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A UL BE G AS49 /5 A iR 24 i 968 20 i Ak A% 5 R
ERCC1 H:[H M LRP 1A 5200
ERE EaE F m RAax % W

WME BBy A NEssd s A549/)in44 (DDP) & 25t fe a1 2. Z 45 B 1 (excision repair
cross-complementation 1, ERCC1) Z i &t 25 % & (lung resistant protein, LRP) % ik 49 % ., Fik
PRI 3% F5 At 7 ASA9/DDP % fitL, H AF 4 & K A9 o tm L o A = & xF B8 48 . DDP 481 & %41 ( DDP /)l &%)
B M HF w540 (DDP Aeidy W HA%) o 2549180 48 h 5, £ A RT-PCR %420 ERCC1 mRNA £, 20 g %,
B R FAN ML LRP KA K-F, 455R DDP 4152 G821 ERCC-1 mRNA & LRP %& & & & K-F b
BOEFARGHFEL(P>0.05), 5 DDP Arki, ) 3 s & ¥ N #4420 ERCC1 mRNA % LRP & & &
EARF B R AR (P <0.05); 3 M & #20 ERCC1 mRNA & LRP & & &k K -F 8 Z4KF )l % %
(P<0.05) ., &5 ¥ W B4R 7T 1% 45 0 % AS49/DDP 4m otk 69 % 25wt 28, L4 A ALk T 4k 5 47 %) ERCCA
mRNA % ik % LRP &k A %,
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ABSTRACT Objective To explore the effect of peimine on excision repair cross-complementation
1 (ERCC1) mRNA and lung resistant protein (LRP) expressions in A549/cisplatin (DDP) multidrug re-
sistance (MDR) cell line. Methods Lung cancer A549/DDP cells were cultured in vitro.Cells at logarith-
mic growth phase were divided into 4 groups, i.e., the blank control group, the DDP group, the ligus-
trazine group (DDP +ligustrazine), the peimine group (DDP + peimine). After 48-h drug action, ERCC1
MmRNA expression was detected by RT-PCR and LRP expression detected by cell immunofluorescence.
Results There was no statistical difference in expression levels of ERCC1 mRNA and LRP between the
DDP group and the blank control group (P >0.05). Compared with the DDP group, expression levels of
ERCC1 mRNA and LRP obviously decreased in the ligustrazine group and the peimine group (P <0.05).
They were obviously lower in the peimine group than in the ligustrazine group (P <0.05). Conclusions
Peimine could reverse MDR of A549/DDP cell line. Its mechanism might be associated with down-regula-
ting ERCC1 mRNA and LRP expression levels.

KEYWORDS peimine; lung cancer; multidrug resistance; excision repair cross-complementation 1;
lung resistant protein
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I, B 00 Frfeded 1) S BB 7 et DA A7 o LS
BIGIT . Wi £ 251t 25 ( multiple drug resistance,
MDR) BRIl 7 ATy 4 s, o s ok i 52 R i R 1Y
B, PR R 3 A 22 24T 2 A R v IR T K
MEZETFB, P-gp WA T T 2y 2542,
i % W4 ( DDP ) B Tiif 24 34 W] 5 2k A Jili 1ief 245 2 1
(lung resistant protein, LRP) 25" F 17 R 1)
FR1&5 (nucleotide excision repair, NER) &% % 1)
SER o W DLRRRRCR P 25T DRI 2 B, AR R
YU GHEE R 25 AV R B 2A RS . YIRREE E
#MEE 1 (excision repair cross-complementation
1, ERCC1) mRNA fEi# DNA FIIER GE I 42k
WL 24T 25, LRP A 5 DDP JRAETH 254 &
], AR RT-PCR 2 R4 i 5 5% 96 e vk,
IR T DUREGRO i ) 245 200 ik AB49/DDP 113 544
DR A L

B 7%

1 Mk AR I 25 4 itk A549/DDP It
B B AR A RA R #E5: CCL - 185, ¥
AR 1 x10°/mL ZH,

2 2yl e R AN W DR (DL EER )
W 8 L ARAE B i 24 A 3 i (41t : 201005130 ) , DDP
(ILZRFr &4 254 BR 2~ 7], 4165 : 100531 ) , RPMI-1640
EFREE /NI (Gibeo A F]) , ERCC1 K B-actin 5]
Y B R A R A PR B A R B 1L AR
B 25 A T (4165-:201006020 ) , RNA 85 53k
FIE T ra TR 2R W) B R A m] 4, Mx3000P Real-
time PCR {X(StrataGene /2 7)) , LKA (AL 5T AR I
) ) HUKAE (AU AR AR ) s BEIEER Ao A (AL
EIEEAD R A RAE]) .

3 4iMulEzE SR 12% R4y KR 5% A549/
DDP #iifffd, Lk 2 wg/mL f¥) DDP 45 H it 245 14 ; 41 g
1£37 C 5% CO, WG FA P E TR, 2 RIEHK 1 K,
SEIGTT 2 ¥ A549/DDP 4ilfifif F JC DDP ff 15 37 3%
R g% BEOG B K A0 AR AT S8 56 . iy SE IR F
G N R e A B i 25 vk 24 200 pg/miL, i
DURER S A0 T 245 v R 400 pg/mLo

4 U Y B TR RO K BT AB49/
DDP it 24 4 Jfl, K H 43 Sk 25 1 % B2 (A AT far 24
Y1) .DDP 41 () DDP ¥R 2 pg/mL) JI| £
41 (DDP i 25 8, i 289k B4 3 Oy 2 pg/mlL,
200 pg/mL) K il D1 £ 5 2 ( DDP it DU EE 5, i ¢
He ¥ 2y 91 M 2 wg/mL.400 pg/mL), B FHEH T

37 C 5%CO, MEFeAih 5% ME 4 48 h, 4y
SUBCINZG b B 1% 20, 0. 25 % Jig 25 1 1 i 4k , i 45 2
BB, VRS A R 1 x 107 AM/mL

5 RT-PCR ¥l ERCC1 mRNA #ik (1) Tr-
izol LA B RNA; (2) Wi % sk [ i (RT) « &4 m
1wl Oligo(dT) ,1 uL RNA,2 pL =R S A% %
T (ANTP) IR AW, B LIRS, 65 C/KIE 5 min J5,
IKANA 4 pl 10 x RT Z&#hi#,1 wL RNase Inhibi-
tor,1 uL MMLV 30 5% S i 508 550, 78 0 1R 505
37 C K1 h #EFTiEE 5570 “Co/KiE 15 min K&
BESEE . BTSN RIEAT PCR, H B3R & B-ac-
tin AY3L A P51 i 3L K (Gene Bank ) #6745, 5491k
A Primer Premier 4.10 #4511 (i iR A=
BHEARAFAR) ST R 1, (3) RA X
JL(PCR) : MR UNF A4k cDNA 5 pL,10 X
PCR ZZ ik 5 pL, K 718K 14.4 pL, Taq Hf
0.2 uL,ERCC1 #5147 0.2 pL,ERCC1 FiiFs| 4
0.2 ulo M &51F:94 C WA 5 min; 94 °C 748 1
30 5,58 CiBk 30 s,72 CHEM 30 s, 3t 30 MEH;
72 CLIEMH 7 min;PCR 77 -20 CAE7E. (4) HLIk
HUR <R 7 A I 8 A FL AR, SRR A V% 0 5 T A
B S A LT B HL R R, ¥ H ke : PCR Marker :
1 pL Marker fil 1 L AIAEZEMOBIN 4 Wl H Tk 22 il
RT3 R | Jin AfLH . PCR #:dh: 5 pl
PCR F=#iin 1 L JAEZE Wi, TR 21 J5 AR U AFL
HLE 90 V, B 50 mAHE TRLTK. 30 h J&, SERIE
S R W% BB AH; R ] Alphalmager 2200 SPSS
Win B3 B ety A K A

x1 HBENG YIS

Jit
A B4 T
KN
Fiit:5'-CCCTGGGAATTTGGCGACGTAA -3’
ERCC1  Fij#.5'-CTCCAGGTACCGCCCAGCTTCC -3 273 bp
Fi#:5'-ACACTGTGCCCATCTACGAGG-3'
B-actin 621 bp

Ti:5'-AGGGGCCGGACTCGTCATACT-3’

6 AL LRP EEHFE SHICH[4],k
FRANML G 5 Ye ik k. (1) DL PBS WIEE 3 Ik,
75% .5 15 ~20 min,PBS %% 3 ¥k%,0.05 pg/mL
FITC i N 445 20 ~30 min, Fi-H PBS 3 3 Ik
DB AR A . (2) INARPTA LRP 5
FEPLIA(1:50) ,4 C, 30 min L&, 7£ 37 CHHIEK
WHIFE 30 min, PBS Wk 2 IRLIBR KRGS A £
APk, PBS BLOER 2 W, R BIEWAA; (3) A
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SEIRDEIEER FITC Fnic MFEHT BRI =51 (1:80)
1£ 37 CIEIE/KIEHIFE 30 min,PBS ik 2 AR
ERGEHENZAPUAR, 200 HAIG LI, A3 BH
PEXT HR DA, 2806 WA T UigE. LRP & HH
PER IR UM AR A0, =R 5L T ((x 400) FEHLIE
Z25 A HLHEF BH 1 4t A5, BOT (8. DL B 20 M A~
R LRP ARk E

7 Stk SR SPSS 17.5 Siit # it
B, THERRI X £s 3R, 4 A1 L%
FHE R R 7 2200, R Lb 3R I LSD i, P <0.05
hEFAGIEE L.

# =X

1 &40 ERCC1 mRNA #£ik/KF (% 2)
DDP 41 525 X B4 ERCC1 mRNA 4, 2%
Gt (P >0.05) ;5 DDP 41t , NN #5 e 4l J
Wi LBk BR 41 ERCC1 mRNA % ik B B F W&
(P <0.05) ;51 & &2 [b %%, ¥ DL B} ik 41 ERCCA
MRNA FRiEAKF IR FER (P <0.05) .

+R2 &4 ERCC1 mRNA FiEKFEHE (Xzs)

21571 n ERCC1 mRNA
25 T IE 3 0.62 +0.04
DDP 3 0.56 +0.03
JIEE 3 0.45+0.07 "
Wi DUBERR 3 0.32+0.08*%

.5 DDP 4 A, * P <0.05; 51| S B4 L, “P <0.05

B-actin 621 bp

ERCC1 273 bp

1 A AN IEZH ;2 9 DDP 453 M= R4 ;
4 i DEERSZE ;M Ol Marker
E1 #&% ERCC1 mRNA ik k&

2 %4 LRP EHHFBKFHE (X3, K 2)
iYIEH 48 h 5,25 X IRZ Al DDP 41 LRP 9%
RAOF- LA, 2 7 g it L (P->0.05) ; 5 DDP
20 A NS R AL S DL BE RS AL LRP 235 7K B 5 f
(P <0.05, P <0.01); 514 bbAL, Wi D1 Ak 65
4 LRP Fik K FH R FER(P <0.05)

R3 HHL-RPEARBKFILE (x+s)

25 n LRP(/~/mm?)
EEp R 5 9.80 £1.92

DDP 5 9.20 £1.90
N 5 7.60+1.52*2
Wi DB, 5 5.80+1.30 %204

WA E X R4l EE, * P <0.01; 5 DDP 41 4, 4P <0.05,
AAP <0.01; 51124 HEr, 4P <0.05

A Has FIAHIRAL; By DDP 415 C I W45 D g i
DUEFRRAL 5 7 ke FF 7 4 2 11 4234
B2 ey OLE#A 4l LRP EHKEL (1 x400)

5

i g 2 4 ek o DL ) S R 22—, R R
PRI LB E FA IR B LT RIS B R AK,
ZHNE R E T2 A O 8 T b e, fb g7 2 e i &
BRI T B AHJR Z 2T 25 O AEAE BRI T s AT Y
R — 2

J¥frIE 22 24 245 1 T BE AL 6 455 4 A PN 7 25 0 ik
REAR (N 22 24T 25 3 R MR DG 1 P-gp B8 FLIRIER TR 25
L LRP SB[ 1 5 0K (YR RN T
43R (U2 H IK-S-SE R ML I 1 2k B miE A
')  DNA & &2 #1138 32 (41 DNA 3 $h 57 44
fiti ) (06 — HI LI 4 DNA HI AL RS FAZ 1R
VIE 2 R GG TR 25 iF TR T AR (U
Bcl-2'"" Bax Zhfig 2 1" | survivin'™' [y it % ik
%), Hirf LRP 11 ERCC1 42242 DDP fif 24 i 5
5 K, Scheper RJ %™ 7E % 24 Wi 25 40 Jfy #k
SW21573/ZR120 &3, 7E7C P-gp it FkmyfELL T,
YRR REFIN I Z AN 25 0 Fe ik, 5 R IZ A R b =
Feik—FhsrT50 110 kD A9 (A5, IR e B 2 B0 il
T2 2m kR, B fv 4% LRP., Zwhd LRP- i 5L R 457 T
16 Sy o (A 58 13.1 ~11.2 fii 4. LRP i1 P-gp.
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MRP AJd,LRP A& T ABC M A, Wik A 5
ATP 254 5 G iz DX, 3280 A T A s mi AR 20
FELRRE, 2 44 8 AR S 72 25 1 (major vault protein,
MVP) 19 Sy, )2 40 AT AE AR5 A1 FURR i AR s
Rz MR R A RN S A e R BRI
52, LRP 542254 5 R PR 2556 R 40 . NER
JEIEH B DNA 545 1 R4, E2E U
1&52 DNA -G e — R 4K b i8R 45, 1%
T XPA \RPA XPE 253117l DNA #5453 &B137, ERCC1
5 XPF JE 15 IR HA 5'DNA AZER VIR 1
REVUI ANV 5", XPG Y] 2245 DNA % 3", T
I A 51 9 DNA - Bt'"®', ERCC1 fii T 4t {4 {k
19913 -2, 34K 15 kb, 4 &4 297 PNEIERAY
FEFT, 7E NER Aol 2] R sl )8 i 24 @i
NER ik 2 DNA £ S IIG PIgeh & 8028 25 1) 3=
L. ERCC1 . XRCC1 HEPH 2250 5k /N4 il
Jifis (NSCLC) B EHI WAL T Ja M A A7 A i A8
KMk, AT RERUCH BRI 25 AT J5 A A T TR0 4 A
Okuda K %"/ 547 7 ERCC1 £ #M: (C8092A and
C118T) S FHIZR L WALTT 07 SO MBI, 45 21
UESE, B A 7 C8092 C/C % C/A R AJA Il J5
I, BPA R C118 C/C Hidg C/T RBUFN T/T R Hig &, 4
[ A ERCCA AIRERIA WG 4A2E 245 ) 08 Uk, fby T
ARV EAFII BN T BT 45 R 21 41
ERCC1 kK- 5 & 440d7 i 297 R AE G, i
B E LUk 7 % NSCLC Ho 35 14 7 et 40 1 8 4
A4 ERCCA ¥, & 0 56. 4% (1) i 414X ERCCA
R ERCCT IR Ik B X & 41— AT 1 S0
ZF ERCC1 m#2i5# (P <0.05),

SRR AR 243055 702 2 T MDR W5 A2
SREIARHGT, VF 2550 B 0 KRR . h 25
DU AR HT DURE A TR 25 P 5E Ay DA
D% DIRBTHIEER  JFAR IS, . Wi DUBE 2 IR %
o254, FL25 BN P AR B L AR W ot = <A i
JILZ AR B I 3% IS , I8 D 300 2 £ it
2PV AR AT DURR Y S B, W DL BB B
S PR A 2 ) Z N IR] , 7630 2 e it 245 T L
AT, A BN A R 2 25T 24 35 57 5
L PRIER , BOWITAEMER” 1FE 205 2 24Tt 254
FEG LU R I S B 24 T 24 1) B 2
DML, I%HE R DA RS SCERIESE > Rt
15T Wi UL RERGS S 2 il AR AR R A 9 . AT SR 45 21
7R, 5 DDP 4 b, N1 4 e K i D B4 41 ERCC1
mMRNA /% LRP E (7550 5 M (P <0.05) , Hi il

BERRAT AR T 5 WL, $os )1 25 68 Ky DL By ]
it T LRP E K i) ERCC1 mRNA ki
RN Z 25T 25 . RSB AT B D i 2 10 57
Ry e WIE AR R

2 % x #
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