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B E B A THISB LA -3 8 (PISK) /& & s B (Akt) /48 R A p 3 B 3P (GSK3P) 12 5 i@ #44K i1 I F 85 (SA) 3 Pig rAf
&8 1-42(APrw) B PCL2 SRR 45 69 VE R ALE . 5 i 3% K R PCL2 0 JLIA ML S A 34 PR ABZE(ABLe 2 umol/L) \AB+SA 2 (AR
2 umol/L +SA 100 pmol/L) AB+SA+LY £i[AB,.» 2 pmol/L +SA 100 pmol/L+LY 294002 (PI3K ¢4 7] ) 10 pmol/L]  AB+LY 28 (AP, 2
pmol/L+LY294002 10 pmol/L) \LY 28 (LY294002 10 pmol/L) . Frxf M40 LY 419F, A K MM vl AR LR MG AR, 2545
24 )5 B0 B AL Bt I 0 T A R\ MTT sk 4 i) & 20 2 Rl 69 75776 555 R R Western blottlng A ) &40 4m e, PISK
p-PI3K . Akt.p-Akt .GSK3PB.p-GSK3B%& & 69 £ A5 oL, 4R . 5 xF Al bix AR fi & R R RN & A E R
% p-PI3K/PI3K .p-Akt/Akt,p-GSK3B/GSK3B ALY B & B4k (P<<0.05 % P<<0.01), 5 AB éﬂbtffx Aﬁ+SAéﬂéea}i@ TH . EmE %,
H B 7% AR p-PI3K/PI3K .p-Akt/Akt . p-GSK3B/GSK3B ALY 2 %7+ % (P<0.05), 5 AB+SA ZLrb4%, AB+SA+LY A2 i3k 45 %
fik i 2L, A R LR p-PISK/PI3K . p-Akt/Akt,p-GSK3B/GSK3BIAA 3 2 # AL (P<0.05) ; AB+LY 4L tm e it K 42 %, L 5% & &
AT BeAn £ ¢ R4t 5 & L, B p-PIBK/PISK ,p-Akt/Akt . p-GSK3B/GSK3B AL 78 T8 2 AL (P>0.05) , M4 T LY294002 &f
PC12 fa feL 6y 7% & A5 7& F vA & p-PI3K/PI3K ., p-Akt/Akt ., p-GSK3B/GSK3B AL £ B Z % vm (P>0.05), %t :SA T Ak F
PI3K/Akt/GSK-3p4% 5 i@ %%t AP, i F-49 PC12 fa le 3t 45 K AZ4R AR A .
KEEIR T B P AR R G s B IR BB -3 B R 6 S B/ JR A AR B 34T 5 18 % PCL2 ta e,

Study on the Mechanism of Sinapic Acid against PC12 Cell Injury Induced by Af.. Based on PISK/Akt/
GSK3p Signaling Pathway

XUE Di', LIU Yuchao®, JIA Yongming', WANG Na’, LIU Xuewei' (1. School of Pharmacy, Qiqgihar Medical
University, Heilongjiang Qiqihar 161006, China; 2. Office of Academic Research, Qiqgihar Medical University,
Heilongjiang Qiqihar 161006, China; 3. School of Basic Medicine, Qiqihar Medical University, Heilongjiang
Qigihar 161006, China)

ABSTRACT OBIJECTIVE: To investigate the mechanism of sinapic acid (SA) against PC12 cell injury induced by Amyloid B....
protein (AB...) based on PI3K/Akt/GSK3p signaling pathway. METHODS: PC12 cells of rats were randomly divided into control
group, AP group (AB., 2 umol/L), AB+SA group (AP 2 umol/L+SA100 umol/L), AB+SA+LY group [AB.. 2 umol/L+SA 100
pumol/L+LY 294002 (PI3K inhibitor) 10 umol/L], AB+LY group (AR, 2 umol/L+LY294002 10 pmol/L) and LY group (LY294002
10 umol/L). Except for control group and LY group, the cells of other groups were replicated the damage model with AB.... After
24 hours of culture, the morphology of cells was obsened in each group with a microscope, and MTT assay was adopted to
determine the cell viability of PC12 cells in each group. Western blotting assay was used to detect the expression of PISK, p-PI3K,
Akt, p-Akt, GSK3f and p-GSK3p in cells of each group. RESULTS: Compared with control group, the number of cells decreased
and some synaptic breaks disappeared in AP group while cell viability, ratio of p-PI3K/PI3K, p-Akt/Akt and p-GSK3B/GSK3p in
AB group were decreased significantly (P<<0.05 or P<<0.01). Compared with AP group, the cells became round and synapses
became more in AB+SA group while cell viability, the ratio of p-PI3K/PI3K, p-Akt/Akt and p-GSK3p/GSK3p were increased
significantly (P<<0.05). Compared with AB+SA group, some synaptic breaks occurred in AB+SA+LY group while cell viability,
the ratio of p-PISK/PI3K, p-Akt/Akt and p-GSK3B/GSK3B were decreased significantly (P<<0.05); AB+LY group had more cell
debris, and the cell viability was decreased, but the difference was not significant, and the ratio of p-PISK/PI3K, p-Akt/Akt and
p-GSK3 B/GSK3 B had no significant change (P>0.05);
LY294002 alone had no significant effect on morphology, cell

SRR B BEFE7 T« R ZG B 16 M 2B A HE s viability and the ratio of p-PI3K/PI3K, p-Akt/Akt or p-GSK3p/

I % e R 4 ﬁ-ﬁ;_ BN ,f/lz FHMLH . HL3E . 0452-2663615. E-mail : GSK3 ﬁ (P>005) CONCLUSIONS: SA may play a

282832817@qq.com protective role against PC12 cell injury induced by A B i.
# RIBFFE 0 WL S0 L. D50 Rk 2ippiapzsie  through activating PISK/AKYGSK-3p.

FFPESNE G P I3 075 2 B A FBL . HLi  0452-2663804 . E-mail KEYWORDS  Sinapic acid; B-amyloid protein; PI3K/Akt/

Ixw_qmu@126.com GSK3 signaling pathway; PC12 cell
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Bi] R o 765 21955 ( Alzheimer’ s disease, AD) & —F L
PEATHE AT R R At Ry B I R B A b iR A TPk
iU AD FBE Y 3 B FRRAE N BYE R REEE 1 (B-amy-
loid protein, AB) PTFIE W1 2 4F- 3 | Tau 25 13 B B 2
A5 R B #2241 4 45 4% (Neurofibrillarytangles , NFTs )
RS, B BT BN, WK BUIG I 5T AR
Ja , 5 HACIZ B 5 K o 22451405 5 LA, AD HE KK
HHL AT AR R DT RISt (9 ol e 40 A 105, 327 AB
5 5 G A 22 41 A5 405 1T B R AD g A i B R O
R, AR T2 AP B REEAE T, AT 3k
PR , NI 5 | 2 s 2R 50 kAR R A TR AR

T4 Mg Tk UL - 3- K T/ 26 11 93 B (PI3K/AKe) £ 5 %
T PR R A A A AT TR R —
SRR Z AR 2 A MBS A e 28 A A 1 A
S P, LY294002 J&—Fh e 8 BT LR (5 S5 S 0
LU O A8 750, TR £ e g PISK A 538 I & ¥4y
SEPERIRIVE R, 35 AT 3 PISK/AKt 5 5342, Andm il Akt
TR LSS, NI R U B 1 i R EA TR0, AR
A A 3B (GSK3P) S Akt f 5 B H) , Hilh M52 Akt
R, 5 Tau 2B 1AL EEBRRR AL VIAHSC, R AR
(9 A= BRI AR IR AR5 35 Tau 2 [ A0 EBERR 1L, ©
AT R, AR 22 81 1 PISK/Akt/GSK 3B/ 518
AR DN TR L 4R 2 AT IR Y PISK/AKtY/GSK3BA5 i %
A AN 5, R S 1] 245 9 LA BT AR P 28 B3 1, R RE LA
Bivh AD ATk z — . BF9E &, 7 1B (Sinapic
acid, SA) AT Jd 5% AR 1755 /NI Sh IR CAL X P22 4
LR 55 , (5 21 SR SR 5 | S 114 /) I 25 (Ao 2 240 i 452 4%
1B, REAS B R IR B R A T 1 R Blig A2
SR A o 22 A A, LS — s BRI R AR,
BT, AW L) ABLe 1S K B PCL2 41 f il %5 AD 24
PRSP | 31 LA LY 294002 S22 BE |, 4505 SA 1Yl 254
L R4V ] S Z A 1S PISK/AKY/GSK 31 53 % 11
TERZR , LA I RIGYT AD $2AH07 i Ut .

1 ##
1.1 88

Series 8000 % CO, % 7% 46 ( 3£ [# Thermo Fisher Sci-
entific 23 1) ) ; DL-CJ-2NDII %! AIRTECH-#4+ T4 & (At
SRR A BR N | ) s M200 PRO % £ B fEfahR A (5
1 Tecan 2 H] ) ; CKX41-A32PH %I {3 B T fds ( H A
Olympus A #] ) ; 5804R I B0 ML (75 Eppendorf 23 H] ) 5
165-8001 YLK AY 1703811 Y HEL %48 . Gel Doc XR HU%E
JE 1A% 2 48 (24 [ Bio-Rad 23 7 ) 5 S11-6-S TUfE I K 1344
(BRI B 7 #RbiA BR A ] ) ; LDZH-200KBS /5 e
FIRK W (LIRS )

1.2 Z@m5ikH

SA X R f (IRt A B A IR w5

S30697, 4l : =97% ) ; AP 25 F (AL st LB AR A Y H R

- 2520 - China Pharmacy 2020 Vol. 31 No. 20

FBRA LS bs-0107p) 5 i 2F MLiF (S 1E BIAH] 4t
5:04-007-1A) ; RPMI #% 55 4 ( 3 [ HyClone 23 v , 4t
5 :SH30809.01) ; LY 294002 % B 5 (3 [E] AbMole /A ] ,
5 . 15447-36-6, 4 JF - 100% ) ;5 B &5 11 (5 .
TB150) . 568 RIRA M (100x, L5 : P1400) MTT it
F (45 : M8180) \ JiAg Wi A (L5 : D8340) Fy H Ik 5T
23 B A BR 4 A 5 RIPA 40 I 24 7 i (it 5 .
P0013B) . PMSF & [1 il #1ll il 5% (100> , 45 : P1005) |
BCA & I He R 7] £ (100%, 15 . P0010S) .+ i 5k
i 2 4 - 5K TN s T Y ¥ ¢ L Kk (SDS-PAGE) 2 1 AR 2%
i (5%, L5 : PO0151) 45 i ECL fb2% &k il £
(L5 : POOISAS) # Wy [ L 38 = KA W £ R AT R4S
F) 5 BEER I 77 (100, Jb ot HE A 20 A PRk PR
H), #5 . CW2383S) ; Tween-20 . SDS . i i iz £% (APS) .
PUH 3L 2, — i (TEMED) | H 2 . — H FL A (DMSO)
A [ 22 [H Sigma 2y ] 5 iYL 8 AR Y (I # K Fer-
mentas 2> 1) , fL 5+ 26616) 5 /)N Bl PISK B 5 [ 0 {4 (4t
51 60225-1-Ig) | /N Bl Akt BT BE PR (5 .
60203-2-Ig) . % GSK3BZ v TR (L5 : 15113-1-AP)
0 B 2 =8 AR ARAT FRAA A 5 5 p-PISK B hE bt
TR (HiL45 £ 4228) (e p-Akt B e BT IA (FIL 5 : 4060) R
p-GSK3B Ly EHUIAR (HL 45 : 9323) 1 F 3£ [E CST Al 5
/N B-actin FALTE BT (FIL 5 . TA-09) BAR 33 AL
(HRP) #RiC B4 L1 “E- i % 1gG —Ft (41t 5 122826) \HRP
Fric B L 2E5T/ N R 1gG 5 (b5 1220110) #10 B b 5T
HRZ S A W ARAT BR 2 w5 FLAR 34 R o #r i, 7K
JHRAlK .
1.3 4Hfm

KGRV 6 5 R 4 AR A L PC 12 F b B2
B A A= I 5 BT AL
2 FHik
2.1 “RRELEIE

B PCI2 4R T 75 10% JR 45 1135 . 100 U/mL 7
TR M 100 pg/mL 555 K A RPMI B 72 36 JH BT
37 C 5% COIEFAAT T (B A TR, B 2~3d
PR 1R
22 A

R AL AT A MTT 3560 25 58, 8 0 AR e 1Y i
1 R BE O 2 pmol/L, SA ¥k £ 2 100 pmol/L 5 # 45 5C
MR AR T, Ab FE A2 A0 R, LY294002 B Bl TR E R
10 pmol/L™ . ¥ 4 H Bl ML 53 S X REZH L AB 4H (AR 2
umol/L) . AP+SA ZH (AP 2 pmol/L+SA 100 pmol/L )
AB+SA+LY ZH (AP 2 pmol/L+SA 100 pmol/L +
LY294002 10 pmol/L) \AB+LY 4 (AP 2 umol/L+
LY 294002 10 pmol/L ) \LY 4 (LY294002 10 pmol/L).,
2.3 PCL2 BRI ASMERFNTEE R

RS B BB AR MTT A, W X)
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BRI PC12 21 i 5> 10" 4~/mL #2581 2 96 LA 7,
F34L 100 mL, #5227 W F Jriksrdl , AR E 6 15
fL. 2kLERE3E 24 hm, AB+SA+LY 41 AB+LY 41 .LY 41
S LY294002 10 pmol/L 75 1 h; (4 FRZH A LY 20
A, AT 4 H 3 I AP 2 pmol/L ZEFE 24 h LS il 61
i A AR RY 5 Bifi 5, AP+SA 2L A AB+SA+LY 41/ A SA
100 umol/L, 4¥£5 8537 24 h, B TF '8 B M HIE &
JER . AL MTT W (5 mg/mL) 10 pL, 4kZEH;
I 4 h, /N0 L ALIN R IR, AL A DMSO 150 pL,
PR 10 min, LAFEARL T 570 nm ARG S
(OD)MH, I 4 an T 2 A H 5 40 M A4 305 232« At A7 15 %
(% ) =HESh 4] OD H{E/ A HRZH OD ¥{Ex100% . Fikiak
A 3,
2.4 PCI12 F 40 PI3K ., p-PI3K . Akt p-Akt, GSK38 .
p-GSK3BE H FRiA K TR

K H Western blotting 3K I o Y5C4E X 0AE K A 1
P12 4, #2370 F ik ol B 452, HidR24 h
J, LA 2 000 r/min 850> 10 min WCEELAAE , A FREAE 11
Tl T T4V 1 591 ) RIPA 243, oK 284 J , L 12 000
r/min 50> 20 min, YA _F 3 R RDAS 41 B 8 H s R
BCA 0 SR & &, TR Hh 20 5 min i & Irif
PR 25 Pk 2R P RE o 5 S FH 10 % SDS-PAGE #4718 i L Uk
(FLI:60 mA) , 7EFHEHL (HU % : 75 V, BF[A] - 2 h) AR A%
IREEIE, F 37 C N LA 5% BAs W ks £ 141 1 h, il A PI3K .
Akt, GSK3 B —$it (Hi B Lk 5 £ 24 1 : 800) Fl p-PI3K
p-Akt .p-GSK3B—HT (Fi B L1354 1:600) , T4 CHEFH
T 5 R = LA S H B b R (TBST) I B Uk 3
UK, BFIR 5 min, IIA Z40 (R B L4324 1:1 0005 HRP
FRICHY LU 240 5 TgG —Hi %W GSK3P . p-PI3K , p-Akt .,
p-GSK3BHL A, HRP # i 1 th 40/ B 1gG - Hi XF i
PI3K Akt .S-actin &), F 37 CF )i 1 h, F TBST#%
W 3 WK, 4K 5 min; LA ECL (85 , i FH B I 1%
R RUL >R FH Image Lab 4.0.1 BG40 B #1444
AT KR, LA H M S5 NS A (B-actin) 4541
TR BEAR B E AR F7n HAR X Fik i, 3 LA p-PI3K/PI3K
p-Akt/Akt . p-GSK3 B/GSK3 B 1Y H {H 2 /X PI3K | Akt
GSK3BHE BRI, PRI EE 31K,
25 FitFEFHE

K FH SPSS 22.0 SR X Bl A T e it oA o B
BHLLX £ s FoR M LECR A e/ . DL P<<0.05 h 25 5
e -
3 #R
3.1 BAMBHIES

Xof HEZH 440 T A5 TR TG 200 B % 4 FLE 2 B % P
PEGF. S0HRAT FL R, ABZLAN A 2 fih 75 /> (358 43 2 fink A7
ZEE I ANMAR /D HAN M R B s 55 AL LLAL , AB+
SA A AEAR R | 28 fi 34 % 5 5 AB+SA 4L HL#E, AB+SA+
LY 20 20 B0 A B AN ] 5 43 5 M 403 473 7 224 240 e ' Pl

2GS 2020 4F5 3145 20

AR5, ABTLY LA MIRE A8 2 5 LY ZH 4005 0 B e 4%
W ZE R TEOLIE 1.

[y

C. AB+SA 4L

E. AB+LY 41 F.LYZ]
Bl JAPCI2MARKIEE RRIE (x200)
Fig 1 Inverted micrographs of PC12 cells in each
group (%x200)

32 FAMMMEERER

EG X5 R LU A, AP 2 40 L 1) 7 17 23 Bl 2 R IR (P <
0.01); 55 AP 41 HL# , AB+SA ZH 4 i i 47375 4 i & T+
(P<<0.05); 5 AB+SA 4 Hb4% , AB+SA+LY LA AY A7 1%
F AR (P<0.05) , T AB+LY 40 R 7715 F B A
TR AHALN A 2 KRG 2R R L (P>0.05) ; [F]HT,
FUMZA T LY 294002 X PC12 4 I (4 4715 2% TG 1 25 52 1
(P>0.05), FEWFE 1,

F1 HHEPCL2HAMMNEEER(xts,n=3,%)
Tab 1 Cell viabilities of PC12 cells in each group (x +

s,n=3,%)
413 FHG%E 415 fHis%
XA 100.00+6.40 AB+SA+LY 4l 88.07+437*
ApAL 86.67+5.19" AB+LY 4 90.28+4.72
AP+SAH 93.95+3.15° LY4 101.14+6.89

T S0 IR R, P<0.01;5 15 A4 LR, "P<<0.05; 15 AB+SA
HH#,4P<<0.05
Note: vs. control group, “*P<<0.01; vs. AB group, ‘P<<0.05; vs.
AB+SA group, “P<<0.05
3.3 FZHPCI24AE PI3K .p-PI3SK . Akt.p-Akt GSK3p.
p-GSK3BEHKF
5t A b, AB 4 40 i H p-PI3K/PI3K . p-Akt/
Akt p-GSK3B/GSK3 B Lt {E 4 5t 2 B AIK (P<<0.05 5 P<
0.01); 5 ABZH %5 , AB+SA 2H 4 Jfl 7 p-PISK/PI3K
p-Akt/Akt  p-GSK3B/GSK 3B HL(E ) i & T+ (P<<0.05) ;
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55 AB+SA ZH L5, AB+SA+LY 41 4 Jifd f p-PISK/PI3K
p-Akt/Akt . p-GSK3B/GSK3PB B 1 i & AR (P<<0.05) ,
1M AB+LY ZH AL iR 4545 IF 0 % 284k (P>0.05) ; [F]
B, Bl F LY 294002 X5 PC12 i Jifd 1 7716 500 i 25 5%
M (P>0.05), LK 2 . F2.

U R Gt S oy Sl e
PPEK it e SR Sheenn e G
A G- S e e - D

GSK3f S e S SEE SRS S—
p-GSK3p (S S G S a— —

factin G GRS D G NS GE—
pogEE] AR AB+SAZ]l  ABP+SA+  AB+LY 41 LY 4
LY

2 &K PCI12 40 i 1 PI3K ., p-PISK ., Akt p-Akt,
GSK3p .p-GSK3pE B FRiZHIHEIKE

Fig 2 Electrophoresis patterns of protein expression
of PISK, p-PI3K, Akt, p-Akt, GSK3 f ,
p-GSK3p in PC12 cells in each group

£2 &KHPCI2HABE D PI3K, p-PI3K, Akt, p-Akt,
GSK3PB .p-GSK3pEHRIEKFE (x£5)

Tab 2 Protein expression levels of PISK, p-PI3K,

AKkt, p-Akt, GSK3pB, and p-GSK3p in PC12

cells of each group(x +s)

15 p-PI3K/PI3K p-Akt/Akt p-GSK3p/GSK3p
XA 1 1 1

Apé 05532400213 0464 5+0.062 7" 0.608 3+0.085 4"
AP+SAZL 0973740179 9" 0.9771£0.080 5° 1.0247£0.105 7
APHSA+LY 41 0.6323+0.107 8* 0.508 6 0.1 2 045430097 4*
ALY 4 0.6547+0.048 1 1.0916+0.160 2 0.5543+0.095 6

LY# 0.8853+0.1269 1.093 1£0.149 5 0.546 1+0.084 25

T SRR A, T P<<0.01, " P<<0.05; 15 A4 L 4E, "P<<0.05;
5 AB+SA 4 b4, "P<<0.05

Note: vs. control group, **P<<0.01, *P<<0.05; vs. A group, "P<<
0.05; vs. AB+SA group, “P<<0.05

4 it

AD Wi R 2%, IR ALl s ANTE 28, H T mEssil
FEBESLUTFILAHERA K ABREE Tau & 11 B 6
MR Ak REB RE A 22 A0 L5145 L DR 28 A8 RRE TR P48 i
T AN DA A AR ISR KB, AD i
H I AT BAEBE LR, 1 ABJE A B AR BEAY 35 B,
4%, PR F R ARG S TURRUE: AD 28 19 & AL
Z 19 SAJE—Fh KR F2 I AR R , HARXT 411
AN ELAG B SRR, 25 5 38 2o 1t i R B 30 2K oA
LRGE, BHGEEBL, SA RE HIF LA (KCN) T3
(/N BRI SR A CAZ B A5, X ik 3 i 12 T RE A — 2 IRL
O [, SA S HATT A Wt T ( Sinapine )t % & AL 1
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7T 1 AD 5 e IR FIIA 4 2R 45 pl 22 1R A TR
A —EBRRITERY, AR K, SA SITEER A7
TR RS S AR EAE T BA SR IE R GE 12 T )
DR, AR A5 RIE T ABL2 AEUS15 T PC12 4l i 6
5,11 SA BEREHEHT AP 175 T MU IX R 5107 , A SA BAY
P AP VE T . ASBIFIR IR KB, PISK AR S A i 7]
LY 294002 0] 1% 5% SA F5 5T AR, B PC12 4045 X w2
TRAPVERT 4275 SA X 22 4 it (9 £ 44 FH AT fig 5 PISK
fH5EE%A XK
PI3K A N5 55 S E 22—, iRy
JE p85 AL I p110 PIANSE GO S . Y32 22
NSRS = o3 TAE I, p85 K AR B Ak , IR 1%
pL10 AL, AT IHG PISK™, Akt J& PISK A8 ¥t B 2%
B0 A4, 76 PIBK {5 5 36 Sl % v AR B3 T iy 24
F ., Akt AT 7E Serd 73 fi i K A= B RR AL , i Akt BB , 0
VFZ AR AP HILE P JTE BT Akt (O BEER £k, an 22 4
YERRE, 146 Akt BB I 31 PISK/Akt {5 538 5 T il
G, 2D WAL T U GSK3B™, TER A5
H e B, GSK3 B #1285 1 AT 402 3 Bk 28 40 i 1% 04
T2, 55 AD B & A 5 SR 1T GSK3 B R 1L /K - iy 338 =5 101
AT GSK3BITEVE | Bl s b 22 L A 404 O A
5¥ 2, SA 1] 3@ 53 PISK/Akt/GSK3 P i i) p38 22 2L i
T A 28 1 I /P Wl B 2800 oG A 4 5 A T (MAPKY
CREB) {5 518 %, 7 3 3T3-L1 JEHi 40 i #6725 , 4275 SA
A2 55 PIBK/AKYGSK3 B 538 B 1 i #0 AF 58 45
TR, APy AT B PC12 410 H PISK Akt . GSK 3P
FIBEIR AL KT, SA BEAS [H1 /] AR L. 175 T 19 TR 28 1 (B
AR AL 5 1 LY 294002 Al 355 %% SA X PISK , Akt . GSK 3P iR
KB RLEAVE T o 3100 B SA X AR B2 L5 73 1)
PP AT R S 1 15 Ak PISK, fiff R ¥ L A5 26 1 Akt
R AL , TS I IC ) GSK3B & A= W R A , 1 1
PI3K/Akt/GSK 3B 53 K S B .
25 LT AR5 & B SA X AB w1 T 1 PC12 4
L0 B DA VR AT, AL AT B LTS PISK/AKY
GSK3BfE 5l K. T AD MR RALTIE 2%, ¥ I
ZPME 5 FHE s, AW AR T PI3K Akt .GSK3B,
A PISK/AKt {5 538 % 14 FH A 25 11, 4 B bk 0 248
Je-2 JERAE G R 21 (Bad) M FLah ) d ih B R R AR 1
(mTOR) Bt K25 1§ 3 (Caspase-3) %™, R LA A 5T
E— I AGESE
S 3k
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