Reviews and Monographs Es3ad=k 274

) D
. . Progress in Biochemistry and Biophysics
)4 2011, 38(9): 781~790

www.pibb.ac.cn

microRNAs— RS R B F#1 %

BAEEL? F O REELY EHL
(O FEREZE O IRBE T AT, SRR A TS0 ==, AR AT R0y, #TBH 4210015 2 BERE K29 25 B0 E 0T, 5 FH 421001;
DM RIFSWIEHO A, i 4210015 O MAKSEA SR IG# 20 E, #iFH 421001)

FE L8 T4 K microRNAs, JGILE miR-33 78I B 75 77 1 1 D BeWF Ul e . IR STA A 0 40 M AT AT L 1Y)
W, EESZLEATN X A (LXRs) A B 150 45 45 8 [ (SREBPs) &% . B U B, AR S i RNAs 5K ik i
microRNAs {5 Ja K- g A MO E N Rik, S HEEEE . H i =ERIE IR M. L miR-33 AT ) iR =B
MR 45 & E(ABO) IS A K I K 5t ABCAL FIl ABCG1, Il JIF [l st i 0 R v 2% 88 4 11 (HDIL) & s e 08 1) B 0 07 12
B- S ALAHCHEE], 41 CPT1A. CROT Hl HADHB ik, #fl/EiMRaEL; W UTER AMPK 1 RIP140 1555, s2mH =
fisfeisf. HoAh microRNAs 41 miR-122. miR-370. miR-125a-5p. miR-27. miR-320 %%, W5 EEE:. Hm=/k. &

A QAT M 0 40 2

XK#17 microRNAs, JHEEREFRA:, NEWIRE L, HDL, Him=}5u

ZRPES R363

JIE BT AI 2R L, Lt JIE [T e pAy s 2R R RN T D7 PR
A, AT 5] 3l ik 5 K £ 46 (atherosclerosis,
As)s ARIHEZEEE. MEIMEE . T ZOBE R« et O
B0 7R e BRE NN 037 JH- 8 22 R AU A OG0 , 7
BN RARRR, CHAE R EPER, HREEIER
T, OB S E A N R R R

microRNA & — W BN K& 22 ME T
B8 3Rk b B OR ST 0 B i R IE g i RNA, Il
W AR mRNA 1) 3' 3£ [X (untranslated region,
UTR) H 4 &5 &, 75 3 5% J5 7K 7 1 86 % A 58 b
mRNA S0 A RIS, HF5T R, microRNA
Z: 5 MR TR AR Rk, AT As B
B, A R AR, JC H I ] e T 1) B s
(reverse cholesterol transport, RCT) /7 [fil ) & A
I E B A BRI A SCER X microRNAs 78 7
SRR 1A 42 07 T JCH 2 miR-33 1) e i Al — %5
&, CLHES) microRNA 7B NGB A 2777 1 1 H
oK.

1 #AAE A B9 RB [E B A0 A B 4K it
i A = I LR A 0 R A
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SFC e R ] P A2 A I 00 40 B AR 1t e i £ ) B
ANy, IR EAEENE, e
WoER. VTR AYE 3R D T B, eI LL g
J TR 4G 5 A kel . DRI 23 R AH I P 3 A AT
TR BRI A QA H8 2 i A 4w AE
AR DAy S5 [ Tt S A e A AR,

0 0 P PR L 1 AR S A R A Bk
HOR R A R e sh P4, g i
AR [ i B 2, R R) SO X 32 4K (liver X
receptor, LXR)FIE B, 7] Ik il it 35 15 o
¢k & # I (sterol-regulatory element binding protein,
SREBP), LA4ERFAH Iy (IR [E iE A4S . LXR —J7
T30 e A S e A D B TR R A S e as Ak
AT(ATP binding cassette transporter A1, ABCA1) 1
MR IR Y 45 & ® 15 /& G1(ATP binding cassette
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transporter G, ABCG1) % % iz A FE R )ik, e ik
JIFL [T et 2 v %% B T £ 11 (high density lipoprotein,
HDL)A= ™, 53— J7 % LXR-IDOL &%, 1
K % B HE &5 F1 %2 & (low density lipoprotein
receptor, LDLR) %5 > 3 1) JH [ {2 N 419, [A] B
LXR 34 F] B4 03K 9 B L [ I 5 BAH G g VR
Je Bk TR % Jé Bk 4% % i 1 (farnesyl-diphosphate
farnesyltransferase 1, FDFT1)f1E & B 14 o it
F AL i (lanosterol 14a-demethylase, CYPS1A1)F)5E
PP 1111 B o A

SREBP £4fi# 7% 5 1 (security content automation
protocol, SCAP)J& SREBPs [ KA. 2440 fu iy

LDL apoAl €'
~—
NEL I B/ el

() ] IS T BE 2K P IsF, [ B 45 5 SCAP,  FE I
SREBPs. SREBPs —J7 [fii #J ¥ LDLR ik, f£if
JHL AP R T R, 53— T TR AR P e 13— 8 7
WS A I8 )5 B (3-hydroxy-3-methylglutaryl-coenzyme A
reductase, HMGCR)FIE, {2 A Py I [l Pt 5 i 1,
WFFR M, LXR Al SREBP-1c ik, IR/
4 W(fatty acid synthase, FASN). B4l A # 1L
i} (acetyl-CoA carboxylase, ACC)%:3i15 i, i
T 0 1 A0 H il =I5 5 S, SREBP-2 1 AT i i
ek LXR S AL [ i Bo e 7= 42, i Xl ABCAT
ATIEME A #E09, SREBPs 45 LXRs —jt 4k 41 41 Jifg )y
g A () 1).
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Fig. 1 Regulation of cellular cholesterol and fatty acid metabolism
B 1 REEREFAREERAE TR
— - {RUEER, A JBIEA, LDL: 0% %REN, apoA-l: #EHE A A1, HDL: =& 8 IEE A, ABCAl: =BT 454 GitE ik
Al, ABCGl: =BEMMRIT4i& G4kiafk G1, LDLR: K% BENE&H 0524k, IDOL: W53 AR B R L2 AR, CYPSIAL: FEB(
B 14 a - i FIERE, NPCl: C Y 13¢Jg%2 - ILy& H, SREBP: [HEFM T cfF4i# & A, LXR: JIF X 24k, RXR: M X 21k,
FDFT1: V5JedE Rk Je 5% 0 1, HMGCR: J£H13%)% — R H hing A JEBiNG, SCAP: [HIEZHTI T4 & A RMEIEEA, Golgi:

FRIEAR, SIP: {75 1 AR, S2P: 7% 2 AW, ER: RN,

2 microRNA BIEME R SIERNF

microRNAs 7t 3k A 41 7K - K 5 A7 T F& [ )
Xk, WA DERL T 8 R g AL FE R N R

AT, 41 A% 1) microRNA 4548 RNA
A T (RNA polymerase T, pol T )74 B
5" 7 45 K A1 37 polyA [¥) pri-miRNAM, %
RNase Il % % 1] Drosha Bt & RNA 45 & & M
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DGCRS8/Pasha f& — 48 4fj )y X - (TRBP2. PACT.
DEAD % fi#Jigfi p68. DEAD i fi#t el p72 Fil— 4k
¥ WAZ B AZ A 11 45)03 4, 8% pri-miRNA 1 Tk 4
70 ~100nt H A7 2 &5 Ky 1) kKRB AT A——
pre-miRNA, $RJ5 7E¥412 8 1 Exportin-5 # 1l ~ 4
Ran-GTP-dependent %1z 22 fu 4. fEgi fu 2
pre-miRNA £ [fi] J& RNase [ll ZJ% 1] Dicer 5% Ago
FIZKIR IR Ago2 W5 2 1IN LABHE, TERCKZT 22nt
] microRNA X % /& (miRNA:miRNA"), Dicer fll

HLFRFEA]
o s g

A<IP<IDAD<IA DI

Olﬂlmlfl pri-miRNA
C)mﬁ:umI pre-miRNA

Ago2 4k B2 XUHE A BT U] f a2 I R B (guide
strand B miRNA) fil H %} 5% (passenger strand Y,
microRNA"). PI&4E1 22 mA %5, b miRNA 5
Ago H H K I M GW182/ TNRC6 45 HiAl ik £ 45
ST RNA 353 B B A DR & 14
(RNA-induced silencing complex, RISC), miRNA"
I FREN I EATEE, AT RE X IR B Ago2 A< &
Y B DI IR T AR 19 (1 2).

miRNA FE[X

l RNA & 1T

4l Ho #%
\ Drosha/DGCRS 4%

e fikt

L \[
HEFRIERIY 3'UTR q
( J
Y
IO TT  miRNA: miRNA*
Dicer/Ago & K%
L [ \

T T miRNA (NARRNRINATIN) miRNA*
MR T~ l B
SR i T j

L__RISC

Fig. 2 microRNA biogenesis and negative function

Bl 2 microRNA BIE K FS1ETE1E FAHLH

A microRNA 18 i Watson-Crick i it %)
A HAEF 5153 RISC % 5 R 51 9 45 & 2 4% mRNA
ff) 3" UTRM, 5" UTR 8 g fish 8 [ 4 I8 1 X im0,
FERE SRR /KO S FOBE IR () TR T s, SLngl
P7 R 1R 22 A PR B o) R BT B bR mRNA B L A
M, AR Sr T AR A R B TN R S 58
microRNA ] 57 8 #Z L 5 4% mRNA [#) 3" UTR
HAMEREEDIADE, FES =M H-FHE e
BOE T8 A HAN, BEIEZEEMAEAS mRNA; 55 —F

VP A EC, A E AR mRNA, H&E
JEEIVPE R IO, 28 = RpLb e ik, WA 7 0L )
REEAERRY. 423 KL microRNA 5 #4% mRNA
1) 5" UTR A4S & Al A TRl gees 2, kil
X —EWRENLH S & 2 IR/ PRI WE 741 (AU
rich element, ARE)f %, HAKHLHIL A 2E.
ARE 78/ —Fh mRNA Afse o, f72F mRNA
(FIAEGMASIX, EE R MTE E mRNA R .
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3 microRNAs 5 g BX 5t

3.1 miR-33—ERARIAENEZETH
3.1.1 miR-33 515 £ ALK SREBPs.

miR-33 L §5 miR-33a Al miR-33b 4~ %,
f7F SREBPs % X3, J& T M7 microRNA.
miR-33a 57T SREBP-2 ] 16 5 N & 1 IX ik, I
T 32 5 DR 42 o1 A A0 pA) T L ] 5 o R R BT
miR-33b 5Ef7. T SREBP-1c [#] 17 5 N & 1 X 4,
FLe 32 56 R ATk B U 4 I I 1 R H e — s
%P, Rayner 552V Najafi 555953 51l 7 48 L K~ &

37

e z_'i(}

B, miR-33a 5115 32 3L K] SREBP-2 JL#6 5%, H
5 H [ B2 K OF A1 ABCAL K35 S 5%, Al A4
C57BL6 /M« LDLR A apoE~~ il 7t & B
IR %:. Horie 25V I, #i% SREBP-2 )&, miR-33a
FiLEBFE LA, o8 miR-33a 5 H i 13 A
SREBP-2 $t#65%, JH H 824K £ v 1 A [ 2 /K 1 1
A ALY R R, miR-33a [R5
A7 5 JELRSE, $E7R X microRNA ZE)FPIEAL I
AIREREEZAEN, PRI miR-33a 7R/
T O =11 = K A A & T Y W A T
TR (14 3).

|
@ p miR-33a/b
o o s
o 0 UL
-0 miR-33a/b
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Fig. 3 miR-33 regulate lipid metabolism
E 3 miR-33 FEERKERE
CE: JH[EFERS, FC: Wrss/H[EEE, apoA-T: #HJFEM A-T1, HDL: =#%H&EM, NPCl: CHL1 )62 - L1, ABCAl: —#fiRMg
Trah G aibiaik Al, ABCGl: —HERIRTF 45 & G214k G1, RIP140: 2K L AEH 81 140, AMPK: 2 IR (AMP)FUE 1Y 8 3
CROT: W O “FIL4EM T, HAHDB: FRpiibiiify A AR, CPTIA: WHHAHIBLF4 8 1, Exon: 4ME T, SREBPF jit SREBP [{14
LA,

miR-33 [ % — 4~ W 3 miR-33b, 5 miR-33a
A ERNE, FER XM AR AR, P
HHVIZ HE LML, 11 ABCAL. ABCGI
4, $278 miR-33b 7EH I RERRAS . MRt H
=R BOT R EZAE N, (RS FL30Y)

(I FZ8) 1) miR-33b B = fR5F 1, Wik £EA 14 1)
SIS — S E A
3.1.2 miR-33a S5HH[E B .

miR-33a 55 ABCA1 3’ UTR 4 3 /N R 57 45
G, SEARTAT — /M A, ABCAL ik i,
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1 P P O ] P g S 3G 0, $2 28 miR-33a AT YTER
ABCA1 #ik2%,  ABCAIl & —F#E&EH, U
ATP e (i 2k 40 1 PR Ui 2 JOE ] P R 1t I 25 5 38 4
MO R 2 82 1 A- T (apolipoprotein A- T,
apoA- [ ), 7F RCT F1 HDL Z ji e 4h e f v g 5%
BEAER, BEFRCA RCT B~ TAES O AT
B~ ABCA1 7 ELWg A M A [ e ot o el v 4% o
FIAE P, R4 ffd T miR-33a #E [n) 455 ABCAL,
DUERILZRIL, 04K apoA- T 45 ) JH [ B 90 HY
1M SCHEAZ AT R T-9 miR-33a Jo I H LA S (1 &5
%[32733]'

WEFT A B, A2 12 IH [ B H 9 78 B HDL (1)
ABCGI /& miR-33a RIFEFRHEDE, 75K B B 41
JOFI 40 i, miR-33a #1i] ABCG1 Kk, kb
HDL 5 (19 I [ i 0 2%, ABCG1 - B A i3 0
fi] P A 40 B P4 978 HH 2 HDL-2. HDL-3. Ji#% HDL
e A RN A T, A 45 40 By A e
JFL ] B2 52 AR ER NS, (RN 46 apoA- T B 3kAT]
ITF9T s ABCG1 5 ABCAT 75 A5 JIH [ 1 37 L
FTHDL Az s o B [l 4 F Be 2,

3.1.3 miR-33a SH[HEES K.

C M 1K) 2 - L5 [ ( Niemann-Pick C1
protein, NPC1) 2 I i ig P 44 (late endosome, LE)/
WA (Iysosome,  LSS)H — /N2 A5 ] i J&k A2 [X 1k
) %5 J5 B 4 (4, fE SREBP {5 5 i %+ w8
LDL JH [if] {2 %% 32 2] P 5 M (endoplasmic reticulum,
ER)H, 28I [ B Pk 3 4 F4 I3 (Acyl-CoA: cholesterol
acyltransferase, ACAT)Hg b 14 SCAP J& 40, K
R TR ] A B[R] I NPC L m] s A ] e A
1 3 g R AA,  JE I ) 27- 72 4R I (sterol
27-hydroxylase, CYP27)#ik, J/=4: LXR RARI
A 27- FRBENR I, 2 i (L R A L L AT
IWE 57 e 7s NPC1 5 ABCAL ThAsAH b il , ik
S0 B P P L A ) SRR I, NPCL H 2
miR-33a (1) FEFR LD B2, FER 1 40 1 Py 1 fIF [ f
KT IELL K, miR-33a # NPC1 &Ik, —J7
T2 ER WA ([ B g2, RS SREBP-2, fiei
P Y5 JIEL ] I A R A R E g — g T A ol
LXR FARFECAA 27- FEHEAA S I, 9/ R o] Pt ot 1
AR A2 L PR P R[] I R ) 2 A

HMGCR 2 IH [# B2 A=) & ) ROk, A20015
S22 7K HMGCR 5 miR-33 47 75 45 & 1 14
Rayner %25 Hl, miR-33a 5 HMGCR FKiA/K T2
IEAHSG, B miR-33a v/ NEAKN, KIN SREBP-2

RILTH, LR W RL L B HMGCR &3k E R,
T DU B S 3246, ARE Z3 1 Hod R
ARED™ 75 HMGCR J¥ %1l 47 4E K ARE Joft,
#2758 miR-33 T AEMLE HMGCR, H ELARKLHIA 5
BB

3.1.4 miR-33 53K HDL /K-F-.

ABCAI #1 ABCG1 25 4 Jifl 4 JIE [# i % d2
HhiEZ 5 T HIEA HDL SR, #2755 miR-33 X IMiL3%
HDL 7KV 42 HAT 2w S WU R ISP I
PEM miR-33a &Ik )5, /b EUMLZE HDL KF 9]
JH283231 Marquart 25 P41 miR-33a RiL 5, K
P/ B ABCAT FRIE /K- L 50%, 13 HDL /K
VBTt 25%. Rayner 252 HT miR-33a (11890 2 4%
o, FEPUHERE, AN RUILSE HDL 7K-F ETH4
25%. Najafi S5CO7E i 5 B 57 10 /N RS R 2
KL miR-33a FIE K P HAK,  AE AR AR H] 8¢
miR-33a IR EAL H AL BISWIIG, AR I i
HDL KV %) 35%. Horie S50 & e il 71 45
P miR-33a, [FIFFUE] T 440 B 24 1M 3% HDL /K
S LW, ARATTIE A I miR-33a B AR AE K
() HDL ki, #2758 miR-33a YL 2k ABCA1 1
ABCG1 HIIEAEHI AT BEAE 2 FhAL 2340 g rhiie /R T
HETT R M2 HDL 7KF-.

HLAEWEFCRNT, B 3R AT R RIS ¥ HDL
AV AHHEAABURI AR T, e, RS
M LXR — 2 Hi ¥ SREBP-1¢ ¥ 3%, {RHEAR IR
A0 = lE A P, $278 miR-33b Al fg— /7 HI IR
ABCAI £k, i) apoA- T A5 1 JH [ B 7 H A0
BrAm) HDL Bk, 5 —1iPiER ABCGL &3k, I
il HDL A1 A [ W27 ARS8 HDL JE g, ki
B AIG I S (¥ HDL 7K1, 51 DAL H- il = I
MAR % & g 25 11 (very low-density lipoprotein, VLDL)
KA HE IR TR AR A A £ A
3.1.5 miR-33 SRR B- FAk.

SREBPs AN 428 IH [ 8255 1, (RN - A Ms
15 M BENE S . Gerin Z5EHFST % I miR-33 7] #E A
VORI IR B- A SCIE A, ) 2 ks e 1
¥ 1 (carnitine palmitoyl ransferase 1A, CPT1A).
WK O I F4 # [ (carnitine O-octanoyltransferase,
CROT) Fl ¥ ¢ 2k 4fi g A I &0 ¥ B (hydroxyacyl-
Coenzyme A dehydrogenase/3-ketoacyl-Coenzy-me A
thiolase/enoyl-Coenzyme A hydratase (-subunit,
HADHB) )% ik, CPTIA {7 & kifk o I, &
JIRIWITR B- AP BRI A, TR 5 R ISE A BT Al A
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W TP I D7 R R B I I TR e N e R AR R AT B AR
1k, CROT &Mk A ily, ] AR IDER 4 NG
TR Ak A B 1 NSRRI T, B6E CPTIA K&
FENRWiMREAAE ], HADHB MOFRER ki ik = Thfg
F, Hgmfidm) g WAL TR B At Ak # H BE
YEFIB 4, BF9T#E7E miR-33a I R, &I
HADHB 1 CPTIA Xi&/KF i, NENITE B %4k
ZANH], CROT RIAAKFRAZAMHE], (AN B 4
WHAZ W, HAPUREAGERE. EYERE R
INEHEANE 1 IR EEAZ 1A 1(S1P receptor 1, S1PRI)
J& miR-33a FHLIEIN, HAZ23 SIP 5 SREBPs /&
WEARARIT S DIAH G, #2278 miR-33a AT HEIE L S1PR1
VPR NE A

RV SR L[] Pty SRR A, AN e A R[]
fig, I SREBPs {0 FE AR ER A6 G BUk. AWM
B2 58 miR-33a 5 ABCAL JF L4 &7 4, 1
5 CPTIA H 4 A0 mi HmBEOR T, $en TR IE A b
TP R B TR TR F AT IR Al 98GR
B AR 7R miR-33a AT R B CPT1A V&1,
HE—2 B # CPT1A & miR-33a [KHEARFE 4,

miR-33 M%) — A K Kk miR-33b & 75 7 I 7 12
B AL, HATMAER. G40 IR
% g A ALk AN, R OKE S WIS
SREBP-1c #&I1A, miR-33b 5 1L15 LK SREBP-1¢
A e, RIEIR TR A ™ 4. miR-33b 5
miR-33a AWML RA I, HIXW ML 1R IE
AN 5 CPT1A. CROT. HADHB 1 48 45 & 3%
PR, 7R LRI R g D R A AL
3.1.6 miR-33 5Hh—=EE & k.

Najafi ZB9% L miR-33 A YERBEIR 175 (AMP)
WOUE 1) B B (AMP-activated protein kinase,
AMPK). AMPK & — P75 4 )i A A7 A e AL
W CWE, ALt IR IR B- A AR 1) A
B AT SREBP-1c (63K, AR 17 1 Al
HM=EE A, #2715 miR-33 Al fEil i AMPK 1
G D R AN H I = ER A R IR IR B- AL
RV AR B, HAREREME, EUE B ER,
AMPK [] 3" UTR 5 miR-33 Jf TG #E |n) 45 & HL il
BATHEN T — 20 (0 57 3 N ) & T AMPK 1)
5" UTR 84l & 40 2 1 X 385 miR-33 & AfE 70
B &G B, BT RS T IE i miR-33 A1 IX ik
AP 11~ 12 N 2L IS O K AR 17 21
XPESL, T R AR N I AE W) 2B . Ho S8BT
R miR-33 A HE [n) PUER 52 A& A0 B4R H A5 140

(receptor-interacting protein 140, RIP140), I il
IL-1B #1 TNF-a 55 20 B 1 R 8. RIP140 2 —
T et S AR IR 7, nl 0% NF-«B {5 Sl i, 1
FERIER FIRIE, dnf LUEd S 2 M2k 4 &
B TR R ) R 5%, Wn s LXR 454 ] fi i
SREBP-lc. SCD-1 ZF5E DA, el H v — N5 A g 10
BRIV I, 47 B 55 4R B0 S A I A 184 B D0 2
& (peroxisome proliferator activated receptors, PPARs)
by RV AH DGR DA (1) s, A I 0 R P R
AL, BLRIPTER RIP140 Jo, Hl =R 4k
SRRIGIN . MR A A I R R, R
miR-33 H] GEIE L RIP140 520 2 Bl il 48 A0 o 3k
AR5, ET R AR DG AR I R, JL R AR
A RpE— R

XL IR, miR-33 & IR A i 2 1) B
Eoull, EA R LXRs A1 SREBPs B &t ok,
HBRAMRRE 2 AL T Rk, HES
IDOL /13 IR IR 2 11 52 AR K2 25 A0 S e i
LRI RS BREIIER . miR-33 W 3L K (AL
T DA B 25 VA 10 2% (A7 7 B FE I RIEANTE 2E.
3.2 Eft microRNAs 55 R 15

FoAh microRNA %1 miR-122 #% A k2 B8 A
WM Z oot PRI, miR-122 & A
microRNA B 5 1] 70%, 4FmtEmRIiE L, A8
i R L3 P R I 7 1 5 B8, AV Ly I AR M 1
AL AR A BOR miR-122 76 i B R 4
RAE)ZAEH. SRS B R miR-122 5 1
FHREEA ) 3" UTR JF g oA s, $on AR 3E
WAFER ZMERZFEE. FATTHEN, miR-122 AT HE
LR AR AH LA 1) 5 UTR sk gm s 25 (1 4h 8 1
XA 45A A0 A, B I AN 11~ 12
AN TESE IR EE RO AR 7 AR, JREE i
IR IR S5 % IR O A e AR, ik
A ] e o H A microRNA [8] #2145 g 504G i .
Iliopoulos Z5“IJF 57 & I miR-370 A i i miR-122
W IR A U AR DI R e, b i i PR AT Hndt =
NREEM A L. AL, AL AR miR-370 R & [t
BR CPT1A ik, 0ifINIE DT MR Ak . A1 BRI 2,
miR-122 WA YL ER CPTIA #ik, {H CPTIA A
J& miR-122 #EFRHE D, $275 miR-122 F1 miR-370
ZIAAEAEAH BT B AE . Chen 25 B8 5T K IR,
miR-125a-5p 7% ox-LDL W% & 1) 5 4% F 0 40 i
JIG T HOORN 90 IR -3 08, R BN RS e Bk . 36
As RAEREMIER, #F—2H5UK I, miR-125a-5p
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HH I T 1 AU [ i 45 45 3 1 (oxysterol binding protein,
OSBP)Z i i 12— ORP9, 47~ miR-125a-5p 1t
W M R E, AT fit 5 miR-125a-5p YL ER ORPY,
i ORPY AT (1) g AR Al i iz A7 0C, HEA
AL 4R, Bowden 28515 7, OSBP
B ABCAL d /K-, i iH [ B A HDL
A, $E78 miR-125a-5p AT REI ik OSBP [H]£252 11
ABCAL. ABCGI S5k, i 4 JIH [ B o A
HDL A= p. S iise i ss miR-27a/b m]#E i v Bk i
AL W Il AR B E W) OIS 2 R -y (peroxisome
proliferator activated receptor, PPAR-~)Fl i B i 2
1% W 324K - (retinoid X receptor-alpha, RXRa), #1
NG040 i /345, PPARy 1 RXRa AJ LUK HAE
TR ALk ABCAL F1 ABCGl %£ik, [H
iR B Bl HE ABCAL fil ABCGI R ikP7%, 3
TR 57~ PPAR fE4&1E HDL 415 1) JIH [ B 3t
PR EEZERS. AEE B A% EoR, miR-27a/b
5 ABCA1 145G 47 11, #278 miR-27a/b 1] g #H[n]
gh4y ABCAL, PUERILIRIA, 1 B U 4 A [ e i 114
AU HDL E i, % /0w BLad i it Bk PPARy A
RXRa, [f]#% 5% 0 ABCAl 1 ABCG1 % () % ik,
11 R 45 R [ g L 0 HDL & R JRATTWT ST R IR
miR-320 755 ZHRHUIRES N AR D7 48 i rp ik |
WS, $E/R miR-320 AT RES e IR AR, Ak
BURIAE RRRAER T

4 PEIERE

U R AR 584> microRNA FRE T fE
ZAFBIUESE, AR ILAEH [ A AC G I RCT J7 i
DA E IR A i Rl = P L S RN
microRNA ZhfeA 5, H U1 RCT 1] 5 1A g
JAL 2 TR S A . B R R IR AR R 4
microRNA fIRFFTIE FoE vk —4, @A V2 )it
MR, W WAl HE S microRNA K SUSEAZ T
PR A SR R P R Gl ? RIA R microRNA
W2 5 M BARHE, UG Ger, W e 4 OGB4
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Abstract Lipid metabolism is tightly regulated at the cellular level, in addition to classic transcriptional
regulation of cholesterol metabolism (e.g. by SREBP and LXR). Members of a class of non-coding RNAs termed
microRNAs have recently been identified to be potent post-transcriptional regulators of lipid metabolism genes,
including metabolisms of cholesterol, triglyceride, and fatty acid. Several reports have recently shown that miR-33
regulates cholesterol efflux and HDL biogenesis by downregulating the expression of the ABC transporters,
ABCAI and ABCGI. Moreover, miR-33 also inhibits the translation of several transcriptional regulating proteins
for fatty acid B-oxidation, including CPT1A, CROT, and HADHB, thereby inhibiting fatty acid degradation. In
addition, miR-33 may regulates triglyceride metabolism through negatively regulating the activity of AMPK and
RIP140. Other microRNAs including miR-122, miR-370, miR-125a-5p, miR-27 and miR-320 have been shown to
play important roles in regulating cholesterol homeostasis, triglyceride, fatty acid metabolism and lipogenesis. The

current progress of the microRNAs, especially miR-33, in regulating lipid metabolism were summarized.
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