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Tab 1. Effect of striatal perfusion with sodium azide(NaN;) on striatal extracellular acetylcholine( ACh) and
choline(Ch) levels in rat
Time of ACh/nmol -1, Ch/pmol - L.~
perfusion/min Control Model % Control Model %o

90 395 +239 395+ 16 100.0 0.67+0.13 0.64+0.29 95.4
120 354 + 198 329+33 93.0 0.49+0.09 0.46+0.22 93.5
150 321 £ 156 288 + 25 90.0 0.49+£0.09 0.46+0.22 95.2
180 297 + 156 247 +33 83.3 0.45+0.07 2.23£0.36" 492
210 272+ 94 140 +25* 51.5 0.41+0.08 3.07+0.47° " 752
240 222 91 70.9+7.47 " 31.9 0.36+0.09 3.44+£0.56" " 946
270 214+ 74 48.6+4.9" " 22.7 0.32+0.06 3.71£0.59" 1168
300 198 + 82 33.0+4.9"" 16.7 0.28+0.03 3.96£0.42"" 1408
330 222 + 107 2.2+2.5"" 10.0 0.26+0.02 3.86+0.56" " 1492
360 231+ 82 T4+417" 32.1 0.24+0.06 3.02£0.47"" 1280
390 214 + 66 107 + 74 50.0 0.21+0.05 2.43£0.48"" 1166
420 222 + 82 82+33" " 37.0 0.20+0.05 2.17£0.46™ " 1086
450 222 +91 91 +33" " 40.7 0.19+0.06 1.94+0.45" " 1020

Control group was perfused with Ringer solution containing 10 ymol L~
perfused with N-R solution for 120 min, followed by N-R solution containing NaN; 30 mmol* L.~! for 150 min, and again N-R solution for 180

neostigmine(N-R solution) for 450 min, 2 pL-min~". Model group was

min. ACh and Ch levels were measured every 30 min from 60 min. x +s, n=5. “ P<0.05, " * P<0.0l, compared with control group.
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Fig 1. Effect of Duxil on striatal extracellular ACh

level during striatal perfusion with NaN; in rats. The
prefusion protocols are the same as described in Tab 1. Duxil 10
mg-kg™'-d~! was given ig for 14 d before the striatal perfusion.
ACh level is represented as the percentage of basal levels before
NaN;-N-R solution perfusion. % + s, n=5. “ P <0.05, com-
pared with model group.
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The model on decreasing striatal extracellular acetylcholine level by
intracerebral perfusion with sodium azide in rats

WANG Wei™, SUN Xiao-Fang, WANG Dan-Qiao, ZHAO De-Zhong

( Institute of Geriatrics , Xiyuan Hospital , China Academy of Traditional Chinese Medicine , Beijing

Abstract: AIM To establish a usable method to
screen the medicines for preventing and treating
neurodegenerative diseases and intellective defi-
ciency. METHODS Male Sprague-Dawley rats
were divided into 3 groups randomly: normal
group, model group and Duxil group which was
treated with Duxil 10 mg-kg™'+d~" ig for 14 d.
Utilizing the microdialysis technique to perfuse
Ringer solution containing 10 pmol * L™ neostig-
mine and NaN; 30 mmol * L' into striatum of
freely moving awake rats, and continuously collect
the microdialysate sample simultaneously. The
acetylcholine( ACh) and choline levels in micro-
dialysate were measured with high performance
liquid chromatography-post column immobilized
enzyme reactor-electrochemical detection. RE-
SULTS The extracellular ACh level was lower in
model group than in control group after striatal

100091, China)

perfusion with NaN; for 90 min. The decrease

reached a minimum of 10.0%, at 60 min after
stopping perfusion with NaN;. Then the ACh level
partially recovered. However, it did not reach the
control level during 180 min of recovery. Pretreat-
ment with Duxil alleviated the decrease in ACh in-
duced by NaN; at 30 and 60 min after stopping
perfusion with NaN;. CONCLUSION  Perfusion
with NaNj caused the deficiency of cholinergic
nerve activity in local brain, and it could be used
as an acute model of sustained decrease in ACh
level .

Key words: sodium azide; microdialysis; brain;
acetylcholine
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