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The research on the effects of arsenic trioxide on the expression of integrin-f; in bone marrow stromal cells derived from
patients with chronic myeloid leukemia®~ ZHUANG Qin' ,YU Xian-qiu®,LU Yi-long** , BA Rong* ,ZHU Yan* ( De-
partment of Hematology ,Af filiated Hospital of Jiangsu University ,Zhenjiang, Jiangsu 212001 ,China)

[Abstract] Objective To observe the bionomics and the expression of integrin-8; mRNA of the cultured bone
marrow stromal cells (BMSCs) from chronic myeloid leukemia (CML) in myeloid crisis effected by arsenic trioxide
(ATO). Methods BMSCs were cultured in vitro. The morphology of the BMSCs cultured with different concentra-
tions of ATO for 72 h was observed. Total RNA was extracted from the BMSCs cultured with different concentra-
tions of ATO for 48 h,then the expression of integrin-8; gene by real-time PCR was tested. Results The expression
of integrin-8; mRNA of the BMSCs in the concentrations of ATO at 1. 0 pmol/L and 2.5 pmol/L was higher than
that in the control group. But 5. 0 ypmol/L. ATO inhibited the integrin-f; expression. Conclusion Different concentra-
tions of ATO have different effects on the integrin-g; expression in BMSCs. The intervention of the expression of in-
tegrin-B; may be the new therapeutic target to CML.
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5Pz 40 M8 1 1% (chronic myeloid leukemias CML) J2 KW B M4 TE300 (NIKON 2% & 7% §h) . PCR 43 #7X (Ep-
UL ARAT PR L 4 B A P 38 B O R AT 1 B G M L L pendorf 23 5] 7 ) | BE B BAR 43 # R 48 (SYNGENE BIO IM-
S TR A2 B A T A B Y R AL TR 88 1A BR T 40 s (BMSCs) AGING SYSTTEMS 4 7] 7 ). Eppendof Biophotometer
S A IO B A B A R B R STHIESE CML 4% BM- (Eppendorf 24 &] ;% ji) . 9% H & 1 PCR 43 #7 {% (Corbett Re-

SCs F71E 010 535, BXFh 534 I 5 32 25 9 S5 HoAh R & 5% J2 H search 22 &) 7= i) o

RIS A # A AR BF S B TS = AL Z W CATO) PR A% 1.3 FRAAL B 5 BMSCs 597 5 BRE Py 2 & 130 ikt
CML % BMSCs f4: KRR BB A 5B RIK K TR0 TR B E A8 4 mL IFRIUBE. L 2 B EZ A

— L H BMSCs £ CML &2 ifEH . 1. 077 g/mL Ficoll ¥z 5% % I 20 Bt 43 15 % I )2 #E 17 %% B 36 B 9
1 #REHE L B ] A AR . BEER 3 2% vh I (PBS) PR 3 UG #%

L1 WF5EX 4 VLR R B s 1 e i B 2006 4F 12 H & B EK 5X10° AL NIHEF T 25 om® B FR M . B
2007 4£ 8 A 118 K flibs CML 3% 5 ), Z I FAB 2 WifrE & 5 mL 564 DMEM ¥ 3% i (58 & DMEM #; 52 i 5 DMEM
LA DAL B B 2SI 2 R T B ih & % i F 4% 100 U/mL, 100 mL/L }§ 4= IfiL #5 , 50

ProE e R SR g2 b 3 i 2 Bl b AR R mL/L B .0. 25 pg/ml PiMEEFE) . B 5% CO. I FNE
53.6 %, BEL37 CREFRAGHE SR M T AN BEAE G, T 3 d R4 &
L2 EZHG 54 L-DMEM(Gibco BRL 2 @] ™ dh) . RN BE LM L LAJG B 3 KA L 0 IFE B BN BB T
RNA 2 B ] & (Invitrogen 23 8 7 i) L #8565 & MMM TE . 3 10d 4. H‘ﬁﬂiﬁéﬁﬂﬁﬂﬁﬁﬁi%ﬂAF H

(TOYOBO A ® 7= §h) B & B 4 & 0 (PCR) i & (TaKaRa 0.25% 8 A 1 mmol/L Z — M Z &
ZASFEFE D G5 SE-PCR (RT-PCR) K 7 & (TOYOBO) | 5] & b3 1 2 el R AL At
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1.4 ATO LbFZ0 £ CML B E 4 3 1t BMSCs 4l i i i
B, 0. 25 %6 R R AL . LA R B SR AR L HCR 5 X 10° 24X,
BMSCs #£ 37 "C 5% CO, AN B 44 F R 3% 24 h J5 I A%
W48 1.0.2.5.5. 0 pmol/L 1) ATO, Xt BB4L A i ATO,
37 °C.5% CO, AR BE 4 F T4k LE 8T 35 48 h J5 &k {5974
T 41 AN MO AT 40 Bl RNA 42 3, RT-PCR ¥ K % & %61
XAV, W CML B & LR 1928 3 £ BMSCs (5 X 10°/
) »BMSCs & 37 “C.5% CO, MAFMIBEE 47 F 597 24 h )5
TMAZKMEE 53 1.2. 5.5 pmol/L ) ATO, Xf B8 240 A~ Jin
ATO, ¥ 72 h, WAL A .

1.5 BMSCs 18 & %8 PR XKERM  # A PRIMER
5.0 A BRI AR B 519, LA T AEY TRIEARR
SAHRAFR G EEERB PR BKE 221 bp. WS B-L
SR A Y R BURKEE 262 bp. ST HINLE 1.

x1 BUZHEAMESE B W PCR3IMFT

SN 5149 FrBEKJE (bp)
BLEIERE  IE X :5-CACGAAACTACCTTCAACTCC- 3' 262

7 X :5-CATACTCCTGCTTGCTGATC - 3'
BAEFER EX:5-CAAGTCATTGTTGGATAAGCG - 3' 221

2 X :5"-GGAGTAAAGAGCCTGGGTTC- 3'

B R B 5% 55 B BMSCs, fill Trizol (Invitrogen) 2 & 40
ML G0 SN B R S mRNA, 3 A 38 53 e S R 4R R
Wl 20 pL /K R A L cDNA Jf #4797 15, PCR S 1A & 2h
20 pL,fu%F : Realtime Master Mix 10 pL.cDNA #ifg 1.0 pL.
14 0.4 pL(10 pmol/pL) . K ¥ FAKF R E 20 pL, ¥ Y5
.94 °C 30 5,94 C 4 5,56 C 5,72 °C 15 s, FAFFF 40 K
70 °C 10 min, fLfEHIZE 50T 0 T OGS TR AR TR 6
4 B8, IS & P 88 CREMRFEL . 5 KB TE 82 °Ci§§
W9, SNSIMLK . ITREER-p HE LB, L E
i RT-PCR {4 [ Corbett Research /A #] .
1.6 ZEit2hb B Scge 4l 5% B4 Z A BMSCs 4 % -8
F KKV SPSS13. 0 GEit 84T WM SEAEAS ¢ K g, P<<
0.05 FESAZIFTEXL.

AN BE4L 5B, 1.0 pmol/L ATO 535 72 h 41;C. 2.5 pmol/L ATO
B3 72 h41:D.5.0 pmol/L ATO K53 72 h 4l
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2 % ES
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ATO L8735 48 h )5 . X HRZH BMSCs 34 -3 F H £ kK F
5 0.12340.041, 1.0,2.5.5.0 pmol/L ATO ¥ Ji 4 % 4 -
Bi 3 [ ik K 43 ) k0. 658 & 0. 129, 0. 426 £ 0. 090,
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IR B R I R R p27 (Kip) Wk BE T i B AIG odk2 A9 75
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