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Fig 1  Rat cortical neurons visualized by phase-contrast microscope( % 200) . A. Complete medium; B. Serum-
free medium; C. Glu; D. MT+ Glu; E. KCI; F. MT+ KCI; G. SNP; H. MT+SNP.

4 MT Tab 1  Protective effect of MT (mol* L™ ') on
NO 5 sodium nitroprusside(SNP, 100 1 mol* L 1)- induced
( NO) MT NO neurotoxicity in cultured rat cortical cells. Cell
’ . viability was measured wsing colorimetric MTT assay
° ’ Treat ment Asq¢ value % inhibition of MT
MTT ’ LDH Serum-free control 0.945 10 .013
,MT MTT ,LDH SNP toxicity 0.717 £0.052"
SNP+ MT 10°° 0.933£0.027" " 94 .7
> MT > 1077 0.914 %0.031" " 86 .4
« 1, 2. 108 0.898 +0.032" " 79 .4

xts, n=6." P<0.01 vs serum-free control; = P < 0.0l

vs SNP toxicity . MT: Melatonin, SNP: Sodium nitroprusside

Tab2 Inhibitory effect of MT(mol* L~ 1y on SNP (100 pmol* L™ 1)-
induced LDH release in cultured primary cortical neurons in rats .

Group LDH Total LDH/u*100 ml~'  LDH release rate/ %
Serunr free control 231 .32 %13 .23 715 .57 £28 .28 0.323 £0.006
SNP toxicity 336 .87 £22 .95 776 .91 £49 .89 0.433 +0.05"
SNP+ MT 10°°¢ 240 .61 *12.72 737.12 £26 .40 0.326 £0.008 "~

1077 244 17 £12 .22 727 .03 £30.33 0.336 £0.005"°
1078 251 .09 *14 .46 726 .84 £36 .82 0.345+0.003" "

Xx*s, n=6." P<0.0l vsserunrfree control; =~ P<0.0l vs SNP toxicity .
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EFFECTS OF MELATONIN ON NITRIC OXIDE CONTENT AND
ITS NEUROTOXICITY IN CEREBRAL CORTEX

Zhang Qingzhu( Zhang QZ) , Zhao Mingrui( Zhao MR) and Zhang Juntian( Zhang JT)

(Institute of Materia Medica , Chinese Academy of Medical Sciences and
Peking Union Medical College , Beijing 100050)

ABSTRACT AIM: To explore the mechanisms of the antiaging action of melatonin( MT) . METHODS:
The effects of MT on nitric oxide ( NO) content, high concentrations of KCI, glutamate ( Glu)-induced NO

release , and sodium nitroprusside ( SNP)-elicited neurotoxicity were studied in old mouse cerebral cortex and rat
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primary cortical cultures. RESULTS: MT could inhibit the elevation of NO content in old mouse cerebral
cortex , reduce the KCI, Glirinduced NO release , antagonize the SNP-induced neurotoxicity in cultured cortical
cells of fetal rat . CONCLUSION: The inhibitory effects on NO release and its neurotoxicity were probably one
of the mechanisms of the MT antiaging action.
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