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WE: BrY WiTH S X DUR N =B 5 456 &% I8 8 1AL (ATP binding cassette
subfamily A member 1, ABCA1) FEN 2 &M 5 AR M HE 5 PEAT % (non-alcoholic fatty liver
disease, NAFLD) MMHISCHE. J53& IEM201S4: 11 H £20174E8 H F75 & i 3z ER BeiaT7 (1926541
NAFLD## ANAFLD4L, 1264 Hi A B SR W7 R I A S IR S B (alanine
aminotransferase, ALT) . R[JEXRAREFEFH BN (aspartate aminotransferase, AST) . y-B%&
BE#% ikEE (y-glutamyl transferase, y-GGT) . B ELEF (alkaline phosphatase, ALP) . I
(glucose, Glu) . HIM=[§ (triglycerides, TG) . & JH[EAE (total cholesterol, TC) . K%
JERR®E A (low-density lipoprotein, LDL) % B AE2 [ (high-density lipoprotein, HDL) %%
febr, KA Z R M (polymerase chain reaction, PCR) Al K47 fiit#: (matrix-assisted
laser desorption/ionization time-of-flight mass spectrometry, MALDI-TOF MS) #:il] ABCA13£[H
152515629 Firs4 149341 )i (I FE A B, LA R 0 R BB BARFR K 2 5 . 455 NAFLD4lY
XFHEZHABCAL 152515629 i Mlrsd 14934 1AL ki S5 A7 ik PR A A S Bk PR Y A 73 A 72 R ) JE G ik
B (PH> 0.05) o SIRIN R IEE, Logisiticlal ISR 43 M & B A7 s 9828 S5 4 35 [H A 4
HOINAFLD R A XS . X Trs414934147 i, fERTRFEAF, i CEA LR & ST ZEH
HAHE, YR EREF K R 22 A G L (P < 0.05) , {EfgREXTHRA , 457rs4149341 C
ZENT S I E B ER B K T (1= 1.983, P =0.049) . Z5i F S IX R4k NEEABCAL
152515629 Ars4 14934 1)k K] 22 25 1 AR 3 TN AFLD ) 280 UK -

KR R, dRIRSME: SRR ES S ERIEEOAL BR 2SN

Association of ATP-binding cassette transporter A1 gene polymorphism and non-alcoholic fatty
liver disease in part of Han population in Qingdao

WANG Cong', LIU Shou-sheng’, LIAO Song-ling', YUE Hai-yan', XIN Yong-ning™’, XUAN Shi-ying™’
(1.Dalian Medical University, Dalian 116044, Liaoning Province, China,; 2.Digestive Disease Key Laboratory
of Qingdao, Qingdao 266071, Shandong Province, China; 3.Department of Gastroenterology, Qingdao
Municipal Hospital, Qingdao 266011, Shandong Province, China)

Abstract: Objective To investigate the association of ATP-binding cassette transporter A1 (ABCA1) gene
and non-alcoholic fatty liver disease (NAFLD) in part of Han population in Qingdao. Methods Total of 265
patients with NAFLD and 126 healthy controls in Qingdao Municipal Hospital from November 2015 to
August 2017 were selected. Alanine aminotransferase (ALT), aspartate aminotransferase (AST), y-glutamyl
transferase (y-GGT), alkaline phosphatase (ALP), glucose (Glu), triglycerides (TG), total cholesterol (TC),
low-density lipoprotein (LDL) and high-density lipoprotein (HDL) were detected by conventional method.
Genotypes of ABCA1 gene (rs2515629 site and rs4149341 site) were detected by polymerase chain reaction
(PCR) and matrix-assisted laser desorption/ionization time-of-flight mass spectrometry (MALDI-TOF MS).
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The differences of the above indexes were compared. Results No significant differences of genotypes and allele
frequencies of the ABCA1 rs2515629 and rs4149341 sites were found between patients with NAFLD and healthy
controls (P > 0.05). Logistic regression model analysis adjusted for confounding factors showed that the ABCA1
152515629 G allele and rs4149341 C allele did not significantly increase the risk of NAFLD. The level of SBP and
DBP in carriers with ABCA1 154149341 C allele were significantly higher than those of rs4149341 C allele in overall
series (P << 0.05). For healthy controls, carriers of ABCA1 154149341 C allele had a higher level of ALP (#=1.983,

P =0.049). Conclusion The ABCAI1 152515629 G allele and rs4149341 C polymorphism may be not associated

with the increased risk of NAFLD in part of Han population in Qingdao.
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JEBRS M B 4 /F9% - (non-alcoholic fatty liver
disease, NAFLD) & K 4 i P9 H i = i 5
R 51 AL I — R F0 900 . NAFLD P50 1% G0, 4% 5
Al g 7 ARIPORS PR DT M % (non-alcoholic
steatohepatitis, NASH) . FF£F4ifk. FHEfbH 5
AF4i s Chepatocellular carcinoma, HCC) .
EINAFLD AW FFF T m, il N B E N
15%~30%, CRAH — KK . NAFLD#
WA SRS IERI P IER I, SR R IR
Pl i MU 52 UIAR O, HOR AR K R s A5 1
FHABEH REARA 5. NAFLD AR HL] i A 1
i, HRATFRHE “ZRATH 7 W R 2 R,
PV IR . MRS B DA K B i A ) 4 2 7o
BRI L FE S SR AP IE RO IR AR . RORE . A AL
G328 T A S8 5 SSUFE 4 P 1 B T R0 O A 4545
TSR 8 22 (1R E 40 5 L[] A8 25 L S NAFLD A& i
WLHIIER FR AL A o JIEL ] 1A 2 ) w88 o A ] e At A
AOSRE, e/ L ] e, O ] e 3 e i DR B b A
R P J5T % ) 7 B A Ll R B A SR A A A R A S5
WA 2P A S A AT B Jo 7 A ) 55 3 I T 4L 23 )
RERRES, A0 HIFAI . fENASHEE +,
(B A e PO R SR AR T, g k. AN
WAL 22T S M NAFLD B I R 30 40 23 2 7
HEFERE . NAFLDMUEEE R 7N . PatatinfF
TR R &5 #4033 (patatin-like phospholipase domain-
containing protein 3, PNPLA3) FlE5 668 5 i % it
2 (transmembrane 6 superfamily 2, TM6SF2) 1%
A1 CHAIE S RNAFLD ML fa K KR, Al gt
NAFLD#tSEINE (neFifl. fFEfk. HCC) P9

—R RS S & sk Al (adenosine-
triphosphate binding cassette transporter A1, ABCAI)
FEAT9s22-g31 1, £K149 kb, AEF50M4ME
THAONNE T, HEARE DN KRE 261D
RAERBEFENRBESEA . HATAN, ABCAI
FR B DAFAEI0Z PR AL, b K&/ T A

X3 ABCA 4Tt P file i R AIE ] it i i 2 o 3]
#HAEE A A-1 (apolipoprotein A- I, ApoA-1) Fl
#H R HE HE (apolipoprotein E, ApoE) k&% &
fEE M Chigh-density lipoproteins, HDL) , 7EfH
i 308 [ e s ol AR P R B S AR Y. ABCATE %
SR I ¢ P HDL I Rk /K F,  Hodh = ml 5 ZUH [H
P 10 ) B I AT, I R BT . ABCATZERR 5
MR FEEVIAEIE, %5 R R IR L 5 7 3 /K
W KRG B A IIEE e O Bl K S R i
AHAN BT g BRGS0 A7 6. ABCALER 245
PEAE R R AU SR R 3, 5 NAFLDAH G4 1)
WIEH D . AT T B3 X PUR AN FENAFLD
BEMABCALEE R Z AT /08, RIFABCAL
152515629 Mrs414934 1147 s /2 7 SNAFLDI R A
K, DUHTHERPTRER &) BIE N, JINAFLD K TP
J RV TT S (LT BE B B AK Y o

1 R E

1.1 A7t % LL20154E 11 H £20174E8 H 75 i i
7R B A A RPN BE 26 SBINAFLD i35 N
NAFLDZ, 1EH A 7 & i 7 B2 Be A4 der 0 126
B A3 IEAH . NAFLDZ WikrdERF & (E
Kt g i v TR 297 Fam (20104E 11T RO ) U2,
HEBR KA . A % . 29T, 28 W
ANE TR T EORAZ AR A B g AT 25 ] S 3K
JIE 7 P B R S 50 [ IS HE R 1 2R PR A e o0 T
o fEREAEE DN IR T2, RAMRA
] A WCAR S R RS B o 2SI Ok /R
FHREFTY » REARBUACBEZ A S AR 2R
1 F e T B B s R s

1.2 M AEAF K PTA AN R AR
W 4E E (systolic blood pressure, SBP) &7 K&
(diastolic blood pressure, DBP) , 115 Gk ETE
% (body mass index, BMID) . HFFX #2512/
W, T H RS EE K4 mls) ) & T2/ MEDTA
prgtE, Hh—EH T HRAREIEE#E (alanine



aminotransferase, ALT) . K[ JXRAREAEFELEBLN
(aspartate aminotransferase, AST) .« v -A&IEFEIL
M (v -glutamyl transferase, v -GGT) . B4R
M (alkaline phosphatase, ALP) . I (glucose,

Glw) . H =M (triglycerides, TG) . & fHI
fiZ (total cholesterol, TC) . KHEMEE (low-
density lipoprotein, LDL) FHHDLFZM, 73 —& H
TR AL 5E

1.3 DNA#REF AR A AR 4 L3 K4 DNA#E
R FH A 5 R ZH DNA SR G & (A 2R v AR,
RERAF, 650 #47, FRIKEFZHDNALR
F-20 CUKFE#&H . ABCALLL 5 2 A& MR IR H
PCRJTVE#4T . PCRIIMH AL AR AR Bt
GG SIPIFAIIEERL. PCRYEREF N: B 695 C
TRARPEL1053 8, SRJE AT 35 AME A B9 1S I B,
AN SLIFRE T 94 CAEPEL 8, 60 “CIR K14y
B, 70 CIEM15p Bl FTEPCRMIFELTI0 VLK T
HEAT 2% 35 IR B LUK 3093 % . ABCAT 152515629
Ars4 14934 137 w7 (14 5 DR 2308 3k & AT e 5 {2264 T %6
JE o

<igE - 63

1.4 %3t 3438 SRHSPSS 22.048 1T 5tk %) B 155k
PEHEAT 00T o SRR 0 W 2 R A R B 15 &
Hardy-Weinberg -2 U] LARf € ke S AE A 2 5 B A
FARREME. ITEZERD Y £ 5778, @07 255
R T AR T ECRRER I R RN 2 S
ENAFLD A= A% KU FE DL LGB EE Codds ratio,
OR) K95% CIFKox, RNiFHAEZAFLogistic[s] )45 4
5. AP < 0.05 8% 5 A it 5= Lo

2 R

2.1 —fXF# NAFLDA I N26501 EE, HA5H
PE199%1, 2 ik66fl; N R ILgh N1264], H
o 88, Lo ME38H . LI T XS G RS
MERTG BN (F=1207, P=0273; t=
1.786, P=0.075) . NALFD#H #3% YBMI. ALT.
ALP. y-GGT. Glu. TG. TCFLDL/KY &% & T
f#FE x4, HDL/AK PR EL T EBESRA, =5
WE S E X (PE<0.05) , 32,

2.2 ABCAIA B A Z 545 B ey E oA 20T
RIMABCA1ZER H1rs251562907 K AA. AGHIGG
3MEERAY, 1414934107 55 HTT. TCHICC 3FpE

% 1 ABCAl =% 714480 PCR 514

HE B2 V2l
2515629 E#514: 5-ACGTTGGATGCTGGTTGGTTGGTTAGTTGC-3’
T34 5- ACGTTGGATGGATTTTGTGGAGGAAAAGAGG-3’
4149341 L#314: 5-ACGTTGGATGAATCAAAAGGCACTGTGAAC-3
T34 5-ACGTTGGATGTCTAGCTTCAGAAGAGGTCC-3’
R 2 PHEMRITRANELZER
ikl (283 B () (% ffé} 2 (% isB,MlIg ) (% ijB:lmHg)
NAFLD# 265 199 39.73 + 6.38 26.43 +3.05 124.66 + 14.18
xT B8 40 126 88 38.46 + 6.94 23.16 +2.86 117.37 + 12.24
st 1E 2 =1207 t=1.786 t=10.097 (=522
P& 0.273 0.075 < 0.001 < 0.001
a5 ~ Dmp _ALT _AST _7-GGT _ ALP
(x s, mmHg) (x=£s, UL) (x£s, UL) (x+£s, UL) (x+£s, UL)
NAFLDZ1 85.00 = 9.89 34.09 = 20.67 24224925 43.95+32.84 70.98 £ 16.76
x84 79.71 £9.84 23.95+32.17 22.82+16.55 28.47 +23.27 66.98 + 18.58
SitEMh t=4.955 t=3.755 t=1.084 t=5.352 1=2.132
PiE < 0.001 < 0.001 0.279 < 0.001 0.034
. Gl TG T ~ HDL ~LbL
(x £s, mmol/L) (x =5, mmol/L) (x =5, mmol/L) (x =5, mmol/L) (x =5, mmol/L)
NAFLD 5.05+1.20 1.98+123 5.64+1.06 1254035 3.39+0.75
< B8 28 4.50+0.88 1.29+1.05 520+ 0.85 1.40+0.29 2.98 £ 0.64
it 1A t=5.087 t=5.391 t=4.027 t=-4.342 t=5365
Pa < 0.001 < 0.001 < 0.001 < 0.001 < 0.001

VE: “27 ONTEMKEPE; 1 mmHg = 133.32 Pa



64« B -
R 38 P A7 6 56 {2 7R rs2515629 Flrs4 14934147
R 3L R BY ) A1 35 754 Hardy - Weinberg - 4732 11,

FABARMRENE (1s2515629: NAFLD4y” = 0.65,

P =042, W4, =026, P=0.61; rs4149341:

NAFLD#ly* = 0.75, P =038, X%, =038, P=
0.54) . NAFLDH 5 X ZHABCA 1% [Krs2515629
Hirs4 1493414 f S5 A7 PRI R % J K] B4 40 Ry A
=TGR L (P> 0.05) , WE3. R
A% A Logistic [ AR AL 73 A &5 R B R 182515629
R EAA + AGIEH HF SAAEH Z ML, KIERXG
KIhN (OR = 1.044, 95%CI: 0.668~1.053, P =
0.130) ; 1414934107 55 TC + CCHaMT & 5TTHE s %
AHEE, RIS TR ARSI COR = 0.953, 95%CI:

0.771~1.179, P =0.660) , KIEMER]. FEHABMI
i, ERINESGHERE L, W4,

2.3 TR A E AR5 R & AT IRATRA AR X
T1s251562907 5, FEAFBIEA. NAFLDZH A FEx)
TR, 5 RARIED (G) AR HE AT A8 JE A ) ot
FHMR . F#. BMI. SBP. DBP. ALT. AST.

¥ -GGT. ALP. Glu. TG. TC. HDL. LDLFIHDL
ZFLGITEE L (P > 0.05) , WEKS. T
13414934147 /5, fENAFLDA 54 R (C) M
KA AR FL R 2 (1) & T hr 2 gt 2= L (P
) > 005) ; fE{@FEXIEZF, SBP. DBPFIALP/K
SEEREGITE N (PH<005) , HeEEERT
GiitEm X (PY) > 0.05) ; 24 SBPAIDBP
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EREGEE N (PY<005) , HeERERT
Gt B (P >005) , W36,
3 it

NAFLD & — P & - IR - - R s e, B
BT R ALEI M R AR, NAFLDI R4 KRS % M
HEA R, RS RIEYT. AR A S s
WAL R ZR X NAFLD )50 H 75 52 #) 9¢7E, PNPLA3
FITMO6SF25E K 2 & M LU IE SE 5NALFD ) R B
KR ZAKRC, R0 T NAFLD &AL
il BRI R K& TR TR TT TR TR
1) B

ABCAIN SHE R H, S5RHEMARH, -
R LA AT S A AR R IR AR, O RA 2T
EX=Z4R (liver X receptors, LXRs) . 4EARX%Z
& (retinoic X receptors, RXRs) . [HEE TG4
48 H (sterol regulatory element binding proteins,
SREBPs) FlmicroRNAsZE: K1y, Hij &I
JABCA1RE K 2 1L 10080, 082 AL A5
HR219K. R230C. M233V. C69THIMSE331%!,
TnEE KA 78 34 EARHDL A BE R RS ABCA 1 JE R A,
KIN0% HIICHDL A #E# A ABCA1RAE, ABCAI
A T 9 2 L e o R AR L 0 B oS R R A 0 A
B s Y, B PG EF AW L E T A R, ABCAL
R230C7: 5 5 & H it — e MAE % U AH %, ABCAL1
R230CA5 57 72 i Ho = Fs UiE i R I =, R
— W5 E B, ABCA1FEFIR219KAS 55 HDL-C/K

2 3 ABCAl ERERALS FEMEEFEESTIE S

152515629 14149341
28 7 ARA (e KA FAR
AA AG GG G TT TC cC T C
NAFLDZ2 240 25 0 505 25 143 107 15 393 137
xR 115 1 0 241 11 65 49 12 179 73
it EME 2 =0.051 £ =0.048 0.193 0.846
Pif 0.822 0.826 0.660 0.358
# 4 ABCAI 152515629 #0 rs4149341 {if s & B FE B & S B E 8 4 5 XU
. AARE ARE
OR (95% CI) Pt OR (95% CI) Pt
rs2515629
AA 1 1
AG/GG 1.044 (0.720~ 1.513) 0.822 0.948 (0.580 ~ 1.550) 0.832
154149341
TT 1 1
TC/CC 0.953 (0.771~ 1.179) 0.660 0.867 (0.668 ~ 1.123) 0.280




5 152515629 U EEHRTEE (G) SRIEHETHEABFWERER

cigE - 65

A ks FEO (%) ] o ¥) (G as kgh) (% is?BtimHg)
NAFLD#
E L 25 18 (9.0) 39.55+6.76 26.45+2.79 126.80 + 14.92
AiEH 240 181 (91.0) 39.80 £ 6.24 26.43 +3.08 124.43 + 14.11
SitE{A - 2 =0.141 t=0.283 1=0.044 1=0.764
PiE - 0.707 0.777 0.965 0.428
<t B840
153 11 6 (6.8) 37.61 +7.06 21.96 +£2.20 111.82 +8.74
P T 115 82 (93.2) 38.04+7.33 23.28 +2.90 117.90 + 12.42
%It {8 - 2 =1.339 t=0.313 t=1.463 t=1.585
PiE - 0.305 0.755 0.146 0.115
AR
E L 36 24 (66.7) 39.46 + 6.49 25.08 +3.34 12222+ 14.95
A5 355 263 (74.1) 39.57 £ 6.62 25.41+3.36 12232+ 13.91
it E{h - 7 =0921 t=0.670 t=0.552 t=0.039
PfE - 0.337 0.503 0.581 0.969
o _ DBP _ALT _AST _ y-GGT _ ALP
(x +s, mmHg) (x+£s, UL) (x+s, UL) (x+s, UL) (x=+s, UL)
NAFLDZ8
153 87.16 +10.19 34.04 +22.96 23.22+791 48.42 +34.39 70.07 £ 16.67
L 84.78 £9.85 34.10 +20.47 24.34+9.39 4348 +£32.71 71.08 + 16.80
st 21h t=1.149 t=0.013 t=0.576 t=0.715 t=0.287
PiE 0.252 0.989 0.565 0.475 0.774
st B4
1% 77.27+7.91 16.84 +7.76 19.50 +5.07 23.81+8.85 64.43 + 14.03
A5 79.94 +10.01 24.63 +33.52 23.14+17.23 28.91 +24.18 67.22 + 18.99
sit Ml t=0.858 t=0.767 t=10.696 t=0.693 1=0475
PfE 0.393 0.445 0.488 0.490 0.635
AIARE
45 84.14 +10.51 28.78 +21.05 22.08 +7.30 40.90 +31.08 68.34 +15.93
KA 83.21+10.14 31.03+25.78 23.95+ 12.47 38.76 £30.94 69.83 + 17.60
st 21E t=0.523 t=0.506 t=0.884 t=0.395 t=0.487
Pih 0.601 0.613 0.377 0.693 0.627
287 Glu (x =5, mmol/L) TG (x s, mmol/L) TC (x £s, mmol/L) HDL (x +s, mmol/L) LDL ( x £s, mmol/L)
NAFLD#1
1% 526+1.17 2.24+1.88 5.67+0.88 1.20+0.21 3.38+0.57
A 5.02+121 1.95+1.14 5.64 + 1.08 1.25+0.36 3.40£0.76
st 218 t=0.931 t=1.121 t=0.174 t=0.725 t=0.116
PfE 0.353 0.263 0.862 0.469 0.908
st BB 4
L 4.45+0.44 130+ 1.78 5.09 +0.58 1.41+0.25 2.99+0.57
A48 4.50+0.91 1.29+0.97 1.41+£0.25 2.99 +0.57 2.98 + 0.65
sit i t=0.182 t=10.026 t=0.476 £=0.059 £=0.052
Pla 0.856 0.979 0.635 0.953 0.958
AHAEE
1% 5.01 £ 1.06 1.95+1.88 5.49+0.84 1.26+0.24 3.26 +0.59
ARG 485+ 1.14 1.74£1.13 5.50+1.04 1.30 £ 0.35 3.26 £0.76
Eam-xi:1 t=0.792 t=0.677 t=0.026 t=0.645 t=0.010
Pih 0.429 0.503 0.979 0.519 0.992
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2 i A (%) ] G ¥) (5 4er kgm) (% ianplmHg)
NAFLD#
L 122 92 (46.2) 39.84+6.38 26.50 £3.53 125.84 + 14.04
A5 143 107 (53.8) 39.63 + 6.40 26.37 +2.58 123.65 + 14.27
sit =i - 2 =0.012 t=0273 t=0.369 t=1.252
Pia - 0.913 0.785 0.713 0.212
<t B840
153 61 50 (56.8) 38.69 = 6.69 23.43 +2.99 119.74 + 13.08
LT 65 38 (43.2) 37.14 + 7.64 22.91+2.74 115.15+ 11.04
st 218 - 1 =8.255 t=1.209 ¢t=1.007 t=2.131
Pl - 0.004 0.229 0.316 0.035
IARE
E L 183 142 (77.6) 39.66 + 6.30 25.47 +3.65 123.80 + 14.00
A5 208 145 (69.7) 39.02 £ 6.81 25.29+3.07 121.00 + 13.89
s%it i - 2 =3.099 t=0.952 t=0.563 t=1.988
PiE - 0.078 0.342 0.573 0.047
oy _ DBP _ALT _AST _ y-GGT _ ALP
(x +s, mmHg) (x£s, UL) (x+s, UL) (x+s, UL) (x+s, UL)
NAFLDZ8
153 85.86 + 10.54 35.12+21.02 24.12+7.54 45.48 +£35.70 70.16 + 15.15
A4 84.27+9.26 33.21+20.39 24.34 £ 10.52 42.64 £30.24 71.69 + 18.04
st 21h t=1.311 t=0.748 t=0.192 t=0.701 t=0.737
Pii 0.191 0.455 0.848 0.484 0.462
st BB 4E
1% 81.52 +10.30 23.12+14.29 22.01 +6.39 30.11 +25.49 70.33 +23.13
A5 78.00£9.15 2474+ 4275 23.58 £22.26 26.93 +21.07 63.84+12.34
SitE{E t=2.034 t=0.280 £=0.530 t=0.766 1=1.983
PiE 0.044 0.780 0.597 0.445 0.049
AR
L 84.42 +10.63 31.12+19.83 2342+7.23 40.35+33.38 70.21 +18.13
LT 82.31 +9.66 30.56 £29.42 24.10 + 15.14 37.73 + 28.60 69.23 + 16.84
st =1h t=2.054 t=0.216 t=0.558 t=0.838 t=0.556
Pii 0.041 0.829 0.577 0.402 0.578
285 Glu (x £s, mmol/L) TG (x s, mmol/L) TC (x +s, mmol/L) HDL (x +s, mmol/L) LDL (x +s, mmol/L)
NAFLD#
153 5.05+1.33 2.07+1.50 5.71+0.97 1.24+0.19 3.38+0.81
A5 5.04 + 1.08 1.89 +0.94 558+ 1.14 1.25+0.44 3.41 +0.69
site1h t=0.102 t=1.186 £=10.990 t=0.428 £=0.349
Pla 0.918 0.237 0.323 0.669 0.727
pogiicdsi!
€L 454+1.17 1.22+0.75 531+0.79 1.45+0.28 3.07 +£0.63
L 4.46 +0.47 1.36+1.28 5.10+0.90 1.36 +£0.29 2.90 + 0.66
st 218 t=0.469 t=0.755 t=1.376 t=1.893 t=1.453
PiE 0.633 0.452 0.171 0.061 0.149
ABRAEE
B 4.88+1.30 1.78 +1.35 5.58+0.93 1.31+0.25 3.27+0.76
A48 4.86+0.97 1.73+1.08 5.43 + 1.09 1.29 + 0.40 3.25+0.72
st 1E t=0.201 t=10.495 t=1.416 t=0.630 t=0318
Pia 0.840 0.621 0.158 0.529 0.751
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SEEERY, ABCAT 1s223080647 4 GEE o JE [ & X
ENBEEA A R R R, ABCAIFER Z

SUCAMRFRAW AL o CoIw MBIk ok R AL 45
PR A RESE, XL S5 NAFLDR R %Y.
B E R H ok =W p9 & AR, 5o 1100 JE ] 3 o B AE
NAFLD#HEIS 2 (NASH. £74i4h) K% EEAE

P2, (BEXFABCA 13K £ 7451 ENAFLD % &
SR SR
AFFFREPT TABCA1H K £ &M ENAFLD

Ao, R4S R ERABCATL rs251562917 /1
Mirs414934147 5 5NAFLD K 76 i 3 A ek,
HIERRERE Z R LS IH ¥ E L. ABCA1
rs4149341 CH:F I # SBPHIDBP/K Tl . ©f
FH SCHIF 8 30E SIZ 75 I -5 40 PR A [ I3 e 3 DR 36 ik
%, Yamadafff 75N NABCAL S MLEA ¢, HAF
T T L A O I IR R Y YinZE B T th R B
ABCAI1 V82515 K 5wy if K5 55, ABCA 1[4
2 25 1H: 5 M I PRI RTL A T B v IO T 5| A i R A
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