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G lucocoticoids Potentiates B-amyloid Protein- induced H ippocampal N eurons Dam age

XU Dong-fang', L1U Dong-melb , WU Qing-si, LI Wei—pingb , YAO Yu-you" (a. Depa rtment o fLabomtory Medicine, b. De-
partment o f Phammacology, Anhui Medical University, Hefi 230032, China)

ABSTRACT: OBJECTIVE To explore the effect of glucocorticoids on B-amyloid protein-induced hippocampal neurons toxicity in
vitn. METHODS Cell viability was measured by rate of LDH release, and apoptotic cells were assessed using TUNEL staining. In-
tracellular calcium ([ Ca’

cent dye. RESULTS Treatment with DEX (0.01 ~10 mol® L") for48 h or AB,,, (0.5Mmols L' ) alone for24 h did not cause

],) was investigated with a confocal laser microscope using fluo-3/ acetoxymethylester( AM) as a fluores-

a significant increase in LDH, compared with vehicle-treated control cultures, buta 24 h princubation with DEX( 0.0l ~10 Emol*
L") further decreased the viability of hippocampal neuronal with 0.5 Hmol® L AB, 5.1 Bmol® L' DEX or0.5 Hmol*s L'
AB,,,, alone failed to increase [ ca® ]; and the number of cells stained positively for TUNEL in the hippocam pal neurons, but pretreat-
ment with 10 Bmol* L' DEX significantly prompted intracellular calcium, and apoptotic cells death in hippocampal neurons treated
with AB. CONCLUSION - Glucocoticoids may potentiate the AB mediated neurotoxic action causing further increasing the level of in-

tracellular Ca’ .
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Note: compared with the control group,'” P < 0. 05; compared with the
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2.2 DEX, AB,., & DEX + AB, St Ty 2 JL IR T 1K) 5§ i

X HAMLIE 10 molr L' DEXZ5{ 0.5 Bmole L'
AB, o JZH I TP G TUNEL S 548 JLBH PE | DEX + AB,,.,,
M W i DA 2T AR A R 0 A S BRI R R4
AR INE VIR R SV R TN I SR e N R
I BN 6 RALAH L, DEXCRI AB,, 418 T2 2 A8 4L,
AW (P >0.05) ;B 5 R F &K DEXH AB, AL,
DEX + AB, M TR B FIN (P <0.05), WA 1,

T E AR 25 % 245 20079 12 5 2455 63




anil

Bl 1 DEX{eit AB5EHE DGR T I ( TUNELYE )

H 5 RFIER DEX, ABMHELE P P <0.05; A AL ;B: 10" *mole L' DEX4l; C:0.5 Bmole L°" AB,, . 41; D:10°°mol L' DEX+0.5

Umols L-' AB, 81 P:FHYE,; N:BIHE

Fig 1 Influence of DEX on the number of hippocampal neurons stained positively for TUNEL induced by the AB

Note: compared with the same dosage DEX, AB,; ;s alone treated group,') P <0.05; A: Control; B:10™ ®mol*- L' DEX; C:0.5 Hmols L' AB, . ;

D:10 ®mols L°' DEX +0.5 Umole L' AB,, . ; P: Positive; N: Negative
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Fig2 Pretratment of hippocampal neurons with DEX Enhances intracellular Ca® " ([ Ca’ " ],) induced by AB,

Note: compared with the control group,') P <0.05; compared with the same dosage AB,; ,;, DEX alone trated group,” P <0.05

A: Control; B:10 ®mol* L™' DEX; C: 0.5 Mmol® L' AB,.,.; D:10 ®mols L' DEX+0.5 Umols L' AB,
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