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[ Abstract] Objective To investigate any therapeutic effect of combining hyperbaric oxygen with mesen-
chymal stem cells (MSCs) in treating traumatic brain injury ( TBI). Methods Eighty healthy adult rats were
randomly divided into a control group, a hyperbaric oxygen group, a stem cell group and a combination group, each
of 20. TBI was introduced into the rats of all 4 groups. Twenty-four hours after the modelling, the hyperbaric oxygen
group received hyperbaric oxygen therapy, the stem cell group received MSCs transplantation, the combination
group was given the hyperbaric oxygen therapy an hour after the MSCs transplantation, while the control group was
not given any treatment. All of the rats were evaluated using neurological severity scores ( NSSs) after the modeling
and again after the treatment. They were then sacrificed for HE staining and the expression of nuclear factor kappa B
(NF-kB) and brain-derived neurotrophic factor ( BDNF) were observed. Results  On the 3rd, 5th, 10th and
20th day after the modeling, the average NSS of the combination group was significantly lower than those of the oth-
er three groups. However, the average NSS of the combination group on the 20th day was significantly superior to
that on the 3rd and the 5th days. Compared with the control group, the edema of brain cells was less severe in the
other 3 groups. The average expression of NF-kB and BDNF in the combination group was significantly higher than
in the other 3 groups on the 3rd, 5th, 10th and 20th day after the modeling. Conclusion  Hyperbaric oxygen,
especially long term treatment combined with stem cell transplantation, can significantly improve nerve function in
the brain after trauma, relieve inflammation and edema in and around the damaged area, and promote the expres-
sion of the NF-kB and BDNF.
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Association between migraine and cervical artery dissection

BACKGROUND AND OBJECTIVE Spontaneous cervical artery dissection (CEAD) is a frequent cause of ischemic stroke (IS) in
young and middle-aged adults. Some studies have reported a higher prevalence of migraines in patients with CEAD. This study evaluated the
association between migraine and spontaneous CEAD.

METHODS Data were derived from the Italian Project on Stroke at Young Age, a countrywide network of neurologic centers. The sub-
jects were patients with first-ever acute stroke, 18 to 45 years of age, consecutively admitted to 126 hospitals between January 1, 2000, and
June 30, 2015. Risk factors for premature cerebral ischemia were documented, including hypertension, diabetes, cigarette smoking, hyper-
cholesterolemia and migraine. The CEAD was categorized as traumatic or nontraumatic.

RESULTS Of the 2,485 targeted individuals, 13.4% had a diagnosis of IS secondary to CEAD (CEAD IS) and 86.6% had a diagnosis
of IS due to other causes (non-CEAD IS). Migraine was found to be more common in the subgroup of patients with CEAD IS (P=0.01). Af-
ter adjusting for other risk factors, migraine without aura was significantly associated with CEAD IS, with no such association found in pa-
tients with migraine with aura.

CONCLUSION This large cohort study of patients with ischemic stroke, ages 18 to 45 years, found an association between migraine
headaches, especially those without aura, and spontaneous cervical artery dissection.

[ H :De Giuli V, Grassi M, Lodigiani C, et al. Association between migraine and cervical artery dissection: the italian project on

stroke in young adults. JAMA Neurol 2017, 74(5) : 512-518.]



