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[# ZE)BM.HFTUE A 2B KR 7 MR fe LR A s gl VR B . ik LIAFLIRIE AN MCF-7
WFFEXF G, W CCK-8 YAAGHN 17-B Mt 1 (17B—estradiol , 173—E,) %t MCF-7 23 5152 i , AR5 344 78 500 1 J5 S50 g b vk
JE 5 W] CCK=8 LA Garcinol X 17B-E, £t MCF-7 4 S35 A FH A 52 AR ] 5 SR R b il e 2 5 it X 20 it A DU
AR RG] A T B ; Western blot #:0 Z Bt 4K H3 (acetylated histone 3,ac—H3) | ZfEfk H4 (acetylated histone 4,ac—-H4) 4
BEJEIIEE 1. B 4Nk R/ 1% —2(B cell lymphoma/leukemia—2, Bel-2) (B itk g/ FH LR —x1(B cell lymphoma/leukemia—
x1, Bel—x1) & 17K 73235 ; RT-PCR #:] CyclinD1 mRNA Bel-2 mRNA  Bel-xI mRAN 7K 58 . 17B-E, B2 MCF-7 4ii 58
122 3 £ BEAL B39 Garcinol 4, 58 240 & B4 (LRI T GO/G1 A, AMMI YR 131411 (P=0.000) ; 17B-E, {2 1F MCF-7 4
Jitl ac—H3 .ac—H4 335 (P=0.007 .P=0.013) , 23 CyclinD1 . Bel-2 Bel—x1 & 133k (P=0.000 . P=0.002 . P=0.000) , Garcinol fE#l
Hil17B-F, Xt ac—H3 PIEHEFR IR (P=0.006) ,%F ac—H4 JC I EF2 M (P=0.347) , 17B-F, FIHE CyclinD1 Bel-2  Bel-xI ik 7R 37 #]
Garcinol 1l (P=0.000,P=0.001 ,P=0.001) ; #1 h; A UL | 178 -E, fi£i#F CyclinD1 Bel-2 Bel-xI mRNA ¥4 5% (P=0.007 ,P=0.044 . P=
0.007) , %A 32 $ Gareinol #01i] (P=0.001 ,P=0.017 ,P=0.002) , #5i%:17B-E, it MCF-7 #HAIGFH YA T- 91 5 2 8 ) Lk
KT 2 G, Gareinol XTMEER (2L i A M A ELA MR /E AT

[ =R 4125 ; 2Bk ; Garcinol ; LR
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Role and significance of histone acetylation in proliferation of breast cancer

cell line MCF-7 induced by estrogen
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(Teaching and Research Section of Pathophysiology , College of Basic Medicine Laboratory for Stem Cell and
Tissue Engineering,Chongqing Medical University)
[ Abstract]Objective : To investigate the role and significance of histone acetylation in proliferation of breast cancer cell line MCF-7
induced by estrogen. Methods ; Human breast cancer MCF-7 cells were used as the research object. Effect of 17B—estradiol (17B-E,)
on proliferation of MCF-7 cells was investigated with CCK-8 assay and the optimal concentration of 173-E, in the following experi—
ment was determined according to the proliferation rate. Effect of Garcinol on proliferation of MCF-7 cells by 173-E, was investigat—
ed with CCK-8 assay and the intermediate concentration of Garcinol in the following experiment was determined according to the in—
hibition rate. Cell cycle and apoptosis were analyzed by flow cytometry. Expression of acetylated histone 3(ac—H3) ,acetylated histone
4(ac—H4) protein was determined by Western blot. CyclinDI mRNA,B cell lymphoma/leukemia-2(Bcl-2) mRNA,B cell lymphoma/
leukemia—xI(Bcl-x]) mRAN expression in MCF —7 cells was measured by RT-PCR and expression of CyclinD1,Bcl-2,Bel-xl protein
was determined by Western blot. Results ; Proliferation of MCF-7 cells treated with 173-E, was inhibited by acetyltransferase inhibitor
Garcinol and transformation of MCF-7 cell cycle was arrested at GO/G1 phase and rate of apoptosis was increased (P=0.000). Expres—
sion level of ac—H3,ac—H4 protein in MCF-7 cells treated with 17B-E, was increased(P=0.007,P=0.013),in which ac—H3 was inhib—
ited by Garcinol(P=0.006) but no ac—H4(P=0.347). Correspondingly, 17B-E, promoted the mRNA transcription(P=0.007,P=0.044,
P=0.007) and protein expression(P=0.000,P=0.002,P=0.000) levels of CyclinD1,Bcl-2,Bcl-xl in MCF-7 cells,which were also in—
hibited by Garcinol (P=0.001,P=0.017,P=0.002, P=0.000, P=0.001, P=0.001). Conclusions : 173-E, promoting proliferation and

BNt %, Email; yexiaoyu666@126.com, inhibiting apoptosis of human breast cancer MCF -7 cells is

B8y AU K KR T AL related with elevated acetylation level of histone. Garcinol plays
BIS1EE : R 425 Email ; cqdenghy@163.com., an inhibitive role in 173 -E, promoting proliferation of MCF-7
E&WH:BEa&AFLELFHRA (%5 :30900651), cells.
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PRI A AT ) 5 DA OC 1 s A8 A2, 7881 LAz AR
YL Sk P S E ] . HEE A OB
fitf (histone acetyltransferase, HAT) 12 £ H 2 £ ik
HEELFL I (histone deacetylase, HDAC) L [w] #7520 &
H SBAACP S 285-11 , AdE R TE N r 2
AR R 1 A AR i Je v LR R PR S i R B )
KIS HE A CAB R A UIA G, Horh
HAT 330 A 85 H 5 LR AT RS B g 5L R Y
BmEIT, MR R ER 321K (estrogen re—
ceptor, ER ) BH P4 L1 g 40 Ji 185 5 %) J B PR 3R, H ip
W HAR B R0 5 4R 1 S AL 8 el s Ay
IR WEIRCER W] RE S e ik R 4 2R 1 SRR
HA AR 9 BE DR 3k (2 a2 b e 4 B 5 Ak | 34 G 34
SEAT TS, A0 A 1(CyelinD1) 7] GBS
SR B 1 2 — | TR A e e 4 1
Y ZEEA . MEAETRREITE PUIR T AR 1 B Ak
EURE/F % -2(B cell lymphoma/leukemia—2, Bel-2) |
B4 g itk 988/ ML —x1(B cell lymphoma/leukemia—
xl, Bel=xl) , PR T2 F[(Bcl-2 assaciated X pro—
tein,Bax) . (Bcl-2/Bcl—xl-assaciated death promoter,
Bad) . (B-cell lymphoma/leukemia—x short,Bcl—xs)]
EOF SV NTITE (1 EA Y 81

Garcinol (CyHyQO4g3 73T 602) 42 M AR AEEN
FRoly DX e B SR B v B S R i — B 2R T
Garcinol il 1 HASH &8 — % | C\y . Cy fiA-OH
FEATRE 5 E A RS & HAT 0y (L Mtk
A)EEEHLEL, 7 CTRAEMRIVE IR, £24585E Garci-
nol B A I AR B2 ik | REA R I ZH R 1 LTk
fL B p300/CBP[(cAMP —responsive element binding
protein ) —binding protein] 1 (p300/CBP #H 5 K +)
PCAF (3% PR Z REN, SEEHFIE AR Ry S AL B
AR

ABEFE LA ER (+) NFLIREANME MCF-7 S 5256
X4 W H BB 77 Garcinol , WA HXT L
FOEFLIMEANAE MCF-7 3458 MR TR0 52
B4 25 M 3 (histone 3,H3) . 4H & H 4 (histone 4,
H4) 2B KA | DL K CyelinD1 Bel -2 Bel—x17%
b, AT L E R VR 1 S B K P s 7
U 2R A0 2L s 4 L P (A FH R S

1 MEFAEE

1.1 ##
FLIRIEE AN MCF=7 F 5 PR BE R} K 2 B A B 2f 2 28
P, JCBYET DMEM K335 37 3 (36 SAFC Bioscience 23

Ao HrAEA M (2 Gibeo AH]), 17- M B (178~
estradiol , 17B-E,) (Cayman /A7), Garcinol(Enzo Life Science
N, CCK=8 17 & (B RAEMIFHAMIZEFT ), ac—H3K9
ac—HAKS St \BAVERAEHTIAR (Abcam AT ) , H3 S A B TEE
?)A"LMK(Biolegend ANH), CyelinD1 gﬂ*ﬁ}\;ﬁ‘ﬁﬁé*ﬁ'ﬁg(Eplto—
mics 227 ), Bel-xl St AZ s bk (AUt R R AL YRR
HIRAT), Bel-2 St N2 s BEdiiAk  Bactin BT A TIRE
PR BRSPS IC L EHT/NR TG A i S AL
PRC Il Ehi s IeC (ALt 2445 ) . RT-PCR IXFI & (Jb B
B AEMBEARGRAF),

12 F#

1.2.1  RMEBCEFA A S w1 &S 43 BIFREL S o TR
1 500 mg HFME T40, FH LB F/KEARZE 100 ml, FE4-HiHE
1 hJ5,3 000 r/min 5.0 10 min, 3 BV, A TTREY A 100
ml B AR, 76 56 C/KIE T HEFEIRST 30 min, 3 000 /min
B0 20 min, BUE W, ESEAN R 2 WA 25 055 POsEI R
A PR A 0T P42 R 8 AR (0.22 pum) S BEBR TS , T-20 CIR
e,

122 giuRis FLAREANM MCF-7 % M 75, K T &
10% = MEMEHAE LT 1 x 10° UL B8 E 100 me/L HE5
R LWHLL SR DMEM 3R, BT 37 «C.5% CO, Kif
R (IR P s 3%

123 CCK-8 HEAGi 178-E, Xf MCF-7 BF8 M BG4
ARG MCF-7 410, AN FE R 2 x 10° ~/ml, 43941
BERPT 3 B 96 fLB R, B4 5 AL, AR FLEERP AN IR
200 wl, HMALAERN 24 b J5 45T AN IR R BE AR (0.01,0.1
1.10,500,1 000 nmol/L), B4 ARSI 24 48 .72 h,
BELIMA 20 pl CCK-8 17, ZEHE 246 T 3 h J5 FEtr
AAE 450 nm PR IS (absorbance , A){H , 1T B 5EH K
AR =(1TB-Ey V1Y Assy o ~ AL Ay ) /A AR
FRLLTE Assg o x 100% ., FRAEHE 5 SR8 5 B2 S0 A FRAN i
BRI AR B, SESR AT 3 WK,

1.2.4 CCK-8 ¥l Gacinol Xf 17B-E, {8 MCF-7 H5& 5
Wi OB KA MCF=7 40, R 40 M 2 5y 2 % 10°
Al 3R T 3 M 96 FLERFEAR T LR AR 200 pl,
B I PR AL IR IR R 2 AL FEZH (100 nmol/L) |
100 nmol/L MEELE 4 Gacinol (10.20.30.40,50 wmol/L 5
W) A BRI 5 APATEL, AUMEEFD 24 h RN E
F 37 °C.5% CO, B ARSI MRAE 5 5% . 29 IAE
24 48 .72 h J5 ,#%HR CCK-8 {7 & Ui Bl 15 FLm A 20 ul
CCK-8 I, AL AEREFA ThBE 3% 2 h J5 RS ARYAE 450 nm
PRI A MH (Asso ) o ITEAREHEE AS[EEE] Gacinol X
MCF-7 4 IR, ] 2= 1-(17B-E, Bk & Garcinol 21
S Aysg = ARAE B2 A sy )/ (178 =F ZH V4 Asso = R
AR Assy )] % 100% , 33158 Garcinol X 178-E, &
MCF-7 20 M3 5 (1 A ¥ B (1Cs0) , B 2 J 82 52 30 b P
MR RN . SCIR TR 31K,

1.2.5  WCANMOARKIM AN PR SE A R A A |
TR AL L (100 nmol/L) MEFA RIS Garcinol ZbBELH (HEFL
FUE 100 nmol/L , Garcinol ¥FE 35 wmol/L) , ZHMI%ERH 24 h
JEIMZ 5557 48 h AR A4 AL , 26TV 1) PBS BLLTEV 2
W, LA=20 CHE 1 70% L BERE 2 4 CUKFRICE 24 h,PBS
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Ve 1 SRJE N 20 me/L A% TR A (RNase A),37 CIK
W1 h, F 100 mg/L A TN BE (propidium iodide, PT) ,4 °C
YL 30 min, T AN AL A T S R B (I AR K
g 488 nm), SR MODFIT2.0 S0/ #4740 A A 4 DNA
AT, T ER 3R,
1.2.6  FiaRANMARK I ANA g T SE98 520 2 A0 i Ak L [R)
1.2.5, A& £ WU 4,1 (elhylene diamine tetraacetic acid,
EDTA ) /)RR AU AR 25 AL A, JRAE M 235k 1 x 10° 4/
ml, B 1 ml 200 B 7 PBS B0 3E4 2 YR (2 000 t/min
4 CEL> 5 min), HILA 500 wl BI454 S8 mPRCE IR 4000, inA
5 LB -0 JOLF)IRAE A S wl PR
57, AR EEEI 5~15 min, 37 R B3R CAH AR, SETR
488 nm B THOGES  FITC 32 Kk 5 R4 64966, PL &
500, HREE 3K,
1.2.7  Western blot £ Il ac —-H3 .ac —H4 CyclinD1 Bel -2 |
Bel-xI #&ik S8R50 ANMALEER] 1.2.5, H SR 40 , 40
Muf®h 24 b EINZY 5557 48 h WCES A4 E] 1.5 ml EP
B 1 x 108 DNANMAN 1 ml ZL30AT 10 Wl 25 1 B
., EF UK 24 30 min, BEAIFG 10 min FEESIENRGAE 7855
R, 12 000 t/min 4 CEL> 15 min, BT T-80 CHf
TE. BCA 0B 8 (A BE . ac—H3 .ac—H4 17 15% 47 kR
BERTHLIK , CyclinD1 Bel-2 Bel—xI 17 109% 3 P9 #s Bl i e At e,
UK, e R 2 B 91 ZJ% (polyvinylidene fluoride, PVDF) i |
5% AW IR 2 h 545 1:1 000 Syt A B 5 B ac—
H3 ac-H4 ik, 1:1 000 febi AR FLRE CyclinD1 $T44, 1:500
St N Z TR Bel-2 ik, 1:200 Hadit A £ vils Bel—xl Hifhk
4 CWFE LR, TBST YEBEE A 1:3 000 Bt it AL Py br
ICHEPLR [eG 37CHEE 1 h, B 58 fk 2% & 6 (enhanced
chemiluminescence , ECL) i %, ] Bio—Rad 1% 43#F R 4030
M, Quantity One A AT AARXS &, SELREE 3 IR,
1.2.8 RT-PCR &l CyclinD1 mRNA Bel-2 mRNA  Bel—xl
mRAN 35 US4l AL BRIR] 1.2.5, 4% B 408 RNA R
PRGN G (B O ) U BH 345V 20 22 $E A5 4 MCF-7
A RNA, T5E RNA 25 Ak 4 S sl n) S i 43
JERLEE A N 1 4% cDNA, FELIZE RN cDNA SRR HEF T
PCR J2 i, CyclinD1 514 : i 5°~GCGAGGAACAGAAGT-
GCG-3", Tl 5°-TGG AGTTGTCGGTGTAGATGC-3", Bel-2
19 i 5 ~ATGTGTGTGGAGAGCGTCAAC-3", Filf 5° -
AGACAGCCAGGAGAAATCAAAC-3", Bel—xI 51¥: FiiF 5 -
CCACTTACCTGAATGACCACCTA-3’, T 5’~-TGTTCCCATA-
GAGTTCCACAAA-3’, B-actin 5|¥; Fif 5 -CTG GGACGA-
CATGGAGAAAA-3’ | Fiif 5’ ~AAGGAAGGCTGGAAGAGTGC-
3 PHETEYIK EE 564 bp, WA 94 CHIAEYE 3 min ),
95°C 50 5,59.5 °C 40 5,72 °C 50 s,35 MEFF ; o5 72 CIEAH
10 min, B 5 wl PCR 729047 1.5%BUERHEE LUK , Good View
4%, Quantity One A/ HT 44 B 5 7y & i, LA H 1Y)
S B K BEAE/B—actin 25 K E(ER R . SERER 3K,
13 %itsas

KH SPSS 17.0 BTG 22530, B FHISEL « brife
# (xxs ) FRon, BN LEBER SR 207 255007, P L%
FH LSD— Jrik . WEBEE X MCF-7 4NAEHEFE (K520 & Garcinol

NP R AR MCF=7 4N IEHE5E G520 , Bds 2 e 1 5 22
T, KIS K IE 0=0.05,

2.1 SEgE AT MCF-7 4 3 38 69 % vk

SR AP HL B, MEBLZE X MCF-7 43458 A 2 itE 7R
o B SBIR ) BEECEE W B 3G T, £ sl (8] B < M R
fE MCF-7 38 58 15 F 358 (Fym=140.253 , P=0.000 ; Fyy 1y =
1 364.544, P=0.000; Fy s ;41 r=48.858 , P=0.000) , [ e FF
WEREAEH MCF-7 411Jif 24 48 .72 h, BE5E 43514 (100.40 +
0.10)%.(102.30 + 2.34)% . (109.00 + 1.00)% (11333 £ 1.53) %,
(119.00 + 1.00)% . (91.03 +0.95)% . (82.83 +2.25)% (24 h),
(11233 £208)%. (11700 +2.00)% . (12500 +4.58)% . (133.00 =
625)% . (14333 £4.73)% . (11067 +252)% . (93.67 +1.53)%
(48 h), (125.00 £ 1.00)% ., (134.00 + 1.53)% ., (14667 £321)%.
(15367 +451)% (17600 £ 600)%.(151.00 + 1.00)% . (131.33 =
5.13)%(72 h), FRHEIHETEAELE 100 nmol/L AW ZEAEH
48 h flFIREescss .

200 24h

&Y 48h
B 72h
a

150

100

RGO (% )

50

XXX XXX XXX XK
JSSEECRTIREREETEERCIRRRSY &
A P
XXX XXXXXIXXTXH =

[SSEEEETERRTEETTEEERRRENRY &

Y
AAAAR AN AR AR ARRNNNY

0 ::
* WA (nmol/L)

a. GRS AL, P<0.05 (n=24,x 5 )

B 1 17p-E, 3 MCF-7 ZHRaRYIEEIERA
Fig.1 Effect of 17 B —E, on proliferation of MCF-7 cells

2.2 Garcinol *F¥igk Z 4% MCF-7 286,38 74 64 % vf

SRANHAH LA, Garcinol XTMEELZEAE MCF-7 40 ok i
HANHEIVER . B 2 88 100 nmol/L A M 26 + A [a] e &
Gareinol (10,2030 .40 .50 wmol/L) 73 IEH] 24 48 72 h, i
FR 1 B[R] SE A A AR T 5 (F =3 049.534, P=
0.000; Fym=1 584.713 , P=0.000; Fypgjus2:r=56.344 , P=0.000) ,
0750 28435910 49 (8.30 = 0.00) % , (22.40 £ 0.02)% . (30.83 =
0.01)% . (45.40 +0.01)% . (67.30 £0.01)% (24 h), (13.00 +
0.02)% . (30.60 + 0.01)% . (36.30 = 0.00)% . (58.60 + 0.00)% .
(85.00 £0.02)% (48 h), (31.91 £0.01)% . (42.43 £0.01)% .
(63.30 £0.02)% . (82.40 = 0.01)% . (87.90 + 0.01)%(72 h) AR
P =R A5 TP A B LA 35 wmol/L Garcinol /EFH 48 h
R < o
23 AKX R AR MM A Garcinol 3 MCF-7 4a feL B 4
R R A

F1RE 3 B, SRAEFA L, 100 nmol/L. 178K,
YEF 48 h,GO/G1 A4 ML LA I3AIR, S H171 G2/M 391 LhA5i 184 fin
(P=0.000) , JH T3R5 (P=0.000) , B4 Garcinol b5 | 5
17B-E, ZbFRL Fb 45, GO/G1 BHANN LB i .S #AFN G2/M 34
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FLBIREAR (P=0.000) , I T4 5 (P=0.000) , 22 S B HA GE i

PURESV
FR X,

== 10 pmol/L
1007 - 20 pmol/L
=== 30 pmol/L
804 =% 40 pmol/L
== 50 pmol/L,
S 604
f: 404
=
20
0 T T T ]
0 20 40 60 80
1 E] (h)

2 Garcinol 3t 17 B —E, &35 MCF-7 4R gaisI1ER
(n=15,x+s)
Fig.2 Inhibitory effect of Garcinol on MCF-7 cells treated with
17 B -Ey(n=15,x =5 )
==Dip Gl | |
==Dip G2 ¥
SDipS |

¥
A

L. PP P PPY.

AT A AR R

. 1.003 N 1.004 . 1.006
=1 =) =
=1 =1 e
91! = 2 i
=21 P =2 s =2 &
=3 2| A =3
= R U8 A
10° 10" 10* 10° 10* 10° 10" 10* 10* 10* 10° 10" 10* 10° 10*
Annexin-v Annexin-v Annexin-v
AALFRAL 17B-E, 17B-Ex+Garcinol
B. i At e %
08y ab
@ AL
06 B3 17p-E, 41 s
s B17B-E,+Garcinol 41 =
= 04 i
0.2
0.0 2 . i
GO/G1 S G2/M
gl 4151
C.ANHFA R 53 D. AT (n=3,x 5% )

a. GARMIMHE, P<0.01,b. 5 17 B -E, 20 Fe#k, P<0.01

& 3 17 B —E,#1 Garcinol X} MCF-7 4R B HA 5 -89 8401
Fig.3 Effect of 17 B —-E, and Garcinol on MCF-7 cell cycle
progression and apoptosis

2.4 Western blot # MCF-7 28}, ac—H3 .ac—-H4 & & % ik
K

El 4 WR(F,,=11.503 P, ;=0.009; F, ,,=6.404 P, .=
0.032) , KA BEZ 1 ac—H4 Fb ac—H3 FEhfi 32 35 K ;
17B-E, A5 ac-H3 Feik14 & B & (P=0.007) , ac—H4 754
15 (P=0.013) ; B & Garcinol Ab ¥, ac—H3 F ik B B FEAIL (P=
0.006) ,ac—H4 FIhA WL R A1 (P=0.347)

0.001 5

0.001 0

ac—H3/H3
ac—H4/H3

B. ac-H3

a. P<0.05

& 4 17 B -E, #1 Garcinol ¥t MCF-7 #fffl ac-H3.
ac-H4 ERRIZMHFIN
Fig.4 Effect of 17 B —E, and Garcinol on protein expression of
ac—-H3 and ac-H4 in MCF -7 cells

2.5 RT-PCR # M CyclinD1 mRNA Bel -2 mRNA Bel —xI
mRAN £ ik

Bl 5 IR (Fouimn=19.820, Piyuin=0.002 5 Fyy 5=5.909, Py =
0.038; Fy, y=14.164, Py, ,=0.005),100 nmol/L. 178 -E, 4k ¥
MCF-7 4l 48 h,CyclinD1 mRNA Bcl-2 mRNA Bel-xI mRAN

Fk BRI (P=0.007 ,P=0.044 P=0.007) , 54 Garcinol AbFH |

= B FEIFEAL(P=0.001,P=0.017 .,P=0.002).,

#1 17B -E,#0 Garcinol 3f MCF-7 #AfaE A S5 ET- M0 ( n=3,x +5,% )
Tab.1 Effect of 17 B —E, and Garcinol on MCF-7 cell cycle progression and apoptosis ( n=3,x +5,% )
e M e
GO/G1 S G2/M

ARALFRLH 71.50 £ 1.20 17.10 £ 1.50 11.70 £ 0.30 4.30+0.11
17B-E, Ab ¥z 59.60 = 1.90* 24.00 = 0.90* 16.30 £ 0.01* 2.10 £ 0.20°
17B-E+Garcinol Zb¥fiZH 70.60 + 0.60" 18.20 = 1.10° 12.30 £ 0.50 16.35 +0.22"

FH 75.625 39.498 40.200 5 150.090

P1H 0.000 0.000 0.000 0.000

W ra, SR HLEL, P<0.015b, 55 17 B -E, 20 HL#, P<0.01
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1000 bp 1000 bp B-actin
700 bp B-actin 700 bp 500 bp 564 bp
B-actin igg }:1: 564 bp 500 bp 450 bp
564 bp 0 hl 400 bp
P 300 b
CyelinD1 200 bp Bel-2 P Gl Bel-l
Cyclin] 0oL, 21 bp 200 bp 350 bp 376 bp
192 bp P 100 bp 300 bp
E 1.5
E
1 1.0
o
% 0.5
I
< 0.0 i 0.0
S O
C SRt
A\ /Xﬁ/ & & AN R
¥ A AV
3 P
P
K N
B. Bel-2 C. Bel—xI
A. CyclinD1
a. P<0.05

& 5

17 B —E, #1 Garcinol 3 MCF-7 4l CyclinD1 mRNA.Bcl-2 mRNA.Bcl-xI mRAN &i%x

oA

Fig.5 Effect of 17 B —E, and Garcinol on expression of CyclinD1 mRNA, Bcl-2 mRNA, Bcl-xI mRAN in MCF -7 cells

17B-E+ ) 17B-Ex+ ) 17B-Ex+ )
Garcinol ~ 17B-E; AAbHL] Garcinol ~ 17B-E, AAbHL] Garcinol ~ 17B-E, AR ALFRL

CyclinD1/B-actin
Bel-2/B-actin

A. CyclinD1

Bel-x1/B-actin

a. P<0.01

& 6

17 B —E, #0 Garcinol 3 MCF-7 #ffi CyclinD1.Bcl-2.Bcl-xl & B R iZx B £401

Fig.6 Effect of 17 B —E, and Garcinol on protein expression of CyclinD1,Bcl-2, Bcl-xl in MCF -7 cells

2.6  Western blot # MCF-7 47 i, CyclinD1,Bcl-2 Bel—x1
&G FE K

6 S8R (Foyuun=38.322, Poyun=0.000; Fy, ,=24.332, Py 0=
0.001; F,,=32.403, Py, ,=0.001) , 5ARACEELHAH HE , 100 nmol/L
) 178-F, V£ 48 h,CyclinD1 Bel-2 Bel—x| & (1R iAHE £
(P=0.000,P=0.002 ,P=0.000) , 100 nmol/L ) 178-E, B4
35 wmol/L A9 Garcinol YEH] 48 h,CyclinD1 Bel-2  Bel—xl H
F 3k (P=0.000 , P=0.001 ,P=0.001) ,

i#

3 iF
2H B 11 7 SR I B A S A Mo | kA R
A EEE X, AEA OB R g i 2

IR A 77 =X, A R B B £ AL B i 64
FEHL A, — BN & H3 HA LS5
B SRBE R A G, B HAT S:8009 = L AR T L
SRR HE DR O A BT 4 2 ) HAT A4 .
Gen5 (general control of amino acid synthesis protein
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