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MR Study of the Brain in Rats with Chronic Unpredicted Comprehensiveness Stress
WANG Man, XIE Shou-fu, JIN Kui-he
Department of Psychiatry,the First Hospital of China Medical University ,Shenyang 110001, China

[Abstract] Objective: To study the relationship between the damage of the central neuron and the brain structure and
function of the rats with chronic stress. Methods: Male Wistar rats (n=30) weighting about 185-255g were divided into
the test group (T, n=15) and the contral group (C, n=15) randomly. The rats in group T were exposed to various types of
stresses every day for consecutive 21 days. The rats in group C did not receive any stress during 21 days. Every rat was
weighed, open—field tested and measured for the brain by MR before the test and on the 22nd day. Also, on the 22nd day,
the brains were removed and cut coronally. The apoptosis was detected by techniques of terminal deoxynucleotibyl
transferase (TdT)-mediated dUTP nick end labling(TUNEL). Results: Weight and the result of Open—field test: compared
with group C, group T showed less weight, increased stopping time in the center, decreasing rearing and grooming and
increased defecation after 21—-day stress (P<0.01-0.05). Compared with group C, the percentage of positive cells in the
hippocampus of group T increased significantly in the TUNEL method (P<0.01). Compared with group C or before
experiment, the lateral cerebral ventricle width and the diameter of midbrain aqueduct in group T increased after 21-day
stress (P<0.01). Conclusion: After the chronic stress, the apoptosis of the neurons in the rats hippocampus were increases
and the MR image of brain shows cerebral atrophy.
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