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Abstract

Non-alcoholic fatty liver disease (NAFLD)
is one of the most common chronic liver dis-
eases. As NAFLD is frequently associated with
many insulin resistance-related diseases such
as obesity, hyperglycosemia, hyperlipidemia,
hyperinsulinism and hypertensive disease, it is
greatly threatening human health. In this article,
we will review the association of NAFLD with
glucose and lipid metabolism from a perspective

of metabolic network. Furthermore, we suggest
that metabonomics could be used to clarify the
pathogenesis of NAFLD to provide a basis for
diagnosis and treatment of the disease.
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3F VB Ak g B M AT J% (non-alcoholic fatty liver
disease, NAFLD)-Z & WL &4 1% Y IF Bk & 9%, 245
Slert. shtEi. SKhE. HEEHF A
2ot R R 5 R By A ARAUAR S R O A
P2 E B AR R A SRR 2
A4 A IR TNAFLD S AUk 4 . Ag K4t 1) 49
&M, 53 iE R IR F 6 F R
A Z R e TH RN AEX R, § &N GRS B fe
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RS 1 g 5 PE i (non-alcoholic fatty liver
disease, NAFLD) it f&-F 58 - Qi N Gt
I, LA B Al T M P DL R el AR 1 T
P4 FF ¢ (non-alcoholic steatohepatitis, NASH)F1AT
filift.. NAFLDAEAE S ERE. & lpieaE . &g i
i e B BRI L e I A MR I F AR
KMEFEIR AL, B N, Day
et al"E1998F 4R T “ ZIRATh 7 24U, #IIK
FT o 32 B % P (insulin resistance, IR)™.
TELCIT B, BT AR 2308 B OB HL I Pt
A, BranRIE T 9 R A PUIR TR R A T A
DIRETT 5 2 AP, WOR 22 Hop g v ig 107 11 )
SERIRN T RO S A AT R R
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P AR AAR M P i 22, 3 BUIR I Ak Al
DRI - SR A A A K B 1) K Fas e 7R 4 15 5
WA, AR AR B A B A LR AR PR SRR,
BRAEIRGEERT AR 4L, FENR WG f3 AR h, K
A2 IR R B0 DR -9 2R - P Y 2% S R 50, TR
— D HI 55 T PR AR AR T AP T AR T IR e
TV SN, H I R, A B AL RS, S Ah,
A NEEER . AWSEEARIMR RS T 2 E
FTab. BAROZ IR 1 R IR ML R YE T DF A
JITHERE, 18 HRINAFLD AR HLEIT R R fig 52
A A TR BRI A B BT, AR
AL AR 9 2 1 42 A JE R IYN AFLD 5 LA
Bl BRACU R A oS E, TN AFLDRARI &
WAL, 58 Iz H IR U 40 2% 14 D7 1A 5
PR Z AT B AR, B A8 R I R 12 W A
TBIT PR AR

1 NAFLD SRR IR E

2 JH R 52 45 ) f S INF, R 2 B A
JSCOBE B 2 il W% D S 2B ) R B R 5 e T
M =HE(triglyceride, TG) & ML, 5 AR ML
B B AT 2 W T AR AR T OB T vy — B A i
ik I 80% I, JLF A RS e, Horp
70% I A AR ML HE.

JHE I 7 AU 5 V5 2 R 1Y e AR 4 e 4
ZUEEPE AR ). WEE S QIR A e
A AR DG, I 107 AN A AL 2 AR 5 15 1)
A, A RE Ak R A5 5 A 1 P R AR I
WAL, XFE AN AT St 2R T A A 4 2]
VR AL I D PSRN & NI E P g iU
W XLERIRAHEAE N, 5 s &AM Sk
RAEMIhREREAS, FEUR. U ZEE1EM KA.
IRJE KA e I At Bt 5 T 3 00 1) 0 2k 3
FE, a0 S S22 B, AT e i BN, [F]
IR AU S SR R A 2 88 W 18 v, o5 A A o
AU e 9 12 2% R, SR IR 5 %o I
BRHC B R B B B o3 A T B R A % v I )
JBR I 2R A b, PR BRI L A A I B 3R 1) A FH vk
5955 R FE AT K. A FEREASPIRS A AELEIR,
LT R B A 3 L A A R e S A TV R
I, NAFLD & # JLT-#47/FIR. Knobler er a/""
i &, NAFLDSIR%ES 1L (insulin resistance
syndrome, IRS)IE [F I A HH I &, @i
FMARE, S E [ W BG y, ve EE ER JIE J
(high-density lipoprotein cholesterol, HDL-C)
B, wnifii s, JEJE. Chitturi e a/"WF5¢ 261, IRX}
TNASHMHZ 7 2 X H 2. NAFLD. 28
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Bl PRI« MBS 2 1) 3 [R] 2 Ak s P Jk £ 3 Uk
VWA, AFBEAT 2 5 28 A QI P i 775 2k
%, $27"NAFLD CAFAEIR, A E K TIRS.

SRIMINAFLD )& A 5 BB A 15 52 0 1K
AR TR MNAFLDE R AT fENLENE, IR
e AR AL TR, ok, AR AR
2B R AR I U7 B AR A B R TR ) AR
ANTR], HH R AR, TRV 44 2 9 5 25 14
TG 07 28N 32 401, 7 A K R 25 I DT IR (free
fatty acids, FFA), JF9 ITAFHEER, 7B AEA4E M SG
RS 1) S R i TR R AR, TR
BAEVIH 0 e &y 2R PRI A /), TR JH 41
(RIFF AR BAEA AR T & sl i, AT ™ A2 K
(AR T 4 A, I RERAT Sk piifs. HR,
NAFLDERGE B PRGN 2. R =
ZARJEH)-2(insulin receptor substrate, IRS-2)3&
DRI = 5 1S EIR, 33850 JBR 5 25 TE R, I D7 20
SRR AR ST BN, DT Al R AR NE R, IS
B AT EUN N R AR, R A
B S T AR, 8 B AT s A S A2 B
TR . AP, U D Y o4
45 # [ (sterol regulatory element-binding proteins,
SREBP-c) K {33k, 5 L7 AT,

R, VFZ P8R T NAFLD 58S 5+
WIS A, Jimba et al'" R IAE19506] (A K
S99INAFLD 3 (29%), H: Fh27% 11 4 1fiL 4, 43%
PR IMLBE T, 62%12 W BB, Haukeland
et al" "¢ R DR iR 55 1] fE4HR RN AFLD
S T R R WV I RN LT HEAl. AT 7 A
A, NAFLDA] B8RRI AT i — A B Xu
et al" "Wt BoRNAFLD & B 50 1 & 2k
L 53.4%, HEEABEACH W 0 B D) RE
0 N &k, R C I N [ (high-sensitivity
C-reactive protein, hsCRP)7KF-F} . hsCRP/&—#f
BUK . JERE IR SORERR ), AR O A
h SRR S R ST G 6 R =), Temelkova-
Kurktschiev er a/”" FlFesta et al” W57 45 5 O 20F
S, CRPE IUHHAH S Ji PR b5 sy Wl A& e i 22K
S-S i SRS B B E A R A7, 51 SOE
R NAT 9, 3 A AL hs CRP T LA ITNAFLD
SR RE 5 S IR AR W B . BR
FHIUSHR T TR AR ARIIR S S NAFLDAH G,
S5 oK BEAE BRI 2 N, NAFLD &R
Han, HAEZS B 52 5 (impaired fasting blood
glucose, IFG). 22Ul JRIPPIRAS AT =yl i, 3R
BHIFG 270088 RS I TR % JB 5% B4 B Ll i 52 401 2
FEAHIE. Tripathy er al*WF5T T IFG 1% 7 45 bl

AT B A 5

NAFLD 5 4. fi§
AR EEA £,
HATE A F R
ZA¥m. B
NAFLD#=IR 4] #t
A RHEZR KR
B #, NAFLD.
IR 7o 45 i 4X, 34t 18]
#9485 * R R iF
#—F R,
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Cusi et al#FF R &
Ik = B B L
A8 1(DGAT1)
FDGAT2, 44
AR TGH & J6 —
ey B R, AT
TG &Rt P A £
TR, mie
Fa R ENAFLDAL
A P DGAT 8 %
FiRWTAL, BT
X S B 5T RE S
WERPREE
B HER, TTAEA
NAFLD# 4974 77
Yo b

Fe%¥(body mass index, BMI). RH[EEE. TGE
F v, HDL-cB#AIk. R LA [FRE i &R IR
J AN D) e Z AR FE AN R, NAFLDUG A IR
BHITAT R, S TEIRG. 255 et al™'h
PRITNAFLDAARH 7 [ 2 oA R 2500 Wi I
RN, VEHYBE T 4-79 N AFLD S Xt BT AE
TSNS, AFESENAFLDARHE s s o e g I
fiEy IFG. BE BRI DL A 2 oA 35L& AR, 1
X R FIASKSHEIE. TR et al* WA AN
R S8 JH WO g e 305 W T AR U R i, 45 SR
ILBEAENAFLDIF & NASHAFI(2R) & 3R
WA DLE— B I LA 3L, NAFLD &
JUE BAT 5 IEE S IR ALARLLBMI, {H I FEIFIIR
FEHAT W LI, Su e alWFFT T 2305 R I i
HHOBHAC SO, 45 SRR ILALT/AST S H 4113
Bhr-GT. LS 2. FHEE. AR TR
T4 43 #11:(homeostasis model assessment, HOMA)-
IR. HOMA-IR B4 Dy fie ] W 5 ALT/ASTIE
WA E CIKK TR 2 A%, OGTTSEN 8K, 7E
0. 30. 60. 90 minifiL¥F7K-FJG A W 2= 5%, {H 2
2 hil BRI A T, HALT/ASTRH4lm T
ALT/ASTIEH . R MR A& K A= 2800 R 9
ek, IR T w7 er al™
F T2 25 0 Ak 2 480 IE 19 1 9% Ml 07 JHF A 704 B R 4
J, AL T wkEESR S, PR SR TR 4213.9
mmol/LATEE % 2% 52250 mU/L 2 hl24 hilll & B &
T, 24 hi s B B 25 0 . 4 B IH e 2R B
T RE P2 E B G, MRS R R, 454
RE o4, BRI RE 10, HUAR H A OC T pE i
5 E SNAFLDIWIUR 2, (HH 3 1R 56
RULET G, DS RTEEWT.

2 NAFLD SIS RS

AL R 2 0, 455 UL ] e (0 2 0L I JDEL [
ME). TG. 8. HDLAMCE IR E [ (low
density lipoprotein, LDL)IZ R & 1. 1 A A
HEAma G aRIREH, 4w pIREsIF
FE I 25 e dE . HID L2 e 3 I L i 1 () 395 17
iz k= e pish ik E e s B, W B
S5 4 i L 5 RS, % LA T BT HDL Y3
i 2 AR S B, AR A AT B0 DR R TR
- L o] et g i % 7% I (lecithin cholesterol acyltrans-
ferase, LCAT), Zx 55 [JH [ B [n] 18 % S HDLAZ 44¢
PR AEAE . I 2 A4 AR 05 A 1) = 237
WA IR K IHERN, SR AR T, T RE

VLTS5 B /RN AFLD % 1745 B 2 1
P AR K ELRIIR™. Lee et a/ PV EBINAFLD
AT AR AR 1Y v 0 T DT . JH R R B A 2
— AR S RN 2 R SO AT R,
MR WG I 5 2 Mo A7 7246 W AEIE &R JH 40 i
TG, WARE B i (A (very low density lipo-
protein, VLDL)& SAIHE AN P15 42 T8 1l 1D
JH AR S TR BRLL 22 3 N JHE U 1 g 077 e o JH
) AR A e ), B E S AL D LB RS, HE
B R YRR T Gl AN fig LU 3 3 1) T8 202k
JH R, DULE S0 6 P SRR TR RS 0 HE. T g s
JH-9 2% 352 we) Ji A, o o vy ot I T T S
EIREY. AT G4 10 i i 6 BF P9 TR R
NAFLDJZEXS i ZE5AF, 7 2 K N o il
WEE LA JRI0 7 A 1R I8 3% 0 4t i DR - 3 ] a4
25 JHEIE AR D AR (A A, DD REd
P aAN A I, IR 5T A A 11 i 28 452 40 5 1)
BEANAS, LT TG A JH [ B 5) 25 B

JLT- BT N AFLD (5 #RA7AE 4 [ 212U
JHWE FITR, 11y HAS— 58 PEATRH R H 57 I PE,
{ELIR (7™ TR 3 S5 N A F LD 6 Rt J8 % 190
P HATFATIA A, TR BT i 1 75 e i 25
JEAL 2 4B O TR A5 A B A, K
S LA T I 32 BRI R T S IR B
PR A i A0 5 U0 D5 70 TH 40 N AR T B 2
R P 2R LAE. TR S B0 PFFASE £, 1
JH- 2 B 0 107 TR ) v B N B b A S A R 2K
o0 HE 40 P T 7 PR ) i A, 189 22 I FFA X T 3
AR B R G S A% T I R RS B,
DIEETR. e JB B 2% 0 A2 W e A 1 AN 38
NEWTER )4 1, P> ApoBIA I, TGt BRI
im0 40 1 P g 07 3 HERR IR, T A g 7 4
O PR A 205 N T P 43 WA DI e T B, LR 1 )T
B RGEARAR S, 45 R Id FFATE R
IER N Nl st R S R O ) I NTT TS
g W7 S 0 AR

NAFLDI 5TRA:BE ) 3 2R A 502
FEIZH 23 T e 4 FE ) 8 Jon, TR sk 1 388, 3258
i S A R T SR A e, e 1 e A
(lipoprotein lipase, LPL)5 il (hepatic lipase,
HL)J2 MG 5 A Y52 TG A B P o
By, LPLYTG/KENE, HHAMAIM & B, 23l i
B T8 2 2B i 3 i, JUHE IR 2R,
TEIMATG, JHAENR S B Z AL R [ e L w51
SRS . HL H H 52 54 M5 B A A7 AR T
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PN B 4 2 1T, HLEA PR A=) Dhge, 1 HL
REZKARTG, ST G A M BOH G, 40 M FHL
S ERsRIR LT R 2L S, (EIREA
ST ol T [ S v S (o M S s e et 0 53
M A IR 0. b S 1 ARG, T LA 1k s IR 1
i, 55 R IE B DI, e oy R B, H
T EERBEL A [ 1 (diacylglycerol acyltransferase,
DGAT1)FIDGAT2, 144 TG 5 — A (1)1
2, CABAFSAE MR TG AR b ke 25 5 2 (4
FHSY. 40 A L EN AFLDB R h DG AT #635
(A4, $m I SO T AR D A 1 v e A
(R, WA INAFLDHT KA Y7 80 55

LXR-a(liver X receptor o)/t 5 lFAAL
WA D 0 R% 32 44, A 26 REL ] e R0 g A 1R 1) £
P NI 2 (I B SN AFLD R i AH K.
Higuchi er a/™"WF57 2 W] LXRIE 1L 1 17 SREBP-1¢
(122K HENAFLD & IR AR, Naka-
muta et al“Ky I T NAFLD & 74140 b e [ i
FRFHOIE R R IL, 45 R MAENAFLD 47
70 JH [ REAR I O, HARE R 2 e e T
HLDLIKTHH+ LXR-axSREBP-1cff1iG 4k,
7 TR 5 BRI BE 0. VF 22 Bl 40 55 560 U I B\ Tk T
249 J5 F36 RS DL 3 T AR R [ R O 4 W, T RE
Wi L 375 AT 2 1 R K, AR AT R A AR 7
B ST HRIG PAC S 36 2 i Y,

ANDREFUIN A, FFARL £ ENAFLDEZE )
KA —. XA FFA S AT 1R 55 40 g
BT, WEZIFFAR T A FIRSHE 1K
FUabiob, A b 25 0090 3 40 M T . 2 ki p 0
MG EAE, FLAE I3 T N F-o 55 41 il I8 (1) B¢
PE, R A= BB, T BU A0 2 kLA i
IR E S PR G, A AR M L SRR AN & 41 i
. BRI 2 (MFF AL BT g 5 (% 4% 20> 358
oy, ABATSEBGUE W], ARARIK B (M FFARDAG n] REH
55 4 JIEH47 Kohjima ef a/frMINAFLD B #1%
ST 41 23 i 7 1R A A4 A DG 56 AT 3Rk B,
I 107 PR 11 5 F AN RSO3t — 25 T R M R AE T
P ERAE, AL AT R85 R 07 IR A ig 12 1) 1
VA, AR A3 AR L 7Y R AN AFLD
I A 22 ANLFT S I R (polyunsaturated fatty
acid, PUFA)NG : n3[1 Lb i 2 17, PR R
JBR 3 45 5 IR R bR 1 KRR SZ A(CB), 51k T
SREBP-1clfJid #i5Y, W FHCB1 2445 L]
DA S35 AU PRI B £ g A 2 A 1l 22 AL T /K P2,
NN AFLD Y5 R RR 25 B0E (0T 7 i ik =
Tanaka et a/° W57 75, NASHE G BT — 1%
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TR (eicosapentaenoic acid, EPA)(n3 PUFAF
FE 1) 12 mo, PFiroT B E ALK ALTAIFFA
KV BB, D EAE A B
3, (HEPATEVRITN A SHH BRI/ FH AR 75
BEE PR SE . e sl b i 197 R S T G i v
FIDTAR, A5 T I JH 15 DL e B Al L O e £ DA%
i, BHLIEJ N AFLD 2R Btk i 2 IR 1

H A0 I 107 6 97 10 7 S e el /D IR,
I8 B VAR AR ZR I AR 1 22, b JHE T Dot
AR SRR 2, R BRI A S ) R A,
A T e BELAS T 197 (R JE

3 NAFLDSEERREISE

Kalhan ez a/*""4 H i 1 BT 5 05 HY G 20 RR 11118
. AN R R, B, RS RN
Pk v ALK 2 RN AR JEUIR 2 T 1YY, T LA R R
FIRIACIT 2 5 IR BE . B F7 IR 3 A B A&
FRISEN. 55 HE er a3 ot BEATLGS R I R 5 E
52, DUR TR IEIRIRTE N =, B i 25 %6 HR
JF 3 BT AR I AR . e I I e 257 2%
VBILE— & FLRE b, NAFLDAE/E S MR 1
S, AH EARIHLE 75 B AE LLS IR 5T T AR
2 R IUFIIESE.

4 NAFLDEEHRGIRE
TN ANAFLD A YA 2K L. Facchini
et alPWFIU SR T KRR i I B 2% E 7E
NAFLD &ML VEH]. eab, W90k Ik &
1 PR 188 0 R A A R 1 R R g 0 BT SR
WL, ABA SN T IEF B N AF LD 885 (1) ki
fi4a7°". Baptista-Gonzalez et a/™ & kA 2%
HLE5NAFLDI# & LM 5%, Mitsuyoshi ef /™
RLX 74 NNAFLD 5 Tk 21 20 55 IR R A
TSR AR A B A DGR DR 1 s B A I 208 25 2R i,
BIFENAFLD A JE, N A vEAN S AR I85s,
B AR I — 20 %4k

EWAHZE N R ER IR ST H
FUFREAL IR R AR G, HORHB/NAFLD R
LB SR E AR, AR IR 5 I R AN g B &5
JAAIEEY. Moon er al*" I h BFATERDTRIFAN S
JFHUE 98 JE AT HE Ak IR FR BE AR OG, FFREERIEAS 2
NAFLD- 543 (A Sz 0000 PR 32, H 16 3-8k i
Ffif NAFLDF]5% R AN ARG 251,

Ak, Aigner et al W58 W] K /> NAFLD
S I B =, 0 RS BT T A G

WA #H g 5

AT e 2 4. R
We £ &9 AT,
K3 E B AR
W 49 42 R E IR
#FNAFLD 5 #
e P AK R
B A8 R AT
NAFLD & 4X.3# &
JARUE], S B
J AR AR 21
# Iy =B R T
Z 1) 8 VT Bk N
XA, GEAGRK
P A0 97 AR
1R
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iR EE

PRI
AR ok, A
NAFLD 7 £ A Jik
P I AR IR AT
F8) o 5 R AT, AR
W F & AT &
M- B AT JE 7 8 84
F A AF AR AR &
ARG, B
B JG R PR A
0 BIARIE.

W, $& o i 2R PR Y RE A, T PR Bk 2
(ferroprotein-1, FP-1)7IAFIV 2R A AL Bl 1fi % 4
W ENE RS DR TR o Hogin, PR i BE By
TR Z S IR )

5 KBS EIFRIIYNAFLD &R HISHIAN
NAFLD 5K ME AR a0 0%, A58
WL HAEEW. {5 H BINAFLDAIR ] 2 ik
R RBEWIH, NAFLD. IRFURE IR ] i AH
HRRETFH— D05, AT E AR A
2, 7R T O A R A AR A
AUt AR, L e RO 2R D R A2 AT BT R A 1.
Mitsuyoshi e a/™”' 4 Hi XINAFLD A7 L AAEAR
AR R AT 2% 1. DR ARG P £ FEE %)
JHE R A8 HEA T ZR Gmit 7 o E L.
19994FENicholsonf# 1 & A 41 2%
AR 10O AR A 2 e LN T R IR 1
SrieWinEY, BsIrel - ZVLDL.
LDL. HD LA G AR A X 53 ek o0 £
5 IE R N AR 2 H AT fENAFLD (1
WA % . Dumas et al""“%HINMRX} 5} i
JIE 105 I (/) 129 S 6 /I8 Bk AT 1 v 0 R i AR i 5%
TO3HT, SR m R CEr 12986/ AN AFLDI)
TE 155 A A IERAR I 25 L 2 AH A BE 1R 12986
ZIN B AAS P9 T A R A A LR ) Y e A 9 HL
BEAR T ARk I 2R R B2, i 5 &2 NAFLD.
van Ginneken ez a/"" N A 40 2% 5 0:00F 5T
124 hWEEE S TR I A P OK RUAR A
TR R 2 (61 (high performance thin layer
chromatography, HPTLC) A& HAF 1 2 1fin 2% yjs 25 iH
fii| i (free cholesterol, FC)% 14 ZH 18K 43 192%,
TG % 456%, R EE 52 (cholesterol esters, CE) 4
268%; LC-MSJ7ikFFU 4215 3¢ i i I 1k
JIHB%(phosphatidylcholine, PC)4 114 4 FHK 42
90%, CEMEK 45 157% TG K 43331%. 1t W
FLAWH IR FUE — MBS RS, Bl
AR EL N Z T Y. Debois et al ™K €470
B - 2] 251 T 43 Mri2i(time-of-flight-secondary
ion mass spectrometry, TOF-SIMS), 43 #7 T />4k
NAFLD & H AP IR 5 ) A o, &5 3
KINTG HW =l —BeH . B &5
TR K ARER, Vit-E Z KRR RE M 1 O3 o ok A ]
it L AR 5 JEF 1) i i AR PE X 35k, Yang e alt™™ ]
HPLCHAREE EPCABAFRI T o FHAEAL A
S IR AR SL B AT 20 A, REREAE A5
FEIF 28 JHAE AR 3 A S X 0 I, BRI
I RIS W AR Sk L 22, 8 12 I 77 T s

LU A 298 1) P96 o 25 42 CFR I 6 10 ) B A PR AH DG 1Pk
W A 2 0 I 7.G C/M S I s A%
U R 73k, A5 v 3l ) L s D 212554 Py
PEPEAR Y, 57 T UPLC/M S T3 1 375 A1
PRAGA G AL 22 7 1. FESER s it 5 7 T, &
FFIENAFLDAR A 4R %, NAFLD K UL
R R(E2 2 VLDL. LDL). FLE%% 2R
DA, T 20 A A1 R R BRI
PRIB o 18 F i IR A5 S0 E 4 2 7 5
SEPRAS, TLRRIE DA A5 A G L X R
Ak T DA A Bl T 18

6 &L

FATTAT LA B AR G 2 27 (9 77 6 N AFLDREAT
WET, N BAR I AT A (R e 3 i, (3% oo
A5, M =AY AR (RS AR E)
PR (RS G R 2N, 0 ks
TRV ISP 9, 4 A AU 4545
REEHR, i AR RPRES N (ki S
T BRAS 45 205 A5 AR R SO ) 2=
S, PAFHPLI YRR B, iR A TE
FEE ). FREE R (R RIS, i, mT A
K BAR 72, i RIS (WA A A7 E k2 AR IE
FENAFLD & I MR RREE), 84 5256 (A5
ANTEJRE S TRIN AF LDOK B/ BRUBEAY), 4 i S5
56 (0 197 A2 280 Gl TP L, R AN (] T B 1 4
37 EIEW), HEAT HERD 25T T I R B
AN S A4 R TARI A 27 IE b T8 K
JEBY B, BE o T B &R A AR 7
— 5, (ARG BEAE BRI — 20 5, A
NAFLD G % M 993 A0k 06 7 ) R (19 W2 FH i
S, DN <34 H T 11 % 1 B U 92 s 1) 0
fEMEAR R, AW 9T TS PR SR AL R
(14 2 AR H.
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