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WE: BB 1) MicroRNA-185 (miR-185) X I & B 5K 2 [ (Ang 11 ) 45 #9.0 L AH A8 R K 9 12 A 5% Ml
it KON R He2 4UHERENLS A X HRAL  Ang TT AbFEZH A XT HRZH A0 miR-185 i ik 4l o X R 2H 41 it R
WL SR Ang T ALFHAIANAH BLRG 37, IR AT Ang TTAGEE; B PEXT HE 20 40t & miR-185 BT & (NC) Ay JG I 35
FEFRHAL I 24 b J5 45T Ang TTAGEE; miR-185 3 SRk 41 4 FH % miR-185 404 (miR-185 mimic) ¥ G I 375 45 57 5
REALHE 24 h [R5 T Ang TTAREE, RSN A2 o2 3R A5 T % 52 17 A 00 454 41 o miR-185 o0 5 4 R K ( ANP)  fiki 64 ik
(BNP) \B-WLEREE [ F 4% (B-MHC) MM /324 F B 11 42(CDC42) mRNA 3k, i FH 240 714500500 -8 46 I 4% 21 40
JL TG , A0 LA T ARG TR B A A L AN T/ MACE T 7K, Western blot 25 0 2 4520 41 it Hp 7% AL 8 22 3R R
ZARER G (cleaved PARP) JEALHY caspase 3 il CDCA2 HE 3RibE, &R HXTHAILE, Ang 11 ZLFHZH FIB]
P R Z 40 M miR-185 FHXT2R5 1 21 a3 % 8 2 B AR (P < 0. 05) , ANP BNP ,3-MHC Fl CDC42 mRNA A% ik
it AR o AMAE TR KA AR PARP (I ALY caspase 3 Il CDCA2 4 AR Fib it & TH R (P <0.05) o [FPEXT
HRZ05 Ang ITAZLFRZA 40 miR-185 Fl ANP BNP 3-MHC CDC42 mRNA HIX} ik AU E v T/ MAE T+
JEAET PARP 35 L7 caspase 3 ,CDC42 B FIAEX) ik & LA E RS ITH#EB (P >0.05) . 5 Ang I A1FB 1
X MR b2, miR-185 3 3% 36 21 41 g P miR-185 A X & ik & . 40 i 1% ¥4 &8 3% 7 % (P < 0. 05) , ANP . BNP , 3-MHC I
CDC42 mRNA HIXF ek it AR T/IMAE T 7 &35 LB PARP 75 {L 7 caspase 3 .CDCA2 2K [ M Xt 635 i 5 [
flK(P<0.05), £ miR-185 W] AE I i T .0 ULAH b CDC42 K F SR % Ang 11 45 10 WLZH 453 405 , 400461
Ang T A 090 WLATABIE S FIYR T, et O WUATAEIE o, AT &0 LR PR
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Effect of microRNA-185 on angiotensin Il mediated cardiomyocyte hypertrophy and apoptosis
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Abstract: Objective  To study the effect of microRNA-185 ( miR-185) on angiotensin [[ ( Ang I )-mediated
cardiomyocyte hypertrophy and apoptosis, Methods  Myocardial cell line H9¢2 cells were randomly divided into control
group,Ang [ group,negative control group and miR-185 overexpression group. The cells in the control group were cultured
conventionally ; the cells in the Ang Il group were treated with 0.1 wmol + L™"Ang Il for 24 hours;the cells in the negative
control group were treated with Ang [ after transfection with serum-free medium containing miR-185 negative control for 24
hours,,and cells in the miR-185 overexpression group were treated with Ang [l after transfection with serum-free medium
containing miR-185 mimic for 24 hours. The mRNA levels of atrial natriuretic peptide ( ANP ), brain natriuretic peptide
(BNP) and B-myosin heavy chain (3-MHC) and cell division cyclin 42 (CDC42) were detected by real time-quantitative
polymerase chain reaction (RT-qPCR). The cell viability was detected by cell counting kit-8. The levels of apoptosis cell body
enrichment factors were detected by cell apoptosis detection kit. The expressions of cleaved poly ADP-ribose polymerase
(PARP) ,cleaved caspase 3 and CDC42 protein were determined by Western blot. Results Compared with the control group,
in the Ang II group and negative control group,the expression of miR-185 and cell viability were significantly decreased (P <
0.05) , the mRNA levels of ANP, BNP, 3-MHC and CDC42, apoptotic enrichment factors, and the expressions of cleaved
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PARP, cleaved caspase 3 and CDC42 protein were obviously increased (P <0.05). There was no significant difference in the
miR-185 level ,the mRNA level of ANP,BNP,3-MHC and CDC42, cell viability, apoptotic rich factor, and the expression of

cleaved PARP, cleaved caspase 3 and CDC42 protein between the Ang Il group and negative control group (P >0.05).

Compared with the Ang ]I group and negative control group,the level of miR-185 and cell viability were significantly increased

(P <0.05),and the expression of ANP,BNP,3-MHC and CDC42 mRNA , apoptotic rich factors, the expression of cleaved

PARP,cleaved caspase 3 and CDC42 protein in the miR-185 overexpression group were significantly decreased in the miR-185

overexpression group (P <0.05). Conclusion miR-185 may reduce Ang [[-mediated cardiomyocyte injury,inhibit Ang [I-medi-

ated cardiomyocyte hypertrophy ,improve cardiomyocyte activity, inhibit cardiomyocyte apoptosis, and play a role in myocardial

protection by down-regulating the CDC42 level of cardiomyocytes.
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o BRSO JUUNE SR SRR B o ) 368 0y S5 o ML A5 9%
S f R R 2, FEV5 Kot LA MO AE K R T L W &
AL S SEHLA o T 3R A A BRSO JUL 4 M
JIESJEE R T 9 43 X kst LR )R B B 2 A
o WFFEUESE, /MR A%Z H R (microRNA , miR-
NA) 2 5aE OISR I & 4 R miR-185 1E
WU EAR R b ek 98 H O LA AR K
KT 500 1 AN TG R . O B AR PR IK Catrial natri-
uretic peptide, ANP) _ Ji5i £ ik ( B-type natriuretic pep-
tide, BNP) FlI -l Bk 25 1 & 4% ( B-myosin heavy
chain, B-MHC ) J2&.C LN AL K B4R &4 , X L6455
T FZHAAAE O LA IR . 40 Moy 24 R A 8
42 (cell division cycle 42,CDC42) & miR-185 f)—~
O, 5O E KA T-A —E R R, Ak
TR )L JEEAAR S M 5 10 LA i v v 4 22 b
Wesh R 4 M B 5K R 1 (angiotensin I, Ang 11)
SN B BRI, BA O E . TE A
Z IR TR R 5 1 (poly ADP-ribose poly-
merase , PARP) F115 4L caspase 3 240 i 8 7= 1% 43
TAEY . AW UL miR-185 X Ang [ 47
A0 LA L &R H9e2 4H i rh ANP BNP B-MHC F1
CDC42 mRNA 3Rk K 4 M3 P 20 0 1= /M A
WIFA A G LB PARP TG AL B caspase 3 1 52
Wi, 5 7R miR-185 52 i JUL 20 i A R B2 R T2 1)
YERILEL, 2 miR-185 7.0 lEE 95 By ¥ 14 1 FH 4
BEIRIS SRR

1 HEST®

1.1 4R OWLAIHE R H9e2 4l iy [ Rl 2 B
YA R B AL, R A T — H JE AR ( dimethylsulfox-
ide, DMSO) #4Ji54= MfiL 75 ( fetal bovine serum, FBS) tf7 |
AT

1.2 FERFEMSE Ang I HHHER ARM
TR A% IR 1% 3% 3L ( Dulbecco’ s modified Eagle’s
medium, DMEM) . FBS 4§ § 3£ [E Hyclone 2\ &] , DMSO
) B 2¢ @ Sigma 72\ 7], miR-185 4% #) 4 ( miR-185
mimic) Fl miR-185 [FHEGF A F3 12 80 257K R

microRNA-185 ;angiotensin ][ ;cardiac hypertrophy;cell apoptosis;cell division cycle 42

AR H], S22 i SYBR Mix i 7 & 18 3 72 =
Qiagen 2\ 7], TRIzol iR, 71| £ . lipofactamine2000 iz 5]
4 8 2 [ Invitrogen 23] , 4 M T DR &0 A
T G2\, 40 i £ R &8 (cell counting
kit-8 ,CCK-8) . Mk H % ( bicinchoninic acid, BCA)
wE e s RN &L S e s U BE 4 A (radio
immunoprecipitation assay, RIPA ) ZLfR Wk A1 3
MLE AL B s RAEVEARA RS A, B
HR 3 S AL B A E DT e = hel A AL A2 S B
FARABRA W, EE B AR 3 3£ Millipore 24 7],
i PARP 75 fb B caspase 3, CDC42 HiiK ) B £
Cell Signaling Technology /5], B % 6 K ik 45 mR-
NA ) 5 A0 S G iR & 3 56 [ Promega 243 ] 5
37 ClEIREEFEFE W A 185 E Heraeus 23wl , 4l il 5 57
e H 3£ & Coring 23 F], ABI 7500 5 4 il £ S5 1
( polymerase chain reaction, PCR) {¥#§ [ 3£ [E Applied
Biosystems 2\ ) , i i 2 1250 1L FH 22 2 BE Tl A AX
4 B 3£ [E Thermo Fisher /NH]

1.3 WA

1.3.1 #AREIESR  UAAERY HOe2 4HiT,37 CiiiK
M ERAL , I3 T & R R 3% 20% FBS ) DMEM
T IR AT e B B BB 04,1 000 1 - min ' B
10 min, 3855 3, YUTE 40 i A 10 mL DMEM,
RA AT 10 em BiR 1L, B F37 C SRR
5% CO, MIEFAE T IEFR 48 h 5 T 40 A% AR
B2 Wia T fa23is .

1.3.2 s @ERESR  WALMR 2 W He2 4
JRIHERR T 6 LAk, 5557 24 h [ AL R4 BRZH | Ang
I Ab L BRI X HE 41 F miR-185 5 Kk 4. X IR
ZH A MR T T MLV s #5645 97 5 b J5 o 58 42
Frhk, GRS SR 43 by Ang 11 2L FRAT A0 MR FHTC I K
FREEEEFR S h G B R Ry S R R L AR SR SR 19 h,
477 0.1 pmol - L™" Ang TN ALTH 24 s [ xS HE2H 24
JR A5 50 pmol « L™ miR-185 B4} IR (4 JG i 75
B SR 5 h o 58 R R SR LR SR 57 19 h,
2% 0.1 pmol + L™" Ang [ 43 24 h;miR-185 355
KA AMIF 2 50 pmol + L™' miR-185 mimic 475
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MIEREFRFERE I S h, O 58 2 5 3R SRk 2 B 57
19 h, 257 0.1 wmol » L™ Ang T1 4b3 24 h, [FI1 %
HRZ I miR-185 5o 2 3k 2H 41 B 1 1 1 % 2% 3501 o
lipofectamine2000

1.3.3 LEEE PCR &% AMH S miR-185
& ANP,BNP, -MHC, CDC42 mRNA F£ix 1
“1.3.2 W17 BE R0 & 4L A0 i, P R £ 92 vh Tk
( phosphate buffered solation, PBS) ¥ 1t 3 X, &Ll
AL mL TRIzol&F], FoK S 10 min, 38 B i
RNA, $2 M5 s ilon) G U B 45 K RNA S s
cDNA, B RIK R Jy:2 x PCR ZZupif 12.5 L,
cDNA 1 uL,L{ﬁ’?%[% 0.5 pL, TSI ¥ 0.5 pL,
SYBR Green 10.5 plL, KFHZEWK 10.0 pL, SR
H25 ul, FAHEE 3 NESFL, #H ABI 7500 PCR
ICHEAT SE ) 2 e, TAERR i 305 9. 94 °C Tk
2 min,94 C7Z5 4 15 5,60 CiE 'k 30 5,72 °C ZEAH
30 s,3L40 MEFR, LA U6 VEy miR-185 [JIA 2, B-ac-
tin & ANP BNP, 3-MHC Fi1 CDC42 iy N2, K H
27K Y mRNA Al miR-185 AN ikt
1.3.4 CCK-8 EF#MZAMMFEE M1.3.2
T R ) 25 L A0 L, 50 R 4k, 2% fLIA 100 L
PBS PE¥ 2 IR, A 100 wL B3 57 5L F0 10 pL CCK-8
VWO ST s Rl N8 25 AL, A 100 L 55 55 B A
10 wL CCK-8 ¥ ;37 CHIFFAM T 2 h, RINZ
REMGEARL T 450 nm AL I 5E A 2 A0 A4 WO BE
(A), g0 M 3G (%) = (A‘j\fgﬁfﬁ - A;:;:.gﬂ )/(A)(‘J"ﬂﬁzﬁ -
Asppg) X 100% o Horpr Ay AR IRZH  Ang 11 AL
PR [T BRZH AT miR-185 o KAk 2H 40 i A {EL,
BB 3 DAL, B,

1.3.5 ZpBATHNKTERN&AAmEATE
BOHCUL3.2 W R IR A AL AN, SR AR AR,
PBS {5 ¥ 3 Wk, BREE F B AL )5 R 4 i H & T PBS
H1,800 x g #§.0> 10 min, & FIEW, A 200 wL 3¢
R, = 8 ) v 30 min; 800 x g B .0» 10 min, HX
20 wL FIHWON 2 B R AR WA LR, FE
N80 WL e Sz 1w i AR (A8 I3 A7 3 416 W) il 1) -
DNA Bygle ik il E - R R E % i,
11218 RG)  TERRIK Bl RN 2 h, 5 |
THW A 250 wL il B 22 s vk 3 IR, 3¢ LK.
JIATL00 WL 2,2 <565 -RU-3 - £, FEH8 - s b -6 - itk iR
TREER IR E4S min, 531 LA 100 pL
2,2"- R -3 - £k 4 5 1 I -6 -k 1R — 8 3R 1
NS N AL (A & 2RI o T 405 nm %
KA e 5L A, BAHKE 3 MEL. 4R
FT/MEE TR FRR, &1 T = (Aggy -
At ) /Ay o Ho Agpu R R B 4H | Ang I

AR BAPEXT RZH A miR-185 i iR ZH AN A 1,
EH O, RN T

1.3.6  Western blot 3% Il & & 4 4 Ff h % 4 20
PARP & /L B! caspase 3 #1 CDC42 EHKIE I
“1.3.2 T IR A AL AN, PBS VEVE 3 W, B
N80 WL B, T oK b E L 15 min, 4R 41 it
SR E L, BCA JENE & 41240 M i) SR MR BE . R B
50 g B, 6T b0 SR IR BN - 3R N 0 I I e
& |, 3k ( dodecyl sulfate, sodium salt-polyacrylamide
gel electrophoresis, SDS-PAGE ) A 47 Hi 7k 73 B, %
JH 200 mA fH I SRR ol B S RAHIR AT R
B SRS AE ORI S0 g - L1 A i v AR 1 i
1 h,iIm A$HL PARP (1 : 500) . i bk B caspase 3
(1:500) ,CDC42(1 : 1 000) #1 B-actin(1 : 5 000)
—P0,4°C HRIFF , IMAFED R ZHT(1 : 5000) %=
WEIFE 2 h, BB B A 200 pL g @A, #E4T X
JKE R BEG 5E L 2R Tmage J B3 AT & 2l B IR JEE
{Bo SEHEAL 3 W, IO,

1.4 Zit=43E ) A GraphPad Prism 5.0 k{4
BEATGET AT T OB AR £ R 25 (v £5) R
L A CRCR ] ¢ K, Z2 21 B] Fe R R 3R 07
220007, P <0.05 h 25 A GiitaE i Lo

2 #R

2.1 4 A miR-185 % ANP, BNP, B-MHC
mRNA (CDC42 mRNA X RiZELLE FRL
1, S5XFREAH L, Ang 11 40 38 24H A0 BH P % AR ZH
AL miR-185 A X 3R 35 5 1 3 H FE, ANP BNP
B-MHCAHI CDC42 mRNA AHXf ik i B3 T, 22 5%
WA G2 X (P <0.05) . Ang 1T 4bHH2H 5 B
Xof BECZH 20 Mg P miR-185 2 ANP. BNP, B-MHC,
CDC42 mRNA fHX}F ik il 22 R IG5 = X
(P>0.05), 5Ang I1 4020 F0BF 2 % BR 20 ML 4%,
miR-185 i KIALH AN h miR-185 FIXf KA B
Jt+E , ANP . BNP 3-MHC ,CDC42 mRNA A X ik &
BE TR, ZRA5 R (P <0.05),

*x1 4 AWM+ miR-185 % ANP,BNP, 3-MHC, CDC42
mRNA 3} RIEE LB

Tab.1 Comparison of relative expressions of miR-185 and
ANP, BNP, B-MHC and CDC42 mRNA among the four

groups (xxs)

45 n miRI85  ANPmRNA  BNPmRNA B-MHC mRNA CDC42 mRNA
R4 30 L02£0.02 0.96£0.02 0.98£0.03 1.12£0.04 1.02£0.03
Ang IAOFR 3 0.43£0.04% 4.62£0.3'® 4.16£0.3'% 3.67£0.27* 2.420.15*
Pyt ] 300.51£0.05° 5.08£0.37° 4.28£0.46 4.05£0.35* 2.51£0.23°
miR-185 37540 3 1.78£0.26" 3.01 £0.12"° 2.49£0.27"° 2.16 £0.18" 1.68 £0.11"

T A BT H P <0.055 55 Ang T ALFRAL 4L P <0.05; 5
BT B LA P <0..05,
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2.2 4 AMBETEMELLE  XTHRAL  Ang T4 FHPEXT
HEZLAN miR-185 1 Feik 4L 40 L 76 % 43931 4 (100. 03 =
1.29)% . (43.26 £6.06)% . (36. 18 +4.27)% Fl
(79.28 £5.18) % ., S5XFHEL Hudss, Ang IIAb B ZH FIRH
PEXT HRZH 240 RS Ve 2 TR AL, 2 R A G X
(P<0.05), BAPEXTIAZH Y Ang [Ab3HZH 40 075 14 L
BERLGEITFEL(P>0.05), 5 Ang AT I
BIPEXS BRZE LA, miR-185 3o SRR Mg Py, 22
A FE (P <0.05),

2.3 4AMMBATIERIEE X4 Ang 1T 4LFE
[ HR A AT miR-185 38 3% 35 41 40 i U T /M
T4 R4 0.12 £0.02.0. 56 +0.06.0. 49 +
0.04 F10.39 +0.04, S5XI A LE, Ang 1T ZbFHZH
B X HE A A L ) T /MR T R S e e, 2
AR (P <0.05) , APEXTIRZLY Ang 1l
BRI T MR E TR T R E RS
X (P>0.05), 5 Ang 0 kbFH2H F0 95 o %F BE4H L
B, miR-185 i+ FIX2H 40 i T/ IMA & T IH - B 3
FEAR, 2 R A G2 L (P <0.05)

2.4 4 AMBEELE PARP, E{L B! caspase 3
CDC4L2 EFEMNKIEELE FRIWE 1 fk2,
X R L8, Ang I A 3 2H i BH P X} BE 25 40 ity
LT PARP 5 L7 caspase 3 Fl CDCA2 75 [ A X}
KiFERFEW S, ZRAGEITFE (P <0.05),
FHEXT R 405 Ang 11 Ab B2 41 g 35 £L 70 PARP |
TEALT caspase 3 Fl CDCA2 7R [ A X ik i L ik 2%
BTG E L (P>0.05), 5 Ang 11 4bFHZH FI1EH
PR BEAH L8, miR-185 3 3% 3k 44 41 g vp 3% 4k 1Y
PARP 7% {L7 caspase 3 Fll CDC42 & [ A X 3k &
REAR, 22 A G2 L (P <0.05)

1 2 3 4

PARP s s G —

1L AIPARP

i fb#caspase 3 — O —

ChC42 W S e

Bractin W A

AKIRZ B Ang TTARBEZL ; C FAPEXT B4 D - miR-185 1 ik .
E1 4 AMEadiELE PARP, E LB caspase 3, CDC42
FE HRIFRIZE ( Western blot)

Fig.1 Expression of cleaved PARP, cleaved caspase 3 and
CDC42 protein in the four groups ( Western blot)

K2 4 EMAEHTELE PARP,FELE caspase 3 1 CDC42
ERMEMRIEEILR

Tab. 2  Comparison of relative expressions of cleaved
PARP, cleaved caspase 3 and CDC42 protein among the

four groups (xxs)

415 n {54ER PARP {T{LA caspase 3 CDC42

it 2 3 1.02£0.03  0.95+0.03  1.010.02
Ang T AbFRZH 3 4.26+0.38*  6.87x0.71*  3.49 +0.21°
[ X R 2 3 3.94+0.45%  7.03+0.61°  3.28 £0.32°
MiR-185 s k4l 3 2.38+0.25"  4.05+0.36"  1.54 0. 15"

T SRTIRALHAR P <0.05;55 Ang I ALBHA HUAR"P <0. 0555

FBAMEXT B2 b4 P <0. 05,
3 i

o LT JEE 43 g A T A D52 A B I J5E , 2
PO WUIR IS & A T LB K3 | b2 ) 5E 3
GO B O UIE A2 Hh R I Y e )t S 3B R
ML BN 12N = L GO AR R R T [,
S0 JULAE JEEAS 1) T 445 1E 0 TH B, (ELAE JEE Ay L
RS I, O WU PR REALG , S g B TLAES
JE LT R H O B AL, N i E A
TS o AHFFEIESE , 308 ] 00 g L O LT JEE RE
AR I EE DRI, A BEL AR JULAE P A
A RIS RTE A L O WUIE B B4 % A HL T &
7% BRIE T g b, S8 B 28 a3 0 B R - LA
B 2R - [ ) R S0 R AR L B A
PS50 WUIR R G & S 72 . HAT, BF9e
TR ZE B8 M v BRSO ILAR B AE K 1) 43+ sl
259y, Ang 11 A0 HLC LA A B8 9% 2 ST AR 710 LK J55
B AT T 0 DUAR S & A HLR O BF e o Ang 11
& Ang | 7RI Bk R ALBRAE AT = A ng —Fh
ZIRYI . AIFFRUESE, Ang 138 5 800 145 5 9K
AR 1,4 Ca* " -BEIR ML R (A 1, 20
Py Ca® " YRS I, S 20 IE 5 s 58, 515 O AL
AEJES 78 Ang TTAS 9.0 WLAR 5 05, 0 LA
HRE K A 45 & A7 ANP BNP I B-MHC # ik .3
IR ARBFSE R, Ang T A BEZH 40 i ANP
BNP FI B-MHC mRNA A%} ik i 300} B2 i 2% Tt
w3 Ang TUSIIES 10 WLAR MO AR K 5 BA P
HRZHZ0 i ANP BNP F1 B-MHC mRNA 4§ %} £ 35
w5 Ang [ALHA i 25 S oG iH24 7 L, R 41
it ¢ miR-185 BN B Ang 1 32 BGH4 O VL4 MY
HERTC A S5

MiRNA J& — 5K B2 20 ~ 24 AT IR 1Y /)
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RNA 5% 871 , miRNA GE48 1F k952 95 12 Wr I 30 J
FIWT bR R, RIS, miRNA 2 5 .0 145 B0 |
TR 2o PG I & AR R R L BFSE & B, miR-
185 JH L PRI AN M g A U T AW R IER
T2 5 9 00 1 R AR A g St A W 9 AE 5K,
Ang [T Zb3C ILSCET 4 20 i 7T 2 S04 M miR-185
FRKE R . HAT, miR-185 % Ang I /31
O LA M AE R 1 1 T AL AN B . ROk, AR F 5
 miR-185 X Ang Il A~ S0 LAHAE 7R HI2 4 fify
RER R FHIEA T HR T, S5 R 7R, Ang 1 A 320 240 it
Ht miR-185 Fik Xt B4 F 1A, $& /8 miR-185 7] fig
Z 518 Ang TS0 L0155 ; Ang T AL 2
255 B MR B2 4 A miR-185 AHXT R i L 2
SIS S, R U miR-185 B4 X} IR
Xt miR-185 FRiK TG 2 ; [A i), 5 Ang 1T ZbPHZH
FIEHPEXT REA] e 42, miR-185 3 32K 4 41 e miR-
185 FHX 2235 & i 2 JH &, i ANP,BNP il B-MHC
mRNA X}k 8 T, $Em 1 #6385 miR-185 AT L)
il Ang TS9O ILARARLAE K

Ang 138 (i 2E 0 LA B RE K | o 27 2 440 ffa 334
IS 50N EA . (RIMEEHEFEIESS, Ang 1T BB
7 SO LA P T 7R AR A B I 5 i 2K
eI AT LR kO LA R T A T
U I BP9 P — 4 B A B o AR B b ik
A LA R T A 0 LA | A0 T RE Y —
ANFES . A BT R, miR-185 {2 JEHH | Az 40
H R T EE A R A 0 LA B A
R 3 %3k miR-185 ATAALCWLAT Mg T2 5 X
SERFF 5T BT, miR-185 i AS [R) 41 A A4 1 F A 56 42—
. Caspase FKIEHL A HLIA T HA EEAEA,
HFWEA G E B T8 sh A T g
. Caspase 3 JZCHEM I T-PATH 7, S 4l g8 -
TR R R AN R, LS AR R T R AR AT 5
BB ibRG . 15 B caspase 3 RN X H IR Y #E 4T
DIE], PARP 21 ALY caspase 3 WY Z— , #i
LAY caspase 3 YIEJ5 , 75 (176 L 7 PARP o /2 41
MU T AR AR R R, AT L g ) 3
fE A caspase 3 FIG L7 PRAP SR IEM NI T- /K-,
AT LSRN, Ang [T B 25 40 Jg 50 %) B8 20 200 ffo 1%
PERAR, 240 M 08 T /N R T R 2 T, TS A
caspase 3 FI1% {L 7 PARP 7 (1335 /K V- 1, &R
Ang TIAT AREAISCo WLAH AR 1, 175 - WLAR I 0R T 5 B
PEXT BRL1 S Ang I FRZE AN TG K AR H R T/ MAR
HITET TG caspase 3 FINGE LA PARP [ 3RiA

IR LA 25 RICHE T 7 S, R W A% Y miR-185
BRI HE X Ang Tk A% A Co LA 6 PR A A T8
SEMA 5 55 AngllAh 125 FBH P X R ZH LA, miR-185 i3
PR AN TE R v, AN T MACE TR B R
I, 1E LY caspase 3 FITE{LEY PARP 2 (4535 T,
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