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[ Abstract] Objective  To investigate the effect of electroacupuncture (EA) on the cognitive function of rats
with chronic cerebral hypoperfusion (CCH) and its possible mechanism. Methods Forty male Sprague-Dawley rats
were randomly divided into a sham operation group of 10 and an operation group of 30. Permanent bilateral common
carotid artery occlusion (BCCAO) was conducted to introduce a model of CCH in the operation group, which was fur-
ther divided into a model group, an EA 4 w group and an EA 1 w group, each of 10. The EA 4 w group was given
2/100 Hz dilatational wave EA for 4 weeks, and the EA 1 w group was provided with the same EA for one week. A
Morris water maze was used to assess the rats’ cognitive functioning, and a reverse transcription polymerase chain re-
action (RT-PCR) was employed to detect the expression of JAK2/STAT3 mRNA in all the rats” brains. Results
Compared with the sham operation group, the rCBF in the operation group had decreased significantly after BCCAO,
and it was significantly lower than before the operation. Compared with the model group, the escape latency improved
significantly from the 3rd day in the EA 4 w group, and from the 5th day in the EA 1 w group. The targeted quadrant
residence time of the EA 4 w group was prolonged significantly. JAK2/STAT3 mRNA expression decreased signifi-
cantly only in the EA 4 w group. Compared with the EA 1 w group, the escape latency of the EA 4 w group had de-
creased significantly by the 5th day, with the target quadrant residence time significantly prolonged, and JAK2 mRNA
had decreased significantly as well. Conclusion EA can improve cognition in CCH, at least in rats, and especially
with early intervention. This may be achieved through inhibiting excessive activation of the JAK2/STAT3 pathway, re-
ducing brain injury.
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Protein intake and risk of stroke

BACKGROUND AND OBJECTIVE As several epidemiological studies have demonstrated that higher protein intake may reduce the
risk of stroke, this prospective, cohort study was designed to further explore this association.

METHODS In 1988, a screening survey was performed in Hisayama, Japan. Subjects were 2,587 residents, ages 40 to 79 years, with
a comprehensive assessment including a dietary survey. The subjects were followed prospectively for 19 years, with health examinations per-
formed every one to two years. A daily monitoring system was used to identify stroke events. At baseline, stroke risk factors were also deter-
mined, with measures taken of body mass index, physical activity, blood pressure, lipid profiles and renal function. The intake of animal and
vegetable protein were compared with the risk of stroke.

RESULTS Age and gender adjusted incidence of total stroke decreased significantly with higher amounts of total protein intake (P =
0.03). The adjusted incidence of intracerebral hemorrhage decreased significantly with increased protein (P=0.008) , with no such associa-
tion for subarachnoid hemorrhage. Multi-variable adjusted analysis revealed that, for every 10 g per day increment increase in total protein in-
take, a 15% lower risk of stroke was realized. Elevated levels of vegetable protein intake were associated with a lower incidence of total stroke
and ischemic stroke (P<0.05). Elevated levels of animal protein were associated with a lower incidence of intracerebral hemorrhage (P =
0.01).

CONCLUSION This study found that higher protein intake is associated with a lower risk of total stroke, with vegetable protein associ-
ated with lower risk of an ischemic stroke and animal protein associated with a lower risk of intracerebral hemorrhage.
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