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[Abstract] Objective To explore the roles of peroxisome proliferator-activated receptors
(PPARs) on the levels of serum C-reactive protein (CRP) and the interactions of PPARs haplotypes
with abnormal body weight. Methods Subjects (n=644) were randomly selected from the cohort
‘Prevention of Multiple metabolic disorders and Metabolic syndrome in Jiangsu province (PMMIS) .
Variance test, ¢ test and lineal regression were used to analyze the associations between PPARs
polymorphisms and the levels of CRP. The association between PPARs haplotypes and serum CRP
levels as well as the interaction of PPARs haplotypes with abnormal body weight were analyzed , under
the SNPStats software. Results After adjusting for sex, age, blood pressure, cigarette smoking,
alcohol drinking and so on, data showed that both rs1800206 and rs9794 were associated with the
changes along with the levels of CRP (P<<0.05). After adjusting for the same factors, haplotypes of
AVG and CVG in PPAR«, CG in PPARS appeared to be associated with the increase (P<C0.05) while
haplotypes of CC in PPARS, CPCAC in PPARY were associated with the decrease of CRP levels (P<
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0.05). Results from the Interaction analysis also noted that the interactions did exist between abnormal
body weight and both AVG,CVG in PPARa,and CG in PPARS. Conclusion PPARs polymorphisms
and haplotypes were associated with CRP. Interaction between PPAR «/3 and abnormal body weight

might contribute to the levels of CRP.
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C I 1 5 FH (CRP) & 4 A B 2 41 MU A 3075 B
GEOE T PEBE S KO UBE B B o 2 o A B e F 49
mt, REMEFHREZ27% ~ 40%1] CRP K
SEARER Bt fE &, #1278 CRP KR U IR
AEWF b REEERE. CHEPRREUCRP
EF BANAERL) -6 EEMFZEHEF-1eEFNEE
5 CRPA X", CRPF=A T4, HEREE
Z R R E T B AW RRE , S SRk
BE5H M 940G 3% 1A (PPAR ) S i (R B A9 % S BB F A%
WEZERBRIEMRS, EEH PPAR0 . PPARSAI
PPARY=FF W, AN F AKE 22 6 F13 FHef
£, BARPPAR KT RIMEM AR, BAEANFEKH
LB H3INTRAER REDRE FRRE .
P RAE R LA BT R TR VT e K AR (B
H AT A% WA X PPAR0/SI I E L B L 5
(SNP) 5 CRP f5CHRAF 5T , LA PPAR0/S/y ) SNP #4 3
AR5 CRP HIRBEAR ILIRE

EHE-FRHEERERRR M mEER
B+ EEMIEM, Szalai 5" & K HE S CRP &
EXf CRP KA BAER, i IL-1 #1 CRP H: H AIZE
HAERX CRPHFZMEE HE" ., BATEEIAN
RE e 2 — T8 AR B S RE R A", Aronson 51 & B
E R AR R & 1E B A L5 CRP K FE A B R EERE
Z—,CRPKF5BMIEIEMHX, £HCRPKES
EEENSEXAEY. HEKRTGEERE(BE
HAEM)MCRPKEABEEZ PPARKE M,
PPAR HI{AE 7 ¥ % CRP E B A AR I, /T N
HERY W CRP K E LR EHB MR EEHRER
FIRFIESE . AT 53 5 B PPAR 0/d/y ) 10 4>
SNP 437D %-1~ SNP 55 CRP i X B ; @A [l s {4 7Y
5 CRP R B ; @ Bk RN {h 1 52 4 2 .46 F *f
CRP I

M 5H*E

1. BFSEXT 4 ok B “TLHE 2RISR H R s
BIELE B IATIFE (PMMIS) " FAFIABE ™, 2009 4F
10 A7ERETH ) 4083 2 X H , SR F S el A LIRAE
HEHHER 820 2 X1 52 (HEBR ZEER I BB 0 I B BR B
FR¥% .BMI<18.5 kg/m* % ) , FF- 48 I L 2 28 1f #R A

Abnormal weight; Peroxisome proliferator-activated receptors; C-reactive

PPAR R L&, ARBIR W K& ITKE KA AL
AR R A QG # AR R R R R IR T #4
B, HHEBR T ARl TR AMA SR 5 12
CRP ¥ F 5 (=10 mg/L) ML AT CRP $ 4R #L K
&, 3t 644 AIABEFY ., PMMIS ByHEER IH & FBA
FIBEB RIS T AN R AERE ., AHRE
AHM KA FE AR RS HF AN,

2. BFR g R AE Y RESE 8 hifh
fk i (R FREM A A7) . LR EERE—RIFHUED
FERS KRR R KE R RFREE,
HPRAREESREKE R EREE " WENR
W TRAR 2 SR DATE 2 5 100 32 40 H IR 3 7E
W, /D 2 8 N AR H B — 4 PR <100 32
B SRR ; 8 HIKEBE = 1% (50 ml) , 3%
Bk 1EEEXHKE, NMENEQHESE &
= OEE B, HTEBMI, BB(RERABEM
FIE B 5 % 42 1 95 B ) E X BMI<24 kg/m’  IE
K E , BMI=>24 kg/m® H <28 kg/m* 4B & , BMI=
28 kg/m* A ALRE"S A B 5 B B AR B A BE S I
HERERE, R FHER R R ILEE S B
A M B 88 C [ % 2 H (hs-CRP) , GPO-PAP =46
TG, BBk R TC, B 8 R UL YE % K il HDL-C,
RES A H 577020 B4 B S

3. SNP 1 3 B . #& BB & /N % fu 2 (R 4 &
(MAF) =5% ,PPARw/SH TR 5 20 R 8 A &
9 SNP™* K Fir % ) SNP i F 2 (A i B Zh BB X 5 ]
BRI e X, A BF5 10 4> SNP i & :
151800206 (L162V) fii T PPARa E H 5 5 4+ & 1 ;
1s4253778 (G7C) i F PPARo I % 7T N & F ;
15135539 (intro1A3C) fi F PPARa I 1 N & F;
152016520 (-87T>C) fii T PPARSHI S 4 4L 8 F ;
159794 (C2806G) fii T PPARS ) %% 9 #h & F ;
1s10865710(C681G) i F PPARY3 4t B.F A2 | iiF;
151805192 (Prol12Ala) fi F PPARY2 7 2 F B | ;
154684847 (introCT) fif F PPARYSE 3 W & F L ;
15709158 (introAG) fi F PPARY% 2 N & F L ;
1s3856806(C161T){ii F PPARY2 % 6 /M 2 T

4. DNA H R BR ALK 2 B R - SR HEEE
QIAGEN A fR/A F]#J QIAGEN ik & , DNA B &
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Bt e 0 v DK T A T, 9 T 40 6 B vk
E o KAWL 10 4~ SNP S B AM: , ]
H 154253778 i SR F B A W I I - FR AR - B
1§ & 75 (PCR-RFLP) 4 M 8k, HoAY 94N iR A
Tagqman ZOEHE R . EF514:5' - ACAATC ACT
CCT TAA ATA TGG TGG -3’ ; F#5|4:5' - AAG
TAG GGA CAG ACA GGA CCA GTA-3', BA&LL
ABI Prism7000 # 14 Allelic Discrimination & % #£47
HEGR,

5. Fit2E 07 . TG A CRP MRS T %kl 15
SR AT RO, BRI ES SRR
B x+s Fon, B HLECRF A 10 H R R R
RSN R RRFSRBORNM B R, R Ry
RIS T ; 1 BRI BRI, SR £ 04 F
B3 LA 4 CRP KR E R, L6 XU
K%, P<00S NN ERBRITFE L, I RH
SPSS 16.0 ¥ #4174+ #7 . Hardy-Weinberg (H-W)
VR % (P>0.05 KB FT AR & BIEFEE
) EYTERLE (D <075 BRAEERIIN
YA TEA) BRI 5 CRP /K P i L BR UL K Bk
N-REREXEER(ERE>ONGA N ZAEKR
X EERMECRPATAE R, RZIHR)HRA
SNPStats 2k,

# R

1 BEANEN 644 BRI R B 234 A, &
410 N, S, BHRAEEH TG.SBP,
DBP FER] , #I% K& HDL-C(P<<0.05) , B =% |
KHEMEEXERYHE B T LM (P<0.05),
HAtEAR RN EF TR ITEEL(E L,

2. PPARo/3/y % R H-W - 45 56 A B E Ak
B H-W R4 R B, 101> SNP 2N RIS E
PELMESHBEEE R KRR B EKE 4
FREREEERS B TEREERER AR
B~ SNP Z RI¥AFERBIINEYN A EEHERS
(D'<0.75),

3. B4~ SNP 5 CRP M 5CEX : rs135539-C i &
H 5 8% K ¥ 8 CRP A B & % B (P<0.05)
1s1800206-V %4 K F1 1s9794-G H M B EH 585
JKF-H) CRP A BE B (P<0.05), B THH 4F
B R S B RARE RRMKEREE,
rs1800206-V %A 3£ fl 1s9794-G Z E R 5
KB CRP A B & KBk (P<0.05), BIffEL
Bonferroni # 1E (P<<0.006) j& , rs1800206-V % {if #&

F1 RN REAREMER A

O Bt(n=234) Ltt(r=410) PfE
FRFy 51.1+9.9 50.2+9.1 0.241
TC(mmol/LYy* 51%1.1 51+£1.1 0.657
TG(mmol/L)* 1.54+0.7 14405 0.002
HDL-C(mmol/Ly 12403 13403 0.001
LDL-C(mmol/Ly 3.6+1.2 3.5+12 0.413
FPG(mmol/L)" 5.0%08 51407 0.525
SBP(mm Hg)* 124.9419.3 120.0+16.3 0.001
DBP(mm Hg)* 79.5+10.2 76.449.0 <0.001
BMI(kg/m’) 23.1£3.0 23.0+3.2 0.733
FEE (cm)* 81.5+8.5 77.4£9.0 <0.001
CRP(mg/Ly" 1.0£2.5 1.0£20 0.828
3 148(63.2) 15(3.7) <0.001
e 147(62.8) 30(7.3) <0.001
HIERE 49(20.9) 57(13.9) 0.021
Rk 7(3.0) 12(2.9) 0.963

Wt xts; P HB(AHER)

B S8 KEH CRP A B E KB (P<0.001), K
R4 SNP 5 CRP /K- A B KBE(F£2),

4. PPARo/S/yB{K Rl 5 CRP (5 BK . PPAR () £
A~ SNP %f CRP ™= 4 %1 , % PPAR & 7 ) BT 41 & i
PSRBT o 8 y =R RISFHIBR]5.3.74
PER>0.05 FH WERARI, 7E PPARoH , LIS R &
B ALG SUARIFE N S5 B R mE
A E KA R & AR AR S (T ), CLG %
1k RIA [ CRP IYE R, AVG FICVG i B ia R A
AT CRPAKFEMER, o AVG Sk RIE CRP
¥ 0.75(95%CI: 0.25 ~ 1.24) mg/L (P=0.0033 ),
CVG Bk R H CRP -3 i 0.86 (95%CI: 0.26 ~
1.45)mg/L (P=0.0050) , CLG ¥{& %I % CRP F 5,
120.36(95%CI: -0.70 ~ -0.12) mg/L (P=0.0410) (3
3). TEPPARSH, LIS R & &I TC BARIUE RS
%, CC kR B BAKH CRP, BPF3 T [ 047
(95% CI: -0.77 ~-0.17) mg/L (P=0.0019) ( £ 4) ,
PPARYH, LAS#R 5 ) 9 CPCAC SR RIfE S %
CPCAT.GPCAC H.{k %) ¥ BLA B 4K CPR WEH
CRP 435I IR 0.63(95%CI:~1.24 ~ —0.05 )mg/L
(P=0.0410) #1 0.69 (95% CI: -1.27 ~-0.10) mg/L
(P=0.0210)(F£5),

5.BMI 5 CRP KBk . B [BIAE R ¥ 5 CRP
IKE B R BRAE , ZE B T & SNP (HERR 2 Xt CRP
KEW), FREAREEHPHEKEREES
R IE# ¥ CRP /KT (F6), 7Ers135539-AA,
rs1800206-LL . rs4253778-GC + CC. 1s2016520-TT
159794-CC., rs10865710-CC ., 1s1805192- PA + AA |
rs4684847-CT + TT . rs709158-AA . rs3856806-CT +
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£2 HEFEB5CRPKFHKE
E CRP

sy ERE . P EEE TP

rs135539

AA 345(53.6) 1.12+2.58 AA 1.12+£2.58  0.047
AC 244(379) 081£152 (g:ggg) AC+CC 081£153 (0.120)
cC 55(8.5) 0.83+1.57

rs1800206
LL 447(69.4) 0.71+1.96 LL 0.71+£1.96 <0.001
LV 184(28.6) 1.62+2.48 (Zgiggi) LV+VV 1.59+245 (<0.001)
\'A% 132.0)  0.82+1.35

1s4253778
GG 460(71.4)  0.99%2.12 GG 0.99+2.12  0.868
GC 161(25.0) 0.90+2.15 (g:;%) GC+CC 0.95%£2.26 (0.860)
cC 233.6) 125+2091

152016520
TT 305(47.3) 1.12%235 TT 1.124235  0.082
TC 290(45.0) 0.88%+2.07 (g';gg) TC+CC 0.86+1.98 (0.160)
cC 49(7.6) 067+1.34

rs9794
cC 383(59.5) 0.84%1.79 CC 0.84+£1.79 0.043
CG 226(35.1) 1.16%2.61 (g:ggz) CG+GG 1.18+2.59 (0.034)
GG 35(5.4)  1.29+2.50

1s10865710
cC 292(45.3) 1.07%2.07 cC 1.07+2.07 0300
CG 289(44.9) 0.94%2.37 (g‘;gg) CG+GG 0.90+223 (0.230)
GG 63(9.8) 0.72+1.40

151805192
PP 327(50.8) 1.01%+2.29 PP 1.01+£2.29 0677
PA  250388) 091+2.07 (gg‘l’g) PA+AA 0944201 (0.720)
AA 67(10.4) 1.06*1.78

154684847
cC 413(64.1) 1.03+2.25 cc 1.03£2.25 0340
CT 200(31.1) 0.89+2.08 (8:2‘;‘8) CT+TT 0.87+1.99 (0.360)
TT 3148)  073%1.32

rs709158
AA 315(48.9) 0.94+2.09 AA 0.94+2.09 0.663
AG 273(42.4)  1.11+2.41 (8:?32) AG+GG 1.01+223 (0.520)
GG 56(8.7)  0.56+0.80

153856806
cC 316(49.1) 0.89+2.30 cC 0.89+2.30 0327
CT 263(40.8) 1.02%2.00 (gzgég) CT+TT 1.06+2.01 (0.300)
TT 65(10.1) 1.21+2.04

ERERL CRATVERR; RAKR; HSAPERAZTAER
U3, R AFWE R A R ARKET R B R ARAN

#3 PPARa 5MEERLYS CRP KR KEE

Hik% SNPI SNP2 SNP3  #i% ERE95%CI) P1E

HI A L G 0.5331 0.00 -

H2 C L G 0.1837  -0.36(-0.70 ~ -0.12)  0.0410
H3 A L C 0.0901 0.22(-0.19 ~ 0.63) 0.2900
H4 A v G 0.0839 0.75(0.25 ~ 1.24) 0.0033
H5 C \% G 0.0541 0.86(0.26 ~ 1.45) 0.0050
Rare * * * 0.0551 -0.18(-0.72 ~ 0.35) 0.5000

AR R DR MRE R RS RE KR R B AR ; SNPL R
rs135539, SNP2 34 rs1800206, SNP3 ¥y rs4253778

TTH P, SRBEEFEML KEREE
¥ ELE B & H) CRPKF(P<0.05),

6. BEARMAEREMZEIEN:
PPARo B AR 5k T F ¥ 32 HAEH 27
, ZEVE R B RS IR L AE L= AR
Aa EMKESE (TR, SREE RS
R BRI ALG BIREIEE X Z AL, i
HIEH BEA CLG KR CRP T
F%0.42(95%CI:-0.78 ~ - 0.06) mg/L , K&
S¥ A #EAE ALC.AVG Ml CVG Bk R &
CRP /K ¥ 38 fn , 53 5 4 0.59 (95%CI -
0.09 ~ 1.15) mg/L, 1.10 (95% CI: 0.22 ~
1.98)mg/L #11.09(95%CI:0.35 ~ 1.83)mg/L
(#£7), FEPPARSHIBARf S5HEK
EHERAARTC HEEEFEMLL, &
HIEH B¥BHE CCHRIKRE ,CRP VYT
B 0.40 (95%CI: -0.75 ~ —0.04) mg/L (P<
0.05)(#8), TEPPARyHARIf HEAH
R R BRI CPCAC BAE IE ¥ EHM
e, & & IE % H¥#H CACAC.GPCAC Al
CPTAC 8 /& & % CRP ¥ F% 1)k , 4 %I
R -0.62 (95% CI: —1.22 ~-0.02) mg/L.
-0.67(95%CI:-1.38 ~ -0.03) mg/L F1-0.81
(95% CI:-1.51 ~-0.11)mg/L, {HR X P
KR 5k E R % CRP K EH L EAEH
(%£9),

i

ABFE4r T PPARa/S/yH 104> SNP
EARE, UES5EKEREZTIERRN
CRPK LM, LR AEABKR F
B i g SRR KA IR A R E AR
5,101~ SNP # 4 2/~ SNP 5 CRP /K 43
AEBEXRE, AR EE R B8 PPAR
a1 15135539 151800206 . rs4253778 My EE (Y
CLG, AVG Ml CVG #. &k &I , PPAR §
152016520, 1s9794 #J B #9 CC B & &Y |
PPARYH 1510865710, rs1805192 . rs4684847 .
15709158, 153856806 #J # A CPCAT,
GPCAC H{k R 5 CRP KA BE XEE
PR A E B8 TR BEAE R AT
PPARaf) CLG.CLV ,AVG FICVG Bk R,
PPAR 8 ] CC H {& B! Il & PPAR Y HY
CACAC,GPCAC, CPTAC 5k & 7 % %t
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F4 PPARS 41 H{AR 5 CRP/KTFHILE

%7 PPARa SV MEAR 5IKTE R ¥ X CRP WA HAEH

BRI SNP1  SNP2 % EFH95%CI) PiE

HI T C 0.4941  0.00 -

H2 C C 0.2761 -0.47(-0.77 ~-0.17) 0.0019
H3 T G 0.1969 -0.10(-0.42 ~0.21)  0.5200
H4 C G 0.0329  1.35(0.52 ~2.19) 0.0015

& RBHS R IE S B BRI R BRI

SNP1 4152016520, SNP2 4y rs9794

R5 PPARy 7 WLEER 5 CRP /KA KEE
%ﬂﬁg SNP1 SNP2 SNP3 SNP4 SNP5 #H#E £ RME(95%CI) Pl

H1 C P C A C 02007 000 -

H2 C P C G C 0.0797 -036(-093 ~021) 0.2200
H3 C P C A T 0.0728 -0.63(-1.24 ~ -0.05) 0.0410
H4 C A C A C 00722 009-0.60~0.78) 0.8000
HS G P C A C 00651 -0.6%-127~-0.10)0.0210
H6 G P C G C 0.0594 -0.18-0.82 ~046) 0.5700
H7 C P T A C 0.0515-049-1.19 ~022) 0.1800
Rare * * * * *0.3986 —0.24(-0.59 ~ 0.10) 0.1700

ARG SR . R RERTRE R,
SNP1 4 rs10865710, SNP2 3} rs1805192, SNP3 4 rs4684847, SNP4
115709158, SNP5 4 153856806

£R6 FEFEREBMIS CRPKFEHXEE

CRP(x+s,mg/L)
BN BMI<24 kg/m’ BMI=24 kg/m’ P{E
(n=426) (n=218)

rs135539

AA 1.00+2.43 1.3342.80 0.025

AC+CC 0.83+1.59 0.78+1.38 0.614
151800206

LL 0.61+1.81 0.88+2.19 0.036

LV+VV 1.5442.41 1.68+2.57 0.524
rs4253778

GG 0.93+2.20 1.09+1.96 0.348

GC+CC 0.86+1.60 1.1243.01 0.045
152016520

TT 1.0432.08 1274274 0.041

TC+CC 0.82+2.05 0.93+1.81 0.063
159794

cC 0.72+1.41 1.05+1.31 0.026

CG+GG 1.18+2.69 1194236 0.876
rs10865710

cC 0.96+1.87 1.3042.45 0.022

CG+GG 0.86+2.23 0.96+2.23 0.478
rs1805192

PP 1.09+2.60 0.88+1.62 0.328

PA+AA 0.75+1.37 1.36+2.94 0.002
rs4684847

cc 1.04+2 34 1.04+2.08 0.972

CT+TT 0.71+1.49 1214275 0.007
rs709158

AA 0.74+1.42 1.37+3.01 0.001

AG+GG 1.0942.55 0.97+1.47 0.137
rs3856806

cC 0.90+2.38 0.87+2.15 0.606

CT+TT 0.93+1.70 1.30+2.46 0.011

BER ERME95%CD L X5 8] ERMA95%CI)
ALG  0.00 ALG-AERH¥ -0.18(-0.91 ~ 0.56)
CLG -0.42(-0.78 ~ -0.06) | CLG-AE F# -0.31(-0.88 ~ 0.26)
ALC  -0.04(-0.60~0.52) [ALC-AER#¥ 0.59(0.09 ~1.15)
AVG  0.50(-0.45~1.45) |AVG-RER¥ 1.1000.22 ~1.98)
CVG  0.50(-0.45~1.45) [CVG-KER¥ 1.09(0.35~1.83)

TR SRS | E R KT AR E R N BMI =24 kg/m’

&8 PPARS 3 H{ARI 5{AE B CRP X E/ERH
BER ERE95%CI) kR ER{E(95%CI)
TC 0.0 TC-AER¥  0.26(-0.35~0.87)
CC  -0.40(-0.75 ~ -0.04)| CC-ikEF ¥ -0.20(-0.69 ~ 0.29)
TG  -0.11(-0.51~0.28) | TG-XEF%  0.19(-0.40 ~ 0.78)

R FR UE S RAE AR IR ; &
HRE N BMI=24 kg/m

&9 PPARy 7 AR 51K B % CRP R EAEH
BiER ERHEO5%CH kR # FE(95%CT)
CPCAC 0.00 CPCACHEERH -0.15(-0.93 ~ 0.63)
CPCGC -0.09(-0.78 ~ 0.60) || CPCGCHAER# -0.39(-1.14 ~ 0.36)
CPCAT 0.01(-0.76 ~ 0.77) [[CPCAT 4AER# 0.74(-0.40 ~ 1.87)
CACAC -0.62(-1.22 ~ -0.02)| CACACAEE RH-0.37(-1.53 ~ 0.81)
GPCAC -0.67(~1.38 ~ -0.03)| GRCACAATE R4 ~0.38(~1.48 ~ 0.72)
GPCGC 0.38(-0.45 ~ 1.20) ||GPCGCHKRERH —0.499(-1.59 ~ 0.61)
CPTAC -0.81(-1.51 ~-0.11)[[ CPTACAER¥ 0.60(-0.73 ~ 1.94)

RS EE E MR RIEEARE  REHIKE ;
HRH N BMI=24 kg/m’

CRPEX BN, REEFF T AR BB, B
PPAR i) —& SNP 5 CRP A Bk, HiX fp LBk 51k
HREZEFELXEEM. XRBRCRPEHA IL-6
ERMFEEF-10EEH LA, RBHALS
CRPA XEEHENA,

AW KB ST 87, PPAR i 2 SNP 5 CRP
JK¥EH KBk, Tai %!""'7E Framingham J5 X, i) BA 51| 5
RPEHN, ERBFER BMIAREZRESG,
rs1800206 ({3 F PPARaF:F S SHMNB F) B V i K
RALR G| RMAER ¥ NEREF ZLRE X H
EERKBX AFNARUHRE T HRLEFE;
Fruchart™ 1A A 151800206 2K £ 254 5 sh ko BE4E
L BRI A BIERE AR E R E R, 55
A R SE R AR HE L 151800206 Y V 25 3 PR 44
% 5 CRP K FEF & A &, Holzapfel &' k& B,
159794 (i T PPARSHIZE 9 4b . F ) 5 B FE B it &
EHXAXERER, SHEREEETEHLE,
159794 1) G F (i #H 5 CRP K FHEH %,

AWFFT R, FEVARE T AT REXT CRP K FEr=A: 5
ARG , PPARoH ) CLG #{KEIA FE{iK CRP
IKEHFE R, AVG Fl CVG B8RRI ¥4 3 5 CRP 7k
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Y-H94E H , PPARSH CC &% PPARyH CPCAT Hl
CPCAC Bk R th 7 Bk CRP K TR . (EIRTE
BERE, RRTERB TP 1s135539-CHMNEF 5
CRP K ¥ M & A %, H 4 5135539-C 5§
rs1800206-V 1 rs4253778-G 25 {7 K K ¥y 1 B A RY
J& , 15135539-C % fr B (5 B X CRP 4 1F H #
rs1800206-V % {1 £ K 3 it CRP /K FHIE % .
I AME B S, B8R PPARYAY 51~ SNP K
B7~5 CRP /KA KB, {HI4E K CPCAT .CPCAC
HkRE, 5 CRP K FREMBERE, dtHER,
1% 5 BB T £/~ SNP HI sk, F— & HE EA
[F) &5 5 (R A 40 & 1T BB X B A Dh R B R SR ™ A
KB BB THLHR 22 , A Rt — P B3

RRRRREREMFERZILFERMNLS
BOHBHEREFAimERE NG DR,
AT RAMBGOR , B 5 R A s AR 2 e, B
4 7 30 4 5 DR AN T B 2 B XU B9 0 SR AT
AR mEE - AR EAEAT ERENE
RWEBHRE, UEMREERR, ZE-FEXE
YEFIX CRP 2 5 CRP #9 5K Bk = A o>, JERE
BAES CRP /K EREHEARH XK, U Ledue
Rifai ™' 3E I % CRP ¥ ¥ 5 BMI 2 F#%., (K&
S TE K M E a0 IL-1 . IL-6 F g SR 78 R+
KESW, MEETES CRPKEAR. B2HRLE
R B 7R, HEBR PPAR X CRP KW J5 , 78 K 43
SNPHh AERHEFEFCRP AL EERG THREREEYR
%, BARERE S CRPHXCEAELFMEE F 1k
57 F PPAR f— 85 SNP, R It ke 28 S o MUV
Ma CRP {)— AN EEIMEHEE , PPARWS/yE WP
S5&EREN CRP WX HAERER, FREFIER
PPARo CLG HAKEIEHRE(K CRPKEAER, Mk E
S ¥ EH PPARaF ALC,AVG R CVG # % HhF
R CRP K MIYER , (R IE % 374576 PPARS CC
BAREREKCRP KEEH , AEIEH HES
PPARy CACAC.,GPCAC FI CPTAC Bk R & ¥4
BEMKCRPIEA, (HIKE 5 % I #57 PPARYyH
RRIERBREENZHEYN . ZRARTFRAE
BB A RS CRP MBI P AR EIEE X R i
i3 , B PPAR Xt CRP /K FHI B i £ B K E IF
HHEPEEH.

PPAR0/6H 34~ 8 IS iR RY F ik 8 7 8 AC HLAE
A, AT R PPAR /O REZE I B PN 2 4B | B4
o /B g A A S i LA R R KB RE. &
SR A 5T 7% B PPAR /83 3150 PI 3 1 4K 4 A 4 L A9

5, MR EARE FAER RN FRERE, W
1 1 5 S ¥ L4 2 ) NF-kB {5 5 AT 30 IL-6 . AT
FIRRE T ELEE(COX) 2 S B A& R EE
PR, 4h, PPAR/SIE 2 5 5 40 i 3 H &
BB ESEENFERTE, 2 5B
R A, SR EREHEUHRX,
PPAR /8317 5 AT I 3R [ 28 B BE B A8, $E hn g
BB RIPEAL , B AL N 4 A BAVK B 5 | R A E
el 24 PPAR/SHER & A R SR BT, T3
B ERER LR BR A . IR P E A2
i ity 48 48 1t 4 ) R AR 2R R R A, R SRR 7 AR AR R AE
MR T EEFR T, Diehl™ &8, FHIEHRE
] R R A M R T = A, 8 CRPKF B &
A 3R/N , PPAR/G 1 3 /4N # L SR RN H AT LU B
£ 5 2R H 240 M R IE B F R 35 R 45 CRP K
S i EL AT DAGE i XA R 0 R B I R
fE R TR, % PPARa™H AVG,CVG B PPARSH
CG BiA R 54T 58 R 7EAER, A fE M\ Z A2
LR CRP 7K FEF=A

A WFFTALER 3 J PPAR 10~ SNP, T 5 £ K9
SNP R H 53REH Z R IR MILEEE FHEA
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