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endoscopy N guest lectures a;:ﬂ;ﬁ 2 nufe
Professor Fujita Wa® Dr. Okamoto 971n Showa
University i1 25 woAInteu szidudag
demonstration therapeutic endoscopy e
Endoscopic sphincterotomy + ERDD &*miumisfle
A7 M9 endoscopy MISARMALULA tWIrEAIRINUNY
JURSLUmanIn
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HANTIATI9N 198 SUfURN 1

1. CBC :- Hb 15 gm%, Het 45%, WBC mboo\aaw. PMN 68%
L 31%, Plt 375000

2. Urine :- protein 1+, other unremarkable

3. FBS 100, BUN 9, Cr 1, total protein 6.6, albumin
4.1, total bilirubin 1.2, direct bilirubin 0.8, Chol 149,
Triglyceride 103, SGOT 88, SGPT 10, Alk phos 25 IU.

4. Ultrasonography :- ascites with hepatospleno-

megaly

56

B | bk

fUare1dfunasine1auy OPD case #18 diuretic uasedua
CRUREATRICITERIRE @=J¢=WE=J9uJ»m=n%u,mmépgzm recurfent
edema mémrgmacﬂuézmgch.am investigate AnMl
PE : Body weight 72 kgs.

BP 130/90, P 80/min, R 30/min, T 37.0%c

Head - Eye = ENT dn®

Neck vein - not engorged

No stigmata of chronic liver diseases

Markad dilatation of superficial veins Taslawi:

nieaumaduazdiudas

Liver just palpable @nwmsiTuu

Spleen just palpable

F%19dl

giasareflurdieninisuan o gu o fetuasias 1aen3inaas

liwy signs wade chronic liver diseases trzliver function

tests Unh Tagiawiy serum albumin limr wliluindelinny

o

u¥is (cirrhosis) uaneIniianeusuny dilated superficial

abdominal veins Aliiduuuaiuees cirrhosis 39 Veins S8

usriiaussunonuiainazhe N1TAMY veins IHAIUNAINATIRIUKRY

5T




wnzdudre deddantsgafuuiion ve wannda

nasideil ascites WABNMAUTIU1MRuasMuTaile 978uEng -
_saanazdug:mw IvC mqumdaﬁga LU constrictive pericar-
ditis sonluld

adqmmsmwﬁnJguFm:augmza=nmsg=maamadmmwu Hepatic
vein obstruction (Budd - Chiari syndrome)

:;uﬂ:mraua hepatic vascular outflow tracts Bi9ifif

1AM T2AUAI9 % fAufn

1. NILHY intrahepatic veip hmnm4-m==ma Veno =

occlusive diseases (VOD)wuldfauuinluvssinalng fi51891usa
wusInuous 1 ludq m;aa“agaqmmrmzag (Bush nnmmum.ameraazm.
Senecio

2, mu«mﬁ hepatic veins (fin91n Venous thrombosis
.muéagaza contraceptive pill, chemotherapy, polycythemia
vera WioLfinsIn tumour uFionaiu 1 Yu Hepato cellular car-

cinoma, hypernephroma, CA pancreas a7ui¥1u11u hepatic

veins UWREIVC

3. fi3zdl IVC uazWals LAn9Inn11#iil venous valve #

- . - &
138021 Eustachian valve win membranous web gafuugiu

IvC InduTimseunefiy hepatic veins wipiina1afl constrictive

pericarditis, severe tricuspid regurgitation (fufu n+il

-
-

tduilsinfinuTnean liver congestion Jnngumm proteinuria 1+
8193 thrombosis A i911W1u renal veins s

=4qm=m=m:4q5JL=J=mm Ultrasonography ®84AuuATHUT L
hepatic veins %4 IVC &Azqqanmé Ive mu:&um:m;mfm lumen
fuuaua s INuANE Y LiLAL thrombus YU IVC uazuaylfiu hepatic
veins 1udm Liver ua: spleen parenchyma fuUn@ Gallbladder
kidneys Um: pancreas Unf

N7 Inferior vena cavogram 1AB catheterize #u
femoral veinwuin IVC  dqufiiiuidu thoracic part Heuimifn
avnSoifne & uovLiiiU Eustachian valve 94 wazliifiu
collateral veins w1 Rt hepatic vein 114 dom 1t hepatic
vein @488l occlusion WU reflux W84 contrast medium i44
WU renal vein #am

CT scan %84 abdomen WU91 liver Rt lobe URY caudate
lobe TmuAliifu tumour mass uasliifiu £illing defect a1y

W 1ve uawud Ive TaurncdnaefufifTefy cut 7 32-36 (uF 101

16 ) ueeliiiiiu hepatic veins Muun collateral veins

o0




979 2 U dilate warils"wmifndu WitAu lymph node Tmu3in
retroperitoneal ua¥ paracolic
., b : CC
dlauT1eli9s 10u Budd-Chiari syndrome #1ARSINNATRE
" N - ¥ ows
membranous websglu IVC dUuidullarsldfunisdidandly iwiaz
dwaseliumlussifin liver cirrhosis uld n11HAne 1 Tan
7T Balloon dilatation WURBAABNIMNITHIAAING transcardiac
.n:mma.mmsgmaJmaamaJmmgmmr=adms¢4a: ascites wigldnaudu

uae Wl Aurnadedn

# JURD ML ALYe S uwn B TanaAY T

¥
duasfin13An11iin17z hepatic veins Way IVC obstruc-

tion 1#Aun

1]
ta Mngmmm ascites 1mull liver function test Unf uay

ascites NUT¥AY protein g4

2. M superficial veins dilate NAnTaBiaWIEFIUNEY

uREA Uy

3. Isotopic liver scan m3m ultrasound liver fnwu
770 caudate lobe prominent

4. Ultrasound m271du first investigation nHJJSJ

IWTIZSUAAY IVC + hepatic veins VW uazénwnizconfluence

989 hepatic veins mssqmﬂ¢4:mn4=_smam

60

1189 udua89101 3 ome W18 11930
guaeniaine ey 6o U Uuey nwu. lst admission
Jume517 1 Al
1 LRsunauu1T39NE VA maaqu_mamgsga s&:;& uss
s Fsutduadingin aauazdinRey 1S Aouing
Laze1uIN (nRaeuaniu
1 dunninouurTsaneuaa duerinemniey 1 e Buas
uAdy 1 Fenddndn
3 U naunaTiwweuta 1Al admit naqézcgcggpuz
T A779WU Drowsy, deep jaundice, no stigmata
of chronic liver disease, flapping tremor+ve,
ascites + ve WAt melena
Dx = Fulminant hepatitis with UGL Bleeding
1714 Neomycin, Lactulose, KCl, Multivitamin,
Cimetidine uag SSE $:mitesgliemaiutaieniu
fUaeBuae #runfoeuintu ascites (adu wazdieen
Yuunemuantuiugaits 1dl8iRen 4 T udd refer

EREE L RUEL RAL R
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- ivTgdw TB, DM, hypertension

- itz iRuamdo M indemTen1iniswwnpy

= Undaivnidundensag mum,__-smn_ma

- Lifuind #mngsm
uuutmiu not response to verbal command , response
to painful stimuli purposefully, no dyspnea
BP 130/70, PR 100/m, BT 37%c, RR 24/m
Marked icteric sclera, pale conjunctiva,
no spider nevi
Lung = clear, Heart = regular! no murmur
Abdomen = Distended with ascites 3+, not tender,

liver and spleen not palpable.

: BS + ve, no dilated abdominal vein

Extremities = pitting edema both legs, no palmar

erythema

PR

melena

Neuro

no localizing sign

Laboratory investigation

CBC

= Het 24%, whe 12400, N 84%, E 3%, M 6%, L 8Y%

platelet adequate

&2

T [ s

UA

—

Blood chemistry

= UnA

FBS 90 mg%, BUN 19 mg%, Cr 0.7 mg%,

LFT

Na 136, K 4.0, cl 108, co, 19

= DB 13.8 mg% (0-0.5), TB 22.5 mg%
(0-1.5), AP 45 IU (9-35), SGOT 434
(8-40) U, SGPT 257 (5-35) U, Albumin
2.7 gm’%, globulin 3.4 gm%, PT 18.2
Sec(contrel 12.2 Sec), cholesterol

113 mgh

HBsAg - ve, HBsAb + ve, AFP - ve

ascitic fluid tapping =

clear, straw color, sp.gr 1.010,
cell 200/Cu mm (PMN 60%, L 40%)
protein 0.7 gm%, culture neg,

cyto neg.
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dUareteiilianwuzeay hepatic encephalopathy fatau 3
8191iA91NN17¢ fulminant hepatitis

87U%9909 fulminant hepatitis sasifinldsn

1. 81 DUz imiueneuaneu 1 ga o 1 dUnineuif
Toxic hepatitis

2. infection 717 SGOT, SGPT gelsmaneratduiniie
n139%uszuaiie liver cell gnwhateluninuda unlittesdu
hepatitis B IW11: Serology HBsAg-ve UR: HBsAb + ve,

4 - - . &
HBsAb Tumattfint 908Ut Ia1tWEe 1 i@dsuin iy aesidy anti-

body WUNAUUIUUEIIINNITARLFBRIUTITLYIR
n13fguull serum albumin #9, A1 SGOT > SGPT suggest
chronic liver disease WW:A1 Prothrombin time ma:m;ﬁ:m

tee 1.5 oi wAddaeBunin miWRRIdlamineel underlying

liver disease Aniu cirrhosis wanpuudl uszi@lasiilaesin

H sepsis Win GI bleeding Jaundice 813ifinsnsepsis win
wr ‘ ] - I. - - &
Tenduii i Jusgnauuds n11f WBC Tugefifinldiesin sepsis uaz

GI bleeding 1udiru71ulin1 source of infection liwu n13

w" o

1915 1UiB IR IRANL PMN < 250/mm” Jtadswenisn

E4

A

spontaneous bacterial peritonitis sanluld ajuuda filqs
n;mmmgau.mz cirrhosis uasil precipitationg cause #p
apper GI bleeding Ifif hepatic encephalopathy maqnm;ac
BIN1TL 1IN L Tuila 198 5ur 14

1. a8t hepatocellular carcinoma 94y cirrhosis

2. faefl vascular problem ifin%u 14u portal w7
v
hepatic vein obstruction Luwaifii portal pressure m=m4
tin bleed 14

namiutsn: dibeldiuntssnurlne1dfuifon fresh whole

blood 3 unit UWat1dN-C tube irrigate 1#i@srin1 2 @
coffee ground, SSE,Neomycin 2 gm/d @utfumiraniitminuas
cimetidine 800 mg/d @ gzmwm 1-4 wpen17ingT FEduR2mdAn
weiudeiuinilondn uingaiingesiazet R s w0ena3dne
mﬁau-m:&namm.ﬂmwfzgusJ gastroscopy Wui1 Wil active
bleeding, Wiifu varices fifue gastritis UFiIM antrum
waz1/3un19m abdominal ultrasound

H& ultrasonography : .Liver TasnilUanuuzidu fine

8rain parenchymal texture |asi mild dilated intrahepatic

ducts
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+Gall bladder distended with one 0.5 em
stone

+CBD was dilated to 2.3 cm, no stone or
tumour noted

«Marked ascites

.Pancreas normal

3913 WaN13IATI9AUAIY ultrasound UvIMAeEil obstruction

984 billary tree Uaza’umisesendagamnivaztduudiandon
distal end %84 CBD URTUISLLTIANIN carcinoma ¥BY ampulla
INI12 CA ampulla mY1Aifim intermittent GI bleeding 1491
AYTRE ulceration w8 i@ fasan nma‘ﬂamsgzﬂzqdea.nz
obstructive jaundiceuriatll serum enzyme SGOT/SGPT %:maam
uAlNAI7§48Y 400 n31 units L% a:mﬁqzu;cm uBNIINST LN
cholangitis fanfiae 11efidaidu ca ampulla s3ennvszilactive
cirrhosis 32uf78 Hepatic parenchymal damage ama—msmmSJ
1fA1 scoT mﬁm&asJusJﬂnnahmnu Wn13inw1 hepatic

encephalopathy fiall uaz follow up liver function tests

tisan13dilae@vuI gy investigate soly
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B | L LA

- L !.- ar ” - 4 !
na1afLiuTIn(Ae): Ul 1-10 sesnasinet dlasliom1IA%uitey o

fin#af Nilild Nid18999135A™ jaundice ARav leg edema amay
Het 30%

Liver function tests:-

bnrmWw HOn:nme NOﬂ#&bw
Direct bilirubin 11.8 2.0 u.ﬁ
Total bilirubin 19.8 14.5 5.6
Alkaline phosphatase 46 47 28
SGOT 448 346 135
SGPT 206 113 42
Albumin/globulin 2.3/3.2  2.4}/3.6 -
Prothrombin time 21(Normal 11.4) 21 -

Upper GI study wu mass around Naa part of duodenum
Ui mntunle ampulla of Vater fefumndidniiifiadvuenisnly
Jdu ca ampulla %70 -CA pancreas

mzumamwfzgusx Fiberoptic panendoscopy aﬂz=¢gm
:wnmﬂmnmn tumour mass protruding from M:m wall duodenum
at ampullary region, diameter 1.5 wa. easily bleeding,
Biopsy of tumour mass:- well differentiated adenocar-

cinoma
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winddine11¥n19389dui110u CA ampulla fuauldfunisdn-
¥19UAT SGOT/SGPT a¥ni1ifiouun® §en11A71 normal 1#ey 13 113
uREenell reverse serum albumin/globulin ratio azaasmzac
145un1761%n wuaridu CA ampulla 933, liver tdu cirrhosis

uasll cholelithiasis 1u gall bladder

o - i L
A7UmIN L RuLE S uwndd L 917U T2y

1. mmae cirrhosis &m upper GI bleeding 1us%1dudav
HiaeAbonsIn varices IAua'lY Upper GI endoscopy 9sfiussiwami
Tun1In AU L RasraenuAtfND19M™ Therapeutic endoscopyinua
mgpsanr 2 laanaae

2. &;amnm intermittent jaundice UAY melena A25inlv
carcinoma of ampulla of Vater 14d1#

3. N159N¥1 hepatic encephalopathy R7b:large bowel
purgation 1um1314 SSE iw11sm11fifia colitis 16dmneh v

71514 saline n38 tap water enema unu
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[ clinical Reviews |

The Inferior Vena Cava

Obstruction Syndrome

Pairoj Luengrojanakul

Obstruction of the inferior vena cava is an uncom-
mon clinical syndrome. The incidence is higher in men
than in women. It may present with unusual and varied
pathological conditions. The syndrome may resemble or
to be associated with such conditions as congestive
heart failure, cirrhosis of the liver, intra-abdominal
malighancy, or renal diseases, including the nephrotic
syndrome. It must be considered in the differential
diagnosis of ascites, hepatosplenomegaly, generalized
amyloidosis, collagen disorders, and malabsorption
syndrome as well as many other seemingly unrelated dis-
orders. Pulmonary embolism should alert one to its
possible presence.

This syndrome was familiar to physicians since the
nineteenth century and well-described by William Osler

in 1879. Owing to the lack of phlebography, the dia-
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gnosis of inferior vena coval obstruction was rarely made

before autopsy. In his classical review, Pleasants

reported the largest series of inferior vena cava ob-
strucrion of 314 cases. Recently, Missal et a} (19)
and Boruchow (12) reviewed the clinical aspects of this

syndrome in details. In 1976 Siqueira-Filha (25)

described the causes of 64 cases of IVC obstruction frog

Mayo Cliniec.

Etiological Factors

Obstruction of the inferior vena cava are resulted

from diverse causes. With some execptions, the course

and prognosis usually depend upon the etiology and the

level of obstruction. 1In Boruchow's cases (12), the

most common cause of obstruction is thrombosis. In his

review of 64 cases, Siqueira-Fiho (25) found that hyper-
nephroma was responsible for the syndrome in about one

third of the cases. Carcinoma of kidneys producing the

syndrome are more likely to be in the right one, perhaps

because of the shorter renal vein on that side, The
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involvement may be classified into 3 basic types: [1]
Simple compression, [2] Intraluminal tumor thrombosis

: th
and [3] Direct invasion (3). Table 1 summarizes the

=l
reported causes of inferior vena cava occlusio

Clinical Features

The clinical manifestations of inferior vena cava
obstuction vary considerably and depend upon the level,
completeness, rapidity of development of obstruction
and adequacy of collateral circulation, as well as on
any underlying disease. Obstruction can occur in any
portion of the blood vessel but is usually caudal to

the renal veins.

Manifestations of lower segment IVC occlusion (be-

low the renal veins)

Signs and symptoms are restricted to the lower
extremities, unless pulmonary embolism occurs. These
are edema of both limbs and dilatation of the super-
ficial collateral veins of the legs and abdomen with a
cephalad blood flow. However, eymptoms may be absent,

or they may be mild and limited to the lower abdominal
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an
d lumbar pain. Only transient edema of the legs can

occur after surgical ligation of the blood vessels such
?

48 to prevent pulmonary embolism, because of the abyp-

dant collateral circulation, Patency of the iliac veins

h :
S probably a factor, since occlusion of the iliac veins

will impede the development of efficient collateral

circulation. If collateral circulation ig carried

almost entirely by deep veins, there will be minimal

dilatation of the superficial channels,

Manifestations of middle Segment IVC oeclusion

(between the level of renal veins and hepatic veins)

E
esult in thrombosis or obstruction of the renal vein

The patient ig Presented with generalized edema prot
. -

mhnauﬁm, :wnnwnonmwzmawm. :wﬁmﬁnronuanohmawm and

oval fat bodies in the urine, The impairment of renal

£ )
unction may be mild, or death can result from acute

renal infarction Or progressive rena] failure, nmwmsawsm

on the rapidity of development and degree of renal vein
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obstruction. Sudden, complete thrombosis of a renal

vein causes lumbar pain, enlargement of the affected
kidney, hematuria, and proteinuria., If the condition
occurs bilaterally, death usually results. When the
obstructive process is more gradual, the development

of collateral venous circulation often preserves satis-

factory ernal function.

Occlusion of the middle segment of IVC also occa-
sionally leads to such gastrointestinal symptoms as
nausea, vomiting, diarrhea and abdominal pain. Throm-
bosed hemorrhoids may be due to inferior mesenteric

vein occlusion.

Manifestations of upper segment of IVC (above the

level of hepatic veins)

Obstruction in this segment will disturb the ve-
nous return from the liver and can cause occlusion of
the hepatic'veins. The clinical symptoms are those of

&n acute or chronic Budd-Chiari syndrome.

A definite diagnosis of inferior vena caval
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obstruction can be made by vencgraphy-inferior vena

cavography.

Process can be defined. Intravenous Pyelographic and

splenoportographic examinations and other studies can
determine the underlying disesse.

Treatment will vary with the location and extent
of the process and the nature of underlying causes.

The Budd-Chiari Syndrome

Obstruction to the venous outflows from the liver,
known as the Budd-Chiari syndrome is not uncommon. The
syndrome is produced by occlusion of the major hepatic
veins or the inferior vena cava at that level. Although
a brief discussion of this disorder first appeared in
the book '"oN DISEASE OF THE LIVER" by G.Budd in Hm&m.
the first case was said to have been reported by
Lampron in 1842 (16). The other half of the eponym came
from a review of ten collected cases and three personal
cases by Chiari 1899, He Presented the first thorough
clinical and pathological descriptions of the syndrome,

including the hypothesis that it was caused by endophle-
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Both the site and extent of the obstructive -

bitls of the hepatic veins.

In Thailand, the hepatic vein thrombosis is rarely
encountered. wrm first - report, by Professor Dr. Vikit
Viranuvatti and Dr. Sangad Karnchanakunchorn (29) was
a case of amoebic liver abscess with rapidly developing
ascites. A big amoebic thrombus filled the lumen of
the hepatic veins. The second case was a patient with
primary carcinoma of the liver and the malignant throm-
bus obstructing the lumen of hepatic veins, causing
rapidly accumulating ascites.

When Armstrong and Carnes (2) reviewed the inci-
dence of hepatic vein thrombosis at Stanford University,
they found the incidence to be 0.042%. In his classical
review of 164 cases, Parker (21) reported the incidence
to be 0.06%. Similar incidence in Japan was ranged
from 0.06 to 0.16%. At least half of the patients were

20 to 39 years old, but some were under the age of 16

and few were infants. There is no sex predisposition,

but young women taking oral contraceptive pills and

uaMmHOﬁwzw occlusion of hepatic veins are increase 1in
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numbers as a direct result of increased risk of venous
thrombosis associated with the pills (1).

The obstruction of the hepatic veins can arise at
any site from the efferent vein of the lobule to the
entry of the inferior vena cava into the right atrium.
The hepatic veins may be occluded solely at their ostia,
remaining patent more distally or they may be occluded
distally only. Regardless of the location of the ob-
struction, the parenchymay changes are those of ischemic
necrosis of centrilobular areas of the liver aleng with

sinusoidal congestion. Only the surviving hepatic tis-

sue left is around the portal triads. Some regeneration

tends to take place in the Periportal areas to round out
the nodules which surround the portal vein. In cases
running a chronie course, thrombus in the hepatic veins
may become organised into fibrous tissue. The fibrosis
fills in the necrotic areas and ultimately leads to cir-
rhosis with complete loss of lobular architecture,

reflecting in large nodules on the surface of liver

Such process results in portal hypertension, portal-sys-
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temic anastomoses, and ascites. In about 20% of pa-

tients secondary portal vein thrombosis has been
reported.

Some authorities include the veno-occlusive dis-
eage of liver (VOD) as a type of Budd-Chiari syndrome
(14), others distinguish it as a separated disease en-
tity. There is progressive obliteration of small in-
trahepatic velns. The disease 1s usually seen in
children, and has a specific geographic distribution.

The majority of cases are reported from Jamaica, where

the disease was first recognised. In that area, the

disease occurs most commonly in children between 1% and
3 years of age. It has three clinical and histological
phases. The acute phase is charaterised by an abrupt
onset with hepatomegaly and ascites. The liver appears
swollen and congested, while histological examination
shows an intense centrilobular congestion with edematous

endophlebitis of smaller branches of hepatic veins.

There may be recovery from this phase or progression to
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the subacute Phase, with persistent hepatomegaly which Table 1. meoHomw of Inferior Vena Cava Obstruc-
may also be associated with ascites; during this phase tion. (Modified from Missal(19))

the central veins of the liver are blocked by a fibrous 1. Thrombosis

endophlebitis causing further centrilobule congestion a. Primary inferior vena cava thrombosis(Idiopathic)
with necrosis of liver cells, and fibrous infiltration, b. Extension from femoral and iliac thrombophlebitis
It may progress to the chronie phase of centrilobular c. Secondary to abdominal infection

cirrhosis. This disease is believed Lo be caused by
ingestion of the senecio group of pyrrolizidine al-
kaloids. In Jamaica the infusion of theese plants are
drunk as "bush tea', There are occasional case reports

of this disease from Germany, Egypt, South Africa,

The causes of Budd-Chiari syndrome remain obscure. d.
Table 2 summarizes all reported causes of the syndrome. €.
Membrane in the IVC was the most common cause of Budd £f.

-Chiari syndrome. (20,24,27) Reviewing of the japanese
literatures revealed this lesion in 70% of the cases.
In Western world, polycythemia rubra vera was incrimi-
nated as a major cause. The hepatic portion of IvC,

together with hepatic veins, are often occluded t:mam

the cause is tumour or thrombosis. Parker(21) could
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Pelvic inflammatory disease

Puerperal sepsis

Appendicial abscess

- Vertebral osteomyelitis

- Diarrhea of the newborn

Secondary to abdominal traums or surgery
Secondary to external pressure with obstruction
Relation to hypercoagulable states

- Neoplastic disease

- Heart failure

- Sickle cell anemia

- Idiopathic visceral thrombophlebitis migrans

- Primary or secondary polycythemia

Te
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8. Associated with undue exertion or exercise

Neoplasm of inferior vena cava wall ltself. These

tumours are low grade malignancy, rarely metastasize

a. Leiomyosarcoma of venous smooth muscle

b. Endotheliomas

¢. Sarcoma(leiomyosarcoma)

d. Endochondroma

Liver disease with external pressure on the inferior

vena cava

a. Abscess

b. Cirrhosis

¢. Syphilitic Gumma

d. Echinococcus cyst

€. Primary or metastatic malignancy

Retroperitoneal cysts and tumours

rwav:mamzoumnrw of paravertebral Peritoneal lymph

nodes

a. Abdominal Hodgekin's disease and malignant
lymphomas

b. Local infection with lymphadenopathy
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6.

7.

m.

c. Typhoid

d. Tuberculous adenitis

Fibrous adesions secondary to infection, previous

BUrgery, etc.

Aortic aneurysms with external pressure on the in-

ferior vena cava

Invasion, external pressure, thrombosis associated

with neoplasms

a. Pancreas

b. Renal Hypernephroma with growth into renal veins
and inferior vena cava.

€. Adrenal

d. Pelvic sarcoma, peritoneal mesothelioma, and
sarcoma

e. Neoplastic involvement of vertebral bodies

f. Stomach

8. Uterus

. R. Ovarian carcinoma

1. Testis and penis

- Invasion of inferior vena cava via spermatic
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10.
11.

‘vein gland ,(17) kidney, lung and blood vessels.

= Invasion of lymph nodes with external pPressure 3. Infectious m:n:o::meano:mubmums?mnonw processes.
J. Liver a. Liver and bile ducts
k. Lymphoma - Liver abscess, amoebic and pyogenic
Congenital absence or obliteration, inferior vena - Cholecystitis
cava obstruction produced by a membrane situated = Cirrhosis
above the hepatic veins b. Idiopathic, syphilitic, rheumatic or allergic en-
Surgical ligation dophlebitis of hepatic veins(30)
Embolism c. Other sites
a. From deep veins of lower extremities - Pancreatitis
b. From lower to upper inferior vena éava - Pelvic inflammatory disease

: 4. Parasitic and fungal diseases
Table 2. Causes of Hepatic Vein Occlusion(5)

a, Amoebic abscess
Hematological disorders

b. Hydatid disease
a. Polycythemla rubra vera

c. Aspergillus(3l)
b. Sickle cell anemia

5. Toxic agents
c. Leukemia

a. Endogenous-bacterial or nonbacterial toxic sub-
d. Paroxysmal nocturnal hemoglobinuria(9)

stances associated with chronic inflammatory bowel
Teoplasm-particularly primary and metastatic to the

disease
liver, butalso reported in neoplasms of adrenal

B3
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b. Exogenous
- Alecohol
- Pyrrolizidine alkaloids(more commonly associ~
ated with veno-occlusive disease)
- Oral contraceptives(may be associated with
occlusion of small or large :mﬁmn»n.<mH=mUAHv
6. Miscellaneous
a. Congenital lesions-IVC valve, web or membrane in
IVC
b. Trauma
¢. Pregnancy(l4)

d. Congestive heart failure

B4

find the underlying causes in only 30% of cases. In
nis review of 90 cases Nakamura (20) found 41% of the
patients with obstruction of unknown cause of hepatic
vein and/or hepatic portion IVC have co-existing carci-
noma of liver. In cases of the obstruction of both
hepatic veins and IVC, most of them have the occlusion
occured at about the same time.

The clinical pictures are varied from the sudden

onset of varying dramatic symptoms, to chronic ones.
parker (21) classified the clinical spectrums into 5
groups, as followed.

[1] Those with gross ascites and hepatomegaly with
or without abdominal pain. (Most common form)

[2] Acute abdominal emergency with severe abdomi-
nal pain progresses to mronr and death.

[3] Both inferior vena cava and hepatic veins obs-
truction as manifested by peripheral edema and signs/
symptoms of hepatic vein obstruction.

[4] Hematemesis
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[5] silent

The acute type (occuring in only a small percent-
dage of the patients with m:mnunrmmﬂw syndrome) not fre-

quently manifests by the onset of severe abdominal pain

radiating to the back or right flank. This is associ-

ated eith rapid and massive enlargement of the liver
and is followed by the rapid and dramatic formation of
ascites. Depending on the degree of occlusion, the ex-
tent of collateral development, etc. the patient may
[1] rapidly deteriorate with shock and death ensuring
in a matter of hours or days, sometimes of hepatic co-

ma, or [2] recover from the initial episode but pro-

Bress to a subacute or chronic form. The majority of

patients displaying an acute onset of this type will

die within 30 days. Hematemesis may accompany the
symptoms described and occasionally may be the primary
presenting sign.

In the vast majority the development is more

chronic with a elinical plcture of gradual hepatic en-
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largement (75%), ascites, abdominal pain (50%). The
degree of hepatomegaly is inversely proportional to the

degree of cirrhosis present. Those patients having far

advance cirrhosis and marked fibrosis will not demon-
strate liver enlargement. Similary, splenomegaly may

or may not be present. Nausea and vomitting occur at

various times throughout the course of the disease, but

hematemesis is noted in only 10%. Jaundice is mild or

absent. Edema of the legs with dilatation of super-
ficial veins in the abdominal wall, the anterior chest
wall and the lumbar region, showing blood flow in a
cephalad direction, have also been noted, particularly
when there is also obstruction of the inferior vena
cava

Clinical signs and symptoms of Japaese patients
are different from Western ones. (20) In Europe and
the U.S.A., abdominal pain is one of the most constant

features, but only a few patients in Japan present with

Pain in the upper abdomen as a main complaint. (20)
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Already mentioned above, the representative signs and
symptoms in Western patients are pain in the upper ad-
domen, ascites, hepatomegaly, splenomegaly, and jaundice.
On the other hand, the followings are typical signs of
Japanese patients: edema of the lower extremities, dila-
tation of the superficial veins in the abdominal wall
and in the lumbar region, hepatomegaly, splenomegaly

and ascites. Nakamura explained that the different
¢clinical features are due to different pathologic
changes. In Japan, most patients with obstruction of
the hepatic veins also have obstruction of the inferior
vena cava in the hepatic portion. Although the rela-
tionship between the time of obstruction of hepatic
veins and of inferior vena eava could not be determined,
in most cases, it is suspected that obstruction of IVC
gradually spreads to the hepatic veins because obstruc-
tion of IVC is more complete than that of hepatic veins

and patients with obstruction only of hepatic portion

IVC are found more frequently than those with obstruc-

tion only of the hepatic veins,

1]

There are two types of IVC obstruction due to web
or membranes (13):

[1] valve of inferior vena cava (Eustachian valve).
(Figl) Embryologically, the inferior vena cava valve is
derived from the right venous valve. This structure
and the corresponding left venous valve form as infol-
ding of the cardiac wall on the right and left side of
the inferior vena cava, respectively, at the second to
third weeks of gestation. These structures reach their
largest size at about the fifth week of gestation and
usually regres. The left valve becomes part of the
atrial septum. The superior part of the right valve
fuses with the sinus wall near the crita terminalis,
while the inferior portion fuses with the sinus septum
just anterior to the fossa ovalis and at a lower point,
to form the inferior vena cava and coronary sinus valve.
Despite extensive study, the purpose of these valves

remains obscure, Franklin suggested that the inferior

Vena cava valve in the fetus might function to direct
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blood flow to the fossa ovalis.

Bennett 1960,(40) was probably the first who
described significant hemodynamic obstruction resulting
from such a structure. Although, this also had been

shown conclusively by Rossall and Caldwal (23) in 1955.

[2] Membranous or pseudomembranous inferior vena
cava obstruction. (10) Thin "pseudomembranes' in the
inferior vena cava have been reported sporadically,
usually in association with hepatic vein obstruction or

anomalies, since Chiari reported primary occlusion en-

dophlebitis of the hepatic vein ostia in 1899. Mem-
braaous obstruction of this type was further defined by

Kimura, et al in 1956 and categorised by Hirooka and

Kimura in 1962 (10). The latter authors postulated a

congenital etiology for these membranes, noting that in

several cases, the membranes were found to be histolo-

FIG. 1.—A drawing of the Eustichi gically similar to wall of the inferior vena cava. It
[F9 . .
b. The valve commissure, “u chian valve. a. Eustachian valve.

: : 5 Superior vena cava. d. Inferj
cava, ¢, Right auricular cavity, f. Hepatic veins, rorvend BRI B R R e fren meneioes

fusion or obstructuon at the "sinusocidal channels in

the chaotic conditions of the early embryonal liver".
90
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It was claimed that patients with membranous obstruec-
tion of the IVC were Proned to develop hepatocellular
carcinoma (32),

Clinical diagnpsis is often difficult and demands
a high index of suspicion. The most common differen-
tial diagnosis is cirrhosis with portal :wvmﬂnmnnmon.
but congestive heart failure and constrictive pericar-
ditis are also needed to be considered. The results
of biochemical tests of liver function are usually ab-
nermal, and about one-thirds of patfents are jaundiced
(21). Serum bilirubin rarely exceeds 2 mg/100 ml. The
serum alkaline phosphatase level is raised and the se-
Tum albumin valye reduced. Serum transaminases valyes
increased and the prothrombin time is reduced. Intra-
venous bromsulphalein is retained. The protein content
of the ascites should nrmoumn»nmwpw be high, and al-
though this is usually true, it is not always so.
Percutaneous needle liver biopsy has been recognised ag

the single most important lnvestigation in the diagno-

g2

sis of Budd-Chiari syndrome (28). Liver biopsy speci-
men showing hepatic venous congestion with areas of
centrilobular necrosis and hemorrhage in the absence of
cardiac failure is strongly suggestive of occlusion of
one or more hepatic vein thrombosis. To distinguish
the Budd-Chiari syndrome from other causes of venous
congestion of the liver (important if surgery is sur-
gery is planned) the inferior qmam.nm¢w and hepatic
veins need to be delineated. (6) Swelling of the liver
produces characteristic narrowing of the IVC just below
the diaphragm. (15) At least one major hepatic vein
can usually be catheterised at venography, when injec-
tion of contrast medium in the wedged position will
show a typical spider web net work of small venous col-
laterals. When an experienced operator fails to can-
Nulate the hepatic vein and there is no reflux of con-
trast into the hepatic veins during a Valsalva maneuver
the balance of probability is strongly in favour of

Occlusion of the hepatic vein.

893



Radioisotope scintiscanning may show a central
"hot spot" as a result of sparing of the venous drain-
age of the caudate lobe through small branches separate
from the main right and left hepatic veins. (28)
Nevertheless, the findings from the liver scan are not
always diagnostic, and there may be patchy liver uptake
combined with large extrahepatic uptake in the spleen
and bone marrow, an appearance indistinguishable from
cirrhosis.(18)

Patients who present with a fulminant illness die
rapidly in hepatic coma. Those with a more gradual
course may be improved temporarily by general medical
measures, but many later succumb to bleeding from
esophageal varices. The overall two-yeair survival is
less than 10%. 1In Japanese patients, the prognosis is
much better; the duration from the initial symptoms to
death is relatively long i.e. one to seventeen years,
Diuretics and salt restriction are the cornerstones of
medical management, combined with treatment of any un-

derlying cause such as polycythemia rubra vera. Anti-

G4
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coagulants and fibrinolytic agents have been used, but
the results have been disappointing.

Various aggressive approaches have been tried in

-an attempt to prevent the development of portal hyper-

tension and deterioration in liver function. Membranous
obstruction to the inferior vena cava may be corrected

by transatrial membranotomy. Side to side porta-caval

shunt anatomosis or splenorenal or mesoc caval shunts,

which can be considered hemodynamic equivalents, is an
attractive concept. The purpese of this type of shunt
is to relieve liver congestion by creating a new blood
out-flow through the portal venous system between the
liver and the shunt in which blood would flow counter=-
current. The results of these shunts surgery have been
mostly ¢isappointing that is, until a recent report
from Orloff and Johansen. (18) Using side-to-side por-
tacaval shunts, they achieved complete resolution of
dscites, disappearance of hepatosplenomegaly, and

biochemical recovery in five of six patients, who were
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followed for between eight months and seven years.
Preoperative hepatic venography and splenic arteriogra-
phy with late film are essential to confirm patency of
the vena cava and the potal vein. In patients with
their inferior vena cava occluded, portacaval shunt
contraindicated-Mesoatrial grafts and orthotopic tran-
splantation have been tried with occasional success.
The LeVeen peritoneo-jugular shunt may produce dramatic
resolution of ascltes, but as it does not decompress
the congegted liver, there is no reason to expect im-
provement in hepatic function or portal hypertemnsion,.
It should be reserved for patients in whom more defini-
Thus we awalt really

tive surgery is not feasible.

effective treatment for patients with this syndrome.(8)}
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| Clinical mm<nm£m_

CA ampulla of Vater

un. 839 alumwi fwed
un. Inlasil inSaelsauna
Carcinoma of Ampulla of Vater tdung L F9ve 191 A
pm1Innuldhiier FelifiTigmgiantsiintlulszinalne uaiy

Ussuanmldin wu'ld o.2% sannaTnirsew tduuzi Sefiinasweanasdl

MdsmndgnurmAdﬂsun a nldininluusionll (periampullary car-
cinoma) 1a¥nwrtiniperatiadiwuiuszasuin

tupmasﬂsm—mz adenocarcinoma nm low grade malignant
1 polypoid mass AAALTIWEIUIAATEIY wud1 wulumilsiva a
fu11e m;acascaammgaqustb 50-69 1 A1779% 1 HERANATLUTH

LA BULWALAZ B8 1089 IUAe 9

BINTINIIAELA

1. Jaundice 1lJuuuy intermittent iup 1013 usAeinu A
mazaasma 854 vouflae CA ampulla 43911 9107189 UTEY
Knox fiae 9 Tu 25 378 ATWIMITTUIUINAINANIT obstructive
jaundice uazw1 ultrasound M7179WU gall stone

2. 81n13dU % 19U Weakness, weight loss, steator-

rhea, thrombophlebitis, hematemesis, melena :;a:%ﬁapagau
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wJammrcaum&_m=:¢J Silvery stool %apmsaazzgqﬁm_zmguw:zd
ufiugas17:8%na1n obstructive jaundice

3. Palpable gall bladder 34 Blumgart Na1177 \fawu
$9uMUBIN1T intermittent jaundice iUuanwuzApudiqianizaey
nz 15 eutnil uAlugduauing Aaaqazmgcgzmmdqav wu'ldla e L We g

s B
154 nuu

- - 0 »
4. N1 1 aWRIANIT9SNU serum enzyme daluilgede

alkaline phosphatase, amylase, lipase ia¥ hypoprotein-
emia zsz4mm4¢mmyzgqnm¢quﬂcamz4=¢qmaxm=m4AJsmﬂm n17iian
alkaline phosphatase gvmasat2a1 Witrwmeiufla93zliifiaanas
fgunnu

19747 2 USAYBINITUALBINITURAIYETUIHIINT 1B IUAIY 4

uz 15 afiefia 1affun fesan

1. ampulla of Vater

2. End of CBD

3. End of duct of Wirsung

4, Glandular tissue at head of pancreas

5. Duodenal mucous membrane
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n17734 . N BT
e — = SE
1. Ba meal fin1mmiuenun1330sduninanz s dnsan .

o o - Yl
duodenum 1UTautL TINpeLANI 8RS BEA mucosa 109uT 1 ndl 11k
U1znpudy tumqur fnflauantdn n1mh hypotonic aaonosoruwuru
szdau L Run anciue lun1150ade

2. Fiberoptic duodenoscopy 1381fi1#u tumour 1Adnuas
dedu1rTonn biopsy 1dandae

3. ERCP _mz:Jum=m=mmmnsg==Judmamrguammpmer N3

8W1TI0UBYIAN papilla 1ATABAT997N  duodenoscope WATEY

-Jmann=-s.a:==m‘=4umsmrmaama=m1JE ampulla Tmen1mnh
retrograde cholangiography qa:ﬂr:;qrx pancreatogram
exclude pancreatic ownnmn:aaacquncngaaauam—mnzazz.axaqnnu
mIIN1TH biopay faaveurou tumour @MIngezIfaRRY INT12
uztieinegana e Ui mucosa F4Und n171 biopsy dnn1elu
ampullary end w84 CBD a3 uauanuinnia m:m::,mzazugun:w.«a

R1UN19 mucosa N ulceration u#7

A1T90 3 _=¢==—mmcaggzcmzmmazzaammap=Aq:agc 14 -
n133ne

1. Radical - Whipple's operation
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8

2. Palliative - by pass surgery W external nis

internal drainage 7

n1ineInIfilin (Prognosis)

5 year survival #'Miu well differentiated CA 60%
moderately differentiated
CA 247

poorly differentiated CA 0%

n1314#_+ e1guazinafilae CA ampulla

TIHNIU |1 h g 4 5 _ 6 7 8
| ) - = -
840(0) _ _ e1 | B2 53 63 51
: ﬁua:qa. (35-82)((28-79)(40-60)|(31-84)(38-64)
.:aadmnxaé_ __. 1.6:1 | 1:1.2 | 1.5:1 | 2.4:1 _d"_..
i _ { i n

1. 376897U%0Y Blumgart
2. " Coutsoftides |
3. Fish h
4, L Forrest ﬁ
5. L Makipour
6. " Miller
7. It Stanislaw
8. " N ATIY
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$13147_2 8 n17usse I Tuanehoe CA ampulla(%)
.u.._m_.as_:t 1 2 3 4 5 8 7 8
1. Jaundice 85 (79 (95 |48 |84 |20 (74 |76
2. Anorexia 8l (50 |97 |29 (76 | 30 _ 74 -
Weight lose
/malaise
3. Pruritus - - - - |50 | 14 | 29 8
4. Fever - - - - |11 | 10 - | 8
|
5. Abdominal |37 |43 |73 |14 |24 | 14 | 80 | 8
pain
6. Constipa- - - - 8 - 14 = -
tion
7. Diarrhea - - = = - | 27 - -
8. Melena - - - 8 - | 10 - -
9. Flatulency | - 7 - - _ 26 | 10 - -
/nausea-
vomiting
10. Anemia 7 - - - - - - -
11, Palpable 82 - | 47 - |13 |52 |31 |15
gall bladder 4
12. Palpable - - - - - |10 | 29 F
abdominal
pain 7
13. Hepato- - - - - |50 | 67 54 |31
megaly ﬁ

*
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a"AUY89984U 1-8 INTDUYDINIIINT 1

711237 3 Sensitivity ¥4 tests #miU CA ampulla
* |
T 1 3 4 5 6 7 8
1. Upper GI 50 47 58 | 46 29 34 3.
series
2. Ultrasound - - Hoo+ - - - 100*
3. ERCP - - 100 - - - 85

‘ - - -
SMAU TSI RHBUNIT 19 ]

+=»m# sensitivity vlw least specificity
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acid n:wwnmvsmazangzm. ss%guaaaq&aquccmaa q 4943198
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A19 0 am+gﬁnaa_=mamm=z4 \94 Gastrinoma, glucagonoma,
somatostatinoma,WDHA syndrome,uat3%1ny 2 Teaen191{ Immu-
nochemistry 41 identify %fiavas cell w19 9 —=mqmam
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am44zgza=saqaqcﬁmgczg fib third generation cephalosporins
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cloxacillin,dicloxacillin UREWIN second generation UIUR"
staaqqxiuzsndnwn:mcauqzma#mmqumatggsmanamgm44 1 n11du

n18 a4 dndre, n1Twue11¥0129% 19U Adenine arabinoside,

interferon uUzdu 1 1A m119un199n¥1190 herpes zoster
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wilaane1 310 Lllumu s 40913 inwIALBunfivinincure rate
ATURIL dose HIUTENIML 95-100% u¢m=¢4_acsqau:ausnanmra;dm
mmgﬁsmn A:mFnsguaugaqﬁrxgaqnmansnﬂsmmJu 0 au uaneANiuEe
1duhumarev19iulsn Paragonimiasis, Fascioliasis, schis-
tosomiasis, cysticercosis ﬂa:aa:ﬂmaﬂmnmm uRAIREENIING
aovAnwR WEnWTiame1TA1e 2 lusuiran
:agz:mJaaﬂasmgasmmzmmamg Cyclosporin m¢m34¢=4¢mJ
41 Sandimmune ®84uitM Sandoz luil n.f.1983 FeiuTzTeniog s
wansaelun11aefi rejection w84 tissue grafts Tasidu
pelypeptide %4 interfere AUT helper cell function #7381
mmaatdﬂn34qsxamsnaﬁﬂsx transplantation Tauiawisiniintgiu
za:n{m: sumaazﬂzsnddqmasztéﬂmngusj Renal, cardlac,
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sa;:.pmﬂmzmgzsmamm =;ﬁ:¢;gusmia»az=4sm 9 uasuwun
1dad1414uan AbgwIn beta blocker Uas Calcium antagonists
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t3uU2nlU coronary artery disease AuEITnEIUMMRlUNTSiNIEA 14
finnTWan11UedE19L NLIe 19U BIRANTA URT cytoprotective drugs
gnuatggila na1Iwy H, blocker antagonist #IUTnAD Cimetidine
w1ldn13inedurulduangrsdnan uazldWmurlufivn19wu Renitidine
&A_mcch potent ni1uas side effect Waeni1 lulagiu uazun
1139 un159n¥1 Z.E. Syndrome Jzayamfmmzschmwasmﬁamasmsq4
n11 uagantsunindawlsuni1fa Famotidine FanaEaIn T snaens
(Jutuu Multi center trial nH1eMA‘BUMY n1TAUNU Sucralfate
LARDUNTYIWIY, Prostaglandin E, DeNol n78 Tripotassium
dicitrato bismuthate, pirenzepine Ua$% Tricyclic antide-
pressant 1d4un Trimipramine maleate &Lasz:JA&ﬁfumgaa&
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carcinoid lu¥minaasy 1du ny Temin 1 deaiuan o Tusnwd
CRESTHITERTIRL ] =4usqdaicrmu Campylobacter pyloridis 1u
duodenal ulcer WUm® gastritis =n«a=anaaquamamaqm homos-
exual ,azmaﬁmgacgazaa==ugdnm:gazafmgan=4urmsadsmam
a21udrmiiad1amInIa mn=Jum=¢4,munmfmr.ncaazpmn
11%8 Maeviin A,B uatnon A non B 1fi1TdaTeaumA i S8 lund
A4 1 aungqsma*_mﬁajnqzsndmmﬁ_%ug AUURE N EEE TR ERL RUREEE
mﬁ:;:;aémrmmqmwA¢==Jd_mzuaiaa Tyafudni susanlafaasdesiidin
Faudeygnafe uaziagianiznanlssgulsafuiuitifivasian 019
m:tg_m:mr=L=44Hu¢4=msmJgungusamaLJﬁ n (A,B, non A non B)
a;qmsmgmgﬂmmma==umscg=Jnsan¢udﬂ Liutuane i TIRANA TN T R
1m3489149uas antigenic component %84 hepatitis B virus 1

fewissil genome LAN 9 UARN virus codes #iznaudie protein

19 9 giaidustuounan 19u pre-S1 domain ifiu largest pro-

]
-

tein pgvlocate ¥ virions uM filaments U&E 20 n m par-

122

ticles ¥8q HBs Ag &ara:mu immunogenic &meE #7u pre-Sl
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infarction Ua:lWaAN11 intravenous streptokinase fi4 2 M1
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pler analysis %Aaa:aﬂnaﬁ accurate information YDNUUIAYEA
W19 wazarumurzeeledils  we1Taniweee valve uazjuiteens
mznwaa. left and right ventricular function f21NHUIYDY
pericardium Uan173i9de pericardial effusion &Amnqugmam
aE1vInADAMITY uoNI NI Nuclear magnetic resonance (NMR)
fan%ifll accurate image 904 anatomic structures tduLun
normal 310 infarct myocardium, thicken pericardium,
pericardial effusion, cardiac tumors Ua: interventricu-

lar thrombi
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| Selected Abstracts |

1. Prospective Study of the Incidence of Ultrasound-De-

tected Intrahepatic and Subcapsular Hematomas in Pa=-

tients Randomized to 6 or 24 Hours of Bed Rest After

Percutaneous Liver Biopsy

G.Y. Minuk, L.R. Sutherland, D.A. Wiseman, F.R. Mac-

Donald, D.L. Ding

Alberta, Canada.

Gastroenterology 1987; 92:290-3,

Percutaneous liver biopsies were performed in

40 adult patients with acute or chronic liver disease.
Real-time sector scan ultrasound of the right upper qu-
adrant was obtained just before biopsy, 1 day after
biopsy, and in 10 randomly selected cases 7 days after
biopsy. Twenty patients were randomized, by sealed en-
velope, to 6-h and 20 patients to 24-h postbiopsy bed
rest. Nine patients (23%) had ultrasound-detected hema-
tomas 1 day after liver biopsy (7 intrahepatic, 2 subca-
psular). Fiver of these patients had been randomized to

6-h and 4 to 24-h bed rest. Follow-up ultrasound at 7
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days in the 10 randomly selected patients failed to
reveal any hematomas not seen on day 1 (n = 6) and
showed complete or partial resolution of those that had
been detected previously (n = 4). Significant drops in
systolic and diastolic blood pressure and increases in
pilse rate were cammon postbiopsy findings, and were
unrelated to hematoma formation. The results of this
study indicate that intraphepatic and subcapsular hema-
tomas are common after percutaneous liver biopsy. The

length of postbiopsy bed rest (6 vs. 24 h) does not ap-

per to influence the frequency of this complication.

2. Compensated Cirrhcsis: Natural History and Prognostic

Factors P. Gines, E. Quintero, V. Arroyo, et al.

Barcelona, Spain.
Hepatology 1987; 7:122-8.
To investigate the natural history of compen-
sated cirrhosis, 293 consecutive patients without pre-
vious major complications (ascites, jaundice, encephalo-

pathy or gastrointestinal hemorrhage) were studied in
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terme of morbidity (probability of developing decompen-
sated cirrhosis during follow-up) and survival. Patients
were diagnosed by liver histology between 1968 and 1980.
Median follow-up was 63 months. Decompensation of cilr-
rhosis was considered when a patient first developed one
of the major complications of the disease. Ten years
after diagnosis, the probability of developing decompen-
sated cirrhosis and the survival probability rate were
58 and 47%, respectively. A multivariate survival anal-
ysis (Cox's regression mode) using clinical, biochemical
and histological data obtained at diagnosis disclosed
seven factors that predicted prognosis: serum bilirubin;
serum r-globulin concentration; hepatic stigmata; pro-
thrombin time; sex; age, and alkaline phosphatase. Ac-
cording to the contribution of each one of these factors
to the final model, a prognostic index was constructed
that allows calculation of the estimated survival proba-
bility.

The predicting value of this index was validated

by a split sample testing technique.

129




3. Prognosis of Alcoholic Cirrhosis in the Presence and

Absence of Alcoholic Hepatitis H. Orrego, J.E. Blake,

L.M. Blendis, A. Medline.

Ontario, Canada.

Gastroenterology 1987; 92:208-14

Liver biopsy specimens (178 percutaneous and

39 transjugular) were assessed from 217 consecutive pa-
tients with alcoholic liver disease, 77 noncirrhotics
and 140 cirrhotics, whose cases were followed for 5 yr.
Cirrhotic patients were categorized into two groups,
with and without "hepatitis'" .using a criteria to define
"hepatitis'" that included only degrees of inflammation,
necrosis, and Mallory bodies that had a prognostic weight
in terms of mortality im 1 yr. This classification re-
sulted in a sharp separation between a group of 42 pa-
tients with cirrhosis without "hepatitis'" and with low
mortality, both at 1 yr (7.1% ¥ 4.0%) and at 5 yr (31%
¥ 7%), and another group of 98 patients with cirrhosis

and "hepatitis" and a high mortality both at 1 yr (26.5%
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= 4.5%, p < 0.01), and at 5 yr (47% % 5%, p < 0.02).
Importantly, the l-yr mortality in patients with cir-
chosis and no "hepatitis" was not staistically different
from that of patients eith no cirrhosis or "hepatitis"
(most of whom had only fatty liver) both at 1 yr (6.9%
23.3%) and at 5 yr (24% % 6%). There were marked dif-
ferences in several variables between cirrhosis with
and without "hepatitis' [combined clinical and labora-
tory index: no "hepatitis': 4.9 X 0.7, with "hepatitis":
7.8 % 0.5, p < 0.01; score of collagen in space of
Disse: no "hepatitis': 2.1 I 0.4, with "hepatitis': 3.7
: 0.3, p < 0.01; hepatocyte cross-sectional surface ara:

no "hepatitis": 682 + 51 ﬂEm

2
31 um”, p < 0.01]. These findings were more severe in

, with "hepatitis": 841 I

the transjugular group than in the percutaneous group.
Collagen in the space of Disse and hepatocyte surface
area were not statistically different when cirrhosis
without "hepatitis" was compared with a similar no "hepa-
titis" group ¢f patients having noncirrhotic alcoholic

liver disease. 1In this patient sample the presence of
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parenchymal nodules and fibrous septa, perse, did not
result in an increase in mortality with respect to al-

coholic patients without cirrhosis and with no 'hepa-

titis".

4. Altered Furosemide Pharmacokinetics in Chromic Al-

coholic Liver Disease With Ascites Contributes to

Diuretic Resistance

A. Pinzani, G. Daskalopoulos, G. Laffi, P. Gentilini,
R.D. Zipser Florence, Italy

Gastroenterology 1987; 92:294-8.

Some patients with chronic alcoholic liver
disease and ascites have an impaired natriuretic res-
ponse to furosemide. To elucidate the mechanism of this
diuretic resistance, we measured para-aminchippurate and
urinary excretion of electrolytes, prostaglandin mm.
and furosemide after intravenous administration of 80 mg
of furosemide in 26 patients. The natriuretic response
was variable (3.3-172 mEq/h) and was unrelated to basal
sodium excretion, renal elearances,or urinary prostagla-

din E Natriuresis correlated negatively with plasma

2°
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aldosterone (r = -0.54, p < 0.01), and strongly with
urinary furosemide (range 5.5-76 mg/h, r = 0.71, p <
0.001). As urinary furosemide excretion reflects the
amount of furosemide reaching the active site on the
luminal side of the tubule, the data demonstrate mar=-
kedly reduced amounts of furosemide at its primary site
of action in patients with diuretic resistance. Plasma
furosemide was higher in patients with reduced furose-
mide excretion and impaired natriuresis, suggesting that
the defect was an impairment of furosemide transport
into the tubule. Thus, a major factor in diuretic resi-

stance is altered furosemide pharmacokinetics.

5. A Multicenter, Double-Blind, Randomized, Placebo-Con-

trelled Comparison of Nocturnal and Twice-a-Day

Famotidine in the Treatment of Active Duodenal Ulcer

Disease

N. Gitlin, A.J. McCullough, J.L. Smith, G. Mantell,

R. Berman, Other Members of the Multicenter Famotidine
Cooperative Study Group

West Point, Pennsylvania.

Gastroenterology 1987; 92:48-53,
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The efficacy and safety of famotidine, a po-

tent new long-acting mmnﬂmnmUnOﬂ antagonist, was com-
pared with placebo in a multicenter, double-blied, ran-
domized, placebo-controlled study in the United Stated.

A total of 3B4 patients with endoscopically proven acute
duodenal ulcer disease were enrolled. Patients received
either famotidine or a placebo. The patients receiving
famotidine were treated with one of three dose regimens,
40 mg h.s., 40 mg b.l.d., or 20 mg b.i.d. Patients were
reassessed by endoscopy at 2,4, and 8 wk if ulcer hea-
ling had not occurred sconer. A diary was kept to re-
cord the duration and intensity of the day and night
pain and the amount of Gelusil antacid (Parke-Dayis,
Morris Planis, N.J.) ingested. Three hundred sixty-three
patients met the evaluation criteria. The results re-
vealed a 4-wk healing rate of 70%, 75%, 67%, and 31% for
the famotidine 40 mg h.s., 40 mg b.i.b., 20 mg b.i.b.,
and placebo groups, respectively. The 8-wk healing rates
for the same respective groups-were 83%, 82%, 82%, and

45% . Ulcer pain and antacid consumption cccurred less
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often in the famotidine groups. The clinical and labo-
ratory safety profile of the famotidine groups was gi-
milar to that of the placebo group. Famotidine appears
to be an effective and safe once-a-day therapy for the

treatment of acute duodenal ulcer disease. The recom-

mended dosage is 40 mg h.s.
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Uisnan

International Symposium on Hepatocellular Carcinoma-

An update on early diagnosis, treatment & Prevention

9 - 10 nuaWuE 2531

tletluTanisaany 100 JA3119 19150 T e Ausma g
N1A791019TAERT AuzummeA1En AT IIMNE U8 s2iduidananda
=au:qudr:aﬂaa4m.mna Hepatocellular carcinoma wguﬁxmgzgn

371% Tneill distinguished guest speakers SANAIUIELNA
L¥u K. Okuda ﬁmazg. 2.Y. Tang (Su), H. Nakamura ﬁamzu

N17UT2YuSEUTENBUAIY lecture URY paper presentation

Lecture 1 Epidemiology of HCC
L 2 Early detection of HCC
i 3 Surgical treatment of HGCC
" 4 Systemic Chemotherapy treatment

u 5 Embolization and local infusion chemotherapy

0 6 Prevention of HCC

u 7 New development in the treatment of HCC

1 .'
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The mn:bm»mnnmmnwmﬁn Congress of Gastroenterology

The mﬁubmﬁnaummn»mwn Congress of Digestive Endoscopy

October 9 - 13, 1988 Seoul, Korea

v
voziinavmutany 149U Second Announcement ¥84N17UITYM
» - - -
M9 2 congress #1sMusanuizinainminisumily Jaulaezhane

1§ 1av1TnaTauIauy ninfinnoTaunTelun

Secretariat office for 8" APCGE and 5 "APCDE
Seoul National University Hospital
28 Yungun-gong, Chongno-ku

Seoul llo, Korea.
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The Secound International Symposium on

Viral hepatitis and Heratocellular Carcinoma

December 7 - 9, 1988.

Taipeil, Taiwan

Many internationally recognized experts will de-
liver lectures on various aspects of viral hepatitis
and hepatocellular carcinoms including epidemiology,
prevention, virology, molecular biology, immunology and
treatment. In addition to these lectures the sclentific
programme will also include selected presentations and
posters.,

Guest speakers

F. Deinhardt West Germany

M.C.Kew South Africa
S. Krugman D.S.A.
K. Nishioka Japan
T. Qda Japan
K. Okuda Japan
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W.S. Robinson U.S.A.

C.E. Stevens U.S5.4A.
H.C. Thomas U.K.
P. Tiollais France
M.J. Tong U.5.A.
A.J. Auckerman U.K.

Organizing Committee
Chairman : Juei-Low Sung

Secretary-general : Ding-Shinn Chen
Secretariat

Secretary-general

Graduate Institute of Clinical Medicine

National Taiwan University Hospital

1 Chang-Te Street

Taipei, Taiwan 10016

Republic of China

Tel (02): 312-3456 ext 2845 or 2201

Telex 0785-21234 NYUH Cable: NTUH
m:;mamnzaaaumsmmqgmnu_mmsnpuacnmrqgmAsuanaaaz secretariat
sduﬁmmaaﬂmc WIBHIUN L BYTTN T TRNAALUNN D TIUUN A AL AUBTH TN
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World Organization of Gastroenterolo

OMGE young investigator scholarship

The Governing Council of OMGE is prepared to make avai-
lable a number of awards for young investigators in gas-
troenterology. The conditions of the award are as fol-
lows:

The award must be in the nature of an original
contribution to knowledge, based on clinical and/or la-
boratory studies in the field of gastroenterology broadly
defined.

The contribution must be double-spaced, typed, in
manuscript form, with no more than 14 pages of text and
up to another 6 pages of figures and/or tables,

The material must not have been previously published
but can be submitted for publication once receipt has
been acknowledged by the Office of the Secretary-General
of OMGE.

Contributions can be in English, French, German or
Spanish but must carry a summary of no more than 250
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words in English.

Every country in good standing with OMGE is eligibie
to submit an unlimited number of manuscripts. Countries
represented on the Governing Board and the host country
of the next World Congress are not eligible to submit
candidates. For the World Congress of 1990, this will
be Australia, New Zealand, United Kingdom, Canada, Norway,
Japan, France, Spain, Mexico and the USA.

The manuscript should be accompanied by a letter
signed by a responsible official of an academic institu-
tion located in the country in which the applicant resides
confirming that the applicant is less than 35 years old
and is a member in good standing of the medical community.
The award will consist of a round trip economy air fare
from the site of the candidate's residence to the next
World Congress, plus a cash award of § 1,000. Additional
awards in similar or lesser amounts may be made. The
Council of OMGE reserves the right to make no award if

no manuscripts of acceptable quality are received.
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Completed manuscripts should reach the office of Secre-
tary-General of OMGE, Professor I A D Bouchier, no later
lst -August 1988. Announcement of the award will be com-
municated to the successful applicant(s) no later than
lst May 1989.

Address for manuscripts: Profesor Ian A D Bouchier

Secretary-General OMGE
University Department of
Medicine

Royal Infirmary
EDINBURGH EH3 9YW

Scotland UK

143



[ vssnrinitunas |

qam TNy atuil Juadufi 2 aetAuTA U Tau URaM N
Raudin n1sdngian idaman1etu uasilasonifodu sudanaatd
VT EN1IAI9T w09 TRD B191Tdne @ Tewille iR iusutuay
Bufiunwadae. =m¢émgﬂ=:Jm=au:ac=:¢n=:=grsm;pdznﬂmm4£mn
frsavaualuurnnduniiiies 7 atu &4:J4=_m¢&4::m=ﬂzmagm=qu
Tewiuunat9iienin wazt susuuzWiumar umie3en131%u1ndu
_qngmszgmdzmausnﬁuzaa344=m=a:;gﬂaal;¢ﬂt;ﬂ:gg=m4 Tuatiy

v L] = -

ez tAuldav 1fiunen1amae39Inaie 2 1Joe uasiiumatauiil Aw
- ' - [

Asu:.:.z.mmeqga.rmmga—muﬁnusaaam_qazaﬂmpszmm-

lected abstracts tfurdndaeTauneuussidont Joeill clini-
cal application aatéamgmstJnamcaudmangmm—nxaumJ:nEJaz
nﬂmmumm.qnamssdznguJﬂsJamagadqasm a #miutTosTammn
:‘.mzmbmnx_mnﬂzudangaaamﬂmaEnmrJa&_qgﬂmmmdu==a=_mzegé

' - . . &
suaInnvLasuasR N IouIns 18 1aN18nTas luAnyan Ldnsaanl

wiougad 1IN IAnatuiis T aafyEnt Sounilefe 1111469118
dadest sEn1auuwndssuumiaiivaomrTuiau T inalng (advufle 2530)
e i uan1dn 1A TU AR 1T Ua s UEAN A I L AIRTUTa T o 1l fusnely

T ywiisdnsuuundis uaznquisendufunadvsuiauy 1Resz 1dwhig

144

Anm;mcm_a:uazmnqud:asammﬂa

N173Am AR IANIANY # szt TauasiTudssTeminanuding
Tuegtuniuiiisiitdsinsundnymin Tastanrzdrsurdnitafiun
- L] ., ]
MM I TILIAU S va WRE e  nsuw Tugaar IR AN 1114z
BuftTund19uan naremiznesussndnrm e 1d3uniioy n3odo1sun
] - o - 4 .
UUE AN TUANTIN L RO Fuu g gas 1 santang IWREYIU L NI e udL N

a«_mzmmrmsﬂmm&as.

sdnviladiefiog nis Lildfugasiramanuy

=Meg=m4n
.megnggm:43:=zsmquccsga_mzmdsgqsmacqu.s:asm
81973917 5ATSUUN 1L AUD IR T
Y Wmer1aaddTi 19w 1048
uranondos

NIYLNNY 10700

145



AIAUAN I TU TS PMITIIINITURS TINAT

Au1AuuMETSUUNIY LAME M TURNUIZ LA Ing

Utsenl 2530 < 2531

ufl MR Tk EL © anaufl
17 NN, 30 kL ETRES R TN NIZUNNYY
4 N¥.30 KL RTLES N1
27 AN.30 Lecture tour m.aunfund
wBULNY

23-27 W8.30 ouTNizuzilu Digestive  ¥M.9M14
Endoscopy insutzyuing
3917 uasgInITUIsel

2630
4 fim.31 39111 N. A1
6 WA.31 4911 M. 3990
18-22 nn.31 Jean1inaad 2534 M.ANTIMIN
URETINIT
2 nY.31 M1n1y .91

21-26 Wu.31  ousnTsesfuuasuTsying  TW.T1TuiR/mTo
JenrsuasgInisussedl  an.wazuengy
2631

146

. g



