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Alcohol Abuse Related Medical Problems and Treatment
- Focus on Alcoholic Liver Disease -

Yong-Han Paik, MD, PhD

Department of Internal Medicine, Institute of Gastroenterology, Yonsei University College of Medicine,
Yongdong Severance Hospital, Seoul, Korea

Alcohol abuse is related to diverse medical problems including neuropsychiatric problems, malignant neoplasms, cardiova-
scular diseases and liver diseases. The liver is the organ most severely affected by alcoholism. Alcoholic liver disease (ALD)
remains a major cause of morbidity and mortality world wide. The spectrum of ALD is not uniform including steatosis,
alcoholic hepatitis and cirrhosis with increasing severity. Recent research has elucidated the mechanisms of alcohol-induced
liver injury, offers the prospect of advances in the management of alcoholic liver disease. Interactions between acetaldehyde,
reactive oxygen species, inflammatory mediators and genetic factors appear to play important roles in the development of ALD.
The mainstay of therapy for ALD is cessation of drinking. Nutritional support has been shown to play a positive role in ALD.
In this article, the most recent data on the efficacy of treatment of ALD including corticosteroid, anti-inflammatory agents and
antioxidant were reviewed. (J Korean Neuropsychiatr Assoc 2004;43 (6) :638-645)
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Table 1. Relative risk for major chronic disease by genger and average drinking category

Femnale Male
Diseases Drinking category
<20 g/d 20-40g/d >40 g/d 40 g/d 40-60 g/d >60 g/d
Malignant neoplasms
Mouth, oropharynx cancer 1.45 1.85 5.39 1.45 1.85 5.39
Esophageal cancer 1.80 2.38 436 1.80 2.38 436
Liver cancer 1.45 3.03 3.60 1.45 3.03 3.60
Other neoplasms 1.10 1.30 1.70 1.10 1.30 1.70
Cardiovascular diseases
Hypertensive disease 1.40 2.00 2.00 1.40 2.00 410
Coronary heart disecase 0.82 0.83 1.12 0.82 0.83 1.0
Cerebrovascular disease
lschemic stroke 0.52 0.64 1.06 0.94 133 1.65
Hemorrhagic stroke 0.59 0.65 7.98 1.27 219 2.38
Digestive diseases
Liver cirthosis 1.26 9.547 9.547 1.26 9.54" 9.54"
Source : Rehm J et al. Alcohol Res Health 2003.
1 For liver cirthosis, @ combined estimate was derived for drinking categories 40-60 g/d and >60 g/d
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eatosis), &F2A 744 (alcoholic hepatitis), &I L
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AR E A E] HEA e €78 driai(alco-
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El2o] 98l A =% microsomal ethanol oxidizing sys-
tem (MEOS) ol &)+ thAbZ A cytochrome P450 2E1
(CYP2ED) o] 534l AgS gt g3 gujrlel] &
oJdh= ¢H2 B54354(ADH) & dH8|E g44F
4-(aldehyde dehydrogenase : ALDH) < 3} oA
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7} g2 A Jehb=d ADH2#2 §32h= F991(70%)
oA M (4%) Bt} w4 Hursn], ALDH2#2 F-A2%
FUA(23~36%) oM vlwA EzpA Jepdrin deA
ATk BQE thFoZ & Ryel o8k ALDH2*2
HFA2Ee] RIET) vEFR e 26%, FZ-&E-EAtl
A 292 Uepgtos ADH2+2 thladzk= 22t 77%,
74%2 et ALDH2/-32F thgAde] shilofA] &
& &A9 #34 Joky BusERch?? Disulfirame
ALDH29] oA &37} Qlo] vHdaQl &3 gl
=& delsh she B5EoR AMgEHYI T stk
oM ELHB = 23| = gAE A (aldehyde de-
hydrogenase : ALDH), &3] n]EZ=g]o}e] EA3h=
ALDH2¢ ¢J&te] opA|E|o]E (acetate) 2 HEEH oA

MEooeg
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CO2
Ethanol v Acetaldehyde v Acetate iy +
HO
ADH ALDH

Fig. 2. Enzymatic pathways of ethanol oxidation. ADH : alcohol
dehydrogenase. ALDH : aldehyde dehydrogenase.
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Fig. 3. Mechanism of alcohol-ind-
uced liver damage. ADH : alcohol
dehydrogenase, CYP2E1 : cytoch-
rome P450E21, IL : interleukin, NAD :
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Fig. 4. A direct relationship was noted between voluntary caloric
intfake in veterans health administration studies in patients with
moderate and severe aicoholic hepatitis(Adopted from Men-
denhall C, et al. Alcohol Clin Exp Res 1995 ; 19 : 635-641).

74

2%

oA o]n] da] 2ojgron] A2 A

=2
o FEAEEE AEHT ok

12 rlo

Propylthiouracil(PTU)
APA FETdA A &

HE 371712 tAREE st oleist A
Al AakaFo] z#Hed B3] gy A
Atk PTUE ol8$t tAlazl S ZaA71 it
go} glon 7+EW F{RAA a5y
A Qltk? ol2jdt 0] IAE nEoE ¢FEA
ZollA PTU 87} AI=HA Cochran 52 ¢34
Azt dFEAF G, €IS HEW FAelA PTU
2 o3 =REES AR 43 71099 #xpt x3E
o]F A% A iz
ol HlElA EEEA 8 AVEE
Aol Av] e Aol7
Ze Ang d43g24 2

g o s ARHA et

-0,
0,
K
3 o
" —\m
2.
N
Tg = fr
S
ool b R o
(AT M O w A Y

N
¢

-4
i
e
32
=

Colchicine

Colchicine< 473} 2Hgo] Qlof &
8 AgA= AHH gtk Colchicine2 2}
Axstn Zebdl Fajlait 2Ee FAA7H
24w 77 9tk Kershenobich 52 Z7]|dATe] 2
A colchicine®] €3&A 17¥ Aol a3t Qe
Aoz BuHSIH o] AFATRE HBOR 459 &
&4 Y Bt 23R F 10099 79 3
E°lAl colchicines Foist B2+ 7 st
7t A= ey AEZIZHE vlwd 23, colchicine

H
o
o

iy

=
o off Y
10 0 ox Wt

POk oM o

e

SURTISY

J Korean Neuropsychiatr Assoc / Volume 43, No 6/ November, 2004



1148, =278 353284 colchicine #°] #2138k
g o] BAEHQUTEY 12t 7P 2ol AlE

Ao LaeA 7H3WelA colchicineF T
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Corticosteroids
Corticosteroidt €784 1AelA 7 Bol A&
ekgolz|vl 7 gHof s oA L =go] dolgitt.
ZHZO|T ARES] o]2A ZAE WA EAR BT
AP|EFRIE 7HaAF)e Aolt) AF7HA] AlgE T3]
o AR webd mFAolghe FAYa At
drhe Fog ekt 4 24 (meta—an-alysis)
AR5 JEHo|A] k. AT Az ¢3EA 1Y
oM R dFE0] AHRO|T Aol A¥Holz}
3 B 13la 9l ‘Maddrey’ s Discriminant Function
(DF) & 4.6 X [prothrombin time—control(seconds)]+
serum bilirubin(mg/dL) 2 AAFEY &3&4 123
Algh Ax ol o] o]gEE FHEEFERA o] 3|7 32
o)Al A= QIANEEC] 50% odoleln Hasoigl
th 1342 71 H 2o AlBE Maturin 59 A7l 23t
9 discriminant function(DF)©] 32 o1 A% d3&A4
7+ BRpol| M AE|Ro| o] Foi= 28U Aol dAT AL
59 FAE Bl on(85% vs. 65%) ©lEE A
£ 1d 374 #EsEdoky sk |
A 43X 718 Aol AE|Zol=o] AREE vie Het
7HFAEES Rol= FAE(DF>32) # IYETE Hol= 3}
So 4 prednisone 40 mg ¥+ prednisolone 32 mg&
477 AMgE & dAH o T sk QFo] gRkde
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Pentoxifylline H)48ZQ] phosphodiesterase JA| =]
24 AlZFW cAMP, cGMP %% %7711 Tumor
necrosis factor (TNF) & 33t |54 AlIE7RRIS A4
& ZANLY Akriviadis 5-& DF 32 o139 s &
& A Bl AR, AL, o1FHEIATE A
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wol AMEH19lE oFEolt) silymarind
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B dA7Ee] BuEdARt Avk= teksith Ferenci 59
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S—-Adenosylmethionine(SAMe)
S—adenosylmethionine (SAMe) + methionined] 8433}
= gel2A 71 diAlgelA methionine©] cysteine &2
AtE = Bl & Fo g Edoltt, SAMes polya-
mines, choline, GSH & &9 H7Edolw ="s} 33
o a3 FA7 Fgth dmgA A e
< methionine %7} 57159 31 T methionine
ZojA] 7 AA7E dA 3] ZaEe] 9128 methionine s
SAMeZ A #A7]= methionine adenosyltransferase
(MAT) B2} @43] ZHasogick™ 7t 508 MAT
E ABIAE A wlg FHeoksle dmeA) R #x)
oA ZAAa® MATE A J7bd AMSAEHA7E 9
Aoz AZtEw Qlk. SAMe= AEEA S g €54
Alo|EFIRIQL TNFS A4S olAlshe Rog Bagrh'
Mato 5-& &Zof F2H tlx d1eA SAMe 1200 mg
& 27 Bl Ay AP = 7lo)de) o2 AUt 7
23ATH16% vs. 30%) I B.a18k3 o

Fak3tA

GIEA A $AA vlEl ES Fge] T
of glom wel) Bt of2] 7k A 724 gl 1
B5ahgo] gl EuHich nlEkl Eg o]2{dt zhn
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