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T ZE T CyclinD1 #1 Bel-2 fRZEEIIHRER
LSCs SR LA EZHI B

e Nk S S
(B EFHE—WEER: 1. 25742 oz WA, 55 M %L 563099)

[(HZE] BH HiTEFXZT(CURNEBEMEM A9 2B T @M (LSCs)CD34" CD38™ KGla % it 3+ % 4x % % (DNR) 4 &
HALE . FiE AX@WBARSH KGla taiity CD34.CD38 2@ 4 F 8 R X oL, w7 A% &k 3 (MTT) % 3% B CUR 4 A
CD347 CD38™ KGla #m ey 1Cs, MTT ik F AL S & LB R 5% B Ak X 28 1L R 5 51 4 m DNR st 7 # 49 i (CD347 CD38~
KGla #= CUR/CD34 " CD38 KGla)#g ¥ s dp 4146 A L M Ak H A= A = % vk, i 4 % PCR(RT-PCR) # @) 28 i Bel-2., Bax o
XIAP # mRNA % i&, Western blot 4 #7 28 2 J8 #1 & & D1 (CyclinD1) . Bcl-2.Bax #= XIAP & & £k, £ KGlawm 2 &
CD34" CD38™ KGla # fgLyb 4] 4 (98.2+3.2) %, CUR4EMA CD347 CD38 KGla % it 24 h # 1C; =100 pmol/L. # . & # A (0.
8.2.0 pg/mL)DNR s CUR/CD34" CD38" KGla % L #9 3§ 78 #7 %) 48 i 1k CD34 7 CD38 KGla %9 #.3% (P<<0. 05) . DNR 2 CUR/
CD34" CD38 KGla #m it 5, 1% 7% M fe /1 64 37 %) 4F JA 45 CD34" CD38 KGla 2 it 3% (P<<0. 05), & DNR % 41+ ,CUR/CD34"
CD38 KGla #9 f 8 = % ¥ 1k CD34 7 CD38 KGla %8 f & (P<<0.05), Bel-2 49 mRNA % CyclinD1 #= Bel-2 & & £i5 F %, Bax,
XIAP #§ mRNA ## & G A E T FRWA R, %&if CUR ¥ 7% CD347 CD38 KGla @3k DNR #54c & ., 5 CUR Fifl CD34 "
CD38 KGla @ ft CyclinD1 #= Bel-2 # & ik 48 % .
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Curcumin enhancing sensitivity of acute myeloid leukemia stem cells to daunorubicin
by down-regulating expression of CyclinD1 and Bcl-2
Wang Quanhong' » Feng Yonghuai® sWang Yuhe'*
(1. Department of Pharmacy ;2. Department of Hematology ,First Af filiated Hospital ,
Zunyi Medical College , Zunyi,Guizhou 563099 ,China)

[Abstract] Objective To explore the potential mechanism of curcumin(CUR) enhancing the sensitivity of acute myeloid leu-
kemia stem cells(LSCs) CD34" CD38~ KGla cells to daunorubicin (DNR). Methods The expression of surface molecules CD34,
CD38 in KGla cells was detected by the flow cytometry. The half maximal inhibitory concentration(ICs,) of curcumin to CD34"
CD38 KGla cells was calculated by the MTT method. MTT, methylcellulose colony formation assay and flow cytometry were ap-
plied to examine the effects of DNR on the proliferation, clone forming ability and apoptosis in the two kinds of cells(CD34 " CD38
KGla cells and CUR/CD34" CD38 KGla cells) respectively. The mRNA-expression of Bel-2,Bax and XIAP in the two cells were
analyzed by RT-PCR. Meanwhile, the protein-expression of CyclinD1, Bcl-2,Bax and XIAP were detected by Western Blot. Results
The percentage of CD34" CD38~ KGla in KGla cell line was (98. 23, 2) %. The ICs, of curcumin treating CD34" CD38 KGla for
24 h was 100 pmol/L. The inhibition effect of high and middle concentrations (0. 8,2. 0 pg/mL) of DNR on the proliferation of
CUR/CD34" CD38 KGla cells was stronger than that of CD34" CD38 KGla cells (P<Z0. 05). The inhibitory role of DNR to the
colony formation on CUR/CD34" CD38 KGla cells was more effective than that of CD34" CD38 KGla cells(P<C0. 05). The ap-
optotic rate of CUR/CD34" CD38~ KGla cells in each concentration group of DNR was higher than that of CD34" CD38 KGla
cells(P<C0. 05). The mRNA-expression of Bel-2 and the protein-expression of Bel-2 and CyclinD1 were down-regulated. However,
no significant change was observed at both mRNA-expression and protein-expression of Bax and XIAP. Conclusion CUR can en-
hance the sensitivity of CD34" CD38~ KGla cells to DNR, which might be associated with down-regulating the expression of Cy-
clinDland Bel-2.

[Key words| curcumin;daunorubicin;leukemia;Bcl-2;CyclinD1
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Ao BT AR R e A0 R i 25 A B 038 I Ok S e 4 )
RGN R b B A N 1 = A S Z B
CUR M4 fEE T A5 3545, EENSZERBNHE TR
Tooll R A 2 B AR B R RS, LSCs HA A
R HRE T LA e . H 2S00 TR B e R T
2y, R H T L LSCs S0 AU AT 5 56 . A RE AT 30 T By
E I 52 R R 245 . A S T KGla 4 s B A LSCs £
B RFAE 40 X HLAL ST 25 HEHT e ZE NOD/SCID /) il i 4 1 1fiL
504> F CD347 CD38™ &%, AR SLI 1% #k CD34 " CD38™
KGla ZH i /£ LSCs Bi#IL) | Z2 47 % 2 (daunorubicin, DNR)
JEREARHMIEYAE R . BRI At O M s 01k yT
iz — 0T LI AR R Ak I R T A TS B EL X
BF U B A BIE S 4 B 25 Bk AR ELA SRR A . R, dn ey S
PFEAL DNR {70 & X Re A 24T i @ o o 40 B, ot 2
LSCs, 1F J2: IIfi R b 1 I A9 32 KM . AR 5286 L CD347 CD38~
KGla #ififd #k7E 2 LSCs #2174, 45845 CUR X DNR 1 fb 97 4% i
RO FAL] o LASK A DR 7 36 1 100995 19 52 2 i it 24 £ 41 2 3
AT .

1 #R5FZE

L1 Mk 40 KGla 40 #k v B B 2% B 2 B 1 2 OF
FET EE , X CUR.DNR, H 3647 48 R &/ Rt A Bel-2,
40 1 B 3 4 11 D1(CyelinD1) . Bax.XIAP 1 GAPDH ¥ /&l B
sigma 23 7] 5 PO (B A e £k (MTT) 1 B MPBIO 2 7] ; RPMI
1640 K350 A Hyclone 24 A ; it 4 1L 35 W A U 2 3 2 w5 B
[ W87 Yk L /D Rt A CD34-PE, CD-38-PE B 57 [ Hii 14 1y
H Biolegend 2\ F] ;5 AnnexinV-FITC/PI 40 itd J T 4 I ik 7] &
T4 B et ELAE AR M R R TR A B A ) 5 48 At JE A U R i
VL 28 = KA Y) 3 R WF 5T fir s Reverse transcriptase first stand
c¢DNA synthesis(Takara,Japan) ; Trizol i 5] . TaqDNA % & i}
W B Promega 23 7] ; HRP-Z 400 B i 18 L8 A .

1.2 Jiik

1.2.1 ZMels3:  KGla 40 H & 10% Ba 4 i i RPMI-
1640 BRIk 8 T 37 C 5% CO, MR B A0 P8 55 4 2
RIATAER I MGG Y A5 Y 50 A

1.2.2 WA KGla 40l CD34,CD38 i i 32 ik
FAKE 1.0 mL EP &4 1. 0X10° M $A K KGla
#ff. LA 1 500 r/min B0 5 min, £ B E N PBS ik, =
B LR EAE 2 A 1 mL PBS RN, 1) ik EP 44y
B A N R BT BT B R CD34™ PE,CD38™ FITC 4 20
pLo TEIEBOGHEF 30 min, S8 J5 1 PBS ¥ 2 k. L
FITC.PE #5640 i Sy [F] A% B, b 30 20 20 AR i . 52 36
= 3K,

1.2.3  4HM1432H % CUR /EH KGla 4l 24 h 19 1C;, &I 5
5 F 96 fLMcH M KGla 41 5 000 4/4L . 43 L A
200 pl, BEES A CR 455 B HE X IR 4 Om A= # L kO
M5 41 6 A& L. CUR % 10.20.40.60.80,100
pmol/L 3£ 6 ML . F 37 C.5%CO, HFMPIHE 24 h
JEA 20 L MTT. B0 E 4 h J5 B .1 500 r/min B0 5
min, 2 FFEMA 150 pL — F L TE B (DMSO) ¥ fif 45 7%
VIR Y S5 T 492 nm BEAR U OD 5. 40 M A7 5 31
BRI R = 5L OD i — 2 A 1L OD i) / (¥} Ig
fL OD i — 294l OD {#) X 100% ., {#i i} Graphpad Sofeware

FRES 2015 % 4 A% 44 55 120

AE H 38 ZE A ) 26 B O IGs

1.2.4 CUR/CD34" CD38 KGla 4 fi 4 T 6 fLiRh
A HERE Jy 2X10° /mL ) CD34" CD38 KGla Zififli £ 1. 8
mL, Il A 200 L 9K & R 1G5, 1) CUR, ¥ 6 A& L. IR
SJEETF 37 C5%CO, Bt igE 24 ho BUEFERHE L
FHH,1 000 r/min &0 5 min 52 FiF R 5 PBS #hik 2
W B EEFAT. 2R EERE .

1.2.5 MTT # il DNR % CD34* CD38~ KGla 4 jfi fl CUR/
CD34% CD38” KGla AU iy e sE M il A 1 4 1 0 BR 4l
1t % B8 2 Cfm AR B8 £ 7K ) L DNR 25 95 21 (0. 2.0, 8.2. 0 pg/
mL) BHB 6 NE . T 24 h 48 h # 47 MTT %L 5.
MTT H &K #: 1k f2, & % 1. 2. 3 % 38, ffi J§ Graphpad
Sofeware YE& .

1.2.6  FREZF 2 3K o B P S B A il DNR A JT P Fh 40 i 24
h A s TR B RE 7 T 24 FLARHEFh i B 500 4~/FL. R
BT R 15 3 7 2 L i B 1k 6 BR 41 DNR 254741 (0. 2.,0. 8,
2.0 pg/mlDt 4X2=8 4, A ¥ 3 MEFL. KR LA 500
pL(50 pL 40 M B+ 150 pl 2. 7% B L4 46 R +300 pl &
20% B4 I RPMI 1640 3953, BT 37 C.5%CO, K3
Farp, 14 d )5 TEE DR T AR IR L S O R A TR AL
GE T H AR 45 4 A0 T 1 TR R

1.2.7  JRaR4HARAG I DNR £ w6 R 41 24 h 5 40 i 08 =
0L SRIHT R % 31 5 4 O L 15 B Mk B4 DNR 245 4l
(0.2,0.8.2.0 pg/ml)Ik 4xX2=8 4, FHHF LM & 3. T
12 LAk H  Xoh 504 4 10 1 R 44 L 24 1< 10° A, T &L
AAERL R ER K FIZ Y R R B R 2 mL, 24 h J5 40 51 80 g
XYL, 1 mL PBS E&. B 0.5 mL 4 & & A PBS
VU 2 WUE 2 W, A 500 L 55 Bk EE M. 4
BIA AnnexinV-FITC #1 PI1 & 5 pL, FEEOLEE 15 min
o B A AR T A B R T SRR E R 3 K. Gt RS A
A0 JA T

1.2.8 iz 4 AR M CUR/CD34 " CD38 KGla 41 il 5 A
Ml IR 0.5 mL AN AR . F PBS Vi 2 e A 70 %0k &
MR E AN, —20 CREEMH. PBSYEH 1 . £ LiEMA
300 uL DNA 39 (& AL e 100 mg/L . RNA #§ 2X10* U/
)37 “Cilt b4 @ 30 min, 2R J5 PBS ¥E ¥ 2 W, b i =040 i 4%
AR 240 B SR B . e v LA T A A B R I 4 A i AR Ak

1.2.9 ¥%E 5 PCR(RT-PCR) K il 32 % 25 4E F CD347 CD38
KGla #fijfs 24 h J5 Bcel-2.Bax 1 XIAP B mRNA FEiLkF M
Bel-2 BRI .5 -CTG GTG GAC AAC ATC GC-3', F i3l
¥1.5'-GGA GAA ATC AAA CAG AGG C-3';Bax {54 :
5'-TCC ACC AAG AAG CTG AGC GAG-3', Fii#sl 4.5
TTC TTT GAG TTC GGT GGG GTC-3';XIAP L ii#5| 4.5~
GCA GGG TTT CTT TAT ACT G-3', T8l #: 5 -TGT
CCC TTC TGT TCT AAC AG-3';-actin [ i3 4.5 -GTG
GAC ATC CGC AAA GAC-3', T8I #):5-GAA AGG GTG
TAA CGC AAC T-3', {#i /| Reverse transcriptase first stand
cDNA synthesis {71 & , /™ #% ¥ 8 UL B 43 #4795, PCR 9
W0 2N F : Bel-2 1 Bax, 94 ‘C 284 30 s,62 ‘CiB k 30 s,72
CHEAH 10 53 XTAP,94 CAEME 60 5,62 “CiB Kk 60 5,72 °C FE A
60 s, P IEHAT 30 NMEH ,-actin fEH RS I, PCR 77 ¥ £ 3
BBE VR IS FL UK IR AT AT
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1.2.10 Western blot ¥l CUR £ H{ CD34" CD38 KGla 4
M 24 h JS4THERY CyclinD1 . Bel-2.Bax f1 XIAP [ % (1 %516
DL E SO M AR R Sk L AR TS A R SRR U T 4 °C Y iR 2
Jl 1 h, LA 12 000 r/min, 8.0 5 min, W WA BEA.
AEZSHREEMERARE. REEEARBERET T2
o JEE T IR -5 TN 5 Ik Yz 6 MK VL 9k (SDIS-PAGE) # ik » 1L Tk £
WG ED R IR LT AR . B S5 I AH N B PR PR E L b,
BUL RS PBS i 3 K. 454 HRP-ZHi,. BT 1 h 5
I A PBS PR 3 K. B Ja ot W e R MR

1.3 Giteeibs RA] SPSS17. 0 #AF #4748 11 43 # » graph-
pad FAERE. THE BRI UL T s R B A IES . W4l
2 ST A AR S H0A) AR ¢ AT L BE AL DX A R T B SR WL

R 25307 7 2203 BT ] Levene #3005 22 554 BL P<<
0.05 hERAGHIFEE L.

2 % ES

2.1 KGla4iffigk CD34.CD38 %/ FEAFMH KGla

A Y CD347 CD38 KGla 4 ifg 4] Ky (98. 23, 2) % (|
D, A iZ bk KGla 404 F (1 T A0 40 i % & BB .

1 KGla gHfa R ®E CD34.CD38 &i&

2.2 CUR fE/] CD34" CD38 KGla 40 ffl 24 h J§ 1y 1Cs,
CUR 1E i CD34" CD38 KGla 41l ffi 24 h J5 ) IC5, = 100
pemol /L, 5 S0 vk B2 T i A1 . 19 CUR 8 WO il 46 CUR/CD34™
CD38 KGla 4ififg, iLId 2,

& 2 CUR ¥EF CD34" CD38 KGla 4l 24 h IS L

2.3 DNR %f CD34" CD38 KGla #l CUR/CD34" CD38"
KGla BG40 HI7E (0 lb L SRR vh 0 i € B DNR 1 H
W FR AN 24 (A8 h S L B EL A AT A0 A TG R . ZEAR VR
(0.2 pg/mL) 41, P 40 J 40 A7 05 R L3, 22 7 B G5 5
(24 h:t=0.888,P=0.396;48 h;z=1. 944, P=0. 081), Ti
FEP VR E (0. 8 pg/mL) 41,48 h s5 W Fi 41 Al 1Y) 40 R 77 T 26 L
L ERE G EE L (1=4. 129, P=0. 002) , 4B DNR X} #
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ol 240 e 1%y 33 58 40 ] 4F A — 4 %F CUR/CD34" CD38™ KGla
20 1 9 40 ]V FA 225 F CD34 7 CD38™ KGla 4 fiil. [R 4. 7E &
WP (2.0 pg/mL) 21, 5 Fh 40 MO B9 7775 R LR, 2 R B g1t %
X (24 h;t=3.598, P=0.005;48 h:t=3. 292, P=0.009),
45 PR, CD34 CD38™ KGla 4 fifi 2 CUR +F #il J5 - DNR %t
LR A AW A R W 3,

@ CD34°CD38KG1a
&3 CUR/CD34*CD38°KG1a

@ CD34°CD38KG1a
&3 CUR/CD34°CD38°KG1a

48 h

(=]
S
(=]
[=]

~

~
ol

N
2]

HIAFEE ()
B g

HRETFEE (%)
3

=)
o

E i ; 0.
DNRIRFE (ng/mL) DNRSR & (1g/mL)
*,P<0.01,%5 CD34" CD38 KGla 4l it Lt %% .
3 DNR X 7 F £ B B0 14 58 0 0 15 A

2.4 DNR xf CD34" CD38 KGla #f jifi #1 CUR/CD34"
CD38" KGla 4 it 5 & B BLAE J1 5% W i) Lb 8 B Aok B 4L i
W ol 2 i LL R B AR T B 25 R A it o I L (P<<
0.05), W3R 1, i I XA 28 5 22 43 #7 J5 % » G b 40 Y S 2% )8
DNR i B 5 20 16 00 T #E 47 b A, 199 R 40 it 1 e e 4 9% Bkt
LSRG ¥ L (F=94.619,P=0.000). 0.2 pg/mL DNR
TERIWIRI AU 24 h R HeFP TG HEREREZ P 14 d 5
ME Y BT . RO FERME TS, WE 4.
*1 FAGM 14 d EREEEHILR (TEs,n=3)

CD34 1 CD38~ CUR/CD34™
DNR t P
KGla CD38~ KGla
0 pg/mL 147.349.7 96.7+6.8 7.399  0.002
0.2 pg/mL 142.3%17.0 89.7410.5  4.563 0.01
0.8 pg/mL  117.7+17.8 76.3+11.0 3,422 0.027
2.0 pg/mL 97.7+11.0 51.347.6 6.004 0. 004

A:CD347 CD38~ KGla;B: CUR/CD34 % CD38~ KGla,
B4 RESEERTRES

2.5 DNR # 5§ CD34" CD38~ KGla 4 jfi f1 CUR/CD34"
CD38 KGla i B T-F b %4 CUR FHi)5, ol LIiE R
DNR % CD34" CD38 KGla 4il g # - i BE /1. DNR Xf H§
ol 2000 9 T R 5 e B AT — S A AR o 4RO 1 L DNR 35 & CD34™"
CDE38 KGla 4 T4 I IF AW . KA e s W 2.0
pg/mL B A H EF 5 M AL L5 22 5 St 2 L (=
—7.971,P=0.01), 5PIPEX B b %5, 25 Wk B2 41 DNR ¥ fig
5 CUR/CD34 " CD38 KGla 4 g 1= (P<C0. 05), 7E4
Bf 4l DNR #, CUR/CD34" CD38~ KGla 40 il 8 T % ¥ [k
CD34 " CD38 KGla 4l 5 (0. 2 pg/mL 4l .t=—7.717,P=
0.002;0.8 pg/mL 4 :t=—11.462,P=0.000;2. 0 pg/mL 4.
t=—8.362,P=0.001),
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2.6 CUR #7s CD34% CD38 KGla 41 il JE 84> CUR
Xt CD34" CD38~ KGla 4l il J&] 1] 5% mey 3 2 I L7 40 1 J&) 4+
Go /Gy H1.'S JA 4t fa B 558 s /0, {45 398 B I B ) 40 i />

2.7 CUR fEfH CD34" CD38 KGla 4iffi 24 h J§ Bcl-2, Bax
1 XIAP ) mRNA ik 484 40.80.100 pmol/L [
CUR 4b 3 CD34' CD38 KGla 24 h J§,RT-PCR # il Bel-2,
Bax il XIAP 1) mRNA FRikg5 R, WE 5. 5% B4 L%, Bel-
2 MRIRA BE T, JUHZ 100 pmo/L i CUR ALFEH , &
CUR 4 Z IA] 1 A7 7 — 5& 1 ) &2 4K 8t 1 . CUR ok B2 Bk iy %
CD34"CD38 KGla fEH A & . {H & Bax fl XIAP (9 £ik 5
X HR G4, 25 57 TE 40325 7 L (P>>0. 05),

0 40 80 100 CUR (pmo L)

& 5 CUR 3} CD34" CD38 KGla By Bel-2,Bax
F1 XIAP mRNA Ri& B8

2.8 FEEEE CD347 CD38 KGla 4iffl 24 h J5 CyclinD1,
Bel-2.Bax fl XIAP % (1235072546 J 40.80.100 pmo/L [
CUR 43 CD34" CD38 KGla 24 h J§, Bcl-2 # CyclinD1 [f)
BARKFRETM, B —EMERE. SRENRETRE. 5
Bel-2 mRNA Fik 55 00— 3. XIAP Fl Bax [ 2635 JC W B 48

L. LIE 6.
0 40 80 100 CUR (pmol /L)
-—— e Bel-2
- .- -
s S o
@D e - oo Cyclindl

— --- GAPDH
& 6 CUR 3t CD34" CD38 KGla By CyclinD1  Bel-2.
Bax #l XIAP ZEARIZHI &G

3 i ®

R 20 40 50 45 % Mg T 40 M AE & i 42 L AT THE X
AR T AR Z AR R PR TAE . 00 18 DA PR 30 g T 4 o g Ak 97/
JBCIT 1 HIRPT R 8 A2 R I AR R L R TR VA R AU RS U
W IR T 2B BT TR A L At I R AR R TR A — A
e A /D 1 L 2 L RE E S A RS A T B BT R A T
1 TR R PR 43 A R R A 1 LY () R D 4 3 2 A4 i B AR
B LSCs™™, ARSL B IF J& 3 78 $0 17 78 97 LSCs 19 2 Ok 3
CUR I DNR (46 y7 84 O8O0 . LASK AR 75 30F — 25 B A 30 I IR
PR 56 SE B AR 4

FRES 2015 % 4 A% 44 55 120

158 0 74 52 56 5iF B, CUR % CD34% CD38™ KGla 4l il 45
Fo B W) R A IVE T . A S i ] CUR LB 3875 1) CUR/
CD34" CD38" KGla 41 Jitl % 1E 5 40 g 38 58 Ak 1 A1 o5 B TE B
J1¥ e CD347 CD38™ KGla 4 fi {1k » AT A & & CUR 7E &L I
X CD347 CD38™ KGla 4/ 7 DNR &L . 5 UL AH
LAY /2 Yu S555E 8] CUR B Bk 2 1564 3 B A6 7 #6 BB A 4011
BT S i T RE TR AT SR BT . O T 3E— 25 R BUAH DG HL I A
WSE AT 4 B 4 T 0 2 M R B 43 A R, & B CUR/CD34
CD38 KGla #ififs 5 CD34 " CD38 KGla 4 Jifl i) J& 13 43 4 B &
KA. BTEEL QM TE Go /Gy B, WA BE S 50 200 fi U] Be
Bk, SR Yogosawa 4500 5 HT-29 A2 45 i i 40 i vk b
TEH] CUR BHAE I T G /M ], X 5 ARSI 25 R BAR RN,
B T B T CUR X 45 0 40 B ¢ £ B AL AR 24 52 2= 09 R
AE—METH 1. 48 5250 6 & #U. DNR % § CUR/CD34" CD38 "
KGla gl 812 [t CD34 1 CD38 KGla 4l &5, X 7 LLA K
J& CUR #4#8 DNR X CD34% CD38~ KG1la 4 Jifl 3 4 41 s 78 F
I HLH 2 — . d & CUR 7= 4 DNR #8800 i pLi =z — .

AHWFFTIN N, CUR B0 B 4 i 98 T . AR BF 9T & B 5
i B 98 T A 58 1Y Bel-2 . Bax Al XIAP 2£ P /) mRNA £k, B
A Bel-2 f mRNA £k T, & & B A CyclinD1, Bel-2, Bax
F XTAP F: A8 B & B H, CyclinD1 Hl Bel-2 Y HRIX T
. Bel-2 Al XTAP 2 [ 5% 1 # J2 40 M 08 o 09 P14~ 22 19 &
. ARSHUER, CUR M/E FIH T2 42 2 Bel-2 MHCIY I 123
& ohf XIAP MG A A RMEN . IE 2 Bel-2 k0T W 15
CD34% CD38 KGla 4ifg %} DNR 55 0 T F hnfgc sk . 8 4
EHSFREEEAMBRNEEME L P AIEH EENE X,
CyclinD1 & 2400 G, B3 S MR A, o &k
KRR G Wl R Z F KR T IR AT RE L Go /Gy IR . A
e h CyclinD1 2 F 35 T . 5 8 210 6 W AR 45 & A5
b T 3 G B B 1) At B b . BRI, CyelinD1 2635 N AR AT e 2
CUR #43% DNR % CD34™ CD38~ KG1la 41 Jifa 3% 55 #1115 F
FHEHLM Z —. Royt M 4t Fx CUR 3@ i i 75 PKC. 3 HiL
it \NF-xB Al HDAC ke 34 3 7L 95 A0 MO0 A7 109 SOk L A B
FH K CUR AE %38 0 T 08 b T 40 i i 4 75 2 B CD133,
CD44, CD166 Hl ALDH 3 B AL ALYT HEHT

25 1 ik . CUR 7R 7 i J& 3@ 5 F 98 CyclinD1 1 Bel-2 1)
FHERIG AN CD347 CD38™ KGla 41 g %) DNR 1 &% 1% . CUR
X Je 98 240 A K% i3 T A B i A R 2 5 T Y . R AR SR
i CUR & & A s T AL 40 CD34 1 CD38~ KGla 4513} H
AR 38 SR A0 0L AR DG 4 HIL D L B0 2B 3R A5 S R AR Y B8 A 4y
Fo SRR ORI TR AR EE 4 v ) Ak YT RS ORI 56 AF 55 B Y
WFICFT T ARG i BE Al o 3 2 O WG JR B0 47 ] CUR 1R Ry L y7
R B A — o 1 L IR

&k

[1] Misaghian N, Ligresti G,Steelman LS, et al. Targeting the
leukemic stem cell: the Holy Grail of leukemia therapy
[J]. Leukemia, 2009,23(1) : 25-42.

[2] Anand P, Sundaram C, Jhurani S, et al. Curcumin and

"old-age" disease with an "age-old" solution

[J]. Cancer Lett,2008,267(1):133-164.
(3] Wik BRI ok 46, LR R HL60/ CREEES 1619 T

cancer:an



EREF 201554 A% 44 5% 12 B

Caspase-3 [ 77 42 DK 30 Bel-2 (1 2235 o DA i 410 4 Je 55 8 400 i
WM R AT, AT & B IKK A 3% 3 1 il 7l IKK16 o]
DU S 400 o A S5 9 N e US4 3 A L L AL sk AT A i 3 o
T p65 1m) 20 Y A% N 14 % 38 AT 4 ] NF-«B A 5 19 F i A+
CyelinD1 14 #% 5 F1 32 35 40 3G . Caspase-3 Ay Il T2 #ife 1% 5C 5
PATH L IKKL6 7] DLW & 3% Caspase-3 fi8 8 T2 85 H Ay R ik .
W B TS 1 Bel-2 B3R5k 3K T AR 2 TKKL6 i e 5 9 40
L9 A 1 5 0 2 ZE AL AN TKKL6 72 3l 92 3 b &
AT LA TE A IR, — LR A PR AT DL O Ak 45 24 07 =K
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