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W OE. [HrY)] EWi g bE {1 (MCP-1) 3£ K -2518A/G 545 bt H kit B ALY -1 (GPx—1) 3K Prol98Leu
Z AR 38 BAE B L5 AR RS PR AR 7 M (NAFLD) (9 5C & [ D73k ) SR FERG 461 — X JRAFF 5 19 7% , LA NAFL \NASH |
NAFHC F8 5 B Ag X IR 25 600 4 i 1 Ja 1 7 40 M AR ) SR G i S (PCR) AR 4341 T MCP-1 25 [H-2518A/G #il
GPr—1 F:H Prol98Leu 243, [455H] —2518A/G (GG)FEP AU Pro198Leu (LL) 3K RIS 4543 N 49.67%F1 49.83%
(NAFL 1) .63.50% A1 63.50% (NASH #1).75.17% #1 75.50% (NAFHC 1) & 23.50% F123.33% (X MR4H ), i HE R A g 5%
TEAIG I 53 A Z A BEZEF(P<0.01), -2518A/G (GG)HEA T NAFLD A XU 3 (ORy = 3.21 ; ORygy =
5.66; ORyymc = 9.85) , Pro198Leu (LL) JEK T [ NAFLD (9 XRS5 3 34 0 (ORyw. = 3.26 ; OR st = 5.72 5 ORpsne = 10.13) , 3
(K12 A5 (1 3 [F] 43 B & BL-2518A/G (GG)/ Pro198TLeu (LL)FEHHIF#E NAFL (NASH NAFHC ZH FIe BE 41 rf () 43 4 3R 43-i1)
M 39.17% 53.17% ,65.33% M 12.17% , % x> 356 Gt *F 25 5% (P < 0.01), -2518A/G (GG)/ Pro198Leu (LL)ZE K 7 &
NAFLD (14 XU 5 25 54 111 (ORya. = 5.303 ORyasy = 10.91 5 ORyune = 23.92) , —2518A/G (GG) Hl Pro198Leu (LL) %k #4752 H A
FH (1w, = 3.50, 2 na = 337571 nast = 4.79, Yanss = 4.725 71 saime =6.19, ¥ xame =3.90) o [£518] —2518A/G (GG H1)Pro198Leu
(LL)JEF BRI & NAFLD 19 5 [ R 2 JE R 28 38 HAEFIS N T NAFLD 119 A& 9% KU

KGR ARG VERG R R A% AN M AT B -1 LK -2518A/G A H KT E AL Y B —1 (GPx—1) FE [ Prol198Leu;
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Abstract; [Objective] To investigate the interaction of polymorphisms of monocyte chemoattractant protein-1 (MCP-1) gene -
2518A/G and glutathione peroxidase-1 (GPx-1) gene Prol98Leu in nonalcoholic fatty liver disease (NAFLD). [Methods] The
genetic polymorphisms of MCP-1 gene -2518A/G and GPx-1 gene Prol98Leu were analyzed by polymorphism-polymerase chain
reaction (PCR) technique in peripheral blood leukocytes of 600 NAFL, 600 NASH and 600 NAFHC cases and 600 healthy persons.
[Results] The frequencies of -2518A/G (GG) and Pro198Leu (LL) were 49.67%and 49.83% in NAFL cases, 63.50% and 63.50%
in NASH cases, 75.17% and 75.50% in NAFHC cases and 23.50% and 23.33% in healthy controls respectively. Statistical tests
showed significant difference in the frequencies between case group and control group (P < 0.01) . The risk of NAFLD with -2518A/G
(GG) was significantly higher than those of controls(ORys, = 3.21; ORyysn = 5.66; ORyymie = 9.85). The individuals who carried with
Pro198Leu (LL) had a high risk of NAFLD  (ORy = 3.265 ORywu = 5.72;  OR wme=10.13). Combined analysis of the
polymorphisms showed that percentage of -2518A/G (GG)/ Prol198Leu (LL) in NAFL, NASH, NAFHC and control groups was
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39.17%, 53.17%, 65.33% and 12.17%, respectively (P < 0.01). The people who carried with -2518A/G (GG)/ Pro198Leu (LL)
had a high risk of NAFLD (Ogysn, = 5.30;0R yusu = 10.915 OR yypie = 23.92), and statistical analysis suggested a positive interaction
between-2518A/G (GG )and Pro198Leu (LL) in increasing the risk of NAFLD (7, xam. = 3.50, ¥, mam. = 3.375 Vinasn = 4.79, 5 nasu=
4725 Yy = 6.19, Yaname = 5.90). [Conclusion] -2518A/G (GG) and Pro198Leu (LL) cigarette smoking are the risk factors in
NAFLD, and significant interactions between genetic polymorphisms of -2518A/G and Pro198Leu added the risk of NAFLD.

Key words: nonalcoholic fatty liver disease; monocyte chemoattractant protein-1 (MCP-1) gene -2518A/G;  glutathione

peroxidase -1 (GPx-1) gene Pro198Leu; polymorphism

W AEERG P95 (nonalcoholic fatty liver
disease, NAFLD) 84U & AILH B A i A5 4
B ZRATH =R AT, ZF BN RS R
AT 2 FBUF NG 7 DTAR , B NAFLD % 95 3o
PP — AT, T AR R AR 107 DT AR B il | B
R A R S AR ORI S5 AR IR i IR AT
iy, BT EUNAFLD & A sz dn e ia b i
F -1 (monocyte chemoattractant protein—1, MCP-1)
S S L ER AU 7 4 L D 1 L ) S
AERIE R 7 T A AR A AT T R 4, 375 5
AL N B AR AR IR R O A A% b A P A
i T HG 2 B/ 1 Wk 20 e 1o o 74 7 A7 2R 4R 1) it A
WA T UEMEVE T o T 0 A0 028 R A RE 2o AR AT
Al BE- 5 20 & LU NAFLD 19 & A= fl R
e H BRI S AL W) I (glutathione peroxidase , GPx)
AMUEAERR A B AT EREN, 5
AL S (catalase , CAT) , W IR 20 E LY 75 BEH K
13 A AL ¥ (phospholipid hydroperoxide glutathione
peroxidase, PHGPx) FIZ Bt H K S #5841 (glutathione
S transferase , GST) ¥4 Wi A [A] (4 358 o 4 S 1 22 7K
R A AL RS B R G DR i S ALY
MIE R, MRS RE Sy, TR
NAFLD i (2 224 i 3K B MCP-1 . GPX 2
HA Z350E, WNEA ZASF A RE D A [R] 5 25 o
R b ) MCP-1 8% GPx 16 PEA 2 5% . MCP-1 5%
GPx BEPR %) Z2 25V T ATLAA XS S FEER 5 (L 4 )
(8 SN RE T A AN ) X & e sE LR NAFLD 5 2%
PR —DNEZERZE, MCP-1 6Py EHZ 5SS
NAFLD 5 BEPERIRTSE H i 2, {51 R UL bRk
K Z2 25 M A B A A FHXT NAFLD &) J8t: 52 i 119 41
i, R THEIE MCP-1 F GPx 72 4 FE v (53 A
R, HMREWERNZ S EENS
NAFLD @& &Mk 5, AR T MCP-1 Hl GPx
BCA LR 2855 NAFLD 2856 R a5
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1.1 MR KRELER

2010 4F 10 H-2014 4 7 A 73R Be 132 Fvii
FH2IA 1) NAFLD B 3% 1800 14, Hirh NAFL NASH
I NAFHC 35 45 600 5l ,NAFLD (112 W 2 B
A % 2 23 IR 2 2 IR P AR RS 2 9 2 41
R WRRTE ), Xt BEZH 600 191 Ay fdt BEAAKSE AR, HE
Bk 2 RUBE RS B JRE o I | 5 R IAE B A AR
PR , HESR IR 4 dUEAR IS M R
FESLAAR NG I G B 22 R0 B e, e
G R, BEASAMBGE KL 2 ~ 3 mL, B 2 Y
LIRARPUEEE , B A2 . H QlAampDNA 42
BURH & (7R QIAgen 2AF)) HEHUHZHMMI DNA,
DNA & -30 CIRE KA RAE .
1.2 ERENE
121 MCP-1 2 HB-2518A/G % &AWa¥ ST
1% EWF5149) 5'-: CCGAGATGTTCCCAGCACAG
37, FiiE514 5' - CTGCTTTGTTTGTGCCTCTT -3/,
i B A T A AR A BRA R A L, PCR O i
ZALEE AR R R 50 pl, Hot Premix Tag DNA
R AW Mix ¥ (Takara 23 7] )25 pL, E #5145
1 pL(20 wmol/L),ddH,0 19 wL, KR 5444 .95
CHAEYE 5 min, ZR)5 94 C7Z5PE 1 min, 61 CIB K 1
min, 72 CIEMf 1.5 min, 35 MEIR; )5 72 CLEfH
10 min, PCR 7*#J 45 Bio—Rad YL {0 35 5 M R i H,
UKEIAY YE S5 R 5 DARR S N UIRE Pv U T E§Y),
37 CHFE 4 h, HEYI™Y) 4 pL £ Bio-Rad J 4
BB HHEE B FRL VK, B V) T GelDoc BB
BARGEM
122 GPx-1 2% B Prol98Leu % &M 5l¥
FF5k . EIES ¥ 5’ CCTACGCAGGTACAGCCS'
TWes 9. 5'CAACAGGACCAG CAC CCATCTC3'
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M EwA T AWEAREGRAE G, WH
TaKaRa PCR Am—plification Kit ( Ki&EF4Y) T.72
AT PCR A &7 25 wL PCR AR FR
HATHEN A DNA §738,  HEAHR DNA 1 pL(10
mg/L),10xPCR Buffer (7 3 mmol/L MgCl,) 2.5
wL,dNTP Mixture 2 plL . TaKaRa Tag DNA 2 & [
0.125 pL(5 U/pL), 51#14% 1 wL(0.5 pwmol/L), K
B EB 7K 17.375 wL, PCR R 54440F .93 C
WAE 3 min, fRJG 93 CAME 1 min, 66 CiB Xk 1
min, 70 C FEAH 1 min ,35 /I\'/ﬂﬁfﬁ,%ﬁ 70 °CHEAif
10 min, B 12 wL B4 PCR 79 5 bR ik 4
fitt Dde 1 (NEB A7) F 37 Cl i . BEI=4)
28 35 o/L iR EEE R UK (7 0.5 pg/mL IR IE)
AT AT (B 2) 18
1.3 SitZEHE

Hardy—Weinberg P 6 46 B 75 A A< A BEAR AR
M, LhP>0.05 H4F 4G Hardy—Weinberg FLAE,
FH HE AR HE (OR) (BT 95% A {5 X 6] (95% CI1)PEHr
AR IXURSE , 9 151) £H TN R 2 2 1] g 3 PR 7R 551 % Al
LI 2R ) ¢ R Ik 9, P < 0.05 2% 5
BHHGiT2rm L, F logistic [AIARBEAL /M58 B AE
H . M4 Khoury F1 Wagener $2 H 1938 HAE AR AY
%nﬁfﬁgﬁ((% = B2/ Br; ¥>=B *z/ﬂl)jﬂw{ﬁ%*
FLN e B AE RS R DL R 22 BAR IS HE R
i 1oy >1, Fm—FEPRXT 5 — L PR B RN A R
Ve, IER A HAE R 3y < 1, #omFom—FE R X 5
— SRR A VR, i sE BAE; vy =1,
PR — SN 5 — LA S HAEH . AR BixT
HEWFSE v,y PR & 1gOR 1Y LA, FE Rk TE 2.
OR,.,= OR, x OR, HAHFEAL AL ;OR, ., > OR, x OR,
g M A S A AL OR, . ,<OR,xOR, A Y AH e A5 A
OR,., = OR, + OR,-1 JAHIEE AL, Hrb OR, ., &
R 2 R ILERAY OR {H, OR, \OR, ZH A —4
IR AFTERT Y OR {H ., R JH SPSS for Windows 11.0
SN I TR WS W R a /T

2 % R

2.1 MCP-1 £ H -2518A/G 1 GPx-1 &
Pro198Leu 2 {446 i 45 R i 1 B

MCP-1 3£ -2518A/G PCR 4" 14 1 Be I 5 Hy
930 bp, =¥z PVU I NEIEEH LG 20 A 3
FhEL AL . GG 45 T2k 708 bp Hl 222 bp 11 2 4%

X AA 444 930 bp 1Y 1 51X AG 224
¥4 930 bp 708 bp F1 222 bp 1Y 3 £ X (K 1),

bp M 1 2 3 4 5 6 bp

1000~
800~

600~
400~

200

M: Marker; 1,2: AG; 3,4: AA; 5,6:GG
B 1 MCP-1£E-2518A/G PCR F=##& il
Fig.1 The electrophoretogram of PCR products of MCP-1
gene —2518A/G

PCR " M5 1) GPx—1 F£ K Pro198Leu Fr BN
240 bp , ZBRGIPE VI Dde 1 BED153 A =Fh 3L K
. GPx—1 2[5 Prol198Leu(PP)4li4 1 5L K B4 4
7R 125 240 bp £ DNA F BL, GPx-1 3K
Pro198Leu (LL) &l 5 % A &M A B 78 163 bp 1
77 bp A5 IXaT, 1M GPx—1 A Pro198Leu(PL) 2%
B FHERBIASMAN] G 7R 240 bp 163 bp F1 77 bp 1)
3K (K 2),
22 MCP-1 £ R -2518A/G #1 GPx-1 &
Pro198Leu EE & HEFMRRHEXREE
BI KBRS

2% Hardy —Weinberg - ffif £ 56 , ~2518A/G 4%
i R AR AE X B 09 43 A #4157 Hardy—Weinberg
B (P> 0.05), ULARF SR REAR AR (R 1),
AA+AG GG & [H R Wi 28 7 9k 5] 20 Fn XS e 4 22 5=
HBFEWP<0.01); % FH G 78 NAFLD 541
(f 45 NAFL NASH 1 NAFHC £H) Fixf iR 2H 2 Ja]
(o310 25 S ¥ B geit 22 8 L (P < 0.01), H OR
HRT 1, UEAESEAER G M MA KL A NAFLD
() DRV AR 5 v 5 R P b e AR B T it A A
AT BT 30 AR B PRI | A7 oS5 19 AN [] i P
IR X B2 22 (B 1 53 A 22 S 38 LA G v
H X (P<0.01), ¥ GG 45 HIAAKEA NAFLD
ShIME , ZE R . —2518A/G(A—GC 78 ) il gt
I NAFLD f 85 XU (2 1), Pro198Leu 3 Fifi 3 [



742 IR A (A B4R

36 4

bp

M. Marker; 1, 2: PL; 3,4. LL; 5,6 PP
B 2 GPx-1%£E Pro198Leu PCR F=#1#&ill
Fig.2 The electrophoretogram of PCR product s of GPx-1
gene Prol198Leu

Y AN RT3 R DG s AR AR R DGR IR AT A L
WA (K 2),
23 MCP-1 £ E -2518A/G #1 GPx-1 & &
Pro198Leu £ #51% NAFLD £ E1ER
~2518A/G (GG)/ Pro198Leu (LL)7E NAFLD
B4 (f93% NAFL NASH Hil NAFHC 2H) 43915
39.67% .53.17% F 65.33% , T % B 4 AL &5
12.17% ,-2518A/G (GG) Hl Prol98Leu (LL)7E
NAFLD & HAAAE I 0] 58 HAR T A4l 28 B 22 4
/A\fc(%:ﬁl*z/,gz;'}’z=Bl*z/ﬁl)i+%@f:'ywm =3.50,

Yonart, = 337571 wsn = 479, v2 s =4.725 Y1 e =
6.19, v, v = 5.90, 28 H. R K KT 1, NAFLD &
4 OR ., KT OR, x OR, MHBHHFAAL (£ 3),

3 #

A Ry — ol E 22 A9 T 9 6 40 X -, MCP-1 7E
HAE — 19 5 Z2HRHTUAH S 10 g AR BT AR ol
B EEAEN, 2 S EUT IR S = AT AL
T 105 TR ) — Fh SR ZE AR R 000 MCP-1 1Y
FIRZFL N RIS RN RS, HERBER
BFRIBKEIA BENMARZES . MCP-1 Byt
PRI K By 5 B — 48 0 B8 7042 ol A 1 5k DR P 2 sk 1%
e, I HIER] , -2067A/T Fl-2518A/G &1t 5/ 3K
R IX N AEAE A R 2 3800 i e -2067A/
T o7 15 B Z3IE 52 % MCP-1 B35 5% 335 A 5%
Mol , M -2518A/G J&—Fh DI ae kN 248 W &
XS S sh X3 R 16 M, R RE I MeP-1
() B S 1, TS ) S AR MCP-1 B3R5,
MCP-1 J£H -2518A/G 2 25V & i 7 A5 A%
PRI A 287480 G g le, HA =FEERA, -
2518A/G (AA) -2518A/G (A G)F1-2518A/G (G
G), EWNANCAEMITIEINR-2518A/C (i INE
S HEE GG SN2, ARBF5E K -2518A/
G (G G)FEN A K H NAFLD (19 XU &t 25 48

&1 MCP-1EEA-2518A/G ERESEMERSH R EBEERSHN
Table 1 Distribution of polymorphisms of MCP-1 gene —2518A/G genotypes, allele and analysis of genetic model

Groups Genotype[n (%) Allele[n (%) ] Dominant model Recessive model
AA+AG GG A G (AG+GG)/AA GG/ (AG+AA)
Control(n =600)  459(76.50) 141(23.50) 645(53.75) 555(46.25) 414:186 141:459
NAFL (n = 600) 302(50.33) 298(49.67) 467(38.92) 733(61.08) 435:165 298:302
OR* xum. 1.00 3.21 1.00 1.82 1.18 3.21
95% Clyn. 2.03-5.21 1.20-2.86 0.83-1.65 2.03-5.21
Py, 0.0075 0.0271 0.1739 0.0075
NASH (n=600)  219(36.50) 381(63.50) 371(30.92) 829(69.08) 448:152 381:219
OR"sn 1.00 5.661) 1.00 2.60" 1.32% 5.661)
95% Clysu 3.44-7.21 1.79-3.97 0.90-1.76 3.44-7.21
Pyasn 0.0062 0.0097 0.0974 0.0062
NAFHC(n = 600) 149(24.83)  451(75.17)  291(24.25)  909(75.75) 458:142 451:149
OR*varrc 1.00 9.850% 1.00 3.63D% 1.45%% 9.85%
95% Clyame 6.26-12.32 2.30-5.18 0.98-1.94 6.26-12.32
Prame 0.0037 0.0066 0.0752 0.0037

OR®: Adjusted to gender and age. Compared with OR® yyz, 1)P < 0.01, 2)P > 0.05; Compared with OR® yg;, 3)P < 0.01, 4)P > 0.05



% 5 ]

AR A MCP-1 28 -2518A/G 5 GPx—1 £ [K Pro198Leu £ ZE A4S BAT -5 A RS PERG Wi PE AP £ 6 2

743

&2 GPx-1E[E Prol98Leu EF A 5 &M E R 5> K HiE &R S
Table 2 Distribution of polymorphisms of GPx-1 gene Pro198Leu genotypes, allele and analysis of genetic model

Groups Genotype[n(%) ] Allele[n(%) ] Dominant model ~ Recessive model
PP+PL LL P L (PL+LL)/PP LL/(PL+PP)
Control (n = 600) 460(76.67) 140(23.33) 645(53.75) 555(46.25) 415:185 140:460
NAFL(n = 600) 301(50.17) 299(49.83) 464(38.67) 736(61.33) 437:163 299:301
OR*up, 1.00 3.26 1.00 1.84 1.20 3.2638
95% Clyan, 2.04-5.22 1.21-2.86 0.84-1.66 2.04-5.22
Py, 0.0073 0.0268 0.1638 0.0073
NASH (n = 600) 219(36.50) 381(63.50) 370(30.83) 830(69.17) 449:151 381:219
ORsn 1.00 5.721) 1.00 2.61Y 1.33% 5.729
95% Clyasn 3.44-7.21 1.79-3.97 0.90-1.88 3.44-7.21
Prasu 0.0056 0.0092 0.0926 0.0056
NAFHC(n = 600) 147(24.50) 453(75.50) 287(23.92) 913(76.08) 460:140 453:147
OR" Nysc 1.1.00 10.131)3) 1.00 3.70M% 1.469% 10.139
95% CI N e 6.27-12.33 2.32-5.18 0.98-1.95 6.27-12.33
Prarc 0.0035 0.0063 0.0727 0.0035

OR*; Adjusted to gender and age. Compared with OR*y, 1)P < 0.01, 2)P > 0.05; Compared with OR* yg;, 3)P < 0.01, 4) P> 0.05

F3 MCP-1EE-2518A/G 71 GPx-1 E[A Pro198Leu % 75147 NAFLD £ f% H #3Z B E A
Table 3 Interaction of polymorphisms of MCP-1 gene —2518A/G, GPx-1 gene Pro198Leu in NAFLD

Combined genotype of —2518A/G and Prol198Leu

Groups
AA+AG/PP+PL AA +AG/LL GG/PP+PL GG/LL

Control (n = 600) 392(65.33) 67(11.17) 68(11.33) 73(12.17)
NAFL(n = 600) 238(39.67) 64(10.67) 63(10.50) 235(39.17)

OR* yap, 1.00 1.57(0OR)) 1.51(0R,) 5.30(0R,.,)

95% Cl yam, 1.10-1.97 1.06-1.96 3.33-7.09

Brar 0.55(B1) 0.53(B,) 1.85(B+2)
NASH (n = 600) 157 (26.17) 62(10.33) 62(10.33) 319(53.17)

OR* yas 1.00 2.31(0R))" 2.28(0R,)" 10.91(OR,.,)"

95% CI s 1.66-3.67 1.65-3.66 6.53-14.11

Brar. 0.81(B,)" 0.80(B,)" 3.81(B.)"
NAFHC (n = 600) 88 (14.67) 61(10.17) 59(9.83) 392(65.33)

OR* namic 1.00 4.06(OR,)V? 3.86(0R,)"? 23.92(0R,.,)V?

95% CI nagmc 2.74-6.29 2.72-6.28 16.97-31.85

Brarric 1.42(B)"% 1.35(B,)"? 8.35 (Bi.2)"?
OR*; Adjusted to gender and age; ORI: value by simple Pro198Leu homozygous mutants exposure; OR: by simple —2518A/G homozygous

mutants exposure; OR,,, value by two interacting genes in homozygous mutant. Compared with OR* NAFL, 1)P < 0.01, Compared with OR* y,q;, 2)P

<0.01

H OR FIAHRE 95%CI A : ORyy, = 3.21, 95%CI yuy.

= 2.03-5.21;0R w1 = 5.66,95% CI yyqy = 3.44 —
7.21;0R e = 9.85, 95%CI e = 6.26-12.32, 5
LRGSR 5, -2518A/G (G G) FENAIE L H
NAFLD MIHLEEIA AR, A5 o G i B

AIRE AT BERE IR 2h 1 X BN Y GC &1, 1 GC &

SEAE S BT A 5 X

ey

P 3 50

B SRR e AT MCP-1 B 1R A K- 3
P, BT e 285 R JEFUE A
JRUURL, B8 NAFLD & A G fa Bt

W ARBR ) 2R i
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GSH-Px Rt &/ Kk A 4 FhlF T/, B 40
JL N A e H IR BRI (G Pe-1) (B I A D H K
W EAEE (GPe-2) M2 H BRI S AL Y
(GPx=3) Mg g S 4 e H ikt AL (GPe-4)
TG RAL A E R E . R YRR
AR 53952 A 07 56 7 TR R 356 T RAE
Mo ABRARRIR Py BAR B R: 5 S 21
U A, HP N 6P B GPo—1 T2 AEAE THLIA
WEANAL, Jo AR Y = R 2 A 2lngT
A B ol B AR A M v, T T B T A
A H 2 A A R — S ML S AR W dn g s
1 AR A DI VR 20 P S 22 AN 1 AR B I R 1)
W EAVER , IR A i e 2 145 . GPe—1 FE [
ENLT 3 S AR o (3p21.3), G2 4
SRRFRLANE T, BT REZ AT GPr-
1 LR 2 5488 F 1B Pro198Leu (rs1050450 ) 4
NGEAR 225 LIRSS, L RARAT s A T4 2 Ak
B F A Prol98Leu, 198 B C #% T B0,
PPN I =R A e IR, 2338 AL GPy—1 44
SRR, PRI AR RN o B
T %A H AR E SR, v ns R EE R
Fogige RS20 GPx—1 & [ R H AR Y il 1%
J104 0 BFEEIER GPe—1 £ A Pro198Leu 275 1E 1T
HEIM AN RO DG A B e g . A BRI A Y
() R A0s161 AREIFSE R I GPx—1 KK Pro198Leu
(LL) 5 NAFLD Wy %A, XA L2 RH
GiiteFa (P <0.01), 484 Prol98Leu (LL)JE [ A
FHUNAFLD (U 25 F4#5 Pro198Leu (PP +PL)
(KA (ORyam, = 3.26,95% Clya, = 2.04-5.22 ; ORyasi
=5.72,95%Clyags = 3.44=7.21; OR gy = 10.13, 95%
Clyyme = 6.27M-12.33) , SHEHFIT S5 R —EL,

ARG R A Khoury %532 B AE FHEAYEE 5
B i) MCP -1 3 [H -2518A/G Fl1 GPx -1 3
Pro198Leu Z &M HAEH, KHXF NAFLD &
A L, ARFGE & F-2518A/G 5 Prol98Leu %
AR R A T AE BN T NAFLD (1) % 5 KU . -
2518A/G (GG) Hl Prol98Leu (LL) 3 [X &Y%}
NAFLD 1 % A UBS A A B3R BN (yi . =
3.50, Yo = 3.37 3 Y1 st = 479, Y2 nast =4.72 51 s
=6.19, %5 wume =5.90) , F IR B OR, ., ¥R F
MY OR, x OR,, f 7 L iR WG4l 45 987458 56 R ) 52 |
YEHIBLEIFAE NAFLD &A=l Bk fE AR e, A
W9 Bn, TR BA-2518A/GC S8 A8 KL B #A

Pro1981Le 5875 5 PR 76 il 1k £ 2 745 Jik R 704 459 141 241
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