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1 (adenosine deaminases acting on RNA 1, ADAR1) XM , ik . BEHELB LR EZAMEHA S ADARI HEHEKXE
LK% 8-Cl-Ado(10 pmol/L)AbFRFL AR SK-BR-3 4BMIAIFIAS ] ADAR] & H R BB AR MTT S MR A Iz
41 8-Cl-Ado(10 pmol/L)/NZ54H % SK-BR—3 4HHIHEFE BB ; MTT B4 O A4 el SK-BR-3 #fiid 7% ADAR] Ji
B (25 EVHRA 2S5 #4H  ADARI-P110 45 . ADAR1-P150 41 )%t 8-Cl-Ado #E] SK-BR-3 5 KA AR, LR . 2LIE
AL F ADAR1-P110 1 ADAR1-P150 B FHH B ¥ B & FiE55HL (¢1=9.871,P=0.000;:=7.169, P=0.000) ; 8—~Cl-Ado 1
SK-BR-3 4l 48 h J§ ADAR1-P110 #1 ADAR1-P150 & A B 387 B (K (1=—8.838,P=0.013;:=-19.866, P=0.003 ) ; 8~Cl-Ado
Y& SK-BR-3 £Hfil ADAR1-P110 A5 ADAR1-P150 £H 48 h /S FA P R 8H B K F 25 HA (P ¥92% 0.000) ;8-Cl-Ado 1EFH
SK-BR-3 4fff ADAR1-P110 Z1/1 ADARI-P150 41 48 h G T B RX B & T2 A4 (P4 0.000), it .8-Cl-Ado BEHA R
W4l SK-BR-3 s AR , HAEFAHLHIFTAB5 ADAR] RIZ T RA X, '
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Effects of 8—chloro—adenosine regulating RNA editing deaminase ADAR1 on

proliferation and migration of SK-BR-3 breast cancer cells
Xie Feng,Mo Xiaomei,Yang Shengyong,Li Li

(Molecular Medicine and Tumor Research Center of Chongging Medical University)
[ Abstract | Objective : To evaluate the effects of 8~chloro—adenosine (8-Cl~Ado) on proliferation , migration and adenosine deaminases
acting on RNA 1(ADAR1) expression of SK-BR-3 breast cancer cells. Methods ; The expression of ADARI protein in breast cancer
tissues and SK-BR-3 cells treated by 8-Cl-Ado(10 p;mollL) at different time were evaluated by Western blot. The effects of 8—CI-
Ado (10 pwmol/L) on proliferation of SK~BR-3 at different time were detected by MTT and morphology cbservation. The effects of
ADARI plasmid over-expression on proliferation and cell metastasis in SK-BR-3 cells(the blank group,the vector group,the
ADAR1-P110 group,the ADAR1-P150 group) were tested by MTT and wound healing assay. Results:The expressions of ADARI-
P110 and ADAR1-P150 protein in breast cancer tissues were significantly higher than those in adiacent tissues(¢=9.871,P=0.000;¢=
7.169,P=0.000) and decreased obviously in SK~BR-3 cells treated by 8-Cl-Ado after 48 hours(:=-8.838,P=0.013;:=-19.866, P=
0.003). The proliferation inhibition rates of SK-BR-3 cells treated by 8—Cl-Ado after 48 hours in the ADAR1-P110 group and the
ADAR1-P150 group were lower than those in the control group (All P=0.000). Furthermore ,the migration rates of SK—BR-3 cells
treated by 8—Cl-Ado after 48 h in the ADAR1-P110 group and the ADAR1-P150 group were higher than those in the control group
(All P<0.000). Conclusion ;: 8—Cl-Ado could inhibit the proliferation and migration of SK~BR-3 breast cancer cells by the down—
regulation of the expression of ADARI protein,the mechanism of action may be related to the down-regulation of ADAR1 protein ex

pression.
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8-SR F (8-chloro—adenosine , 8-Cl-Ado) & HT
ERBMBRTRYUYIES , AELFEA T
PR, ELA I 250 i MG 5E , = 25 e 41
MR T A U4, 8-Cl-Ado BT AR 1B FI ML
R, AR AT RER Z AL, CERR
B RNA Zi%8 -5 2 R0 i i R AR &k R R8T,

RNA 4i%8 8§ 1(adenosine deaminases acting on RNA

1,ADARD) ISR B A VZH—F RNA 4B, A
P110 A1 P150 B TR ,P110 X EHFE T H K
W, T P150 EEFFAE T4+, ADARL RSB
RO R 2 E B R BTN Bl A~to-
1 RNA %, XR—MEENEREBG X, B
A Mok 3L 8-Cl-Ado HLIEVE A X/ RNA 4R
BEKPBRFRIRE, Bk, AR SR
8-Cl-Ado XT2LAR/E 40 SK-BR-3 40 Ha3t58 &2 il
DL 5 ADAR1 FikMAHRME, Liw BB 8-Cl-
Ado 3101 L AR 9 40 a3 78 B9 /E R LA, S48 8-C1-
Ado HLREVE FMIBTER S, LU IRABRSE 8-Cl-
Ado RITFLIRIE LR 2K R

1 MR5HE

1.1 AH

L1l AR M R EFRR AIREME AN ARREA
LAREHASREARR A 3 FIRLIERE  hERER ¥
FEXSE R OB KB R R RS REYD
WTIE SC AR RTI R AT AL TIATT , -80 COkA PR, AT
% SK-BR-3 4tk ETF FTERRER KREN FRESME
R LEFE, AN ATCC (The American Type
Culture Collection) , BE#F 5%t J7-80 CEUBAINE , BB A
Ml DHSo 1 B RARA: (LR FR 22 7] (CB101-01) , ADAR1-
P110 Bk ,ADAR1-P150 [fibi5 pCMV = F 8RR Bk 3R
B ERER KD FIR 25 R B0 A K B R,
112 3 TREFER TR NMNEEF & B % E Omega 2
7] (D6948-01) , lipoFiter™ i A Juistnl iy & YA A 0T PR
/> 7], RPMI-1640 3537 31 B E§ 39 B 32 E Hyclone A H],
PAN Jifi4- M 3& W (& 7% E PAN-Biotech GmbH A 7], 8-Cl-Ado
W EEEELYREERAR, RILA ADARL Hilkl A
Abcam 22 7], BILA B-actin 1 H Bioworld 24 ) , BURARIC L
£ oG B HERBGRN & SDS-PAGE & BRI i ik AT
R H R ik MTT #35K  PBS £ H 2 = KAk
YA/ 7], DMSO W B S EAMARAT,

12 Fik '

121 BREFRSHMER BAZLEE SK-BR-3 41,
37 TR BAL, ¥R RS E 8.0, 800 t/min B0 10

min, $_EIEW, TIA RPMI1640 & 10%f64- B HIE 245 3%

HERILICLM, M THEFHPET 37 C.5%C0, EiR{E

BIEFRMA TS,

122 BEAREEZMT IRBHALESALMER

WEE, MARNRR, HEZX BCARFIENEEHSE,

ZYB 40 pg HH,95 CHEH 10 min EAEHE ,RET

-80 CH1, SK-BR-3 4ifIZ 10 pmol/L i 8—Cl-Ado 43 Bl4b

7 0,12,24 48.72 h FYR4IMR , MA R BER, B8 =

RXBCAENMENEEL SR, FHR 40 ng HH,95 CHE

8 10 min HEAEMSS RFT-80 CH, SK-BR-3 HHHE S

k4> ADAR1-P110 44 . ADAR1-P150 41 ,pCMV =z #{ *t

MR mEXRA 4 4, BT 3 pg P 12 h FHRFTET

FRWIEFRE 48 h WORGEM, N A\ SIS, FE =K BCA

BERENEZEOTE, S4B 40 ng EH,95 CHE 10 min

BATHE, /R T-80 CH, i#4T SDS-PAGE H.1k (80 V,

30 min; 120 V,1.5 h) , BB (250 mA,2.5 h) )5 F 5% B BE

MW ZRER EHE 1 h, 25— B-actin(1:1 000) ,

ADARI(1:1 000)4 CiH BB ; —Hi(1:5 000) BB IKIEE

1 h, R BB B ST ot

123 MITZEBMESEREZKRWARYHEEL B
MTT SEE M 8-Cl-Ado XF SK-BR-3 4SRN AIVERT,

b F A K BT ZLARE SK-BR-3 4IfUINBEEEE T 37 C
REFe48754k 3 min, 1 000 t/min B0 5 min, 3 W, 0 RP-
MI1640 58 &35 77 B0k T 2 8 i B 40 M B, 1 40 A 30
T S x 100 AAFLEEREM T o6 fLIRPEF 24 0 5,

FHE 10 wmol/L #) 8—Cl-Ado HIHT#EI% R 5 5% 0.24,

48,72 h, & L ¥55F 4 h 85, 0A 10 uL MTT 3 (5 mg/mL),

B 3 AEAL, K IERTRFLABERZ LA 100 wL DMSO
VWL, Z AR R VAR 10 min, R FHBEERAGHIE 490 nm
IR G (absorbance, A){E , S E & 3 IK; [RBPHEIN 8-C1-
Ado HFIA NN 8-Cl-Ado 4H¥EFF 0,24.48 h J5 , 7EBIE B %
BT WiEE 8~Cl-Ado X SK-BR-3 4 i1 5 1 ma , 3741 IR

4%, 3B MTT LB ADARL X 8-Cl-Ado MBI FLIRE
SK-BR-3 4HAfI47E1E R AR, ¥ SK-BR-3 4HffILA 2 x 10°
AFLEERM 6 FLAR , 4 ADAR1-P110/8—Cl-Ado #H . ADAR1-
P150/8—-Cl-Ado 21 .pCMV/8-Cl-Ado £ . f8/8—-Cl-Ado 4 . %5

EIXTRRAAS SR, OB KA A 41, DL 5 x 1004/
FLE 96FLAR , B4’ 3 MEFL, ADAR1-P110/8-Cl-AdofH ,

ADAR1-P150/8-Cl-Ado £ ,pCMV/8-Cl~Ado £ . %} f&/8-Cl-
Ado HIMAE 10 pmol/L ) 8~Cl-Ado HEFEWIEFE 0.48 h, 25

EIX IR & 8~Cl-Ado BB EMIESE 0.48 h, EEFRLI

Ao, TREE 3 K, IHHAMAMHIR, 08 EMHIFE=
(1-3E040/25 AXTHIREE ) x 100%,

124 HO/EZBRRNARIBHFER BIHOREEL
AW ADAR1 X 8-Cl-Ado M| SK-BR-3 48 M E B H %
Wi,4+%5 ADAR1-P110 41 ADAR1-P150 41 .pCMV =4
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AR 4 4, BHEBD HEMBFIARME 2 FpabdE, ¥
SK-BR-3 4AMI LA 2 x 105 N/FLEERN 6 FLAR , FF MR & 70%
~B0% /5B Y TRIIE TR 2 24 h,, FH 200 pL AW AERFL
R4 SRR , PBS VR R AR B , 025 AR 0 2 B9 (K i
WIEFEEF 08 L ARESBHMETHR, TREE 3K,
E#ER=(0 h FEE—48 h TTH)/0 h TF x 100%,
13 SRt E o5

FTR B R A SPSS 22.0 A4 HT , B RUAKE + FRE
#(x +5)FR, Western blot B HHN KX B WELBRRAH
WAL ¢ BT s MTT LR AT Ay o RAE R M BT R
ST MTT SEI0 BT 038 78 1 36 SRR Y B R R O 2240901,
BBl LT LSD- R ; 5 O & LR F AT iR
HRETEST, MEIKUE a=0.05,

2 & B

2.1 ADARI1 f£ A SURSE 20 0,95 Fo 9 I 41 47 F 84 A 54T
Western blot ¥l ADAR1 E A7 3 B & 2L IRE B
AL RIBFHAPHRIL, R WA 1 B~ , ADARL-P1104
1 ADAR1-P150 A B RBRALWELIBRYAER
TR (£=9.871, P=0.000;:=7.169, P=0.000) , #27RADAR1
BEENRRETRSIABEN R ERBREME,

N4 CHl
1

' 33 ) 3
ADARIPISO| ... M”
ADARI P1IO [ m o

B-actin |4

14 QPO N4l gPLI0 C4l
1.2 3 wrisoNg weisocgl

1.0

£ 08
j 0.6
0.4

0.2

0

a

ul

N4 FURMISS 441 (n=3) ;C 41, LB AILY (n=3) ; 1. FL AL 50
1402 BB 2 41,3, LIRS 3 40, FLIRMEEL A 5
FLAR M 4 2 L PR EL g , P=0.000

BH1 IS HA SEAEESAT ADAR1 EEHRIENAR

Fig.1 Expression of ADAR1 protein in breast adjacent normal

tissues and cancer tissues

22 8-Cl-Ado #f SK-BR-3 %3t % ADAR! & & & & K F
¥ vh '

Western blot % 10 wmol/L Y 8-Cl-Ado 1EfH SK-BR~
3 4RI I (0.12,24.48 .72 h)XF ADAR1 EHRIXEE
B, SRE 2 fin,SK-BR-3 #AEP ADAR1 EHFRIX

BFE%E 8-Cl-Ado fEFIRTEIXE T B MK, ADARI-P110
45 ADAR1-P150 B BRI B4 BI7E R FRT 6] 2 2 [E] B A L
% ADAR1-P110 f1 ADAR1-P150 EHFEXEAE 12h 50h
TH B % R (¢=-3.080,P=0.091;:=-2.111,P=0.169) ,ADAR1-
PIIOBEEXRIE24 4872 h 50 h HHIL BB TRE(e=

- -9782,P=0010;=-8.838,P=0013;1=-11.126,P=0.008) ,ADAR1-

P1SO FHEFRETE 24.48.72 h 5 0 h LA B T B (4=
-22.317,P=0.002;:=—19.866 , P=0.003;:=—14.949 , P=0.004) ,
il ADARI-P110 1 ADARI-P150 B FABIE72h 548 h
A B B35 B (1=-3.704, P=0.066 ;:=—0.908 , P=0.460) , H
WA Y, ADAR] FEERX BB 8-Cl-Ado 1EFET A N
TS T, HAEM 48 h S4IMA ADARL R B THE &
B & ,72 h J& ADAR1 BHRIKKEY 48 h EARFFAH
[, 680 8-Cl-Ado P LA T /FLIRE SK-BR-3 41BN ADARL
BEHMEREER, i

8-Cl-Ado(10 pmol/L )
o 12 24 48

72 (h)

ADARI1 P150
ADAR1P110

-actin |4

14
1.2
1.0

g 0.8

Jos

0.4
0.2
0

§ADAR1 P110

® ADAR1 P150

S

5 0h BB, a TR P<0.05;b TR P<0.01;¢ F7R P<0.001

2 8-Cl-Ado {E AR E I} EIX FLARME SK-BR-3 1 ADAR1
ERRXHRN
Fig.2 Inhibitory effect of 8-Cl-Ado on expression of ADAR1
protein in breast cancer ceﬂs’ SK~BR-3 for different times

2.3 8-Cl-Ado 2+ $URk#% SK-BR-3 fnje 3% 7 vy %R

JH MTT L8483 10 pmol/L B 8-Cl-Ado /£ SK-BR-
3 MO A FIEFIA] (0,24 .48.72 h) X 40 Hus 54 a2 , Anzs
AR BT RA, MBA A LRH , B IE S A, 55
Ri#E1, EENEFEZSTA1E . BEIEE F=203.409, P=
0.000, B jE] x4 F=317.915.P=0.000, Ajn 8-Cl-Ado 4h 38
AN 8—Cl-Ado ZbHHL 7E 24 h(:=10.668, P=0.009) .48 h
(+=11.602,P=0.007) .72 h(:=67.800, P=0.000) ¥ % tL B A
GitgER, EREW,8-Cl-Ado BEBI 2% SK-BR-3 .,
Jm A pu i 7 , B AP AERS BRI, 7EBE BIMEE T WE%8-
Cl-Ado X} SK-BR-3 4Hj¥FE M, & 3 (T LIE Y, 8-
Cl-Ado BEBH B SK-BR-3 4RHAIEF
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F£ 1 MTT %4 8-Cl-Ado 7R [E] i a3t FL AR
SK-BR-34HAEIE RIS ( x + 5,n=3 )
Tab.1 Effect of 8-Cl-Ado on breast cancer cells SK-BR-3
in time-dependent manner by MTT assay ( x +s,n=3)

215 Oh 24 h 48 h 72h

IS4 0.263 £0.003 0.510 £0.030 0.747 +0.059 1.225 +0.032
2540 0.263 £0.003 0.373 £0.031* 0.332 = 0.009* 0.180 + 0.007*

T s, ZGEL S AN 25 4 P LLERAT B 2 R L (P<0.05)
Oh 24 h 48 h

8-Cl-Ado(-)

8-Cl-Ado( +)

B 3 8-Cl-Ado A AtiExt SK-BR-3 4 A5 Y 50
Fig.3 Effect of 8-Cl-Ado on the proliferation of SK-BR-3 cells
at different time points

LI b 45 B SR Wetern blot K5l 8—Cl-Ado 4b 3 SK -
BR-3 4L A [GlAsF Al ADAR1 8 1 1k B ARk A 45 5 3L )
A3HE, AT LR 4598 . B % 8—Cl-Ado 1 R st IE] 38 An , SK-
BR-3 4PN ADARI 2 (335 B WA, 20 M nd 3 5o il
REWTHRE,#7 ADARI 8 AR IE T M ATHELE 8-Cl-Ado it
FLIREVE R = AR R, MR SRS SR (i SR |y 8-Cl-
Ado LR 1 FIHR BB R, HLtE—2 W] 8-Cl-Ado Ui

AYVE R
24 ADARI i &k 3t 8-Cl-Ado #74] $LAZ &% SK-BR-3 4m i,
3 74 64 % vi)

SK-BR-3 Zififi ADAR1-P110 Fl ADAR1-P150 JFi#iit
Fik, Western blot Z5 41 4 iR, 45 FI5T B4 A ADART -
P110 fil ADARI-P150 ik H 4355 pCMV Z5 A L3
Gl iE X (1=2.422,P=0.136,;1=5.163 , P=0.036), ADARI-
P110 3o 263K BRI 4H i ADARI-P110 3k &A1 ADAR1-P150
o FER TR ZE 9 ADART-P150 ik it 703 525 (1 ) B AL AH
P 3 ) (1=9.202, P=0.012;1=7.759,P=0.016) , SK-BR-3
#MHEZe ADARI-P110,ADAR1-P150 it ik Tk il pCMV Jf
K5 YL 3% 2 24 h A 96 FLAR, MTT 35460 ADARIT i 4%
KX 8-Cl-Ado 75 SK-BR-3 41 48 h (143 5 41 1] 14 5%
M, PRSI 25 20 Ao o BLAL 3 UK, T1HEL 1 45 A0 BHA 40
i 48 h AINHIER, WL 2, AL PRI R B Z A St eE R
X (F=25.361,P=0.000) ,J5 17 LSD-t 41 BHH LLAE : 10 pumol /L
Yy 8—Cl—Ado 7EJHXT BZH A pCMV 25 2 2H 48 h(P=0.969)
JE M I A S, 10 wmol/L ) 8-Cl-Ado fEFIADARI-

PL10 ZH 48 b f& 40 M40 1 238 04 2 301 55 6T HROAELAH LY T Jb AR
(P=0.000) ;10 wmol/L f¥) 8-Cl-Ado YEJH] ADAR1-P150 41 48 h
Jei B0 A0 A0 2 2R 0 1 5 0 B 2 K HE B R R AR ( P=0.000)
LHEE R UL ADARL 1 R IR ARABIN S 8-Cl-Ado Xt FLAR I
SK-BR-3 A A= < S 58 A M i VE T, B ADART 5 8-Cl-
Ado M FLIR I SK-BR-3 41 48 5 A4 £ HI AL AR 56 | $ R
ADARI1 ] fig 1 8—Cl-Ado iR 1 FH RGBT 8,

ADARI P150 | ~ .
ADARIT P110 | o oo, S oy

Q% FIX AL mpeMV7E 84l
BADARI-P1104] 8 ADARI-PISO#  a

a: 525 I IR LS, P=0.000

E 4 ADAR1(P110/P150 ) Bkt Rik g R
Fig.4 Over—expression of ADAR1(P110/P150) pasmid

F2 MTT Z#&ill ADAR1 i3 ik %t 8—-Cl-Ado H #I 2L R %R
SK-BR-3 {HRaEE MR ( n=3,x £5,% )
Tab.2 Effects of over-expression of ADAR1 pasmid on
8-Cl-Ado inhibiting SK-BR-3 cells proliferation
by MTT assay ( n=3,x +5,% )

25 48 h iR
XF e /8-Cl-Ado 41 69.61 +2.03
pCMV/8-Cl-Ado 4 69.50 + 3.66
ADAR1 P110/8-Cl-Ado £ 52.85 + 3.56%
ADAR1 P150/8-Cl-Ado £ 53.83 +3.37%
Fid 25.361
PH 0.000

T v, 5% R ELAS AT B3 T 2F 08 X, P<0.055b: 5 pCMV 41
A Gt F 3 L, P<0.05

2.5 ADARI it & ik 3F 8-Cl-Ado 474 SK-BR-3 #m L it 4% 64
Hrh

SK-BR-3 4143 A4 FIXHREH . pCMV 25 3R41 ADAR1-
P110 4 ADARI1-P150 4 4 Z0RIJR , BF2H 50 51 A hn 24 Fnfin
Ab P 48 h, 7E{R]E W AEE T A SR E S Bk, EH 3
WAL 48 h IIERS R, WL 3. Gt A4 1 prin
TR AT A ORI R (F=212.762, P=0.000) 2451
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H# (F=1079.919,P=0.000) FTRLIH <25 K 2 (F=69.561
P=0.000) , % SK-BR-3 41 48h iF-#% % 3 5| Bk FI 24
A IR 2K A0 S8 20 5 20 8] L84 T Bonferroni 2 1E, 45 1
XA A TNZY N2 48 h TR KA pCMV ZS 8R4l L, T
HiitE R L (P=0.407,P=1.000) , RN %% Y #RFORLXT 40 LT A%
JCS4 R ; ADART-P110 #1  ADARI-P150 4R N2y gy
48 h AT B %3 A BEATA H 5 B 8 T iR (P=0.000, P=
0.000), %M ADAR1 i Fikfgfe it SK-BR-3 Fadi iy iL %,
23 (1% B2 pCMV Z5 4 ADAR1-P110 41  ADAR1-P150
A INZS 48 h TSR 5024 48 h TR KRB LA 45
T2 X (1=51.212,P=0.000;:=41.103, P=0.001;:=12.484 , P=
0.006;1=6.157,P=0.025) , M 10 wmol/L Ay 8-Cl-Ado &
il SK-BR-3 40 LT A5 HE J1 . 4i{F Western blot 151} 10
pmol/L Y 8-Cl-Ado Y] 48 h fiEfli ADAR1 2 {1 A #IA W] b
FRERZEIE, £ T 8-Cl-Ado FTLLEE FiH ADART FAH]
FEANAR TS RE D)

%3 SK-BR-3 A [E 4L /EHI 48 h T B EHHT

( n=3,;c:ts,% )
Tab.3 48 h migration rate of SK-BR-3 cells under different

conditions ( n=3,x +5,% )

Z5 AINZG4R 48 h TR IIZGL 48 h iTREH
75 [ % B A 61.26 +1.04 10.41 +2.63°
pCMV7Zs 84 58.98 + 1.70 8.99 +2.10°
ADAR1-P110£ 72.88 £0.51 58.56 + 1.49%
ADAR1-P150£H 70.55 + 1.67* 43.88 + 5.49%

T ra, 528 0T BREH P R HEASAT R 1H2F 38 L, P<0.05;b: 5 pCMV %5
FRATH W AL LA G2 X, P<0.05 5. JINZGE 5 AN 24 4L
A G5 X, P<0.05

25

.
= H

2R pCMV 72 341

8-Cl-Ado(-)

8-Cl-Ado( +)

ADAR1-P110#H

3 3t g

LR & R A P R DL RE 2 —  TE 28R
0 R g P 7 5 = FLBRIR R A T SR
JEREHZ BIRE S BE R S IRBE AN IS O A AR
LR PR B S 2 R s, TR EE &
30 AP MEFLAR IR SE TR R R AL L ARy H 3L
HRRE B L B R L PR — O e

AT K M FLIRE G219 ADART kK
SR G TR RO SR L4, 3R ADARI m &kl
fie 5 FLIRE A & A R R B UIAH G, 8-Cl-Ado AEW I
0 351 7L B8 00 348 5, O 2 e AR 1 5 [T 10
pmol/L ) 8-Cl-Ado 1 SK-BR-3 FLREZMI 48 h
Je BE A b BRI LR J8 40 i SK-BR-3 ' ADAR1 &
&L, £ ADARL (#RE FRATfEY 8-Cl-
Ado LU O VE DL AR OC . ik — 2o
ADARI J&7% 5 8-Cl-Ado %} SK-BR-3 4 {4 7
MEI AL FE , ADART Bkt ik 5 43 B X 8-Cl-
Ado i SK-BR-3 4t a5 58 AT #% RE 1 B0, 8
if MTT 5286650 ADAR1 1 Fik %} 8-Cl-Ado #l1 il
SK-BR-3 #3851 At 52 i), LA S 38 3t 40 R 56 46 A6 )
ADARI %} 8-Cl-Ado #li] SK-BR-3 4 il if 4% ) 5%
M, 25 5 b7k ADAR1 i KA 525 FIXT B AR L
ADAR1 B A REIH 855 8-Cl-Ado #1#i] SK-BR-
3 ARSI R RS RE T

ADAR1-P1502

Oh

48 h

B 5 ADAR1(P110/P150 ) kit ik Xt 8-Cl-Ado %] SK-BR-3 4RARERAISNE(100 x )
Fig.5 Effects of over—expressed ADAR1(P110/P150) pasmid on 8-Cl-Ado inhibiting SK-BR-3 cells migration(100 x )
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FRERRFENIBE YRGB R
¥ BFrZ—,8-Cl-Ado B—NA RN AT R Z
Yy, EFE IR 8-Cl-Ado BB 1T IR T B FIEL
i O B RS BEBR L /5 A BUEL ATP 254014 8-C1-
ATP,8-CI-ATP W LA 5 RNA B4 & B4 LT,
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