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Fig. 1. Proposed mechanism of gene silencing by microRNAs. miRNA genes are transcribed
by an RNA polymerase II to generate the primary miRNA (pri-miRNA) transcripts. The

initiation step is mediated by the Drosha in the nucleus. The product of the nuclear

processing is ~80-nt precursor miRNA (pre-miRNA). This structure can serve as a signature

motif that is recognized by the nuclear export factor, Exportin 5. Upon export, the

cytoplasmic RNase III Dicer participates in the second processing step to produce miRNA
duplexs. The duplex is separated and usually one strand is selected as the mature miRNA,
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whereas the other strand is degraded. Mature miRNAs are incorporated into the effector

complexs, miRISC. miRISC recognizes target mRNA and causes translational repression or

mRNA degradation.
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Fig. 2. Expression levels of PPARa protein and mRNA in cell lines. The PPAR« protein
and mRNA levels were determined by Western blot analysis and real time RT-PCR,
respectively. The PPARo protein and mRNA levels were normalized with GAPDH protein
and mRNA levels, respectively. Data are the mean of two independent experiments.
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Fig. 3. Effects of overexpression of
various miRNAs on expression level of
endogenous PPARa protein in HuH7
cells. The precursor for various miRNAs
and control (50 nM) were transfected
into the cells. After 72 hr, the cells were
harvested and total cell homogenates
(10 pg) were subjected to Western blot
analysis. The PPAR« protein levels were
normalized with GAPDH protein levels.
Values are expressed as percentages
relative to NT. Each column represents
the mean £ SD (n=3). **P<0.01, ***P<
0.001 by student’s t-test. NT: No
transfection.
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Fig. 4. Effects of overexpression of miR-21 and
miR-27b on expression level of endogenous PPARa
mRNA in HuH7 cells. The precursor for miR-21,
miR-27b, and control (50 nM) were transfected into
the cells. After 72 hr, the cells were harvested and
total RNA was isolated. The PPARa mRNA
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levels were determined by real time RT-PCR and
normalized with GAPDH mRNA levels. Values are
expressed as percentages relative to NT. Each
column represents the mean + SD (n = 3). NT: No
transfection.
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Fig. 5. Effects of inhibition of miR-21 and miR-27b on expression level of endogenous PPARa
protein and mRNA in HuH7 cells. The AsO for miR-21, miR-27b, and control (50 nM) were
transfected into the cells. After 72 hr, the cells were harvested and total cell homogenates
(10 pg) were subjected to Western blot analysis and total RNA was also isolated. The
PPARa protein and mRNA levels were normalized with GAPDH protein and mRNA levels,
respectively. Values are expressed as percentages relative to NT. Each column represents
the mean + SD (n = 8). *P < 0.05 by student’s t-test. NT: No transfection.
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Fig. 6. Effects of overexpression or inhibition of miR-21 and miR-27b on expression level
of miR-21 and miR-27b in HuH?7 cells. The precursor or AsO for miR-21, miR-27b and
control (50 nM) were transfected into the cells. After 72 hr, the cells were harvested and
total RNA was isolated. The miR-21 and miR-27b levels were normalized with U6 snRNA
levels. Values are expressed as percentages relative to control. Each column represents
the mean + SD (n = 3). **P < 0.01, ***P < 0.001, compared with the precursor or AsO for

control.
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Fig. 7. Effects of overexpression of miR-21 and miR-27b on expression level of endogenous
PPARa protein and mRNA in HepGz2 cells. The precursor for miR-21, miR-27b, and
control (50 nM) were transfected into HepG2 cells. After 72 hr, the cells were harvested
and total cell homogenates (30 pg) were subjected to Western blot analysis and total RNA
was also isolated. The PPARo. protein and mRNA levels were normalized with GAPDH
protein and mRNA levels, respectively. Values are expressed as percentages relative to NT.
Each column represents the mean + SD (n = 3). *P < 0.05 by student’s t-test. NT: No

transfection.
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Fig. 8. Effects of overexpression or inhibition of miR-21 and miR-27b on expression level
of ACS mRNA in HuH7 cells. Precursor or AsO for miR-21, miR-27b, and control were
transfected into the cells. After 48 hr, the cells were exposed to 100 uM bezafibrate and
incubated for 24 hr. The ACS mRNA level were determined by real time RT-PCR and
normalized with GAPDH mRNA levels. Values are expressed as percentages relative to
NT (-). Each column represents the mean + SD (n = 3). **P< 0.01 and ***P < 0.001,
compared with no treatment of bezafibrate and TP < 0.001, compared with precursor or
AsO for control by Tukey method test. NT: No transfection.
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Human PPARa mRNA (NM_001001928)
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Fig. 9. Schematic representation of the luciferase reporter gene constructs. Various target
fragments were inserted into the Xba I site, downstream of the luciferase gene in the

pGL3p vector.
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Fig. 10. Expression levels of miR-21 and miR-27b in cell lines. The miR-21 and miR-27b
levels were determined by real time RT-PCR and normalized with U6 snRNA levels. Data
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Fig. 11. Schematic representation of human PPARc. mRNA and the predicted target
sequence of miR-21 and miR-27b in PPARa mRNA. The numbering refers to the 5’ end of
mRNA as 1, and the coding region is from +183 to +1589. bold Ietters, seed sequence.
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Fig. 12. Effects of overexpression of miR-21 on luciferase activity in HEK293 cells.

The reporter plasmids (170 ng) were transiently transfected with phRL-TK vector (30 ng)
and 50 nM precursors for miR-21 or control into HEK293 cells. The firefly luciferase
activity for each construct was normalized with the Renilla luciferase activities. Values
are expressed as percentages of the relative luciferase activity of pGL3p. Each column
represents the mean + SD (n = 3). **P < 0.01 and ***P< 0.001, compared with precursor
for control by student’s t-test.
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Fig. 13. Effects of inhibition of miR-21 on luciferase activity in HeLa cells. The reporter



plasmids (170 ng) were transiently transfected with phRL-TK plasmid (30 ng) and 50 nM
AsO for miR-21 or control into HeLa cells. The firefly luciferase activity for each construct
was normalized with the Renilla luciferase activities. Values are expressed as
percentages of the relative luciferase activity of pGL3p. Each column represents the mean
+8D (n =3). *P<0.05 and **P < 0.01, compared with AsO for control by student’s t-test.
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Fig. 14. Effects of overexpression of miR-27b on luciferase activity in HEK293 cells. The
reporter plasmids (170 ng) were transiently transfected with phRL-TK plasmid (30 ng)
and 50 nM precursor for miR-27b or control into HEK293 cells. The firefly luciferase
activity for each construct was normalized with the Renilla luciferase activities. Values
are expressed as percentages of the relative luciferase activity of pGL3p. Each column

represents the mean (n = 2) or the mean = SD (n = 3).

***P<0.001, compared with

precursor for control by student’s t-test.

Table 3. Characteristics of 24 donors in the present study.

No Sex Age (yr) Ethnic Cause of death No Sex Age (yr) Ethnic Cause of death

I M 33 Caucasian  Head trauma 13 M 68 Caucasian  Cerebrovascular accident
2 F 47 Caucasian Cerebrovascular accident 14 M 57 Asian Intracerebral hematoma
3 M 49 Hispanic  Head trauma 15 F 33 Caucasian  Primary brain tumor

4 F 32 Hispanic  Subarachnoid hemorrhage 16 M 60  Caucasian Aneurysm rupture

5 F 33 Hispanic  Cerebrovascular accident 17 M 79  Japanese  Death from cold

6 F 41 Caucasian Cerebrovascular accident 18 F 82 Japanese ~ Hemorrhagic shock

7 M 38 Caucasian  Head trauma 19 F 23 Japanese  Drug abuse

M 56 Caucasian Intracerebral hematoma 20 M 33 Japanese  Hemorrhagic shock

9 F 34 Black Cerebrovascular accident 21 F 68  Japanese  Death from cold

10 F 35 Hispanic  Intracerebral hematoma 22 F 39  Japanese Intracranial injury

11 M 36 Caucasian Intracerebral hematoma 23 M 24 Japanese  Sudden death

12 M 46 Caucasian Anoxia 24 M 73 Japanese  Drowning
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PPARa mRNA & &% 7 BRBL& - OBk

24 BiED v MAAIFIZE T 5 PPARc mRNA OFBREIZZ, 11 fEOBAENR
HHiL, £z, PPARaZ U XV BOFRBEEITITN THEOBAERRBD LN, @
FHORNIXEOHERRAFED b zhoT (r=0.09, p=0.65) (Fig. 15), ZDZ
EMOEERRENEE T 5 LBRXFFEINT,

r=0.09
p=0.65

Relative PPAR« protein level
(PPAR0/GAPDH)

Relative PPARc. mRNA level
(PPARo/GAPDH)

C-11. miR-21 %5 & ¢ PPARoH I E
L DR

24 kO v MEAARFIZE T D miR-21
DEBEBEOETHNSHFEEITEREL
RNZ ERRE NI, BBV L,
miR-21 % &3 PPARo % > /X7 BB
& (r=-0.56, p<0.01) tAEELRWMHEE
L7z (Fig. 16), £7-, BFRZRL L
THH L7 PPAR0Y » V7 BERBEEY
mRNA BEHE TR LZEYH, miR-21 %
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Fig. 15. Relationship between the
PPARo mRNA and protein levels in a
panel of 24 human livers. The

PPARa mRNA levels were determined
by real time RT-PCR and normalized
with GAPDH mRNA levels. The
PPARa protein levels were
determined by Western blot analysis
and normalized with GAPDH protein
levels. The values represent the levels
relative to that of the lowest sample.
Data are the mean of two independent
experiments.
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Fig. 16. Relationship between the miR-21 and PPARa protein levels (A) or translational
efficiency of PPARo. (PPAR«a protein/mRNA ratio) (B) in a panel of 24 human livers. The
PPARa mRNA and miR-21 levels were determined by real time RT-PCR and normalized
with GAPDH mRNA and U6 snRNA levels, respectively. The PPARo protein levels were
determined by Western blot analysis and normalized with GAPDH protein levels.The values
represent the levels relative to that of the lowest sample. Data are the mean of two
independent experiments.

14
r=0.28
5 12 o p=0.08
2 o) o o)
5@10' O o
EQ 5
30 00
92 . o 8
m: O o
564- © O 0o
P 8 o
24 O 8
o
0 L] L] L] ¥
0 1 2 3 4 5

Relative miR-21 level (miR-21/U6 snRNA)
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Fig. 17. Relationship between the miR-21
and PPARa mRNA levels in a panel of 24
human livers. The PPARa mRNA and
miR-21 levels were determined by real time
RT-PCR and normalized with GAPDH
mRNA and U6 snRNA levels, respectively.
The values represent the levels relative to

that of the

lowest sample. Data are the

mean of two independent experiments.
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Fig. 18. Relationship between the miR-27b and PPARa« protein levels (A) or translational
efficiency of PPARo. (PPAR« protein/mRNA ratio) (B) in a panel of 24 human livers. The
PPARo mRNA and miR-27b levels were determined by real time RT-PCR and GAPDH
mRNA and U6 snRNA levels, respectively.The PPAR« protein levels were determined by
Western blot analysis and normalized with GAPDH protein levels.The values represent the
levels relative to that of the lowest sample. Data are the mean of two independent

experiments.

D. E&

PPARaDFHEZFEICEE L CTid, LT D
ZEBRBMEINTWS, 1) 7 v MF#IC
BWT/ZrvaarFad Ficky
PPARa mRNA BF#E I Z &
(Lemberger et al., 1996), 2) protein
kinase C (PKC)DEIZL > TE
PPARo. mRNA X° PPARa® T i {s + A3
w04 5 Z & (Blanquart et al., 2004),

3) t k PPARa/Z mitogen-activated
protein kinase pathway /L TA %
UK ESEfbENnD Z &
(Juge-Aubry et al.,, 1999), ~D X 5z
PPARaDEEFREIZE L Tl < i
FEENTVWDIH, SEIZERBBAND
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PPARaDFEHIEIZ >\ That LT,
PPARa® 3-UTR (8376 #i45) (ZFHAMAY
7emiRNA Za ¥ a—Z —fFHric kv
BTRERLUER, W< 220 miRNA 3%
T o, AR TIRAFRICEEIZHKER
LT\ 6D miRNA (2B L That
L7-. miRNA @ 5" Kiih 6 2~8 i
seed sequence & FEiZh, fERE 25
mRNA OFEFRICEETHL Z LR Fbh
T35 (Lewis et al., 2005), fE#iL LT
27 b7 miRNA 1 seed sequence @
FfER TR T~8 KL B <,
PPARa®DFEBEFE I\ THERER 21 <
AREMERH D L EX BT,

HuH7 #if2iZ 6 T D pre-miRNA % &



A LTZK, pre-miR-21 8 L
pre-miR-27b DEAIC L W FER
PPARo%Z "7 EDIETHRRD Sz
(Fig. 3), Z®DZ & 75 miR-21 B LW
miR-27b 73 PPARa® R B A5 L
TV Z LRI, La»L PPARa
mRNA (38 Len-7z (Fig.4) Z &
LY. miR-21 B L miR-27b X FHER#7
filiC &V PPARaDFEBEAZHIFH L T 5
TEBTEINTZ, £z, AsO A=
EBRIZL > TH miR-21 B L miR-27b
7 PPARoDEBRZHIH L TWHZ &N
Xtz (Fig. 5), & 512, HepG2 #l
falz B\ Ch HuH7 fij & R OfE R
Bonizz L (Fig. 7) 75, miR-21 B
LU miR-27b (2 & % PPAR® % B
FHEKOERICE SRV ERRERN
7z ‘B EAEERE LI BV T, miR-22 @
ERIFEHIZ LY PPARaY v 237 B
D452 Ln@E ST 5 (liopoulos
et al., 2008), L7 L4 [ HuH7 #ja% A
W2 EBRTIE miR-22 (2 & %5 PPARo%
RIBRBEZEOERTIERD bneh o7z,
ZOFEIZIE, Ansflagko@Eunic &
D, KRR RAZREFD miR-2212K 5
PPARoD R HMIMEZ1E L T\ D Z & H
ZZbND, £k, ET NV — )
EMIfFET V& L CRIBE DORRIRE CTH
& L7-b AT & Lo2 fifa % v T,
miR-10b 73 PPARa® R H HI#HIZ B 54
LI EBHEZIN TS (Zheng et al,,
2010), AFRICBIT DA Ea—F —f#
HrizBWTH, HEDNC miR-10b (&M &
LTETFLRTWE, LarL, & Mg
BT ARBEBFEFIEY (miR-21 O
137530 1) ZEMLBIR Lo T2
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(Barad et al., 2004), %# 13 ED
AEMhEE T LO2 Milak &+ 5 - Licky
miR-10b BEEN EH L. ZOEIC
PPARa% X7 BREENR WO T Z &
ZHLMZLTWS, - T, miR-10b
THET NV a— VRV TIX
PPARoDREEHIHIZEET L E 2 bR
B0, HWIER 72 PPARaMDFEHRHIEIZEI L
TIEARHATH 5,

S HIZ miR-21 B X miR-27b A3
PPARa® Tt {s FIZ RIETREIZ O
THRE L 72 (Fig. 8). pre-miR-21 5 &
U'pre-miR-27b D& A2 L V) HTERIACS
mRNA OBAHLB LY H o Fick s
ACS mRNA OFEMNHEL LIz, —F T,
AsO-miR-21 % £ ' AsO-miR-27b ® & A
WX, EEM ACS mRNA [T
B b h o7z, miRNA OBFEIRBLIC
&Y miR-21 B XU miR-27b BEE X%
NENB/BLIV2BFBIZLEALE—F
T, /v F ALY ELBHERL
7223 & 720 (Fig. 6), miRNA D@ R 3
BE )y ¥y 02k 5 miRNA OEE
DERENRERDZ LN, ETEMNZ ACS
mRNA BREDO EHICKELZFER» S
LivZzvy, —H T, VAV RFET T
FERO LAPRBO NI, €-T,
miR-21 & miR-27b iZ PPARa® T iiigis
FTORBICHEELRITTZ EHREN
7o ULE, ZZ T miR-21 BI W
miR-27b 7% PPARa.® 3. % BRIl
L VAICHIE L TEY, Zih PPARaD
THBEFORRBICEELRIFT L%
O LTz,

miR-21 B X miR-27b IZ L 5
PPARo® FH Hl4#H 23 PPARo. mRNA @ &



DEHTEBZ > TWVWIEOPHLNIT D
ZEEBAME LIz, miR-21 O@FEIFEE
(Fig. 12) BL O/ v 7 ¥ v (Fig. 13)
(Z& Y MRE21_1 M#RERTHD Z &M
RENT2, —F T, miR-27b iBREIFEHIZ
£V 3-UTR (CfF1ET 5 MRE27b 7> 1
RERY72 MRE2Tb DRIEX T2 Z LM Tx
ootz (Fig. 14), Zi#E TIZ miRNA
iX 3-UTR 7213 T2 < . R (Tay et
al., 2008) < 5-UTR (Lytel et al., 2007)
® MRE [Z b BRERICE < & L BHE &
NTW5b, £Z T HIZ PPARoDFIERE
15X° 5-UTR (ZH§8ERY 72 MRE27b 23 7F1E
T DA L2, #RERY 72 MRE27b %
FETHZ LIZTE b ote, AFET
50 E 72> - #RER) 72 MRE21_1 (X
I EEDOMFEIPED miR-21 & 2720 Euy,
—5 T, SEfER L 7572 3-UTR A D
MRE27b OH T, £ mRNA O
HE Th 5 seed sequence & DFEFMED
& MRE27b_5 (3E8 DELFITZ hiF
EHEMERE < RV DI TR
Bol=Dind Lvien, D% T,
miR-27b X PPARYDO B ELHIH#H 21T 5 = &
BRI T35 (Lin et al., 2009,
Jennewein et al., 2010), Jennewein &
iZ PPARy mRNA WNIZ#6E/ 72 MRE27b
#[FE LTV /=, PPARy& PPARa®
MRE27b DECH| % e U= 23, & DA
tEixEhiz &< o7z (55%), -
T, 22 H0 MRE (2B L T Bifdi 70 Hrge
EYHILIITERVWEEZLND, —
RIZ= > B2 — & — T2 X 5 MRE 0
FEIIBEMEORENE N E SN, h
DIAFF TR BV THERERY 72 MRE27b % [
ETERDPSEERD 1 H>ThdLEZ
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bitd, LA L prermiR-27b DE A (Z X
D PPARa% v/ 7 BRBEITKT L
ZeMD, miR-27b BEER S L < i3
DR+ %4 L TREEERIZ PPARaIC/EA
LTWoEEZLND, SERFLE
MRE21_1 &£ MRE21_2 ® miR-21 & ®O#H
M %t § %5 &, MRE21_1 (energy
-21.8) ®J57% MRE21_2 (energy -20.8)
L0 BHEERE NS TZ, 26D
miRNA ©® MRE ® 9 %, miRNA & &b
MR E W MRE 28 MRE21_1 Th -
72o PPARa mRNA OFEREBLIZE F &
HLTT7 vy MU RTT I/ BHR
HED0%LL L LBV DK L, 3-UTR IZ
LTk b, v b, v URTENRE
L 8376, 1560, 238 HEIxf & & I3 m /e
DR 2> T%, miR-21 OHFEESIT b
M. 7y M, 7R TEL—HKLTWNS,
F7- MRE21_1iZBL Tk hE~DU X T
IX seed sequence X RICHEFES LT
Do - T, miR-21 I KX 2 HEBHIHI <
UATHREBRICE Z o TW B TREME S Z
Abhd, [ETHR~ZLSIZ, miR-21
(2 £ 5 PPARaD R B E R HHC
BET 5 TBE T OB HLEET S
ZED B, ¥ 7 R in vivo TOSE L #
IZB T % miR-21 12 X %5 PPARaD R H il
HOBREBRDILDHDDORNETNLE 72
Sb Livien,

PLE. Z Z Ttk PPARoDZ B
MRE21_1 2’sERIZ@BVTW1WA - L %
O 2MZ L7, 72 MRE27b IZREICE
LIah ol s, MIKICRIT 5HE 2%
B % L. miR-27b | PPARa® R B 44
WKHEELTWREEZ NS,

AETIE, miR-21 BEX U miR-27b 12 &



% PPARoFELFAHEI 23 EBRIZ & I+
THEETVIFERTH L0, 14RED
t MEAFIZE T 5 PPARe. mRNA & #
YR ERBLE . miR-21 B X miR-27b
RMBOHBEBMREZTM <5 & THHL
7zo PPARo mRNA #E &L ¥ X/ H
HEL &L ORICIXIEDOMHBIBRAED 5
Y, BEHFESOBENXEINE
(Fig. 15), %7z miR-21 3#. & & PPARa
&N BRBER XU PPARCEIRZ)
RLOMABRYMHESRD b
(Fig. 16), 1€~>7T, b MF&IZHT S
PPARoDZ Bz x L, miR-21 D%
BB RKEWATREMD R 172, miR-21
IR A RIS BV TRBLEDS EF LT
HIEmE<monTnsd (Marquez et
al., 2010), % 7= programmed cell death 4
(Asangani et al., 2008), tropomyosin 1
(Zhu et al., 2007) <° phosphate and
tensin homolog (Meng et al., 2007) & \»
ST BB TFORRENH T2 L
225 H miR-21 [FEELEFLEEZLONT
W5, 52 miR-21 IZAFIRO FAEDOE
WCRBREN EF L, FFMROSEICEE
EO®ELH D (Song et al., 2010,
Marquez et al., 2010), = ® X 52, Hij
HICBWTERRTEHZRIZLTND
ZERREN TS miR-21 A, BRER
HICBWTHEETHLZ LRI NT,
— . miR-27b B & & PPARa% v /¥
7GR B E L PPARoFIFRZIR L D
BT A E2MEIERD b (Fig. 18),
b MFEIZ 31 5 PPARoD 3 B~
® miR-27b O % 5-13HA BEMAT H> & (3H 0
T&ERDP-o T, miR-27b (XEAEZENIEE
K& Do 72—F T, PPARa¥ V"7

105

X PPARa mRNA 13dH % 0 EKZER K X
Kemotz, Zim miR-27b & PPARa
Z Ry EOBICE B2 BEBER A ED
LR REAMNS LivZewyy, L,
Ml E W= EREZET 5 L, A
AT DFEF T miR-27b (2 & 5 PPAR0®
EBAFE~DOEEERET Db DO TidA
nweEz bbb,

LA E, A CTik PPAROB L U2 D F
TiBfs T OFRESE & v o IRERBHCR
PR#H TP miR-21 B X V' miR-27b O
Te I BREZ A LT LT

PPARo/IIEE BB EH 24 5> R
HEER OR B 217 > BEEREERF
Thd, AFRETIE, & MFBIZBT S
PPARa( 3 BiFAfIC miRNA 238535
DR L7,

B I ETIXPPARaUCHE S T 2 AIREMED
in silico TFHl S 11724 D miRNA ©
56, Mg CE < EHRL TV miR-21,
miR-22, miR-24, miR-27b, miR-181a,
let-7a (22T, PPARaDHEHEL LV
Z DOHREIZ 5 2 5 miRNA OEEIZ DU
TR L7z, prermiR-21 B LW
premiR-27b DEAIZ L V| & MR
% HuH7 3 X O HepG2 @iz B8\ T
PPARa# R BHRBENET T2 L
R L, DB, PPARa mRNA %
HEREL Lo/ &5, miR-21
B X U miR-27b X PPARa % #laR#NHIIC
L UHIET D Z ENRINT, B
pre-miR-21 35 & O pre-miR-27b DE A
I2X Y, PPARa® THiEF ThH 5 ACS



mRNA OFENREBEEOR LB LY
¥ Rz X% ACS mRNA OFEDH KN
AO LI, —F AsO-miR-21 BL W
AsO-miR-27b DEAIZ L W FE I T2
ACSmRNA D& 5722 ERABRR DB
72 ZDZ DB miR-21 B X OV miR-27b
73 PPARo®D THEBILFIZHHETHZ
EBRINT,

% 11 #£TiX, PPARa mRNA [Z RH &
7= MRE @ 9 %, £ D MRE 23HRERDIC
ERTH BN 72T7—ET vEAIC
TOBRFLEZ, ZoBstLn, 2250
MRE21 @ 5 LAH[EMED & < (energy
-21.8), seed sequence & 552 IZARME 72
A4l %z > MRE21_1 78 miR-21 2 k¥
ARk S AU, FEBLIEN I CHRERIC @B T
HT LM ENT, —J5 T, seed
sequence & DFHFHMEFHL8OD
MRE27b iZW 1 HHERER Tid e o 7z,
W> T, EEERICE TV 2 hREENIC
BN T D 5EH 5TV, ke
AW D5 miR-27b iX PPARa®
EEHHICESTLEEZ LN,

BIIE T, miR-21 3 X miR-27b
(2K % PPARaFEBIFRAEI A3 EBIZ b MIF
R THERE TVWDIHERTH DI, 248
Ko e MEAFIZEIT 5 PPARa mRNA
LA EFEBE, miR21 BXIO
miR-27b BEEOMHBEREARE AL Z &
Tl L7z, PPARa mRNA & # 2 %7
ERBE L ORICIZIEDFBEBR AR D
LT, BERRAG OSSN RE I,
F72 miR-21 BB & L PPARa¥ V'8
BB &L L O PPARHIER R & oz
BERSHENED LN, —F T,
miR-27b FH & L PPARa% > /37 B %
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BEPR L PPARoFRRRZIE L oI
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T, b MFgIZ 31 5 PPARG % B il )
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IR TE T miR-21 OF 5N K& WA
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WD L0l RAR%D
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