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PERETE TR B 10 A B AR Th , He b e i) &
PRSI R m . PGt B 4 BPEAESE TR
A 1 BIBE TR L 1T 809 LA L f it s A AE A
e gk EEPIEY, RET ARG, JE
/N ATJEE  (non small—cell lung cancer, NSCLC )%
if5 it R A 11 80%~85%. AL#AYT A NSCLC IRYT
G E A, M2 252 (multi drug resis—
tance,MDR) AT TR R A 2 A F B

o TEVHTT ANMERTARST Y S B R rh i 4 3 AR
FHE/JIE DNA HME L, A6S 7 255520 DNA fY 46
DS S R 2 2 2 1) — A B A

Z e th 44 5 i A BTk, RT3 Y i
PR R 5 56 2R 5 T ST Xof S/ IN 240 L it 9 R AT 5 e 114
7R B AT AT DS SR VR T sk A %)
Ak /I P fi 98 A7 BT 7 A ) 22 24T 25 (MDR) HoA
—E WA E ] . PRI AS B SRR 5 2 2% Sk [4], DA
55 DNA S B AL K, 000 2 28I e R]
Mﬂiﬂ%ﬁ AS49/DDP BREUA N Z 25T 25 1R

1.1 %£&thy
* BEWMB. IimIERPEARFETE(20132A011035)
s EHE: 2016-04-27

EEEN

XERS:

BE(1979-), 5 ) AREE N, i PRI, HFFE 7 0 h g R4S

1000-2723(2016)03-0001 -04

O 2R AR 15, 8 )VH 30g, fa 2
O 30g, TR 30, %2 25¢, L& 4 10g, H-E F
10g, #i U1 15g,5F8 5g, K4 15g, 5% H B 5. M
—J7 il 25 5 A PR AL S RO, 2k A K 3R, 2 BT
VE, I bR N, RS R g, B RS
1RAE QI (DDP) 41t 5 - 151102, VTR 5 2% 251 ik
A BRI T, AR BE 2y By fe 4t
1.2 ZE&sy

4~6 JE % BALB/C # UM [ ) A8 B 245055 5))
Yrrbus , SPF 900, s 6 K8 IES- : 44007200010919
55 HH A 50 HMERER R BT (2042)g,5 H
TR 40 .
1.3 kiR

I RS i 25 20 i AS49/DDP | AR 4 BE2p S
Byt
1.4 EZRXAFE
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Ph Genebank AZ545 HBYFEH cDNA JFHI/ER
SIWPE . GI T N AR B 2R R 5 A PR

PCR ¥ 55,

Al PRI o

NGRS BB, E-mail : liangkunys@126.com



2016 4F

= RSB R

4530 %

NG BT

ERCC1: FUF514: AAGAACTTCGCCCTTCGT-
GT, Fii#514) : GGCACAGTGATACCCGTGAT, §" 1%
A Bt K/ 232bp. RRMI:  E{i# 514 : GCCGAGA-
GAGGTGCTTTCAT, F % 51 ¥ TCCCAGGCCCT-
GATTTTCTC, ¥ 3§l KK/ 213bp, hMLHT : F3#5]
¥ :GCCTCTTGCCATTCTGGTCT, F ¥ 51 ¥ -
TTGACGTCCACGTTCTGAGG, ¥ 1 F Bx K/)N 269BP,,
BRCAL: #5514 : ACACGGGAATGCAGCTTACA,
U514 : TCTTTCGAGGTTGGGTCTGC, 734 H Bt
KN 237bp. B-actin: _LiE5 14 : CTTCCTTCTTGG-
GTATGGAATCC, R34 :GGAGCAATGATCTT-
GATCTTCATG, 44 v Bt R/)N 205bp.
1.6 #pE

TETCH ST L 1x107mL ¥ B, 45 7% 0.2mL
B I TS 0 L A549/DDP Bk 4 Fh %] 5 H BALB/
C BRI HT S K2R 1 A H R s 2w =
KN, BT AR B . [R]85 BALB/C #R 5 50
Ho 1R 2d 5, A MR e S U Re it . 76 JC T 51
TECT e BUBE B, VA2 Immx1mmx 1mm, 38 i3
SRR AR R IO, 27 T
1.7 b5 a

FEAN 1 S 50 5 968 B A A B ) T K A e
FEAE I B, BEHLAY I 4 2H (X BRH S 28I e |
AEALH S 26 B+ A2 ), BR2H 10 H o XFREZH T
PL0.2mL A FRERKVE 5 3 S 26 BE 2 o 7 rh 224
W 0.2mL(110g/kg )T H 5 EALH 5467 A 1mg/kg
WA ST SRR+ AL LA 25 253 0.2mlL
B, R 1me/kg MRS RS . DRSS ARG
25 1R ESEZY 21d, WA Z5HF IR ER 5 T8 A Tt
FULFE. . 53 B Bvia 2 2 e IS 5
1.8 #| B Ak H L

FIH FQ-PCR 2 A 7~ 4 il 25 20 #1 B 97 21 21
1 ERCCImRNA .RRMImRNA hMLHImRNA .BR-
CAImRNA BB

B A549/DDP #iEUIIEELH S, B TR A4
FTFRA, Z3REF A PET000 4 H sh2d 6 & &
PCR SOt B A B PR EA AR DA . G245 R /S,
HUI A S i R R MR A NS
X R AR S B, LAGE L ¢DNA BT & i 3 R G #%
DS EE Wl ¢cDNA BT B—actin A9 UL ECAY HL{E
HEA T R L

2

1.9 HAEapIE L a2

FIIH SPSS 15.0 et #4447 84l Ge it b 22
THRBHE L (x5 )RR R R T 25081, L
P<0.05 WZERA G E L
2 H#HR
2.1 AR BEA IR 48 AR 45 B4R AS49/DDP A S
282% ERCC1mRNA #9 %k

MR 1 F I, S REEA IS RE 98 T
A549/DDP filifa 214! ERCC1ImRNA (9335

x1 FAX AS49/DDP ffifE AL ERCCImRNA HIRIE

20531 BEn ERCCImRNA/B-actin
Xof R ZH 10 3.30+0.61
AR 10 2.1320.19%
A ZH 10 2.23+0.29"
Z 2 HE N 2H 10 1.1220.15°

. SX IR PEAT LR, "P<0.01 5 5 5 25 I 2 + I EA 24 1k
174, "P<0.01
22 KA EBRAINAARS
2022 RRMImRNA #3 %k
MR 2 F i, S REA IS BE 98 T
A549/DDP filifea2H 41 RRMImRNA B9k

xR 2 HBLAN A549/DDP fiifEZHZ RRMImRNA BRIE

A& AS49/DDP A

Eatgill Fun RRM1/B-actin
X 2 10 3.5620.51
R 10 2.07+0.32°
M 20 10 2.19+0.34"
Z 2RI+ A 10 1.25+0.38"

5 IR EAT LA, P<0.01; 45 5 2K e+ I AR 2 30
1THR,*P<0.01
23 K E IR AT AL AL 45 3 An A549/DDP A
2042 hMLHImRNA #) & &
MR 3 A, S RECE A RE 0% 3G n
A549/DDP JififEa 414! hMLHImRNA 3%k,
Fz3 KA A549/DDP fiifEZHLE hMLHImRNA FRiE

20531 BEUn hMLHImRNA/B-actin
oyt 10 1.21+0.13
A 10 2.16+0.32°
A ZH 10 1.95+0.33"
Z RN+ 2H 10 3.25+0.70°

0 5 A RRAL AT LU, "P<0.01 5 5 2% 24 fe 4 + T 41 20 30
173, #P<0.01
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P R SRR AR AS49/DDP BRI £ 245125 DNA 345185 iFst

2.4 AR BRSO 4R AR 45 A% AS49/DDP AT
2027 BRCAImRNA # & ik
MWK 4 F i, S 2 FERA I RE 18 B 1%
A549/DDP fiififir 214 BRCAImRNA (363K,
Fz 4 FEA3T AS49/DDP hifEHZ BRCAImRNA KyFRiL

20 541 FEun BRCA1/B-actin
payiseal 10 2.15+0.75
X £ 10 2.04+0.35%
A ZH 10 2.30+0.29"
AN+ 2H 10 1.20+0.11°

T S R AT L3R, "P<0.01 5 5 2 2RI % + A1 20 30F
1THEE,*P<0.01

ZE L ARR LRSS R Won , S 2R+ TN 4 358
HE & A e I K ERCCImRNA . RRM1ImRNA
DL & BRCAImRNA ik, Z5HASI2=E X
(P<0.01). 5350228 MeRE+ AL TR R 08 Wl 2538
hMLH1, K25 5 HA Geit2#38 L (P<0.01)
3 iFig

H AT T NSCLC Bfbs7 25 mZ  (HLUSZE,
JEHELUGUER (CDDP) Ay Hefili 19 77 2247588 Ry 3
VER— LR 2 A ROT) 2 R B2 T
(RS R R & VRS 1PN G i =5
Bl 5526 M 2E A RERR BUA L SR e 4 — &
S5 B, (RG] NSCLC BE WA T &
B THMA R, BREE BT AN, 25 Rt
2 PEATE IR 2 IR 25 W6 97 I N AT sl A ) — B
S o QnART A b 24 | S 2 e Xk 24 O e 24 M Y
L AEA T K B R 25 TR ARG

it P U i TR R A IR 25
SRS BER BLA , J  ER , Pe N A  ARdT e R
— RS AR I, IO K A5 AN T
a3z ) v B2 25 R BRI AR I 2 5 )y,
FEAY M ANES R AER S SFE LAY
VR AL N, A R 25 i ASLIR B EE 2 T, 4 %
A1 PRSI e UE B G it AR V6 T 7 A AN YT AL

N4 SRR 2 S0 , R 1 4 S0 i e S
254,k S AR Y DNA AUBRESE 4, R DNA
M A e fE , S IR A T 7, i,
DNA #4531 52 T fig (1) S5 2 I0UEA 1 245 11%) 32 ZE AL 6
Z— . DNA $iith 8 Z G Yie g o 2 T B0 4
XHAGST 2500 77 AP e A T 2, P A AT IR VI B &

2 (nucleotide excision repair, NER) .DNA A &5
JEK (DNA mismatch repair gene, MMR ) \DNA X%
Wi 445115518 & (repair of DNA double—strand breaks,
DSBs )& # LAY DNA B fite 5 Jr =,

OYIBREE 3 L H ALK 1 (excision repair
cross—complementing group 1, ERCC1) AN AZAEAZ AT
firs i JL i M1 (ribonudeotide reductase M1,RRM1) )&
255 NER WY WAL

ERCCI 5 DNA &5 fig ik = T #hE N F(XPF)
A % 1 S R AR (ERCC1-XPF)®, B A7 1)
B 57 s AB AT OB B XA . il i A I ERCCT
PR A, AT ] S e S NER (995 PR 7K
PP, RRM1 J2 DNA 45 it i i) BRIl , $h 753
SOBEFERITIRE , 2 Mg $0 ] Bk R 00, HER kK ]
VE XS T 7 R T DA 2R 0, 2 26 e T i o]
ERCC1 Al RRM1 K-, HfEM AT i NER &
A8 I VBTS2, 0 P 200 A 1 7

QT H P hMLH1 &4k hMSH2 %: 2 )5
MMR FJ5EH 8 L — A EZ AR 7> . hMLH1 2 A
UUBRBE T2 MMR Bl 958 5 R AR Y PR SR 4R L b
TeA AN LGB, AR TS M IR X AT 24 0 %) BT A 1k
PAFVEMS 25 120, S 28T hMLH1 BE[RK
-, B AR OO A AR DA 0 it 9 A Y A 2
[ES

(B)BRCA1 (breast cancer susceptibility gene 1)
5 MRN(MRE1,RADS0,NBS1) % £ %) 3 iz 4 [7] U5
R ¥ % # (non—homologous end joining, NHE] ) } [7]
TR T B9 ALEE DNA 1B (homology directed repair,
HDR) 3L 25 DSBs M, KRR IR & I
BRCA1 i c—Jun 25K Vi i (c—Jun N—terminal
kinase , JNK )i 1 2 55 240 I JoT 390 94 ) 42 45 g 00,
R RE P WTZE %, BRIE b ] G AT %) U,
S 2EI AR BRCAL JEH 3k , 4l Homg i 1
B BT DSBs , 4 1M 3 4 Z2 52 i 2Y

g5 FIER i 20 S U 7 A R BT T 24
DNA 5 Z G Dy e fh 1 i 2 H b d S0 i
SRR IS DNA #5185 R e, Wil ER-
CC1.RRMI1.BRCA1 2 [H fy & 1k , o [R] ik 5
hMLH1m R A2 3k 3 5o 22 5L DR 19 LA A
JiRJEE AS49/DDP #R AR NARZETR 25 9IRS, T RERE:
2 B L e AT 2R T 25 iR A 2 — , ik — b
WER M I Z 2R AR .
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Study on the Influence of Shenci Capsule on Lung Adenocarcinoma A549/DDP
Multidrug Resistance and the Repair of DNA Damage in Nude Mice

LIANG Kun, XU Liqun, XUE Xingyang, WU Xiaodong, YU Lijian, WU Di, ZOU Ying
(Cancer Center of Guangzhou Medical University, Guangzhou 510095, China)

ABSTRACT: Objective To explore the influence of Shenci capsule on lung adenocarcinoma A549/DDP multidrug resistance in
nude mice. Methods Vaccinate 40 C57BL/6 mice with lung adenocarcinoma A549/DDP cell suspension and establish solid tumor
model, randomly dividing into Shenci capsule team, Shenci capsule+cisplatin group, cisplatin group and comparison team. Control
groups are given same amount of physiological saline and other groups of tumor—bearing mice offered medication 21d, adopt FQ-PCR
technology to examine expressions of lung adenocarcinoma AS549/DDP lung cancer tissues ERCC1 mRNA, RRMImRNA,
hMLHImRNA, BRCAImRNA. Results The results could reduce the expression of ERCC1, RRM1 and BRCA1 genes, and increase
the expression of hMLHImRNA gene. Conclusion Using multi —gene regulation to improve the cisplatin resistance state of lung
adenocarcinoma A549/DDP in nude mice, it may be one of the methods of Shenci capsule reversing lung cancer multidrug resistance.

KEY WORDS: lung cancer; Shenci capsule; cisplatin resistance; DNA damage repair





