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ABCA1 #3E11 microRNA # 5¢JnK - %
BEE, XS, B8, D/E, &, =FE
(1.EERFS T RBATL 2 HERFREHLER, H & EE T 421001)
[KEIF] ATP 44 &455/K Al; MicroRNA; RRREBERiF 4535, A X SR o; SR BER TR v
[ E] EEBFHE(RCT)ZANFTHRZEEG T RIS RNLE RS, A S RBAERILH &

FRESL, ATP 446-& 45354k A1(ABCAL) R 2B B if 23 i3 42 P 69 X 42 W F  ABCAL #9 £ A 2 3| 2 TR T Am bt
FIE KT % AR ZAIE, L P microRNA A~F ABCAl Rix 94t F e K FiHEE&E T EM, BFRGFRXLN, %
# microRNA #& H 44 ABCAL % ¥e 2k W45 ABCAL 9 & A | B i 4L & BL— 2 microRNA i@ it 4/F ) T8 4% ABCA1
KA FEFABELELRD 4o fif X Z48 o LXRa) it BALKRIZ 74 M8 7 B 24K y(PPARY) A B EZ AL
#k o( RXRa) 5 19 42842 ABCAL 89k ik Ak 2] % v 2 B BE i 49 B 493X 25 microRNA 4% miR-33a/b . miR-
19b .miR-27a/b .miR-302 .miR-758 % miR-106b % . A& L £ &45&K & 42 microRNA I ABCA1 &k 4%k,
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[ ABSTRACT |

tant significance to maintain cholesterol homeostasis and prevent atherosclerosis.

Reverse cholesterol transport (RCT) is an important mechanism to remove cholesterol, and it has impor-
ATP-binding cassette transporter Al
(ABCAL1) is the key factor of RCT, the expression of ABCA1 is controlled by many factors of transcriptional level and post-
transcriptional level. The post-transcriptional level of the expression of ABCA1 mediated by microRNA | is attached impor-
tance. According to the recent researches, kinds of microRNAs have regulated the ABCA1 expression directly by treating
the ABCA1 as target gene, at the same time, they also have found some microRNAs take effects indirectly by regulating the
transcription factor of the ABCA1 gene. For example, liver X receptor o (LXRa), peroxisome proliferator activated re-
ceptor y (PPARYy) , retinoid X receptor & (RXRa) are regulating ABCA1 expression, so as to affect cholesterol efflux,
these microRNAs include miR-33a/b, miR-19b, miR-27a/b, miR-302, miR-758, miR-106b and so on. This article
mainly reviews various known microRNAs influence on ABCA1 expression.
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o 2R B O I AE PN BT DR R A iR P g o
B BRI IR A AT 180, 6 0K 4 A d5e 2 SR FE R T i R
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YL, WS E AT B ABCAL FEP 5748 0] L5 L
I 15 2 B N 1 7K P AR AR Ry 2% B ) 3 A% PR i
HEA AR KM As Wi microRNA E—2K g4
Pk K2y 22 IEERY /N5 RNA FERS )5 K
PR R | T 4ROk & B2 Fb microRNA BE i 1
W ABCA1 19 3£ 5 5% W RCT, K i, 1
microRNA 55 ABCA1 X [ & & , SR HUA £ % 1 19 4
Jit R 42 g 4 L PN DL 1 3 o A SRR BB IR As 1Y

Brigie,

1 RCT 5%#BEEHB A1/ABCAl B

24 0 A %) L] P AR M N AR
IO S 7k BB e JIEL T s A P T 4 < 3 2 7 A
JIEL s A i RCT R 5818, BT A RCT X J1H
Wl N AR S B 4 3 B L AR, RCT A
PRI 1, JIE AT DA A0 PN 3 O S IR A
Al (apolipoprotein A1, ApoAl) %5 & T Wi AT B-HDL,
22 B B FIE ] B Pk 5 % i (lecithin cholesterol acyl
transferase , LCAT) Bgfk , fif 4= BU AT B-HDL H A9 AH
IEi] s PR N T 22 AR RS W 888 O, 3 T AN W, B
JRUSCEAHY HDL(o-HDL) o U<, HDL B ifi 78 5 21
IRJEIE, AT LATE 40 B 00 e S e 2 AR 5565 T 4
At L [ P P S AT PN AL B T it L[] P g e a2
1 ( cholesterol ester transfer protein, CETP) }% LDL 5§
THIRE N B IR F A H I =R A, s i iH
[ W 15 O i 3 0 AR o SR, 76 IO P I
s R ER e 7 UM 3, 28 B HE A 3, 72 i il
AV T T W1 ER e A8 1l 1 YR G IR (A IE R =
AAIRRR ) . Hrh 2y 95% AL 4T A 08 26, 38
5% LINBIT PR AL BB ZEAEHE ARG, A ) —
JINER A3 [ P A e AR IR R B A W BT

dal  WLME 3 ApoAl/ABCAT i % 52 B RCT A
W 240 L P 22 4 1 I I 5 30 4 B b, 3 2o B
TEIAHE A A1, A 3457 40 AR P 1R ] s s, AT BEL
IR L, ZHEdT As EF .

ABCAI1 7E ApoAl/ABCA1 i % & ¥5 25 B AE
FHCE 1), ABCAL DL ATP Ay BE TR H P 35 25 JIH [
PCRN 5 B % 42 3] R IS, d5e 24 5 B E 40 M T 1Y
ApoAl 254 X — i F2 J& AR B HDL #4698, 2
IR [ P e ) DGR R SIS R LIS 1 ) AB-
CAl B 5T 40 M N B Wi B O 1, I 5 4l i o0 19
ApoAl Z5ETE BRI BERR-ApoAl 51, S8 5 4
I DAY P JE 1 s o A A R O 1, 5 IR Y -
ApoAl & W44 JE T B-HDL, 7 LCAT BfEH]
T, 7 B B E R A ERIR B9 B2 HDLY |
I A sh R [ R iz o # . WF9E 4 Ik, ABCAT 1]
AEFE NIRRT B 1 AN TE 3l i ATP AR A9 i A2 42
AF UL 1 2 DA 400 i P 9 o B A AR o AR
XREHIERE , ABCAT 37 T 41 i 2 1 L J% 40 i PN 235 4
I ARHBERR A A B4R . ABCAL RIFAEH T
21 AR P SR R XS, 3K 2 X3 0] 1L ] Pt A K g
R UR, A WAL R ABCAL 541
PR B DX IS ) 45 5, — 2 A0 R A 251 . 40 i Py
1 22 0 IR [ 328 % ) 4 30, b n] BB R R 3K, JR
BB EEH ABCAL PN AR ; 75 —Fh e 4niE
PRI ABCAT N5 A7 20 B 11 0 28 60 38 2o 4k
LA FH A I 40 6 P 25 I8 5 WOk, 7E ABCAT /T

GCHE 20 A B e I RERE R T LR
ABCAT L AEFEHEBE NG I, ULPABENIR /& ABCAL &
BRI S B T BR B R AT M R
B BRI 22 S R 2 E L BENR IR . ABCAL 788
Tl M T 22 T 50) 200 o 4% B ) 1 3 T, 3K 2 e PR 400 i
55 ApoAl 454 (2 AR [ By ) e A

pre- B -HDL

& 1. ApoA1/ABCAL1 i i
Figure 1. The ApoA1/ABCA1 pathway
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2  microRNA Xt ABCA1 FRixgiAE{ER

microRNA JZ3E 4t /N 531 RNA H i) —Fp,
FEPRUAT LA, T 35 R ) Bl X 2 4 A 5 R ) P9 5 7
KL R 22 DA R, microRNA i o) 5 #
mRNA (1) 5 RMECR FE 5 53 J5 7K P 36 R i) e sk A 7
W¥E . microRNA S5 T WK N iF 2 8 24 1) 4 B
I, microRNA 23 i H 57 v g Fk o 7 7
G 2 ~7 nt 751 50 F #E mRNA 37 S 4E 4 5 X
(untranslated region, UTR) B 4F5R N 5 HAMEC X, i1
SIS mRNA ; microRNA 53 mRNA 2 [a] (% e % 72 2
HeE T HAMHIHE mRNA A9 05 2K : 58 4 B X A mi-
croRNA 438 i 25 L T siRNA (9 4E F HL il 5 B
mRNA 24 (H Xy OE A D DL TESh bR
#5535 microRNA 8 i #1751 55 mRNA R 58 4 it
X, T BRI ], I X5 1 mRNA Ffi
AN IE L Fh - e 51 AT AN 52 4 T X A 458 X il
FE—> microRNA A LA JLAE N H B3 H , [ FE—
ASH W 3L R 7T 52 £Z 4 microRNA #8735, AT {# mi-
croRNA FEUR AT RURE 4H 1T 52 2= = TRk
2.1 EHEER

B HEH$ ABCAL 19 microRNA FH4EBE & B,
FEE i 454 ABCA1 mRNA 19 3° UTR i G4
SR KRS ABCAL & A9k, BT, SCHk iR E
FISERAESE A FEA LXK 1),

% 1. microRNA X ABCA1 KB #iAE
Table 1. The direct regulation of microRNA to ABCA1

YHEIER ABCAL 11 W4 ABCA1 &%

microRNA

TERIE FEH K SCHR
miR-33a U454 ABCAL A 3° UTR - 404 [15-16]
miR-27a/b $V[A454 ABCA 1 5K 3° UTR il [18]
miR-106b #1454 ABCA 1 5: 3° UTR - 4k [20-21]
miR-302  #B[A454 ABCA 1 %K 3° UTR 4kl [22-23]
miR-758  0[a)454 ABCA 1 3K 3°UTR Tl [24-25]
miR-10b #1454 ABCA 1 5L 3° UTR - 4 [26]

miR-19b  #U[A %54 ABCA 1 2P 3’ UTR  #i41 [
miR-26 B 454 ABCA 1 2:[H 3" UTR VI8 [
miR-93 %A ABCA 1 2H 3° UTR - BiEk [
miR-128-2 #4545 ABCAL JLH 3° UTR 4 [
miR-144 #1454 ABCAL JLH 3° UTR 4 [33
miR-145 #4545 ABCA 1 &K 3° UTR 04k

2.1.1 miR-33a/b  miR-33 f44F miR-33a Fll miR-
33b IS, 1)@ T % F microRNA, miR-33a
FENLTF SREBP-2 [ 16 5 P& F X3k, Hifg F 56 A
s il 2 4 P %) L [ A B AN B 5 miR-33b &2
£ F SREBP-1c 1 17 5 N & F XI5, Hopm 33 1 n]

Ve PP IR TR A0 H I = EE AR . miR-33a/b
HENEFH 3ARREMGEAMSE, T EHES
ABCA1 %K 3 UTR 454, Wil ABCA1 JEH mRNA
FIVER (A 23k, 199 AR [ ol 1) 7552, 248 miR-
33a/b JKF-AT 5 | E A AT HepG2 20 ffd v 4% fEL [
BN ST BT R, 24 miR-33a 53X #4037 4
555, ABCAL JEHF M FR &2 206, mishy
S 7 PRRS BT N UEE A miR-33a Fak T, /N B3
HDL /KB g b Fpietel Marquart 2131 k9% % PR
i miR-33a k5, /N ABCAT ik K 1
50% , Ifil3% HDL /K [T} 25%, SR, 1% %5 i 3L 3h
P (I EZE) B miR-33b Bl = PRSF M 35 AL T IR A
XF miR-33b A SN 525 A0 X miR-33a 5 A R X, 2
AT G 3 1Y S5 5 B P A AL 2 H AR 2R D Y
J)

2.1.2 miR-27a/b  miR-27a J& T 3£ [H] [X I8 mi-
croRNA JEAL T 19 S 4 A4k p13 - 13, miR-27b J&
N T8 microRNA , BN T 9 Sk 22 - 32,0
HEREA S B — B R SR [T
miR-27a/b HAT#L ) 454 ABCAT AYFERY, H & B R
S m I HE A TER ABCAT 4 2 3R /41 Jfd P 97 5 R
[ . Zhang 218 5P miR-27a/b mimics fEE
YL AR THP-1 A1 RAW264.7 J5 M E W 40 il &
HepG2 ZHfifl ABCA1 mRNA FIZE 119235, miR-27a/b
inhibitor mutﬂfﬂ*ﬁfiﬂg%%;mif{-27a/b mimics HE%
B R ApoAT A5 {9 JIE T 37 1, o 5 R AIG 40 if
PR DL TP 1 et 15 M0 200 L R e 2 O e AR
JIE [ P/ 2 ML B L AR, miR-27a/b inhibitor JU) H
PUAH I 9455 ;15 miR-27a/b mimics/ inhibitor #RA 5
M) 248 6 Py L [0 P 5 £, #2738 miR-27a/b AN 21
L P R A 0 ) S B8 R Vi) 40 L P DL R R P B L
B B ALK

2.1.3  miR-106b Kim 2 38 i % 40 H b
ABCA1 3’ UTR AEE B 220 A F 4R ARSF microR-
NA, %3 miR-106b 1] LISE [ 254 ABCAL, HAEMIZ
Y 250 & B, AN R A HIA R LXR A &5
T miR-106b B AT LAy /b JH [ B3 7] ApoAl, miR-
106b AT LM H] ABCA1 2635 e 2™, BFse
MTAERNZ I 2 IF 5% v 2 B0 40 it P H [ s 7K - 55 el
IR PRI BRI 1 K B VTR G . BTN R SE M R R
1B A2 BT R I RO 2 s A AL, SE R AL B
B T LA R VE R H AR A 1 R A ™ A At A L ] e
AAESIEMFEE A B Ak, B, BEAL R 2T 4l i
DAY P JE [ 2 R 9 0 BT R O IR SR 1 VR TR T 5
J71, miR-106b CHUESEATH] ABCAL ik, fi
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HVEMFEE I B M I FIERR, S0, TR R IA
AW miR-106b AYHE &5, miR-106b 7] DL i 1
P RE R EE (1 28 AR ABCAT A S 14 i [ 5 20
TRACFIET B T BT /R s B AR Y . H R
miR-106b ¥ A 0] ABCA1 4 1 FH 7E 1t 22 200 Jifa 45 531
SRR IR PR BRI T a1 A5 B R ST, (0 AR O 1 A

9 7 T WLAF SR 4%
2.1.4 miR-302 miR-302 J& T N A P microRNA

ENT A 4 SYORLU R 3 Sk ™ 5 A M
Bl ABCAT JE[H 37 UTR HA A4S G 0005, RETE %
IR KA ABCA1 mRNA FIEE (55, 5 IH [E
BETLIE ApoAl'™™) | Svenja 25 38 78 Zh ) 52 5 v
& Bl anti-miR-302a BE ¥4 1 LDLR™™ /N B 4K A
ABCA1 7EFIE AN 32 2h Bk i 22 35, T+ 1 2% HDL 7K
IR AR B K As )R JE, X miR-302 4
P AT RE B IR NG 2R R ] As S50 1 8T
2.1.5 miR-758 miR-758 #% & ML & 7 IH [ iz
B W 40 i b, B 9T & PR, miR-758 T L H S
ABCAL 19 3* UTR %54 94795 IH [ BEAM AL, miR-758
FEEE 140 L P EE R B ApoAl, AN 1A
HDL™Y | BAR miR-758 f3E R R A I AT 5
A 7 L 1 s i S R0 248 Py JOEL 1 2 A ST 38 o ] A2 i
HFIK, Mandolini % 38 i 251 3 ik P9 BB Bk - A
SRAE 31 ATk B ko R R Ak 5 2 1 251 80 ok o R BE
e, Hodr 15 Bl 2% A0 [ BEE #5340 16 61 A = AH [
P IiAE R, 380 RT-PCR 2 B, AHX T 1 5 AH [ st
W R A, IR O AR 3N ik B B
ABCA1 mRNA iAW WIS X LRI, miR-
758 A fig 2T | i A% JIE ] e o ) R R R A
0 LS P TR T 1 e it — 2B F TR Sk

2.1.6 H45 ABCAI1 #8% # microRNA Wang
250200 B miR-10b REFE 45 A A0 H ABCAT, R
H mRNA FIEEH I, NTDNHT RCT 980/0 I8 [ B
T TSP A A M miR-10b AESE i AH [ B Ly
507 & B miR-19b FLAT () P ) THP-1 VR E v
4l ABCAT mRNA FIEE [ RAMFEH , miR-19b 45
F ApoE ™ /INEUA N RCT, Al fif 1l 87 BE P iR T DL AR Al
As [R5 Sun %5 58 2 3 P e B AR IE SE miR-
26 7] 5 ABCA1 f¥ 3° UTR %54, ¥ 1A LRk ABCAL1
Fik, M RCT, 42 ) i 12 v %) A (] i 52
miR-26 7EJHE S B W 4 i N ) R ik . 3X — 45 R AE
HepG2 41l fd i [7] £ 15 $I3IE 52 ; He %613 43 qRT-
PCR Fl ELISA #6568 IR 2 Jiik ok 6 A 1k 28 25 i 3%
miR-33 . miR-93 miR-17 /K, & B miR-93 IfL 3¢ /K

SR TR R N, 9 & B miR-93 BE B 4% 5 ABCAL
3’ UTR &5 &, ¥ U R ABCAL B 2 35 Adlakha
VR miR-128-2 NN AEE T T, 10 HLiA A 38
il 454 37 UTR #0i] ABCA1 ,ABCG1 & RXRa,
F2 T REL T P29+, 9 HL & P miR-128-2 i i SIRT1-
dependent J7 M #| ABCA1/ABCG1 LA & SIRT1-in-
dependent 77 2 # ] RXRa; Sala 2" #F 5% & B
miR-145 BESE 254 ABCAT 3 UTR Ikl Hgeik
Kang 25 9L R B ic B R FEA X — 258
de Aguiar Vallim %% % Bl miR-144 EA #0545 &
A ABCA1 3’ UTR JFAERE & Ja AKCE i 215, T
PRI S i,
2.2 [EEER

microRNA [ 7 0] DA B 3240 [a] JH #5 ABCAL1, i
A 13 98 4% ABCA1 9 I i 36 P53k 31 a] 42 9 4%
ABCA1 FAM HAY, 2 DLt A b R 3 5 ) BT
22 {K v ( peroxisome proliferator activated receptor
PPARYy)-f X Z 1K o (liver X receptor o, LXRat ) -
ABCA1 i g% AR 524795, PPARy  LXRa LA
KR B WA N Z R o (retinoid X receptor o,
RXRa) /& PPARy- LXRa-ABCA1 3 % ¢/
TO AT AR R TR I A B SR TR R T
G, FERR AR I AR R G AR A RS /E . PPARYy
& LXRa A9 L33 | i ABCA1 M J& LXRa A9 T i
LN PPARy Al FIE LXRa AO%HE S8, 4K
T ABCAL PYFRIBK 1T A IR [E BESM i, PPAR
5 RXR B R IK, 454 ABCAL Ji 3l X3k DR4,
JA 3l ABCA1 ¥ 5%  [ARE LXR 5 %81k 8 BERC IR 245 &
G5 RXR 55 I U IR R a6 25
FEH ABCAL J5 31 L A9 31 DR, T 36
ABCAL1 A

H Al & Bl — 28 microRNA fE % #0 |n] 45 &
PPARy LXRa . RXRa [H]4Z#% ABCA1 Ay ik (F
2 K2 M1 3), HITHFF R miR-27a/b AT H [ T
#X PPARy Fl RXRa, i PPARy 1 RXRa 7] DAAH B
VEFTE 5 BRI ABCAT ik |t n] 431 B
fE3E ABCA1 23k, i a3 UL B BF 5T & B0 AT L) 4
miR-27a/b BR 1 3% 1E H A1, B o] 38 4 50 1) 0 2R
PPARy 1 RXRa 8] F i ABCA1 i3k ; Chen
VR miR-540 HEEHN RS54 PPARY 37 Akt
T PPARy % H £ 15 7K F; Zhao %57 % Bl miR-
613 5 LXR 9 3°-UTR %54, il SREBP-1c — iz 71 i
2 LXRa I, E 5 LXR W JCHTE R A 3
715 i 1 1] B 5 Adlakha 25707 & Pl miR-128-2 fiE
5 ABCA1 .ABCG1 .RXRa 3°UTR 454, Wl LA 1 42 94
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5 ABCA1 W3Rk, [ RE ] 42238 i 84 RXRax 1
TR ABCAL B 3K ; Zhong % 58 & B
miR-1/miR-206 1 fE 5 LXRa 3'UTR %5 & 1 #il H
mRNA 335, Vinod 257 [a] F£3IE 52 miR-206 B A
T LXRa MFE A5 BEAF, miR-125a-5p B & I 44
FLIEBEL, A 8 1 (oxysterol binding protein, OSBP ) £
R B Z — ORP9, #2758 miR-125a-5p 5 B Jo 5%

% 2. microRNA [8]#1#E ABCA1
Table 2. The indirect regulation of microRNA to ABCA1

B, ATRE 5 miR-125a-5p JLER ORPY, il ORP9 4
SRR B AR [ B G i2 A O, H R ML fr it
— R Bowden 251 IR, OSBP 1A {545 AB-
CA1 Z& (/K , 4 il A [ B2 30 A HDL A= 5%, $2m
miR-125a-5p 7] i@ OSBP [H]3% 520 ABCA1 453
K 2 I R A B 3 RN HDL A= 5

microRNA AUEE Xﬁ?ﬁﬁ 'EHA%(;TT; i;

miR-27a/b  PPARy/RXRa Uik T [31] I - AI
miR-540 PPARy TiH TiH [35] ™
miR-613 LXR R T [36]

miR-128-2 RXRa T T [30]

miR-1 LXRa ik T [37]

miR-206 LXRa T T [37-38]

miR-125a-5p  ORPY9/0SBP LBk T [39-40]

I OSBP

[& 2. microRNA X ABCA1 B)iATH &R
Figure 2. Different regulation way of microRNA to ABCA1

& 3. microRNA #I#] PPAR-LXR % LXR-RXR Tif ABCA1 &ix
Figure 3. MicroRNA reduce the expression of ABCA1 by inhibition PPAR-LXR and LXR-RXR

2.3 microRNA #§#Z ABCA1 I HE A}

FRATAE Bl 132 SCRRES A B — 1~ 5 AN [F] ) microR-
NA——miR-28-5p ,miR-28-5p J& TP E 1 RNA | %E fif
TAE3 SR PR R IIEA TR E RO SO
B miR-28-5p B WM w5 H
microRNA TEF4 5% J5 7K SEUTER ABCAT 19235 [R] 1)
&, i+ PCR & ¥ miR-28-5p E. A i@ if LXRa-
ABCAT1 il % 18 HepG2 4 AN THP-1 P51k w40
i ABCAL LM EWUIRE, Hol 15 ABCAL 2 7EH%
SRR o HEFGE & PLA) microRNA FEARHR EAE
SRR IKOF-UTER ABCAL B3R, 1T REXEH Sk

3 ABCA1 3k 2 & B miR-28-5p , 1% % W miR-
28-5p TEAR MR AL R A 455 5 HAD microRNA
AR, ATHE W BT & F 3 2 F 2k
mircroRNA K4 & B R EEE/S , X — AR R H A
FEA IS, 30 T5 22 AH DA 58 I LAGIE 52, {H 2 X
Wk microRNA PR 5T A0 L4 908 AR IT F2 3t T
EE oy

3 mAEERE

25 FRTR, T K3 microRNA B B 28
(B ¥R ABCAL WHE %5 K, NS 5 I8 ik iz
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ARG AR | 30T T 5 18 B A A G 0 5 s i 5 %
BT RARME T i 2T s RS, (H), 6 TF mi-
croRNA 5 i B ifif 2 [d] i AiF 5€ B 7 i a8 b T 25
BB, microRNA 5 ABCA1 & RCT 2 [a] B94E FHHL
WA Rtk — LB microRNA 1ER— g B A e
FEMIFTE IR, A7 16 G WO I TF & 0 M8, T30 ¢ B
100 FLL_L microRNA HA AE T ABCAL (93
fie, B R X BE T microRNA JH#5 ABCA1 7
BREAFIE, ELARANH AH [ BEA 8 A U 259 (b
TT28) sl g Wi i 25 4 (AR A 2245, B ) 227
A, KORRRAK T stk sl Bk & A= 6, (EL0 i
A PTATIIR AR IR A R ABE T 2R 1 2
LA A A8 2 A [ W3+ 0 24 4 F 5 ok W Ry
BLRAIT 7, WG PRI i A 58 2 B, S8 1) 4
F microRNA 4% JH [ B 4Nt i) anti-miR 3 AR & —
FREAS I & I RIAYT I, il miR-33 W] LA &
FARVENHFEBLSMA RCT 1 HDL K-, 1 (Rl 45
ABCA1 f#% 32 1A LXR . RXR ,PPAR 3 ] % — &
BRI 2 3 ABCAL 3R 2 WA ST AE
DURFISRE NG 25 N o 480 05 T | WE Wk ot — ) 2 B3 56 2 3
i) PPARa #il PPARy N T & BBC AR sh 3, A1
() — LA Wy sl S A PR )2 PPAR 93, AT
A ) PPARe BLAA, W5 B DL 5F AR DR DL
TR VEABERRZC NG IR B H T ILH4E, (|
T R 5 microRNA 22 8] (4 41 H.AE JH b
A B A SCHEIE R YT Y X S 25
WFFEHRAE T B i

[ &% 3k ]
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