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(8 E]8 o EiTOFEM LKA PR K562 AT AW RAHEHH . F & RAGREHLLEL M RT-PCR
oA BIR I (B A RE R LB A PR MO AL B K562 4B/l 48h J5 Fas FasL 1 Survivin RikEM . 4R K562 M TI& A%
B P M1 AL 2 48h J5 IR B AL RIS MU 4 Fas RIOEEEEBT AT (P<0.05) ,FasL #ik F RSB REA BE
WAL (P<0.05) , FZHBE YRR Fas FHAB B OFTEI B EHZ(P>0.05), T FasL Fik %8 F 138 7 B2 ok FTvE T
HH BEFNEL(P<0.05), HFESEE. PR Al R BCG1EH 48h J5,K562 4AMMY Survivin mRNA Rk B0 HIXT A T B
(P<0.05.P<0.01), FIZYBRAYE M Survivin mRNA Fiki B B BEX B H ML (P>0.05) . 46 : AR A BRI S Bk & 1)
BEME RS EIR Fas/Fasl (923K, B1E Fas/FasL {112, B2 A B IU% K562 40 1=, BT T 98 survivin HI75 18 #E 08
&L,
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The effect of resveratrol combined with arabinosylcytosin in K562 cell

Fas/FasL and survivin expression
CHEN Jian-bin,et al
(Department of Haematology,the First Affiliated Hospital,Chongging Medical University)

[Abstract] Objective:This study was aimed to explore the apoptotic effect the K562 cells treated by resveratrol and/or
arabinosylcytosin. Methods :Fas/Fasl. expression was detected by immunohistochemical method and survivin expression was
detected by RT-PCR in K562 cells, 48 hours afier treatment by resveratrol and arabinosylcytosin respectively. Results:
Fas/FasL. expression in K562 cells,treated by resveratrol and arabinosylcytosin respectively, was significantly increased
compared with the control group(P<:0.05). However, the effect of resveratrol combined with arabinosylcytosin in K562 cell Fas
expression showed no significance changes in comparison with resveratrol or arabinosylcytosin (P> 0.05), contrary to FasL
expression (P <0.05). Survivin mRNA expression was decreased after 48 hours in K562 cells treated by resveratrol and/or
arabinosylcytosin in comparison with the control group(P<0.05.P<0.01). However, the effect of resveratrol combined with
arabinosylcytosin in K562 cell Survivin mRNA expression showed no significance changes in comparison with resveratrol or
arabinosyleytosin (P>0.05). Conclusions:In conclusion the resveratrol and/or arabinosylcytosin could upregulate Fas/FasL
expression and activate the apoptosis pathway of Fas/FasL to induce the apoptosis of K562 cells. It could downregulate the
expression of survivin to promote apoptosis. The two drugs had synergistic effect.
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FESTEYERMEARA T IR P REEEE,
2 S LE O S B AH SR AL 2 EE A RT-PCR #5453 31
WREE R B R HLER 6 BB M T AL B K562 41 A
48h J5 Fas . .FasL F1 Survivin R ix1F 0, ¥ £ HEITH
PR R LR A PR AT X KS62 40 MLy T Y 5
K AR

1 WREFE

1.1 2245 H

H MRk K562 3k B EKER KRR, A3
BZ(Res, L BEFH A Y R A BRA T, FOEE (Ara—c,
P HAEEERIZEARR T #E5 050105C), RPMI1640 (b5
BAMBAERAT), /MMIEGIMEREAF]); fEH
AEIRF : RPN Fas LTSI \DAB X5 & X SP-9000 %4
FHAEAEALT P EHREPERERAF), RILA
FasL BT 444 (Santa Cruz); RT-PCR i3 : DEPC(JL BT 5
EHAEYAF), TRNzl(AL R KARE M R A ), E—4E D-
NA &AM & (EWAEY TRAF),Survivin 314 . DNA-
marker{ KEREY TEAF). MKIESR CO, BWEH(SHEL
Lab £E), HEKIE R OHL(Beckman 22 7] ), BLIK X B3k
18 (Bio-Rad), PCR {{ SR SN H18E EREIEA
FRAE D)o BI¥IFEF : Survivin-sense: 5’ ~CCATTAACCGCCA-
GATTTGAA-3", Survivin—antisense : 5 ~GATCTCCTTTCCTAA
GACATTGC-3" , ¥ 3 J Wt 840bp; B —actin—sense:5’ -CAGA
GCAAGAGAGGCATCCT-3’, B —actin—antisense:5’'~GGAT AGC
ACAGCCTGGATAG-3’ , ¥ 14 1 B 250bp, FRHEXTHRL N B -
actin,
1.2 ik

U -80°CURTF K562 4tk , & 37 C/KIBFE h i
ik, R AR, AL E RN 10 50 LR IR
ARBELFLER,EE 1 KR K562 fMEMT & 10%/h
4 I¥E A RPMI1640 3 3R, & 37°C .5%CO, B & F h %
IR, BB AL AR, R HUE K A AT
13 £EH4

BB KB 1 x 10° 4> /ml 3 R T &5
¥, 098 24h JEIMALLEERE . SHBANINZT, Res AbFRHLK
wE 100 . mol/L , Ara—c Rb B AR TE 422 p. mol/L , Res+
Ara—c S B2 Res & ¥ /¥ 100w mol/L | Ara—c &R F 422
wmol/L, #5F 48h SUESHLME.L
14 S 9E 4403 (SP 3 )4 B Fas.FasL # & &

BARBEHELAEENERI R £, AT, 4% 5 R
% 20min,3%H,0, B F/KEE 10min, 1K ik, PBS B
WS INE# L 3, ZIREF 1Smin, LM E, 7
HIN3E X4 L (5% BR A Fas I FasL UK, 4C3 . WinEWE
PRt EH R R G, ZIRBE 1Smin; 7 N BR IR ICH#

EWARTIEWR, ZRTE 15min; 1 100 w1 788 B H &Y
DAB B AW, BHETHEH B E 5~ 10min, B3RKFESHEE,
FAEEY MARBERE, —HEEH, PHEMER A,
JEET WEK

1.5 RT-PCR ## survivin mRNA 3 & K-

1.5.1 & RNA AY3REL  F TRNzol X7 &35 15 B $ 1R B4l
L5 RNA,

1.5.2 ¢DNA HJ& R REUEE 48h K562 418495 RNA,
FHE — 6% cDNA & HUAN &4 UEBA 4550 5 5% 1, cDNA J§
“20°CHFRE

1.53 RNA %5 HU/ORIZE RNA AEMHEE 55
WiEH OD fH . RNA 1K ODx/ODx=1.8 ~ 2.0, B/ B 1R
HL RNA, #17 1 %3 R MEEE i s ik 3 IR L Z Se e e fS T2 %
SMT RS RNA SE8ME, IR A T8 AY) 5.85.185.28S 3 4&H
ki, LB RNA SEsCMEfR, S, 2 EHR.

1.54 PCR KR PCR RBLFSN 50n] (55 1 & cDNA
3wl,Survivin F 3% 5l ¥ 2w l,Survivin T #% 31 ¥ 2pnl,
10mmol/L dNTP2 . 1,25mmol/. MgCl, 21,10 x PCR buffer
5ul,Taq B 0.5 1,ddH,0 EEZE S0p 1), BB & :94C10
min, 94 CAE M 30s, 58 CIEAH 455, 59CiR K 45s, 3% 35 118
W, BE 58CHEM 1.5min,

1.5.5 PCR % ZE RS54 #

B 101 PCR P 45ik1T 1.5% R IE s Bt e s vk , BB JE
100V, B} j&] 30min, AL Z BE G o, AT T MR LS R, %k
BERAMREST BKEHRATEERAHRDN, LA Sur-
vivin/ B —actin FR 43 J 5% B Ho {8 ¥ %€ B LB Survivin mRNA
HIZEIRORES
1.6 %itFsm

SERER L, + s FR o B SPSS11.0 for Windows Ziit
WS, BT ¢ KR

2 & B

2.1 GRFEAFTHIE T K562 %9 565 89 Fas/
FasL £ ik 65 %+

Fas/FasL & (0 2546 6, O T 40 M S 4m e
RALAURIE BRI REHATL BT, ISR
FH SPSS11.5 for Windows ZEiHRIATH 2047, &
TR EARERES RO SR, Ptk
TEEE L),

WM& 1 B[ F H K562 A2 32 B P i
HALHE 48h J5 A FE A A AP M 4 Fas RIX)6
HREEBT BA T (P<0.05), HFE B Fas &
FHAEERE  WAREIERH Fas REREHBEE
PEET B E WAL (P>0.05=0.145), K562 41fiZ:
R B BB A AL TR 48h S5 A R Y B 4 A0 P
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e L .‘ -

PRl M0 2 : Fas(SP x 200) FAliEE MO £ 46 : FasL(SP x 200)

ST A FIR . PTRARES LR

RELH .
FIRE PR FasL(SP x 400) Fas(SP x 400) FasL(SP x 400)
B1 &eBA4ERRAREAE.FERETAMIIEAATE K562 4 48 h J§ Fas.FasL ®iX
F1 OFESEE. TEREERT K562 fiMS Fas Fasl, X FEHE
i3l TN
Fas FasL
S BRLH 0.150 8 + 0.021 3 0.156 8 +0.022 1
SE:F= . =0k 0.197 8 +0.022 1* 0.256 3 +0.02 6°
PaL i B 4L 0.164220.0186* 0.198 5 + 0.009 9+
FRE A B A PT R 4 0.204 5 + 0.045 2 #* 0.277 1 +0.019 4 %

1o 53T R A, P<0.05; b5 AR VA, P<0.05; c. 5RIHEMTFAH LA, P<0.05; b*.5EREAE L, P>0.05

750bp -

250bp

1.NA maker; 2.BAVESTERZH ; 3.PTEERRTFEC & 28 A5 P4
A PFESEEL; S.PTHEEH; 6. STHRZL

B 2 Survivin.B-actin RT-PCR F=¥IRAEFERER Bk L R

MU 4H FasL kB0 FRAA B E M E I (P<0.05),
PIZSHR-B/E ] FasL 3R B8 F2E 5 Az gl BTRE e

HHBENLI(P<0.05),

2.2 RT-PCR ##® survivin mRNA # FK-F
221 RNAHARMEE B RNA HERAE D
W R HABL OD e T3, G5 5RAE 1.6 DA b, HHRHL
) RNA BEAFTHE A HL K 4047 7T B DL 28S.185.5.8S
3 & (43 I 285,188 2 47 ), IERH RNA 583
FEf , I T HJSH RT-PCR,

222 HAEEEE. PIBERHAEA)S Survivin mRNA
HIZRIA M 2 FIZk 2 A F D L3 RE  BRE
B R BE-AAF T 48h J5 , K562 ZMfUfY Survivin mR—
NA TR AT BEZH T B (P<<0.05.P<0.01), K
WEREA S AP FEA R T EEER(P>005
=0.82) . E1ZE PR A PR I 4 S TR B 4
FPEEH XA R BEEE R (P<005), HEE
FEESFNBRE MU BE U survivin IR IA,

3 3t it
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x2 BARSE.MEBREERARE Survivin,B-actin B 10D ERILE
R R SE Iy v ginpeyinRe g SEFoy 0] BTk 40 cifopapiEta:y
Survivin 87.397+1.97 131.77 £5.37 139.03 +0.85 180.75 £ 3.58
B —actin 202.39
Survivin/ B —actin 0.4318 £0.01™ 0.6511 +0.027* 0.6869 + 0.004" 0.8931 £0.018
" 5L P<0.01; * 53T A K P<0.05,

H A 1998 4F Clement S5 SGHRIH A 3 A REHE
i i CD95-CDY5L & 4% ( B Fas—FasL & 12 ) i 7
HL-60 4 fgtR AN FLIRIE AR #k T47D R AT,
T Xof 1E B N Z b i o B2 A R 0 T Ve R LUK, i 22
WF5E /N X L i 93 40 B R T AT T IR R
I, RELH = BERT 22 R R ¥ BR B B 52
ToARFRY, A SLR N A A S TR T e
BRPTRE M RS TR A T AL B K562 2R 48h J5
Fas . FasL H)R:E4L : AZE P BEAL HB2H Fas FasL &
HFRKBAPERSR , SXTRAMHEILE R EEER(P<
0.05) ; FIM AT AL FRAL , Fas R IATCHH BAEML , FasL
FIRMG R . A FR A, 3 g AT e HX
BHEM)E Fas REBRPHAFESBELH B
(P>0.05),FasL FiA A E (P<0.05), XA
FPTEEA] L Fas FasL B HREKFE ML Fas 5
FasL MIZ 5, IS MM N caspases BB , 5%
K562 4HHEIA TS, Fas/FasL i B A] e 2 LA S
K562 M FAT-HiEiez—. SERERKES/EH
J& 3438 FasL 35, (23 K562 4T, HBIE A
UEEH , B4l S Fas/FasL i B5A % M & gk —
B .

Survivin BEFF 7 #-5 MM T- IR B AR BRI T
caspase 3.caspase 7 fll caspase 9 HIELS &, WAlHE
it p21 (B30 caspase, WHIGIMEIT-, HH cas
pase 3 W RLRRRMIFET 324K 2 505815, 2 Fas At
MR TR PO I , K survivin
FBMHE =M Fas 4T B2 40 #9908 129,
Survivin AR R IC 45 K P SR 1 B g e e A
WHIEF, HHUFET-DIREEL bel-2 FIKIRY, Survivin
FRRBTETERFE R O S A A TR IR
BRES, R 5 H IR R AE R SR B DIRE T, A
S2¥e H RT-PCR BJ7 ¥R M50 T 128 7 B ph R BK

AW vE 7 AR 3B K562 4HAf 48h J5 survivin mRNA
HIF KA, BB 5 X B A L A ZE B A
B Mfa R4 |, survivin mRNA ik FE(P<0.05.P<
0.01), PB4 5 AFE S A LR T B EH X R
(P>0.05), FIZE ™ BEIK A BDbE MO H 4 55 Bl M
4 HEEFRRA A BEER(P<0.05), M2
AUEVER .
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