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miR-155 down-regulate cardiomyocyte’s ATR1o receptor to inhibit cardiac hypertrophy
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[Abstract] Objective To observe the effects of microRNA-155(miR-155) on angiotensin [[ receptor subtype 1 «(ATR1a)
and it's effects on cardiomyocyte hypertrophy. Methods Angiotensin || was used to induce cultured rat myocardial cells HOC2 (2-
1) to be cardiac hypertrophy. miR-155 mimics (mimics) and miR-155 inhibitor (inhibitors) were transfected into myocardial cells
by Liposome transfection method. Myocardial cell surface were measured through Leica phase contrast microscopy image analysis
software. There were four groups,including control group, Angll group,mimics group, miR-155 inhibitors group, Ang [[ + mimics
group, Ang [ +inhibitors group. Real-time PCR was used to detect the expression of miR-155 myocardial cells. RT-PCR were used
to detect atrial natriuretic peptide CANP) , 3-myosin heavy chain (3-MHC) and ATR1a mRNA expression levels. Western blot assay
Compared with Ang|l group,the expression of ANP,3-MHC mRNA

and the myocardial cell surface area were significantly lower in Ang [l +mimics group(P<C0. 05). The expression levels of ATR1«

was used to detect the expression of ATR1qaprotein. Results

mRNA and protein were significantly lower (P<0. 05). In Ang [l +inhibitors group,the levels of ATRla mRNA and protein were

higher than Ang |l group (P<C0. 05), but the expression of ANP,3-MHC mRNA and the myocardial cell surface area have no

difference all (P>>0. 05). There were no difference between control group, mimics group and inhibitors group(P>>0. 05). Conclusion
miR-155 may inhibit cardiac hypertrophy through down-regulate the expression of ATR1a.
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*x1 miR-155 #1 U6 & RT & PCR 3|41 5 5

EIEZEA S RT 5141551 (5'-3") PCR B #1751 (5'-3")
Us CGC TTC ACG AAT TTC CGT GTC AT F¥;:CTC GCT TCG GCA GCA CA
FW: AAC GCT TCA CGA ATT TGC GT
miR-155 CTC AAC TGG TGT CGT GGA GTC GGC AAT TCA  Fiif: ACA CTC CAG CTG GGT TAA TGC TAA TTG TGA T
GTT GAG ACC CCT AT T TGG TGT CGT GGA GTC G
x2 RT-PCR & 7= 41895 ¥ 5 51l

gl A PCR 514351 (53 K ¥ (bp) B IR (O
¥ : TGA GTC CTG TTC CAC CCG

ATRlq . 372 53
F W CAC CAC CAA GCT GTT TCC
E¥W:AGG AAG AAC CTA CTG CGA CTG

g-MHC N 264 53
T :CAT CCT TAG GGT TGG GTA GCA C
[ : GGC TCC TTC TCC ATC ACC

ANP 412 53
Fi:CTC CAA TCC TGT CAA TCC TAC
E¥W:CCA TCT GGT AAA AGA AGG TCG

CaNA-B . 198 53
F#: AGG TAT CGT GTA TTA GCA GGT GA
W :CAA GGT CAT CCA TGA CAA CTT TG

GAPDH 496 58

N :GTC CAC CAC CCT GTT GCT GTA G

Green qPCR SuperMix-UDG (Invitrogen Biotechnology H' [F 2y
") . Angll (Sigma, £ i ATRl« ZEESK(ABCAM
AFELJEED s At CaN-g 2 s BEHUIA L bl NFATc4 Hidk . %
P practin Z 5g EHLIK . HRP FRICHE S5 12G B ik (Bioworld
Technology 2\ ] » £ [#) ; miR-155 RNA £ L ¥ (mimics) & #1J
il 4 (inhibitors) fy b i T & B AL Y RHECA R A "I AR 4R sanger
miRNA 4G JE 19 miR-155 J7 41 5'-UUA AUG CUA AUU
GUG AUA GGG GU-3' (%5 : MIMAT 0030409) # it 3 &
miR-155 mimics, FYf/741 0 :5-UUA AUG CUA AUU GUG
AUA GGG GU-3', F i )¥ ¥ k:5-CCC UAU CAC AAU
UAG CAU UAA UU-3', miR-155 inhibitors & %] Jy 5'-ACC
CCU AUCA CAA UUA GCA UUA A-3',
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254 s Ang L 41, A Ang Il 23k B2 1X10 7 mol/L,°R
FEATE Y s B A L 3 e A miR-155 mimics 80 nmol/L, miR-
155 M hl Y4 . %% Y A miR-155 inhibitor 80 nmol/L; Ang Il i
BRI 4, %% Y A miR-155 mimics 80 nmol/L Il A Angll .
K EDy 1 X107 mol/Ls Ang I A4 i # 41, #% 4 A miR-
155 inhibitor 80 nmol/L I it A Ang [l . & ¥ JE K 1 X107
mol/L,
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B SE B R A 5 6 1 Tk 2k IR R 4 (SDS) Jin B 2 vh K R
AU S min, DI A RAE AT BT 80 CHARH. &
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NA REARIE S5 NS GAPDH {5 fli RNA K & 4 3 ik A0 X b (8 X
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M3 A ATRIo % H 1R (H A9 235, O LR B (4 A1 5% 2 1
ANP .3-MHC 1% 235 W 8 05 /0, 0 L 20 A 3% 1 AR B 3 ok /0>
R miR-155 5 %3k ol fEa@ i F )8 ATR1a 35 o i ik 51 2k
FONAE R BIER . Cheng %138 i miR-155 i % ik + fi ™
T SR I IR A1 8 75 T K N B A, 4K B miR-155 1 %
KATE R T ATIR JE B AN K7 10 R 355 X 5 A 500
FELE MM . BFFE R & B W TR A DL Ang [T 9 805 S 1Y
FIEJEEC LN B - miR-155 3 % 3k 5 3 410 ] 3% 3k ¥ o 3 20 i %
ATRILo 5201t o 32 90 5835 0% o028 00 JUL 400 g A
Kb#ic#) B-MHCANP 3 ik B ol A8 O L 40 i 2% v AL 4 A
78 miR-155 % 1F .0 UL 240 Jf 0 I8 K0 L4 i ATRIq. B~
MHC, ANP 3 8 4 i #2 ELA I ] 43 4 1 22 5 . Lunde %0 fif
P miR RS R T v R T = 2l ik 4 A 0 LT JE O RO 28400 L
H miR FRIkHS K IR E Sk A GRS 1 1~ 14 d R B
D miR-155 33k 76 14 d J5 0 LIS 78 5 4 W) 0 s A i A
M2 miR-155 ik, 5 AW 5% (94 U — 305 3278 miR-155 1%
7O LAE 1 B 91 981 4% vh R 4R AE

Heymans 25" Seok 280 %% B miR-155 3 323k 7] 3@ of £
ol i R4 4 0 JIUAE R0 g 38 38 A 5 DT BR miR-155 W g 35 0
B, SAB S SRR —3. 4 Hr e S miR XF 4l i T
REMAYEREEY 2 ESEE B2 miR &5 ),
miR 2 8]t 77 7 8 45, FE Y 2 2] 2 B R AT 5 3
PRI ) 25 5 S BOR [R5 558 B 0 B0E A 8] 15 3R — By 45
JARTE T A L E — 25 AR AN )0 LR R Y 3h i A B op 56 E
miR-155 X0 JLHE J&E B LAV B R 8 36 5 B i) 81 1 5 % .
PRt o 38 2o A F 5 AT HIE 95 miR-155 BB A B0 il ATR1« A
MELO KPR MH B Ang T AT 0.0 DUE K. Kt
miR-155 1] VE g 5 1L i 0 LIS 2R 9 3 45 48 8 — B AT IR A
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