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Abstract

AIM: To investigate the effect of casticin on
apoptosis of hepatic stellate cells (HSCs) in vitro
and the possible mechanisms involved.

METHODS: Rat HSC-T6 cells were cultured in
high-glucose DMEM and then treated with dif-
ferent concentrations of casticin (0, 0.5, 1.0, and
2.0 ymol/L) for 12, 24 and 48 h. HSC-T6 apopto-
sis was identified by flow cytometry (FCM) and
agarose gel electrophoresis. The mRNA expres-
sion of apoptosis-related genes Fas/FasL and
Bcl-2 was examined by RT-PCR. The expression
of Caspase3 was studied by immunocytochemi-
cal staining assay (SABC).

RESULTS: Casticin treatment significantly in-
creased the apoptosis of HSC-T6 in a dose- and
time-dependent manner compared with the con-
trol group (P < 0.01). The highest apoptosis rate
was observed in HSC-T6 cells treated with 2.0
umol/L of casticin for 48 h (55.70% + 5.56%). An
oligonucleosomal DNA ladder was demonstrat-
ed by SABC, indicating DNA break in HSC-T6
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cells. The expression of Fas/FasL mRNA was
increased, while expression of Bcl-2 mRNA was
reduced. After HSC-T6 cells were treated with
casticin at concentrations of 0.5, 1.0, and 2.0
umol/L for 48 h, the positive rates of Caspase3
protein expression were 12.78% =+ 0.74%, 41.00%
*+ 1.51% and 71.33% + 2.68%, respectively. Cas-
ticin treatment significantly increased Caspase3
protein expression in a dose- and time-depen-
dent manner compared with the control group (P
<0.001).

CONCLUSION: Casticin induced apoptosis of
HSC-T6 cells may involve mitochondrial path-
ways and Bcl-2 family proteins. Casticin might
be a potential Chinese medical component for
inhibiting liver fibrosis.

© 2014 Baishideng Publishing Group Co., Limited. All
rights reserved.
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#Casticintk H48 Wia, HSC-T6A = F ik 3] 5%
KAE55.70%+5.56%, &HpaA=RE5g
xR LA, £ 5+ it 5 & X (P<0.05). DNA
IRASHE 5 IR vk ke M HSC-T6 A =, 274
S AE PRI DN ABE JE 45 %, RT-PCRiFA M 4%
BT A HFASFASL mRNA%GAH R LR, W
A =R B Bcl-2 mRNA# &k TR, #9820
LA F A A & & Caspase3#y R ik A &
¥4, % Casticin#& 2.0 pmol/LAE A48 h, &
ik F71.33%+2.68%, 5= G BALE, £
A Geit 5 & L(P<0.05).

££i2: Casticin FHSC-T6 4 A8 =69 L) =T
fe A Bt FifFas/FasL R B &k, FifBcl-2,
PefE Z AR E E I m, B & Caspase3 & &
HR AT
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FEER: RHA R, FEREM-T6; FT; Fas/
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FF 44tk (hepatic fibrosis, HF) /& $51d £ KR 4
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M /b I (extracellular matrix, ECM)AHH.
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L. HSCIEFIRAS T REH B -l /D= IECM,
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WY I PTHE 254, th 25 HTHF I R 471K %
JERT Y, AL IR 2K (casticin) i 1 HE BB
W) 0 IR S - & 1 (vitex trifolia L1)#2HX
PIE B A S i — P, AR S SR i X
1 5 DNABE I SE I LUK 3 B, UESECasticinkf
HSCHY B A T35 SR, TR A A2 i
BEHFAS. AT AR Bel-2 5T A M Cas-
pase3, #7~Casticin ¥ HSC-T6AE I T-4E FH i) Al B
GINGR

1 RT3

1.1 A TFEARNMIFRHS C-T6 i FifF B2y K
i, RSVA0R GLt K HSC, HATEILHSC
(A, Casticinll) B S #E By LR TF & 23 v
(GE>98%); /N LI Ry oM DY 2 75 26 4 il
HBRA A A FHAHFMEMTT)E ASigmay
H; ZHEM(DMSO) A ZE E AmrescoA
ii; Fas. Bel-25 |4 Bl 2R T A Wikst-%
SR W S N R SR W H Promega /A F; A
P K Fl Caspase3 Ly [EHU K L SABCH i 4 44K
SR A B A ]

12 7%

1.2.1 fmpasde: ARG PRHS C-T6 %37 C.
50 mL/L CO,MR: =48, 15100 mL/L/N- 1L
7R, B E AU S AR KA I, 2.5 g/LIkEE
FIBRE AAR AR, O B8 E A 40 i T 556

1.2.2 MTTH & 3% ¥4 Casticin TIDMSOBh ¥, 5
Bl 15 R LA O - FR0RE J53 6 B TR BRI, R 4%
IR JE DM S OB 771 it ik AR TR]. 06 £
K4, LAEEAL0.2 mL(£90.3 X 10*4N/4L) 4 Fil
T964LH, H55%24 WA IGEE S, 4 IIMAA
] 29 B 43731 0.5+ 1.05 2.0 umol/L Casticin,
XTRALIN100 pLogAsREgRdE, ke (i 4l
s gedk, Joani). A FE A ws M AL,
AP DMSOLWKSE J2.5 o/L, ¥ & 440 o 4k 4L
MTT(5 g/L), 4kLEE: 954 hiG 25598, A
DMSO 0.2 mL/fL, A& %% 5 min, 7845
W SR R, S AL, AR LL490
I3 K R 5 2E 40 MR (A, 40 B A
IR = (1-52 5 411 A /6 AL A ) X
100%. T FRSLKSIK.

1.2.3 X 2 AR 5 4w i B H B ) 8 = 50 R
HHPIH GGy, FCasticinfEH24 W5 (118411
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FEM M HS CICE T 25,0055 v, WEE 41 i 4k f5
L IFOM R IR A, 1000 t/minf/0rS min, 3
i, AR B(PBS, pH 7.2-7.4)UE%2
R, WAL N1 X 10%mL, TiA700 mL/L LB =
A, Lod A, 4 Cid i, PBSUEE:
2R F I E W, 200 uL RNARE, 37 ‘C/K#30
min, 300 H JE ML 38, #1800 uL PIZL (MK
4], 4 CHEE Y030 min, BT EAR, EHUG
D SR FH A R SO St EA T ARSI, R4
1 %6000, id UK I K488 nmAb 2L (A2,
TR AN A HTAS [FI DN A2 516 40 i A,
ST AFCellQuesthr MH T34, TG HA4H
MG 1) A P T2, G o 40 P S ) Lo
T4 M EL ). TIModFIILTH A 3E4T A0 BE, 44
5 JE A L A

1.2.4 37 ¥ IR B ik ik M HS C-T6 8 =—=: H
TBE(1 mmol/L EDTA, pH 8.0, 45 mmol/L Tris-f]
TR 2% M1 50 1 1.8 Yo B B R e . A Tepe b 9 2
R, FRAEIZE60 CI, IMAIRILZ
BE(10 mg/mL){FIHL LR AL 0.5 o/L, IS G HER,
o I 5k IR J5 N 5 T B E FEL Sk VP FEL DK AR Py, i
TBEW i 2L BEAR, BU10-15 pLHEHL 1) % ZHDNAFE
MRS EREGE TR (5 0.25% IR 2%, 4% BERI) 4
4 THRBIR A G ASRE, 60 VELIKT h, FI5RAM LR
WHOREE BT 4571, Tk

1.2.5 RT-PCR#M Z Casticin®tHSC-T6 & B Fas
mRNA#Bc/-2 mRNAk%A: Fas L5194
5-ATCACAAAGGACAGGCAC-3', Niif51¥h
5-TAGGGTTCAGGACTTTCA-3', K/N364 bp;
Bel-2 137514 45-CGGGAGGAGCACATTCA-
GA-3', N5 h5-AGTAGAAGGCAGAC-
CAGAC-3', GAPDH 5|4 A5'-ACCA-
CAGTCCATGCCATCAC-3", Fiis1¥h5-TC-
CACCACCCTGTTGCTG-3', K/M450 bp, i1 E
HAETAE. 2L ARNA, K Promegair
FIES RS e DNA. WS4+ 42 °C 10 min,
95 °C 5 min, 4 'C 5 min, BFIN B0 R4 CHAT.
=20 CLRAF. WO =) 3 ATPCR, KrillFas
mRNAFIBcl-2 mRNAKIL, B-actinj H S .
PCRE A H W4 451F: 95 CTiAE 4.5 min, 94 CAZ
PE60 s, 54 CIRK60 s, 72 "CIEMH60 s, TL35AME
W, #J572 CHEAH10 min. FHGel-Docl000% 4
AMRERS R S T A A i A 2> HiFas. Bel-2
B-actinfPy M 4547, 115 Fas. Bcl-2 mRNAFKIA
(14 2% (survivin mRNA/B-actin mRNA) K 1.
1.2.6 A %% 20 e A 5 ik 4 Caspase3 & @ 69 &
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ik ZRIBRKIE A IE /3 minX 31K, 0.3%H,0,F
B = LR 730 min, BLKHG A YR L S A4
iy, PBSPE2 minX 37K, W INIE R /DAL, wik
120 min, DABPHARRR RIEDUR. 3252 RIS,
NPk il Caspase3 g LA, M & A4 C
&, PBSPE2 min X 37K, WNAEYI R b, i
W37 CiliAH30 min, PBSYES minX 3Kk, i ik
FHH A FE LA DEEEEY, N =R
RZEZG, “HIREW, PN IRE T, 6B T
WLEE, PN A M S AR 3 (. APBSARE bt
K Caspase3PUARAE A BIPEXT B 45 5] W
PL16D F 45015 9 £E 400155 JBUR T 50 % Hh (1)
BH AP0 %, A0 15104 WA, 430 BH 1k 40 i
(T 4%, AR A3 5K 55 380 R 7 40 i A € R
Hl oy, A E N0 (), 140 (59FH
PE), BRT 200 (FIYE), it (0 353 (SR ).
SR RS P B0 IR SR AR AT G v 23 A

Gt F AR KA KA FHmean £ SD&
7, K HISPSSEE AT BEAT FLIN 5 T7 % 43 AT,
P<0.05K 22 e geit i X

2 B

2.1 MTT X R 40 M fR A A K ER, £420.5
1.0~ 2.0 pmol/L CasticinfEF12. 24. 48 h/F,
Hep G241 i A= KI5 AN [FI R B Hbak 12, 55 B 10T
WAL LA, AR () Casticin HS C 14 5 411
BT = (P<0.01)(ER D).

2.2 AR fa s mae A = 0.5, 1.0. 2.0
pumol/LIL3FFIK FE ) Casticinkb BEAE K RLAF I AT
SRR 12. 24, 48 h, WA I AL, ik
0 AR A R T 45 R R, BifiCasticinf
FH M BE RN (R (14 n, TR B Wi, RO
RS ROCR, KR4S 2 (o AL g, 25
Y G824 L (P<0.01), 52864 2 (R AR Rk
FHASR] B 1R bE AR 22 5 30 e vk 2% & L (P<0.05);
N ATHSCZ R 5% 5 th M LR T2, a1k
A n] R A B R AR T G A BSOS D T
I FHAE G/ G T I % A e R 48 P o 1
#, WA 25U S TR 39 0 B AR T IS TR (R S, 1%
g ETHEAGER2, K1, 2).

2.3 FRAS MR NG b kot ) g B T TSR IE
Ho Uk 25 L SR, fE118 bpdh¥ym] WL 5)— 5
B-actinFE K 15547, 5 2H7E364 bphb¥ynl W2
Fas/FasL mRNAZXIE, FHHHSCHEIL, BIA
[ FE Casticindb F5, H A IA 57 & 4O 1Y
HR(EIB3A), Hi ¥ 141 5 Casticin410.5. 1.05 2.0

Wi £ E
WA R AR
Fe4E 3 & T VAR
3t I % fm R 6 A
1=, " Caspase3#J
74 # zDEVD-
FMK 4% 74 4%
=R, FAIL
%€ FiEBcl-xl, T
FBax & & R Bid,
M A 33k A 4w
LARD R
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WA # B 5 = 1 AERECasticinEFETFAF2IRMIE 12, 24, 48 hEZ4EETR( = 3, mean + SD, %)
AT AR AMTT %
A B A Ak ) &
*FHSC-T63 34 49 pax izl 12h 24 h 48 h
FEAER, A =y 2.43+0.40 438+0.51 5.89+0.39
JAAZDNAF 5 it Ao o e o eI o
W b 0.5 pmol/L 11.43 £3.91 20.88 +2.07 35.43+5.04
MHSC-T6H = 1 umol/L 22.71 +3.56% 33.39+3.56 41.95+3.92
F] B4 A RT-PCR 2 umol/L 32.28+2.44% 44.32 +3.55 55.70 + 5.56

*# M Fas/FasL
mRNAFBcl-2
mRNA & & ik H
. B—F AR
BT E A
M % & Cas-
pase3ixi, A IE
E YT

3t HSC-T6 4 A
T, #H LA,
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P<0.05 vs 24 h; °P<0.05 vs 48 h; °P<0.01 vs 1.0 pmol/L£H; °P<0.01 vs 2.0 pmol/LZA.
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B 1 AERENCosticdnERTFH2RBRBAB/TER.
A: 0.5 umol/L; B: 1.0 pmol/L; C: 2.0 pmol/L.

pumol/LELAI A G vl & L (P<0.05); &4
2 B LR34 72 7 (P<0.05).

2.4 Casticin & HSCAH2 B = 3 B Fas/FasL #9 %%
2.4.1 R Fl# & Casticin*HSC Fas/FasL mRNA %
A wgFee: BIRPEREIR vk 4 R 2R, 76118 bp
A& ] DL B3] — 8 B-actin LR 1 4k v #5201
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2 1.0 umol/L CasticinfEFB12, 24, 48 hGIF2IRMIE
FTIEN. A: 12 h; B: 24 h; C: 48 h.

7E364 bpkt¥ ] L F|Fas/FasL mRNARIA, 4511
QEHSCE%'i%J‘i BUAS[RI9K 5 Casticinib B i, H3&
A 5 E O PE 9 (1813B), Hrh e 4] 5 Cas-
ticin 0.5+ 1.0, 2.0 umol/LILIIAE Gt X
(P<0.05); # 22 2 7] LU IR SA1A 22 53¢ (P<0.05).
2.4.2 Casticin& 22 R B Bf @] #FHSC Fas/FasL
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R 2 NERENCosticnl EFFFRIRMBIRI2, 24, 48 hESEATR (7 = 3, mean = SD, %) WZAEE
ECRLRU A IR S

pay izl 12h 24 h 48 h
=EWR 2.47 £0.40 4.38+0.51 5.89+0.39
0.5 pmol/L 11.43 £3.91% 20.88 +2.07* 35.43 +5.04
1 pmol/L 22.71 +3.56% 33.39+3.56® 41.95+3.92*°
2 umol/L 32.28+2.44% 44.32 +3.55° 55.70 + 5.56°

°P<0.05 vs RENIRAE; °P<0.05 vs 24, 48 h; °P<0.05 vs 1.0, 2.0 umol/LZE.

bp

364
118

bp

364

118

3 RERECasticingX1.0 umol/L CasticinZbIBHSCIGFas/
FasL mRNABYRIE. A: REIREFAYCasticinMHHSCfFFas/FasL
mRINARJZEIE. M: 500 bp DNA marker; 1: 23F14; 2: 0.5 pmol/
LAH; 3: 1.0 umol/L; B: RNFIMKEE CasticinZbFEHSC/5Fas/FasL
mRNAJZR. M: 500 bp DNA marker; 1: Z8F4H; 2: 0.5 pmol/
LZH; 3: 1.0 pmol/LZ; C: 1.0 pmol/L CasticinZMEHSC 12, 24,
48 hf5Fas/FasL mRNARYZA. 1: 25 HEZH; 2: 12 h8H; 3: 24 h
ZH; 4: 48 hZH. M: 500 bp DNA marker. HSC: T 52 R4

mRNA# £k 69 %@ SCREE 1.0 pmol/L Cas-
ticinfE Ay e AEALHIR I, M FEA AL B HS CAS
[ (124 24, 48 h)J5, X4 /fiFas/FasL
mRNAZKF 52, S 45 3R W 4 fflFas/FasL
mRN A 1) 5 Fifl I (7] GE K T 386 5%, 52 B ) A4 gt
PE(EZC). 25 AU SR RIS T 4 b i % 2 7
(P<0.05). AN[RIEf[A]ZH P EAT LU 22 57 (P<0.05).
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bp

376

118

376

S c— — e B R

4 RERECasticing]1.0 umol/L CasticinRE 8 EHE
FAFHSC/EBcl-2 mRNA/Bcl-2 mRNABIFRIE. A: AR
CasticinfEFI THSC/GBc -2 mRNAHIZIA. M: 500 bp DNA
Marker; 1: 7‘£EI?B, 2: 0.5 p,mol/L?H; 3: 1.0 ,,Lmol/Lé'ﬂ; B: 1.0
pumol/L CasticinfEFFHSC12, 24, 48 hf5§Bcl-2 mRNAMJF
IKZKOF. 10 SRS HEZE; 2: 12 heH; 3: 24 haH; 4: 48 hiH; M:
marker. HSC: T2 R 400,

2.5 Casticin*tHSCH2 8 = 4 B Bel-244 %

2.5.1 RE®ECasticindHSC Bcl-2 mRNA £
A Ra: BEIERE IR MLk &5 R, 7118 bpkt
Byl WA 5] — B Ip-actinFE R 1 415, 540
76376 bpib¥y ] WF|Bcl-2 mRNAEIZL, A
HSCHEE A, AR Casticindb FE 5, 25 141 M
Casticin 0.5. 1.0, 2.0 pmol/LZ ] ELE 44 45
T L (F1P<0.05), A PP ELE A et
255 (P<0.05)(EI4A).

2.5.2 Casticin&: 22 R ) & 4] #FHSC Bel-2 mRNA
By vh: SEEGIEE 1.0 pmol/L CasticinfE N e fE
REBRIR B W g2 CasticinAbFEHSCAN A TR (12
24. 48 h)JiBcl-2 mRNAE LK 5E00. 45
REIR, BIBECasticintE AR A ZEK, 41 fuBcl-2
mRNAZ I AR gk 59 (814B). 55 14
FLI AT B3 7 5+ (P<0.05), AN a] B i 454 22
F(P<0.05).

#| % *THSC ¥ Fas/
FasL. Bcl-2% A
%k & Caspase3
FR W rh, AT
AR F R
¢ Y b 89 1F A AL
H, A HEER
LR TR A Yk
U7 RS IR
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m A
BF 4F 4 4L % IF AL
Tty s TR,
il ;ﬁ;ﬁﬁx ’gg 4348 12h 24h a8h
s A TOWRA 2192051 4.75+0.26 5.75+0.34
0 BT A YA T 20 umol/L 8.53+0.46™° 9.98+0.55° 12.78 +0.73°
M, b HEAFLEE 40 pmol/L 14.51 +0.45" 27.43 +1.84% 41.00 +1.54%
WREILRAH A 60 pmol/l 28.93 +2.37° 39.12+1.19° 71.34+2.68°

BAT &, AKXl
TR K A H)
F *FHSC ¥ Fas/
FasL. Bcl-2% A
% @ Caspase3
Fik e om, KT
A5 K ST
o YA oy 4F A AL
B, AR AN &
VR ER T
YA I AR
BT EE
AR I,
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°P<0.05 vs ZEINTIBLE; °P<0.05 vs 24 h; *P<0.05 vs 48 h; %P<0.05 vs 20 umol/L4H; /P<0.05 vs 60 umol/LZH

A~ " B ‘o -.’

- »

o
. »
x - : Ld » d
- ’ - -
- Y
-~ 4 s N b = -
4 /A
‘4 “’
o, N
- | e / : A v
I» A A -

\A » l - -
c“ ""I,A‘ - D - -," / o
¥ ’ » ) 2e, . 4
| - n".\ - - '~‘. ' ..' } .l: .'s.l

. L s s
."‘. i ] ;.‘ e 0.. bk S ‘- b
- v, N - 'J;s Yo XT e
- K v . LR el M
e > - - - %

' LN « D el W e L ] |
AT g e NN e - W .~ X
¢ X .\A.' .5 5 " ’ ’ B »

- e a v 4

B 5 CasticinfEFRFE2RBR-T6EZHBATED
Caspase3BIZRIA( x 400). A: 2SR HEA; B: 0.5 pmol/L; C:
1.0 pmol/L; D: 2.0 umol/L.

2.6 Casticin*fHSCH =% & B Caspase3 #9 %A
K FH G 28 AN B Ak 24 VA0 I 12 4 I B C aspase3,
0.5. 1.05 2.0 pmol/L CasticinibFIHSC-T641 iy
12, 24, 48 hji, 41U /¥ Caspase3 & 11 )i
AR B s 15X B AU b & 4
MO 7E 4l fuAZ th R Caspase3 & 11, K40 H k%
AR R TOAR, 48 M R TG B P e T
0.5. 1.0~ 2.0 umol/L Casticinkb3 ({140 Jfut%
OB 2 (K15); 54l Caspase3PH MR WIER3,
Caspase3 H 7 2 pliCasticinif & 44 in Az i 7] {1 42
KB Wi T, BRIEBOCR. 5 A RA LR,
AT Geil 2 25 57 (P<0.05). 4118] L #P<0.01.

3 111E

H'S CHE Ay Ji2 Jit £ 4 R LAt A i S £F 4 3 it 2 1
1) B, T SR I A etk R
RIS Y IF R A HS CiE ik )5,
WACHSCRRIIA, & e il K EECM, Jf BAE
NG B A R AR E R, R SR 1 U
PERRAR, I8 U SR G UEARBE RS, ECM KRS
BUFLTAE R AR RS, TR B4 R
REREHBE A R, HSCIHT LI L)
KHEHSCHI T AERTEF4Efb KA . R 2
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T, TSI AR 4EAL AT 1 3 2040 ™,
FHIHSCHITEAL, fEEHSCHT &Ry T HF I HE
B ot

REBETTCLUESE, WAL HSCHUE /b - %
WL AR, W TECHS CHiE A A THF IS
¥, B I ACHSCIM T & BiHF I Ru& e, Hir
W Z B DI SN PTHE 25, T2 PTHT R R
UFI R T 5. ¥4 Mk, RAed Z gt HS C
PRV T AVE AU ANTE 2. Casticinshy By i
FERE A ) W AR 52 - 30 . BRI B 2R
&I —H. SR IR ARG 20
PR, HARX 5y 7 BiE o 374.34 kDaZdy
TR CoH ;04 Casticin B Hi2MESIEY, FiE
VER, MESEIEPENY, 1Ede A 0l v L 2% I iE,
I EXF O M B . IR RS Bos tH—E
730 H AT Casticindy g 77 18 (118 2 (6 py b

JHTZ 5> FHLHEIAS B, T A G AR G 3C
RARIE . AN LI A [R5 CasticinfF FI - F-444h
Hi IR MK HSC-T6, MEEHSCHR T 1H 0L, 14 H
TG M o3 A 45 B Casticini S HSCHH T LI
[ ) B MM, S5 20 T S S e A
LL, YIAFAE ST 2% 2 57 (P<0.05). 4 Casticin 2.0
umol/L: FHHSC-T6 48 h, HSC-T6YH 3% %1 5k
{E55.70% £ 5.56%. Byt Tobi e I vk hoAs il 217
FREEDNARS BT TE IR, 1 B Casticinfig 5 [ 4l
SR ZIDNAWTZL, 63— F B Casticinfig 15
FARSMHSCR AT TG0 MR 5 TR
VK245 L W] Casticin ] B AL BEHSCIF T,
AF FH o JEE 5 ) e — B T i

HSCH Tt — A2 R 1 = shid 2, )
BE H A5 T AH DG FE DR 3 [R) 5¢ Jl. FasLA5 040 i i I
2 A Fasdh &, o ST R 7, T2 M)
T2, RN T 2R 12, Bel-2 &Bel Kk
HH ) E A B, B -2 DR T A T g
DAL, W] S0 40 M 1 26 A, F Ji e 40 i 1 188 26 A {2
HEEFY. Bel-2FE R K L3 1K 8 (1 ml LAl 2
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TEEEIR” MM =T B S Rk S Bax ¥k
1T RS — SR AR R 4 LR 2 40 B i T Dy e
Bel- 28 PIHt I T HLEI AR 5 4] T, AT RedL
il (DAL R B T8 1 Q) I
T Fbax AR B)EAEIPTEMAE;
(4) 52 Wi 40 B 1) 5 L 0, R A s 1 0 A, 1
R O ) DR s B B I, (5)Bel-2
BH 1EpS3i5 g g =, e 2 HHCCHh
Bel-2makik, MR E S FrRardsl, H
HCC/MEFEAR, Bel-22 ik 1", ChangZ5 ']
pcDNA3-Bel-2%; YeFasK ik FH B CL-7404 )
FoA M, 1ok BE A B 12446 T Fas/ 51140 Jfa
P, R, mRIEbax I AN FEXTPiBcl-2
X FasA- 40 g8 T 4], MibaxjgéBel-24
Fasi I8 42 i — AN S ELH 3451, R AT A
FOEACHT I 2 B PUMR A R T R B el-218
NV 5 S R 4 B P T SR, A bR A
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Fas/e A T-15 5 %24k, MFas5HpE 71
BCAFasLAHZ: & )G, HE— 0 ST 5
SUN M T, 5 s ERATLE S DIAH G, R
Fas/FasL{5 530 I 0] G818 F— AR 697 B
PR ARSI R FHRT-PCRA I T4 3 T 5L
Fas/FasL AT HERBcl-2 mRNAKIFRIE. 45
RS R 29 P A I HS C-T64H [l Fas/Fas KK %
i B, Bel-23R0E N, SR EE S TR,
5% BEZA LU (35 1 2% 71(P<0.05). Casticinifs
SHSCAR AT ] B 2 18 L VE F I T 55 PR s B
). Caspase KIEAEN FAN M Tt fE rh ikl
JEw EEMEM, HH Caspase3 N REE AT 40
T, AN TR R e A B 2R BT DI, A
FERTAG S SR 2 B RIEDI R, 4
392 4 W A 2 R 2 IH - 245 07 41 IMTH S C-Te 4t
Jf1 %} Caspase3 & [ FIA I N, 5 B H) 57 gk,
5 Eon IR LU, AR ARGt 2% 22 7:(P<0.05),
K LI PR LU A AR S T2 22 57 (P<0.05).
vt Casticin FHSCR AL T & nl G2 il i
Caspase3 AT 1. A 5745 Rdt— Pk S Casticin
H15 FHSC-TOA ML T-AEH], FLHLEL AT §E AL 1
I EVE AT R K FasFasL 21k, FRHIFET A
K Bel-2, fiEAFZbi i 48 n, BEBTECas-
pase3  FE KBRS, 2RiM1, HSCHGE A H T
LB 2, EEAAAER T 38R TR S
HTRT25, AP .
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