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W OE:Re B FRASZER(PD) ek itk A ARG AR AALE . ik ERRBRR T, KA
ST R A BT X IR 7 ik, LA PD A0 ST 2 R ofe B J8) e BT R R o B 1) 69 S vd R R o AL AT AR Y
B s FEARINBT T, R o 5% 5 AT A AR ) 5% o w9 IR 5 5 ) o /DS AR R R ASAG ) o N AR TR R B 8 R O K LA
o Ak i fn AR P P-i£ & (CD62P) An 4% & 11b/Ila(PAC-1) & ik ; & & %92 ¥7 i (Western blot) i #i0)
A AR RO kR, 4R 5 GATRALE, PD AL B AR SRR Ae X JE 49 B f i ] R
¥ e KR A R b 4x tm e o AR 5T R AR 2 (RDW-SD) 48 2w it 55 58 & K 5+ & B (RDW-CV) (o a4 =
(PLT) , sz s 48 B AR (PCT) Ao K A s /)s 45 b8 & (P-LCR) 5 PD #b 2 3% %5 42 K R A 73 09 75 AL 3% 2 8t e 75 B B J9)
(APTT) Fo 3 Ao 2 4 5% 6 R 6942 (FIB) s £ f AR R 09 25 RoP , K RAe Ay e D RIR S R B H PD IR
¥ i 223G, B PD IR E 140 uM B, 52 KR & 5 25 A 51.40% F7 33.40%. PD # & fo s #a, AR 3
CD62P ¢ B 3 Fo 3 hu 43 & & 1b/Illa #9 & A . F B, PD &k 2 % 3% Ao 88 52 JUBE 3 3 8 (Phosphoinositide3—
kinase, PI3K) . %& & B4 B(Protein Kinase B, Akt) #= % J& &~ B3 54 3B (glycogen synthase kinase 3 beta, GSK38)
BEEEALK T, 45t PD ARk s AE R AF B AL 2 i E AR M e ik 42 A ) ARG PIBK/AKY/GSK3B
15 5 B IgAL B f ARG T R Ae, At ok it A2

KR :20(S)-AAL =B 1k e AU
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20(S)- ANZ 1 (20(S) —panoxadiol ) J& =i 21k
W, BAT PRI 20(S) -l A S Y,
20(8)-JEANZ i )E T A S e BB 1 4 & A
Z B2 1F Rb1 \Rb2 Rb3 .Rc.Rd .Rg3 .Rh2 . CK fil =L &
1 R4 Fa.Fe 55, B T 1 B AR S5 10 , 1 o ol A Ak
fife o IR AR L IIE NS BRI B AEAR N IR
B i G S AR R T A D R, Sk ol T
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5w B #:2021-11-12

o T AR
B » %5 : R285.5

AR IR S

AR ARIRAD: A

HMIPHE , #1525 MRS , e &5 2 BT, B 20(S) -5
ANZ [l (20(S) —Protopanaxdio)™, 1 J& N 5 W& 1E
KIS, C=20 5 A ¥ BU AR 5y 52 FR A 200, 4 AR B 7K 34
BAERAS B, HRETIR 25 F AN BT A
(7K e 7= ) 2 IS My . AR B2 5
B, NS R HA BB R, GO R, A i,
UG b R . e 22 A NPT R B

* RAFH AR E EHLH XA B (2017YFC1702100) : A5 = b KGR RAF R B KRS B ITFL, A ARBRKE; SHRARFT I +Z2
% 3 A B (JJKH20200910K)) : & F PI3K-AKT 4% 5 8 % AF 5 =& 7 25 &3 4% ok de X éy il AR A ALAL, R T A ik KA T ES
KFREF AL A (20194 ) 3k T2k foda RGRHF R =6 L H A L0 E s/ ok o UG8 AR R AUH], 5 F A TRAS

* ok GBIAES RS WL AR R MEMRAFI, ERA S @ P B RA TR,

234 ( Modernization of Traditional Chinese Medicine and Materia Medica—World Science and Technology )



ERNEEAR-PEIIU * TS = . PERIVIIEHF

Z AT NS R e A i 20 B ) 39 5 A 4
b, R s AR S L DR G % S, BT — 2 Y I T g
TR AE AT IT ST T R B 20(8) - IR NS T RE R
R BB 21 200 R /N A B A1 2 3 il R ; [ RE
T L /INBR R UK 4 S5 AR 0F il /N AR R A T 2
50k A R R I AL 33 e AR (O (PI3KY
Aket) 5538 2 5 it /NG Ak i AR mP i/ -3 A
AR FRRR L /N SR AR S I G T R 4 T A Tl
-3 (GSK-3B)Z 5 1k I AN A8 miad # v, PRI 1
PI3K/Akt/GSK3B 15 = i 6 2 I8 15 il /N A S5z 1 o 22 1)
g, FEImEHE A S = LS g
K@= &/ NS i (REHNHYICHRAS
“YEB IOV, -, R, I, M9, AR
(ERE DR ER7 0 TSR |1 s | ol 12T = & S A [ 1
T 0007 R P TR A, 23R A I , BT 468477 , 5% i e
R = IR0 S s o R (ol 11977052 s R - S i<
T FRIABEAS R, ETRAS ZEMAS ZEDY
SEFRE A B AR S AR N AMIF ST AN S B 1k i
VB IF 00 4 R AR AL . A SCRIRFFE#h 78 T A
2 ELAT 1 i A D i 0 I A, A e PR A FH iR 2 2y
A AR LSRR, B kA& B R n s 5 Bl i
PP ) KA

1 #RATTE

1.1 K&z

T B I /N BL(20.0 + 2.0 g) FIHETE Wistar K B
(190.0 £ 10.0 )W A T TRKAEEVEARGRA A,
VFATIES A SCXK (7 )-2016-0003, A SEE 25 K Hrh
P 24 K25 S0 s W10 B 24 23 By Stk L UHE SR 5N
20190133, A FE T SPF RS H 2,12 h/12 h
BRI, R 22 + 2°C, XTI 52+2%, B A ti &
B 0K, BAESCES T WA RTIE I 3 K o
1.2 =25

20(S)- N2 [ (PD, 4 ¥ >98 % , L5 19666-
76-3), BRI AR AT IRA R B 1 h PD {2 4h
F 205 FE g 7 100 5E B (Hemocoagulase ) , # M 52318 24
AT BR BT AR ) 5 B I S (PT) |, 1 Ak 43 358 1L 37
AfB] CAPTT) , € 1ML B A 8] (TT) A1 £F 2 25 (1 R (FIB ) ik
&, T @AY TREWFE BT ; FITC Anti-Human
CD41/CD61 (PAC-1) #it {& Al FITC Anti-Human-
CD62P (P-1E#Z)Hifk , 32 [E Biolegend A ] .

B1 20(S)-ASZEE&E#EN

1.3 AE

H1201 58U 1fiL B4 A S, YT B 44 B2 97 S i A PR 2
Al 3 XT-2000i H ) ML 53 Hr 4L, H A Sysmex 23 ] 3 700
AUl R EEAX, [ Chrono—log 24 ] .

1.4 X% &%
141 HRAEBRIFR
(1) 57 A AT R I st o B ) o) s )

/N BT R M AR B 40 e B /N, B HL
SR SHL Ak as F R (1% CMCNa A= BERIK )
I % 2 (B 2H , 1.0 KU-mL™) , PD i 57 5 26 (2.0
mg-kg") , PD 5 & 41 (4.0 mg-kg™") F1 PD & 71 41
(8.0mg-kg") . K TFAZ54hG, TN 1% RE
TENRIE o RIS /B E T BURR  H B IR T
37°CAEFRER K th Al 3 404 s EFE B 2R 10 mm Kb FH T
ARIT W, B EE T 37°CHy A # L K b, 8 s H i
AF 1]

ANERFF R HH i A Y o e A 25 7 X5 /R
W s I IR AR S 6 A [ JRR T A B /DS BRI S T B
L HFARB IR I, e 2R B FAE . H 2 mL
SR AEAT I FIE B R 2 1 em B 11, 38 BOFF I H i
FHUEACEERR 10 sl —F , B2 WA o, 12 5%
N (10 1 P . e 72 S = A N i L T
(2) K R o Lo 4o

B Wistar #EPE KRB 40 2, s A2 257 X5 /R
W A R SE IR A ] . fe R 2 4 h s R
1% 1% UL L0 22 R 0 3 SRR I, T 3= 3 Bk LI 10mLL,
BT EDTA Mot v, mEhE A o I Il o3 A
ASGHAT I FA I
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142 4RIPEBFFR
(1) %k o v9 57 & ) 52

T Wistar KB 19 13 Fb 2400 s 13 5 Rk
e, 18 Bl BRI 10mL, & F 7% 3.8% ik iR & i it
BT, B0 (3000 remin™, 5 min) ;B 1.45 mL | I
I, A 0.05 mL H s EE I 6 (0.5 U-mL™") 3 PD
(35.0 WM .70.0 WM, 140.0 uM) , HCE 37°CHEAE P &
10 min, #45 PT, APTT, TT £ FIB {57 & 1 B 45, i FH
MEE AT AT . MR ARASFE 4 h P9 58 B 5 o
(2) % i /) AR 04 ) -

el 5 A B ) R 1 P Wistar K BRUIE 2
BRI, 43 AN S A 3.8 %ML B I PTEERE T
B 0> (800 remin™', 5 min) , B I+ )2 Il 3% i3 — 2 B .0
(2500 r-min™, 8 min) , B UL IE ML /D e, 0 A& &=
Tyrode’ s buffer (17 137 mM NaCl, 2 mM KCI, 12 mM
NaHCO,, 5 mM HEPES, 0.35 % BSA, 1 mM CaCl,, PH
T.4) UMK, H Tyrode’ s buffer B2 Ifil. /M, FH LK
A3 HTASCI S i/ R H A 3%10%/mL, 75 .

(3) /A R 4R Al

ARSI 55 Iy FH i INAR 2R ARSI 5 1l /MR R AR =R X
B AR 1000 remin 7, 37+ 1°C, BUOABUR BRUE
eI/ 270 WL A BCSEAR , 88 5 A i /I 2R 4R
A, JH A FE L R 100% , 3 B 30 L HY 2 58 i il
(FH 25,05 U-mL") 5 PD (17.5 pM. 35.0 pM,
70.0M . 140.0 WM .280.0 wM) , £ B4 R ik 2| % i 45
1RIEsR . ARSI 31K,

(4) 7 X g JeAAE M) P-ik 4% % (CD62P) & ik & o i i
& 1Ib/Ila( PAC-1) & &

PR /MR 145 L, 230 0 A BB L PRV 24
(BE ML ,0.5 U-mL™") FI PD(35.0 wM.70.0 wM. 140.0
uM) , 37°CHREOEHEE 5 min, SR 543 B0 A SpL FITC
Anti-Human-CD62P (P- % $ & ) T {& il FITCAnti-
Human CD41/CD61 (PAC-1) HiL A , ¥ )¢ % I 9 & 20
min, JIl 200 wL PBS 2 1k Jz 7, b 3 =0 AR A3 AT, 0
££ 10000 > 4i B, 53 %1 115 CD62P il PAC-1 Y &
(5)% & % J% ¥7 i (Western Blotting, WB)

IO Y % I /N A 43 i i A FR e 3 it #f (0.5 U -
mL™") 5 PD (35 wM .70 uM 1 140 pM) 7E 37°CHEH 5
min, &> (3000 r-min”, 5 min) , 7 3, I A 100 wL
RIPA % fift 2% i (5 2 1 /e R 4 o 50D o B 30

*£1 PDX/NRETEAERINIT X R AR H i i i8] &Y 8205

(% + s,n=8)

P st DR R FAT R B
A 8] /min Ao 7 ] /min
=G AL 10 mL-kg™ 1.89 + 0.41 1.11+0.14
FabE 2 48 1L.OKU-kg'  1.41+0.31% 0.87 + 0.13*
R i1 2.0 mg-kg™! 1.56 +0.31 0.90 + 0.15*
LiEiR i1 4.0 mg-kg' 1.36 + 0.41% 0.76 +0.14%5%
o 8.0 mg-kg' 112 + 0.26%%%  0.69 + 0.16%*

5 EGABAkE, P <0.054P<0.001,

g A BT HEAT HL UK (- o8 H A TR B R TR 4 T i
JBE) R CR AR — 9 05 , PVDF) o SR FHIBEAR 4
M 5, 43 50 i A PI3K (Phosphoinositide 3-kinase) , p—
PI3K, AKT (Protein Kinase B, PKB) , p—AKT, GSK3p3
(glycogen synthase kinase 3 beta) ,p—GSK3B #1 B-actin
—PL(1:1000 FiFE) 4 ChFF LB, TBST PERE 5 UC, — 3L
(1:1000 #i B ) H 1 ho TBST YEMEJS , H Ecl fb2¢ k&
Jeian & 6, IR TEBER R R G I
1.5 it F 7k

K H Prism8.0 BAF TR, K H HLIN 3R 5 2253
Bt (one—way ANOVA) J5 i AT A LA, 45 R & + s
FR,P<0.05 HEFAGIH AR

2 H#R

2.1 PD ¢/ R e B R) 69 %@

RAIGRE/R, T 425 4 h J5, PD A &R (BH
PEZA) B . 35 46 /)N BRUDKTT 8 I [ R0 PSR ot e
] o AE /N BT 2 A AR v ) i R s R 6 PD Y
A W 35 4 a8/ BRUWT R i s ) (P o< 0.05 B P <
0.001) . 7/ ERUHFRIE H LA o, PD = 4S50 i 2 g
25 4 /N B R0 R i B[] (P < 0.05 31 P <
0.001) . DL [ 455300 PD X4 204G S 3000 H A
— & 1 1k i AR
2.2 PD*F K R ML % od

F2MIGER RN, S 4 h5, PD X L4
SHCR M /N 2 504 2 052 ) Tk E At 240 it (n
S AN RE e v i AR NS N EA R A E B AL
(CHims) . 220 PDXTR LA SE R, 5=
F 0T B AT A, R 7] 22 A0 H R i PD 2R B 3 B ok
BRI 21 48 B 53 A 98 B Bk 1 2 (redcell distribution
width—standard deviation, RDW-SD) (P < 0.05 8% P <
0.01) FNET 2 M 534 B Ji 78 57 Z2 8L (red cell distribution
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*2 PDIAKRAMESEAIER (% + 5s,n=8)

44 SHAF RBC/x10"%1." HCT/% MCV/AL RDW-SD/% RDW-CV/%
=G A R = 6.76 + 0.59 42.33 +2.64 62.76 + 2.05 31.59 £ 1.51 14.16 £ 0.57
e 25 28 1.0 KU -kg™ 6.96 +0.33 43.95 +1.72 63.20 = 2.55 33.47 £ 1.81 14.89 + 0.67
A& 228 2.0 mg kg™ 6.80 +0.47 43.35 +2.20 63.78 +£2.15 34.81 +2.27" 15.58 + 1.40°
LiEilh ! 4.0 mg-kg ™' 6.71 +0.49 42.06 + 2.50 62.75 2 .55 34.18 +2.27° 15.79 + 1.49°
ik ! 8.0 mg-kg™ 6.96 +0.43 43.97 +2.02 63.32 + 1.96 3251+ 1.73 14.72 + 0.81

E:HE G BAE,P<0.054 P <001, (RBC: 44 f 4k & ; HCT: 40 20 Jb JE A% ; MCV : - 39 20 2 I AR A% ; RDW-SD : 40 2 fl o 5 A7 2 5
RDW-CV : £z 4 feL o A 58 % St R 40

*3 PDXARRIL/MESEAIER (% + 5s,n=8)

il 2245 7 % PLT/x10°-1" PCT/% MPV/{L PDW/% P-LCR/%
eyt = 1278.88 + 69.82 0.95+0.14 7.61 £0.27 8.48 + 0.40 8.76 + 1.60
Febk 25 28 1.0 KU-kg™ 1313.70 + 182.55 1.04 +0.13 7.91 £0.29 8.91 +0.48 11.12 + 1.95
KA Z 21 2.0 mg-kg ™' 1456.60 + 143.55 1.12+0.11 7.68 £0.27 8.51 +0.33 9.32+1.41
il 4.0 mg-kg ™' 1578.20 + 167.81° 1.20+0.12" 7.64 £0.27 8.57 +0.40 9.48 + 1.75
Rk 2! 8.0 mg-kg™ 1526.40 + 212.57" 1.19+0.17" 7.84 +0.22 8.79 + 0.41 10.88 + 1.54"

EHE AR ,P<0.054 P <0.01,(PLT: f2 s 3% ; PCT: o AR JEAR ; MPV ;739 e AR AR AR PDW « e /)N AR 9 A 5% 3 P-LCR: KA

R &)
x4 PDMABREMMETAIEA® + 5,n=3)
P LR E APTT/s PT/s TT/s FIB/mg- dr™!
=G R4 - 26.50 + 3.04 14.67 = 0.75 45.50 + 2.30 158.20 + 7.99
[e b 25 28 0.5U-mL™" 20.75 + 3.03" 14.38 + 0.48 33.50 +3.50" 193.80 + 6.50°
AR F 4 35.0 pM 23.75+1.92 14.20 + 0.75 43.00 + 2.16 195.10 + 14.35"
LSk 70.0 pM 20.25 + 1.89" 14.80 + 0.40 43.00 + 1.87 197.34 + 8.26
&9 &2 140.0 M 20.25 +2 49" 15.00 £ 0.71 4433 +4.71 201.24 + 14.12™

E: 5 EGTBAKE P <0.0547P <0.01,(APTT: JEACIR o %k fo iE B B 19) s PT: 4% £ B R ; TT: % feB5 B 18] s FIB: F 46 % & R)

width—coefficient of variation, RDW-CV) (P < 0.05) ; Il
PD 1 BEXE INZL 41 Bl £ & (RBC) , £1 41 i = #2 (hemato-
crit, HCT) F1 - 347 21 40 e 442 #H (mean corpuscular vol-
ume, MCV) , {H 525 U0 B4 L IR SE i 2% 25 7
(P>0.05). F&3NIM/MRBEEER, 575 FO A LT
A, v R A R PD AR I RGO BRI T i
B % (platelet, PLT) (P < 0.05 8% P <0.01) FlIfiL /M
A (plateleterit, PCT) (P < 0.01) ; /=57 i PD HE g & 14
Jin R B HR R AL I /N EE %R (platelet larger cell ra-
tio, P-LCR) (P < 0.05) ; [f] i PD & 14 fin ifn /v B2 43
i 5& & (platelet distribution width, PDW ) 13 [fil />
M A FH (mean platelet volume, MPV ) , {H 525 [ X B 21
FEAE A ST #E X (P> 0.05), DL ESSREHE T
T 56 PD BE A8 7 I T8 9 2 2 R Bt /AR 9 A= 8, 532 i
LA S BRI/ MR 2SS (R s AT
2.3 PD xR R & o vy 3 49 % ve

BEIM VY5 (PT APTT T (FIB) 2 ¥ 259 1 11 3%

R EEIEIR, R4GREBR, 5E A R4,
PD H 551) H FN 7 7 B 2 BRI e 2D R R 2K APTT
(P < 0.05); PD % 3450 5 H BB i 3% v FIB (%) 5 &
(P<0.013 P <0.05), 455 8 550 AR ; PD X
KBS TT A1 PT AT i 2 ek 22 (P > 0.05) . LU L
g5 0L R PD 4555 APTT [A] B 340 FIB, 32 81 PD Al 3%
TR PE B IR A%, £ 2F FIB B9 AR 8 aA 2 1k i a9 7R
2.4 PDAE# AR KIALDRGRE

FSEER IR, 525 % 4] L, PD ] RAKE fin
K BRI BE S I /AR R AR 5[] I B 5 PD vk B A 3
IERER B E . 4 PD WAL KT 140 uM, PD Xk
Ve /N A SR AL R IR B2 . PD R 140 pM
I, R BV % I/l ) B A R 51.40 %, AN BRI/
i ) FAE F8h 33.40% ; 4 B PD X A I/l 1 3R AR AR
FHB AL T X R Bl /MR i REEME T . 225 DL 45
S, PD A S AR R A Ve 4k I/ VB 2R 4 (EL SR AR ik
A S8 553 45 L A P VR

( Modernization of Traditional Chinese Medicine and Materia Medica—World Science and Technology ) 237



2022 B _AU0E F—H K Vol. 24 No.l

Vehicle
-10° 0 10° 104 105
FITC-A

B [
[
! R T
_cnaimiian. 0
: 35 UM
AT Thrombin
l Vehicle
e T
100 10° 10* 10°
FITC-A

B2 mEAEAE T PD X AR I/ CD62P(A) RIZZEF PAC-1(B) RiZRHIER

K5 PDXIHEHKRRI/MMIHEBEMER(x 5, n=5)

o pg GRTE Aahi
R E% R E%
= G AR - 8.60 + 1.02 10.00 + 1.58
P 24 40 0.5U-mL™"  69.25+3.34™  37.80 +4.14™
17.5 uM 13.8 +3.93" 17.80 + 0.84
35.0 pM 3220+ 1.727°  21.80 + 1.09™
%thm 70.0 pM 4340 +1.857  27.00+1.00"
140.0 uM 48.6+1.517° 3340+ 1.14™
280.0 uM 5140+ 1.727° 3515+ 1.58"

.55 G AT B bER " P<0.05 7 P<0.001 ,

2.5 PD#efREEA % fr ) 48 CD62P A= PAC-1 #9 & ik
— SEREN TS T 0N R R e AR v I/ A A
U2 B 7AE RS TBCWURE 1) 5T FOBE 2 1 TIb/I00a 9 3% 4k o
CDO2P S IfiL /N 375 £ J B 1) S0k 49 J5 s PAC—1 J2 IfiL /)y
M R THIVWE 26 11 1Ib/IMMa W 51, 38 2R 3R 3G 2 1
ANBRIE AR B AR AR, B 2 TR 6 AT LUE i, PD
fie @ 2 A9 2 #E 1 /N B CD62P T PAC-1 By £ ik (P <
0.001) , I IR EARMINE . > PDIRIE R 140uM B,
CD62P ff) 3 ik F Ny 84.32%; PAC-1 Hy £ 5 K H
86.87% ; WLt PD Y AE FH i 5 35 AH >4 T~ &€ 1l /i (0.5 U
mL ) IFEH
2.6 PD ¥ e /s A PI3K/AKt/GSK3B 42 5 i #4449 45
W5 B Wk AILAS 3 3 (phosphatidylinositol 3—kinase,
PI3K) 2 /N ST S i v A DS i N A5 5 5 = 00
TP, Akt, J& PI3K 2 W T RO &, Rtk — 2
R T PD X PI3K A% = i@ B A VE T . B 3 45 R 1
I~ Bl PD VR BE 934 i, p-PI3K/PI3K ., p-Akt/Akt il
p—GSK3B/GSK3B M AHXT R EIEIN ; 5 25 X A L

#6 PDXT ABEEI/NE CDO2P IR ZEF PAC-1 BIRIE

(x + s,n=3)
il 2R CD62P/% PAC-1/%
=il - 10.18 + 1.06 10.95 + 0.86
B o Bl 20 0.5U-mL™"  93.07 +1.64™"  88.24+1.74"™
EiR a1 35.0 uM 4178 £3.517°  67.53+9.78"
i 70.0 uM 66.70 + 6.52"  79.08 +3.94""
Rk ! 140.0 uM 84.32+2 317" 86.87 £ 1.50""

E: 5w G R, P<0.001,

i, PD fig & & 3 i p—PI3K/PI3K ., p—Akt/Akt Fl p—
GSK3B/GSK3B & 1 i iz ft /K F- (P < 0.05, P < 0.01 5%
P <0.001), DL E%5REV]PDIE 8 35 0/
PI3K/AKU/GSK3B {55 738 % , P /N, 2 4 i /)N Al
RE.

3 Wi

AR B A 2R s A B 405 S B0 i, AR 2 15y 5
50k e R A A A 2R Ry | A R I R T
A5 A S g AR PN A T R R | I R S 6 A A A
/AR A ST T PD 4 1k VR ST, 3590 2 HR
T HAEHLH . 255200 PD i B0 PN U B i
BANE S M/MURES 5 1R fE . EIRAT0 AT
W5, e PR NS B nl 3 i ST P VR T 6 1 i
e, I ET A B 1 S s [A)E aS a/NR  TE Y
PAR1 2 25 538006 1l /N, 38 i PAC-1 F1 CD62P %
ST 1L A O B 1 A [ AN - e RN P N |
M A9, 5SS =LA IS 45 R 2 Y
A B K AR B R A RS T R
NS ZREAERN TR BB EE T AR e TR
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A B

S 1€ ) G [ — |

PI3K [
p-Akt [ ]

Akt | 8 a— - |
P-GSK3P [ e s e |
GSK3P[ e S S W |
B-Actin| < — — — |
PDEM) 0 35 70 140

Relative expression

4
sk wokk
skek *
2 - * *
] H H H H
0 03570140 0 3570140 0 35 70140
p-PI3K/PI3K p-Akt/Akt p-GSK3B/GSK3p

3 PDXTI/MER PI3K/Ak/GSK3B 5 S @ EAER (% + 5,n=3),

E 5w g R R ALLER, " P<0.05, TP<0.01 17 P<0.01,

R 5 K= PDY, PD AR N S AR S T P ER =
i AL A ), A AR SO AR SY Sk T H T PD Rl RN
Z TR R —E R IR

76 PD 1k M AR 5 o, FRATT 1 23 Al S I A
RUSZIG A PD Y 1k I AE L 25 58 & B PD fE 5 241 il
/IN BRUUT R+ I T R R+ il B ], 6 B PD B
— M kI AR o LR IRATRI T PD XK B4 P i
HRLAISE . 24525 4 h 5 PD fig i 2538 0 i /M 254
ML AN S5, i/ ML 22 5 1k A &
BB ML 3, TR A b B At Ak v i PR
R A L YROE I HR A I NSRS BT S IR 81
SSEAR i 085 S AT )| BTN (R 40 U2 el
PD fE 2 42 5 RDW-SD I RDW-CV /K. i £L 40 fitg
531 58 BE (RDW ) 5 S i /1 ] 21 240 e A FR S Jo 1 1 2
8, W58 & I RDW-SD FI RDW-CV 15 IfiL #e | ki A5 4650
i XL A8 5 5 R S BN TR I/ MR S 80h, PD RE
B F P PLT B0 PCT I P-LCR, PLT J& Ifil & 7 %
JINBY I 20 M, EL ARG B SRR R A N R A A AR
FH 78 1B 10 R T B i i A AR Y )
M B (PCT) A2 i /)N A 37 3 4 B (MPV) i IfiL /I Al
(PLT) % i (520 o PCT A4 34 Jin 55 58 bR 30 Jik 5 o AR
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20—(S) Panoxadiol Effects PI3K/Akt/GSK3p Signaling Pathway to Induce Platelets Aggregation to
Participate in Hemostatic Process
Zhang Xu', Zhang Yuyao', Ding Yue', Li Jing', Chen Jinjin', Su Wenjie', Zhao Daging', Zhang He'’
(1. Changchun University of Chinese Medicine, Jilin Provincial Key Laboratory of BioMacromolecules of Chinese
Medicine, Changchun 130117, China ;2.The Affiliated Hospital of Changchun University of
Chinese Medicine, Changchun 130021, China)

Abstract: Objective To investigate the hemostatic effect of panoxadiol (PD) and explore its mechanism.Methods In
vivo experiments, the tail amputation model and liver scratch model experiments were used to observe the effect of PD on
the bleeding time. Blood routine was investigated by blood analyzer. In vitro experiments, we used the coagulation
analyzer detected coagulation parameters. The effect of PD on the rate of the washed platelet aggregation was observed
by applying a platelet aggregometer. CD62P expression rate and PAC-1 binding rate were analyzed with a flow
cytometer. Western blot analyzed the related proteins of human platelets.Results  Compared with the control group, PD
could significantly shorten the tail bleeding time and liver bleeding time of mice; PD significantly increased red blood
cell distribution width—standard deviation (RDW-SD) and red blood cell distribution width—coefficient of variation
(RDW-CYV) in red blood cell parameters, and markedly increased platelet count (PLT), plateletcrit (PCT) and platelet—
larger cell ratioin (P-LCR) in platelet parameters. In the high— and medium—dose group, PD significantly decreased
APTT; different concentrations of PD could significantly increase the content of fibrinogen (FIB). With the increase of
PD concentration, the rat/human platelet aggregation rate increased dramatically, when the dose of PD was augmented to
140 M. The rat and human platelet aggregation rate was around 51.40% and 33.40%, respectively. PD could activate
platelet to release the CD62P and increase the glycoprotein IIb/ITla (PAC—1) expression. The results of western blot
showed that PD increased phosphorylation level of PI3K, Akt and GSK3B.Conclusion PD has a hemostatic effect. The
mechanism of hemostatic effect of PD is related to activate the internal coagulation pathway and PI3K/Akt/GSK3f3
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signaling pathway to induce platelets aggregation to form a blood clot to achieve hemostatic.

Keywords: 20(S)-panoxadiol, Hemostatic mechanism, Coagulation function, Platelet ageregation
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