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Fig 1 Relationship between the pressure and the diameter
in middle cerebral artery
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Fig 2 Change of pressure and the distensibility in middle
cerebral artery
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Fig 4 Change of the stress and th elastic modulus in mid«
dle cerebral artery

(n: experiment group; m: control group)
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An experimental study of the biomechanics of middle cerebral artery in a-

cute cerebral infarction

Zhou Huadong, Yu Zhenguo, Wang Gongrui (Deapartment of Neurology, Daping Hospital, Third Military Medical Uni-

versity, Chongqing, 630042)

Abstract Local cerebral vascular paralysis was found in most cases of cerebral infarction. The extent

and severity of vascular paralysis and its effect on the contraction—relaxation function of vessels were depen-
dent on the developmental rapidity and duration of vascular paralysis and the involved area of the brain. In
this study, one of the internal carotid arteries was ligated in dogs and the mechanical properties of the middle
cerebral artery (MCA) were studied. It was found that the distensibility was significantly lower in the
blocked MCA than in the normal while the elastic modulus was greater in the blocked MCA than in the con-
trol in the 24th hour after the ligation. It was concluded that the elasticity of the cerebral vessels was reduced
in cerebral infarction resulting from acute blockage of the internal carotid artery.
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