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Role of Iron-lipid Disorder in Nonalcoholic Fatty Liver Disease and Research Progress of
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[Abstract] Nonalcoholic fatty liver disease (NAFLD) is one of the most common complications of type 2
diabetes mellitus (T2DM ). Cell death caused by iron-lipid disorder is a new mode of regulating programmed cell
death, which is characterized by lipid peroxidation induced by the accumulation of lipid reactive oxygen species
and excessive accumulation of iron ions induced by iron metabolism disorders. Among them, iron homeostasis
disorder and metabolic pathway disorder are the main causes of iron-lipid disorder, which play an important role
in a variety of pathological processes related to cell death. Because the liver is an important organ for iron storage
and lipid metabolism, iron-lipid disorder is an ideal target for liver disease, and inhibition of iron-lipid disorder
may become a new strategy for the treatment of NAFLD. However, the pathogenic relationship and mechanism
between NAFLD and iron-lipid disorder have not been fully elucidated. Based on the complex molecular

regulation mechanism of iron-lipid disorder, by expounding the role of iron-lipid disorder in NAFLD and its
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related mechanism, this paper summarizes the research status of traditional Chinese medicine on the target

treatment of NAFLD in recent years, so as to provide a new perspective and point out a new direction for the

treatment of NAFLD in the future.
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AR 8 A 7 1 17 P BT % (NAFLD) J& — R iy 24l
4 B 7 P 8 P R0 T A 1 A I 98 (NASHD) 2H 1
1) — Z2 50 0% PR A PR IR . %O R R R R AR T
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FRONM . BRI L Fe' N TF BB, 28 1T 1 IR 7S
5 1 Rz B 3(STEAP3) 4 Jd i B il i i Ay IV 2k
BT Fe  Fe GBI MM &R %2 H A 1(DMT1) 5
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ROS J i 4= i, OH + , 8k J5 )\ PUFA-PL Hh 42 iU <,
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M -NE 2 ALY G H . GSH 2 A AR
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B A A, 38 & GPX4 A Il 7. GPX4 1]
L2 B A W e b i o L A6, AT GSH 4 it
B M N T 2o A8 A W A 5 T B B R T, T 4R I
b A AE N PR 38 3 GSHBE W40 A N 2 b
GRIK V-4 H 35 GPX4 % P, 1 1 1 40 g %
B-IR R AL B BUBYE . B AR System Xc H AL
FLIR AR AR ZE 7 B 11(SLCTATL) FR 7 3 3 %5
J AR S5 3 B 2(SLC3A2) 2 A K il 7 KL 40 %,
W E A5 A0 AN I SR AN I A AR R Y
YR A SLCTATL X 23 4 % F b & e HL A 5
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B M, 5 SLCTATL 40 M 5 5% i 2 72 2% U AH o600
W e 2] 200 Jif v 9 I 22 R 9 GSH Bk A S A R A R
it 1(TrxR1) I 50K B &8 , 110 & 8 GSH . 25
ATk, GPX4 7] L) i System Xc & & 8 7 GSH
A AL T 23 B H K (GSSG) & i, 2B 2 AN Al g
0I5 22 Wl B T 1k %) P B ok S Ak, a0 B B A Ak |
LAY A1 AR 05, LI, System Xc/GSH/GPX4
A A i S A A ORI Al eT
TS Bk - B 25 L % o BE R AR

2.2 FSPI/NADPH/CoQ, %l k- Z &L 30 & 1
(FSP1)/NADPH/4# B Q,,(CoQ,,) il 1F Jy — A~ 1k 57
HSE-AT R 4G, 5 GPX4 F1 GSH By 8] 310 i #  i E 1k
Mgk-Te =AY, FSPIIPEEE AR T-IETH P4
BLARAH X 2(AIFM2) , il i NADPH ¥t CoQ,, ik Jit hy
LR, ZREEA BN R A b5 kR T
ot Ak RE D7, 2 T B O 40 A T i Ak W R
# FSP I i N- A F 5 B 3 Ak DA 4 R A A 7
) 240 B R BOH A 9 T R P 5 A8 Sy B0 AR g Ry
PE i FSP1 Y N-PA 2 72 1k 3 1k J2 4 1 2k - 35 L i
JEHEDT, FSPLMEI A Q,, Hh 34 5L i) e L A A1 2 i i)
VE Ry 2R R PR 8 el 4l 2R 0 A0 R0 18] 42 Bl SO R
Yo Z BE(AEFB) BRI 2, 51 232 B8 T A i
FE0 055 F0Bg B EEME . FSPL A] LU it CoQ,, AF 4K
P AL HEAT AR S B SR N AR o ik s A R
(ESCRT-) IE1& & Z 48 i i 1 ARy 6 &2 5 Y
2 FSP1 ik = ], i Bk A ) 25 7E 41 g v BB OF 35
EES @I ENITTES = -y

2.3 GTP ¥ /K fi# i -1 (GCH1)/WU & & ¥y 3 %
(BH4)/— 4 M R4 J7 i (DHFR) %1 GCH1 nJ 3@ &
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FHRTHm A k-8 Z= 0L . BH4A AAUAE Jy 45 il (1 &
B 2 51 2 A R i EAE b b
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BEL VBT B 5 1 420 Ak Ak -l 258000+
24 H b AR FNAE S8 pS3 A AL E o T
System XC #4143 SLCTA11 %% 5% Tl 1 55 k5 Mz /0 A
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R AR R 4R B A8 R U R 15- R | A Tl
(ALOX15) [ 7K -, {12 1k 200 Jfd 55 2 S04k 4 1 AU 3R )
Uk GPX I P A1 i Bt Sk BE 7, HE T i Ok k- 3R
AL R T AT 5 RS R -4 (DPP-4) 25 4 ok il
Bk-BEZ L, DPP-4 7] 5 4 fu 5 - ) NADPH & AL fiff 1
(NOX D) HHE AR, IEE I A pS3 I B T 5 5 it
ik AR S R T N P -1 (HSE-1) /3K 7 8 -8,
(HSP-B,) 15 = il i #4006 T8 2 4k - Z= 0L s 5 71
Erastin i75 5 (9 2k -5 Z5 6L, UE & A1 ¥ C(PKC) Ay
S 1) HSP-B, 8 % 1638 28 9 /> 8k A 5 19 i it ROS 1Y
FEA R AR B R 2 kR L. p62/Kelch ECH
FHEEE A 1(Keapl ) /B F E, #H & F 2(Nrf2) {5
5l SE B A AR ek - B 2R AL R AR AL I8 R 1
(NQO1) . IfiL £ % %A A -1 (HO-1) Fl gk 2 (1 4F 1
(FTH1) 3k, Wil k-l 3= aL17 . MRAF Rtk &
PR (AMPK)/ 2 Tk % Bl A ¥R 1L i (ACC) Fll #f 28 &F
A9 8 2(NF2)/Yes #H G H (YAP) 55 it T A
i 8 18 47 PUFA AR 15 01 240 i 85 i 4 1R 30 i 2% - g
ZFHLY . YAP AT LAY ACSL4 %5 st 3235 , T i
Sak-IRE AL & E
3 %-FEXE 5 NAFLD B8 %4

NAFLD 4§ T B 05 22 1E R 07 VR & 25 4k
b WP R Ak %5 — Z %0 5 BBk 28 . FL I NAFLD #9 i
T 2 DR AR A 3 T A7 1 1 B 2 1 2R A i Al O A
2 i AR 2R | R P A i v A B R A 3 A T S Bk -
B, PR JE NAFLD K& 1. Zkifk v it g 4&
Ak 3k 48 Ak 4 A R RIORE A2 v 1) o S AL A5 i T TR AR
5 X0 5 NAFLD % U0AH 5C o >4 - 40 il v i 07 2 £
fithad B, ORI IR 25 & A o-%8 Ak 5 S8 T A K i
ROS, /- 5 NAFLD 4il Jfd #5415 JE A& . &3 & 19 g 105 1R
2 580 B A AL R 17 far B 4 br AR Ty BE R A5, 1) A i
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i B SAUAK I FE 1 BB D5 R 23 7 A N i SN 7R MR T
S B0 J RE BOT E AR K B ROS, 5 4% A 45
Y Nrf2 7] RUAE #F F 3% HO-1. GSH il GPX4 %
ik BRI IE T ROS R, B AR N % (MDA) 7K
S, TR Nef2 3% 42 AR 0 IR BUR
NAFLD"**/ NAFLD # Fe* & & W &+ , -k
Z LA G (A FTHL 9, TFR1 A1 HO-1 b ™,
76 NAFLD W #7765 5 & GPX4 #5525 K (iGPX4),
siRNA-iGPX4 i 1 41 i %k - g 25 L iGPX4 1) 2 2% i
S8 AL IO 955CFIT A0 B A 45 o A B O R L 90 iIGPX4
5 cGPX4 M\l i Vi SR B A S il E MEAR R S
cGPX4 AH 5 1, in il JF Ik 4% - 22 8L .

S0 BT 40 M A 5 R 40 M gk - B 2= AL 2
NAFLD bR . 76 NAFLD "8k -Jiig 25 80 AH 56 2L
V0T BRMR K 11 B Bt 2 (SLC11A2) 4 i & A
(CP) I Ji 4R AR % 40 B 51 1(SLC40A1) | Bk 3
fity A A BB 55 5% L 51 S(ACSLS) F ik KR
Jd 4k B 1 e 4% (FTL) JFTH1 , ACSLA4 | Ji 3 4l il A
A WL K BE 57 N 5L 6 (ACSL6) 323k 7K F i,
JHF 2R 40 ML (HLSC) 1 Ak B DA Ay 2 T 2F 4 Ak 1 G B
X 6 A i TT LA 43 Ak Sk L BT Ak 40 L UL 4T 2 4
Jif A5 B G 00 40 L A0 S T, B 2 R BURT £ 24
i iR 2 B, — Fh U1 BE 2 K, mT B I AT 4E 4L k>
S T GPX4 A T 1 4k -BE F AL AR A AT
AR B 3(ENO3) LU B L i B W JE Y
U A7 76 T E , ENO3 3 2 18 4% GPX4 35 Fl g i
SO B R 1 Bk - BE ZE AL L AT fE i NASH k&
JES  AE NAFLD H AAs (9S8, S 808k 5 7
R BB ROS HY 5, g R AH G HE K] ACSL4 4B/ 1Y
I B2 5-8 A A B BTG 2 1 (ALOXSAP) (GPX4 i
IR - AW A B 1L (PTGST) K- Th e,
Fe' BB EER-IREZALAY N 2, AAs 2k -HE X
HiLf H UL PUFA . TR, Fe? /KSF 1 AAs R 1 [R]
B hn = AR Rg o Ak iE T iF NAFLD 1) & R
K.

4 HAENEK-IEXEIERRZ T NAFLD

HOHT, 0 JC B A 8025 W B o N b HE R T
NAFLD. B, F AL AWM A M52 4.
EN—FP R E SRR, A 245 ZHE £
AR KRR SRR T b 248 k- R KLk AR
T 1 NAFLD B3 — & 7 R (6 o
4.1  h 2y R g PR Ay
411 HEFEREETHMEAEER HE5EL%
WA= R 9 N R R R B 1Ty et 7/ R R
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BEHNRR AT AL W AL T SRR S T A R
BAVR Mg M ey S EARER.
SR, H SRR AR - E AL O A
SLC7A11.GPX4 Fl HSC i& fbbr i ¥y 1 B i Jii 2K 11
(Collagen I ) .a-F- ¥ WLAL SN 2 1 (a-SMA) Fll £F %
B M (FN) 3k K, $2 3 400 4 p5S3 .MDA .ROS 7K
- I B AL GSH & i, #F 1M 0 3% NAFLD T 5 445«
i T EE ] DL o H 9 pS3 i SLCTATL, GPX4 %
KK, L ROS MDA il Fe*' ik K, ik 1 A 5
HSC £k -J§ Z Bl & ¥ HT NAFLD 1E ' . XA 7
B30 ok P B AR W 2 BE M 45 A R 1(PEBPL) iz
F-EAMAKRE N EEAKEIFSEAS
fitf 15(15-LO) &5 4 , it — A0 412 i 4t i B8 g o ik S £k
Wk AL 4R BT R RS P SR R R BT
NAFLD 7EH .

4.1.2  BLEUER SR = — Fh LR AR A
SrE ORI R AR = W R A PR P
& YU AP SR . BFE R B, B DA R
it B Keleh #2 ECH AH 3¢ 28 1 1/4% I 7 E, #H 5¢
+ 2(Keapl/Nrf2) ¥ 12 4 = F Ui bt % 4k 5 ) GSH.,
HO-1.GPX4 FSP1.CoQ,, /7K, 1 5 ROS Fil g Jii
1T ALY MDA B R, DI B0 461 4% - 35 L ol
NAFLD AF 45"

4.1.3 WRANEEB A R B AR A S 1Y
FEWE R T N . AR &
T P T E L EABAEM . BRI RA N
fi B o 300 Nrf2 98 95 2k -JiE 25 BL A G #E H FTHI
TFR1.HO-1.GPX4 13RIk , & #F &AM I 30 il i ot
b A8 Ak, 2B R BT T RRRN R AR T B
NAFLD AF 45"

4.1.4 3, 4-TREROEERT 3,4-"REROE
T 2 A B i e B TR T M Sy B P
L fe, ¥k A bt i 55 2w HIEH . R A
B, 3,4- R HOE S BERE A O W GPX4 FTHO-1
FEIE RN VA 48 A AR IE Y B R (ERKD) 35 K F
0350 440 2k - 25 L, B0 NAFLD FFH 03
415 RHPHEBRE/RHTHRE SHERBERETE
FH B IE MR, B PR AR T T RE A
ZEGEAEM . B KB, S H R R B AR R K
Collagen I \FPN 1y iA/KF , F+ & HO-1.TF . TFR
M FTHI £ A K, i S HSC #k-f5 2= L, o i & 4%
U A 4e 4 o 5 H B3R 2 N H BEAR K i 7 )
Ty B S A AR T AL T
A eptee s S R G 0 GPX4 A T = TFR.
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DMTI1.ROS. 7% % & 1 -1(Cav-1) £ ik , if § HSC
Bk -e 25 LK 2% i NAFLD P &R 4k,

4.1.6 EAH BSR4 LAY B
KA F oy BA PR TE R A A B A 2 4E
b B iR 4 22 1 2GSRBS R BB A 41 i K]
TA5 S S H A 1(SOCS1)/p53/SLCTALL {55
% 5 HSC ¥ -5 Z= AL, FE AR Bk -5 AL A &
GPX4 .SLC7A11 } GSH ik K F , 3 % NAFLD Jit
Ei LTI

4.1.7 MER WERE-FEZREREE, )2
FEAE TV IR (L 2 Fhh 25, R A SR Bt
FALSEAE T . BEIE R U] M % R e s GPX4 Kk
K, I 35 48 A il -2 (COX-2) fil ACSL4 3 ik 7K
S, 1T B0 0 BE A P R A0 AR Y k- S 2K AL el 3%
NAFLD fFi ',

4.1.8 K&l KEhE—FRXAEBRELED,
DL B8 O AP 78 T R AT 5 R AL e W]
T OEE SR BRA W&y YU ik iRk
G2 HAHAEM. R KB, K E 6812 JF 15 i
ROS B2 1N 5T B 1 %, 3% i ROS . C/EBP [a] i &
H (CHOP) . R £k L 15 75 oK B - 1 (p-IRE-1a) %
ik, T GPX4 .SLC7A1l . .a-SMA 454 2 41 K K
F (CTGF) % iAok i 5 HSC #k - Jig &= il , ok 3%
NAFLD ff &7 4 fk ™,

4.1.9 FEALHTISR  EALETH R JE Y IHAR 40 B
RN ELRMAEY, RAPR DA DU
YEM . 46T A %38 o $2 % Fe™ (I it ROS .PTGS2
IKF-, BEAR BT A AL 3R G2 19 OC 58 2 11 GPX4 Fil GSH ¢
2 HSC iy #k-A8 Z L , & ¥ 24T NAFLD JIF2F 4E b
ER.

4.1.10 HAb s HWE L8O S
2 BHERET FABAORE ASEI R H#H
BN T R TR R R A v 24 R LI M A T LA
T 2 R 4 Ak -l ZE L R AR SR G HE AR R T IR AL
ST 40 , 22 % NAFLD , B0 HT I fg .

4.2 I

421 ZEHAARE SEAARECEA 5 M %R
BRR R BEFE R B, 555 AR BLRE RCE T AE
Ji 105 722 P 820 B I D0 AR, e A A Ak g KT L &
JREF, E P Nrf2 \HO-1 .GPX4 FTH1 £ ik, N i
¥ 5 5% [ 1 - kB (NF-«B) p65 . # /2 1k (p) -NF-«B
p65 NF-«B 3K ik , Jdi /b K B 07, 08 15 Bg 5 22 ¢ 5
JIg 105 OAR, JF A6 I N & FE BT A Ak S HT RAERT, H
YE AL 5 8 Nrf2 £5 5 38 i el 3 2000 N # ik

A5 0 <) J 240 B P A - 3R L R A A R
422 FEW  FEHEA RIKERK @ K
ik . Whoe kI, P15 ] 7t = FSP1,CoQ10 Nrf2
K HF i b 48 Ak 3 ) HO-1, GPX4 . GSH %5 3 35 7K
-, b N2 8 8 K G8 5  Nrf2-ARE 7% 5% 6 4
[k ACSL4 .ROS MDA 3 ik 7K - Iz 26 i 1 8 42 Ak
PRS-, 400 JHE 240 1k - A 25 L el NAFLD, HAE
ML 5 380% Nref2 A 56
4.2.3 PLEFE DT BUEFIE T A 2R AR IE Lk
R BE B TR . B IE & B, LR IR T R A I I
it J5 fitf 1-B10 (AKR1B10) . SLC7A11, NADPH
GSH. SLC40A1. Ifil £ & Jn & & B 1 (Hmox1) .
TFRC .FTH1.SLC7A11 7% % R - M % 2 4 42 i &
A 1 (GCLM) 4 2 Bk 1 e 208 5 B it i Ak I JE
(GCLC), &L KN, L8 15k SE 40 Bl A & RO K 58 X
TG BB 1 (ACSLL) | 22 2R ¥ £ Tk 5Ll 2 (SAT2) %
KK, % A W5 TR A R A S B0 I A0 k-l 3R
L, 38 2k 8 Y R P A 2 0 A Rk B 2R LR AR R
il NAFLD JH- 4 At Ji 1 2F g
424 FHER PFER BARREES T ALY
. WHoE BB, PHEE R RERRARF 41 4P Fe™' Bk I
N JG 4 45 45 3 H 2(IREB2) /KF , 7t i GPX4 . FTHI
FEIR KV 38 3 U A0 k- R 2 LA O L
il NAFLD Wk 40 A0 458 40 F i Qg 540
4.2.5 ZETEARLAL-TUREL  SELTEAL AL -7 IR
ELA I B BRI 0 Dk, WRoT R B, 52 25 TR
2146 -7 W HRE b R 2R R 2k 85 11 (FTMT) .GPX4,
T 9 CDGSH £k i 45 # 3 & 1 1(CISD1) .DMTI1 11y
PR DR R B I R -NE ZE ALY kR LR
NAFLD & ¥4 fF i 5%
4.2.6 fLIRE NFEUR. AL IR & T BURH A 1018 A
WL E ILE AU DAL . B & B, AR IR B UKL AR
U 55 P A AL A G & 1 SLCTALL fil PTGS2 %35, F
T Jib 98 IR AE I F-a( TNF-a) L 1 41 A Z -18(1L-18)
() 3¢ 3k, 3l 1 Toll £ 32 1A 4/4% %% 5% 1 T -kB (TLR4/
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Ye g,
4.2.7 FAFE A AP BRI R s e,
T ok R R DAk . B R B, R AR NI 4R
SLC7A11-GSH-GPX4 % , # il JIF Bk *h SLC7A11,
GPX4 # ik K ¥, T8 T GSH/AE 1k 7% bt H Ak
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JF 453 405 455 70 v ifi 5 R0 R 40 23 b R AR AR W G ) T
(SOD) .4+ e H Ak it S AL ¥ il (GSH-Px) 2ot S L)
fii (POD) .SLCTA11 Fik K F, Hl 55 T X Nrf2 (i 41
R A B T A B 4, 38 T HO-1 AINQO-1 #Y
FiB G R AF Ak R R D) R I | 3% NAFLD
P R A7

429 IRIEFFAER  HIEFFEREA A

x1 HHEFBEEHK-EFEEETFHNAFLD

I, £k T A, B AN B R SRk, BIFSE R B, 4R E 5
JiF & 9 AT B AR MDA 77 4=, 7t i NADPH J GSH 7K
F, T PTGS2 KA K, 14 SLC7A11 Fil GPX4
FIRIK P 3 i 9 k- 25 L & #E X NAFLD & 47
TER™, gy e Hodl sy 2k -8 ZALig 2 T 1
NAFLD [ 45 UL 3% 5t bt BEfm 4 okt , v 245 52 5 3 ik
BR-NREZ AL A T W NAFLD 25 L3 1.

Table 1 Intervention of traditional Chinese medicine compound prescription targeting iron death pathway in NAFLD
e T 25 41 A R -lg ZE AL A8 bR 5 IR 2 AL T W NAFLD /R JHALE SCilik
SZEHRE Fm s, AR K%, Nrf2 T (HO-1T .GPX4 T FTH1 T .GSH T . 34 J8 %5 Nrf2 i 4% 90 i iF 40 j oy k- [80]
H & f5 4, 3% T, A SODT MDA | \Fe*" | p65 ] .p-p65 ! B ZE AL, 90 R 7 A8 15 5 0 D TR,
ERIIRNIENS ST NAFLD i ffi
1B IESEINEPN FSP1 T .CoQ10 T Nrf2 T \HO-11 .GPX4 T . i Nef2 i 12, (e b P et Wk [81]
GSST .GCL T .UGT?T .GST T .GSH T \ACSL4 | . P& fig , 0 &l IF 40 0 2 - g &= 0L, oo 3%
ROS | .MDA | NAFLD
SRRy seif 125 FJF . UGDH | AKRIBI10 | SLC7A11 | SLC40AL | . i ¥4 8 JIF P9 4 45 WA, B AR 48 0k [82]
A HMOXI1 | .TFRC | \FTHI | .GCLM | .GCLC | . H KM S HCC 40 4k-Ng 25 0L , 2% ft i
GSS | .ACSL17T .SAT2 1 05, vesg AT T g
FHER JRZER e B . Fe’™ | .GPX4 T (FTHI T \IREB2 | .GSH T . il id + HUF 41 M4k -IE S ELASE 7, [83]

M= FFZ A % SOD T MDA |
5 VB AR B4

R IR AN A Wi AN N N

CISD1 | .DMT1 | .GPX4 T .FTMT 1

) NAFLD AT BiE 4 Ak 58 003 A0 i o2 A 34

Az,
L

0 e BE 22U Bk R R [84)]

16-7 W HL AR e T NAFLD 18P I 45147 , 038 T 2 g
I b
Ak g &I kL FFZ B FTS 8 SOD T UTLR4 T NF-kB T .p65 1T MDA | . il id 845 TLR4/NF-«kB & 2, /> BF 4 [85]
ENIIL SLC7A11 | \PTGS2 | B A W7 oz B D0 BRI 5k 12 P B R
i, e 3% NAFLD iF 8- 2 il 4
Jr AT il R =g Fe” 1 Fe* T MDA 1 .SOD 1 .GSH/GSSG [t i i #1 ] SLCTA11/GSH/GPX4 %l , {2 [86]
Jim 5 fi | \SLC7A11 | .GPX4 | .GSH | HEHCC 4l i 4k - g & AL, it % NAFLD Jif
ES AR 878
JFRRET 3 7 o A kT GSH-Px T \POD T \SOD 1 Nfe212 T .Sle7all T . i3 #4015 Keap I/Nrf2 3% 42, ¥ il k- [87]
BEF H R A7 GPX4 T Nrf2 1T \HO-1 T NQO-1 T MDA | . Z5#L, i T 25 4 Ak #1537 ShBE ek 28, 2k
Keap-1 ! \Hmox-1! Nqo-1] \Acsl4 | 3 NAFLD 12 M i34
HRIEFRE A M FBRT MiAl., NADPH T .GSH T .SLC7A11 T .GPX4 1 . il iS RIS B of AL e A, $ i ik [88]

U RE TR 22 PTGS2 | .MDA | 4-HNE |

PP AR R SR RE T, 30 A k- SR
L, > NAFLD 345

5 HEERE

Bk -BR 25 L5 B0 40 M B8 TR O — oy R
YA TS N Z — , AU NAFLD & 4 ik
B B 2K, W& NAFLD &% HL I 9 3 5 41 A
F Ay, F2 AR T AR AN R B A A . R
Bk -PR ZE AL o T R LR W 52 3 k- R AL TE
NAFLD i 8 v & #5 i AF g AN WiE s . w25 &
HH 4y 258 J7 B i NAFLD B £ #0052 ®
7 A AR B ] S AR L B - 2R L R BT AR
J7 NAFLD (4 W 78 8 05 , PRt 3 2ok o 24 R HL2 43 (o
255 7 T Wik -BE 2 BLIA YT NAFLD J& A ki 55 i &
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