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Ginsenoside Rgl Attenuates Isoflurane — Induced Caspase —3 Activation  Miao Huihui, Zhen Yu, Ding Guannan,et al. Department of
Anesthesia , Beijing Friendship Hospital, Capital Medical University , Beijing 100050 , China

Abstract Objective To explore the possible beneficial effects and mechanisms of ginsenoside Rgl on isoflurane — induced caspase
-3 activation. Methods We investigated the effects of 25umol/L ginsenoside Rgl with 12h or 24h pretreated on isoflurane — induced
caspase — 3 activation in H4 naive and stably — transfected human amyloid precursor protein (APP) (H4 — APP cells) . For mitochondrial
dysfunction, we assessed the mitochondrial permeability transition pore (mPTP) and adenosine —5' — triphosphate ( ATP) levels. We em-
ployed Western blot analysis, chemiluminescence and flowcytometry. Results Pretreatment with 25umol/L ginsenoside Rgl for 12h did
not attenuate the isoflurane — induced caspase — 3 activation and mitochondrial dysfunction in H4 naive or H4 — APP cells, while pretreat-
ment with 25 umol/L ginsenoside Rgl for 24h attenuated the isoflurane — induced caspase — 3 activation and mitochondrial dysfunction both

in H4 naive and H4 — APP cells. Conclusion Ginsenoside Rgl may ameliorate the isoflurane — induced caspase —3 activation by inhibi-

ting mitochondrial dysfunction.

Key words Ginsenoside Rgl ; Isoflurane; Neurotoxicity; Mitochondrial dysfunction

AR JG A F1 3 BE s £5 ( postoperative cognitive dys-
function, POCD) J& 4§ T~ A JBR B J5 HH B 7€ 1] 8L 4E i
(ARG -WIINE P DIE SIS WA D G 3 B AL B/ s i
PRI AT AT BE R (], 7™ S B S e AR A BE S R AR T
JE R POCD ML oA B B , R 195 24 0 ] il e L A
— 5 WA, o 2 AR N SBT IR 9K BR O ( Alzheimer
disease, AD) 8 01 5 & A= (H HAE & AN E IR B A
KBTS BIFRBL,POCD 5 AD 7 K55 i B A —
SEAA [ AR AR, AL HE AR TTFR | caspase T 1k F11 41 ffd
T

2 N2 R T BHE P A 2 (Panax ginseng C.
A, Mey) B T 1 AR 2 44 DL A9 2, 76 6 245 1 by s AR
TR X Z R A BRI ARS . BE NS
BRI R R A S0 2R, Kb A S B
Rgl 2 HFEH R 2 — , BA — & i & R4 2
RE, B A T0, M & . (HH X S 5k
1) caspase =3 JG L IE A LM, I ARG HIE . A5
FIEMENS BH Rgl Xf 55 55 3 caspase - 3 1
A 853 ) e AR AL AR .

M5 7HE

1. MG 3% AR T . H4 — APP 40 i )2 H4 - naive 40 T 2
KHE 9% i 4 1 i L 100U/ml 5 2 K | 100 g/ ml 5 5 X 1)
DMEM & 45 3% 3L, H4 — APP 4 i 73 in 220g/ml G418 347 4%
e, BE AR (37C 5% CO,) hi MLEE 3% e dRRBE LY
ZefRfE21% 0, 5% CO, 2% 5 JMk H9IR & M AL B 6h, WL 5E
caspase — 3 1& fL PR B s A0 20 3h, K il ATP Bz mPTP {1 2504 , ]

Datex £LAMR TR 73 BT ACHF 2 5 I SR . A2 231 Rel
W vl [ 24 A A RE WSS, O Bk RO A A 43 T B
800,45t C,H,,0,, 1 T 4C A FIMIE K DMEM E . %
Bl 411 Sz AR, 41 2 0 25umol/L A S B 1 Rgl
AE PR L4 3 A SR EE AL BELE L £H 4 Sy 25umol/L A B R FF Rel
+ S TR AL A

2. 1 R B S ARG PR A R A SR ) 1 S DL I 2
PRUBOXT A0 B R E R IR LB L R B RS ER AR
R o SRJE AR R AT B T T M B A H Dk L e BE LB AT, A
caspase —3 PR (1:1000), 5 caspase — 3 2 K (35 ~
40kDa) J caspase — 3 Zifift Fr B (17 ~20kDa) , B - actin #i {4
(1:10000) FILAKI B — actin (42kDa), [ £ ik 50 8 o
Quantity One FR 3BT # A (4. 62 JIAS ) #EAT 40 M7 caspase —
3 Bl T B 5 caspase -3 2K LA N caspase -3 1Tk,

3. ATP K < AR 9 A2 o i, 00 ATP G I I 70) & ATP
Determination Kit( Invitrogen 2 7)), % AR ) & 106 B #5246, A1
FHH K RFOC R BRI IEY) PO R 1AL, & 2R ATP 1y
R RSO T . KOGE S SHTEM ATP & 2 1F L i i 3
HEAT ATP B LE M) RGN o Ak BRI Y 46 AS G 3 O 3 I,
A A TR B ATP AR & 09 AR it 2 31 50 92 56 R & i
ATP K-

4. 3 2 A B AR mPTP ) 5 SR P 0ORE 14 58 335 1 5%
iZFLik 3] & MitoProbe Transition Pore Assay Kit( Invitrogen 2%
A] , Carlsbad, CA ) , #i¢ B0 & U B4R TEIE WS 00T, JE %2
O 0 A Y R i (AMD) 1 415 38 ¢ R Y4} ( Calcein — AM) FIg
REMEIE A AN . R4 AL H TR (AM) |, 5 2o 3R e S 1 T A 24
iR 5 B 2 2R T LA S A A L BT R R R AR P 9 1F S B TERR
BT B AR BT S o SR, BN B 1k A G B 1) RORE AR 1 1 e

.53 .



J Med Res,Apr 2015, Vol. 44 No.4

PRI A B VAR K R A 45 B 5 R AR 5o 24 mPTP il i, 4l 3k
AL B B S 0 2R R S B B AE S o T U A B AR A ) R
PR G FE 5 AOR R N AN i . il e 0L L R
XEE AR B H R B mPTP [ FF

5. Gt AF 0 ik W SPSS 17.0 Gt 43 A1 3K A 8 47 G 32
ST BT REUR I LAE £ bRl 2E (v £5) TR, 2411
P, SR B IR 2K J5 22 73 # (one — way ANOVA) #1 LSD Z W I
Bk, LhP<0.05 HERFHGHITEE L,

& R

1. AZ BT Rgl WiAb# 12h X} H4 naive &z H4 —

APP 4 Jf 5 %k 5 T caspase — 3 I b 1Y 5 W . Xf

A

ki I ... 1/
17kDa —> s s caspase—32%f# B
42kDa—> BN -acin

Rgl(umoly 0 25 0 25

SRk - -+ 4
C
35kDa —> caspase-342 [
e
17kDa —> RS caspase—325fif B
42kDa —>

Rgl(pmol/L) 0 25 0 25
SRk _ oA -

H4 — APP 411, 1525 0 ML (41 1) MG, S 9 ik Ak
JHZH (4H 3) caspase -3 G fLIH B T (P <0.05, A
1B) ,25pumol/L. NS 21 Rgl + 5 HIE AL FHLH (4 4)
5 kb P2 (2 3) AL, Z R TSI B (P
>0.05,K 1B) . X} H4 naive 40 fl,, 55 A X IRAH (A
1) AH L, S Uk AL FRZH (41 3) caspase — 3 16 fL B i Tt
H(P<0.05,F 1D) ,25umol/L. AZ BT Rgl + T
Tk AL FRZH (2 4) 5 5 kAL FRAH (20 3) AH kL, 22 R
Gt E (P >0.05,/81D)

1000 -
800

%
600 -

400 A
200 %
0
25 0

Rgl(umol/L) O
REEE - - o+ o+

caspase—3 (ﬁ{tﬂ'{ (%)

600 -
500
400
300 -
200
100 =

"1 EA
Rel(umol/) 0 25 0 25

R s _ _ " "

(‘El%[]él%(“—:gflﬁ,f‘tj:l{ ( %) S

1 ASEH Rgl 74 IE 12h Xt H4 naive 5 H4 — APP 40 i B & Bt 15 S caspase -3 &L Y2210
A. H4 — APP 40 Jifl caspase —3 i B& M 4K A3k ;B. H4 — APP 41 it caspase — 3 J& 1L B & Y HL#¢ ; C. H4 naive Zfi i) caspase — 3
F B K Fik; D. H4 naive 4Ififd caspase — 3 {GILFR LMY LB 541 1 AL, " P <0.05

2. NZ R FF Rgl fAL#E 24h X%f H4 naive & H4 -
APP Z fitd 53 Bk 75 3 caspase — 3 i AL B R 0 - X
H4 — APP 2L, 525 (6t A (41 1) AR EL, 52 950 ik Ak
JHZH (4H 3) caspase — 3 1L B T & (P <0.05,
2B) ;25pmol/L AZ AT Rl + 5 BEAL P2 (4 4)
5 5 B PR (4 3) M L, caspase — 3 1 £k W] Wi &
(P <0.05,& 2B) . X} H4 naive 4fi iy, 55 25 F1 X B
ZH(ZH V)AL, 5 Bt Ab P4 (4 3) caspase — 3 b
B & T (P <0.05,F 2D) ;25umol/L. A\ £ B Rel
+ SRR AL PR (2H 4) 5 5 RUBE AL B (2H 3) AH
caspase — 3 15 1L P& (P <0.05,[E 2D) .

3. AZ R Rl i4L# 12h % H4 naive [ H4 -
APP 2t Jifd 5 960 15k 15 5 2 R4 T g 19 5% R - X He -
APP i fifd, 1525 6 B2 (40 1) A LL, 5 960k b 3 4

.54 .

(#H 3) ATP JK V- B B [k (P < 0. 05, & 3A),
25pumol/L A2 B4 Rgl + kAL HE4L (4 4) 557
JRTEAL FEZH (2H 3) AH L, Bt # 2 55 (P >0.05, [
3A);25umol/L A Z AT Rl + SRBEAL H4H (40 3)
5 5 kAL PR (4 3) o mPTP iR A28 (K 4A) &
FOCHKLI e B (& 4B) AH EL 22 S B GE i3 8 Lo X
H4 naive 4 g, 525 F0 RZH (41 1) AH L, 5 Sk Ak
TR (41 3) ATP K- W] R IR (P <0.05, 5 3B),
25pmol/L A& A Rl + Bk H 4] (41 4) 5 7
TBEAL PR A (4 3) ML, Z R RS F E X (P >
0.05,[8 3B) ;25umol/L A2 B4 Rgl + 5 8 Mk 4k 3
(4 4) 555 mEEAL P (4 3) o mPTP ff 2 7 &
(K 4C) K yeka e B (1 4D) M b, 22 5 L 4e it
FEX(P>0.05),



a7, e 5 N et . = = .
BBl 2015 4F 4 44 % 4 1t 5
A B *
1200
> enEREREN o35k .
35kDa —> . ) £ 1000
2 g0
17kDa —> & caspase—39¢fift i BX &
600
42kDa —>  qun - D @9 (-actin § 400~ { ’ 7
R el B
) = 0 l_h -

Rgl(pmol/L) 0 25 0 25 Rgl(pumol/L) 0 25 0 25
SR o4 SR - - + +
C D

S 600 — .
35kDa -> .‘“- caspase-34> K s 500 -
17kDa —> .m caspase—-3%fif i Bt — sl #
Spasem . ¥ 300 4 "
o
|
42kDa—> ' Asrtin § 200 -
% 100 -
1 2 3 4 g, [ 1]
Rgl(pmoll) 0 25 0 25 Rgl(pmol/L) 0 25 0 25
A=l
IR I IR - "

B2 A% EF Rgl F4IE 24h ¥ H4 naive & H4 — APP i f S & B 5 S caspase — 3 iE L HI I
A.H4 — APP 4iiJff§ caspase -3 F B M 4K AEL ;B. H4 — APP 4l ifl caspase — 3 JEALFEE AY LL %K ; C. H4 naive 4l Jifd caspase —
3R B R A K EFA; D. He naive 41 caspase — 3 fEILFE MY LU s 541 1 B, * P <0.05; 541 3 H#E,"P <0.05

A 150
Ei, 100
o *
X 50 %
E
. ]
0
Rgl(pmol/L) 0 25 0 25

SRk - - + +

B 150

S 1001

B

%

(=

E

< %

Rgl(umol/L) 0 25 25

SEE - -

50 [

0 | |
0
.

+

3 ABETF Rel F4LIE 12h X H4 naive & H4 - APP A f1 5 MBS S ATP 4 Bk T 09 00
A. Ha — APP 411 ATP A UK V- 10 H 25 B. HA naive 41 ATP A UK 1) H A 5201 1 Hod, * P <0.05

4. \Z 4 Regl AL H 24h X7 H4 naive K
H4 — APP 411 fitg 55 960 ik 75 3 2 L 1K T BE Y 52 i) - X
H4 — APP 4 i, 55 25 (A X HR AL (41 1) A B, 55 Mk
AEPRA (41 3) ATP /K B B Bk (P <0.05,
5A),25pumol/L A Z W1 Rgl + 5 HUk AL P 4L (41
4) 5 5 kAL 2 (20 3) A Eb, ATP A= LK 7 W 5
FFE (P <0.05,[& 5A) ;25 umol/L A % 245 Rgl Ab
PR (a2, 4l 4) 55 5 Gk AL AT (2% € h
41 3) tE, mPTP [ i 26 4 & B B 4 B (Bl 6A) 7%
Stk I vk BE BT MG (P < 0.05, & 6B), X} H4
naive Zii il , 575 (X IEAL (4L 1) A Lo, S 56k A 2
41 (41 3) ATP 7K °F- B W f& R (P < 0.05, |4 2B),
25umol/L AZREH Rel + SR BT (4 4) 5
SRR AL HE AL (41 3) M LG, ATP Az K 7 B B 7

(P<0.05,K 5B) ;25umol/L A2 B Rgl + 75
Bk Ab P2 (2Ll 2,41 4) 5 5 b B4l (&
Mk, 41 3) Hd, mPTP Ay i & 2 &8 W B A % (K
6C) , 9 A I v B B g 3 &5 (P < 0.05, K1 6D)
W ®
SO S R A BRI 2 2 — | Xie %5 £E 2007
AEHGE T 2% S CEE T LS S N M 4 i T R A0
caspase WG AN ML IH T, B I AR A= LRI SR AR T AR
() A FR SR B SURT LA FRIR 51 caspase 0T 1 241 il 14
T2, 5B HE 2 AR B, B BC% M1 R . 2008 4,
Xie %57 FEYCHRE 1 I PR JRR 19550 2k 11 5 SR IBE (1. 4%
JRRIR I ] 2h) BB 48 51 B BRI S5 6h i /Iy B M 2H 21
caspase YU Al BACE f 34 /i, JBR B J5 24h /)y B 24
214 caspase J{ , BACE (34NN AR ZE 8 . Wt
- 55 -



J Med Res,Apr 2015,Vol. 44 No.4

B4 ABE% Rgl Hi4E 12h 3t H4 naive % H4 - APP 41 5 @B F S mPTP 25 i &0
AL AL R HA — APP 2 mPTP ()l 28 00 % 07 5 B. HA — APP 21 mPTP 540 0 ¥ 1 19 HL 5 C. i sl 4
FRLAY 2735 H4 naive 4 8 mPTP (9 1l 28 0 B 802 5 D. H4 naive 21 mPTP 3¢ 6 K vk JE 10 5 A 0 C o B 48 i £ 4
FB TR (mPTP JFHCHY B ) AL 212 5 23 0 il 2R AR 57 iU b BILEH (2 3) 5 20 Bl R AR 3R 25 pmol/ L NS B HF
Rgl + 5 Gk b #8410

A 50
% 100 - #
= 50 -
: S
0 W
Rgl(umol/L) 0 25 0 25
R - - + +

=]

150
2\"\ 100 } #
—)%L_‘
= A %
=
o ZZ

Rgl(umol/L) O 25 0 25

SRk - - + +

5 ASEH Rgl 412 24h 3¢ H4 naive X H4 - APP Al R EEBIF S ATP £ KK FRI M
A.H4 — APP 400 ATP £k iK1 F %5 5 B. H4 naive 40l ATP 4= UK o8 540 1 Hode, * P<0.05; 541 3 1

#,"P <0.05

A REEZG AL RE 45 75 T A0 08 T2, 38 AR KR, i
H—T0 K BRI AT D 2 00 %E R WA, e 4% 52 57 Bk — 5%
SR 48h 19 AR R FRUHIE A7 R B, 49 H B =5 ] 3
23248 . Zhang 2% & BN PR 5 960 E R W
POCD £ 45 RUIRBE A Al o 2 3 10 45 2R A 22 i 1) BF
FERERAAT I, 52 B AR 51 caspase -3 AU o

2ok AR BB BLRE R, LORLIR IR I D BE 1Y
1% AL RER L — AL 7 f  1E 5K 52 4 I L 7 I K 45
SR A D RE MO | HL S AR T I T A A% 1 4 A0 2R
i R A T Sl ) A N N, R A D AR
AR A PN 8 2% vh RE A S AR AR it — 2B 51k A o)

- 56 -

IR A TR AR K A ATP £ 2R (A ik
VAR, SRR IR 7 P R, SORD A i P s
fL ( membrance permeabilitytransition pore, mPTP)
. difififa & C(cytochromec, cyto c) H £ 1A PN B
HEA . A AR C 5T E e S
F — 1 (apoptosis protease — activating factor — 1, Apaf -
1) .caspase — 9 Ri{& %54, B % cyto ¢/Apaf — 1/pre -
caspase -9 JHT-E &Y, WKIKIKIE caspase —9 FIH T
BN g caspase — 3, I 5| &k H At caspase F % i
caspase — 6, caspase — 8, caspase — 10 i1k, I & T
BT KA L Zhang S5 1IN b Sk A T fE B



B2 201544 7 44 4l

- e

6 AZE¥ Rgl 4 24h Xf H4 naive X H4 - APP AR ABE S mPTP TR # 1Y
AL AN MR He — APP 418 mPTP 14 il 264 B 4% s B. HA — APP 20 g mPTP 264G i vk 2 1) U425 €. =X
JEAX R 7R H4 naive 4§ mPTP {4 il £k 7 B 248 D. H4 naive 21l mPTP 58045 0 B2 1 LU AL A I C s 24K
FETHER (mPTP I FPER]) AL B 5 2 60 il 20 AR 57 SBEAL R (4 3) 5 40 B il R AU 25 pmol/L A S BT
Rgl + S ARABEAL S (A 4) o 55 (4 3) LL#E, P <0.05

BB A mPTP JF R 5 9k % & caspase — 3 1%
T DN sk B Vs FE AL

AZRIF Rgl BASRHENEERSZ—, &
FH T2 J7 W AP Chen 251 % BN N2a -
APP695 4, A5 21 Rel figfigid it 77 BACEL /K
TG AR B . Wei 21 it A 2 21 Rgl
BEG A0 AR B3I Y mutant PSI M146L # Jifd 1) 244 g
FTS . A, B AT R TR A — SR . Shi
S IRGE NS e A Rgl fE 4% i 5T 4 % PKA/CREB
WL I AR KF, B3 SAMPS /) LAY IA I T RE
2013 4F, Quan 45" iR 18 A S 2 HF Rel REMS ok 3%
Wi R BB 2 ) C L RS . RO, Yang %17 4R 0B
KT A2 24 Rel B0 ok 3% 1E % 2 2/ R
INHITIRE . X B4R NS B HF Rel Al B AD
J% POCD {35 J7 Ko Wi B 1 25, 28 & BF %% % 9,
25 umol/L A Z 4 Rgl T4k 3 24h 8 4% 310 i 5 91
ik %5 & ) caspase — 3 BIE , £ X HALHI BT b, &
BNZ R Rel HE 0 1 ) 5 50 k5 & (09 220k K 3
REFE B3 (ATP K F % % & mPTP JF jk). 3 H
25pmol/L A2 B Rgl HiAbFE 12h WA Ry 1EH,

JEACZE 240 ] DLAAEAE R W A A B E
PERT I ) &) B, 25 wmol/L A 2 2 4 Rgl Xf H4
naive }¢ H4 — APP 4 i 24 (R VR T, 28 A S 2
AR AD 8 2 4F & B AE M, X IE W At ]
PAAT 1 By R F

AW FAFAE LR A O H QLL i 1 40 i 5K
B, i B 2EAT 3l W S 0 K ik RAVE 5, K T 240 5
AE RN EH R TIRGF TR 2R, i) Bl IR
BT AR A T 60 @ & BRI T 12h K& 24h PiA>
PR R (] i, (HAERE R T 25 ol /L 19 25 W ¥k 5, 4
Je AT ot EAT B 4 T A e B e A T T 6 24 5
T, RGP LIRS H QEENMNE T
caspase — 3 FRPIE , R 10K 1 F 98 2 22 3R W1 55 9
R caspase =3 P ML T AR TLER K M4 5
P, 1 H. Burguillos 4" JA W AL caspase I 3% 47 41
M T2 2 AD BRI B A

R, EHE R KNS BT Rel BEGE 0l
WA BRI 245 57 Bk 5 & 19 caspase =3 (il . A2
REH Rl MLRLAR Je M 28 B 40 15 ) 5 22T g it —
LHEIE HEE MO NS 2 H Rel I T POCD 1y

- 57 -



J Med Res,Apr 2015, Vol. 44 No.4

YNy —

FABT- 22050 Ok B AL BE 2 R4 R B B
H(n=63), A HEZEOM
FERARAE RSy PO HE I 2 R0 o MR bR . R
fe BRI U Z R s L T R AL (P <0.05) . &

PR AR ST S T — R A LA

5% ik
Xie G, Zhang W, Chang Y, et al. Relationship between perioperative
inflammatory response and postoperative cognitive dysfunction in the
elderly [J]. Med Hypotheses, 2009, 73(3) ; 402 - 403
Bittner EA, Yue Y, Xie Z. Brief review: anesthetic neurotoxicity in
the elderly, cognitive dysfunction and Alzheimer's disease [ J]. Can J
Anaesth, 2011, 58(2) . 216 -223
Wan Y, Xu J, Meng F, et al. Cognitive decline following major sur-
gery is associated with gliosis, B — amyloid accumulation, and 7 phos-
phorylation in old mice [ J]. Crit Care Med, 2010, 38(11); 2190 -
2198
Dong Y, Zhang G, Zhang B, et al. The common inhalational anes-
thetic sevoflurane induces apoptosis and increases 3 — amyloid protein
levels [J]. Arch Neurol, 2009, 66(5) : 620 - 631
Leung KW, Wong AS. Pharmacology of ginsenosides: a literature re-
view [J]. Chin Med, 2010,5:20
Xie ZC, Dong YL, Maeda U, et al. The inhalation anesthetic isoflu-
rane induces a vicious cycle of apoptosis and amyloid B — protein accu-
mulation [ J]. The Journal of Neuroscience, 2007, 27 (6): 1247 -
1254
Xie ZC, Culley DJ,Dong YL, et al. The common inhalation anesthet-
ic isoflurane induces caspase activation and increases amyloid 3 — pro-
tein level in vivo [ J]. Ann Neurol, 2008, 64 . 618 - 627
Culley DJ, Baxter MG, Yukhananov R, et al. Long — term impair-
ment of acquisition of a spatial memory task following isoflurane — ni-
trous oxide anesthesia in rats [ J]. Anesthesiology, 2004, 100:
309 -314
Zhang B, Tian M, Zhen Y, et al. The effects of isoflurane and desflu-
Anesth Analg, 2012, 114

rane on cognitive function in humans [ J].

(2): 410 415

T

18

Nicholls DG, Budd SL.
Physiol Rev, 2000, 80(1): 315 -360

Mitochondria and neuronal survival [ J].

Orrenius S. Mitochondrial regulation of apoptotie cell death [J]. Tox-
ieol Lett, 2004, 149(1/3) : 19 —23

Zhang Y, Xu Z, Wang H, et al. Anesthetics isoflurane and desflu-
rane differently affect mitochondrial function, learning, and memory
[J]. Ann Neurol, 2012, 71(5) : 687 - 698

Chen LM, Lin ZY, Zhu YG, et al. Ginsenoside Rgl attenuates p —
amyloid generation via suppressing PPAR~y — regulated BACE1 activity
in N2a — APP695 cells [ J]. FEur J Pharmacol, 2012, 30, 675 (1 -
3):15-21

Wei C, Jia J, Liang P, et al. Ginsenoside Rgl attenuates beta — amy-
loid — induced apoptosis inmutant PS1 M146L cells [ J].
Lett, 2008, 10, 443(3) : 145 — 149

Shi YQ, Huang TW, Chen LM, et al.

Neurosci

Ginsenoside Rgl attenuates
regulates PKA/CREB activity, and improves
J Alzheimers Dis, 2010,

amyloid — beta content,
cognitive performance in SAMP8 mice [ J].
19(3): 977 -989
Quan Q, Wang J, Li X, et al. Ginsenoside Rgl decreases AB (| _4,)
level by upregulating PPAR~y and IDE expression in the hippocampus
of a rat model of Alzheimer’s disease [ J]. PLoS One, 2013, 8(3):
e59155
Yang L, Zhang J, Zheng K, et al. Long — term ginsenoside Rgl sup-
plementation improves age — related cognitive decline by promoting
synaptic plasticity associated protein expression in C57BL/6] mice
[J]. J Gerontol A Biol Sci Med Sci, 2014, 69(3); 282 —294
Burguillos MA, Deierborg T, Kavanagh E, et al. Caspase signalling
controls microglia activation and neurotoxicity [ J]. Nature, 2011,
472(7343): 319 -324

(ks H 1 .2014 =09 -29)

(f& 5] H 31 :2014 - 10 - 08)

SiE MR I A LT 2533 SRR MR IE 72 /0 9% 78 4K 30 Rk

NTARBERRENTHIEAR

ko B A

W E BM MWEX

SR TH < ER R A R R SE 4 Ve B35 (SF -2009 - 11T - 14)
YE# B0 100026 b 5¢ 17 8 A K56 B Bt
EIRVEE . %, T 54 : drwuyang@ 163. com

- 58 -

Be-Lr N FE 131 1l i 24
FH H R R IT AT F AR HE MRS

Wik IO ERE

CHE ML FE S oo 9 A8 2 S AR 3l ik A A AR I R P i 0 I 7 It 2 UL D5 X6
(7 650K Bl KA AR B S 05 58 BEBIL 23 IR YT 2H (n = 68 ) X i

e (oK I ) s AU P R 2 R 2 AR TS BE B O R (RE 7S

ARG BRI, FTiE R

WG MLE A U 25 2 A H BT R S 2 A U B

TR YT ALY A B0 B R W T R4 (P <0.05) IR YT 41
25 F 6 0095 T IR Bl K A AR IR R R NG L i 2R L 25 3A

SHEBE ERF ER S U R )



