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MR, PHESRE (P-glycoprotein, P-gp) /=M £ 2 2 (mul tidrug-resistance,
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1.1 gk Anpel

FLIMEMCE -7/ Adr i 25 40 BRI 1 o B B 28R4 B A AR TE T, BT 25 (Adr) ik s gk, 2L
XoF o] 5 2% PRI 24 P A MCF - TR Al UK (1) 1 0004%,  HP-gp IFIA I Wi T MCF-THBUS 4 iukk [3]; RPMI-
164040 ffu s 723 o /NG HHyclone A dl; 0. 25% R M. 4Ef7IAK (Verapamil) « 2/ FFHA123
(Rhodamine 123) ¥ HSigmaAH; Annexin V-FITC/PI4H i T-#MAF & W HE:EBiovision/Adl;
6L 40 i35 TRt F S [E Corning A Hl

1.2 4R

MCF—7/Adr 40 bk F 5 10% /N4 I35 (ORPMI - 16 4040 o 5 J5 9, W37 °C. 95%% /. 5% CO2E5IRArh %
F5 0. 25%FEEFAI0. 02%HIEREAL © 1 (V 2 V) MTH LA,

1.3 XSZMGS

MCF—7/Adr 4 Mid%1 X 108/ m1 Rt F-6 FLAI BT IR, 5 ml /4L, Frgnponbae e SxrsbE K, 35 B3,
AN0.01 mol/L PBS 5 ml/fL, #EFEEFCA%2 300 C/DELLINE A TR, FEEA500 cGy/min, HELJH
100 cm, HEFA/NHR20 ecmX30 cm, WG ZHEES. 0 Gy  [4]. #SE L EE, AT 5 nl/
fLo

1.4 P-gpZhREMHI

Wit a0 SE B A bR L2y R 9L, (D3Il [5]: IANZIREE NS pumol/LIK 4RI KA HIP-gp i
s (2) RTHRAL: AINZy. 4 P AE SR RN 24 Ab 215 47 T8 Rl IR A vh R 55

1.5 4o oAl

SIS RV (5] A MAEXS e A AR N2y kb B 56 120 24 hiltdR4NHE, i Annexin V-
FITC/PTA0 MM TR MR &, k) & it W B2 T SEg R AE . B NN ER500 pl, BASE[ECouller
E11tena At M SR il 40 B i T2 CRIDOCH S B FHOCAER, WO K488 nm) , BEEMIE10 0004
o



1.6 g geri iRz FAz (AWm) Al

SEG A AN AL ER [ AN P TR . S Ushmorov [6] WYL, 4 SIFEX 2k HE S RN Z 24 kb 34 )56
12, 24 hfE409, 0. 01 mol/L PBSE!HIfJRhodamine 123%53, 140 B P Rhodamine 2 426
umol/L, 37 ‘CHEYE¥H30 min, LL0.01 mol/L PBSHEEWE K, PBSHEEANM, FOMKLIGH LR A f5E i {7 1
Byt A -

1.7 ik

KHISPSS10. OGE T, 0N FH R A LA 36 R B ) 5 25 4 BT AL B, 32 28508 R AS H RS AT DL 23
LI

2.1 4R PRI TR 4 R

TEXSFERIRA JE6. 12, 24 h, FHIZLS B[R] s (P40 B 72438 2 38 & T X IR A (P<O. 01, K1) » DAXYSZk
TR S 24 hal s 123 By (F=47. 870, P=0.000) o P—gp LI REFN I 5 1215 XS 20 FEUR )i s [a) x5 P AN R 38 6 A8 L
MW (F=0. 650, P=0.539) .

F 1 X HELBAE 6.12.24 h AMARMMEATE 0=3, %, r+s )
Tab.1 Apoptosis rate of verapamil-treated and untreated cells 6, 12 and 24 h after
X-ray exposure (=3, %, Mean+SD )

Time
Group Total Fvalue Pvalue
6h 12 h 24 h

Verapamil 25.53+2.85 30.43x2.21 39.03£2.60%"  31.67£6.32 21.240 0.002
Control 16.13x1.16 21.73+1.314 27.53+2.564~ 21.80%5.17 30.494 0.001
Total 20.83£5.50 26.08£5.034 33.28£6.70%%  26.73£7.56 47 870* 0.000*
t/Fvalue 5.286 5.863 5.465 89.465*

F=0.6507 P=0.539"
Fvalue 0.006 0.004 0.005 0.000%

#F value and P value of main effect;” F value and P value of interactive: *P<005vs 6 h; “P<0.05 5 12 h

2.2 ERRIARBEHAT (AWm) K 45 R

TEXSFLRIESTJE6. 12, 24 h,  HOVHIZL S B[R] psi (1) 200 Ja S A A FBE e AV ST 220 5 St i P (340 S 3% v 10 L 4L
(P<0. 01, #%*2). PAXSHERBSE12 hP¥oem 5 m (F=74. 485, P=0.000) . P-gpIZhRemiil iy 5X5
2 R I I 1) A A R 3 A8 BN, (F=5. 685, P=0. 018) «



2 XHERBEE 6.12.24 h AR MR KIRBATRABEE =3, xs)
Tab.2 Mean fluorescence intensity of the mitochondrial membrane potential of verapamil-
treated and untreated cells 6, 12 and 24 h after X-ray exposure (=3, Mean+50D )

. Time
Group Total Fvalue P value

6h [12h 24 h
Verapamil 75.27+£4.90 96.47+5,594 57.77£2.55%%  76.50£17.24 54,703 0.000
Control 534.17+4 .05 62.30+5.93 39.53£2.65%"  52.00+10.63 22.854 0.002
Total 64.72x12.24 79.38+19.354 48.65£10.254%  64.25£1R.76 74 485% 0.000%
1/ F wvalue 5.751 7.624 8.574 141.907*%

F=5.685" P=0.018"

P value 0.005 0.002 0.001 0.000%

* Fvalue and P value of main etfect:” F value and P value of interactive: 2P<0.05 vs 6 h: “P<0.050vs 12 h

3 e

HHr, WU, i mdr TEEDRE B35 . 3z FIP-gp ¥ 8 5 [ T A< BELINT a6 B 3 L9 51 G 4 o
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T2 Notarbartolo [8]45P—gpZyBEFMHIFLERLIA K ST /r 1 4 T Bl a5 305 S 4 M T 32 v, BiWIP-gp
XA TR RERAT FOMIEAE T . Canton [9]WLEE BIP—gp ey 3k (1 /IR 40 i e W St S8 AR e 1) R A0 A
AP miRuth [10]#5mdrl CDNA B HNTH 3T3 e 4 (e b 1 LR IEP—gp,  Z5 R ALy S 4% 2 (1 4h J
[y JVATE B N

A HMCF =7/ Adr A1 FRIP-gp DO RE 52 B AE WK (I, 45 6 TR) r 0 M I 12 B2y 08 28 v T ox LA
RYIFNHIMCE -7/ Adr i 2540 uP-gp Lh g LR 1 X LR HUN R (AR SRR T2 o 7P —gp T AE S 1 JIRE 40 i X X
SR R RTLAR o

AR R AT AR R AR i BRI A, e AN i A AR rp SR s A R BN N H
HITXE 175 2 i R 12 10 20 T2 E A SRATRE P CEA I AN IRAEXSR RIS, 2RO AR, AP
HUA BRI, BEIEIE PR A AL (MPTP) (T 9, AEZhi R A At 22C (Cyt—c)  JATZE 21 (ATF) S5 1
PRI s, MPTP RIS A HERBORHIRE R, W JT a6 9 i 740 di o ieRe [11]. iE
LR AT A B E A7 T T K, BObi iR i) ERALAE AN A T b i SR, Seon B PIP-gp DI, W]
REA2AE H T IR AR AT T B T XS 25 3 I 40 M 0 1

ST P I 2 A5 T ) e 0 B R A L R~ 28 5 0 i R A S 25 v xR AL, R WTRIMCE -7/ Ad i 2
A HP-gpLhfE LR T XIS 2 MU IR A AN L 2R AR QA P 9 G AR BEARL, 45 RAEA B b R i A B B IX Al
L HMHIMCE =7/ Adr 21 )1IP-gp D BE LU 1 XN £ B I (1 40 A T S 45 2R — 3

Jihk, XERHUR 24 ndi MR TR e, BTG 12 ha M Sk A s ey P2 e i R (e, AN R A
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PRGBS HL AN o IR SEHRBE— DA SE BRI LA TR T A0 TR e (11 i
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