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ABSTRACT Objective: To investigate the pathological changes of brain tissue by building he animal model simulated neonatal
perinatal hypoxic ischemic brain damage, and study neonatal hypoxic ischemic brain injury in the pathophysiology to provide an
experimental basis for further effective treatment. Methods: 40 postnatal 7 d neonatal Kunming mice were divided into four groups:
normal group( A group), unilateral common carotid artery ligation group ( group B), unilateral common carotid artery ligation plus hy-
poxia group ( group C) and bilateral common carotid artery ligation group ( D group). Unilateral carotid artery ligation group ( group
B) underwent right carotid artery ligation; Unilateral common carotid artery ligation plus hypoxia group( group C) underwent right car-
otid artery ligation and put them into the 50 mL container in the constant temperature of 20C and the mice taken out at different time.
Bilateral common carotid artery ligation group ( D group ) underwent bilateral carotid artery ligation, and each group after operation w-
ere returned to the maternal side to continue breastfeeding, three days later for histologic detection. Results: Unilateral common carotid
artery ligation plus hypoxia 60min, cortex and hippocampus ligation side in mice brain appeared pathological changes, with prolonged
hypoxia (90 min, 100 min, 120 min ) lesions scope gradually expanded, more obvious pathological changes. Conclusion: Unilateral
carotid artery ligation and hypoxia for a certain period of time can cause mice brain injury, brain cells occur pathological changes, and
cortical and hippocampal region of the neural cells to hypoxia and ischemia are the most sensitive, so as to further study of neonatal
hypoxic-ischemic brain injury provides a more reliable model.
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Table 1 Comparison of mortality

Group C
Group A Group B Group D
Group C1 Group C2 Group C3 Group C4 Group C5
Number 5 5 5 5 5 5 5
Death number 0 1 0 0 0 0 5
Mortality(%) 0 20 0 0 0 0 100
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Table 2 Brain tissue pathological morphology change

Hypoxia Time

Group C1 Group C2 Group C3 GroupC4 GroupC5
(30 min) (60 min) (90 min) (100 min) (120 min)

On the right side of the  On the right side of the

brain cortex and brain cortex and Bilateral cortical and
hippocampal regions of  hippocampal regions  hippocampal regions of
On the right side of the
little visible nuclear showed large amounts visible large nuclei
Compared with the brain cortex and

Hypoxia ischemia normal age mice, on hippocampus regions

injury after 72 hours of  both sides of the brain  visible nuclear structure
HE staining tissues showed no is not clear, some

significant abnormality nuclear pyknosis, left is

not obvious

pyknosis, deeper of nuclear pyknosis, pyknosis, deeper

colored nuclear deeper colored nuclear colored nuclear

structure, irregular structure, irregular structure, irregular

shape, microscopic shape, microscopic shape, shrinking cell

nuclear pyknosis cell nuclear pyknosis cell ~ body is triangular, the

count more than the count more than the most obvious change

left, the group thanin  left, the group than that

group

group C2 significantly in group C2, C3
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B 1 fE& 120min i§5x 40(ZEFHERE)
Fig.1 Hypoxia 120min hippocampus % 40 ( nuclear pyknosis heavy)
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B 2 $RE 120 min FE* 40(1ZEHRKE)
Fig.2 Hypoxia 120 min cortex X 40 ( nuclear pyknosis heavy)

B 3 & 100min iF5x 40
Fig.3 Hypoxia 100min hippocampusx 40
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B 4 | 100m1n EZ);X 40
Fig.4 Hypoxia 100min cortical x 40

B 5 B4 90min iFTx 40
Fig.5 Hypoxia 90min hippocampusx 40
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Flg 6 Hypoxia 90min cortical x 40
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Fig.7 Hypoxia 60min hippocampusx 40
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Fig.8 Hypoxia 60min cortical x 40
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Fig.9 Hypoxia 30min hippocampusx 40
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Fig.10 Hypoxia 30min cortical x 40
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Fig.11 Normal control group cortical x 40
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