106 - (J First Mil Med Univ) 2005;25(1)

, , ( , 510515)
SD 31 12 6 ( 50, 7
. 20mg . 1 d. 5 ) 6 (
6 , 20mg/ . 1 /. 5 ), Morris
o (P<0.05);
N (P<0.05);
(P<0.05), .
: Q572 ‘A :1000-2588(2005)01-0106-03

Effects of thyroid hormone on cognitive function in rats with chronic cerebral ischemia
WANG Qun, LI Yong-jun, LU Bing-xun
Department of Neurology, Nanfang Hospital, Southern Medical University, Guangzhou 510515, China

Abstract: Objective To study the characteristics of cognitive dysfunction in rats with chronic cerebral ischemia and the ef-
fects of thyroid hormone on the rats' cognitive function. Methods Thirty-one male SD rats were randomly allocated into nor-
mal control group (n=12), operation group (with bilateral carotid artery ligation and examined 5 weeks later, n=6), acute phase
treatment group (APT, with bilateral carotid artery ligation and intragastric administration of thyroid hormone at 20 mg once
daily for 5 weeks starting from the day of operation, n=7) and chronic phase treatment group (CPT, with the operation and
thyroid hormone administration in an identical manner started from the sixth week following the operation, n=6). Morris water
maze test was performed at the end of experiment. One-way ANOVA was used to estimate the differences in the learning and
memory functions of the rats using SPSS10.0 for Windows. Results The average latent period of the operation group was sig-
nificantly prolonged in comparison with that of the other groups (P<0.05) in spatial orientation test. The probe time (time
spent in the quadrant where the platform was once situated) of normal control was much shorter than those of the operation,
APT and CPT groups in spatial probe test (P<0.05), and the operation group had the poorest score. The average latent period
of the operation and CPT was longer than that of the other groups (P<0.05) in working-memory task (P<0.05), and the opera-
tion group again had the poorest score. Conclusion Spatial cognitive function is totally damaged in rats with chronic cerebral
ischemia, and learning can not induce the formation long-term memory because of short-term memory damage. Thyroid hor-
mone may lessen but can not fully repair the damage of the cognitive dysfunction resulting from chronic cerebral ischemia,
and early intervention with thyroid hormone may be beneficial for chronic cerebral ischemia.
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Fig.1 Scores of Morris water maze test of each group

(Mean+SD)
Group . Spat.ial Spatial probe test Working-
orlentation test memory task
Control 6.19+£3.90 32.18+7.17 5.78+3.27

Operation ~ 57.87£57.48*4  18.50+3.05* 62.84+50.26*"
APT 16.13+19.50 20.58+7.99* 12.65+12.79
CPT 25.16£27.12 19.38+4.80* 33.57+23.38*

*P<0.05 vs control, “P<0.05 vs APT, 4P<0.05 vs CPT. APT:

Acute phase treatment; CPT: Chronic phase treatment
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