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[ Abstract] Objective To explore the influence of hyperbaric oxygen therapy (HBOT) on the learning
and memory ability using a rat model of vascular dementia (VD). Methods Sixty Sprague-Dawley rats were se-
lected and divided into a normal group, a sham operation group, a VD group and an HBOT group, each of 15 rats
using a random number table. The improved four-vessel method was used to establish a VD model in all except the
rats in the normal group, but for the sham operation group, the vertebral artery was not subjected to firing and the
arteria carotis communis was not clipped. The HBOT group was then given HBOT for 7 days. The Morris water maze
test was used to evaluate their learning and memory ability of all 4 groups. Results Compared to the normal
group, the mean escape latency of the sham operation group, the VD group and the HBOT group was significantly
longer in each case (P<0.05). Their platform quadrant crossing times were also significantly less, and their quad-
rant swimming distance as a proportion of their total swimming distance was significantly smaller ( P<0.05). Com-
pared with the sham operation group, the mean escape latency of the VD and HBOT groups was significantly longer
(P<0.05), the times of crossing platform quadrant were less and their quadrant swimming distance was a smaller
proportion of their total swimming distance. As compared with the VD group, the mean escape latency of the HBOT
group was significantly shorter [ (25.73£6.20) s], the average platform quadrant crossing times were significantly
more [ (9.51+2.25) times] and the platform quadrant swimming distance of the HBOT group was significantly lon-
ger [ (494.72+208.26) ], representing a significantly larger proportion of the total swimming distance [ (28.71x%
5.32)% ] (P<0.05). Conclusion HBOT can effectively improve learning and memory in vascular dementia, at

least in rats.
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Risk of pre-stroke antiplatelet therapy

BACKGROUND AND OBJECTIVE Intravenous tissue plasminogen activator (tPA) is known to improve outcomes after ischemic
stroke. Many patients receive antiplatelet therapy before ischemic stroke, with the concern that those individuals might face an increased risk
of bleeding when treated with tPA. This study assessed the risks and benefits associated with pre-stroke antiplatelet therapy among patients
with ischemic stroke who received intravenous tPA.

METHODS Data were obtained from 85,072 adult patients with ischemic stroke who received intravenous tPA. Of these, 38,844 had
been receiving antiplatelet therapy before hospital admission. The participants were followed for outcomes including symptomatic intracranial
hemorrhage (sICH) , in-hospital mortality, discharge ambulatory status and modified Rankin scale score (mRS).

RESULTS After risk adjustment, the prior use of antiplatelet agents was found to be associated with a higher onset of sICH ( OR
1.18), with a small, absolute increased risk of 0.68%. Prior antiplatelet therapy was not associated with a significantly greater risk of in-hos-
pital mortality. Those receiving antiplatelet therapy had higher ratios of being discharged to home, of independent ambulation and of better
mRS scores at discharge.

CONCLUSION This study of patients with acute ischemic stroke who received tPA found that those receiving pre-stroke antiplatelet
therapy were at increased risk of symptomatic intracranial hemorrhage, but also had better functional outcomes than those who had not re-
ceived antiplatelet therapy.

[## B :Xian Y, Federspiel JJ, Grau-Sepulveda M, et al. Risks and benefits associated with pre-stroke antiplatelet therapy among pa-

tients with acute ischemic stroke treated with intravenous tissue plasminogen activator. JAMA Neurol 2016, 73(1) ; 50-59.]

Cerebrolysin and stroke recovery

BACKGROUND AND OBJECTIVE Ischemic stroke is the second most common cause of death worldwide, and the third leading
cause of loss of disability-adjusted life years. Cerebrolysin, a neuropeptide preparation consisting of low molecular weight neuropeptides and
free amino acids, has been shown by animal studies to have neuroprotective properties. This study analyzed the efficacy and safety of cerebro-
lysin during post-stroke recovery.

METHODS Adult patients with ischemic supratentorial strokes were recruited for randomization. The subjects received either cerebroly-
sin, at 30 mL per day, or a placebo, once daily for 21 days, beginning at one to three days after stroke onset. The primary efficacy criterion
was the change in the Action Research Arm Test (ARAT) of upper limb motor function from baseline to day 90. Secondary outcome measures
were changes from baseline in gait velocity, fine motor function, global neurologic state, level of disability or dependence in activities of daily
living, aphasia, neglect, quality of life and depression.

RESULTS For the 205 patients included in the study, the ARAT scores improved from 10.1 at baseline to 40.7 on day 90 in the cere-
brolysin group, and from 10.7 to 26.5 in the placebo group( P<0.0001). A multivariate assessment of global status, as assessed by 12 out-
come measures, demonstrated superiority of the treatment group as compared to the placebo group (P<0.0001).

CONCLUSION This study of patients with ischemic stroke found that treatment with cerebrolysin, beginning 24 to 72 hours after stroke
onset, had a beneficial effect on functional and global outcome.

[ #% A :Muresanu DF, Heiss WD, Hoemberg V, et al. Cerebrolysin and recovery after stroke ( cars) ;: randomized, placebo controlled,
double-blind, multicenter trial. Stroke,2016, 47(1): 151-159.]



