the timed 25 foot walk
(P=0.04), with no difference between groups on the SF-36 Physical Component score (P=0.6). The total volume of hyperintense lesions
on T2-weighted images decreased in the treatment group and increased in the placebo group (P<0.001).

CONCLUSION This study of patients with primary progressive multiple sclerosis found that Ocrelizumab is associated with lower rates
of clinical and MRI progression.

[ % A :Montalban X, Hauser SL, Kappos L, et al. Ocrelizumab versus placebo in primary progressive multiple sclerosis. N Engl ]
Med, 2016.DOI; 10.1056/NE]JMoal606468. )



