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X ( R- Rmin)/( Rmax - R) X sf2/sb2, kd Tab 1  Effect of hydrocortisone (HCOR, 4 mg*
a7 -1 .
224 nmol*L""; R~ 340/380 nm ’ kg” 'ed-!'x 21 d,sc) on index of thymus and spleen
Rmax 0.1 % Tritomr X100 340/380 nm in adult and old mice
. : o7 -1
; Rmin EGTAS mmol*L . Index/ mg+10g ' BW
340/380 nm :SF2 Sh2 roup Thy mus Spleen
380 nm Adult normal 1.956 £0 .686 3.519 £0.585
Adult + HCOR 1.348 £0.524" 2.731 £0.7251"°
Old normal 1.56210.234 3.280 £0.846
16,71 . 2.5% 3 mL, 12 old + HCOR 0.92410.251° "  2.416 £0.252
h , , xts, n=10.  P<0.05, " P<0.0l vs normal. BW:
37°C,5% CO, 6~12h ,500 body weight .
xg,4C 12 h s
100 pg* ml =" PI( PBS )y o, 1 h, 2 HCOR
400 , FACS-420 2 ,HCOR
10 000 s DNA > >
s GCOR
xts
Tab2 Effect of hydrocortisone (HCOR, 4 mg* kg™ '+d” ' sc,x 21 d)
on memory of adult and old mice in step through test
Latency (5 min) Error number (5 min)
Group ) )
Train d 21 Test d 22 Train d 21 Test d 22
Adult + HCOR 26.0%1 .5 158 .2£78 .2 5.8%1.3 1.3%1.0
Adult + HCOR 13.4%3 .1 125.9 85 .8 6.4%3 5 1.7%1.0
Old normal 117.0£55.2  160.8 £31.0 3.2%1 .2 1.6%0.6
Old HCOR 109.0 62 .0 87.3£40 .8 4.5%15 3.5%1.1°
x*xs, n=10."  P<0.05, " P<0.0l vs normal.
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Tab3 Effect of hydrocortisone( HCOR, 4 mg* kg™ '
*d !sc,x 21 d) on intracellular free [ Ca®>*]1i of
thy mocyte and hippocampus in adult and old mice

G [ Ca*" i/ nmol*L™!
rou
P Thy mus

231 .88 £37 .34

Hippoca mpus
419 .71 £49 .66

Adult normal

Adult + HCOR 267 .36 £28 .61° 506.14£52.69" "

Old normal 497 .85 £84 234" 464 .06 £78 .89

Old HCOR 827 .10 £76 .54" "> 751 25%53.15" " **
x_is,nIS.Drugtreatedas Tabl.  P<0.05, " P<

0.01 wvs adult normal; “P < 0.05, “* P <0.0l wvs old

normal .
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[Ca*]i PCD
4 ,DXMS
[ Ca®" ] .DXMS
8h [ Ca®" Ji (312.21
+70.32 nmol* L™ ")
(53.3 %) , DXMS PCD
[ Ca® " i .
Tab 4 Effect of dexamethasone ( DXMS) on
[ Ca’*1i of thymus and hippocamps of rats(16 ~ 18
d) in vitro
Dose/ [ Ca®* 1i/ nmol*L"!
Group o1 .
pmole L Thy mus Hippoca mpus
Nor mal 156 .2 £18 .2 123.1 £7.7
DXMS 0.01 203 .6 £22 .4° 183.2%15.3°"
0.1 254 .6 £27.1° 232.7%21 .97
1 362 .4 £65 .37 391 .0 £55 .4 °

x*ts, n=4. " P<0.0l vs normal, cultured with DXMS

for 30 min.
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GLUCOCORTICOID INDUCED DECREASE OF
INTELLIGENCE IN MICE AND I'TS MECHANISM

Li Weiping( Li WP) , Zhang Yan(Zhang Y) , Ming Liang( Ming L) and Chen Minzhu( Chen MZ)

( Depart ment of Phlli’muCOlOgy, Anhui Medical University, He fei 230032)

ABSTRACT AIM: To study the effect of glucocorticoids ( GCOR) on intelligence in mice and its
mechanism. METHODS : I mmunosuppresion and decrease in intelligence of adult and old mice were induced by

GCOR(sc, 4 mg* kg'1 , qd x 28) . Calcium fluoresence indicator Fura2/ AM was used to measure free

intracellular calcium 1) . Progcrammed ce at and a toslIS were measure means o
i llular calci Ca’ " ]i) . Prog d cell death( PCD) and apoptosi d f

electron microscopy and flow cytometry. RESULTS: GCOR was shown to be immunosuppress and decrese
intelligence as well as caused PCD of hippocampus in mature and old mice In vivo and in vitro. This increase of

GCOR continued in the free intracellular calcium concentration ([ Ca> " Ji) of thy mocytes and hippocampus and

caused PCD of thymocytes. CONCLUSION: GCOR was shown to be immunosuppress and decrease in

intelligence and PCD in thymocytes and hippocampus resulted in sustaining increase in [ Ca> " ]i which may be

one of the main reasons for the decrease of immunity and intelligance of mice and the process of ageing and
apoptosis .
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