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T 247 14 140 282 i B2 AL sl A 3

Wwae, @3k, X LE
(HEEMAFHEER JLE, T 7 M 646000 )

HE: BY M REFPRASREESEEG hm (CML) #2508 % K562/ADM % 25 @) 25 o 18 464
ABFHH . Fik CCK-8. SLIET MR FIabml aafe e 3 T AL, AR mAel, Hoechst 4 &40 20 JL 4 A =,
EE R AT FRASHEERE (gQRT-PCR ), Western blot #-] & #8 % & K 49 kA, AL T I fa HLEGAZ 5
B, BEER OKEE WELALIE IR K562/ADM 48 it ADM WA R P, Wit 2515 55453/ 2 A0 5 pomol/L B9 R E T
A A 2.03 #2530 45, miRNA—146a f£ K562 & 25 20 il & PAK T K562 @n fien, Mo H /2 K562/ADM 48 Jig, ¥ it
Fk LR A et ADM AR, K3 E W B T 208 1T 5 5 miRINA—146a #9 & ik #74) CXCL12/CXCR4 1%
F BT AEIG IR ADM AT B aa RIS S a9 VR A . EEIE KT E WEE T Al B9 miRNA—146a 69 % 3k ¥4
CXCL12/CXCR4 155 M i# 35 K562/ADM a5 ADM 4 &) 25 1%

KR . KFEWE ; miRNA-146a ; CXCR4 ; & 7% af 2%

FESZES . R7255 HRARIAED ¢ A

Reverse effect of Physcion on multi-drug resistance of leukemic
drug-resistant cell line K562/ADM*

Xuan Yang, Fei Gao, Wen-jun Liu
(Department of Pediatrics, the Affiliated Hospital of Southwest Medical University,
Luzhou, Sichaun 646000, China)

Abstract: Objective To investigate the reverse effect of Physcion on multi-drug resistance of chronic myeloid
leukemia (CML) cell line K562 / ADM. Methods CCKS and clone formation assay were used to detect cellular
proliferation. Flow cytometry and Hoechst 33258 were performed to determine apoptosis. Expression of related genes
was measured by qRT-PCR and Western blot. Migration assay was identified by cell invasiveness assay. Results
Physcion increased the sensitivity of K562 / ADM cells to ADM significantly. Fold change of sensitivity induced by
Physcion was 2.03 fold and 5.3 fold at concentration of 2 and 5 pmol/L, respectively. miRNA-146a in K562 / ADM
cells decreased significantly when compared with K562 cells, and overexpression of miRNA-146a increased the
sensitivity to ADM. Physcion-induced upregulated expression of miRNA-146a facilitated inhibition of CXCL12 /
CXCR4 signaling pathway. Conclusions Physcion reverses the multi-drug resistance of K562/ADM cells through
modulating miRNA-146a mediated CXCL12 / CXCR4 signaling pathway.
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5 28 &

12 PR 40 B LA ( chronic myeloid leukemia,
CML ) &3 i 40 f i sk 4k, HORWR N 1 ~
2/100 000", FifiF5 CML Ja 2 9 JE AL 7 T 245 24 o Bl
ZHIO, ARYT R MR CML 30T R ek R %,
I, RBLREHE BRI RCR A k1 B e IR i it
25PE EAT R . /N RNA (MicroRNAs, miRNA )
BIRNR I8 ~ 25 MEHTR, SIS FEORSFIIN A AR S
/N RNAs, AR i 2k, Jf HLRe A i
[H 3 i 45 A H AR mRNA 19 3'-UTR 41 ] mRNA ) &
PRI H bR mRNAs i T HARIE "0 BR T SRR
miRNA WAEVEZ AN R S R vh S 2k,
PV I . SERE AR I . B ERG SE M R
X CML, ROKAH 45" & #5%t AL gt b, i
K562 41 Jitd HF (1) miRNA-31, miRNA-34a, miRNA-155
K miRNA-564 J&, miRNA 78 CML & R ML 2 AT v
FERIVEF, miRNAs iJBER CMLIGYFAGHHE S Y, Kk
P R KB I, G s YRS 25, A, 4t
9o AU AR . BF9T & PR B 28 Y BERE RS T U 41
LA A= BTG B, o RE A T T, AR A RS
REER ™ SR, KB R P R VRO R vh iV
A R B . AR 98 K5 33 miRNA—146a XF CML 41 il
(K562/ADM ) Tiif 24514 fy s e LA S K ¢ 2R HE ik X6 K562/
ADM Z i 2P i 10 5 3500

1 RS

1.1 #REiEH

N CML 4 Jfl 72 K562 4 Jfl i B 25 2% 48 Jfl &
K562/ADM (i [ L g A= W f o 5 20 M0 A= W 2 T 52
Frappu FESEAL ), CCK-8 ikl & (WA TMEE SR
H] ), Annexin V-FITC/PL 4fi i I TR0 & . 19 hnid
B &G (WA BD A7) ), Hoechst33258 (1 F 3
Sigma A F] ), &L miRNA $2BGAF] & TaqMan #%Ef
Wi SR & () B 3E & Applied Biosystems 23 A ),
& RNA $2 U0 & (W b R AR A AR R
7)), miRNA-146a mimic. miRNA—con [ 1% %5 73 2k 14
J miRNA-146a inhibitor ( 14 [ 7 & Qiagen /A 7] ),
Lipofectamine "™ 2000 ( 4 [ 3 [ Invitrogen A7) ), P
CXCR4-PE L 1A (g A = eBioscience 2y ®) ),
CXCR4 } B —actin §if& (14 [ H1[E Abcam AH] ), B
it A AR (1 F I Boster 24 H] ), Transwell /N (1)
H 2 Corning A ] ).
1.2 4BEESR

W 2 FHANMLETE T3 10% JAZR I . 100 w/ml

BEZ A 100 mg/ml HERF 2 WL 58 R IR 3L h IR 7
RGO, 4SRN 1 x 104 /ml, BT 4840k
CO, B ECH 5%, WHAREE 90% 11 37 CREF-A hi%E
LY. TF K562/ADM 4R IR A 5 mg/ml 119
ADM ZEHRF4II R AT 254, SCHTHJC ADM 5575
ESU e
1.3 Fik
1.3.1 CCK-8#ml iz 251 2 Fhamfni, 7E 96
FL AR H i 2 B R B R 5.0 % 10" 4>/ L, 5 5% 24 he
i CCK-8 Ut W1 45 FH RS W AG W R 100 1 448 i B
A 96 FLAR b, [RIIF i X AR AL (in A SRR IR )
Mzs HEEA, SHa% 35, S 10 pl
() CCK-8 ¥R, 7E 450 nm Ab JHI Bl A5 A 4 4% £L 1Y
OD {ERAF (A V155 40 M s me 0 ikl e, B GE A0 1 2 =
(OD XFHAZ —OD 525640 ) / (0D XFHEZH —0D 25 F14])
x 100%. ~FH0m i 2 3H 5% T SPSS 11.0 48 it 2% 4k
8T (LOGIT J5ik ), T2y i 54 = 25 P X IR
1Cy/ T2 1C5,0
132 @MW m ik K KS62/ADM 4B iF
T AN R R R 2 T kY RPMI 1640 BifigHHRE A
Yrr, R TR HTAT RPMI 1640 3l A R 755 5%
S0y 6 fLAR . AR e R, K TR
37°C AR IE 95% .CO, RT3 ER 5% WIkEFRfth,
HELRE IR 14 Ao PEBGHE I 50 20 i 40 i A B0 T
R4S YL, AR idic k.
1.3.3 R 28 B K & Hoechst 33258 | 4m fitL 8 =
FHAS [} o 5 14 K 8 28 FP ik 791 KS62/ADM 48 h, it 4E
A A 2 1) PBS BEIRAEA, A 500 w1/ Binding
Buffer =27 AN, #EE0Y 100 W BG4I EIRIE T 2055
. BAFEANIIA 2 w1 B Annexin V-FITC 12 w1
() PLYEIRA)IG , #EYE, FIRIFE 5 min 5 LHLETIIA
400 1 #) Binding Buffer, =20 HLAURT 1 x 10" 441
MHEFT 04T Annexin V=FITC PR 401 R o247 14 04
TR, T FITC BAPELNAR R A7 i A0
Hoechst33258 [a] A% 4 FH ok A5 I 04 T 41 e, 400
5j Hoechst33258 M2 M 1R MM -, )5
1Y) K562/ADM 4 il 25 PBS PE¥ 5 BEALINA 500 w1 fii
B B 8 5 10 mine SR S5 T 1w mol/L Hoechst
33258 Y44, 10 min J5 FHZOE WM #HTIEE. 200 4
YAAE 3 A BEHLERE R X BT A T4
Peta i AR,
1.3.4  miRNA—-146a T, T R&A &M E K562/
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Mgt S5 o RIEER H RS 1 IMPTIN 25 400 22 KS62/ADM i 251 (452 i S AL AIF 5T

ADM B K562 ZH 4R 7E 96 FLIRFPIE I’ , SRE R
$& Lipofectamine ™ 2000 1B T4 S miRNA-146a
mimic, miRNA-146a il 71| & 25 1) miRNA-con %k
IRIEF ARG . SR YRR B SE R DO B 3 A e S N
( quantitative real-time polymerase chain reaction, qRT-
PCR) #4753 -

7E miRNA KA, A miRNA 400 &8
B miRNA, miRNA-146a il i 4T qRT-PCR 5
I S RNA BG5S A A h JEHUE RNA, 3305
SN cDNA, qRT-PCR 473 H A9 EE D R 2 R AR A
N GAPDH, S8l T AY TR (1) Biha
FRA FIAR A C R AR50 ™ A . N RS A Ceik
XF qRT-PCR 45 R4 715047 -
1.35 siRNA Tl CXCR4 #%& ik CXCR4 siRNA
SEMATRR P AR T AW TR (I ) B0 A BRA
WRAEC RAARTH " B, FIRHETHE 1 &5e4)7
FIERRT R o BOW B AE KD ) K562/ADM 21 42 T
6 LA, AL R 3 x 10" A4 /ml, BFE LR,
Rz Lipofectamine ™2000 158 B 45K 41 g 5 siRNA %%,
PR R a4 siRNA ZRIRHET TG Y . TR i A k%
W% E 48 h Jii ] Western blot 301 JEVE AT 56031E

AhFRE, U HE K562/ADM 40 it fin 4 fife i = vk 1
30 min G PRAAL, WA UM SDS- RN BER%
B (SDS-PAGE ) AEZE shIF1T SDS-PAGE Hi ik
JE B AL RS 3] PVDE I L. B8R 2Rk 0 — Bt
R EDUAL IS AT, B —actin fE NS,
25 TBST PRI Ve I Iin A BRAR 2ok S A0 1y iR 4 7 A 0
S S RE AL G, 455 Band Scan 4
HATI3HT
13.6 ik @ CXCR4 094k ik FEA8 FHHG N 5
PRI & 2 BT e TR CXCR4-PE SRR E K562/
ADM 20, SR J5 I RIRE BT A0 4 LA 726 2 YR E
{8 F FACS Calibur 1 Flow Jo %525 5 36472047
137 o e M E R R L& B E N
Ok R EE S 2 SCk (1], R SRR R 2519
iE3d PCR XMu4E 3'-UTR M Bl A7 4 (1Em 5'-G
CTCTAGACACAGATGTA-AAAGAC-3'; [Z[fi] 5'-GCTC
TAGACCACTGGTACAAAATCTTTATGTAAG-3"), 3 H.
A 14> pGL3 # A2 [z [0 5 ) 28 il J2E 5] 1y 26 1 F %5 %
T, N5 15 pGL3-3'-UTR/CXCR4 IR, Q7G5
BTG PE ARG . 293T SZ R4 B b 5 0.2 g )
pGL3-3'-UTR/CXCR4 Z5#8 %54, 0.02 g 1 pRL-TK-

Renilla 2¢ Y6 2 Ji R A0 55 A5 HE AL 1Y) Renilla 28 6 E &
5 pmol [ miRNA-146a 1) i 3% ik 50 JE kL, % Yy
24 h JE I, R AU B O CR B OO0
THAGIN R G TG 2R W 5 P
138 E#H%EE  K562/ADM AW E YR # &
it 91 48 h JEUSCEEANNE, PR AN 5 x 10° 4 /ml,
BRI T B2V, 100 ng/ml CXCLI2 JifE T2
INE WEE 8 h, REBNAMERTEAE, i
oAt g 4
1.4 SZIEFE

Bl /AR SPSS 11.0 e T4, T geRi Yy
o+ b2 (xxs) FoR, RA RIS 2007, ™
Wi HL# ] LSD—t K656, P <0.05 N2 RA G0 X,

2 #HR

2.1 miRNA-146a 7£ K562/ADM ZRBE Ry FRiE

H 4 CCK-8 4347, K562 4 it Fl K562/ADM 41 jifg 22
ADM -+ T 48 h J&7 1Y 1Cs, 43 %1 2~ 0.15 1 3.50 . mol/
L, K562/ADM 4 Jifd (1 Tiif 245 1% 2002 K562 4 i) 23 £
Z, W1, 5KS62 40l b, K562/ADM 4 fifg 1
miRNA-146a [ R ILEAR, FW] miRNA-146a 7F K562
HHMIXT ADM RS PERN 25 h B BRIk 2.

2.2  TiF miRNA-146a XF K562 4 ADM K1
s ap=AN|

% Yt miRNA-146a inhibitor J&7 miRNA—146a ) %
TRAKCEREAR . 20 M AR A7 S 50 2 W1 R 8 miRNA-146a 5
() KS62 4t (1) A= A7 1 T K562 4 it B B4 (1Cs,
351k 2.80, 0.15 K 0.18 pmol/L, W 1), Bk, ¥

%=1 ADMFHi48hH)IC, (n=3, pwmol/L, X+s)
e 1Cy,
K562/ADM 3.50 +0.30
K562/ADM+NC 3.20+0.15
K562 0.15 + 0.06
K562+NC 0.18 £ 0.03
K562+miRNA-146a inhibitor 0.18 +0.03
K562/ADM+miRNA-146a mimic 0.42 +0.05
K562/ADM+ K# Z H ik (2 pmol/L) 1.70 £ 0.30
K562/ADM+ K& ZE it (5 wmol/L) 0.68 +0.12
F{& 93.679
P 0.000
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FAH AR [FIRE B8 T 8 miRNA-146a GERG TR K562 4
MEHEHT ADM SR T (DL 3 FIE 1), Bk,
% 45 5 78 miRNA-146a 5 K562 41 it %7 ADM i} 24
EP

%= 2 miRNA-146a 7 K562/ADM & K562 2R At Hip &Rk

(n=3, x+s)

K562 0.98 +0.03
K562/ADM 0.29 +0.02
XN 33.147
P1E 0.000

2.3 i miRNA-146a 3f K562/ADM Az ADM
BRI RN

miRNA-146a F1F 138 i 8 FH miRNA-146a mimic
Wtk — 5%, 5 KS62/ADM 40 i K %5 e 25 1 Ji ki
i) KS62/ADM 41 Jifd Fb 55, %% 4% miRNA-146a mimic )
K562/ADM 4l 117 miRNA-146a FEik88 85, 1% 4 Fil
& 2. CCK-8 il i 75 K562/ADM 4 fifl % % miRNA-
146a mimic UL J5, 5 K562/ADM I ifg K %% e 25 (1 i
R 1Y) K562/ADM 21 it A LE B 1 5 K562/ADM 4 Jfd X}
ADM % H & PE (1C,, 2y 042, 3.50 1 3.20 pmol/L,
DL 1), MRHL, iR miRNA-146a BEf# K562/ADM

K562

AR ADM 75 508 T B4 T fUsk
2.4 A% miRNA-146a Xf K562 28l ADM it 25
=apA ]

TR ECE I K562 41 i H 1) miRNA-146a A
BE 51 P-gp B & MRP-1 ) mRNA [ 204, 2,

% 3 miRNA-146a £ &£ K562 4R #) miRNA Fi%

EHEBATH#EE (=3, xts)
ARE e meECEA
K562 1.00 + 0.04 16.61 +1.22
K562+NC 0.97 +0.03 14.93 +£0.73
K562+miRNA-146a inhibitor 0.25 +0.06 2.62+0.09
F1E 266.016 258.755
P1E 0.000 0.000

* 4 miRNA-146a &4 K562/ADM ZAAE A miRNA
FRiE R SHARA T S0

(n=3, x+s)

K562/ADM 0.97 +0.07 12.31 +1.20

K562/ADM+NC 0.95 +0.05 1534 +2.34

K562/ADM+miRNA-146a mimic ~ 2.69 + 0.21 48.11 £6.45

F1a 174.361 73.108

P{HE 0.000 0.000
K562+NC K562+miRNA-146a inhibitor

=
2 "o
FITC-A
Annexin
B 1 miRNA-146a inhibitor F¥il/g &4 K562 HAAIATIER
K562/ADM K562/ADM+NC K562/ADM+miRNA-146a mimic
“‘-"; "2 4
’?: 2 1
-3 3
) “21_ T2 o
etE =4
;l.. o B & .
YT |°2 LA 113 =TT ‘.‘ . vu";‘ “;:‘ u:°|‘
FITC-A FITC-A

&2

Annexin

3F 3% miRNA-146a X K562/ADM 28 Bt T I &40
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Wdie, 45 ¢ KA Z I EEXT (MR 25 2000 2 K562/ADM it 251 1) 52 ma S ML 5T

miRNA-146a 1) ik 5 CXCR4 mRNA 1Y 235 5 1 A
x, WA s, HAN, AR R Western blot 43 Hr
1 1 75 miRNA-146a (1) % 15 5 CXCR4 ) & ik 2 1
M (W2 6 FMIE 3), qRT-PCR F1 Western blot 4%
R 7R CXCR4 siRNA I ] CXCR4 3 3k i 384 i J2& i
miRNA-146a inhibitor 51 ( W3 7 FIE 4). 55k,
i i miRNA-146a inhibitor A% 5 T 18 CXCR4 ) %
IKREREAR K562 ARy 25PE (W3 8 FIlEl 5), %W
miRNA-146a i CXCR4 7 K562 Tif 25 41 v & #5 H
g,
25 KEZHEEN K562/ADM 4R ADM & =i4
=ap=Al

KEZ PS> K562/ADM 4R A fEfe S, A
SEFRARHITE, 24 KS62/ADM 4 i) 32 51 41 ] 771 42 K

#5 187 miR-146a Xf4ipas P-gp. MRP-1 & CXCR4 &i%x

R BTN, W 48 h AP 40 M3 A4 1
FHEL 24 W BEE G, SR, KRB 28 Bk Y T T ]
FERF) 72 h, AL B FE— 0 B 40 B AR (I
Fl) BT REEWPEE2MS pmol/l T 48 h J5 -
AR X KS62/ADM A i B EAE (AR K% <
10% ), T LAk 38 12 5] 12k G A5 KB 35 WP ik B 5 3
K562/ADM il Jitd ()i 2457 . CCK-8 455 s e i 2
5w mol/L VR B Y R 2% HH ik T 10l 400 A S e A A1 K562/
ADM ZHHIXF ADM 1 1Cy,, 1Cs, 435I 3.50 p mol/L [
£ 1.70 F10.68 wmol/L, Z5H 4R, Kz H ke
3% K562/ADM 41X ADM A9 fart:, i 24 300 4% 5 4
FE2 15 pmol/L ¥k B R 43 51l ohy 2.03 i1 5.30 i (UL
1), RN 25t v L2 FE R s SR IR SE, S
M ADM IR LA, OB R R ADM BX

%00 (n=3, xxs)

K562 1.00 +0.02
K562+NC 1.02 +0.05
K562+miRNA-146a inhibitor 0.96 +0.04
K562/ADM 1.00 £ 0.04
K562/ADM+NC 0.98 + 0.04
K562/ADM+miRNA-146a mimic 1.02 +0.04
FA{E 1.058

P1E 0.429

1.00 + 0.06 1.00 +0.03
0.98 + 0.04 0.97 +0.03
0.95+0.03 1.96 +0.12
1.00 + 0.06 0.98 +0.03
0.94 +0.07 0.97 +0.03
0.95+0.03 0.49 +0.09
0.836 160.149
0.549 0.000

% 6 CXCR4 f£&4H K562 #1 K562/ADM 4 R Fr i

ik (n=3, x+s)
K562 0.9840.05 1.00+0.05
K562+NC 0.9740.05 1.04+0.07
K362+miRNA-146a 2254026 185+0.17
inhibitor
K562/ADM 1.00+0.03 1.00+0.02
K562/ADM+NC 1.03+0.07 0.96+0.05
KS62/ADM+miRNA-146a 0354+0.12 0434-0.05
mimic
FAE 74915 89.579
Pl 0.000 0.000

# 7 miRNA-146a 83 CXCR4 Xt K562 4k
ADM T 24 1% 89 240

(n=3, xxs)

TJoabHizH 0.99+0.13 0.96 +0.08
miRNA-146a inhibitor 1.96 £ 0.12 2.06+0.19
‘é‘;ﬁgﬁ;ﬁ;ﬁ?“hibimH 1.87+0.15 1.96 + 0.26
’é‘;(lacl\;{ﬁ;lig;a}\inhibi“’” 129+0.13 1.190.16
Fif 7.831 26.696
Pt 0.009 0.000




T E R EE Ak 528 %
8 5 8 K562+miRNA—
8 b 2 —_ 2 | K562 K3624NC 146a inhibitor
= 2 M1 = M1
ga :g,; %; F— — e CXCR4
b s TR Sl A B s N L oy QP | B -actin
K562 K562+NC K562+miRNA-146a inhibitor
g & [— & _ K562/ADM  K562/ADM+ K562/ADM+miRNA-
g " 8 g NC 146a mimic
——— gmmay v | CXCR4
s B <
" 10! n‘?i« 100 104 W ! FE?: 0 Ity o 10! FH: 100 10! — - — B —actin
K562/ADM K562/ADM+NC K562/ADM+miRNA-146a mimic

A

B

A: CXCR4 7E K562 F1 K562/ADM 4 il f () 26 1 5 40 il rh miRNA-146a YR IKAY K25 B: CXCR4 7E K562 B K562/ADM 41l it o 4 &
Pk 5410rH miRNA-146a KA FR

3

CXCR4

3 —actin

miRNA-146a
inhibitor
Control siRNA -

CXCR4 siRNA -

K562

4 miRNA-146a inhibitor ¥t K562 ZABf
CXCR4 HJEARIAZ CXCR4 siRNA F&{%

%= 8 miRNA-146a % CXCR4 Xt K562 4 BtE T

RGBS (n=3, %, x+s)
2051 411 ORRER S 1 1/ ez S
TCAb LR 08.45+6.11 1.92+0.21
ADM (0.1 pmol/L) 57.34+623 16.62+2.53
ADM.( 01 pwmol/L ) +miRNA— 47205040 264050
146a inhibitor
ADM (0.1 wmol/L) +miRNA-146a
inhibitor+Control siRNA 82461233 322+064
ADM (0.1 pmol/L.) +miRNA-146a
inhibitor+CXCR4 siRNA 6834925 1391£2.33
F1H 9.525 7.750
P1E 0.002 0.004

CXCR4 7£ K562 = K562/ADM 4B R 3RIE K 5 miRNA-146a KRR X &

G YERT K562/ADM i, 4HARAETE B A 05 T s,
TR K W BERER 3 KS562/ADM 48 i %F ADM ()4
B DLER 10 FIE 6, ISl M o B 2 BH 5 Bl
HADM ik, KEZEHPEKELE 2 F15 pmol/L
RESE N K562/ADM 4RSI T, DLER 11 FIE 7A. 53
A, Hoechst 4 {0t i — 25 3 B 3 3 Ko 35 Y ik g 3
58 ADM SR AUMPH T-RFE R, LKL 7B, BAR KR
sk 1 S ASRETS I T, (R o A 4 R ke
K562/ADM 2 i) 3 T~ HA 52
2.6 XEZHEHET miRNA-146a F1FH CXCL
12/CXCR4 {5 5%t K562/ADM £ Al it 25 H 2 1
EILRMY, K ZE kT HilRE 530 K562/ADM 4
Jfh miRNA-146a /K752 5 AR MR, 0L3% 12,
BRULLAGN , ASBIFSE 45 SR 2 B 9 3% VP ke i e
HIME 128 miRNA—-146a inhibitor T HUS JLF-52 2201 26
& B K B Bk AE o 94 Y miRNA—-146a 1% 5% K562/
ADM i 2 25 245 ( WL3R 13 FIEI 8 ), H K&K
FHEEXT miRNA-146a A2 AH—2, KHZE kT
FH K562/ADM 4 il LR 7 32 f& CXCR4 Rk
AR REME AT (LR 14 FE 9), B, B
WEE R RS KR P BT HUS 28 (W% 15
10 ). Ke R H ik 5 [ 8 miRNA-146a 3 17
CXCR4 1235 HF9 CXCR12 5 CXCR4 MI454 .



B2 Mg, 25 « RECR BT AR 25400 R KS562/ADM M 251k A2 AL

K562 . .
=
Annexin
ADM (0.1 pmol/L) - + + + +
miRNA-146a inhibitor - - + + +
Control siRNA - - - + _
CXCR4 siRNA - - - _ +
5 miRNA-146a K CXCR4 Xt K562 ZAB ATt 240
K562/ADM
ADM( 1.5 rmol/L. ) - + + +
PN - - 2 wmol/L 5 wmol/L
6 HIARESERESLINH K E R REELS ADM Xt K562/ADM 2 A i 14 19 52
F*9 ARERENAKEZBPBX K562/ADM # 10 KXEZFPBES ADM Xt K562/ADM
REEMERENE  (n=3, xts) EEEMEREN  (n=3, xts)
Kk R PR Y R IEE 1% 2051 A1 e P
0 pmol/L 96.21 +5.01 Tei 100+ 6
2 pemol/L 92.03+7.32 ADM (1.5 pmol/L) 7849
5 pmol/L 84.12£6.45 ADM (1.5 wmol/L) +2 wmol/L 2 ik 62+8
10 g mol/L 77.08 £ 10.34 ADM (1.5 pmol/L) 41 +5 pmol/L K Z 4216
FAl 97.678
f F1E 33.382
PAE 0.000
P8 0.000
K562/ADM
o
"2
= é"‘-‘-a B .
Annexin
ADM( 1.5 pmol/L) - + + +
KB H ik - - 2 pmol/L 5 pmol/L
A



TR 528 %
o - - - -
ADM( 1.5 pmol/L ) - + + +
S - - 2 pmol/L 5 pmol/L
B

A: WHAYNMAAEIEE R B: Hoechst 33258 #6145 5
B 7 AEZFBEES ADM X K562/ADM 40 AR T B 2200

*F 11 KEZHBEIES ADM 3F K562/ADM 21 A % 13 K562/ADM ZHRa i fE{K miRNA-146a fFKRE=E
BATHIEE (n=3, x+s) i AR ATEm  (n=3, xxs)
ik It 5 A MTEYE AT
AL K% R %
T2 1.61£0.23
T2 99.61 +4.11 1.62+0.21
ADM (1.5 pmol/L) 1233+ 1.62
ADM (1.5 /L 61.09+6.54 12.62+3.63
ADM (1.5 wmol/LL) +2 wmol/L K 2 ik 2243 +3.62 (15 wmol/L.) * *
ADM (1.5 VL) + KB E Ik
ADM (1.5 pmol/L) +5 pmol/L, K5 % ik 38.12+5.64 (S pmol A 8 2123£4.05 38.46+5.25
r : iRNA-
18 68.015 _AD_M_( 1.5 wmol/L ) +miRNA-146a 67345833 930104
inhibitor
Pl 0.000

ADM (1.5 pmol/L) + KB HIfik

(5 pmol/LL) +miRNA-146a inhibitor 33032601 23.21£2.13

xR12 KREZHRETT K562/ADM 4+ miRNA-

. e - FAH 67.886 63.231
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