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(TNF-a) ?‘E:ﬁ SR *Jq’fe H7f s (human aortic endothelial cells ;s HAECS) 3 % ™~ pYRYAY o [T
F HAECs# 22! geni stein [l dai dzeinfiv 352 % 57 91 - [y 5= [ &7 (19 4] ﬁjﬂTNF-(ﬁ?ﬁEHAECs
B} HTAY S (UO3T) Y o I = 10 - 3R % KL 150uM  genistein 5 o [ i fZ )0 p1 ]

48.2+8.0%; A EL 150uM daldzemﬁﬁ ' 15 47.224.9%; F| H T B gm; (western blot)
53 T’?HAECSE’![‘BH YRR ?PEEEE' genisteiniel & £ 100uM ¥ ISOHMEﬁ » TNF-a
?}‘ 3 HAECSVCAM-1% Zl &l £} 49.946.3% ~ 34.6£6.0% - Fi, daidzeinjit & £ 100pM &

150uMEf » VCAM-1 3 Bl #,93.7£1.1% % 88.5+1.7% ; [/ 7 genisteini "% £} 100uM

L ISOHMEﬁ » ICAM-1% Zl &l £571.5+£3.3% % 37.1+4.7% > daidzeinji & £, 100uM »

ISOMMEﬁ » ICAM-1£;70.924.6% % 68.91£0.1% - ﬁﬁ@t%ﬁ?genisteianaidzeinﬁ:‘EJ}’*ﬁf
E{Uﬂ]ﬁjﬂTNF—a?@BEHAECS%%?’!ﬂWﬁ%' > [Ny SHAECSEF IS SROMFRS 10 F) 2Pt i ot
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Abstract: Oxidative stress and inflammation are regarded as crucial contributors and promoters of
arteriosclerosis. In addition, the altered expression of cell-adhesion molecules by the arterial
endothelium plays a major role during arteriosclerosis and chronic inflammation. Several studies have
demonstrated that including soy-based foods as part of dietary intakes is associated with reduced
cardiovascular risk. Specifically, soybeans are rich in isoflavones (genistein and daidzein).
Antioxidants may modulate oxidative stress, which in turn may trigger intracellular signaling pathways
that can influence the expression and atherogenesis gene and adhesion molecules. Anti-inflammatory
research has indicated that TNF-a can induce the production of human aortic endothelial cells
(HAECs), resulting in an inflammatory reaction. Investigations into the effect of adhesion to the
HAECs by genistein and daidzein in monocytes (U937) indicated that the adhesion of monocytes on
HAECs was inhibited, and the genistein and daidzein concentrations increased. Western blot was used
to analyze genistein and daidzein in HAECs on TNF-a to induce the production of cell-adhesion factors
VCAM-1 and ICAM-1. The results suggested that the inhibition effect of genistein is more effective
than that of daidzein. Both genistein and daidzein showed adhesion-factor performance, as induced by
anti-oxidation and anti-inflammatory reactions. These isoflavones could therefore have a substantial
effect on the prevention of arteriosclerosis, and play a prominent role in further research into the

anti-inflammatory mechanism.
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1. B

Ay F,ﬁu?c [P é[JfﬁEJ%Hﬁf(isoﬂavon&) ~ A Ei =k (saponin) - TL?‘ o ETHRES
P19t genistein 71 daidzein LA Fifl 1= R ]ﬂ@‘ ]glw/‘gli',ﬂﬁmﬂf“ﬂ #’F S E A -
A ﬁdﬁ“ﬁﬂ\fﬁj [4 o ELf[1] genistein oy e 1 (Adlercreutz et al., 1993 ; Morton et al., 1994) »
AR R LI %35 i (tyrosine kinase) ® DNA topoisomerase [iuif1%(Boos and Stopper,
2000) -

IV SE%ﬂJﬁ@ﬁlﬁ"@t@ﬁ‘)ﬁ%Lﬁ I » ?ﬁ%xi” ’”FI FLFJFJIE'F LA ﬁj 'Q‘F’,vj_t‘ PATRRRI >
USSR < B R ?Eiﬁ LDLSHRAUIE 1% » st LDL |l () 7o (=
TEVEN T (Jenkins et al., 2002) » & = i ﬂ]ﬁfﬂ OX- LDLF[’%ﬁﬂT Y35 (Chin-Dusting et &., 2001)
TS [t 'Sf&/ﬁ Vg hgpdsT s S T&Jﬁ (Tikkanen and Adlercreutz, 2000; van der Schouw
et al., 2000) - AUEGHAE genisteini’ [ (HIE IS (= > TP AV EER ~ T ?ﬂ’ﬁ’“iﬂE'ﬁﬁ‘EﬁJf@?ﬁ“ﬁﬂﬁjﬂ
gﬁ‘«]@%’ﬁ{f@’ “‘ﬁ‘ﬁ%?’ﬁ'ﬁj%ﬁ‘}(M urphy et a., 1993) o =9} » &gﬁf}ﬂ%_ﬁﬁ?ﬁl ) ,\\*’J[@l%ﬁ(aglycone)
BB I T J/ﬁ%f’ifl% YT ALY IR pu =T AT ISR PR 2 D S NR
L ﬂ]ﬁfﬂ ox-LDL® [ [31"%%{[!”* |~ [#(malondial dehyde)i % (Y amakoshi et al., 2000) -

%Mﬁ [“AVZ ST W R TNF-a % [El%"rﬁ Fsrgj@ KR lﬁgx,m ';qgiqajgﬁ {*(Zhang et 4.,
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2009) ~ J§T 17 A A (Brett et al., 1989) ~ B3+ U R (Fu et al., 2011) ~ FEabiip AT
4 SN IuE % (Nawroth et al., 1986 ; Hajjar et al., 1987) - EIHIELEIUWE‘}(PaoIetti etal., 2009) - I'|
K o Arfv % 5Y (angiogenesis) ; £ “ﬁ,\lr B R :—;jfgjp ISP fkﬁﬂlﬁf 5 (Densem
etal., 2001) ; =9t > TNF-a “Jg*%n” TR TR R TSR R AR S N s g
4 (Jovingeeta., 1997) -

’5[“” A B RS o Bk PufEh S f 1 [# 5% &~ E(inflammation) IHEW%C Fhas ~ o
A T ESPEETET E 'f%%%ﬂ*éﬁ‘ Sﬁ i u]WJFTFf* SRR R 2 BADE © TNFa L
A SSEAEE o IR~ HAGSR T O ISR B ISR e AR e V- o
= IR i‘f;&(v[lﬁﬂ “[Ti%lipopolysaccharide, LPS) ~ ﬂﬁji} TR SRR D IR
& 4 o TNF-o fl— A [RLEE X5 =k (pro-inflammatory cytokines) » ﬁﬁ{‘#@’"*ﬁ?[‘ | RSPl PR
E SRS %li”f’%fiﬁ (=S BETE #)(signaling cascades) » f’gsfé*fﬁt TRNRSL S H qlﬁ iﬁ (=
NF-kB (nuclear factor-kappa B)# i < 37 i & FLIN VA > xﬁﬁfﬁl[ﬂ EH? ICAM-1(intercellular
adhesion molecule-1) -~ VCAM-1(vascular cell adhesion molecule-1) ﬁ? E-selectin(endothelial
cells-selectin) = (Kempe et al., 2005) » %‘Lﬁ;f:"'SﬁE'ﬁEJPJRb’i’xE'ﬁﬁid/fﬁ o

= gﬁﬁfg‘e%ﬂk’g (= pwrﬁ illHig AIRE =14 @F‘ffﬁ Ea ?E VAT > A2 AP L Fgg?e A i-gﬁp}j’g—lﬁﬁ-
ORGSR » B3 7 PR s T 1 R s Sy
[t % L) FJTE‘FTA » BRI A P PR T = FIBTET - TR el ] c’u(Langston et al., 2007) < ik
le B TG SR I = E AR 7 A A o R LA S R SIS PRGRE [ 755 SR Fl ek b 3 2 o BR(Ross,
1999) « 7= AV LR KEIEATIIGE (O l?ﬁ I E z’ﬁﬁ; 3 il AT (Printseva
etal., 1992) - i FUNR[F | RS IR R AL (R FR IS ICAM-152 E-selectin 147

IOITTWa et al., 1002) [y ] SO PR I E) S RISt selectins -

integrins I') & BVl s lﬁl@%iﬁiﬂmmunoglobulm superfamily) 9[1 ICAM-1 ~ VCAM-1 ¥ 17| 5
[ Jwﬂ\E[ﬂwiﬁﬁ;H (platelet endothelial cell adhesion molecule-1, PECAM-1) -

AR ISR AR R PR = > i i R RSB R AP L - AP
R B P jigenistein > el zeingst * TR | FUA VY A 1 » 5k B S A

Ffﬂ*f*fﬁ]‘u% B F P 7[“&5%’!‘& (western blot) Jfij¢t-genistein’ daidzeinsi“E! * KT |

K5 Me (human aortic endothelial cells) » S5+ TNF-(;L?E%?Tk 3 :qu@&zmwa* FIU'[‘F?JI// o XE[ R
FFGETRRR = SR L SR PR I i ] -

2. MRIEAE

2.1 Genistein - Daidzein:
genistein fig [ 1 Sigma-Aldrich, Inc., Cas. No. 446-72-0 71 daidzein i | | Sigma-Aldrich, Inc., Cas.
No. 486-66-8 -

22 W% ¥ A%
TS gwq@p [HAEERE (human aortic endothelial cells, HAECS) (i | | Cascade Biologics, Inc.,
U.SA., Cat. No. C-006-5C) - ffli*'|M 200 fﬁ%iﬂi (B | 1 Cascade Biologics, Inc., U.SA., Cat. No.
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M-200-500) - T PR 4 <= (low serum growth supplement; LSGS; [ | 1 Cascade Biologics,
Inc., U.SA., Cat. No. S-003-10) ~ 10%’%?‘[# 7% (FBetal Bovine serum; FBS; [} 1JRH biosciences,
Inc., Cat. No. 12203-500M)# 1t Z  (antibiotic-antimycotic; P& F IGibco Co., Cat. No. 15240-062)
DA PRTESEL - T 1 5% COp % HIFI AR 0 STCHh #F 118 > &' 5 72-96 /| [ i &
*ﬁ =ik ji”conﬂuenceﬁf [éﬁ*f,% *ﬁ%ﬁf IR P SR R A e & S
W

~ EETS SRRk (monocytic cell line) U937 (fi& [ IATCC., ATCC No. CRL-1593.2™) Fb' 5%

CO, * B 17« A5 ity 37 C*ﬁ%rp II%%FARPMI 1640 = i 2.05mM L-glutamine(}s [ 1 Gibco Co., Cat.

No. 51501) ﬁfﬁ i rJT‘ 11 10% FBSHIHEPES buffer solution (f [ | Gibco Co., Cat. No.
15630-080) » % confluenceftf it 1 # - Lh# MR L | (I RERK SRy m oot

2.3 ¥ F HipE%

7 24-well S 5 [ well F5 2 10°{i# HAECs » 5 24 | Ap i » e
Foga Tt 2ml ;E‘?eri*éfﬁ ik BFF[ BT HI fil [FNELE iU genistein 71 daidzein (OpM ~ 25uM ~50uM -
100uM ~ 150uM F[1 200uM) % E A1 » B 24 ] [ 48 ][R - ST Bl VER iR AR - A
?E{Hf,%f& IS PR 0% (lactose dehydrogenase; LDH) 3“[5&7@ MTT ( 3- ( 4,5-Dimethyl-
thiazol-2-yl) -2,5- diphenyl- tetrazoliumbromide, atetrazole)method AH[IAF e FHEIETETE! o & A
EEZ IR

231MTT method

MTT assayﬁ BT P P T iH} po ) [ E'il*ﬁﬁfp[if'ﬁ“’ﬁ AT
?ff{fl&i 5 (mitochondrial dehydrogenases) » Fufl{ﬁﬁlc IMTT &Y S 1] ,1F'\[iMTT formazan
SRR A TS DMSOig‘Ejﬁ* R e fil > BT F‘ PR IaES 2 ok I}a TS *ﬁ%y
fraaf e > oA *ﬁ%ﬁl & o 3P 200 pl MTTig e (31 0.5 mg/mL ) R‘iﬁ%ﬁ[ﬁlj SR 4
) Ejj: % 0 F|90* 200 ul DMSO™~ a5 558 » I') 1#\EJ%E”§EU ’ [El S JELISA readeris: 530/690 nmEiZv ik
JIES W ’i“?J‘J9&’J[lgemstemp‘/dadzan%}ﬂﬂ‘J%’E'ﬁnﬁ? b ke fifl £ SEFPAS o 0T i “ genisteingy daidzein
(25uM ~ 50uM ~ 100uM ~ 150puM#1 200pM ) S s e et fiseSh @[ﬁ,ﬁ%,l 7 “[igeni stei n*{Idai dzeinf
PR ek i FEETAL I VAT 03 F(Green et dl., 1984) ©

2.3.2 LDH release assay

PRI E % (lactose dehydrogenase; LDH) fi'l') }Hlactate;m Y pyruvate | fi Ef}HNAD RS
NADH > NAD wﬁi’_ﬁl’?/NADH Vﬁé« ﬁfﬁ"s FELDHE S > B SR EE (340 B 383nm) © F‘,n’\E'ﬁﬂl
TR = qEIﬁnl’E*’rF’?r,pJLDHf?&%ﬂJW*"EIﬁn} It iFU *ﬁ%f&]ﬁll »#’vﬁjﬁgﬁl FIEY
4 (=557 (Dade Dimension RXL) ffE%?E[JLDHpJFjEE I *D’EW’E‘W%@‘?FJ % [‘Fh i (Bao et
al.,2005) - 4 H ru;tiﬁfu '(positive control) £%)°] 500 M H,O, 5 ZEI5F Hal o

24 p g ‘wre [H 53k e kRS (Endotheial CellMonocyte Adhesion Assay)
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HES }{fj’ U937frfl St BCECF-AM (2°,7°-bis(2- carboxyethyl)- 5(6) carboxyfluresceinacetoxy-methyl
ester, Sigma Co., Cat. No. B8806) » fif i §[1™ J¥{U9BT7 Af ks % By » ') 1,600 rpmEEs 5 73 4 »
?JJ‘;TFA»“ YERY RPMI 1640 & *ﬁ%ﬁl{gﬁtcell pellet= * ﬁ&}{jcell pellet 5924 2 mi 7 By
FRPMI 1640 medium » £ 1 * 16 ul BCECF-AM (1 mg/ml) - % 37°C 1 #7144 1/ E;J A
) 1,600 rpmEs= 5 534> |11 10% FBS RPMI 1640 8% 5L el pellet™ - fit Eoffcell pellet

Elz

NEAS 10% FBS RPMI 1640 £ *ﬁéﬁl B r%jﬁffﬁ 1 x 10°/ml 5PV s ik -

HAECsI'] 1 [ﬂ [ELAE fiugenisteinF{Idaidzein (OuM ~ 25uM ~ 50uM ~ 100puM#! 150uM) * negative
control 5 2E 5w 18 7] Eﬁ » F# ] 10ng/ml TNF-0~ /& 6 'J\E\ﬂj‘ ) Bﬁ%aﬁiﬁ%ﬂh s THIp 1 mi= R
BCECF-AM FJ%IUQS?{E“%M% 123k 6 B'['JE:” 37"Cif’,§%p[lf3‘:lﬁﬁé 1) ﬁo%ﬁ%% E’Hiﬁ U937
?ﬁ'ﬁj&Elﬂw@ ) J HBSS (w/w Ca2+,Mg ) buffer solutionfk = 7% - F2[EHBSSE: 1 * 400 pl cell lysis
buffer (0.1% Tween 20 and 20% EtOH in PBS) = ffi ™ |15k WFIEE | excitation:485nm ; emission: 525

N = E 270 B

25 & * i

HAECs#* 100 mm if, U lif’, ) 74 8 57 fﬂjﬁﬁ U [F, &ALV genistein #1 daidzein E”iﬁ
BH STHIE 3_@4‘[%%3& genistein 7y daidzein [V Kl OuM ~ 25uM ~ S0uM ~ 100pM A1
150uM > iﬁ%ﬁlﬁw 18 ' Eﬁ %o B [ 10ng/ml TNF-o 7 6 ] E\Jj“ ’ PB?\EFF[%Z'HIJ/
iﬁﬁ%iﬁz WU JREY PBS JETRR R i > It 150 pl AF ey ?»\’Ejéi[ﬁ(ﬁ 1% proteinase inhibitor) » FJJ‘JF,'J
PO AT > Fo B i R (15 % > 1) 12,000 rpm > 4CEES 10 538 [0V 1
ik = I') BCA method J{[ Eirf 1FTIRE o g 1FTF(H] 10% SDS-PAGE Ji M7 » F| i PVDF L
> PVDF "] blocking sol utlon(F»] 5% %Eﬁﬁtf%} ~ TTBS solution » 0.04% NaNz)it 2 JE (=2 1
| Ef FIIJ TTBSwash2 7% » &7 5558 » ™ iﬁﬁﬁu’ﬁ%}(mouse anti-human VCAM-1 or ICAM-1
1:1000 - ﬁ 5%%}3’%?,@’59#}@9 BSA) 1k ] 117 \E\ﬂf » ') TTBSwash 37+ » 57% 10 578 » H Jp“ =
iﬁﬁﬁ%(goat anti-mouse 1gG 1:3000 - F' 5%Y ,zﬁ/ SR3) AR L) Ef | TTBSwash 3% » &%
10558 o Vi > i &l chemiluminescence reagent(EaE I PerkinElmer Inc ; reagent A: reagent B
=1:1)= PVDF J5 FERY - ffi ™| GeneSnap fY; i 7% (GeneSnap Image Acquistition software,
Copyright©1993-2007 Synoptics Ltd., Version: 7.01.06) ﬁﬁ?vﬁ“m g—wﬁy = IE’T’F‘#\]T&@%&H«E{[[% KFH]
| Gene tools (Gene Tools from SynGene, Copyright©1997-2006 Synoptics Ltd., Version: 3.07.03) 5)

AT B Srp IR ISY IR s TSR

26 HIAH
o B R PN T B R T B i AREREE (mean standard error) A o BP0 B
[ﬂ: ) ]#‘qﬁﬁ[ﬂ:ﬁﬁﬂ pa” -test ‘F]& ANOVA [—‘—ﬂ EF%JIEHJEFI P< 005 —fj :l4— 'I\;E“fﬁL}y

3. ERER
3.1 Genistein 3 Daidzein ¥ HAECs 2_ ‘m% # | 3%
3.11MTT assay
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[EH] genistein » daidzein 7" HAECs firoaf o, 14 » ST | 1 rdﬁﬁf H* genistein #[I daidzein
(OuM ~ 254M ~ 50uM ~ 100uM ~ 150uM 71 200uM)SEEIF 1 24hr » i 5 [k TV %] eppendrof #f
fit"LDH release assay > Af @ gt * MTT solution (0.5mg/ml)37°C~ i 4 7| E\ﬂj‘ » P2 MTT solution
ERN DMSOi’F'\\’EJE’ ffi™ ] ELISA reader #* 540 nm jfs 5 fifi - %Fﬂ%éﬁf?lﬁf 1o PR R
PRt A ff (5% 100%- 5HTE 55 BT TS £ 250M ~50uM ~ 100uM ~ 150uM #1 200uM fiY genistein
% daidzein Bl HAECs» A r%n'ipﬁ*‘ 77 {1 £% 98.945.1% ~ 97.5+3.5% ~ 97.246.7% ~ 92.3+0.5% #I
76.1+7.9% » 98.1+2.6% - 98.3+4% ~ 94.1+2.7% ~ 90.2+0.1% #157.3+7.5% > LI & genistein =
daidzein "% £ 200uM  [1 - 35 HACES 217 | ) - s ™ o faed '] OuM ~25uM ~50uM ~ 100uM
A1 150uM [ 515 o ] LDH release assay =LA L 11 % oAl -

MTT test

170

100

80 - — _ —

- ¥

60 7 W genistein

40 1 | D daidzein

20 A

Cell Viability (% of control)

0 25 S50 1 150 200

Concentration (uM)

[ﬁ' LHE]MTT assay 1] genisteinZ* daidzein ¥ HAECs /i@ 3, 455 ff7 o }H HAECs i Huw: Hifﬁ
#7%] 24-well plate » M@l £ 2x10° cells /well df,%# 37°C 5% CO,16 | [ A Il - I')
AR 1Y genistein 71 daidzein (OuM ~ 25uM ~ 50uM ~ 100pM ~ 150uM {1 200uM) !5 1

4 'J‘Eﬁ » I'Jl ELISA reader 7t 540nm -k fifi » = i %0 = FiHg - Fd»%@ genistein #!

[

daidzein [ (T 1S OuM 9I-A. il =4 » 5 TP HaAIrEI 7153 = - *P< 0,05 -

3.1.2 LDH release Assay

LDH = It de Wi saf o iy b v Sp e = e 1> ARl F{, A RO TR aR - AP
Wi 1py LDH ?MWF@UE"T&HI o A FERFH IF“ﬁJ‘[‘ft 1573 genistein da|dze|nf«C %"tﬁ HAEC
AEPLERS I - Hf HAEC RSO SURRg - LDH @il - ,mr’%f,%ﬁi H1 LDH
pJF VED o AR IR R (T }H MTT aswy*f,%ﬁi(HAECs%_ genistein f% daidzein I') OuM -
25uM ~ 50uM ~ 100pM ~ 150uM F1 200uM HEE! 24 | [ i - FARIVASERERL) - 1) 2 1A ()
4w LDH ’j%% » positive control £} HAECs '] 500uM H,O, 55! > i“’r,l‘J%Ef%(%*FEr?J HAECs

= Hrgd ﬁ’j’f‘iﬂ@ genistein f% daidzeinOuM ~ 25uM ~ 50uM ~ 100uM ~ 150uM #1200uM ]

i
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# LDH FIJFIE' [#1'] positive control i LDH F“]E% AR BT3B e SRR R 20 T
OuM ~ 25uM ~ 50uM ~ 100uM  150uM {1 200uM genistein f daidzein C:E! 24 <[ [ i > APVl
FIo3 55 flIE% 4.8% ~ 2.1% ~ 3.8% ~ 13.3% ~ 7.6% #{12.9% * 1.9% - 5.7% - 6.7% - 8.6% - 4.8%
HI6.7% o [I1IF5E i #1 genistein & daidzein 35 HAECS fUaf B O4E R, [ - Bl ] MTT assay
FI (9 st L] HAECS 2 5% » [ T f7 [l HAECS R Mo iy st

LDH release assay
120

2 100

o 80

o B Genistein

= Ad o

by} 0 Daidzein

<

_g 40

= * X % ¥ X

© 20

[ ¥ x ¥ % X X ®

ALl 15 i W omh LS
0 25 50 106 150 206 FOS.

Concentration (M)

[ﬁ' 2 '] LDH release assay ;7 ' genistein == daidzein %f HAECs * < VY% - 1[I T [RE v
genistein ! daidzein (OuM ~ 25uM ~ 50uM ~ 100uM ~ 150uM 1 200uM) & positive control 5!
AV 24 /| Eﬁ = FIE% [~ 55 ¥ (Dade Dimension RXL) 7t 340nm /383nm|E”Eu*f, fkf[1LDH
plrﬁéi o 4 ¥if& L positive control £ 500uM  HpO, » &' | RS EHHIEE Vo = = - 5 [
VA 2 EikE e X iET genistein A1 daidzein VIRA oY AT TdE 53 (%) '] positive control
(=55 100% 3E [ FF ET T ) f‘ [FilNE " v genistein {1 daidzein™ positive control fivF 15 F=<*P < 0.05¢

3.2 p A w2 | H 1538 e k%S (Endothelial CellMonocyte Adhesion Assay)

I} 10ng/ml TNF-a [{lAFo 5 + 58 %~k I‘Pﬁ%ﬁgﬂ@’*{ [~ VRE I?—“]’F‘, genistein »
daidzein $f5¢ K HUR) SR LA 0[RS - HAEC I JJ2% OuM ~ 25uM ~ 50uM ~ 100uM I
150uM I/ genistein & daidzein 5ZE! 18 /| EﬁJ/ & > F]I'} 10ng/ml TNF-o. ~ /6 7| Ef F;ggﬁ HAEC
R R EME %Fﬁj’ﬁw; =" (Y[1: VCAM-1 #1 ICAM-1) » ffli HQ?FE':E' BCECF-AM #5k ¥uilfiy U937
P HAECS FU3pii b « il 3(A ~ B)5) [kl HAECS 53 il ; OuM ~ 50uM FI 150pMgenistein
* daidzein 5 ZE! 18 'J\Eﬁ % FII') TNF-o [l 7% 6 'J\Eﬁ EN frlf%!rETtl BCECF-AM [iY U937 » ~
L TR T HBSS?%@%{?M%TE'WE i FRERSA MR U937 o e L BRI
Pl SRS ! genistein & daidzein [l RE Sg7)1 - U937 fpikfiff F'EJ:%E?’& b [ 3(C) R !
lysis buffer FLPF&I ﬁ?ﬁﬂilﬂiﬁﬂiﬁ'ﬁlﬁﬂ:ﬂ BCECF-AM-U937 £k &1 » [if= Ji_}HT IR
J genistein & daidzein || i AU EIED }3&% genistein » daidzein L E/(OuM) v £k VT 155
P Ei7fl genistein OuM ~ 25uM ~ 50uM ~ 100uM #[1 150uM » HAECs %} BCECF-AM-U937 I/ & [iff

i



68 g&f*'[ﬂﬁf genl stein = daidzein %] o JEgr s =K E,»;;ﬁg;
T ‘*Jlﬁ[ R K Tl By

=719 53 Hl15% 100% 86.7+0.48% - 59.7+2.6%~ 53.2+4.3%7{1 48.2+8.0% i} daidzein0uM - 25uM -
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