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Preventive function of citalopram on neuro - cell apoptosis caused by long
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[ABSTRACT] AIM: To explore the preventing effect of citalopram on neuro — cell apoptosis caused by long — term
stress in CAl and CA3 region of hippocampus. METHODS : Forty male Sprague Dawley (SD) rats were randomly divided
into five groups including blank group, control group ( the control group was filled the stomade by 0. 9% saline) and three
experimental groups (intragastric administration of citalopram hydrobromide at doses of 8 mg + kg™ -+ d™', 4 mg « kg ™" -
d™', 1mg-kg™" - d™", respectively). Rat stress model was made by compulsory swimming everyday for 4 weeks. Cell
apoptosis in CAl and CA3 region of hippocampus was observed by HE staining method. Apoptotic cell numbers and integral
optical density in CAl and CA3 region were tested and analyzed by terminal deoxynucleotidyl transferase biotin — dUTP nick
end labeling (TUNEL) method and Norton Internet Security BR (NIS BR) software. ¢ — test was applied to compare apop-
tosis cell numbers and integral optical density. RESULTS: Control rats showed more static time and less struggling times.
Conversely, static time was shorter and rats spent more time after exhaustive exercise, and more struggling times in the ex-
perimental group. Rats in control group showed more positive cells in CAl and CA3 regions and higher integral optical den-
sity in CA3 region than those in blank group. Rats in experimental groups showed fewer positive cells in CAl and CA3 re-
gions. Rats in experimental group 1 and group 3 showed higher integral optical density in CA1 and CA3 regions than that in
control group. CONCLUSION: Long - term stress might cause neuro — cell apoptosis in CAl and CA3 region of hippo-
campus. Citalopram might have prophylactic effect on apoptosis caused by long — term stress in CAl and CA3 region, and
the prophylactic effect might not be influenced by citalopram. Our study suggests that the treatment mechanism of citalo-

pram in neural and mental illness by long — term stress may involve in a major role by antagonizing neuronal apoptosis in

both the CAl and CA3.
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Tab 1 Behaviour observed in different groups(z £s5. n=8)
Experimental Experimental Experimental
Blank Control
group 1 group 2 group 3

279.14 £52.67

181.63 +35.472%
22.88 +1.81%42
23.88 +3.04%

Static time(s)
Exhaustive time ( min)
Struggling times ( number )

38.29 £5.09
19.86 +3.13

164.86 +54.35%%  158.57 +59.49%% 200.38 +70.95%%
46.43 +4.04%%  69.29 £17.59%2  54.38 +2.9342
24.43 +4.12% 32.29 +9.83% 36.75 £16.13%%

4P <0.05, “2P <0. 01 s control group.
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Fig1 Apoptosis cells in CAland CA3 region of bank group were tested and analyzed by TUNEL method( A and B, x400). Apoptotic
cells in CAl and CA3 region of control group were tested and analyzed by TUNEL method (C and D, x400). Apoptotic cell in
CAl and CA3 region of experimental groups were tested and analyzed by TUNEL method (E and F, x400).
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Tab 2  Apoptosis cell number and 4 in CAl and CA3 region (% +s. n=8)

Experimental Experimental Experimental
Blank Control
group 1 group 2 group 3
CALl positive cell numbers 10.86 +3.85 15.00 +3.40° 10.73 +5.87 10.60 +1.82% 10.17 +3.66%

CAL IA 1096.63+126.62 1119.42+205.37  1477.25 £+474.54% 1 064.76 +201.11 1 638.71 £544. 562
CA3 positive cell numbers 18.86 +3.13 27.20 £5.07* 16.91 £5.4944% 13.40 £2.5144* 12.00 £4.9844"
CA3 A 1190.48+138.92 1029.93 +167.15% 1 555.84 £289.3144% 1 055.61 +200.05 1 473.47 £316.9744

"P<0.05, P<0.01 s blank group; “P<0.05,2%P <0. 01 vs control group.
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