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HE B#: 45417 f 7% f o5 (Liang Xue Huo Xue Fang) st AT 2 4k 2 i LX-2 34 gi o A T 69 %R . Tk Ak S35 IT 2 4k i i LX-2,
S RV R o gy (RJE 5 1.125,2.228,3.31,4.37,5.41 mg-mLY), 48 F LX-2 ta /s 24 h,48 h i MTT bb & sk 46 4n 6L 64 3 78
WL, A E R MR E (4,8,12,16 mg-mL?), AKX e Kiem mzh 24 h G A, R . OMTT % 27 R FRE R
& AR LX-2 4008, 240,48 h &, 24 h,1.125 mg-mL™ fe 2.228 mg-mL? 5, HA ¥ A dps B3 R 5T EF R
(P<0.05), @ 7 X, 2 b K Ho il B 7 , 7% fe 75 o 7 SR JE A 4,8,12,16 mg-mLY)ad, T8 BAT i LX-2 20 J 8 T B30 : 7 s 3% 7 46 4
) LX-2 20 ey 3574, "TAe b5 BAR St dm B A % .
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ABSTRACT Objective: To investigate the effect of Liang Xue Huo Xue Fang on the proliferation and apoptosis of LX-2 cells.
Methods: LX-2 cells were treated with different concentrations of Xue Huo Xue Fang (1.125, 2.228, 3.31, 4.37, 5.41 mg-mL™). Cell
proliferation was measured by MTT after LX-2 cells were treated with Liang Xue Huo Xue Fang for 24 h, 48 h.Then, cell apoptosis was
detected at 24 h by flow cytometry in a appropriate drug concentration (4,8,12,16 mg-mL™). Results: O Except 1.125 mg-mL*and
2.228 mg-mL*in 24 h, cell proliferation in other centration groups was dramaticaly inhibited by Liang Xue Huo Xue Fang (P<0.05),
and the inhibition rate was higher than control group. @ Liang Xue Huo Xue Fang could promote apoptosis of LX-2 cells at 4,8,12, 16
mg-mL™ Conclusion: Liang Xue Huo Xue Fang can inhibit the proliferation and apoptosis of LX-2 cells.
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By H BN, R FTE R, P2 BT AT A A B 1)
JEARN BIE /N B XTI, FRATT 5 B i 3 I 77 (Liang Xue
Huo Xue Fang), DA E AR A0 LX-2 #0240, F MTT 5 0
SRR i 2 X FEHE T 14 R ), PO AR M AR WL 24 %) 4
PR T S, SRyt — 2 YA B LX -2 i TR AL RS
%,

1 MRS

11 UE5EH

MTT i35 (AR 08 B2 Wl Bio—rad FEHE S5 K43 |
DMEM = #5373 (Gibeo)  PUZEE FRA- L7E - LX-2 AUk B4
PUZEEE R2f e TR Ao H0y, 35 Bection Dickinson 23 H]
TRERANHLAYL, 750 ¢ ZIREARFRAL B URAE BERE 28 R AL AEFRK
KEHHEHE.
12 LX-2 HRaptEsR R ER

JE 10 %845 13 100 g ml! HHZE 100 g mL?
BEREE (1 % L- A 2B /S B DMEM 55 237 30K LX-2 41
BT 37 °C.5 % CO, FIAMIIFAE b, 3 KA 1 IR . TEAR)'E .
HBE T WELAN I 3 5 N 80 9%~90 %ot , LA 37 CilfL 2 ~3
min fZ18,
13 LIEHYMTI&E

FEHE24H 10 g 74T 10 g AEHE 10 ¢ JFY 10 g B~ 10 g
JIE 10 g #2510 g 2 10 g T 10 g THHES 10 g EX
10g. KT 6. HHE 10g IHE6g 5830 10 g . HH 10 g(WH
VYL AR 291 1T) Hl &t R D3 K : O 750 ¢ Z2hEE
A FEHLKE S I 7 F A0S 1 GRS, R
SRR, @Fk UL IE Iy H Y IA I R 1101
H EEBIIMAB IR, 55 1 WA 1500 mL #43 ik, LA 60 ik
fmin (38 B AR H B S, SRR TR 2 R ik, K
500 mL, LARIRE AT B 58 s N2 U8 A it + 250 A
1000 mL R AT, BFIR 500 mL, FHIERE 28 R AN T28 % HE
A7 I A S SR I, K B T B T R A, % P &
o @¥B U8AE I ZIR BN B i BEE & 5558, T2 MRAAF
£ o 2) 352y B3 250 g JK 500 mlL, #4555 R 24 vk S0 kK R
30 min BUZGIR, LATEIR/KIS S R &R 2 1.25 ¢-mL! (975
F, ELAs A% 4 COKFEARAE . WU E T AR S DU ZE B R 2 R AR I
W5 24 R b 245 45 25 [ 58 1o
14 YR ENEERERE

—A4~ 60 kg AR, HARV 5 S Y 20 %, B 12 L, 4%
MEAEH —R, BNZEY RN 152 g, NI E i OB 25 4 Tt
W, B AR PO e B Ry 2 152 ¢/12 1=12.67 mg- mL™", {HJE 254 A ]
REW TR, PFrAERATHEAT MTT S8R, EBEL ik s
F:1.125,2.228,3.31,4.37,5.41 mg-mL", 1677240 A
PR TIT RSN :4,8,12,16 mg-mL,

T 1.25 g-mL (259 AR KGR, T A7 in 24 s 2 A 7 7
B, HA RN 8% 100 WL AY SIS M 259 % T 1000 p L
HyEE RS (10 % FBS FIRUHL), 7 B 5 25 Wik 2 - 113.63
mg mL " 2R REIE , H 0.22 pom FLARAY DERE X HOPEA T DR
[
1.5 MTT %4 LX-2 48 A pY 185 TE R

SPECAE K AY LX=2 4000, 1000 remin™ B5.0> 5 min, ] 250
DMEM(7 10 %I 48 138 ) F 4 B i BE R R 1 x 10° cell - mL™ 4

MRS , R T 96 FLIE SRR, AL N0 200 W L, 7R
37 °C.5 % CO, AR, Fra iy e 2 ST AU 70
~80 %J5 , WAREEFRIE, I HLAFFLAT SN A 08 5 00 v 1t 775 1 25
Wy, ek B R F) 1.125,2.228,3.31,4.37,5.41 mg-mL; Bk
FEBE 4 ANEAL, BBEas O TR, BAh, BeSr BN B SRk,
ANTNARM R REAL (S22 A5 40 MTT ). A /E A
24, 48 h J7 , LR IR EL, FLIN 20 WL, 5 mg-mL™ MTT 349K , %
H 4h, BN ZHIEW A 180 w L, 7EMANR & 4% B3R 10
min J5 T4 [ SIEFR_E I E 490 nm OD {8, SCETEHE 31K,
BB A A ] 2R B DR R =(1 — 25940 OD & / XA
24 OD 1H) x 100 %.
1.6 izt 4m B AR A& 40 AR A TR

HO$A KA LX-2 40, 1000 r-min™ B5.0> 5 min, JH 5
15 DMEM(7 10 %I 48 1033 ) F 4 B ik B2 980 1 x 10° cell *mL!
MBS, BT 6 FLAk. AFLINANME 2 mL, 7 37
°C.\5 %CO, MANMREFRFR H , TR A0 MG REK 2T ALY 70 ~80
Yol , EIREFRIE, IE H AL AT IR S B9 T M 254,
2 He A% 4,8,12,16 mg-mL7, {#iF Bection Dickinson 2
AL, B BRI 5 24 h AYARAE L5 Al
200 (A V7 40 A L B B B B OV o O B 40 P R T 1)
BT 5 x 10° 4~ HHELC1000 remin™), .0 5 min,
FH PBS B A0k 3 3k, B0, B L3RRS . RIE Annexin
V-FITC/PI SUbRic il & i, W 195 w L AR, WA S
p L Annexin V-FITC J&%), & i )X B 10 min, PBS PE4HA 1 1%,
FELL 190 p L BRI ZE A 22 iR BB, I 10 o L ALk I me e (o
TR (PT), AT A, W R B2 am B Ao o
17 GitE a0

KHBARE T L2000 (one—factor ANOVA) - H 5
[a] 22 504 TCG T2 X o SR Dunneti—t K36 5256 40 55 % 18
WAH P L Em R TR A0 A4 BT R 4 K BD
FACSDiva Software, Ll P<0.05 N ZERHAAG %2 L.

2 HR

2.1 mInFE I 3T LX-2 20 s 58 i 2 0

WL I 7 % LX -2 40 A #0 I/E H(E 1), 78 24 h,MTT
R 00 65 A 0] 0 A Y I3 107 (1,125, 2.228 mg > mL~") ] LA 41 Jfg
TEPERE N, 3T RE SR PR A 40 XU 7 ik ) 4 244 7 A
L AR AN, DR B (v s Uk R AL B2
ZyWfE R R 2] 48 h FH R HAHIE M. s HE
—EFREE I, BEZ Y BRI A ) 3, 40 ] e 1
(P<0.05).
2.2 RINFE M7 3T LX-2 40 REE T2 0

FH Annexin V/PL SUJL (A A0 AR 1=, ZRM I T 50,
2T A B PR A0 8 B iR 22 2 R (Phosphatidylserine, PS) M\ 21 i P4
0] 50 T PSS ) 3 1, R SR AE AN A B o Annexin V &—
Bl Cax KBEBRIRES 5 8 (L BB S PS R M e e s &
AnnexinV FRIC DN, R 3 20 4SRRI 40 0 T A & A
£k A BE (Propidine iodide, PI) & — P 2% iR 4Lk}, B AN HE i 14 58
AN, (BRI T SR DRFEANAE , PT BE% 5 40
JECT AR A AR T e o R B S (8TH] Annexin V 5 PL AT LUK R
B JR T2 MR SE A0 M IX A3 T . 25 SR R (B 2), AR TR
(B2+BA4) Bl 24 e J2 38 T s , Herb B4 S RUBIPR TS, B2 O
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40 Ciencentrmtion ( mg- wil ')

B 1 i iE 75t LX-2 40 R sm e 20
Fig. 1 Effect of Liang XueHuo Xue Fang on the Proliferation of LX-2 cells
7E:*P<0.05,**P<0.01, 5184z Ft i = B X R AAE L
Note: *P<0.05, **P<0.01, compared to blank control group in
the same time scale

B 2 24 h iRl 73 LX-2 48R0 T B R0
Fig. 2 Apoptosisof LX-2 cellstreated by Liang Xue Huo Xue Fangin24 h
I A TAXEEA;B:4mg-mLY;C.8mg-mL*;D:12 mg-mL*; E: 16
mg-mL*, B1l:ZEZAAf; B2: BEAE ;B3 iEHM; B4 RHIA T
Note: A: Control; B: 4 mg-mL*; C: 8 mg-mL* D: 12mg-mL*; E: 16
mg-mL*. Bl:dead cells;B2: late apoptosis; B3: living cells; B4: early
apoptosis

3 ik

FF£F Al 2 — AR B 240 ad B A R A0 (HSC) Y i3
W BN RS EEEM . BETIACN HSC 2574 ECM
IEEANMY, ZRNES HSC BiG LA %, A KA
F B (TGF B 1) 31 jfit /NR 775 A= [ F- (PD G M1 fife 5 AR A K
KT (IGF-1)19 3 Bz AL & [T (EGF)!S 7ol £F 2 40 Jfd A= < [H 7
(FGI)'™ % 0% 1Y HSC 228 4y B ILET 2 41 i (myofibroblast,,
MFB)¥, ZEIGALIRA T ,HSC 7T LK S G ECM,ECM A K
DU BT 44 . HSC B30 AT 27 2 AL i O3, R,
KEBHT AL 2GR HSC 4R 4a i o AH [ BE 2 If

TeARR MG 4, AR IR PRI A A i AR
BN AR Y KA 22 AR U B, 7R T R
PA I AR, B R TR BE P s ik, AR,
UM, 25 F R R S B ISR E AR, H AN A . B
i, © 2 KRR S AN PRI T IESE i 24 % A 4 A B 55
TR, HLE A 5 S0 L5 7RI R, MRASHE I BT 27
HEABRCR . FEASSCH FRAEE UL ML 77 (Y I RAT A
FEEE B~ IS B BARAE R PUTES B R A
A OUBE EEFE CH R U AR AHAE LX-2 Sy $LZ0 D, SR
T F X 2 T A A A R o 2SI TR, AR 2 = AT
St o DA T B N B AR R VR T, A 24 i Bt
FEBAZ 256 L L ZRIm I 2 0, SR 2 2 2

TEZ ] 98 77 T, FATTBA Ve 24 0 il Ak, 2 s
A2 R R RIS 28 0.22 wom FLAR A IE RS X LA 7 i IR B 1
FLAEAE T A0, XA 22 1 T AR % OFRAT] Y fe &
H 7 SRR I il & L1 v LU S i E 7 259 . OB 5
B 23 ATk b, 2 B TR 20 2 it AT AU, 4 Hh
N S bR FSE AR Y, MRS SR YA
B R BRI AARARL  ABFATI 0 1 W 0 24 W 7 A N T 38 A
TREEAR A,

FRATTAF T R B, A [ J32 ) T L35 1L 5T Sk AT AR
AN LX-2 UM T, HANEIE TR S 2R AR DG T
MTT B4l LI B (& 1), 259005 1 24 h )5 AR5 4 i
I3 L7 (1.125,2.228 mg - mL™) AT LG 48 A 5 PR 8 , {E 2 24
2GR I (] E R 2] 48 h f5 H R I M RIVE ] . X T RN
Sy, ARG i 25 A R I, 200 B 52 308 AR R A O R AR
12, AN AR , 2R PRI, 7= A48 22 (0 3R 1 i S
FEAMIIE Y MTT 3 A i 2 i i 58 (2 i TP 38, (HBER 2y
WIVE R R] A, 20 TG M e 2 2 B . AT TR ST R B,
WL 0y T LA Sl TX-2 gnAu s, ek 1X-2 A
FT, R e TR AL 2%

B0 - FLURR AR DU ZE R R AR A R R B 2 R U R 2
2 S8 AT AT, 1 AR B I7E S & R EZ
J7 THI25 T 1 SRS Bl , R AR DU AR B R A M AR A
DA ST LX-2 AR
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