oietzbatal x| HeH #& 1 2002:66-72

SEDERTE

LM E

Ludwig 5(1980)0] &g &9 70| gl (92 Y34 A t2Aw) 2Haaqyd 4384 2
A 8ol HA FE ‘%X}S% Hasts A ojst
I gl vl ool e 53 b e
Zdn. NASHE 79 F40] gl i 934 Fies ST LgdMe U 2k
g U

[

2

2.4 2

& 0¥ £ deu B S AdRFde 993 BAle] Yt 7Py?
FAEL HTL A2Y Bk, TAEST T AFAAE TG AR A

§L o
!‘10 ro,

(1) B2
Body mass index > 30 Kg/m2
REe] FAEL FEAF uls] 1040% FAFo]3 NASHO WA7PsAL vlghe Axrt Ads

s7hke Aeg %‘EM itk HHQ W §A}e] 15-20%014 NASH7F FH QC‘% R HToe 24’“11&
£ 71 BAME NASHYL B35e Res €A Ak 84U Aoy A71e) Apgo] ¥ Zo| A
HARED)S A% ¥ o

(2) M2g Yh

NASH, Hlgts} @@l

vlokyl B B4 AdEd AR, 2A4dES, FEAEt 7L 2AESY BY
A2 Y, ¥ D=, glucose intolerance ; NASH #2}9] 20-75%0| A4 FuteTh

A2% sk NASHS] AT WA wnaals o Fash

A

A]

gt

=
[=]

¥ 1ZY2HEESE, &2 I%; NASH 3419 20-81%

S

(3)

o?-:
o

~66_



(4) 7|}

ekA) . diltiazem, amiodarone, tamoxifen, perhexiline-maleate, systemic steroids

Ao wusAd MY 234 $8%E ; FEF 0% 7150, 6% A NASHRHZ
abetalipoproteinemia, hypobetalipoproteinemia, lipoatrophy,

Z717+9) total parenteral nutrition

Occupational solvents ; petrochemical substances

=

3. 4

1o

AR 208 ERHL Ao THETHE0-83%) AT HITH40-100%), A2E B %2 glucose intolerance
(20-75%), TAEZ20-81%)0] UThe Aotk g} FE &L & HHAUA gx H/PEER Aol
7} At Yueldael $HET WA X g @R A b 53 2R ZA sl 7%
9} ool ' wA Aol EHT?_ ATe) A 26%7F NASHZ Ae=gich 22y BMI, A|4-%, NASH Atol9]
gl gAs Ravt tE 2 HIth

DZAPJAE slobt & f'?} 761‘& 1 7}‘—5‘3}‘3}&\: A7 ek '%J_%V}% e

ﬂllﬂl

A L4E { «1 TAR 6}04 e 2!‘%}7&, %}ZH**(cryptOgemc) 7+, NASH7} ‘%54 ] °‘ﬂ AE
2A7 ok e2Ag0] e e By AF190)AAN HIRER>140%)2] 185%, vlE FAH<110%)]
27%0 A Az 1 35% g9 A28 DFwrh olow NASHS f1ge] 26M 2 F7tatta itk

Au7ksh NASHE 4018 Ldeld RE d3 %A Yeida AZFe| F71E5E #3480 S7ishe 3%
o glch AMZEE AAFOIY] 15%, WAQ) vlvidhae] 80%eld AFHL ATE e HUgE & ~3%,
WAQl Hlmaate] 1520%0)A TP NASHE 104/0]4e] Aol e FF 4 glout 30-5007F B
40494 AloloAl SHgol 714 B BA Ruk FE oAdM FuHE0-83%)3e ALE Hof gl 3
ZolE FAdME ZuEte A2 RIFHUT

]

4.4 9

- D [}

) First hit - Zt2| XLS
g44 T¥A FUALE AYeslags) YHe wzda W s

P EAgRAA FE AR
gajslo] teg BT ofF oAl FAAEY FeE AgxAd AFHA
5 k=

oz g 254 A
2 sRdc FRAAME Adaddl U8 S0l 20} 40 Al Do AED. %)
oz 499 AP AT vlEZE ol ABHAY, FAATE AT 2ol A4 B
Qo 2A2HE d282E By olgHtt 1ol FAAY] FHFE AL AWy noke A%
ARo) $AT YFoR Bt 19 o Yolde) & 7&2 =AY ol M BRE %

2
o 2 o doju ApFe] zesle Aotk HW, ¥

FEoh
ke o] F7HET

24882 A4 Ao WY, B AN e dodle P4 24 F vk ndEd
Q2o Aol Auare] A8tz astm olo] whet e Aol xRk AP dHe A
so} zt9) o] Ao GFo) Aad AR AFol A ¢ JEv vi-de] JYEY, I

_._67_



Ao Fistet A AEY AL dFEA HEAY Welst BAGEY NASHE §AHSE 7]Ao] =g}
A A=W

APl EZF P450 2B1(CYP2E]) H%= — E43} 4AtAle A4 — Axete] Batg gt

A4 — CYP2ELS] WHdo] $7F — fg] 2kl A4 — Alxee) gats}

—_—

@ vlEES ol e g AsEE Bl
- ATPS) 7 — B4 42719 44 - AFE gl 48 > 2] s

@ ©E 89 ; AdY Hidsts s, 45 Xl Fo

1AEdEFH Adsd AP

d&d - PESE=oloMe] AL 48} oA — FAHAY, Auate] o] 3
(3) 7IEt

O 7 2o} 27}

A, EA2NY E3iwe o)y ; 58%lA Bt

2 > 20)% AT BA FU - 472 8] > vEREote] MehAl ol

3 > APAEE B, 2o 1 fA09 B4, 483 A%

Al Ae Fbh BENE FEHER T e A2 9% Be FHT 40| o5 ¥Ry
- o

& MR BuE wdo] BI WAZAE G409 s Rz wol

o,

i

@ US2s} ool 9 Apo] £ Rl
23 Kuptfer) AL 715, SHHE) A3, BHA =L
1

ek
ofN

TNF alpha, Ao EANE > A4 3248 - ZAE &4 2

224 VeI welzlobsl WEa/FeATIol=} eI H TNF alpha, IL6, IL88) A4S 5447
93U HRATT,

wteElobe] WEash ZHALE Z15Rolst NASHAN old €8S ¥ AN

@ rlEzceajol) wakeh ko) oA FHo] Wat
ATP 293 2R F2IE 7159 Fof - A7k Azelsh

@ TtoA|

AT £44 A7 Ad BABE - TodE 143
HH Ll AYME — Itod] £ A= — PDGF, TGF-beta — 4143}

_68‘.



HYRSY NI

5 ZEAH

Age Hade] 1EE o} FYHH Yhn /1EY HIBL AP0 M2 OB 7128 85w
ATk (macrovesicular steatosis, lobular inflammation vs macrovesicular steatosis, lobular inflammation, ballooning

degeneration, andfor fibrosis)

(1) oA
A EA AW Z-(macrovesicular steatosis), ] 5713 (steatohepatitis)
AF37F SHHE AW (steatohepatitis with fibrosis), 7+7H

© A%%
fat - large, cytoplasmic globule, 32 A% o] sZ oz Wy 9o}
AWEe] F5E BMISH Hlgdc.

® AH7a

AAH ez AFHE SHFAAE gk

Mallory bodies(10-100%)

lobular inflammation ; scattered, predominantly lobular, neutrophilic or mixed
hepatocyte ballooning andfor hepatocyte necrosis

rSl rE
>
\l
b—i
[o)Y
&
_>L
N] o]ﬂ
s

=
zezqazzaw @%ﬁfu}, 17w AEE QP AL vela g

(2) 433

perisinusoidal, pericellular, periportal ; 37-84%9| A Suk A 37-<]q)

}\i o
bridging fibrosis o] 270] o™ NASH7} e} 59]e-S =3m ZHE R R 4°i AT A =oh

Aste) dFeAe 2, uw, g
A Ao 27 Aastel ABAR (B P B 5 1565%)

6. Hdad

(‘1) EEAF D_l 7:[?'5

O R-2)(48-100%) BASOIH Z40] Gx @ B
7 gtk Szl 71 £8 24on} 2484
42 459 B 4 °

_69_



@ W15 A
AST/ALT W87} HlSoldolx E4tels E¢o] 97| @ow] ASTALT ZAIZ @ A ASH
7} A etk tRRE(I0-100%)50M AST, ALTS) 37 278 Roled B4e) 14 2otk a8y

w7ka N

i

)8 5}x] eeth BE ALT/} ASTHU} =t} AST/} ALTRT o 2 7% 704w
3}

24 02A 208
o2 AYHYE 7FSAE Telelol BT EAE B} AT 449 ALE ATk ALPE 1j3¢] Bl
A e PIRE BAZ 45T & Ao VU GRRAE U] Byl ZeEE AT A

-1 H

sg%xm >200mg/dLo1u} 1% hw %% B 2080504 BIY 4
gt AE FER3I} AAL -LZH 5-58%0l A #asle #ell(feriting®] F7H53-62%), EA2F Y TIe
(transferrin saturation) =7H11-22%)E & 4 Qvh 28vk 7+ & X]E—t— 1.9 wjgtolt}. HH3E 7 Y 8o
A AdfrEke] Jdo] waa dAt WMW hi 2o ol B & AFe] Atk

v
fo,
N

& AAHA WAY F 4023 wHoz Yo}
o aeh old 71EY $ARE Brh 24404
&HIE g6 Fgodle AR EAYH #A47t ge
sty A% PEoR e AL <8R Yot 9y
CH Ztgol sl & & glof ko] Egto] 42
#% Aarbsol Fsd ¥R 29 A4 2de R
%(diffuse hyperechoic echotexture ; bright liver), 1%l Hl&f] 739 =7}, &9 bluring 5&
- ASSel g dTlT 89-95%, Eol% 84-93% E Ho|x g3k disiME dYx 57-77%,
89% FZolth. 7h A 2L CTE o) &3 v %3d &24o] 7hsdh) Ahe) <o) 542
A2 WA €9 5 5070 HU, | L6HUmg FHAYg B2). Agato] e
uafg _rm Y WA JEdT Teln ZGAE 7k u)ge] 29 2jolv} 18:20 HU ol
AzE Hio] TIWIOA 3817 Bl uztde) 7hExdeM dagA
o] = Jcmm] 370 gAY 31F 2040g P|to 2 wiilthe Ro] 7o) Fasith

I b
ox it
L oX
24
ol
o
o
o,
%0,
K
u2
Off HJ

fu
EFIF
EY
oo

i jo fo

&
i
o

jul

g
o,
o
td
s

()
o
lo,
B
2
=0
w
oo
m}o B
\ 2

o
o
-Lor(-“

fAr & o MY

i oaln
A

AL &
v}

N

o

ol

N
52
2

M
bt
8

o 10 o & o

L
Co Rom S

» L
d
Y]
ki do
N
ok
{-'\J
B g I
O

N
=
[
2

b
o

2
rIJ:
2
o
>
ok
L

o -

by QA IO )
of
o
L X
Ay
o
fr

o u[o i = -{‘r

L o of O Y & bt M1 oad o of
o,

o O
ri—m?ﬁr‘?&

F-\.i

e B3 BE BN Bae 'HH A+ A%, A8 AT B, 47199 AT APFEHE =30
i =

"ok ey Ry el A ¢33 3, 909 439 Xgrt o 2AHA A9E X5 59
3l gebAA] geve A, AP B AFH ulg & nHEd AGE A8 F o} gt s

A7 Sl

_70_



| XAF

sho

|

Rl

F71209) A7 itk dukg e

4
™

»
)

wor

=
N

i

8

Ae

SE A

s

ol olxt}

Itk 278 @s )

o]
PA

Al & 40%7+A18) NASH a7}

t}. NASH

A%7t 49 #F

=
T

43

A7t 3habe) 40-50% 7}
7h AAR AR F8

Aol

A=
[€)

g Ay vt

& a7l o B NRE o g

s
NASHW]’ 17/1-_?_: /\}UJ% (<5%)Z2 %—'}E‘:}X% 9\)\

g9

Q1o uls] NASH 3z}

H7 109014 B3 23} Yt

1
R

o Etta BRaEQch bridging fibrosist} 7HAw o]

]

=
-

~

}

g A

=94 AR

A= A

5 TAE7 o

9 9 A, AL B35

§iTh. NASHO| §9A=

A B

7} 9%8
e ohlel Aol 2ze)

an

dolt.

]

Al A

2 AT AN dFeNE =

Na
i

ojdA NASH7} Sl &

=
)

AFA

g

A}, %

o] 2 F e ALE I

=
=

T A

i

1

o

ok

3

[ i = R

213} gemfibrosil, clofibrate 58 ARE-3]

o
gemfibrosil - VLDL 241 %]

DFYAYEE 23

4
~d

160
=

=

md
<

ol

metformin

7o A 2] TNF alphag] ®
thiazolidinedione(roziglitazone, pioglitazone)

_71_



He A
(6) L EZES oA
UDCA
S7)7ke] EIH10-15 mgkgD) - 7t 55 A, S A
A7) avs 48§
HEl E ; 7H7]% &3, 400-12001U/D
7]} - lecithin, betacarotene, Selenium
(6) ZHh EE g da
ARIR3} - o) AR A
phlebotomy
(7) Ztol4]
Zol4E TrIzke FE o 9908 AEAY Y, MY, RABFo] ASHAY o4 F 2 Ro)
TAA AR 508 NASHE AUE 4 th
AQlgro} ¢ HGAESHARLY, Mg EIAYHAS
F a7 9
1. Ludwig J, Viggiano TR, McGill DB, Oh BJ. Nonalcoholic 121:710-723.

steatohepatits: Mayo clinic experiences  with hitherto
unnamed disease. Mayo Clin Proc 1980;55;434-438.

Matteoni CA, Younossi ZM, Gramlich T, et al. Nonalcoholic
fatty liver disease: A spectrum of clinical and pathological
severity. Gastroenterology 1999;116:1413-1419.

Sanyal AJ, Campbell-Sargent C, Mirshahi F, et al. Non-
alcoholic  steatohepatits; Association of insulin resistance and
mitochondrial abnormalities. Gastroenterology 2001;120:1183-1192.
Reid AE. Nonalcoholic Steatohepatitis. Gastroenterology 2001,

a

5. Falck-Ytter Y, McCullough AJ, Younossi ZM, Marchesini G.
Clinical features and natural history of nonalcoholic steatosis
syndrome. Semin Liv Dis 2001;21:17-26.

6. At == 71u]/i = plgzgs 9 o 38 Xk
o #RE R FHMES Lﬁ%i ol |45 A
A T FAR I’H %Z_@.@Z} 2000;6:552.

7R, NEd, A0 §ougRgA Azt @xjA
APrde e daEE 3T 5 e 99 A

T =
atsE.

343} 7| 8k 3] 2] 2000;36:782-792.

- 72 -



