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Case of Oriental Obesity Treatment's Effect on Improvement of
Nonalcoholic Steatohepatitis Patient’s Liver Function

Jin I Hur*, Bin Hye Choi, Dong Woo Kim, Kyung Park, Dae Jun Kim, Joon Seok Byun

Jrd Department of Internal Medicine, College of Oriental Medicine, Daegu Hanny University

Nonalcoholic steatohepatitis(NASH) may progress to advanced liver disease. The diagnosis is made on liver
biopsy when investigating a patient with raised transaminases and an otherwise negative biochemical and serological
work-up. The subject was a obese male patient who had unexplained raised GOT, GPT. He had no alcoholic
consumption and drug ingested. On serological examination, HBsAg and Anti-HCV test are negative. The subject was
diagnosed as NASH, and was treated with oriental treatment for obesity. After 2months treatment the raised GOT,
GPT decreased to normal range.
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Table 1. The Clinical progress
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Table 2. Lab finding progress
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1) CBC, U/A : W. N. L

2) GOT(8-40 TU/1) : 44 IU/1, GPT : 64 1U/1
3) A.L.P(30-126 kalU/I) : 136 kalU/1

4) TG(50-150 mg%) : 204

5) HBS Ag : negative, Anti HBS : negative
6) Anti HCV : negative

7) Murphy sign : negative

- 1786 -



12. A58 AUrt*). alkaline phosphataseT™ &9 20i7HA] &0l o
T} 7 9)ofl cholesterol, TG B9 &&ol &3] WAEH &R

zol B9k 5 A,
1% AFOBIE O NASH w7 || RIAI7}H BRsIRE B
& 80 3 AFHOE fwE AL grk IS NASH wids B
=D | ——ao B 2olg A7iske Aol Eask] AZYY, INEE AF,
y 50 ¢+GPT\ HY5 AE £ 2l HES 2SS Taor .
S o ueY AYTlo] AP o] AATIDE BFE
3 20 AL NEECF Adsks Roll wigkel, 1€ 1HEdo] 9
" ;, L S ougol} Bl 52 SWHY) £43 1T N F
623 76 743 7.21 83 8.17 = Sy, IE) Be DEHS T s BE §
= NASH 719 oS0l 454 B2 1 BE Dol NASH &7t
Fig. 1. The change of GOT, GPT, BMI 9] 15-50%¢l4] 7+ 737t BEEIL, OF 7%-22%0141 THEHSO]
ST B Qlot AAEQ) 1AM JET oMY nigTe
7 2 AR H ARE F7l0l Yas BElshe Aol SR
stolglol ) AT A 2 KT MEREYOZ
WIS NUNASS nRd ThE B3 s ol HMBER S5 Qo BEREMKS A9 o] ol =)
9 Qololm Q17 1024%E Fsin BAMBOI} BEASE o} BRE, FER, BEL 59 Sdo] Uehd £ AT iR
AW 4 ok AU FE 4 YE vPYH WS BA B HEUE B4S 54K R MENERY 39 HE7} B
27S Hol= FEXY 0%7t vLASH Nertagolnt’, B3 BREKS SEHNS o A REO) ol sl
WElSHl AN QISH DA HlSsh) YRSS R R EREE ER BE 59 Sdo] U & Arh
HREIR = SRl wasc) 7eake] Aol W HIQR  ABE AR EEEE BERE BARE 32 BHEE
24 ARSS AUE, ALY, DY BRE, BAEES S BES ABSIN BAM 27150140 QI BRER 719
2 UE 4 ok HILESY ARUEe AYED 9Fs e 3 39t HeRTU SEmmE) MENFEAES kS
We9} B IN7] W] ¥EA] FEElojor Jy U} BEREBS AFSSI) Uik 117 5E A G40l 1L Bt
NASHY Fe|Ze 37 2RS0T AYISY &3 A F9E o) 28 542 5461 odetl SREd £
SHDE SO Hols 4azdo] B0l 3L B4 YEIE HHES Ssldl RolsiAU AAE A0 20K okEg T
Szx-lo] flojok BHIL(<40 g/wk, <20 g/d) A Hlo|H A orbH ECrsip.
790 BYEE £77} g ZQolth NASH Zuke H]d 2 5# 9 @xk= Hbs Ag S4, Anti HCV £4 02 B, C3
SH0 BHOZ FEop B 4 Ut FAko] glo} 7R 7S miAE 4 ANOH QYA] Glucoses] 7} 96mg/dIZ
2 AAE EFAY JHSE T ANET AUES BE BRE WHAT 25U G2E8YS YTk 9 B4
g 5 = SUS QR QEE BMIOlY BMIZE 28014001 3 Xgh 204mg/dICE TAEEES SHIBLL ANACE 0] S B
2 AWNEY TS A BolkE WIFEE Vehdon 2 BITHE {Fzoll 910 Broca ZAlE 0]8oH BITCE RFE
AWl HRsle A8 HEE 9l BMIZE 7k Bed & 1on AgERSE 510 kg/mOIQEh XU Falo
o] Erh= WEIF AR A 10-15% BIRKSH AJRFECIA &= 70-80% UERIH FEER A
PUREH AYHEBE Qolo] B3] PolRA RUR 7 HlEHE SR ViEhdt Sy, o] ks A|Ho] 1589 kg,
ek A2 ole® IS YLy, INES0] FE By BMI 510 ky/m’QE £ HUEE Hol AWNOE FES| ©
Bk sololiE A 18 QeTl AEd ghwel SwEZE 4ol HQE BMIZ 28 kg/m2 oldRl AL XEiiY] Atg
st} Swby N7 @RlolA IAEES WEst &2 Hog Y8 Bolr) 0%E I Brks wEl met =X o] 8X8
Hold QEAIX RS AL ES SFA Qo A RHolgke HIYBH AUNPOE F25) A5 2 4 ANCh

zZ0] Qi ololl =Ak= RS KRS 317 AER] G20t IIRO] HERE
NASH €A} 222 A7} glAL BlBo1A SAwE B =lof BigkslAl SIS Rt ZEO Hol BRETHS oA
= zZ

oIt} NASH $A1E0] 3481 SNE & 718 &3 A2 1 B AR LY R0l BESA Eol SEIEL AW, AL
Zoly I Qo] SAER LS VT St EHEo) VERIA ST shsied SAEXE U o8It
HAs A2 AYE 7S o UEh b S4ES S48 HAARRS <HEBEHET>O 7Y AYOE HiEh
HAAW FAlolA] NASH SR+ thEE2olA GOT, GPT7} 415 o)A AFolt AUHLES <HESIET > A2l
SHeTl, BA9] 45 T 458 4 Ut GOT/GPT 17} 1 U B} YIoP. =R ALSSH BUEA RIS ARk, 4
012J0] 8 £ AeT 0] B 7+ AR 7HsHol Brie Bt OrO T HEEAIA KIRO] BT ZEH0 A0S TIARIL ¢

- 1787 -



A=Y minEms Aok mImascE e fRie BE0
ZFoick oo, WEEN kol ZiEE e \KE A7
FAL YA, 4EEQl, WA, BFFOZ W% AL EHN
A7, AEE thAEon FHESIA 2ol A7) fiRE d=at d
BEEOR ERAATAL BAZE HES FMSIACL

62 239 QI9A] HZE0] 158.9kg, BMI 51.0 kg/m’, GOT 44
IU/1, GPT 64 IU/101Q1, ELARS7 Y £ = 72 623
A% 146.2kg, BMI 47.9 kg/m? GOT 63 1U/1, GPT 88 IU/1Q2
GOT, GPT7} tha: E715IRth ol AM&ES €9 W 240 &
ol 2513 XEigo) AElE 4 Urks GEIRNY 68 28Y
BE| 7€ 4A7MR ©1g B8 22 ASZAE Adl At
Hol ofsbel AXY 2Eolrt £TA| ABoIPE SEILTI A
H, AAE 234 2dE0 68 28UolE AMEAUCE 7€ 13Y
7 A% 147kg, BMI 48.1 kg/m2, GOT 68 1U/], GPT 73 IU/12
GOTe £F U 4431 GPTE 814515 2 BEet AHiE
A2 Qi 7€ 2197 AZE 146.2kg, BMI 47.0 kg/m’, GOT
63 IU/1, GPT 61 IU/IZ GPTY} 3126191 88 3gZolE Al
Z 1415kg, GOT 57 1U/1, GPT 54 IU/1Z GOT, GPT 2= &}
25190k 88l 17440l AMZE 137kg, BMI 452 kg/m2, GOT
31 IU/1, GPT 34 1U/12.2 GOT, GPT7} Hi4=x]7} I er
Euid JZEEAR Tt 1 @) ALP, cholesterol total, TG
AAEIT =27} PobRTE T 0]F 20053 18 60 Bo)
T QA EEIE 20053 1€ 299744 GOT, GPTE F4

HLISH RO EolErt 22 BMI A7 H|E
=A SAEAAIT GOT, GPT7F 44 2 2okl AL & ul
Sh| TR B2} |2 A S ARE S8R9 2715 el &
o8t g3t USS I £ AUTE 2BRY, 201y, B
8o MEHwA Z17}o] XF G} TEol BAGIA Bl
12 ZEH7) BESH Ho] o2 BOE oJAXAY, B|EASY
AL7IE0] S0l 7181 AR 8 MEL 40l
= EEs) XSS AAIGHK 26h= o] ATl SHE
Zg 24 0¥ ZHUE BUSOERN QOEI HIYEY A
B}71E sk}l A 259 THsa S AMAISITHE HollAl 2lg]
g 32 £ A

o
)
i
&
M
i

- =S TeRsr AHMS NS EX. IANSEE Mg, 5

QkOIBeA 9], pp 315-322. 2001

3. O1EZE AARIQISHR . A&, R+, pp 358-360. 2003,

10.

11.

12.

13.

- 1788 -

. ZEW HILISHE AW X F. thEI8lE] singleTopic

symposium. pp 78-82, 2003.

- AE 2. ik g A 7 3] vigkas WAl gl th-

AR % F-ERasy) 85 @425, pp s

. Diehl, AM. Nonalcholic steatohepatitis. Semin Liver Dis.

Cell 19:221-229, 1999.

. Bacon, B., Faravash, M., Janney, C.G. et al. Nonalcholic

steatohepatitis: clinical
Gastroenterology. Cell 107:1103-1106, 1994.
Sanyal, A.J. Nonalcholic steatohepatitis. Clin perapect

Gastroenterology. Cell 3:1056-1060, 2000.

Anexpanded entity.

. Angulo, P., Keach, J.C,, Batts, K.P,, Lindor, K.D. INdependent

predictors of liver fibrosis in patients with nonalcholic
steatohepatitis. Hepatology. Cell 30:1356-1362, 1999.
George, DK, Goldwurm, S., MacDonald, G.A. et al. Increased
hepatic iron concentration in nonalcholic steatohepatitis is
associated with increased fibrosis. Gastroenterology. Cell
114:311-318, 1998.

Ludwig, ]., Viggiano, T.R,, McGill, D.B., Oh, BJ. Nonalcholic
steatohepatitis:Mayo clinic exoeriences with a hitherto
unnamed disease. Mayo Clin Proc. Cell 55:434-438, 1980.
Matteoni, C.A., Younossi, ZM., Gramlich, T., Boparai, N.,
Liu, Y.C, McCullough, A.J. Nonalcholic fatty liver disease:
a spectrum of clinical severity.
Gastroenterology. Cell 116:1413-1419, 1999.

Laurin, lindor, K.D., Crippin, J.S et al. Ursodeoxycholic acid

and pathological

or clofibrate in the treatment of mnonalcholic induced

steatohepatitis: a pilot study. Hepatology. Cell 23:74-80, 19%.



