DOT :10. 160167j. 1000 5404. 2003. (B. (D5

25 3 Vol. 25 No. 3
2003 2 ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Feb. 2003 193
SCEE SRS 1000-5404(2003) 03-0193-04
i, REF L BREL 2 K. % W.E F ‘ a
s 400038)
. B AD .
Jiik Mornis . Mel 1a  Mel 1b 5
R NaN; 1-4 Morns s 4
Mel 1a 1 s 3 , 4 . Mel 1b
. R s AD . AD Mel 1a
MT

H H H H

: R338.64; R392.2; R741.02; R977.3

Effects of sodium azide injected chronically on the learning and memory and the ex-

pression of melatonin receptors in the hippocampus of rats
XU Hai-wei, LI Hai-di, FAN Xiao-tang, WU Xuan, CAO Juan, TANG Jun (Deparment of Physiology. Third Military Medical Univer-

sity, Chongqing 400038 China)

Abstract: Objective To obsewe the effects of sodium azide injected chronically on the learming and memory
and the expression of melatonin receptors in the hippocampus of Alzheimer disease oxidative stress rats. Methods

The leaming and memory of rats were tested by Morris water maze. The expressions of melatonin receptors Mel 1a and

Mel 1b were detected by in situ hybridization. Results

The escape latency of the rats increased significantly after

chronically subcutaneousy injection of sodium azide and significantly increase was found in group of 4 weeks of injec-
tion. The melatonin receptor Mel 1a was overexpressed 1 week after injection of sodium azide, remaining at high level
2 and 3 weeks later and peaking 4 weeks later. No significant change of the expression of Mel 1b was found. Conclu-
sion Leaming and memory retention disorders of the rats due to chronically subcutaneous injection of sodium azde
can be used as AD model. The overexpression of Mel 1a melatonin receptor in the hippocampus of AD rats may prob-
ably be the compensation response to the decrease of melatonin level and oxidative stress.
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Fig 1 Changes of escape latency of rats in the Morris

water maze test after injection of sodium azide
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A: Expression of Mel lain the hippocampus of rats treated with normal saline < 30); B: Expressionof Mel 1a in CA3 of the hippocampus of rats treated with nor-
mal saline(>X200); C Overexpression of Mel lain CA3 of the hippocampus 1 week after injection sodium azide < 200); D: Expression of Mel la in CA3 of the
hippocampus was increased 2 weeks after injection of sodium azde(’>X 200); E: Expression of Mel la in CA3 of the hippocampus was increased 3 weeks after injec-

tion sodium azide (X 200); F. Expression of Mel la in CA3 of the hippocampus reached peak point 4 weeks after injection sodium azide (X 200)
2 Mel 1a (NBT/BCIP #:&.)

Fig2 The expression of Mel 1a melatonin receptor in the hippocampus of rats after injection of sodium azide (NBT [BCIP stained)
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