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[ ABSTRACT]

studies have found that Hey is closely related to cardiovascular diseases.

Homocysteine (Hey) is an intermediate metabolite of methionine metabolism, and a large number of
MicroRNA (miRNA) is a large class of short-
chain non-coding RNA, it has been confirmed in a variety of diseases that miRNA disorder can lead to disease progression,
such as immune disorders, diabetes, epilepsy, cancer, etc. At present, miRNA is considered as a new treatment strategy
for cardiovascular diseases due to its crucial role in the cardiovascular system. The current study has confirmed that both
Hey and miRNA are risk factors for cardiovascular disease, but the role of Hey and miRNA interaction in cardiovascular
disease remains to be elucidated.  This paper briefly reviews the progress and potential clinical application of Hey
regulated miRNA in cardiovascular diseases.
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MYV FERIL . (HFRIRAYE , miRNA 5 mRNA 2
[ (8 45 T AN S — R — 1, B> miRNA T LA £
> mRNA, —> mRNA 13 7] DL#% £ 1> miRNA 4%,
I RIE R W] miRNA 750 JJE AR 3R 1 & A Kk
JE R FEEZAE Y B0 miR20 \miR-27 \miR-33
miR-164 fl miR-144 S5 2 5.0 008 B,
H miR-33 EPHIESOR—F ZRERE N T, 2 5K
iE PN T RE B g R0 BE A ek B a0 e AR Y
miR-33 3Rk W ER w5 A0, WFFE R B miR-33 3 i
T ATP 45 & & %12 /K Al ( ATP-binding cassette
transporter A1, ABCA1 ) & 35 1 il A [ fi5 156 [v] % 42
(reverse cholesterol transport, RCT) i3 2 | 1T 20
ORI AR I ELSE [ ] miR-33 0] 5 5 1 e i
A iR I s 72 P A A T AR ok ks a3
kSR REREAL 0 IbAh , miR-33 B UE S 50 A 5L,
Z: 5500 E 5 98 I 2 4 000 O v ) 3 0 1 41 4 Ak
R X segE R miR-33 250 1A R B
FORHLE] . TR PFFEUESE miR-758 HE 1) A F 0k
AN ABCAL B3RIA, I8/ I BEAME, 2 5 30
WK RERE AL ) KA S, A, miR-27 BHIE LS
53 ikoki e A Ak i 4 ik AR B S 1l 4 AR R B AR
AN, miR-27 135 K- 5 Bl Jhkooks A
AR B Im PR PR R AT 38 A0 G, $27R miR-27 W]
VB NZE Bl ks i B AL 132 W A TS A 25 40 (] i
I miR-27 WY S5 Ry B 45 ) ik oks A A AL BB
HORITRT S Saa
1.2 Hey BINT 4R

Hey s th A 2 W Q™ Az 1 8 2 1) 240 i 2 1A
W, RN S i A AR Hey 19
MK PEH 5 ~ 15 pmol/L, M#E HHey B4 Hnl &
ik 500 pmol/L, ARS8 2 WL id i i 1 =
RN IR e o i e Akl S-Iit F B 24 1R ( S-adenosyl
methionine ,SAM ) , SAM 7 & PN /E i HY 3L £k i1 HY 3
PR, Az B S-HR T [ Y 2 e 2R, ZK A i Hey 1R
o Hey 25 i WA &2 AT AT, — T 3
FERRIBARAN T IR A, B T P Y A i R A
AR P 5, BOE M R, Hey 5 2 9%
T O BLAER PR | P 22 3B A T R R | B B A E
FERAE GO HE RTINS Hey 5.0 108 0 1
KARWERHEY), 2358 MOCEREINA HHey 20
MBI BT G B R 2R, AL 60 65 28 E S g 5
SR A L PN B A L i A T AR T
[l i O B L S A e AN - A R NS B A
A

miRNA 5 Hey i S5 78O I8 P05 Hh & 15 8 42

YEF . KRESZEIESS Hey 1813 495 miRNA FE0H.0
AW , (A BT T 5T & B miRNA AT fEXT Hey
g1 A N AR 1k, Hey HI 3 B 9% 19 ¥ 0K 40 g o
miR-148a/152 FiEH NN, Hid %35 miR-148a/152 fif
Hey 3557 B 703 20 A v i J 1 /e R AR T e i 5 12 7
1, X IESE miR-148a/152 7E HHey #H &0 45 9%
R CERE

2 Hey 83 miRNA 5.0 MEEFHIX R

Hey 812 miRNA S5H8FRA it

UTAER T T A 125 i 100 AE R85 3 2 T 48 A, e
AR i 7K 1 18 Sy % A5 A e R) R, R o T 4 2 B
miRNA 2 5 MU AR I PR 30 i e A6
miR-365 1Y IAK VW] W3 & 42 B IR T 5 H
FEIRKOF- T B 5 17 miR-483-5p 78 15 i LT SR v &
KK TR, E— P AEsh R B R 3, ot R ik
miR-483 i i #E [ BT £ 1 e AL A HE IR TR R 9 (ppro-
protein convertase subtilisin kexin 9, PCSK9 ) 34 fill i
25 HE 5 11 52 K (low density lipoprotein receptor,
LDLR ) 7K, B I 10 5 A JEL T sk 5707 [l o R
1) A miR-122 4 8 R L 151 5 0 H 3 = i 2k
o FA I A B miR-92a 5 5 % 4 R 2R 1 (high
density lipoprotein ,HDL) 7KF- 2 IEAHE, miR-378a-3p .,
miR-122 \miR-721 SF UL S 5 AR

Hey #{UESEZ 5B, H Hey T A 40
JHLJ S E [ I = R Y 3R A K P 3 T R
20, ML O Al ADFP 4y e i i — 25 UE S Hey Jink g
JRUUAR, HE—F5E Hey 5 miR-92a .miR-34a 7EJR
TG b AR T, 25 R kB, fE = B A R IKE Y
ApoE™ " /INEUHH B Hey Ab B 7 UK 20 B miR-92a
miR-34a MYFRIA B E PRI, X R P miR-92a miR-34a
25 Hey W3 AR UL L LR W 5T IRl 2 U
S2T Hey A AEM 520 miRNA il 26 35 8 2 1 A5 1¢
W AR, R T e R ILAE | T BT S0 K ok R A A i it
TTERE S (HZ BT miRNA VR I E I AR
AR EPISAL T TSR A B B, R Hey i 3 4
2 miRNA BT PRATS 5 2t — 225
2.2 Hey 83 miRNA 5Bk HEEL

Bk ok AR AL 2 T B O B E IR Z —,
i RCT & HDL 4 T 3 bk 585 F 8 1k 1) 5C 3 ML
RCT J2&48 HDL 45 IH [ A2 A K AP A dH 4
224 1A IEL I P 7 0 300 10K, SR I 4 U Bk 31
HEAQH IR, HATBESE A0 ABCAL Hl ATP 254
&%z K Gl ( ATP-binding cassette transporter G1,

2.1
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ABCG1)s& RCT HYOCHERR 1, ABCAT A] {5 41 ifd A iH
[ BESE F2 31] ApoA T LUE BB 4= 1Y) HDL, 1 ABCG1
A ApoA T FAK I B B4 E] HDL, 76 fH &
P I S AL RS AR FH T 2 — 25 08 IR [ e | 7™ A
P HDL, J5 1 R A3Z21K B 1 ( scavenger receptor-B I,
SR-B I )47 Bh T HDL Fik: (s ™ EHASEER
J&, HAD A A A HDL i it RCT i 72 & 4% 41 3h ik
SAERE AL AVE T, (R S B F 9% % B, 3 ok ast A% 2 5 vk
$E15 HDL /K- AN BE AT Coa 19 & A KU, 42 Ak
&4 f5 1) HDL HAT fi gl Bk R AL T fE | 5350 B
AR N AR B TR I JF R ABCA1  ABCG1 K3k,
PE/R S TIHE HDL A9 A 432 A8 AT 90 3] 1E K 1% RCT 3
RE, 5 [ B 20 P i SRR
miRNA VE g 30 ik 3 A 5 1k % 9 HL ) o B0 16
xR 28 ) E M AR B S AR SE IR B 9T R,
eV ER I P miR-208  miR-126 7K B & /5 F
Xif B, FLS bR st ko A2 () 7 R A — 2 1A
Ktk TN IFFTIIEE — 28 miRNA 7] LLE 4% RCT
Y5 B 2 (1, 1 40 . miR-148a 1 B 42 40 7] LDLR |
ABCAT Fead S Ak 1y i {7 334 5 90 405 32 1 o ( peroxi-
some proliferator-activated receptor o, PPARa) , i 3
ik miR-148a 2 [ {% AT E LDLR 1 ABCA1 ik, it
S 1L 3 AP %5 52 B 2 11 B [ B (low density lipo-
protein cholesterol, LDLC ) 7K, #f — & i 5% &
P, 7E ApoE ™ /N Bl 45 $1 miR-148a 7] 14 A0 1 3¢
HDLC"™" | Hueso %2 JRYERSN G & I miR-125b
AR R/ B 95 48 R A5 S 9 UL 20 B v i
SR-B T \ABCA1 ABCG1, T #i ] RCT 32 72 ; i %
15 miR-125b 2 FF#AK 5 05 40 At R i 257 9 JUL 200 e 1
RCT MR KT, 23RS HDL 430 B W4 i
R E EEAN R Z 40, X SeF5E I, miRNA 25 h 1A
5 RCT B H B BRAE B4 A0 i
Hey /27680005 B 00 57 fa 6 A 25, miRNA 28504
Shy S FEL A R A S AR R 5 90, A S R R R T Bl bk
SRERE AL 1 B 0 A5, {H Hey 45 miRNA XF RCT £
S FE 0, AR BT IE B T Hey 1]
B 4238 48 75 5 miR-33 ik, #E M0 ABCA1
ABCGI [ H 3k, FEAR RCT 2R 2 KAy 5L
BSIESE , miRNA 25 ) ko B i Ak & i b B v
Y JRE SV, HHey 18 miR-195-3p ki o #1
] 1L-31 42 JF B W 40 i 58 o, 25 0 J o ik
miR-195-3p 4% Bk 3% /)N B A 3h ik o B A 1L
miR-144 1 7T P8 45 Hey 5 S 09 B W5 40 M R 4E 2
7 miR-145 0] DUE i fH 1E PI3K/Akt/mTOR {5
S miR-145/CD40 & 12 A9 SIS 0 Hey 5%

(1 AP LA B R 202 8k AT ISR R
FeE U 5 S5 TN A PN B A B4 0, miR-128 #EL ) 11
TR R AZ AR 1 35, N Hey 5%
(O IEAR I 78 P B2 A Tl RE R 400 L Y i K A
A6 F B miRNA 78 Hey 2080 Bk o RERE 1L P 1Y
HFHLE, Rl O BTR YT 3R AL T8 5 ), SR
Hoh iy R Z 5, BARE R D7 A A 58 2 15 4, 5 i
— W5 T A Hey P95 miRNA 78 of ik ok FE A £k o
B2
2.3 Hey ##8 miRNA 510 =i

0> S35 (heart failure , HF ) 520 L85 95005 & J&
BB BE, X HE PG ARF IR 407 T8 KA 2,
{345 Frank-Starling AL | 0> 5 5 ALE] A 2 -1A
PUHIAE , Y AT O = EE R HF R AR B HEA
FEPEHLE] . JTAESK , miRNA 76 HF H g9 /E I E 78
IR SE, #F 5% % B miR-30b, miR-103 , miR-142-3p
miR-342-3p %5 76 HF AL % ik, 1l miR-499
miR-423-5p W= 7K F-3R3i5 . miRNA AMUEN HF 12
Wi A= Dm0, % Tt A AR TR A AL, o) 2
K RYPERR miR-19b-3p FIH 2V HF B E .00
JEP miR-590-3p R F A HE/R 18 M HF 835 B ¢
225 miR-145-5p F ik & 1 B B AT W 3 T
w L BAh, A ST K BAEFR R LA miRNA £ 5
1L 43 %0 % A% B9 O 3= (heart failure with reduced
ejection fraction, HFrEF ) Fl 5 Ifi. 43 5 08 B4 1) 0 5%
(‘heart failure with preserved ejection fraction, HFpEF)
Wiy 22 5335, $28 miRNA #] LA [X 4> HFpEF Al
HFYEF

H B A GG RIS IER T Hey 5 HF B4
P, WFFEF B, HHey 38 52 2 00 B [ J53 0 i 457 ]
Fl LT A e & S 808 E HF MR AR R, MR T
Hey 5000 AE B PLH], (HJ2 Hey . miRNA 5
HF Z A 28 R AT R BB, Mishra 555 4
T Hey FSCH) HEF #5581 & BLZFP miRNA k7K
FESAGIFE S, P miR-188 AR IA 22 ik
W3 8 miRNA BRI miR-188 257 Hey 5%
(%) HF BAHDCHLE T, H RS ICAH W 58 ik o
miR-188 MR AR M OAE R B IIfE, Mo, h
SEHGIM L 1R B R A4 Hey AHOEHY HEF KRR
AR miR-21 B3R /K F-B00 BRA 1 &, AT )20
4 miR-21 25 7 Hey £ HF #998% . K4k, Kesh-
erwani 25 % B HHey 8 i3 40 #] miR-133a i 50
LA ARLAC K , 3% 2 B Hey 780 JF5 BE 5 98 A 20
YEFE, A2 B ATEE T 7 miRNA Kk Hey 2 HF
HNRTT T-Be it AN L AT e EER AR .
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2.4 Hey ¥ miRNA 55 MIE

o UL O I 5 1 E A B P R 22—, 4
G 2 10 A2 B JR A R, i
TSR AR &2 2% , IR AL 4 45 58 I b 48 R 52
AR PRS0 B 2 - A R o R I R S o
O AR SR I 4 AR v IR K B
F I ARE AR TG B S R 5 1, R0 I RN I T T gk
GO I S 1 K A R 4R v I P
B BB IT Tk & 2 45 2 24, miRNA B LAEO i
B FRGE T DB FH TR DA Ry 2 o0 I 5 0 1) B
TRIT M F Ol BROR B 22 IR R W] miRNA 5 5
IMREA 56, I PRAF 5 & 30 & i £ 3 I K 7 5
miR-21-3p F35 5 A 5¢ ; miR-21-3p fHI B IR &R
[EL NI e (K= = [t O L = [ WA
I/ [ OR A S 2 e 32 e I 5 |
(R ) SRl A — TR 5T AL T R I B A
R B miR-26a 55 MUEFLO LT 40 A 5, 1 %
ik miR-26a 1@ HE [ 4 ] TGF-B/Smad {553 #% FH
b i B A A PO LER 2 AR A i A Bk R T
55 1000 U B 2T 4 40 i 2T 4k 4k, [R5 %2 B miR-26a
FEAAR PN A ) 240 Ff &1 35 J5 174 AR AL T B 2T 44 240
PRI E , PRt miR-26a #IA Oh 2 8 IO WLET 24k
PR T, XIF5E %K B miR-21-3p . miR-26a AJ
I T 5 R i 8 i 0 ) B SR TR AN

Z I 5% & B IR B 3 P Hey T
T T R R vl % B I B 5 I T Hey
KPR e T 3 5, O HL Hey 2H K BB 441
IG5 K 3R A o it % 3 348 i R S 3 Ik 45 7 AL
J2 i E R JE R T TUS M ok R R R A 2
P FL 3 3 bk it 4 O L2 6 R BE RN X 4R R
Hey ] Al o 5 5 B 22148 S5k 3R - 11 I R 2 1Y)
S AL A FE UM TR, AN, Hey 8233
15T Ca® AL AR — S 5 BRI 5 25 11
SN AT VP TR 7= A i 3 i R R R Tl
FUMGE D) BERERT , K 25 T Hey 251 % N R AL
EYIRERERY , S B0m R

PN B2 T B B DA Ok R R IR AR, f il
A—THFFEFIE T Hey A1 A9 AR 30k 9 Kz 40
il ( human coronary artery endothelial cells, HCAEC )
JHT-RER | & B HHey DASR) & 4K 8 X F 98 miR-30b
M) 2% 35, 78 PR 4b 33 3 35 miR-30b ] 3@ af N A
Caspase-3 ik KM HCAEC ' Hey 75 5 A4 41 L I
T2, A miR-30b FIRETE Hey 755 B AN T
R EE/EM . 4, Song % & B miR-130a
A3 5 520 PTEN 3435 PI3K/Akt/eNOS 15 53 %

K i HCAEC i 1, ixX 2 #f 5% 3R B miR-30b,
miR-130a 7£ Hey 17553 19 P Kz 40 it 453 49 v & #5 o 2
FIFEH (R T —AIE I miRNA R HHE I PR
£ Hey 355 5 100 AR SCHLE A9 A4E T, 3 7T RE A Bl
TRRAEVEAE 1Y 53 T AL IF 48 0 e i R v AR IR T
BB

3 R E

SRS UL, Hey i P45 miRNA 7 755 B8 IfLAE |
HE Bl Kok FERE AL | 5 1 25 0 1 0 0 v & 5%
BEPEVER (B B AT Hey 5 miRNA AR AR 1045
PRI I 5 T v AR T LA R A5 TR A58 0 5 A
HAE R EARNE L ELE, SRRk, — e ht
58 &I miRNA A GE#E FHIAE HHey H G0 Il 48 5 0%
RAEME RN EERE, (A HATAHCHRAA R,
ATy E— 25 HEA T S 56 RN R BRI PR 7% - 3 1500
HHey #H GO L8599 1 J 19 miRNA 1E 4 AT BB 2R
Yibri®y , KK miRNA T H7 2, I miRNA A5 4
Vel g >k 2 AR 25 T BE S8 HHey 4219 miRNA A%
O LA IR YT SR AT 1 7 1l
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