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Study on the Role of MicroRNAs in Lipid Metabolic Disorders YU Xueting ,XU Yushan. ( Department One of Endocri-
nology ,the First Affiliated Hospital of Kunming Medical University ,Kunming 650032 ,China)

Abstract: Blood lipid is important energy storage material of the body. Abnormal lipid metabolism can cause various
diseases,such as obesity ,dyslipidemia, and non-alcoholic fatty liver disease, which are risk factors for the occurrence and
development of diabetes and cardiovascular diseases. In recent years,the incidence of lipid metabolic disorders has been on
the rise. The traditional treatment methods are mainly lifestyle interventions and drug therapy, which have certain limita-
tions. MicroRNAs( miRNAs) are a group of small,non-coding genes that can promote or inhibit the differentiation of adipo-
cytes while participating in the biosynthesis of triacylglycerol (TG) ,cholesterol ,and the like. The correlation of miRNA with
obesity ,low density lipoprotein cholesterol, high density lipoprotein cholesterol, TG, and non-alcoholic fatty liver disease sug-

gests that miIRNA may be a diagnostic marker and therapeutic target for lipid metabolism disorders and thus provide new
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possibilities for the prevention and treatment.
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% RNA (microRNA ,miRNA) %—ﬁ{ﬁljxﬂﬁ(ﬂ ~
22 MEHR) AR RNA, &7 — i B4 kA it
2, BRI BT U0 fin TARZR 9 miRNA #5847, 28 R 1
2 miRNA, Z S5 AT E & W) 3K H- 5 ARG
i RNA ( messenger RNA, mRNA ) , 5 2 & 1331 1] A1
mRNA FEf#"* . miRNA 2555 2 434 TG Fi
(B B A )6 BB B A B AR B, BT AR E
1R miRNA 7 2 588 Fft, BATEIER M AR E &
B, SRR R AR R A B X R K
I, miRNA 7] BBAE Ay 24 A 4 2 4 T 00 i A 36 A
KB , I A BRI SCBIE  BI 6 R HT B 7T BE
Pk miRNA 7E AU AR SC B0 b i B 55 2 e 7 LA
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1 miRNA 5jERGE
JERERETE R FR 2 RBIG K, —IPFFR T
3B R R e 2 G NS B FE NG BV G A =R A
EIRERRPMER A S B E AR = e e, 23R
AFH 1.05 {238 0% 6.41 12,384k 6 4%, 2012 4
RERAENIERER N 11.9% 7 . JEREAE B 80T
B 7 2 thE SR AR AR e BB, AT 3 LA™ Y
RHZEEL. MR Z MBI R Y], miRNA 58 EAH
3%, 41 miR-935 . miR4772 . miR-223 . miR-376b 5 1k
BiES B REAE 5 ; miR-221  miR-28 \miR486 5 {&
B % e 7 B & A 43 b B DX S AR T o A A
X ;miR-181a & miR-132 ik B 2 A it S HLAH & 52
TR EIAREY Y o NR AR S BUIL R i 2
A EER R, R U7 40 M3 58 416 B N o
ThRER) & FE 40 RE 1 2 UL € BRI HR R & M ke
MEZERER., AL, miRNA 72875 BR8N K &
FHEMER, A B miRNA 7635735 58 7 2 e 2 2
YERL, A A 2 5 R 19 .
1.1 miRNA {ESERER 4B /04t  miR-143 255 —
YR I EIEHERE T 5346 B miRNA , 7E A S/ B
L UE B RE MR 3R Rk EE R IR A
Fi#eik") , Takanabe 25 (BT W, B AR A&
/NER miR-143 f) bR SRR A R IR = &
AHSC , T ] miR-143 BH IR AR5 40 21k , FAL ]
W BRI AR M S AL AR 8 , i E A RS T
PG 3Z A4 v (peroxisome proliferator-activated receptor vy,
PPARvy) FIfiE 7 ZL AR 5 BR 45 & 26 I MO R I B sk 2
FPEE K mRNA BE TEMERBA S F, W
miR-107 .miR-103-1 FI miR-103-2 4} B {3 F 15 2 8
B 1.3 F12 WA b, IH7E 3T3-L1 JE B Blad 2 v
SRR B 1A EREF LR, BFFIER , miR-103 1
miR-107 AL AR R AR PR HE R W7 704k, fin 2 g 17 240
fadsE AR R F, SBURRBMEEL ERET KT
HEMEDHR W AT A, miR-21 3 R EFEH
A K AF B(transforming growth factor B, TGF-B)
155, NTTIFEAR 11 % TGF-B 32 {Af¥) & (4 & Al mRNA
K-, 3G TIAE T A s £ 5 T DT P 4 okl 57 1 (plas-
minogen activator inhibitor 1, PAI-1) Fi1[&] 2514 I B2 958
1 2 (anaplastic lymphoma kinase 2 , ALK-2) {p[E]37%
NERGTE B, miR-30cB] 3@ 11 31 i PAI-1 F1 ALK-2 {3

el 4oL s 24 miR-375 i Fakmt, 4 ESME
SRR 1/2 BERRALZ B0 , AT fn A s 2k
B ; TEREE FE A RHANE T TR UR A RS R R, T b
9K 32 P8 W i BF 41 B 938 3 [A] ( retinoblastoma, Rb) 1
FIRM AR, i FL3h Y Rbl R H FK & F Rbl/
pl05 . Rb1/p107, Rb2/p130, #f 5% iiF 3¢ Rb1/pl07,
Rb2/p130 (775 5 05 40 M o Ak rh 39 B &1
A, T miR-17-92 5558 i 57 819 e 3 1kl 57 Rb2/
p130 SRERBIAR T G 4E N 20 707 58, 4L A Wt/
B BKEE F 155 8 B A g 07 A= B 2 rh g ), TS
TOE AT 1 ) AR B R e @A A Wt 55
TSI A ) B I € BF5Y miRNA R 3, 1R &
miRNA 2 50854 5, 40 miR-210 A $E i) #% 5% 5 7
7 AU 2 k] Wat {555 S, BETAE IR T B
B miR-24 AIESR BB K A E N 2 S A M1
FOFEFE , AT B 37 b 42 8 g 5 46 o 4% B BT
i, #4r miRNA 7EJ8 5 7 AL B AR HEAE T, BATH
FIA V] RETE AR T 40 M PR ETE i, S BRAB RH ,
AT VA miRNA FEARAR T 2316 , 7T RE R IGRYT AL
E AR ROT I

1.2 miRNA $WHIIERT ARG BERT A B S SR
R F RS 2 PPARy I CCAAT B3R 456 7K
H o ( CCAAT/enhancer binding protein o, C/EBPa ),
miR-27b 1 2 — 40 1l 48 g 234k 9 miRNA, Hoyd
BERIB AT 4L ] BH 1 PPAR~y 1R i C/EBPa, AT 11
Tl Be s 34k s miR-130 | i B #E 1] 4 F T+ PPARy 2
ORI, AT A 28 234k ; C/EBPa A A 3 fig iy 2
ffi oAk , miR-31 1E4% R ABIFEKF T 98 C/EBPa 1)
ik, TR B 6 B B 44k B 9202, 1B H
= L BEAL B (histone deacetylase, HDAC) 6 && HDAC
FHR T2, 76 & Fh AR 2 (AN 20 ML % 40 g
EAHEAER MR AE R AT F0) S Rh R EE
ZEF . miR-22 R RIEATE R HDACG HLjf )
RS 40 BT B . miR-155 \miR-221 Fl miR-222
TEJF R AN I8 78 R 20 M Hh S 2 3R 38, i A B ) -
PPARy-Zi %55 . C/EBPo. 1 41 il &) 39 4K 51 14 8k
BELHEHE PR 1B % am bl BR 7 A AR o E1A RE4-Lim
#IEF 1 (E1A-like inhibitor of differentiation-1,EID-1)
MR ARFTTH], 5 miR-138 ML L, 24
NFEHEI) 78 R T 40 1 2016 AR 177 4 B B, miR-138
A HEEEMRT 3 AARB3E ED-1 X, @3
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miR-138 | EID-1 3 2 17 845 iig iy 48 a3 4k i 1
FAY . A, let-7 .miR-145 .miR-224-5p .miR-369-5p
miR-448 25357 A] 58 2t A [R] AL A 410 ) A 28 70 JEL Al iy 2L,
Shigy Cn/NERIES ) BB B 40 M A AR . SR R
A6 i) miRNA A8 2, #0117 2346 ) miRNA 7]
VB T HAEBEAE & A & FE NATTHE Ao
2 miRNA 5MfERE
RERE# P LG 53 %, 78 JF = %5 B e 25 e [

i (high density lipoprotein cholesterol, HDL-C) f#] 7K
ST, HoA AR 2% B IR & JH & B (low density
lipoprotein cholesterol , LDL-C) {75 5 sh fk sl FE i
WAFHR"Y . AEIRER, FEBENS 1.5
JIEL I . 5 LDL-C FHIK HDL-C 2R 43510 11.3%
3.3% \2.1% F144.8% ' WHFLEHHINRE F1 b AR
[# i ( HDL-C | LDL-C FH% 125 B2 fi5 25 5 L [ A 45 )
ANRERE AR , P E A I [ A5 ) % 32 o AR U R A SR R
ZH A ) JFP A 2 B o 2 UL P, 3 25 R 9 o0 1 3
FEfE AT 3@ o FEARIE PR o LDL-C =3 fin HDL-C )
JKRYT MR
2.1 miRNA 5 LDL-C LDL-C H] PA7E 3 ke Hhig
B R P& LDL-C /KT8 2 0 L 2 8 Y
i, 4] LDL-C FR)7K - 7T TRl 3l fok o3 Ao A8 1k S5 4
KW, LDL-C FEMEFFrp £ 2@ i LDL Z 45 RR,
ABFFREY, miRNA 7] 5@ 875 LDL 32 M4k 45 i
LDL-C fJfC#f, 2 miR-96 . miR-182 . miR-183 F &
JAY LDL SZ {4 [ B A 15 45 & B B &R A ; b,
miR-148a 7EJFHE | Ji 7 4 43 Fn s I 40 M S8 A R 3R
ik S R =8RSS & & ¥ 15 /K ( ATP-binding
cassette transporter, ABC) A1 Zid 3L [R] (1 3% 34 1 fH [E
EER R H P . Goedeke 28 3 4 miR-148a A i 4
PAT5 LDL 3244 B 2R3K Fis M , [R] B 5@ 2o [ A 55 o0
HEEEH 1 A FHEAEET LDL-C 528, Aryal
A, miR-128-1 AT HE ffy 45 E AR i
HH (LDL Z{&F1 ABCA1) , AT LDL-C 7K
s AR I R P AL O W MY 5R LDL 2 (K A
Alvarez % B 55 % B, miR-27a 385 5 SAG B
KA 9 FOHE K [H] AR LDL 24K, M1 miR-27a
A5 LDL ZARMZK -3 i 70% , —IibFse K3, —
HE5PEI LDL-C 7K 4026 i A miR-199a . miR-181b
miR-27a . miR-211 I miR-24 2y A .0> i) miRNA L [F]
P, FT R AEPNRE R T4 H0E3F LDL-CB,

2.2 miRNA 5 HDL-C AHW5E M, miRNA 1] 35 4]
o 5E % E NS H (high density lipoprotein , HDL) /{;
A R MFE R 235, [0 38 ABCAL fil ABCG1 LA K B 2§
[ A3 18 K 3% {& (scavenger receptor class B type I,
SR-BI) ;miRNA ] #8745 HDL-C {3 #A [R] 77 1l , 4
HDL {441 A, 40 B 76 B3 H F HDL-C B, A
T 42 1l JEL 251 P 336 1) % 5 O B A 20 R, B miR-33 fF
FREL T4, miR-33 A miR-33a il miR-33b 4H i, 4
H|#E SREBF2 F1 SREBF1 E: & 1) & F N 4ihd, I
T/ B2 70 L 40 g Hh 355 ABCAL Fi ABCG1
fIFE3k, miR-33 |5 F AW ffi ABCA1 F1 ABCG1 ik
P, 1L 3% HDL-C 7Kt 2 AT R, Bt miR-33
{122 35 T B8 € Il % HDL-C f 7K P o g 41,
miR-758 .miR-144 miR-26 .miR-27a .miR-27b .miR-302a
miR-148a . miR-128-1 .miR-19b ¥E 5 M 40 jE F0 fT 28 i
HL AT ABCAL Rk, Rl 45 | HDL-C g4t
i, IE R miR-302a MK IANFEDUER R
BUFHE ABCAL f3RBHE N (1L 3% HDL K- F & , 7
P Bl R RAERE AL 5 T /1N B, miR-148a 1) & R 358 i
S0 fFAE LDL 3% f&F1 ABCA1, "] 3% fin{& ¥+ LDL-C,
FEAIRITL 3% HDL-C 7K, R B miR-148a 7 CEEBH
P A8 LB 59 O L RS
5 miR-148a #H{Ll , miR-128 J& HDL A )2 1 = E iR
T 5], miR-128-1 W] F 2 ¥ ) 94 55 LDL 52 & 0
ABCA L HIIEFRAE 2 B ARHE , e HMH A7 1 7E A 7T 1
Ji ABCAT 23 1 B W4t ffu fiE B w11 ) . HDL 35
RE S SR-B T ZePE Ml , K AE [ B2 S 4 s
6 B JIE 2 RE [ P 5% 1) 5% 03 R oK B 2D 3R, T
miR-185 . miR-96 . miR-455 . miR-125a., miR-223 4% [
TR IE AW 5 SR-B 1 19 3R 35 3 i 2> HDL 1) 4%
B2, HDL A BT B4 - f A8 [ B, ) F sl
SRERE AL RO LA B 557 B B VA , 5 _E 38 miRNA
HIFRIB AT $2 1 HDL-C f7K-F-, T4 Bl v e L [ B
MLE F 5 ¥

2.3 miRNA 5 TG [l g 5% J2 IR i 8 s & A
KEZEMNERRRZ —, EEWRER, IS &
RGN BALTT I YRR B BG T )G R
B O LB R & A UR: , ZEAE 2 BOHE FR O AR
ERE AR A (E0) O M8 5 B P, TG JH &
HDL-C f#% 2 & R BRI g R w £, A%
W, miR-33 7 A A B4 4 390 5 B AF AT 38 oo 47 35
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HDL Fl 0 E meiz ™ HA TR, KT
miR-33 FIAITRE T FE PGSR TG MK Ffig i
RE ., FIRKE/NRATRREIH miR-33, R E
Fi 5 FF A P A B = B H I IAE 5 Gao 251 BTG
#Bm, miR-122 FE W RIFEZLEAS S
EH 6 EFEE A LBEERM, 4RI N TG /K
-, HIREE A5 EH 5 Ak TG RHXREY,
Caussy 221\ Sy, miR485-5p N S EJEHEH AS i
&% 5% J5 T ¥8; B8 % B A5 U7 B (lipoprotein lipase,
LPL) {978 H R i 5 X b 155 038 17 78 = Bk H
I % J& o 4E % T B, Karbiener 25" BF 55 % 1,
miR-27b ATJAK LPL (635, Chen 2 & BH, i
RZER A B H miR-29a (¥R KA 33 LPL ) mRNA
IKFFHE o Ahn 24 1 % B miR467b 76 M- 5
RERKRBAFIEH T E, H miR467b F i) $3
LPL () E3A
3 miRNA 5 NAFLD
NAFLD J&—FRHLr & AE , Hp itk 5 3R E
KRG 17 2 | 3F T8 A 4 g 5 1 JFF 4 ( nonalcoholic
steatohepatitis, NASH) | iF & 1L Fl - 4 fa i, E & &
JB A Attt s HeAd R 1), H AT 4Bk NAFLD 2%
K 6.3% ~33% ), ERES LS 5% £ NAFLD
H FB ZE AT , miRNA 55 08 b 0 1M A S B9 AH S PR T
F34#/R ,miRNA 7E NAFLD &4 & B iR EEIEM.
miR-122 3 1+ 4 7% G 2k R 27 e K Bl IR R
RENA R Bk F, NAFLD ¥, &
B 7R VR A B O 0 A M R I AIE miR-122
IR B B T B (H T A 4 AL R I AT
miR-1227K - B AR T 42 B 45 4k /8 3, R P v
miR-122 7K F] 2y NAFLD f 2 fF4F 48 fL 32 4L A
HIBIERR o WK R T AR B /N BB Y B
FERIL, P miR-122 A] 8 3 2% /N B A A A8
ML) INBEASHIFSE R IR, NASH 48 Ik NASH 4
HHF 113 F miRNA B2 R 3L, H P miR-511,
miR-517a, miR-671, miR-132, miR-150, miR433
miR-28-3p Z R A G2 8 X, [ & B miR-197 F1
miR-99 5 NASH % W iF&F 4 %, — i E
I35 BF5E BB 7%, miR-122 . miR-192 il miR-375 5
NASH £ 22455 55 1) ™ B B A 26 , BT ok 41 1 2
THAF7E NASH, {H H A miR-122 0] Fi 3k X 4 fF &1 4
AR, BEAh, miR-21 5 JiF U v JIE [ A0 A 5 BR

FREMAESE ,NAFLD & # % 9F NAFLD [ miR-21 3
I o ABRIE AT S A 15 S AT R B,
3 JI R DR BV Y S BN oty 2 M P 7 Ay R iy e A
REIFFE miRNA 3%, #8578 T miR-199a & 8 76 I8 i
AR | 16 B4 JEPEE 28 A1 37 e S0 PO A P, 50k e X B AR
Et, miR-199a JKF 5 fF S i (b B E R IH %, 3
miR-199a 5 i B JF 47 4 16 72 3 B 3% 7 W5
miR-155f) %A 5 NAFLD #@h %, E7E5 A%
NASH ZSARI IR B35 5 B9 P45 4 /) AR 2 o B
P I R SRR . SRR,
miR-221 miR-222 ]/ Jy 3 i 40 M 5 16 721 4
M R HIFTARIT , miRNA KR AT 78 NASH % T H /)
BT (9 0T B R A SR A I 5 5 i A
miRNA 7E NAFLD 3 i 22 5 3R kH SR A 28 10
i, BE & 1F v i2 Wy NAFLD [ 5 a5 9 80 A/E 4
NAFLD H)i677 # st — 2B BT 5L

4 N &

PR S H IELE R i i RN R A SRR,
SEORE BRSO i ML A B 14 B 8 R SR T SRR 4
T, JUHR Bl RS A R A O I B B R XL
B3 o miRNA 3R 2K AT 42 1 540 1l fig W 20k, [
I e i 25 H LDL-C\HDL-C LA & TG 7K, Jhy
NAFLD )2 W Mgy 3R 4 7 B R H B, A R0 1%
miRNA A] B AR A 5 % AR o 5 miRNA 7p
KL HUHIE IR FEREZF, AFRFF miRNA AT
[l —# B , [F]— 7 miRNA 75 AT 220 A [ 5
AR AR miRNA AR SCHEEE R i1 FA L] , OF
K HAE S IR A 57 A B 2 Wb o B 7
F AAEAIE ST BRI AR SRR R AR B
S 30k
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