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gp) 49 % ¢ &t 25 (MDR) 64 AT J& 2 Je 4k HepG2/ADM e ey X5 E A AR SR, Hik ATFAT 5 HFFRES
B b A e P A e = & DC A= CIK @ e, ) & HepG2/ADM 48 i 4 Rk 4 R J& oF & DC, 5t 5 CIK 2 i 5 7 &
¥ HR 24.48.72.96 h, ¥ R ft # AR e DC A= CIK e L3 R AE AN B, KRR X @K% % DC.CIK % it 6 &
A, K A CCK-8 iX A 4 HepG2/ADM 4 fr g 3857 /1. A RT-PCR 40| & 28 40 # A mdr-1 mRNA #5 K F %4t
Western blot #&l 48 f. )9 P-gp ZHaK-Fey T, R 5K A &K R DCCIK 4Kk, i &4 R o9 DC-CIK & &
»F kA R ZH (P<0.05), 35 HepG2/ADM 2 ji 38 75 7% 5y 4p #)VE A £ Am 8l 8 (P<0.05), RT-PCR #» Western
blot &% %) B 7, K £ 4 B Bt A 69 28 ¥, & fi &4 R 49 DC-CIK #= fi & 42 & DC-CIK %) HepG2/ADM %m ji 7 49
mdr-1 mRNA Fo P-gp % & K F 4 31 3 A A 2 89 4K (P<<0. 05) , /iy B J& % 64 ¥ 51 46 A £ 90 B (P<C0.05), #if
ZH R F6h DC Fo CIK 23242 TAY 242 54 % 2%t 25 HepG2/ADM o kk b 545 F M, A ALE Th 5 4 5
MDR Z4148 % 6 mdr-1 A B fe R L 569 P-gp G KFEH £,
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Killing effects of co-culture of antigen-loaded DC and CIK cells on multidrug resistant liver cancer HepG2/ADM and its
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[Abstract] Objective
duced killer cells (CIK) on multidrug resistance liver cancer line HepG2/ADM with highly expressed permeability
DC cells and CIK cells were induced from the

peripheral blood in healthy volunteers 'by the conventional methods,and DC cells were impacted with HepG2/ADM

potential mechanism *

To observe the killing effects of the antigen-loaded dendritic cells(DC) and cytokine-in-

glycoprotein(P-gp) and to explore its potential mechanisms. Methods

cells after frozen-thawed antigen,which were co-cultured with CIK cells for 24,48.72,96 h respectively. The DC cells
without antigen-loading and CIK cells were co-cultured as control. The cell phenotype of DC and CIK was identified
by the flow cytometry, the cell proliferation vitality of HepG2/ADM was detected by CCK-8; The expression of mdr-
1 mRNA was determined by realtime-PCR, the P-gp protein level was detected by Western blot. Results Compared
with non-antigen-loaded DC-CIK group,the expression of surface molecules in the antigen-loaded DC-CIK group was
significantly increased( P<Z0. 05) ,the vitality of HepG2 cells was inhibited more significantly (P<C0. 05). The RT-
PCR and Western blot results showed that with the time extension, the expression of mdr-1 mRNA and P-gp protein
both were significantly decreased in the above two groups respectively(P<C0. 05) ; Furthermore, the inhibitory effects
was more significant in the antigen-loaded group(P<C0. 05). Conclusion The co-culture of DC and CIK after antigen
impact could improve its killing activity to multidrug-resistant HepG2/ADM cell line,its potential mechanism may be
via inhibiting the MDR closely related mdr-1 gene expression and its encoded P-gp protein level.

[Key words]

cells

cytokine-induced killer cells;  dendritic cells; multidrug-resistance; P-gp; HepG2/ADM

B SO AR (DO 2 1 9 2 1) RE di 3 L MfE — RE VS 1L 7 2
T 200 /9 & UL It 52 52 40 M. 4 B R T 0 3 00 R 4 40 i
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HepG2 JH-J6 40 f bk o B 8 IR B2 B K 2% 40+ 5 Mo pF 52 s,
S BT R 5 S 0 2 25 25 A Ak HepG2/ADM,

1.2 R 5iAM  RPMI-1640 35 5% i #1 G 4= 175 0 A Gibeo
A s N B 40 Bl 43 25 v TBS 7 i s RHGM-CSF, TNF-q.
IFN-v. IL-2 Fl IL-4 Wy 3 B IR B9 TR B A B A Al s
CD3 B3 P& (CD3McAD) Wy H IR I B b A W A BR A A
FITC #fit iy CD3,CD8.CD56.,CD80,CD83.,CD86 Fl 3 3 4 41
HAEMWE A T (MHCID B 5g BEdi 7R G [ 25 B eBioscience 24
") ;1L-2 Fl IFN-y (9 ELISA X7 & W 3 1 -+ 78 4 9 A |
CCK-8 & &M B B A& #0241 ; Annexin V-FITC/PI g H Bl
HEAY ., RT-PCRIAN GMWH REFEAEEY THRARAA.
mdr-1 5| ¥ H Invitrogen 2 ® % it 3 & . P-gp 8 78 B i 1A
W4 H Santa Cruz 24 #), NS Pk B-actin 1 A AW H R
NN

1.3

13,1 MR mhbn i m il & W R X B K
HepG2/ADM 4ii jf . B B2 2% o ¥ (PBS) wj it 3 il J5 . # H PBS
s T Ve BE R 8 22 1< 10° /mL, il 40 M A . fE — 80 T K
U5 T 37 (Rl Wt SO VR AL 3 IR T T UK R R A
. 2L 3 000 r/min B5.0> 10 min, W8 38 WL 3 BEBR B AE L T
4°CHM.

1.3.2 DCH1 CIK 20y i S i g fudh s g% BOH TR
FEE T A I 25 000 240 53 25 AL 0 bk C8 4 G 8 YRR B 0 1k
SYES AL A . FH T 10% FCS 5 RPMI 1640 #5373t
5 40 L e B R R R 5 < 10° /mL, JIn A 6 fLdl P, F 37 CL5%
CO, BEFRAaBEFR 2 ho WA RE FF 1 0% i 2 72 20 M A o 5 =
CIK 41 it % FH. &4 1 000 U/mL CM-CSF, 500 U/mL
1L-4.500 U/mL TNF-q A & 10% FCS ) RPMI 1640 4% 3% %t
YkZEHT IR IR REAN ML, B 3 R 1 W, AE 58 4 K, il —3 4> DC
KRl # 100 U/mL I AR BT IE 55 5 255 7 R IR B3
DCs., 5 W2 i A2 77 40 i %% J PR B & 2 X 10° /mL Jin A 6 fL#k
b, & 50 ng/mL $t CD3 4 .2 000 U/mL IFN-y.1 000 U/
mL IL-2 L &% 10% FCS iy RPMI 1640 ¥ 3R 5L4kst i35, 45 3
K4 1R BEFE 14 d Wk CIK 40, 35 0ok 1 7 3k i )R
MR M BURE K DC 2 515 CIK 41 jg M 4% 3% (DC : CIK =
1:100),% A CIK ¥ 35 % . /0 B iy 44 & Ag-DC-CIK Fi1 DC-
CIK, L85 4 d J5 AR g 4% A .

1.3.3 W 40MAR %5 DC H CIK 40 il s e e 58 JhiE sz
4 d By DC PL K CIK 4t ffd . A1 PBS 5 41 i %% f2 5 % % 1X10°/
mL., 3 B R A HT R, IR A1 G FE = IR T 6% F 30 min,
T PBS Pk 3 3. INA 1% 2 B HEEEE . R =40 M1
K DC % %1 (CD80.CD83.CD86 . MHC [[ ) il CIK %1 (CD3,
CD8.CD56),

1.3.4  CCK-8 il 3 15 7% 40 i x4 19 HepG2/ADM 4 ifd 19
ROIER # 4 F X 84 KA HepG2/ADM 41 i DL 1 X
10" /FL4ERN T 96 FLAR L 15 5% 12 h 40 I B J5 L ¥ DC-CIK 41
M5k, Ag-DC-CIK ZH fi it A HepG2/ADM 55 57 {& Z r (G
1:1.10: 1,100 1), 4k%e85% 24.48.72.96 h, 7E55 35 40 M
B 8] 55 A 10 L fg CCK-8 871,37 ‘CH¥H 2 h, FTHEFARIL
490 nm A Hefa . ARE S AT E A0S T IS = Ave
CHEFRLHD) / Ayoo CH AR 4D X 100%

1.3.5 RT-PCR g4 DC-CIK 40 i Ag-DC-CIK 4 jifg 2t 1%
F 194 20 HepG2/ADM 4 fitd , PBS 3543 ¥k % J5 » 2 I8 Trizol i
F &1 I B IR S RNA, F§ RT-PCR 5 #6145 41 41 i o
mdr-1 2%k E. Mdr-1 F3##8 9.5 -GTA CCC ATC

ATT GCA ATA GC-3'; Firal 4.5 -CAA ACT TCT GCT
CCT GAG TC-3', ¥ 8 =¥ K /N Ky 167 bp. % GAPDH
WeB 4.5 -CGG AGT CAA CGG ATT TGG TCG TAT-3'; F
W54 .5 -AGC CTT CTC CAT GGT GGT GAA GAC-3',¥"
W= KN R 228 bp, PR &4 .94 CTHAS M 5 min; 94 C 72
P 45 5,55 ‘CiR k 45 5,72 ‘CHEMH 5 min, 35 PMFFF;72 °C 4
i1 7 min, 3G =H LA 1. 5 %0 Bt g B B S A 17 VLUK L O i AR
Hfti. A Quantity One JKEE 438 A i AT WOCEEIFE .,
HiEEH mdr-1 4 KEE S5 NS GAPDH 4y JK B2 {E 1Y L
fEfE N mdr-1 mRNA B kE.IFEL 3 1K,
1.3.6 Western blot UK HANMEBEEH . HFNEEH
KM E S (2. 12 +0. 24) mg/mL, BUZE [ #E & 20 pl, 458
SDS-PAGE Hiyik J& . 25 FH HL 56 B 2 PVDF %, L 5% i g 9
#r TBST @ MG InA PR H (P-gp) bk 4 CHETK.
VEBJEIMA HRP #RiER) P EWRFEHT 1 h J5, ECL IRk
R AAJEEN W% . #id Chemi DocXRS k2% kMt L& &
St TR A3 BT AR 5 TE B L B R A5 L I A X I
FE=HWHEH P-gp WOGRE/Bactin 4 HBOLE .
1.4 Ziitseabs SRA SPSS17. 0 344 i A7 B 4b 3 & 5 it
2O T SRR ] T s Ron Il ar AR R IR B R Ty
ZE50 T3 LA a=0. 05 N K 58 /K i, P<T0. 05 N 28 # A 48 it 2%
2 % ES
2.1 DCY5 Ag-DC iy fufe RA A LA 7E DC 5 T 55 5%
7 d g o g DC R Ag-DC, Sk AT =X 4l i AR %8 DC R 1
Fraz4 CD80.CD83.CD86 . MHCII , 455 W35 1. DC 433K .
(24.13+2.31)% . (18. 77 0. 63) % . (33. 99 = 1. 53) %,
(32.02 £ 2. 300 %, 1 Ag-DC 4% %l Hy: (42, 42 = 2. 270 % .
(36.0842.10)% .(36. 66 2. 10) % . (42.39+2.55%,
L2 R B8 DC R )G R S Rx¥a L7k, B
2 44\ CD80.CD83 L K& MHC Il W 22 R A F il 2B L (P<
0.05, W1,

1 HH7dEDCE AgDC A REREW

RiEE (s, %)
Eilt] CD8O CD83 CD86 MHC I
DC 21 24.13+2.31  18.7740.63  33.99%+1.53  32.02%£2.30
AgDCH 42.4242.27% 36.08+2.10* 36.66+2.10  42.3942.55"

H:DC 45 Ag-DC 4l %, * P<<0. 05,

2.2 5 DC sk Ag-DC 38 3% J5 CIK 41 Jid i o 28 22 70 Lb 4%
1 DC-CIK 1 Ag-DC-CIK L8535 4 d J5 . Ik 4E 2 41 CIK 2 jid .
KR A 40 i AR #E AT F B %, DC-CIK 21 i CIK 40 g CD3 ™"
CD8" .CD3" CD56™" 4l g 43 51l }y (25. 79 £ 1. 70) %5, (8. 94 £
0.63) %, i Ag-DC-CIK 41 fy CIK 41 ffg 4> % 4 (32. 48 £+
1.00) % . (13.97+1. 25) % . x4 R R, ki i m DC 1
FEPFR M DC HHE$E & CD3T CD8' CIK #1 CD3" CD56*
CIK WEAH. Wk,

k2 H#EFIIF2HCIK ARMEERE (TS, %)

215 CD3*CD8* CD3% CD56°
DC-CIK 41 25.7941.70 8.94+0.63
Ag-DC-CIK 41 32.4841.00* 13.97+1.25*

7 :DC-CIK 415 Ag-DC-CIK 41 [t &, * P<<0.05,

2.3 DCCIK f1 Ag-DC-CIK 3t #% 35 40 g %} T %% HepG2/
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ADM iy A 1EH ¥ DC-CIK 8¢ Ag-DC-CIK % ¥ [t
P 1 1,10+ 1,100 ¢ 1 5 fF 9 40 s HepG2/ADM 3 85
F% R CCK-8 i K il 2 £H £t 55 5 40 g %o JIF 932 40 it 3% 5 7%
TRRGER . S350 1 1wk, LigfEAZ K, 2 4
HepG2/ADM 41 it H FH 36 I TR R 2. MR oy
10 = 1,2 L3RR QU MIAE 48 h H R 576 - B 45 A T B )
FEK , HepG2/ADM 20 Jitd 38 58 3% J7 F [ 8 B 2 (P<C0. 05), H
Ag-DC-CIK 411 41 A2 75 77 W 8 % F DC-CIK 4] (P<C0. 05),
AL LLAE 100 ¢ 1A, b 5 A0 A9 2% 40 1 B 5, Ag-DC-

CIK 44 7E 24 h 3t i HepG2/ADM 4i jifd 3% 5§ 3% )1 F & &=
(81.8%4.67) %, M4 H Bt [a] & 96 h, DC-CIK 41 ) HepG2/
ADM 40 it 1% 7 R K AR F (42, 23+3.01) %, # B AL Ag-DC-
CIK £ AL (19.144+2.06) % ., AZER BRI LE 1 1 5]
100 = 178 BBl P i 3 8% 35 40 i % BF 9 HepG2/ ADM 4 Jifd 19 2%
iV 5 8080 L S TR oG HLELA B RO 1 25 R R St A
B X (P<<0.05), H Ag-DC-CIK 4fi i 4 %% 4F JH W] & 1k T DC-
CIK #H(P<<0.05), W3 3.

£ 3 HIEFMEXAFE HepG2/ADM WM R GIER (T L5, %)

DC-CIK £ Ag-DC-CIK 4
Figrmilm ARARA
1:1 10+ 1 100 ¢ 1 1:1 10 ¢ 1 100 ¢ 1
24 h 100£3. 32 105. 4625 48 105.4047.03 93.15+12.8 100. 74=44. 62 95.3944. 81 81.8044.67"
48 h 100£4. 36 101.17£3.75 90.1345. 45~ 81.97+3.3" 99.4843.6 64.4242.57*4 51.5542.53*4
72 h 10041. 06 93.29+2.54 74.4542.65" 49.70x2.56" 89.70x4.24" 41.79£4.08"~ 25.59+£2.36"4
96 h 100E£2. 66 91.85x1.20" 69.0443.56" 42.234+3.01" 91.704+2.68" 35.69+4.06*4 19.1442.06*4

W5 ARAEKALE, * P<<0.05; 547 R ZE i) DC-CIK 41 b4 .~ P<<0. 05,

2.4 DC-CIK il Ag-DC-CIK 55 35 41 g 4 it #8 HepG2/ ADM 4]
MLy mdr-1 mRNA k6950 AR 4% A7 00 52 56 45 51 o
DC-CIK #l Ag-DC-CIK #iz 4% L Lt 5 10 = 1 5 JF % 40 Hd
HepG2/ADM 35 5% 43 5 T 85 5% 24.48.72 F1 96 h J5 A %
M. RA RT-PCR 3 FEE L KR & 53 87 » £ DC-CIK 5
HepG2/ADM 34555 72 h J5 . 410 4 mdr-1 mRNA fi % ik &
AHWER TR AN h G, HRATHRENE . ZRA5
P2 Y (P<C0. 05); i #£ Ag-DC-CIK 5 HepG2/ADM 3t £
% 48 h J5 4l il 4 mdr-1 mRNA (35604 9 BREIC, B %
FE B 8] (9 SE 4, 40 I P9 ) mdr-1 mRNA TREHEH R, 254
it B L (P<<0. 05) , FLAT F AR di o . i L, 72 48 hi), 5
DC-CIK H.%%, Ag-DC-CIK %t HepG2/ADM 4 i P mdr-1 mR-
NA (3 0 /5 % 55 8] i (P<<0.05), LA 1.3 4.

AgDC/CIK DC/CIK

BfE ) © 24 48 72 96 0 24 48 72 96
A B

A FoR Ag-DC-CIK JL 55 3% 41 i % F 9% HepG2/ADM 4 Jiid 4
mdr-1 mRNA %3k 150 B %5 DC-CIK 355 2 41 it f JiF 98 HepG2/
ADM i 4 mdr-1 mRNA KK 1 L

1 DC-CIK #1 Ag-DC-CIK =75 43t FF & HepG2/
ADM AR A mdr-1 mRNA 3% 89 2 07 #0 bk 8

% 4 DC-CIK 1 Ag-DC-CIK #3540 b 3f BT 98 HepG2/
ADM 4B A mdr-1 mRNA £ix7k E4#E3F OD EH L&

B F i ] Ag-DC-CIK DC-CIK

0h 0.83=40.06 0.87=+0.07
24 h 0.8140.10 0.9140.13
48 h 0.5440.11" % 0.83+0.15
72 h 0.3740.09* "% 0.4540.13"
96 h 0.32£0.11%* ¢ 0.3440.10**

W5 0hdl#HE, * P<<0.05,** P<<0.01; Ag-DC-CIK 415 DC-
CIK #H A0, ¥ P<<0.01,

2.5 DC-CIK #l Ag-DC-CIK 3t £ = 40 ffg % I 9% HepG2/

ADM #i i N P-gp & [ KB KFRyZm ¥ DC-CIK Fl Ag-
DC-CIK %8 # H o 10 = 1 5@ 41 il HepG2/ADM 85 3%,
Ay TR FE 24.48.72 1 96 h G CAE S A AN . SR WB 3k
FBE B AR 43 4, #E DC-CIK 5 HepG2/ADM 153 48 h J5
YN Pgp AWM BRI A BH TR EM 72,96 h 5. H
FRTHENE, Z5E 5% 8 L (P<0.01); 7 Ag-DC-
CIK 5 HepG2/ADM L4555 48 h 5 . Ui N P-gp 2 H ARk
A B S R AIG . L BE A 1R B ) 1 B K, 40 i N 1 P-gp 2R R
Kt FTHEHE, BANEKRBEEZRAERITFE (P
0.05), T H.7E 72 h /5,5 DC-CIK I # . Ag-DC-CIK X}
HepG2/ADM 4 g P9 P-gp & FH/K R IHI/E A E W B 22 7a
Giil s L (P<<0.05), WA 2.%5,

AgDC/CIK DC/CIK
Time®) o 24 48 7 9 0 24 48 n %
P-gp _ _
s _ _
A B

A FoR Ag-DC-CIK 3t 5% 3% 40 g %F i J# HepG2/ADM 41 Jifg 4
P-gp # 13 15K F R s B #5 DC-CIK 3% 32 40 %) T HepG2/
ADM 4 s 4 P-gp & 113235 K F 1 L

2 DC-CIK #1 Ag-DC-CIK = 3 40 fa 34 FF 58 HepG2/
ADM ZH R K P-gp B A Rk K F A 2 Im A0 Lk 42

%5 DC-CIK %1 Ag-DC-CIK t 2 35 48 i 34 BE 98 HepG2/
ADM g P-gp EHFIXMEI OD EHA L&

3 5% 1 [ Ag-DC-CIK DC-CIK

0 h 0.9740.08 1.02£0.17
24 h 0.99+0.14 1.0440.15
48 h 0.81£0.12% 0.85+0.12%
72 h 0.6740.05% %% 0.514+0.20%%
96 h 0.3040.15% =% 0.43£0.18%7

W50 hdl 4, P<<0.05,%% P<<{0.01; Ag-DC-CIK 415 DC-
CIK 4 b #, ¥ P<C0. 01,
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3 3 it

2 25t 24 (MIDR) 248 I8 240 Jifa et — Ff 47 il 90 245 40 7= A 4t
21 1 [ B x5 4 PR T AL AS () 1) 22 D e o 968 245 9 5™ 46 58
ST AT AR R b B ARG T B MR 25 M 1 T A, MDR ¥ &
A SRR 2R R AL T O WY 3 B R IR, HOTE R 04 ML B R Ak
BE 1 £ 251 25 3 ) mdr] 4ifid i P-gp i JE 368 e B 2R
Z— P-gp RBUENS NG 2517 245 9 55 1 A i A1 o DA T 5 30T 24
bt . Mdr-1 #1 P-gp 78 22 Fl 24 i o 40 B v i 5 BE o 3k 2
JE i MDR 1) 5 ZZHLH] 2 s o sk 22 s 2 R
KR I B E N B SR A 2R MDR 33 % ) — 2
TR IE RS,

JFF 368 J2 T 1 2 G0 05 A 5 DL 140 Tk T 2 — 1 ) R B 2 1
P-gp #5581 & MDR i G 200 JF i B A T 19 & % 2 R 38
T3, & FOB R IT R I 1 7E T1 2 bt & A v A0 i G
BT B RE R i e SR 0 A AR R R R R M A 2 I R
= A FER T B

CIK &2—2%H A9 MHC BRI M T 400, B A 50 K0
T IR RONE L a0 e L g L LR S L T G S A 0 4 i
4 CD3" F1 CD6 " kL4 n™ . DC 4 fi T g &4, B BA
5 K B S L 3 1R L B BE TS B0 AR R0 T 4N B 3 4 O ST
B B2 . DC FE (R A AT LI 38 3 22 Fh 41 i I3 7% 5 A A
4 DC 5 CIK 8% 3% A5 & T 00 G SRR T R 4
Jo 5 AL R HE B 1) 4t M 40 00 A B 49 e 9E 4 L
N UL e 2 w5 CIK AYHURIITY sk . KUk, A B 52, 8 a3 A1) A
DC-CIK BEA K5 95, 8% 5 1E T 2 25 T 25 119 40 i vk HepG2/
ADM. B EEAE 100 = 1 I S8 3 Y T 38 KA 0 AT 94 200 g 4% 5
B B0 498 1 F Bl ) 8] 28 4 117 38 548, I R5 22 %) 96 h, BAT A
R . HA AR R P S DC 3210 A K B W sk ik, i
ZHEMFREEMPFE LS TN m%KiEs MHCT (T2
43 K CD80/CD86 4 H:ifil 33 43+, v CIK 41 Jf 78 43 7% 1k $2 it
THE SR 5y 2R A 73S IL-12 . IFN %8, 24 55
s CIK QUi A G EA . i — 25 B 5838 & 3L, DC-CIK Bk
G 83 )G AR W PR mdr-1 mRNA JKOF 19 325K B = 4 15 11
P-gp B /K- 19 22 35, T FL 3 i 4 il /F - 2 80 s 1] 4 1 4
(P<<0.05),

DC [ Re A1 8w da Y T 448 itV 1k 3% 58 41 1 AR ST 5 A 4L
W T 400, 68 T 405 i s 28 1) B S0, AT 2R 58 b 9
S 4 bR 2 4 TR T D AR B Cn 3R B i 7 4 B RNA
B 2 2k T 4 52 % 104 SR 40 ) it DC L T LU S50H BRI
1k DC, {2 3k H o b ol 2, 3 50 H T 8, B 0 L6 5 306 PR Y
DC-CIK #8555, 0] LUR B CIK M4 fe 0 . e A58,
4 9 HepG2/ADM 41 i )2 &2 ¥ il 1 7B 1 1 )7 1 28 F DC
. DC i 9 2 i) 3% 4> F (CD80, CD83 F1 CD86) ,MHC I
CD3" CD8" #l CD3" CD56 " iy # ik ¥ i/ T & i AL 1 DC,
VLI 2, T HelE i DC, L g 3 o i PR B DU RB s o .
— R L, 5 R fER PR DC-CIK L4, 7 3 bt 4l
FFL I AE B R TR AR P IR AL, AR L 7E 10 = 1 AN
100 = 122 578 Go it 2% 3 3, b b 22 53 b 25 1 P IsF i) S K T 345
SR (P<<0. 05) ; 41 N mdr-1 mRNA /K9 3235 DL K H
iR P-gp 25 [ /K R 3% 3K B B AR, t S B R 4 8
(P<<0.05),

B A, 52k A 5 5 p iR DC R 2 is T IR, s Fh
IRV AVE NS 1 0 i 32 S S, LA R R 1Y) B g I A T R

TIRE - BE 45 5 1 19 A% B0 A 08 40 L 22 w85 36 7 S8R O TE W] 2 95 A
TERMY . ZEARBEFE B . R HepG2/ADM V5 il 9T J5 6t 4% A
DC-CIK, " = 1 Lok 7 84t et 19 DC-CIK 41 g 5 A 28 1
mdr-1 il P-gp % 3 3K () 2 25 T 25 1T 4 i HepG2/ ADM H 3%
BE 31X 0 FF I B 25 53R 7 48 T R 7 1A

& ik
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