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[#HE)] B FiPDOEIES K562 41515 PTEN  p-Akt NF-xB Bel-2 ZE4MJH & A LR T-HE E
FIRBMXE, FiE OBWEICEWE/ NG REWI/ER K562 41 48 h 5 AL A% 284k, @R MTT #:#5
/NG WIVET K562 4 48 h J5 I T-AB 00, THE 1C, . GORE T =4 M ASCRS I /N 2588 WA ) K562 4 48 h )5
RT3, @R RT-PCR AR /N G 5% WI/EH K562 41 HE 48 h /& Bel2 Bax A mRNA Eik&, GRH
Western blot %A I /)N T 7E B VE ] K562 41f0 48 h J§ PTEN p-Akt NF-kB Bel2 WEMAE LR, R /DE
P K562 411 48 h J5  JEASE B B T4 . MTT 48278 K562 41345 34l 0 5 B 2o ot 2, B
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Bax mRNA B FEiRE A HA MBI (P <0.05) , EBEEERME ., PTEN 8 5 23k bl /N 558 B 0% 1k BE 389 in o (.
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[ Abstract] ObjectiveTo observe the apoptotic effect of cardamonin on K562 cells and its relationship with the
expressions of PTEN, p-Akt, NF-kB and Bcl-2. Methods K562 cells were treated with cardamonin for 48 h, and the
following tests were performed: (1) The cell morphology was observed by light microscopy. (2)1C50 of the K562 cells was
dtermined by MTT test. (3) The apoptosis rate was detected by flow cytometry. (4) The expressions of Bcl-2 and Bax
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mRNA were detected a by RT-PCR. (5) The expressions of PTEN, p-Akt, NF-kB and Bcl-2 proteins were detected by

Western blot. Results Obvious apoptosis was observed in the K562 cells after treated with cardamonin for 48 h. MTT

assay indicated that the proliferation of K562 cells was obviously inhibited in a dose- and time-dependent manner.

Comparing with the blank group, the early apoptosis rate and expression of Bax mRNA were significantly increased. At the

same time, the expression of Bel-2 mRNA was significantly decreased. All of them presented a dose-dependent manner.

The expression of PTEN obviously increased with the increasing dose of cardamonin and the expressions of p-Akt, NF-kB

and Bel-2 were decreased. Conclusions Cardamonin promotes the apoptosis in K562 cells in a dose-dependent manner by

increasing the expression of PTEN and decreasing the expressions of p-Akt, NF-kB, and Bcl-2.
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Akt —$it 5 ; B8501 ImmunoWay Biotechnology , NF-
kB —Hiit5 . 130809W I ARAY) A H], Bel-2 —HiL
it : RO80429 42 W) /3 ), B-actin 5| H) I 3K T
TESEAEY TRRNF],
1.2 Ak

(1) Znp sy 5% B2 2y, B KS62 4 iy #2 Ff
T4 10% IR 4 1135 . 100 U/mL 3 % Z M1 100 U/mL

Cardamonin; K562 cells; Apoptosis, PTEN, p-Akt, NF-kB, Bcl-2

FEREZ I RPMI1640 35521 ,37°C 5% CO, R FI
BRI FAA T R TR, BUNSEY] S mg 5T
1 mL () - FF LA ( DMSO) Z ¥ it & 5 mg/mL
B, B4 pL (9RER +36 pl (1 DMSO Bt & %, 0. 5
mg/mL i TAE 40 wL,96 FLAH4E 200 wL A9 40
WHIA 2 wL TARW , 2R N 5 we/mL; 5 B107 1%
BCE 259 gy, N2y s £ fLIR AT, £ M BE &
Wl M0 wg/mL.5 pg/mL 10 wg/mL 20 wg/mL,
(2) TGRS A ML A5, 255 24 h, &8
TG N A AE ARG . (3) MTT I 5 A KA i
RO KHINZE)5E 24 h 48 h 72 h, BHAFLITA 5 mg/mL
A MTT ¥ 20 pL,iR5) 37 C4k4eE 2 h 5, B0
JA A DMSO 150 pl,##%) 10 min J5 T 490 nm %
F A FHBEARASCIN 22 AW RE ML (A)  F AR (K
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100% ) THEANHIR, (4) QUM T 2800, SR/
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SRR, WE/NEEW (0 pg/mL.5 pg/mL. 10
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2.1 EiBEENE
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ARG/ MR 8 2, AN F 2] W R B AP 22 Ul
W K562 A i B 7 I T B A, B /D K W vk
A XA TR B (1)

A HARE ;B /NG 5pe/mL; C /NEE 10pne/mlL; D /NEREW 20pg/mL
1 ARWERN/NEREAENT K562 4108 48h JFIEEAE (F5 = 100um)
Fig.1 The cell morphology of K562 cells after treated with different concentrations of cardamonin for 48 h( Bar = 100pm )

2.2 MTT #E&M/NERERRXT K562 48R0 A HD &) 22

/NS IR KS62 4024 h 48 h 72 h )&, 41
L b B [ 5 %) 400 1 4 T 490 ) S5 Bt o /)N 5 1
VA R ] B 384 i 38 52 BB SR B R &R
/NEEW] (30 wg/mL) ZHIGFE R LI B, /NG
FERA (10 weg/mL) 1 K562 40l 48 h #1461
B, M0k /N G 5E P (0 pe/mL.5 pg/mL. 10 pg/
mL 20 we/mL) YEFH K562 il 48 h Ky J5 S5 4 vk
FHANM, /NG B VE R KS62 41 48 h,IC,, =13. 42
pe/mL( WK 1,3%2),
2.3 mAER

PoR/NGREH (254 (0 wg/mL) 5 pg/mL,
10 pg/mL .20 pg/mL) ZbBE K562 4l 48 h J5 K562
A 8 TR i (13.52 £ 1.38) %
(19.15 £2.06)% . (28.33 +1.61)% A7, 525 1
HFET-FR(1.420.6)%) WA LEFEM(P <

0.05) ,K562 4B B 98 T, R TR BEE /N
5 W e T i o L S R ) A O &R
(K2),

F1 NEDEIIEA K562 40 48 h 5 A MTT &5 R8T
Tab.1 MTT of K562 cells treated with cardamonin for 48 h

ARl BOCE(A) W (%)
Groups Absorbance Inhibition rate
22 F41(0) Blank 0.92 £0. 06 0
5 0.72 £0. 13" 21.73
10 0.55+0.16" 40. 21
20 0.26 £0.08 " 71.73
30 0.24 £0.05 " 73.91

* FoR 5% 4 P <0.05
Note. ™ wvs. the blank group.

2.4 RT-PCR %
RT-PCR 45 5 R B, B B & 19 /N B 5E B (0
pwg/mL.5 wg/mL 10 wg/mL 20 pg/mL) 4 FH K562
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A0 48 h Ji5, 40P Bel2  Bax AY mRNA Fik784k
A&, Bel-2 mRNA Y RIAE 2 AL TR (P <
0.05) ,Bax mRNA [ FRIXFKZE A B I (P <
0.05) ,Bax Bcl-2 ) mRNA 3k 5 /N5 7% I S 1k
HHPE (£ 3) .
£2 /NEREI(10 pg/mL) /EH K562
YIAEAS [ B 18] ) MTT 25 5825387

Tab.2 MTT assay of the K562 cells treated with
cardamonin (10 pg/mL) for different times

X W% SGRE (A) Absorbance
i —— i (%)
Time(h) e '_M' Inhibition rate
Control Experimental
24 0.75 +£0.09 0.61 £0.15" 18. 66
48 0.88 £0. 15 0.53+0.26" 39.77
72 0.91 £0.26 0.51 £0.33" 43.95

*FR ‘? 4 P <0.05
Note. * P <0.05, vs. the blank group.
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Tab.3 The mRNA expressions of Bel-2 and Bax in the

K562 cells treated with cardamonin for 48 h
PR A

TitH K e Bz o Tk JBE 24
Moderate }
Items Blank Low dose High dose
dose
Bel2  1.23£0.15 0.99+0.30" 0.69 £0.20* 0.25+0.29 "
Bax  0.99+0.45 1.22+0.30" 1.98 £0.26" 2.50+0.42"

i 'ﬁ FI4LAHLE P <0.05
Note. * P <0.05, vs. the blank group.

2.5 AREREM/NEZFER (0 pg/mL.5 pg/mL . 10
pg/mL. 20 pg/mL) 43 K562 4HAE 48 h 54
PTEN, p-Akt NF-kB.Bcl-2 &H

R4, PTEN 48 H 254 5 B/ &5 B A ik
JE SR A, p-Akt NF-xB  Bel-2 & FH % 15 f b
/N5 Y 1 i e P B S s (181 3)
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= ]
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102 10° 10* 10¢
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W10 wg/mL;d /NEREM 20 p.g/mL

B2 R[EIMEE A/ E RE VR AT KS62 4 48 h J5 A T FAG I 2%

Fig.2 The apopt051s rate of K562 cells treated with different concentrations of cardamonin for 48 h
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[-actin

&3 méﬂiﬂ’@qn PTEN, p-Akt, NF-kB, Bel-2 EFFEAHIAEL
Fig.3 Expression of PTEN, p-Akt, NF-kB and
Bcl-2 proteins of the K562 cells

3 g

1977 4F Li %15 Je i PTEN, %7 T 10¢23. 3
) —Fp i L, 78 AR BE SLF, PTEN AT L4 6l
Akt 38 B0 ) B TR AL A A I LEE D3 BR K
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A, PO AN 5, R AR R T A g
THOLT , PTEN 23K Bl 55 56k 2% ) 2% 25 %5 PI3K/ Akt
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(EGF) Ifi/MRATAEFF (PDGF) S E KR
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