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AL FRIRFAE, A7 75 55 6 (BN 28 5 0 1) R 0 A e 12, 12
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X BT, 95326 H DX R 5T 55 1 A5 A A 5 3 i A
RFAEJE B PRI AR SRS AR 5 R A R ik — DR R A% AR
J5EF) 73 AL 1) A 9 AT 1)

1 bR T ik
L1 2 Wit

PR ST AP R 2 Wk A o B A5 7328 5 4
) FRifE.

1.2 N5 HERR b v

NNFBRAE: 75 SR T2 WibnifE; SRR E18~60% 2
[ 2528 01 R 1.

HEBRARAE: S e it BB AR BOR K I At
B2 W s IEAE A 2653 20 KR 3L e 2.

1.3 HFEXN%R
HFE20114E4 H~20124F 1 A 76 b 50 A B A kG
H O B b 5T R B 240K 2 T s A 5 1 T2 AR A N 36
B 1R A1 Je L BEL AN A% 20 R 3R AT 208 1% 43 A, R IR
JRA(T, n=19), FAUTA(N, n=17), B4R . F#
1A B HE B S5 T 75 T (P>0.05). B R 4R FE 5 (4T 3N)
A3 —MSZ )30 523K F (15T 15N, FE A4S B 25
TER 1H) 47T qRT-PCREGIE. W Flidd AL R 25 K
R SIS AN PR D it E(2012BZY YLLO301),

F1 ORERASFMBRAEEZ TR Y

I 2 5% B I8 2 X IO 78 I 3R 45 K015 7 &

14 FESCREE. BUZANAE 5. RNAS] & F01 5
Fe3uN Y Al

Pt R A U2 3 2 IE DK 1L 10 mL, W R 5
FESLHTLURZE AN ST R, ik H 4. BRI S b
T AT R B 4t — R AT M KIS mL, £ = %04 2
I (ethylene diamine tetraacetic acid, EDTA)$i ¢, I
B TUKE A, 5 mLAE#E, 4 & 3, 762 bk i B 47
22 N AR B It g DY TAs ).

A0 JE I EEAAZ A0 73 5 T2 h 20 B Pt i 1
A1 JE LB A% A, B —80°C UKAR % AL, 4 B{PBMC S
B0 56 JOP IR (1) EAEE TN 4 mLibk B2 40 i 5
W5 (i) BXEDTABUAE K 4 mL 5 55 & B BR #h 28 v
¥ (phosphate buffered saline, PBS)V2 2], 15 Kk 22 22 {3
AN b, R B G, RAFENE . 1413%g
KPS 020 min, H4 0T U B B A (d) E a0 5 E N
R3E, BEAN M APBSHE, T2 441 f Rk 4l
J, HF R R A B A B, AE B R S AL DL
MZH RN W B BB F RS, (iv) HEMRE
TR =% 2, WAL, I Sf% L EPBSR.
BINT mL 2L 40 i 2 /8 7, 453 xg 25023 min, P& I IK;
(V) RixE L JE, 37 B3, IMATRIZOLEE E 7, B T
—80°C UKAH A R A7

i H N (n=17) T (n=19) P{E
PE(F L) 7/10 8/11 1.000NS
GRS 34.06+9.44 37.44+9.53 0.299N8
JiE Bl (cm) 80.67+7.67 81.31£7.29 0.798N8
A 5 5 $ (kg/m?) 21.81£2.07 21.89+2.28 0.438NS
15 1 B 2 (%) 23.13 £ 5.20 24.40 +5.05 0.465NS
#7 3K J& (mmHg) 76.59+12.79 74.05+12.10 0.545N8
1 4 i (mmHg) 105.35+12.14 112.47+12.79 0.590NS
2% Ji 11 % (mmol/L) 4.70+0.43 4.95+0.42 0.089N8
7 = & (mmol/L) 1.01+0.27 1.2940.55 0.304NS
A J1BL [ B (mmol/L) 4.44+0.96 4.55+0.79 0.698NS
72 % % 5 5 1 (mmol/L) 1.424.0.41 1.35£0.26 0.552N8
16 %5 B I 22 11 (mmol/L) 2.40+£0.79 2.34+0.62 0.912N8

a) I K Fx £SDR . K TR IS A AE S B0 30 1047 W 241 2 W) 22 ] Ge vk (NS: % Z 57, P>0.05; *: P<0.05; **: P<0.01)
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RNAf$E 5 Affymetrix FE LS 2448 RNAHHIES
& RNeasy kit(Invitrogen, 3% [E) 15 B 151217, 37 FIRNeasy
kit(Qiagen, {8 [E)&lifk, H-2 5 Y FE 1 (A280/260) F12.0%
S5 I W Ut J PR UK AS T S RINA IR BB B o . il
PEMERNAS NRIEK41U133 Affymetrix plus 2.0%
IEIE S T2, PR S RNASIEE, RNA
1, cDNAA AL, cRNAZEAL. VEML. F Bk, 28
TRPEBE S EMERLEE, SR IIARAE. Y,
4.

1.5 YRGB B i e vk 43 A

JRAHEHE AL B B I RMA T VR T = IE
HHE A — A A3 B AR FE I U8, BRI RIS (EHlog2 e L.

S A — A, TR O Z R =
BN R SR HH 2 4E b5 (multidimensional scaling,
MDS) X ¥ vt & PR 3 1 (B 3647 PR 4E AL B, DA 5F B
i A A R ot ik DR R IA B 2 1A I B

R FH 2 1 A5 R N 22 5 DL $87 77 v AT 22 7 3R Ik
FE IR i % 131, SR FI BH FDR 55 7% Xt PAE 3 47 g 1E 14,
FDR(false discovery rate)<0.05 H FC(fold change)> 1.5,
ERASIFEX.

FIH GO Z3 % 22 e 808 FE R 1) = BE D Re EAT &
MrUS1, % FH %% 45 JR K 16 (Fisher) A6 56 % GO 8 51l 347 43
2#(P<0.01).

X 7 S RIK B E RIS 5 s B 34T i, A
KEGG M3 (http://www.genome.jp/kegg/) F 25 5 IH %
B33 B (101 [ SR FH Fisher 16 36 i o 4 35 & 4R 1) JE I

1.6 SEHF 3t @ B PCR

Kot FE B AN 4T M RNARBUS, F| F Turbo DNA
TH AT B (ABL, 26 [B) 2 BR 2L K ZHDNA 75 4, 2 J5
S i cDNA. SR 5% % 52 #PCRK FI SYBR YL ELE 96
FLBCHEAT, BB R AL, SR NAR R 10 uL. PCRIZ N il
FEPE IR 264F 9: 95°C 3 minJ&, 95°C,10's, 60°C, 30 s
A0 AR

2 gEH

2.0 R T AL 1 A5 2H i R B

PRALTEME . F W8 4 H 5 % (body mass index,
BMI). JEME. . S0 Hb = A

B e R B B B IR AR A O TG
(P>0.05).

EER

2.2 BT A L PR AH 3R T AT 95 TR 5 4E S 0 B
2H iR

K FH AE BB R 2R, R BT A PR B Rk E 1T A
K36 FE A AN, 5 AR TR = 3R R
&, XA N134/N108/T180/T179/T175/T168%% 6 #E i
BH(EITA). 36 FE A 4 5L R 1 R IK 1S I MDS 43 #7 45
REIR, 36 M FEAR R N, RA DA H I
1 KR (K 1B).

2.3 JRIBAFP R M 2 R RIBFE P

W R R 2 W LR H R A E, M AP
R S KEURAS B BREIR 15 L. DR, 3 64453 )
58 AL R 04 SR 28 8 B IO FE A HEAT J5 8243 Hr, BV 51 B
N134,N108, T180, T179, T175M T1683L 16N kA,

5P R A B, KR R A 355 E R RIA
F RGN EF, FC=1.5, FDR<0.05), 4% 1894 |1
FERAN1667 T R FE K. 7E3554 22 5 3 T8 2 R () L il
&, B R (EI2A) AT LK 30 52 3R 3 BA ff b 43
. BT RIS R R RIEE, 1894 K BIR TR
MR R ERIR B3 T AL (2B, T 1664 5 [A] 2
N H A IR K (B 2€).

2.4 LS GOVREAE B 4 B

GO/ 7R, 1894 Ll 2 Al & e 21 N Wit
T2, WL /NS A L /N B e AL R I &, e BE B R
W E3ART .

5T IE A B, RS R E SR AR
ECM-ZEM EAEH . #ER. Gt R, Ex
LR A4 B B IR B A S5 2 H (I3B).

2.5 TIHEEEGOTEREME B & 440 M

GO HT 7R, 1664 N R IAJE K & SR AE 1414
Vit R, A0 FE R [ A 42 RSORT 240 R P L[] P 2 3 1
T VR R 8 (M R A o3 W R AR T SRR AR
W 4AFT 7.

BB AN SN, VA 3 R SR AR 40 i IR
TETEH. HESERE S, PPAR(E 5 il % AL
KA O U 5545 5 18 % (K14B).
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A Dendrogram for clustering experiments,
using centered correlation and average linkage.
Exp N41.CEL
. 02
2 Exp TI80.CEL
e o Exfi) 79.CEL | @
&S 04 Exp TI75.CEL @ 2
[
=
S
O 0.6 1
» -0.%G0.s =
o® o .05 6 g
0.8 1 & 08
T T afEH o 0 4 T T
Wwwiww i wwwwwwwwwwwwwwwwwwwwlwlow(oww/wwwww
R R R R R R R R R R R R B EE Bl g
Selde b cn-Wod - RwoNBS YT - NES oS YOlEa s T ®
HeleEssscdsarneddegzziseplosgqelegs g
HEelEIEEESeEEr EFRIEcE2s22SdEREEE S5 TS
Z[RIZEF R R ERER FEF ZZZZZFZ[FF|Z ZF|Z zz

1

Bl 1 B8 BOR F  BRE A B R FRik  JR M B 3R 8 45 R ATMDS
A 36N REAR R AR R B BRI, B 36 MR & E A RIBEMDSBI/R. 418 T RUFRAWN); 4 2 BIE R 4(T)

B

200000

1500.004

i e G et

A B 25 Do CHEERE N cBow I BRREE ST
S OO0 Soeas
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Mk AR A Ak
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20004
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B2 300RERMEMBAEAERRREERRAERN B ERRBERMBEKFSH
A 30BI R AR IS BER 2. G RN ROAE RKE & B: 1894 R LRI RAFHLE B 8T FIE H 4L (N), P<0.01. C: 1661 T fZEF LA
R LR, () AIE 41 (N), P<0.01
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%34

GO term

antigen processing and presentation of exogenous peptide antigen via MHC class |, TAP-..

A GO analysis —Log,P
0 5 10 15 20 25 30
platelet activation ‘ ‘
platelet ion
blood ion

negative regulation of transcription, DNA-dep
negative regulation of histone H3-K4 ylation
entrainment of circadian clock by photoperiod
anti-apoptosis
placenta blood vessel development
positive regulation of ion transport
negative regulation of translation involved in gene silencing by miRNA
positive regulation of endothelial cell migration
response to calcium ion
cell cycle arrest
antigen processing and presentation of peptide antigen via MHC class |
RNA p ing
positive regulation of peptidyl-tyrosine phosphorylation
negative regulation of transcription from RNA polymerase || promoter
positive regulation of blood coagulation
circadian lation of gene ion

regulation of muscle contraction

4 6 8 10

B Pathway analysis —Log,P
2

(o]

Phagosome
ECM-receptor interaction
Focal adhesion
Hematopoietic cell lineage

Malaria

Fatty acid elongation in mitochondria

B3 REARAMT LRERERNGOME S EE
A LUREED FIGOAT; B: LA IR 0 £ 5 3 B 43 B

A GO analysis —Log,P

positive regulation of cholesterol biosynthetic process

intracellular cholesterol transport
negative regulation of calcium ion-dependent exocytosis

negative regulation of cholesterol storage

phospholipid homeostasis
cellular response to thyroid hormone stimulus

|
positive regulation of cholesterol efflux
—

GO term

lipoprotein metabolic process

I-kappaB kinase/NF-kappaB cascade

negative regulation of lipid catabolic process

negative regulation of macrophage derived foam cell differentiation

NLS-bearing substrate import into nucleus
endosome transport

B Pathway analysis —Log,P

(=]
—
N
w
'S
[s1}
a
N
@

Adipocytokine signaling pathway

Insulin signaling pathway

PPAR signaling pathway

Hypertrophic cardiomyopathy (HCM)

B4 RBERARSTTRHERERNGOME S BRI
A TS FIGOAHT; B: F R K A £ 5 38 B 5 B
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2.6 % RRIEEHKGRT-PCREE
IR M A IR R, RIRAR i 2 R RIS FE R W R
ERAERE NG ARUITAR OGS 5l %, 1X L85 S L2 ek
IRl AT B A2 SR X ) T~ AT ) - A, AN PR B
LRI T SRR GG S B B AE M R i 6 2
53 [R i3 47 qQRT-PCREGHIE: ELOVL7(elongation of very
long-chain fatty acids protein 7)-5 2k 4 fig iy B2 4iE K 8%
AH%; PRKAR1A(protein kinase cAMP-dependent type |
regulatory subunit alpha) f1SOCS3(suppressor of cytokine

045 = ELOVL?
2
[
I
g
< 010 =
Q
JJ\E s
i
)
£ 005 =
o
<
=z
['4
£ |
0.00 t T
N T
0.3 = S0CS3
;E ok
m
5
Q
n
i
)
B 01=
1;
o
<
=z
: S—
E o0 - .
N T
0.003 = CLu
3 *
m
I
[a}
% 0002 =
Q
n —_—
i
)
% 0.001 =
o
<
=z
: e
0.000 - .
N T

signaling 3)5 i# 5 Z {5 5 38 % #H ¢ ; ACSL4(acyl-CoA
synthetase long-chain family member 4) 5 PPAR{E 5 i#
%A 5% CLU(clusterin) 5 g it AL 6§ #H 5 4BCGI(ATP
binding cassette subfamily G member 1)-5 AH [l Bz X i
A2, X JEUUE FE G (AT 55 3N) A B0 57 A 5 (15T X 15N)
GBI RER, FRe N EREREREEEEER
(P<0.05)(F5). 21, ELOVL7, SOCS3, ACSLARICLUTE
PRI h 21k L, T PRKARIARIABCGITERR R4 h
E S

04 = PRKAR1A

03 =

02 =

0.1 =

mRNAERY FIAE(SGAPDHABEY)

0.0

510 = ACSAL4

0.08 =

0.06 =

0.04

0.02 =

mRNAERY R IA{E (5 GAPDHAELY)

0.00

ABCG1
0.08 =

0.06 =

0.04 =

0.02 =

mRNAERYF&IAE(SGAPDHAEL)

—

0.00 r
N T

Bl 5 R BTANF A5 5t RIAE H qRT-PCREIE
8 4 1) Jo 7~ A 2 (R B R 55 R R T ZH (K (5. 26 2% ) mRNA R IAME. Z RS iR A TR, *: P<0.05; **: P<0.01
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3 it
3.0 SRR TS P AR AT I A A a4 PR 4
RIBWEHEAT 73R

AR I A2 AR RS AR I, SR AL (AR (T 5
€ AT BE FEHR 2 A7 SR A JoT. SCHRHIE FT 2R W], 1 4
HLAN 4 B 94N T 25 HH EL, 80% ) 4 S5 4L 2 A [F] (g 113171,
P] e A VR UZH 72 L A0 ) I 7T DA S R L A4 (AR T, 7T
FH 44 it 1) A= 0 b 5 A i

S 45 R, FEANGE E REA A 70 R A5 B
DU, M 22 25 PR L R AB A N A BEAT AR B e
B, BT AT REA S R 2R, 5 A5 2 W SRE LT
W& (K1), JF B4 26 B E R w2 b, & T
— A B, DA, AR Oy, A A [ I i
T RENFEA R A 2 W, B 5 7 K AT LA
Xt B ANREREAT 7328, JF BLAFAE AR LA 70 1 2 Ak

R IBIE 0 R B, AR AR B R AL 5 15, # 54K
PR DA 5%, SRR 78 R W, 1E & 4 2 PR
W ZE AL IR A LI G OL SR e TR E R A,
B BERAR R A2 W AT BEAT B TR BZ RN RE.

3.2 EREHS T BB R AR AL
barynil] e

SR FH P 4L 18] 355/ 22 S 3k JE (R E AT MR B SR 2Ky
A, BT DRI 53 A0S A 56 45 X 4y 22 57 4 R GO A
G E T OR, 5 ROA B R R A R AR
3 ELAH B 2 FARFIE . X 5 A B SCER AT AT
HERS R St GRS A UNG R 7S 7 I =0 | DA = 1
L FAAR U 25 A A1 25 D) AH G

I P TR A U R 0 A AR VR 1 G 107 B 2 BB SR
(T2DM). i 5 R HCH IR 25 & AE(MS) A [ 2
NP A5 S I@E i o, B RIEE R E EEL
or A g 105 PR B 8 KA 5 il . Hob, ELOVL7FE R #E %
B F Ik B . ELOVL7 KA g 17 18 1 i
FWRELOVLIZ 12 —. HELOVLYRHD () I 5 R 1 11 g,
THE A AR A B i 197 R A B HP 1) 58 — 2D AR D 3%, 75 MR
O R AR 21 L = e A B 220 L A A 0
A FE BRI ELOVLEE R 323 2 04035 JiE 5% 2T 52
P B PR RO IS RS B8 7E YR T ik, RIS K
WAL T RE RS 1 N TR AT 15 21 i s 121230,

JEE 5 A5 5 g 2 L ARG Sl ik, RS RS

530 PR A 2 5 BB B R BURR S R &
SIS E N, FRERE SRS RS @K
Horh, SOCS3TER MR R A R IE . SOCS3 2 i 5
ZESMEE R E AP SCHRIER R, 7651
JREJE ] () N B B UL T SOCS 33 22 151200, il s /) B (Mous
musculus) T ESOCS3 5 K 2> {2 ¥t Jik & = 15 5 1% 3127
(A R M2, 8 R SRR A0 SOCS3 1 K ik 4=
B /N BRVIR B 15 S IR R AKPTIL A, o8 /N BRUIE
L8130, SOCS3FI AR it 2 181 AN A7 16 BB AH 55 1,
H 5SRO RFENEY). A0SR IE
MR Z A AR BIRE b 1) 2 5%, i — DRI 1E MR
H AR AR IEEPERRE. R, FHE 058 VR AR T 5 R
FHCPUE VIR O, RIS FLA S R4 5 10 A IR AN I B
JIES PRt AS A R AE AN VAN 5 W S5 1) 06 B 45 A AR R AL AS
AN R IAE A PRI — B — T T, 34 B35 T8I 358 9k g o ik
B TOESAREE M. K. WRITE. 55 ER
FUBK T 55 2 AN J7 . IEHE R B, RiX AR LR A B2
PR RS JR A 38 7 i O i L 57 98 P v DRSS, T £ 34
CEAAE R, TR IERE S 15, 4716 O v 1f 8 5 28
Id e AR 290, BV, VR A R, AR T IR R, SE R AR
AL A AR

PRKARIA, S EAG 5B 15 —AHH, £
PRAE IR P RIS N . %5 & cAMPAK B I 5 (1 I
(cAMP-dependent protein kinase, PKA) [ 55 % 1 [1] I 15
A, PKATE B8 & -1 A0 g 0 AQ 8 b ke S 2R .
TR0, A 1R 3R B PKA R A #0 RIRTa B AR
VTR, T RI0E [ A& PRKARIA = 4120300 Ik
&b, PRKARIA W] 5 PKA A 5 () Ji JiR p4H o JBE 5 2% &
W, FET2DM I 5 25 B 25 ) T R BEARBY. B 7t 45 R &
B, R WA T A R ik = T T PKA AR B8 71, AT R
B i AR 25 AL KUK

W 2% W, PPARsHZ 52 K 5 5 G i IR 54k . B
I3 TR A A7 R 77 T2 1 2 DD AH G020, ik 90 38 B 70 AT S,
TR E HEAEPPARE S F@ M. Hh, ACSL4
FEFR G TR 2 3A FR. ACSL4, V8 9K B 3L i iy
AG RS EACSLIK A 2 —, FLAT W5 A8 7 18 43 fd 1)
15 F, T HE iR o3 i i A2 5 i 2 AR AR <. T
TEITRE PRI (1 P R Jo T R B 2RI 2, A mT
JIE 2 4 i o — B H S R = R . LR AR
PPARY MK #1345 12 A A L, 17 i) B 42 38 1 # ik ACSL4
R AE R A AE 334, ACSL4EE4 T LA Jy i 35 55 18 44
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JoE B v AR A 9 F AL A

3.3 ZFFERSR RS T A AE Bl BRAE AL KU

AWEFUIE SR T CLUBAT 13RI, N iZ 5 R 1E
Jig B AT AR hE 2 SC AR . BeAt, IBiEHE T ABCG
FLI], Z AR AE GO T b i B2 R 4R, JF 55 1 [ e A
ERULEESS

CLUAFAE T 5 31 20 ik ok B 158 4 2838 20 ik e g
AN v e S B A AR B OR A AN BTR A B 2 T RE
B £, 2 3 b0k B A A kR o AR b ey P LA i

A 33 I LA Bl Ik 5 A A A4 1 e 3k B AR DO A HE
FER I, CLUAE SR b ik 30k TR bk, 2 g A
PAAFAE I Ik 58 5 B A v LS, CLUTT B8 A2 T BT 3 ik 34
FERE AL ) 2 EE SRS A

ABCGIERN—AEE MM ia L [, ] Uit
04 i RS e X2 AL ] g 4 i SRR i B R A kAL, I
A o T4 R AR A G Sl Rk AL AR AR B
W 41 i HH ABCGTEE R T il 2= 5 B sl Bk R AL 8L, At 72
M EE FR B RABCGIRIE Y. %45 Rilt— K,
IR TN A AT R8RS Jk 08 B T A 1 SRS
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