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[ Abstract] Objective The purpose of this study was to investigate the effect of ginsenoside Rgl on the Bel-2
expression in rat brain slices model of AD induced by okadaic acid (OA) . Methods The brain slices of 5 week old
SD rats were randomly divided into control group, model group, and ginsenoside Rgl groups (including small,
middle and large dose groups) , each group of 10 brain slices. Firstly, each brain slice was put in artificial
cerebrospinal fluid without any treatment to restore 1 h. Then, Rgl was added in the small, middle and large dose
groups to make the Rgl final concentration of 60, 120 and 240 wmol/L for 2 h, respectively. Lastly, OA was
added in the model group and ginsenoside R1 groups to make the final concentration of 1 p mol/L for 3 h. While the
blank control group was not given any treatment. After intervention, the expression of Bel-2 protein in the brain
slices was detected using the Western blot technology. Results Compared with the control group, the expression
levels of Bel-2 in the brain slices of model group was decreased significantly (P<0.01) . Compared with the model
group, the expression levels of Bel-2 in the three ginsenoside Rgl groups were significantly increased (P<0.01)

of which the Bel-2 expression levels in the large dose ginsenoside Rgl group were the highest. Conclusion
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Ginsenoside Rgl could inhibit neuronal apoptosis and have the neuroprotective effect on AD by up-regulating the

Bel-2 gene expression.

[ Key words] Gensenoside R gl; Alzheimer's disease; Okadaic acid; Bel-2

Bl SR i B9 (alzheimer disease, AD) & —
TP ARl B A TR, I AR i JC) 7 850 =
29y, (MRAEZ) PILBASHEHA “IHoam
BT, AZEA Rel RASRE | b
EMMFEEARRrZ—, HABEMAY, kA
HH LR A A PR T 3G sRICAZFIIA RN B REPIAE:
YER, % AD BA ZHEMA R ER, CRCHR
HHPTR IIE Z —. Bel=2 FEFUEATA R 41 i
TR AR, BFFERBIXS AD W HAHT
PRETTITAE I, R LA A s L i 2
TR, FHETR A i, SR ZIThIfE
TEINTE], HETS2 A7 )i Z PR S, AR H e
FHELEUFSE NS BAT Rel & 5% AD BE ol sl
RUK A Bel-2 BEAIRAA BIRMER]. ASScia bl wk
2 Wi Tt 5 S MR A TR XD R (okadaic acid, OA)
i 75 R BUIN R 5 AD B, SRS 45 T NS RAT
Rgl #EATIFE T, MEAS A Rgl X AD K
A3 Bel-2 £ I RB/AKF RS IR , BAEIESEA
Z AT Rgl AL B Bel-2 JE R Ze3k i il
MZICIHT, Xt AD ZHEMZ (R .

1 ST

1.1 ZIe#

1.1.1 SKIeEh¥  f@REMEYE SD KB 10 K, i
%, R. S, RE. 110~130g, WAL
R RS Eh Y G, A% IES : SCXK
(&) 2007-001.

1.1.2 ZmEIRF AZEiF Rgl, 4 98.99%,
W HE MR E AR DA RA A OA, 2
98% , W4 [ 35 [E ALEXIS 4= ¥ 157 /2 7] 3 P—tau
(Sere202) —#i, Bel-2 —¥i, BHAREEHRIC _HT,
W A LAY TRA R A F 3 PVDF &
DAB Y i) & 46 W A b B fj A ) TR B
TR

1.1.3 28 WAV AP, B EESARA
A, B ZQP-86; AN, HARGH
T, WS . UV-260; #&H [ H kL, 5
BIO-RAD A ], 5. IRA -3; B IZEG
AL, FKH Segrate (Milan) Z3w].

1.2 FHik

1.2.1 AD =B AR EEMNG &, AR TM
AD K FUIN F ARY Z: BESCR 7 i A5 K RURR
e, Pk, BORRNAZ, 1R R, MR
GRS, JEREE 400 wm BN L AR
HHEA (95%045%C0,) , W JEIHLLRFFRT 4
C. Wl FrBEALAY A S 4L XFHRAL . BIRIZH AN
o RFIEAZS R Rel 4H, 4 10 KA. &
HIG R A AT B, 2T 6 FLARPIFEIKE
Lhy SRIG/N, . & flE A S 2T Rel 412050
ANZBEAT Rgl B HZ Ml 60, 120, 240
pmol/ L, ¥ H 2 h; SRJEH OA INABIRIZIFIAN =
EAF R &4, SUE LGRS 3100 1 wmol/ L,
YEA 3 h. XTREAAAUE RN TR E s, AIE
fal b F.
1.2.2 Western blot T Higss )5, Br48-41N A H
WL SRIEITASK . 2. RIEER. CRAIAE
2 SDS-PAGE 7%, R HUr S a8 1 48 s Uk {3 Dk
WATEANE, KB BN EAFE AR SR
B, BERE I PTARE S . A Bel-2 ik
1:200) , 4CHFF LR, SRJE I A BARBEbR 10 1Y
Bel-2 —#ifk. R DAB ¥ €5, 1 PBS 4 7E
X AL
1.2.3 BSOS RN DAB kBN EH)E,
FHEEIE G AT AR 45 AL R 1 Ay b T i A 7K
FEEFHR T, BT 4541 Bel-2 FRPER IR
L. DA IR K BEEE S B —action YK
FEMERY LA, 2R Bel-2 FE & it
1.3 GitFaE

I EHELL (xxs) Fow, [ SPSS 4k
TG 2R 8 M, 5 55 R IR A levene £
05, IEASMEARE R Shapiro-Wilk #5565, Z22H %
B] LR FH R R 220081, 7 25403t I A 1) 7
R LSD-t. P<0.05 NZERAGiF5E L.

2 #R

KEMW 25 OA WF G, Bel-2 RIKEMAFR
KB B UL, AL SRR R R SR
X (P<0.05); ASR2H Rel W5, nf LI EXT
L OA XFHVEAT, BHE 4 E OA KbBE R BN A 19
Bel-2 i, &5 AS 2T Rel 41587 i



36 B R R 2F 244

35 4%

LRAEGH#EY (P<0.05); ASEIF Rel &4
Fee, KGR SRR 2 8] Bel-2 2 FKE 22
BRGHFE (P>0.05), F. /NIEHZ R 2
SHGHEE L (P>0.05), KAHEHS/NFEH
2B ES TG I R (P>0.05), WK1 H1
% 1.

Bel-2

S I ok

—— A —— N — > —3C!IN

1 ASEH Rgl THREESHEARKF Bel-2 EARIE
Fig. 1 Expression of Bcl-2 protein in rat brain slices
of each group after intervention by ginsenoside
Rgl
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Tab. 1 Comparison of Bcl-2 protein expression level
in rat brain slices of each group after
intervention by ginsenoside Rgl (gray value)
(v +s)
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