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The role of nuclear receptors in fetal-origin non-alcoholic fatty liver disease
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Abstract: Non-alcoholic fatty liver disease (NAFLD) is one of the most commonly chronic liver diseases
worldwide. It is characterized by hepatic steatosis, which may lead to more severe liver disease. A growing number
of epidemiological and animal studies have demonstrated that NAFLD is a development-originated disease. Nuclear
receptors (NRs) are known as transcription factors that regulate the expression of genes related to metabolism of
fatty acid in the liver, responding to environment or hormonal signaling. Thereby, NRs participate in or interfere
with the occurrence of NAFLD. Recent studies showed that adverse environment in the early life affects expression
and function of the NRs, and epigenetic modifications participate in the continuous alteration of NRs expression or
its downstream target genes. Therefore, NRs may be involved in the occurrence of fetal-origin NAFLD. The role of
NRs in fetal-origin NAFLD was reviewed in this manuscript.
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PRI ) 2408 W] 5 AR A NAFLD R4, 12
7~ NAFLD R4 HA K EfE 5

MEITRR R, A s B- AL (B0 %t 7
W f& NAFLD RAMBE R KE 7. 7E NAFLD K4
AR, DS AR IE S T EEAEH - (1) JR W
P AE JHFJUE B0 S5 A T 5 (2) AR IR IS & B I 5 (3)
I 17 R PR A AN IR D 5 (4) T PR RRARG 5 B2 T 2 1

[EhS .
1 NAFLDH X% B&iE

20 {208 90 FEACH), JEE 5 E Barker T KM
REAT I 7 A 45 R AR “ AR IR ) L s
B ™, BiJE, EEr E7E 2003 4 1F HE H “ il
AR IR B 2R ” (developmental origins of health
and disease, DOHaD) {15, N ANRIER B ILFEN
B (BFERIL. 2D JLERER ) 8 52 05 PR
BEAN R DA 310K 2 52 i A AR i o AR A R R O
WRRIR S, BERRRAE Y, RERP R A
Pl, NAFLD R4 K&k .

WAT R AT FE R, B BN )L #E NAFLD
R+ B, KBS AR L2 NAFLD (1)
RAEFRIEFILERBHER . HAERNTNEE ZIR
f38 A ) LLE AR B NAFLD f 5 BbE tg i U ik
Ab, BEURI AN RO I BESE o 1 K SR
A SR AR A U, I HRIR AT g i A
EEWNRIRTRAE . H H FS2 RS 50 BAT SR A R
# 57U NAFLD KA AR GTAT 3 2 BIEHR 5D
W TN, BRI G B vy I E (] e 0% JR 8 1Y) & A
TR HIE 26 i 17 A0 4k A5 2 e A U2, 9 HLREAA
SRR e IR MR P A AU I R B T G 5 A2
P U A A TR IURE AT RERS N T AR TR NAFLD
(TR s 22 b Bh A R R B RE AR R Za A (5R)
AR m IR R 15 S T A% NAFLD 1K
Az IS Za G UG SRR N 28 R KB B8 97
o 98 R WS 4 n AR AT £ NAFLD fJ15e U5 4
GRANIR LA /N BRI HE N R R KRB BER m iR IR &
Byox S 8UE W EUSCE A IR 7 AR 1, I iE Rl
NASH ) 5 B30 P20, [FREH, QAR IR &
th 2 S BURAE J5 A8 WA s i A0 A i i AR 4 B
BR T IXLE T R AR AL, BRAA R SR £ IR i
S A U AN 2R E TR AR NAFLD Bk 22,
T AR ER BB 238 0 AR/ SRR B IR AR
NAFLD"™,

IeAh, AR AR R T I H A0 208

WBhW A J5 U NAFLD 5 8, WXy A A HLE
TR AR, R W . RN
Y (fine particulate matter, PM2.5), JHELIE 55 26 232,
ARG AR R R A R I, IR R R R TN
R WNMERE b ZEKAA BT SRR ILE WK IR &
TACRAE I NAFLD 5 U334 bl EwF st i 0,
NAFLD HA M)LK & ALk,

2 BRIEMENAFLDA 4 BT RE[R

FCAFE NAFLD 1 32 22955 B2 309 JHF S5 40 i Y
TG &M M TG &M 22l TR R
PREL. A RSB (57) B- k. s T,
JH 20 B T 38 o T 7 IR A% AL Bl (LR 2 AL K 36,
cluster of differentiation 36, CD36). fgijig4sizE A
(fatty acid transport protein, FATP). AgiFR4: & 2
1 (fatty acid binding protein 1, FABP1) 255412 A $5% X
I A R 9 5 e 5 R (free fatty acid, FFA). g B2 1Y)
ML A R T R & 1 (fatty acid synthase, FASN)
WS, 2 B A B TR 4SS B E -1e (sterol
regulatory element-binding protein-1c, SREBP1c¢) [1] i
o TG 7EHWE 0 43 fide AQ 2 EEAO8 T T ah = e
fig Ui B (adipose triglyceride lipase, ATGL) ¥ TG Jig
fil B ITTIR , R 5 T 107 TR A0 4 o v 2 Ak g T T
A g, TR A — i 4 R B AR I A B 1o
(carnitine-palmitoyl transferase 1o, CPT10) 451z 42 2%
REAR NI, A2 SRR R 7 2 S A Bl 2R AR R R R AT
fig 5 2 B- 8tk oAk TG #1425 A (microsomal
triglyceride transfer protein, MTTP) ¥4 # 5 H B l§
BN E & TG BINARE B R H (very low density
lipoprotein, VLDL), 7 I5 i it vh A 45 L EZAEH (& 1),

5 RAFE NAFLD A @AEH L, iGUEYE NAFLD
AHE SR E. AT R YEE NAFLD /] gt
PET R HIAR IR . Nobili 5 PR T ENE
FEAN R BE I 5 51 RS ) i 5T A 1 1) 2 AR AL A1) T R
JE R NAFLD ) 5 KR . e sy, A0
25 BN R Wi BR AR UMHE A2 ) 5 DR 75 fify i rp 238 B9,
— e 5 NG T A AT B- AR A 1 O B 2 IR () 3R
X2 BN INE], dnfia ) LR ZekiiA i, iR R -
AACBRE G CPT1a (R IA B BAC, HE AR ak
B P XA R R BEUARRIL (SR ) EE N R
WA AR S AR e B, A S A SO
RFLIE R R AR AR U iR LIS G FFA 46 K36
S KR F-BEARIERR B, 24 Za 0 BE if p FFA 7K P,
MG LR & B B, = BA &Rk 5
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CoA

| Ester Acyl-CoA
| \FA B-oxidation J

Bl REFATBEREANERIREN. &AL B-BUMMREE R EEREXEE

& FFA BIZRLARFIIELR, X TE AU IRehS vl s = 78
BN G AE T RRE B AE,  RI N AR AU I
IR B AL ThREIRES P Beah, kE R KK
T JERESE 6 i BT FASN F1 SREBP1 [ 3L [ %74 I
W B, B I FFA Mk & T A 58 o B 7T RE 2 R
BEE A, R AR TR B B A e . B
g RAEOR, BAUEYE NAFLD ()& 4 T fe F 2 5 fig
J BR A RN B- A& R B ASA OC,  HIXFhIhRE
R FE AET NI SRR DA AP AE

3 #ZZINTERIEMENAFLDHRER

AT H 48 AN Bl AL A e SR PR TR AR
RE T P v B e s e . Y s iR —
SRECHMANE (e R T 1, 23 2 M R &
HNUEAE ) S TR L Y R R SR
FLHR F 5 45 A AR IC 1A 45 5 B0 DNA 25538, i
SR NB RS SIS &5, 2B S
P TR T TR RS U SR AR BN A S P A% A2 A T
BRI — RARHE NN, 83 DNA 45 &5 845 &
BT UL EE RS 30 1 X Bz 2 i R Rt b, et
FEIE A (V0 SR R0 o A% 52 AR TR 4 I g A R 5
B- AL AMEIZ E RN —REEHKE XMW T, &5
NAFLD [k, ENUARIERAE . BB, 40
o A 5 22 Bl R o A R R AR

B2 A0 B BC AR, 0460365 22 b ) U
Yy CInfEERE . AR IRDIRR . HERE. RS
FANEY) (i, HEEM S . SR P s
B2 B s b S Y AW 2 NN e A ]
NEARU D BE . B 4F b B i 1% <2 AR AE i U P NAFLD
RAR R i e R AL, AT A B T R I TR
FYETT BGUEYE NAFLD g8 5.

FERFIE A, BRI AR R HE B B SR 2 ik
(glucocorticoid receptor, GR). izt % 14 47l A 4 5 7]
%324 (peroxisome proliferator-activated receptors,
PPARs). T X 5244 (liver X receptor, LXR). Z4¢ X
524 (pregnane X receptor, PXR). K & 42 52 /4 (constitutive
androstane receptor, CAR). VXJERE X 52 1A (farnesoid
X receptor, FXR) %5, ‘B I/EMR . &l 7 fF
NI 8 25 5 AN IR A B 5 B AT P 1 A PO D).
H b, ZEEXREENCAHRE, JHEZ5T

BLIFAE >4 R B S5 % 50 B AR B 2 5,
Rl FRATTE G, T 48 R A% 32 AR AE iR U5 1 NAFLD
KA R AR AL (R 1),

3.1 GR55/FE4$NAFLD

it K P 1) BE K2 B E (glucocorticoid, GC)
SERGE NG ) LBCGARN AR JE dris 00, GC 2
it GR 5ZMEEFR L HAERH, 25BN
EEE. ik ZAREE AR Y B AR )L GC EERIE
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FEREE, HARR GCRBE &F FiRa K ™. s
B2 M 11B- 2 28 [ B Mt & B (11B-hydroxysteroid
dehydrogenase type 2, 113-HSD2) iy GC ‘Kif g, I
FIRRNE 1 AT AR G LA BEA RS GC KT O
GR JLF-Z 5 AU A E0 o #, Be E 2L
Hl P RE 5 RE I & A G . CCAAT Mg 14555 H o
(CCAAT/enhancer binding protein o, C/EBPa) £ #7E
JF4 B 7 2235 31 15 SREBP1c 3£ A $&iE, GC Al bd
i GR 5 C/EBPa #HHAEH, Z 5 HNEARAR
N E

ARSI E WA AR, SRR R R 5 T ok
P S, GRS T M T NAFLD f R
RSN — T THRNEERR GC K TR, — 7
MRS 11B-HSD2 £ik, FBURILT E R E T
e GC. B A R GC KTk G iF GR-C/EBPa J
PP BT ARG oS T e g R, R R A
Jai O g, KA — R PR S b
KRR KA, IR R R T e K )G,
Hiy FEKAA T8 iR A NG ) LIS I GR, - #00 i) i
BBk K ¥ 2 -Mas 32 1A (angiotensin coverting
enzyme2- Mas receptor, ACE2-MasR) 15 5 i@ %, M
1M AE B I TG & B D g 38 o, B- 48046 T BE 93 55
EMAEH AT B A, &RESHBUE TR
NAFLD &4 ", 534, Zhao % ™ i 5 i 8L 2 4
BEGR AN 78 8 S0 T DARF S H0 ] +48 GR RIA AT
Ji3 G s DR R A K, T R 22 8 1 A Ja
B Bz ot P a5 3 O ME P AR BRI IR o & AR, 42
7~ 1 GR 7EfG YR E NAFLD HEA .

3.2 PPARs5R5/EMNAFLD

PPARS £ V2 41 il 8 3L o 78 24l Jo A4 1 32 22
PR, AR S A ETTBA A any & =07,
TE AN, PPAR« L 1 92 g W R B- S AL AH 5%
it 740 CPTla fU3RIA 2, TERRWIER IV B- AL 4
JHE KRB (. PPARy 322 5 IR AN AH G EE K]
CD36 LA S IR 57 & fliAH 9 5 K] FASN. il T Pt 4t g
A F A1 1 (stearyl coenzyme A dehydrogenase-1,
SCD1) ik ¥z ¥, PPARS A Rl 5% i VLDL
AR IR RIG N TG A, > TG 72 H I
HE R Y, ARk B, PPARs TEifJE NAFLD
H R 1E AT Z 4. Fornes 28 ™ K B, PPARy il
PPARGS 7E fF 4 JIH% PRI oK B RO IR ) LI o 26 1
B, JEAT TG U B AR i ) 22 57 - AT
PERGLH, PPARy Sk 3 BUH I TG A [H
() S wE G N, T MEE AR L IE H PPARS ik 4
ISR ) LI IE T TG Al FFA ()5 B A%, BRIk
4b, PPARs W25 | BRAARLE Z S AN (B ) i 2L 3T
NEIKE TS 748 NAFLD KA. 7835 R i &
SUTAERE S A, JHE PR TG & & B & 8 gkt
B PPAR y RiEF 3| 7 IR AMKEARE S
FH AT IE PPARa 1) 3R N, i 5] AR 7
FiR B- AUk EE, FFAE R AE R AR U7 RE R R
A ST AREE NAFLD Hr, 2841 DU 3@ i 389 n
TR IE PPARo/PPARY 1) AR 255 T U I 077 2
P, 275 PPARs 7E£EN i IR & BT 87X NAFLD
hREEEER ™ BRAMEAEERBALESS
B AR 0 i 5T & ARG N, JF A PPARy HE R R

=1 ZZEAERIFEENAFLD R A] SE IR 0B E LUK & ERIER

W2 R AT BRI I NE AU AE DG LA LEREVEPENAFLD T 1] g (1 1
GR SREBPIc (3 )™ Mk 7 A

PPARS

(DPPARa: CPT1a"", i s B -4 A

@PPARY: FASN. CD36. SCDI113 NS IR 9 5 AR I il PR FE N
(3PPARS: SREBPlc. FASN®, CPT1aM MK 7 BORTIS 7 R p- 48 A0
LXRa SREBPlc. FASNES Sk g £ )

PXR PPARo. CPTla. PPARy. CD36"” I 7 R B B i 7 e B- S A
CAR SREBPlc., ACCP* WK JIE U R g I e B- R AP
FXR SREBPlc . LDLRZ®! JUT-2 5 M4 4 i i )

GR, glucocorticoid receptor, ¥ % il & %2 1&; PPARs, peroxisome proliferators-activated receptors, 148 1k 4) i {4 1 55 4
WO ZARFE; LXR, liver X receptor, JFEX32{k; PXR, pregnane X receptor, Z1%iX%2{k; CAR, constitutive androstane
receptor, ALK T2 4 FXR, farnesoid X receptor, 7%JEl§X52/k; SREBPIlc, sterol regulating element binding
protein, 1c[H BT L4548 H-1c; CPTlo, carnitine palmitoyltransferase 1o, RITRAZHEELE 4B 1o ; FASN, fatty acid
synthase, HEfiFER & f; CD36, cluster of differentiation 36, 434L#%36; SCDI, stearoyl-CoA desaturase 1, f#i g EE4HEFA I
FIfE1; ACC, acetyl CoA carboxylase, Zt#HilFAERLEF; LDLR, low density lipoprotein receptor, %25 & lg 5 45214 .
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A U, L 2 OO B v IR A AR F S A IR U v
PPARa HJRIA N, WIREFE G M TG AKFTt = Al
I TG B/
3.3 LXR5J5IE4NAFLD

LXRs 7E NS LAB A B A7 AE, BT LXRo Al
LXRB. LXRou s i 15 i3 7 G B3OS R 2 IA 1) 220 2,
T LXRB 52 1 i 5 2 5 ] B A Qi g 42 1 Jk TR B0,
LXRa 7£ NAFLD H 473 8 XU 1 4. LXRo #0iE 7f
DA 38 i HC %8 3L K] SREBP1c fl FASN [ % ik, fidk
JF N R E D R % R I i B 5 RIS s mp DL
B 28 9 I o4 v E I OORE O ARk, R R
LXRs 76 875 A5 B B Aa A%« HH [ % A A ROk 53 2E
MR, kB 2 R PR BT T LXRs 75 i Y5 7E
NAFLD H(¥/E . Ma %5 B2 3 2 TR g L 0 B
A Je vl T 2R R IR T ARAE AR S AR 180 R I
B S 9 I A TG 7K Pt &, IF BB FASN A1
LXRa RIERFEH M, $#&7~ LXRa 0] GESF 1 HFIE
TG & RISFNAE . ZHRER (FO ) A SRR E
SN F1ALA F2 48 LXRa AT LXRP 234 4 41,
(R E T RERE W AR R, R A AR Y Ay 5 AU
A 5T A B0 T AR AR B NAFLD () 5 3 b 2o,
A BT 7 R I, WU A AR2K — H R IS R A AL
WEIR TG Sk S T E LR, 5 LXRo B4,
AR R R Rk
3.4 PXR5RRIFEMNAFLD

PXR Z 5ii# 2 MafifiEs, PXR iEH5 G
U R O BB, A B i DA % B- SR AR 3 A A ok B,
HET, HICEIRIEFTIESE PXR A/ S G751 NAFLD,
HEF 7 HE s PXR IRATRES S T G JEPE NAFLD 1)k
A B, Sui 25 MU IL, 7E A4k PXR /RS
HEPESEARM E SR, B = 00 A i nT 3 mA
1 PXR /)N R 1) CD36 ik, {H A 2 38 fin 7 AE 7Y /)N
B CD36 ik, H1T CD36 75 T i fii iy 12 45 B v
RIEFEAEHH, HERATHEN PXR 7] G [F AL 7E H =
WXy A % 85 BT 800 1A% NAFLD kA 73
HEME, A, AR RE T PXR B2 50
FE il (pregnenolone 16a-carbonitrile, PCN) ] /)N i), T
FRH A S5 PXR B T Uit #0835k [R] 3% 58 R 4l 38 Jn %,
il PCN 0% PXR 5 0] 5B /N Bk AR I JIG Jo A8
PO DL EgERPEOR, Ay B PXR S AT
TR AE G PXR Tl AR A AH DGR R (1 R ek R 1A
B, AR BV AR E AR
3.5 HMzFZES5RIFEENAFLD

FHo A% 7 M 0 CAR. FXR 2578 [T % A8 4% 16

£ LL & NAFLD & AE % & o] fig 1 43 06 25 E 21
fife. CAR FEZAE R il g 107 B 1K & B ( Gn il
SREBP-1c %% ). H #if CAR 5 Jifi ¥ I NAFLD
[RIF S SCHRE D o Bright 25 P B FUE S22 b i S 25
T /Bl CAR 3 71) TCPOBOP 5 1] LLIUE & A -1
% CAR 33k, TE4If) CAR mf i #ii i A
i 45 AN R B- AL A S0 BATE /N BB O B 3
FL7R CAR A] BEXT AR I8 1 NAFLD )& 4 B A R4
. FXR GEWE 2 5 IE TS 4 4 5 10 TG AR
FXR 3[R R B /) BRI 9 W) S PR R i B i s e

i IMLRE AN S AP ™. 55 CAR —Ff, FXR &
%52 5HaUEE NAFLD 43 i A B .

4  ZEZAEXSBRIRTENAFLDRYEFZEHH

fE K B IR 1% NAFLD MR B R el fE v, #
ST AR 2 R A0 R R 4 3 S R AR 12
Wif 5. 34k, FERCBURER - el R A K T 1
(glucocorticoid insulin-like growth factor 1, GC-IGF1) &
NRFENLHIE AT T GR XHGYRTE NAFLD [1)i#4% .
4.1 RIEEFEN

T M3t A5 2 SR AE DNA 7 41 3 e 28 (1 15 1
T 2 PR Ty g AT M T A 1 R, X e AR
LALHE DNA HHEAL ., 21 8 B &1 BL L3/ RNA
(microRNA, miRNA) 1 #52% ®, 7F jf J§ % NAFLD
H, RWBALBM S 5245 IR IEE NAFLD )
W EW LM - — 5, R AR
FAGR M e 5 B R R T EARACHS « 51— 7
I, RSz S A (B) 5 R AL A 16
X IS ¥l R e DR R AT R LR A% A i T O AR AT A
(& 2).

ST TEAR I, AESE YRR R K B AR
%7K *F ) miR-130 5 # #f: 4 PPARy £k Th &, 14
TR P A B A i miR-9 B I U 5 S0ME P R L
PPARS LM N, RIL MR HAKTFRAL ™. 5i4h,
A58 e LK ) B AE 5~ AU PPARGL ) )5 311 [X 45k
(-852~-601) DNA HIFEAL Y =, PPARa )KL % 5
Mk S 5 CPT1a Rl ™ dhéh, 25T
TP AE LA DNA 25 &AL i g & a6 5 sz ae
QAR AR BB, AEA R
fiff (histone acetyltransferase, HATSs) 8¢ 4H 2% H 2 4. Bk
1K, [ (histone deacetylase, HDACs), &£ HEHE
E YT 25 R ) R R A 1B 1 P, 2
JBE R o e PR 2 R 2 BUE N AR R T B &
GC, % GR-C/EBPa i@ 2%, 1] T liF NAD™ #it
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()25 kAL 1 (sirtuin 1, SIRT1) Fik. SIRT1 £ —
PR B H 2 WAL, RIS PR {2 SREBPIc
FT FASN ZH 25 147 78 A7 i S EAL 7K ST 0 386 o DA %
DRI () e e 08, DTS 0 7 o e~ AP I 7 R 5
B, FRIESEE ARG B 7E BUE TARE 208 N
WG SIRT1 ik ik — B 11K, 3% SREBPlc
FASN H3K 14 fil H3K27 {7 55 Z Bt 4k K7 T, A2
A5 A AROK BRUTFAEJE JD7 BR MSke 5 BROE , 15
& NAFLD®".  Za 87 106 3L B0 RE 44 JB 7 T 28 525 ) e
PEFARIE LXRo 25 IR IAIE I, 5 FASN J5 31
) LXR Wi 3 e (liver X receptor response element,
LXRE) 454, {23 FASN 41 % (4 H3K9. H3K14 fif
AR S B
4.2 GC-IGF1ERNRmIZHNZE

GR A S IR E NAFLD £ 1€ “ W5 Fl 2 72 7
Bl AISCOENHE, ZHINEY) R S35 RMF
AR A B Eh e 5, X2 T GR 5 il
Rr RSG5 G Ja VR T AE 55 A LR LB A AR A, e sk
WIN R UFARIE R R, MIEZ B —FhgmAE”
Ib4h, GR X IGF1 AA/EFIHIVER, J5 & nl {2t Bk
ek & e B 3R AR ) % e 1 A AR S T E
GR G MEFFAS, IGF1 15 518 Bk 1Y 58 I 38 i ig i e &
i, BN CER T FRhgmAR” B,

IGF1 2 U O B 390 R HE A2 5 4 B 38 K e R 3 A
KE)FEER -, EHRW 7w, I IGFL vl

lipid metabolism lipid metabolism

B A A Aok 5 A
S R B

i IGFIR/ & H ¥ B (protein kinase B, AKT) 3 fiil
SREBPlc #ik, fEHEATIE TG &1k ™. Z4hiEY
RBEMEEANIRILEE T/ GC BN, Wi B
GR i AT IGF1 ik ®, "R 55 GC it ff GR
A5 C/EBPR 454 34 IGF1 3t 456 P4,
WA JERG LIS 7 REEME & GC M58, i HB TS
PR LS IR Th g 52 BIREE I R GC ) B,
Frbh 2B 5 FARE & GC & ihge sz I, GR &L
WD R B TR IGF A B k], 5 BUF T &
IGF1°"*, R & R Th e o, s 18 E NAFLD
[ S S 25 18

5 RESHRREE

W2 ARTE G NAFLD R4 KRB RE R
REERIEIER, 2 R AR dr B A R IR
J 2 3 LB AT A A ) 0 JHG T Ui A IR R A kAT R 4,
e g fE AR, Em R HARKF R EES,
BEA PXR. PPARy 30 v] R id 142 F il CD36
B SCD1 1 47 £ 1 3% 3 ok 39 in 7 X M1 o7 18 1) 4%
HY, B}& GR. PPARy. PPARS. LXRa. CAR fJi#
5 0] fE 3l i 4% R 3 FASN F1 (B8 ) SREBPIc )
R 28 M 3K R G I 7 AR 07 R M Sk Ak, BEAA
PXR. PPARa. PPARS. CAR FJ33H AT i i iff 42
N CPTla 2 ACC f7 8 3 ik Ry /b 1AL 117
R AL o

lipid metabolism lipid metabolism

BB F A / R R AR S 6852 T 5%
Ye ik B AT R LA A 54 o 1R A RE RS AX A

E2 %2 RRIRIMEAEERE 1 IS B AT oh AT RERY AR R
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PRIk, 7 ETEARETE NAFLD [y B A 2

AR FE O TR S R TR T AR B B S
Hul, AR 24 AE N NAFLD (131
VBT HE AN, 0 AL DURR @ i 38 n 3 4 7 AR E
PPARo/PPARY [ Lt 26 K Jin o Jig 7 2 B- S84k, M
oS A v TR R A 5| S 1 AR R A 25 LA I

et

U AREAE R, BRI E BN,

TEET WP A% 52 AR BT B U5 % NAFLD FHUGI7 I, &
IS DI RIERZ SRR IIAS RO, Qe I fE
T IRARE AL AR -

[11]

[12]
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