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1. NASH2} NAFLD
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{steatosis) A5 AL IHH(NASH), 7Hd-R#(fibrosis),
il'ﬁk‘**(cmhows)ﬂ] o2& *“”HJ’ HEg gt

o] Qo) & {aloﬂﬁf g\ﬂ A4 2} vluko]
g 44 NAFLDY F#ste 7lgstmat dth
NAFLD®| 432l 2a4e aA F 7= w&ld),
AA2, NAFLDE= wi$ &3 Agely, EA=,
NAFLD % NASHE ©¢g A3 at g2 450l

2

7 o Aygs ¢ dufs Heloh

2. NAFLD2| 2|& olx}
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&3] NAFLDS S "gitt A2 3A=(Body Mass
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) o=l NAFLDS NASHY &2 iz 4
AolTe) 0%k P62 2t FE T glom,
NAFLDE 3879 32154l ol4el £8 dlelx,
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Z55 QAo A 2139 vlasle] g st v ek
Z Frieln, AFE 338G, A EHIdHA
o] Figde] ¢]&5]7]= §th NAFLDS =7 £7&
F(steatosis), CHE#WE T} peluld o1 3y
A ZA(mixed infiltration), 7+AEe] ZEA &7
(ballocning) ™} 3] AHnecrosis), Mallory hyaline % A&
F(fibrosis)2 Qo g s, =220 93t =3 &
A3 7] o]}, @5NHe-2 portal tracto] &9
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6. NAFLD2] 4ol

dlgdd Hadoz Q3 AW (steatosis)e] =

| Insulin Resistance ] 1st hit
Hyperinsulinemia U Lipolysis

{ Steatosis I

| Oxidative Stress ] 2nd hit

Lipid Peroxidation
Cytokine Release
Fas Ligand Induction

Neutrophil Infiltration
Fibrosis
Hepatocytes Death

l NASH / Liver Fibrosis / Cirrhosis I

Figure 1. A pathogenetic flow for the development of
NASIT

DwR-dlad ARl ey AWNY-FEA W--oln REE HEe) ofd] 2AG-

A(1st hit), 7)ol cheFgh delel oE AdshiEd 2
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FAAYE T2 A A L AgE o] 9
th7t A AR M F 4 (hormone-sensitive lipase)el] 2|3}
frejaluratel HelE Fow WEEth NAFLDS 4
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A Fol A AstE] AL} Aol 282 8 re-esterification) 5 o]
FRAYoE F4d & oA 2ALE Zu2HE
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B -oxidation®} peroxisomal £ -oxidation® @& A
#sjo] ity 7k 7 9] A At Ev 29
g f9lo] =eo] ALY Al A reactive oxygen species?t
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o 29 T ¢ v 243 FejE YERE megami-
tochondria®} 1 49} linear paracrystalline inclusion
body %ol ##™ s,
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NASH= Agst7] Hsfiriz A 7HR] 2do] 55
ojef gheh AR, oujels SFH(C 40 g/wk T <20
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g, A7tEEd 09, 3AaEAE 45 ¥, ¥
GEA MR, =4 1Y T 2 Ao 9§
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whge] glal, 7hA el dFol O EA, zone 3o 1H
A # 2] ballcon (acidophilic) degerenation, sinusoidal
(pericellular) fibrosis, Mallory hyaline & sh} o]’}
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A 5 kR g S0 o] g1 gon
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& NAFLD® 48 A= Tha3 ZAAbd 9jsfr ol
Qﬂ‘ﬂ ek zelv Axe AST/ALT 45& ®3
= Atgo A 23 AAE e AL opyn) 454
o]*ou thol, H]gHBMI>28 kg/m’) B3 44 Hlgho]
voARY Few Er e T Aol(impaired glucose
| &4, ALT>2xUNL, AST/ALT Hl>1, 1
AL ES, :nl'i‘:!‘.’:} T2 ARE AEE 0 x
& ehhE 4 rzz Artel gyos Myt
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8. NAFLD2| Xjed AHnatural history)

NAFLD ##2 35~11d E<t 23 3
Z2AAAE AP 047%5“‘ Do 2 28963 7HEAY
o] WA, 59% = WEr} glden, 13%M e =
ARt 2222 NAFLDY 2& 452 vjuy
A% J4ARAE dherh 2 oA 15-20%9 At
B vk AukEel A NASHE daiah=d], i Q59
#2590 NASHE etz o2 o8 mew

e}, whde] NASH7F 54 109 A A 2006~25%7}
HAMEo R A 8%~ 10%7F 13} deEo] A}
etk 24578k NAFLDS] #Adatg tg A7
Eol =A8A 7]E(strict vs. expanded)? ¥FTE& A H
Zo] 7|2(0~140 g/wkolA kol Qe
NAFLD®| #et7]ol sidstns gtem ofq at 7]
Fubdo] a3 #Wad Ao, o|F wuyom
NAFLD®] #€ALE #E8t7] $1% #lgael A3t A
F¥50). NASHS) AZ=g&2 Lz84 o nls) o
AT Adutelo] Hg)AlE wol o o4 %A Ao

2 175 Gee,

g¥ ol &

9. NAFLD9| zx=

AFE ol A9 di
B A 2L 74, AR ghatel HabgdFal
RG8 S o] aPAn e R g2
AZL AAA7E 28y 7 AAAE2 AR
o}al=l 4= glo] £ 045~09 kg/wk F & &= 671
10% A=) Fa#el Az Zart bdsti aaHd
Auggon A OHch AR A 84A FE2E AF
ol Abget: A9% 2o NAFLDOIM 9] risk-
to-benefit H7}7} o} = ot stn e AlLgo] Fo® 3o
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715 Hol &= etfom'unﬁ' Y AHERe® 71E 4
A A4S B it} 53] metforming 471¥ 37 AF
L3k ALTSF H8-39] 248 2aud d+&s ¢ &
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— EE s AR vdagd ARnd-way bdu-o-oby REY HE ol 2

modulatory properties® ZH&-7|H o2 NAFLD A%
Az 73 Fo g3aE HoFE UDCAU3~15
mg/kg/d)E @A BT Aol Ra FVelrk
% choline TiAMHEolH A S-adenosylmethionine 2
= %’ FA17) = betaine’’, N-acetylcysteine”™, vitamin
E”, =% /‘1“} g =S veRd Qo] dAlE A
=7 &4

& = troglitazone™ £9] AME 0.2 71715 AL
o e 279l BAS HolE A7E0 Utk FH

peroxisome—proliferator activated rcceptor 7 (PPAR-
7) agoniste] @A W24d 5ol D rosiglitazone,
pioglitazone % 241t thiazolidinedione{ TZDs)2 NAFLD
9 zgof o] 8d 4 gtk * o] 4P NAFLD #
ol A Az A2 AEE 7HsAe] 2tk

10. Qot

(1} NAFLD®= 95 el A] olv] 7b &5 4%
9] Ade)n], FE e WE %EE FHgol B
718 Ao oiEe hageltt (2) NAFLDE wi$
e gAREAE iy e zsa'i?ﬂg el =
AgFo 2, B 2 @E(steatosis) > FEF FAE
R A G (NASH)S 7wz os 3d 4 9l
ow 7+ 8 o A&% A}“J S e
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o]l:q 71-7]“ 74/\}1.1. 2]
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Fi= vk A28 B, TAEFEE Aasted $4
£ Folelsln], UDCA, vitamin E, betaine, silymarin,
pentoxifylline, metformin, TZDs 59 A}4-& o}2 @1
X ger

Z=E-M7k4H (Cryptogenic Cirrhosis)
1. A=A Zrdvie] goms

A AW 5%~30%7F T3P 49e #Hg
v e s, et FEA A
2102 occult hepatitis B (isolated anti-HBc %4),
Ainl g nlojz 2 Hdnon-A,
non-B, non-C), silent autoimmune hepatitis 52l 7H¢
Aol AAFANUTE. B NAFLDY: “cryptogenic
chronic hepatitis”2] 70%9°llA4] YelAge], 1 v]&2

occult aleohol abuse,
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R Qleow ol 1/38 FEA4 Aotk B
P71 giekh Wak opel A rH el wRE A2
G, 2AYE 5 NASHO HE1=7} Sl
#7150 3, NASH #2164 b2 32704
A &g A7 EoNA NASHY ¢ 50%0A1 AlZte] =g
of mehOd7xI2] FAE¥) Hafast AgE oF
0000 M 7AW Fo] AjFo] AP RO HHTH
o] e AWA, #A) NASHE FE4 3w 713 &
g ol Po gz A5 g} T, FEY AWML
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SurE ] e ez gl A WEeke] g4 7@
20, Mo R ZHEE & 4Ae At 2H-
A g ofs] ooz RE 7log EoloE UH
ZHA, R R37E Ra"el  wel  sinusoidal
capillarization®l] €& @5 4o Aol th¥igo) b
AAME Wz o9 A T Hlow AN
HEd A %H(steatosis)o] 24" Eo] NASHY =
AstE ¢l Exo] AMdr)
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3. NASHS} ¢imslo] Wysts MM ZFHE
RHE o] KielAl

NASH #ztell A 44 %94 AN (/12 Ea
&4 2k e] 38%~50%7 FHAM R HAEE Rl |
s w) 2o, NASHE »F—*M o2 }Ed AH

o} el Y& HA, Mol v 5 HdedM=
FAEA e e B8 5 224 ‘%‘ﬁ} e 7R
AMGEe} bW o w Aok Fpdo] et e g
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o4 g We F9) AAALE BH, 7ol 4 F 5udo] A
L A2t 100%00 M o] A 7he] Ago] w3
R Aue, GFoE AP Psnz guy 3
ZA4lof "burned-out” NASHY & 713 o2 Fu& &
ok & m gl A o] alS ke fape] 7967 4% i
B3¢l ueHBMI235 kg/m’) A2 0|52 5 A&
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(1) 84 717w 78 58 990o] NASHolt}
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1. d|ot3n} of

#it oje] ostzaol oshd vt ﬁxﬂioﬁ’
Feh, Aol Ak, fet, N B SHAHY 9
¢lz}olch Hlgkg NAFLD #ate] 3 sz Abgg
o Polm| 7t 3} A Alubat BaHE el o)
Aprol 1 thgelth nBR gy gk 9%
2toE o] ulgkxtel Abubsiclolet & 4 Aof”, Wlnk
ol ME st Aske] AP L TUMAE AL T dEA 9
X5k v gk bk stel elvk e thaj e e AEClA)
22 g olaiEln o™ H2 WHOR: wlga &%
FZo] A4 AHYN ¢9] 8 cancer epidemic)® &9
g dAfdel ez uvivke] {3 (ohesity epidemic)S
= AL v ARy BAZ} o sbE m& A
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HIE’_—P: A&z Az A <dedg Agazt
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- ATFE s ue-cled Had-udasy AWrd-gEY 1

F shbE A ko) Aol GRS = 4 glh Apgel A
HZ oY ¥ur 22 dadoly neAAYdS
IGF-1% =7} 52 dwidlF FoA gy is
7t #4780 Mo Asde] 2 mdoA vlgetel
ZAa RN ZAigohe AT glen, AdEde] IGF
binding protein 1{IGFBP-1)2] level % %3 free IGF-1
level& £7kA]7]5 Aol 714% F shelth whd, A%
ol&9] HF JinERA FEY Frh= ‘ﬂ%ﬂ/‘ﬂgﬂ
F Qg Fo W JFVE B} QWD B A
o] Aarelztz A AHgsbed), d Aol e AAaa”
ol7|= sjt} E3h Wik Algre] i &F FAdE

2 g,
6. 1 stel ChE 2817 oEte] HBA

AT ol Rkt Axg g 2R5e] Agte]
gglo] Z7lsta glwdl, vlwiF Aeu) BEF Metae
siet gael=y dwdel ltke ATV vk

A2 dire] 25 E ATV A B SEREL
Agel 99 dAYel WA o Aue AEdY
A7 el bRk SFREO0R QI e Fol
AAD S AAshed, Aol fed xR 7= 2§
= A=Al Eslet cel) F98 A7 HE = vf¢ =
2 Fre QEwY =& difelth gt 42
FHE vEoR A " F drhe 7ol AA| v
= A7 Aab wopAar Atk §98, metformin®] AHE
o2 HBUS AHE £ g FEAEMe ded

& AT Aoz g ot AFg 7] 4]
ERE Y metformin® glitazone?] &-&7130] =
=4 (islet-cell hyperplasia)S %xgo2% 2
fHthE g AAREE S o] BEAEL 2 AP
E] =27} S S #73eh Abole] dAvtadel sdel
] AlAbsts Fol ‘Efs“’“f] Abgholl A & # WA Ty
o] AAdel A olehH <tEd wE NHAAE A
oko] 3 o8k ‘-’-I‘%E’—_ e S 9le AVl

7. 2317 ol2le Bl etmiol ol

-8R 85, 9 an 22,9
el ARAPTE, Pt g gy

St vlgate] dngel e Be 977t ek
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(1) oz 2rdse vwgxle] 7h3F

o,
ot
o
~
=z
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fogrold REG HES) ofe 224u-

oI @ A A A BER UY, AR, &

W, vad, 4FY S MAEAAA ool 2715
o, H|ghE b4 Eote] $1gglAtel 7| E dhet
ol&2l X8k (Insulin Resistance)

1. elgdl, & A, J2l2 A 532

(metabolic syndrome}

of gulg 9
lipase)®) 2188 ol Alstel APHLR R Aol F
9t Qg ok et dEY Agel dow

ez Feladl 237 FaH Y T ded
AR oA LA} Hastel Foh ul Auare) wE
ol %ﬂiﬂ%ﬂ] o AR "l ded AL
Z Qg uEdGFoe Eetn AT ded

Q=

E o] Z7ME s d W &
w7t on] A woh v el M S8
o] Bujechd W (glucose tolerance)&
S ERg wdx A 7 W2 FUEE 2718 A
HO

o)A {zre) 2o

,_
r)“
o
!
]
e
2
=
rE

Axe Akl A f8 A 28l Eax(lipoprotein
lipase} & 8 ¥ U E2A3c AU 26 E
9] FAALE FhpRsste fEARTE e 3 A
HAE R Zojgelnh ek vk gm, &Y A
o] gli= Ag-olle AWAEY e BEags v
Fol Pxdlng xAYE ZdHzdES] AAse] 24
stel S nEAgAgEFe] e B

Euglyccmjcfhypeﬁnsulinemic clamp study & ¢]§%
Aol A NAFLDe] 78] B ghatell M s &
= oolke] Rk el 471]%101 T EE £AY Qe
d Aol EATNe 1Y, uFAALEE B
Fopgk ded e 2¥ee) shEe] NAFLDS $18¢)
Aol o]H Pé’% et e 2 NAFLDE o] =&hd
Aot Erhe 158 ABAH FEHEE YA
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FFED)0) olM el Aoz pidhTI0 g
o] t] Btgsitie ofdo] AetHelon NASH w4l
MSSH(metabolic syndrome steatohepatitis) ™ &H= &
ol & ALg-al71 & stth g Thl AwkE A7) led
AALE 227 A& ARAL 2Ysta] 7 A
dhzat g AFA Atoleliz otaB Vo] yehdth

HOMA (homeostasis model assessment)'® ™2 o
&3 A& g™ Prkd Ao A= NASHY

98%NA A& APl 2w, 87%AAM d&d XY
¥ 3%Fo] Aon e NASHS Q16 A B
oA @Aglel A HAH Aetyo] glof, A& AP
ol NASHO| Helel 4 d%g sa g™

HolFa gleh =3 o] At NASH7E 9 =
w7t gl ARl R dolih=ae] diE olslg =9
o, ‘oAb ez H]Ete] A ek FF-2 A dHmetabolically
obese, normal weight)”$] Abgle] Q1&H Ay 3
o] MFe] ¢ 29 715478 Alabgnh o) d7e wp
2 NASH 332 ofrfolRlof Al Hlqte] So] ZHEPo
24 Ei gEEEe BEXu S CAAAFTS vte]
ofAIuk FAH & d]gto] ¢)l&(generally lean, centrally
obese)” &Y 7Vsie] o, o|EdA splanchnic fat
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