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Various Syndrome Autophagy of Intracerebral Hemorrhage and Expression Variation of Cathepsin D
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ABSTRACT Objective To observe the differences of neural autophagy and the expression of Ca-
thepsin D in patients with excess syndrome of stroke and depletion syndrome of stroke in the peri-hema-
tomal brain tissue of intracerebral hemorrhage(ICH). Methods Twenty-seven patients were assigned to
three groups according to syndrome typing,i.e,as Yang excess group(12 cases),Yin excess group(9
cases ) ,and depletion syndrome group(6 cases). The hemorrhage volume was assessed. National Insti-
tute of Health Stroke Scale(NIHSS) and Glasgow Coma Scale(GCS) scores were recorded. Another six
encephalic arteriovenous malformation (AVM) patients that require craniotomy, without occurrence of
ICH, were enrolled as the control group. Autophagy in the peri-hematomal brain tissue was observed by
using transmission electron microscopy ( TEM) .The expressions of Cathepsin D was detected by immuno-
histochemistry (IHC). Results The number of autophagic vacuoles and the expression of Cathepsin D
were significantly increased in the peri-hematomal brain tissue of ICH patients compared with that in the
control group(P <0.01). In accordance with autophagic amount, Cathepsin D expression level, bleeding
amount, and NIHSS, syndromes types were sequenced from high to low as depletion syndrome, Yin ex-
cess syndrome and Yang excess syndrome (P <0.01, P <0.05); in accordance with GCS, syndromes
types were sequenced as Yang excess syndrome, Yin excess syndrome and depletion syndrome (P <
0.01). Autophagic amount and Cathepsin D expression were positively correlated to bleeding volume and
NIHSS (P <0.01), and negatively correlated to GCS (P <0.01).Conclusions Autophagy participates in
secondary neuron injury after ICH. Autophagy and the expression of Cathepsin D were different in the pe-
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ri-hematomal brain tissue of patients with excess syndrome of stroke and depletion syndrome of stroke.
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