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[Abstract] Objective To investigate the expression of multidrug resistance protein P170 in newly diagnosed childhood
acute leukemia, explore the relationship between the expression of P170 and multidrug resistance and its clinical
significance. =~ Methods Sixty-six cases of childhood acute leukemia were collected, among whom 40 were male and 26
were female. Forty-five cases were acute lymphoblastic leukemia ( ALL) and 21 cases were acute non-lymphocytic leukemia
(ANLL) . Patients were divided into complete remission group (n =40) and relapse group (n =26). The expression of
multidrug resistance protein P170 in marrow cells was detected by flow cytometry, and the correlations of the expression of
P170 with drug resistance and gender were analysed. Resulfs The expression of P170 in relapse group was significantly
higher than that in complete remission group (65.4% wvs 37.5% , P <0.05), while there was no significant difference in the
expression of P170 between ANLL group and ALL group (44.4% vs 57.1%, P >0.05) and between male group and female
group (45.0% vs 46.2% ,P >0.05). Conclusion The expression of P170 in newly diagnosed childhood acute leukemia
is likely to result in multidrug resistance and negative prognosis. There is no significant difference in the expression of P170
between different disease types and different genders in childhood acute leukemia.
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Fig1 Expression of P170 detected by flow cytometry



No.8 BEE.%: ZAWMGEA PO ELENASHEONRBEETRTHREREN

+ 1203 -

2.2 PI70 RIEE5WHHRXR

40 FIP1 6 BUR A H 15 FIE L P170 ik FH M,
PR 37. 5% ;26 BIER WA AT 17 HlBILK
PI7T0 KA ¥, HMERN 65. 4% , IR W H AW
PITO HER G TR HBRA, ZFF81H¥E X
(P=0.027), -+ P170 FXBHMER B ILIL 4 41,
HoxEia w254 3 5, 936 §UR4A 1 4 ; ALL F1ANLL
&20; B3 6, L1146,
2.3 P170 X5 RBJLAMBER ZH IR XR

21 # ANLL &)L 12 § P170 kA ¥, HE
2k 57. 1% ;45 ) ALL & JL¥ 20 4] P170 £3XH
P, RN 44.4% F 4 P170 HER B ZR I
GitEE X (P =0.336), 40 B BB IL+ 18 4
P170 RiX ¥, FHHEERN 45.0% ;26 Hl LB ILF
12 ) P170 235 A4, PR K 46.2% ,H 4 P170 [H
HRUBEZRBIESAITFEX(P=0.927),

3 i i

1970 4E Riedler A1 Reihm 2 ! £ 257 25 4 4, B
B 4 L — B3 B R 25 4 7 A i 2 e, R B X B A
— BN EEARRARGYREER S, =
ELZHWAENEREZEER,HE L+ MDR-1 R
B P170 T EXBREF—AEENH . P170
R BB R, RO S 25 25 0 g
M B REE G, XA FEER 170 000;
THEEORE M ATP %28, e B
BB EREE  EER K LS ARERESE AN
HYEREURMGREA L, BLEWARAKNE
PREREHEARM SR A ARE LY =4
[N
MREAEMBERTFR" " EROUEANERE
BAPIT0O ZXHTHEERA. EEARMRG
MmEBEFERRmZ 5 P170 AHREE WG
BE, MBERSUSME SR (IS EHE)
AP B EE SHW G, RRABEARR P170 BH
EMBHAERETERAR N TERIENSH
W2k LA —EREEESEX, 2R
R E R /LM SRR KR B A B R R
BrA AL ¥7 B JLAHE il MDR-1 %£35 B 5 RSFEAR MR
iR 441 MDR-1 3% BFEIEAH X, HRE LT
RN, MDR-1 XA B in, HJLE S Mm%
i 25 75 T B B S AR X 8 . Bl X £ 25T 25 ST B0
REHERA , H7E L 5 1 5% 5 i B A 18 8 R Ak B

., AFEH 66 HlF12 A Mm% B ILFH 32 4] P170
P, H o 4 BIASR M, & B 4 B E 3 Fldb)T
ERRERE, UARTBEFREELAWE . BB W
HABILK P170 FHER A RA RS TR SUR4,
BEBA P170 FAMEE W 25498, 58 X MET TR

AL R BN ALL 5 ANLL & JL# P170 £
ZEHHERUBREZFTEHTHF B EEFEERE
BRI A 5 i % P170 RxA i A RS, ALL i
P170 [H#E & T K T ANLL & , 78 ANLL £
B MM, ~MBEARFEBERZE, D M, M, & M,
BRI WE,M AR AR, X655 JLER ANLL
RARRHMBERRAZITOIBEIE X,

%Y MDR-1 EH ) shRNA TR FRZERA T H
SCHP A LR R B K3k, AT A% K562/A02 41 X ]
BRI EE" . AB"IE: CD19 K AT
PUART] LIHp & CD19 F1 P170 WA BAE A, 7] B
BREMNSAWALE, ILHBIEASAMAERS
WEHXRRED, FAEERTRINEJLES LK
PRMETE— BTN T, BURXEEFTRE
ARFIRNA FTHEARSUITNAFILEBLRN S
HMAARF . RMAHBLERYSAW AT RE
FM A 22 250 B8 40 B b 3R P170 3
FRWAAUE 40% "0, F SH Y RE T
T PR E B R A0 M UR T 3k B R A B A i iy
HEY o 40 M0 132 B3 ) w7 {6 B 88 40 e XA o7 SRR
PR EE, A2 e R ARE RN HAIHZ
—o FET-HHEE bel2 # H K& (bel-2 belx  bax,
bak .mcl-1 1 A1) ,p53.ras,c-myc,Fas/APO-1 ber/abl,
c-etbB-2/neu. Survivin HFHEEFH FA KL, L] ER
A MBS E w2 XEERA
BESSHW AR A HLE, miF =HXER
ARREE5 THMBNW AL, TRARMNSE
R E,

(85 30Hk]

[1] &%, FhH.85E.%. 2EA0KEE MRP.P26 #1 P170 &%
S5ZH4WMARAM W] PEMERSE, 2000, 21(1):
40 -41.

[2] ki 400, EFAHEEFANLKPIT0O MREETEXR
HIBE[1]. EZitinded, 2004, 25(19) : 19 -20.

[3] THM.KER.ZEX,.5. ALK P70 ERENERR
THREREX[I]. BEEFERFIH, 2004, 24(2): 130 -
131.

[4] bEamRmEHiEA. 2HEALREE Pgp.mdrl \MRP ] Top I



= 1204 -

FEXEBREZFR(EER) Vol.31

REREBMEXRRWMALI]. pHEMEKFEZRE, 2001, 22
(2):90-93.

[5] Gedk, %N, 5%E. 5. £ERB P10 EHRENRWER
X[J]. RUUKF#4: EFR, 2010, 31(1) : 58 -60.

[ 6] ZBek, T, 403 ,%. DILEERELT G A LS R
HER . ZHMBGMAXEAER WRAROERNEARER
BY[J]. BE=FEE K22, 2010, 32(10); 1087 — 1090.

[ 7 ] Zhou DG, Marie JP, Suberville AM, et al. Relevance of mdr-1 gene
expression in acute myeloid leukemia and comparison of different
diagnostic methods[ J]. Leukemia, 1992, 6(9) ; 879 —885.

[ 8 ] Boekhorst PA, Leeuw K, Schoester M, et al. Predominance of
functional multidrug resistance ( MDR-1) phenotype in CD34 +
acute myeloid lenkemia cells[ J]. Blood, 1993, 82(10); 3157 -
3162.

[9] M%F, FriRE, HWHE,%. Fas flmdr-l ERFEOORKRER
HAREmMA]. PEZBRmEFERE, 2004, 12(4): 411 -
415.

[10] &%, 254, DEH. BEHEE ndl )l moll EFEERER

RNA FHFEFR# 5 K562/A02 MM WL BBIFE[I].
thik If P2 Zk 7, 2006, 27(7) : 456 —460.

[11] Ghetie MA, Marches R, Kufert S, et al. An anti-CD19 antibody
inhibits the interaction between P-glycoprotein (P-gp) and CD19,
causes P-gp to translocate out of lipid rafts, and chemosensitizes a
multidrug-resistant (MDR) lymphoma cell line[ J]. Blood, 2004,
104(1) ;178 — 183.

[12] BadE, HEAZS, E2. MESH WA B H Tarquidar BIF £
[J]. ARERSHEMEE, 2007, 17(6) : 52 -56.

[13] Pusztai L, Wagner P, Ibrahim N, et al. Phase II study of Tariqui-
dar, a selective P-glycoprotein inhibitor, in patients with chemother-

[J]. Cancer, 2005, 104

d d breast

apy-resistant,
(4): 682 -691.
[14] Kim DW, Kim KO, Shin MJ, et al. siRNA-based targeting of anti-

h,

apoptotic gemes can in P-gly

ing chond cell[ J]. Mol Cancer, 2009, 8(1):

i -3

28 -38.
(¥ BT 2011-02-07

[Fx&mE] AR

(&% 1200 ®)
[17] Pravdic D, Mio Y, Sedlic F, et al. Isoflurane protects cardiomyo-
cytes and mitochondria by i di

and cytosol-independent
action at reperfusion[ J]. Br J Pharmacol, 2010, 160(2) . 220 -
232.

[18] Ge ZD, Pravdic D, Bienengraeber M, et al. Isoflurane postcondi-
tioning protects against reperfusion injury by preventing mitochondrial
permeability transition by an endothelial nitric oxide synthase-
depend hanism[ J]. Anesthesiology, 2010, 112(1): 73 —
85.

[19] Raphael J, Gozal Y, Navot N, et al. Hyperglycemia inhibits anes-

thetic-induced postconditioning in the rabbit heart via modulation of
phosphatidylinositol-3-kinase/Akt and endothelial nitric oxide
synthase signaling[J]. J Cardiovasc Pharmacol, 2010, 55(4); 348 —
357.

[20] T

Y, Miy M, Sugioka S, et al. Aprotinin abolishes

sevoflurane postconditioning by inhibiting nitric oxide production and
phosphorylation of protein kinase C-delta and glycogen synthase
kinase 3beta[ J]. Anesthesiology, 2009, 111(5); 1036 — 1043.
[21] Lemoine S, Zhu L, Beauchef G, et al. Role of 70-kDa ribosomal
protein S6 kinase, nitric oxide synthase, glycogen synthase kinase-3

beta, and mitochondrial permeability transition pore in desflurane-

induced postconditioning in isolated human right atria[ J]. Anesthe-
siology, 2010, 112(6): 1355 - 1363.

[22] Belhomme D, Peynet J, Louzy M, et al. Evidence for preconditioning
by isoflurane in coronary artery bypass graft surgery[J]. Circulation,
1999,100(19 Suppl) ; 11340 - 344.

[23] Pouzet B, Lecharny JB, Dehoux M, et al. Is there a place for pre-
conditioning during cardiac operations in humans[ J]? Ann Thorae
Surg, 2002, 73(3): 843 — 848.

[24] De Hert S, ten Broecke PW, Mertens E, et al. Sevoflurane but not
propofol preserves myocardial function in coronary surgery patients
[J]. Anesthesiology, 2002, 97(1) : 42 -49.

[25] De Hert S, Vlasselaers D, Barhé R, et al. A comparison of volatile
and non volatile agents for cardioprotection during on-pump coronary
surgery[ J]. Anaesthesia, 2009, 64(9): 953 - 960.

[26] Guar F, Landoni G, Tritapepe L, et al. Myocardial damage

prevented by volatile anesthetics; a multicenter randomized
controlled study[ J]. J Cardiothorac Vasc Anesth, 2006, 20(4) .
477 —483.

[27] Bignami E, Biondi-Zoceai G, Landoni G, et al. Volatile anesthetics
reduce mortality in cardiac surgery[ J]. J Cardiothorac Vasc Anesth,
2009, 23(5) ; 594 -599.

[#®mAH] 20101221 [Zx&mE] REW



	1201.pdf
	1202.pdf
	1203.pdf
	1204.pdf

