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Interhospital GI Conference
13 AUENEY 2539

a Tausalganduniaed

wey §Ann IMIIRUNA
™A
CASE 1 wilngd ;g 54 T enfiwauti, alidwuuenigy
8. Aundnsminiadn 1 dUaviRauN T
e  trsuaninSuiomaniesie dahnuiuldund Tuwy
wanduaniuiiuliaila uwslilasumssnwnlag
2 drgunTnanesaf s, A3 I8sunmsidadududy
severe mitral stenosis with AF Uwnduuztinlvin PBMV usiciUe
Ufias vasnemaenlalaiugn  Furosemide 40 mg/d, Isosorbide
dinitrate (10 mg) 4@z 3 19a1, Coumadin 4 mg/d Las Lanoxin (0.25
mg) TuaziiaNAanA Functional class II-1Il,LAEIENMT CHF #BINA
sowsalu 1. 2-3 A%
2-3 @auniaumnTn Janmandamfaiu 1y Functional
dlass Il Fmarduld aams
1 duaidauNs N SAuiniemeandas Taaediiduiud
pauldanSuuuasilion 988 quBieTufl unndimanyih PBMYV
o,  lafumsifedeinduumawiles 4 fneu Snwdae
Glibenclamide 10 mg/d ANUIMAlsANERUAIS YHiasTsAUszEM
fu glimelasumstindanialdsudasunnau luiredanisaanmdes
AUNAINNABY
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Us.  Lifwndn Liguywd
o, fusnauengiEnsedy Wudssa dssine 1-2 3
PE:  (MaInaunv PBMV) T 37.5 °C,HR 80/min AF,RR 20/ min,
BP 100/60 mmHg.
GA:  Good consciousness, not pale, markedly icteric sclera, no
signs of chronic liver disease, no edema, no ecchymosis, neck vein
engorged.
HEENT: WNL
Heart PMI at 5th ICS, 1 cm. lateral to left midclavicular line, no
heaving, loud S1, systolic murmur grade II-1lI/VI at left parastenal
border.
Lung: clear, no crepitation
Abdomen: soft, not tender, no mass, no ascites, liver 4 FB
below right costal margin, firm, smooth surface, blunt edge, not
tender, liver span 18 cm., spleen 2 FB below left costal margin
Lymph nodes:not be palplabie
Other systems: WNL
Laboratory Investigations: (nainauannrn PBMV 8 d.A. 39)
CBC: Hct 42%, Hb 15.1 gm/dl, WBC 13,420 (N 92, L8),
Plt 177,000 FBS 289 mg/dl,
SGOT 805, SGPT 685, Alkaline Phosphatase 296 (117),
Bilirubin  D/T 13.7/17.3 mg/dl, Alb/Glob 4.9/4.2 gmyL
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Liver function test

SGOT | SGPT AP DB/TB AIG
6 dn. 39 805 685 296 13.7/17.3 4.9/4.2
13 €A. 39 2595 186 21.6/25.9 3.6/4.0
16 ¢A. 39 820 2065 182 28.9/30.5 3.7/5.6
3 nY. 39 114 960 146 -136.2 3.6/5.6

Coagulogram
8 dA.39 PT/PTT 17.2/37.9 ,13 &A. 39 PT/PTT 16.8/33.3

Hepatitis proflle

9 &n. 39 - HBsAg + ve, Anti HBc IgM +ve
- Anti HBs -ve
- HAV Ab IgM -ve
- HCV -ve

U/S Abdomen
14 6A. 39 - hepatomegaly, normal echogenicity
- no IHD and CBD dilate
- hepatic vein dilate
- GB normal, ascites not seen, splenomegaly

Imp. compatible with hepatic congestion
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Echocardiogram:
7 &R, 39 - severe MS (MVA - 0.98 sq.cm)

Problem lists

30

1. Severe MS, S/P PBMV
2. Jaundice, fever 1 wk.
3. Hepatosplenomegaly
4. DM 4 yrs.



Discussion
- NU')EI‘S’IEI‘N uﬂmmmaamaumamn was LFT udsfaniz
hepatitis (SGOT/SGPT gumausitng Admit) TanAULsARRIRNARE:
e
1. Ischemic hepatitis
. . a4 » ) '
2. Viral hepatitis 31nUszialiuasndasiiuuniay
- | ] &
3. Drug induced hepatitis WALUBINN Review § EIMINUA
W ~ Wy a a F] req v a a
srzaale Swiudielfasedula uananiuwnddald Jaiin
P
fanzlivpaas
4. Infection U leptospirosis walaifiusziBtiugy

d7u underlying dis. Tasgithenas fitfgm Fuuazsihula sy
. d a .
Hx prolong and Recurrent heart failure FyAmHanae chronic

: . o
congestive heart failure ¥31Ng{A

>, Yy v 13 d « v 4
filesnell 18Sumarin U/S Abdomen #fiwunmziinlany
M7 hepatic congestive Nanwmz hepatic V.dilate YlAART underly
. da a & & . - o
dis. MAntawdunntu dwudgm hepatitis wasdUae lasums
fellow up LFT waz m379 hepatitis profile san1 Usingin SGOT/
A' ! -~ »
SGPT wintuluaandnn uazdl HBsAg + ve, uazil Anti HBelgM + ve,
[ ] Ve - 1 & Jd »
mifAsfaghemeiliing ischemic hepatitis 16 970 pattern 83
da & o ' P
SGOT/SGPT Mususnd (Tuluzi 1
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Aspartate Aminotransferase U/L.

>hNN =

HH

HLLIE

7504

Pavient |
Pauent 2
Patiest A
Patirnt 4
Palient &
Palient 6
Putient 7
Patient ¥
Patient 9

LL] ' T T T T T

poe il | g i 4 Lo 7 L ey 12 15 4

Days

Fi.. I. The course of aspariate aminotransferase in the nine panents reporied.
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\flaiuft 13 @A, 39 Enzyme fog Lﬁaqmngﬂﬁuaztﬁa F/U
sinlu ufl 16 an. 30 Aiflumaui Enzyme Guamm @2y AntiHBCIgM
Anmawy Adusnfududsnmzande hepatiis B lufilhened i
Hx Aa1e prodrome u1N1 @74 enzyme AnsranuliuAfingaiy
sewiANBRUNATY 2 aEn SaialWiAu pattem B9 viral hepatitis
enzyme LatALIY

mildmad 1#3ums FU LFT 91 18 3 nu. 39 (Masn
discharge 2 BfiRtl) W1 SGOT/SGPT ndumagluinmeiund
ghaduayunIz ischemic hepatitis sy

daullym Bilirubin AtseaRuiuludaag Giagunelals
FauuiAeaty Jym Globuin Agalugiaemed dainsclsfums
fuAusialy
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interhospital GI Conference
13 NuENey 2539
a lsasulganiuntiied

UGN ez ing
w.awasnsal
Case 2 e ndlalned anelne 54
ain maldtndusi glidun njamne
cC dnemannmiluiom 3 Ju PTA
P 1 ey PTA fuaadeimslisigmaunawiu saunds
daawsluiionfoy wmasmns lila Liuse hiﬁmfwn un
\Hulimaunaniu aenss tadlng
2 dUeani PTA Tumuwndiindiia Taeudld usdniay ansu
Usenmu enmagelaifty dHiflimaan
3-4 Ju PTA fthefimnstadiuien iuse AsiazAdoudn
Tuaz 2-3 A3 Lifiaanes Lifleduld endey Liflamawidanm
SUE Forwudandefudsmu  widiradarnsdiadudon
gaumasanniuauinenlalm
1 7u PTA duneinitlaaazddn dnunniuninuasda &)
miiansineduynay Sldmaanadanlzemenua

PH Ujiaslsmiszansn
SH Limumén liguuwd
FH Ufiaadnulsalunsaunin
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PE BT 38.0°C, BP 110/70 mmHg, PR 100/min,RR 24/min

GA A Thai female, febrile, fully conscious
HEENT - Mild pale, moderate jaundice
- No cervical lymphadenopathy
- No OC, OHL
Heart - Normal $1,82, no murmur
Lung - Normal breath sound, no adventitious sound
Abdomen - Soft mild generalize tenderness

- Liver 3 FBS below RCM, span 14 cms, mild

tenderness

- Spleen-ve
Extremities - Petchiae at both arms PR- Bloody stool
Lab
CBC : Hb 10.2 gm/di, Het 21.1%

WBC 3,470 N 90% L 7% PIit 9,420

UA : Albumin-ve, glucose-ve, RBC 1-3, wWBC 1-3,
Plasma glucose 92 mg/dl, BUN/Cr 52/0.9
LFT : TB 6.49 mg/dl, DB 5.14 mg/dl, SGOT/SGPT 262/

109, AP 823 (279)
PT 12.7/13, Albumin/Globulin 2.3/3.5

E lyte : Na 134 K 4.8 Cl 89 CO2 22
LDH 12,100
Stool exam  : RBC numerous, no parasite

CXR normal, EKG normal
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Discussion

sl uaz mamilivealsa

squlfgmludihened Wud
1. prolong fever and jaundice with hepatomegaly
2. Gastrointestinal bleeding
3. Pancytopenia

wasnnsugihalilulaawenuns levinmsld N-G tube lavage
WU 161 clear gastric content AMnsuTafaraidilhe diundlubmed
anefluiiosin-uss dviaunaeas Baseanlumafuaimininas
VNMMIAUE IR IUEW

Differential diagnosis ‘luﬁﬂ')ﬂ‘iﬂﬂﬁﬁﬂﬁa
1. infectious disease
T‘inﬁmtfan"ﬁn‘lﬁlﬁﬂlﬂﬁmuq o Tinies, sula
uazdl pancytopenia l& laud
1. Disseminated Tuberculosis @edunsavialwiAale
waznend  anwlusuuazlulunszgnvinldiin aundes uaz
pancytopenia 18 samamaiiusalsalumadiuaims snanseriale
iinunaluaildlasiani: vSiaa terminal ileum. vinlWiAs lower
gastroentertinal bleeding lAliunu fuseunme nadndisdvan a1e
Undls
2. Typhoid fever MR diannsltiduliaiuiy  uas
amandals amazunsndavlumadiuanms 1aun damaanluma
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wuams aldneg AniisnadUaaes uamaAa pancytopenia
undndaavnznnaeiihasnei wildlies
2. Malignancy

Hematologic malignancy laaanne lymphoma
gansaniliiieliliuiug daansiundas uaz pancytopenia 16
Tasawrluguaamed § LHD goan dawulslu Hematologic
malignancy &7 lower gastrointestinal bleeding §13130LAALATIN
myinenganmiald Taeianizudian terminal ileum Ty lymphoma

mIsndiuvaslsa
v o “ v o w
Jufl 1 wassulilulsanenuna 168 septic work up waslel

130l antibiotic 1T ciprofloxacin 200 mg HLEU N 12 #alu

Fuft 2-4 wassulilulsowenuna

dhedillinane dnaiudes Wumsinwlnanmslvices
duaalafuenzlunszan ilasaniinnaz pancytopenia Han1Tanzle
n3zAN (Bone marrow aspiration) Wuia USunagadasaaaniiag,
normal megakaryocyte, increase lymphocyte and plasma cell (#1lal
AU reactive marrow Kia Bone marrow biopsy WU IS uad e
\inURE WU histiocyte Laz mononuclear cell Lﬁ'u%l’u wazdl granuloma
ﬂgiv'i"ﬂu U uiliAwgaduad Neutrophil 19090172 bone marrow

necrosis



HAMIRIIMRRBIUHURM IR

- Leptospira titer . negative

- Weil-Felix test - OX-K =1:40,0X-19=1:20,0X2= 1:80
- Malaria . negative

- Widal test . O agglutination titer = 1:80

. H agglutination titer = 1:160

Hufi 5 nassulslulsanenuna

Siflfuarenafiudon withinalinn Ies CBC dmui
Hb = 12.3 mg/dl, Hct = 38%, WBC = 2,700 N = 63.5% PLt =
12,000 WAnElARIIINMYA antibiotic

Fuft 7 wdasulilulsanenna

gaedaiilige gassiiuben lasumsmsia sigmoidscopy
Wuinll small shallow ulcer. 3-4 WN@A Y310 sigmoid colon 1WA
0.6-1 cms. mucosa JauLKaus lavimssatuilaudnalnd quua
Tums7ann histopathology Wuidndl Submucosal hemorrhage uazi
mononuclear cell infiltrate agidnUae Tutu submucosa

Wa hemoculture War urine culture ndunanudnduy
Salmonella typhi voluides uaztlaanaz uandldResanly antiviotic
\flu ciprofioxacin anATamily

- A . A
Jun 9 nédulilulsanenna
flelaiflild wazamsaadiudeamely
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uft 15 ndasulilulsanenuna
#7379 CBC Wui1 WBC =3,100 Hct = 36% Plt = 194,000

Fuft 19 wasulitulsaneuna
Ha CBC : WBC=5,100 Hct=33.9% Pit=372,000 LFT:TB=1:51
TB=0.67 mg/dl SGOT/SGPT=96/92 AP=870 LHD=463 A/G=3.5/4.86

Wasnemadhaduden Lisusaatugldanneianm
fiiun sigmoidoscope gihedslasunianin colonoscope wuin
UsaB 9 S 4-5 ua 7 ransverse colon WAz caecum TUR 0.5-
1 cm Uaswu ﬁuuaﬂﬁiﬁ'ﬂﬂ uazill exudate AR agi'ﬁu“mm terminal

ileum

wasmihefihsaaninlameuia fihsmnad ld waz
il - : -
Lifidheiluifan manye CBC Fawudn Unf

Typhoid fever'
al a a . o v a LY
ApAsiAe 3inmsiode S. typhi FaviiAse nslE ua:

abdominal symptoms illugny sy

Paratyphoid fever \fufflifanasfAssnmsande S.
Paratyphi A, B wW3a C1, ﬂa@'ﬂqmzﬁmmmﬁ'w Typhoid fever
Nl TULsTEnd

dumdn Enteric fever fiumimunannumiuiin typhoid
uaz Paratyphoid fever



o

n  typhoid fever aniluamansiastludl fau

aa ~ . ¥ a
ﬁﬂ’ﬁ‘.ﬁe}ﬁ 18 MIIdILLLYn typhoid fever ﬂﬂﬂﬂ'\ﬂl‘lﬁl’]ﬂﬂ"llﬂﬂﬂﬂ‘]

mlaennunn

U 1829

1 1850

U 1869

1 1884
1 1896

1 1948

P. ch. A. Louis tflugusn typhoid 3nlfannaunadu
Imﬂ@m'mﬁmﬂnﬁﬁ intestinal lymph mode W&z spleen
william. Jenner THinmae enlargement of Peyer's
patch WAz mesenteric lymphnode (fugtelums
DL

wilson 18ldif1in enteric fever unu AT typhoid
fever HUITIATUAAUNGT intestine uAREIAITINST
1R typhoid fever anaudslfagii

Budd Wuid1 B, Jﬂ, fomites HNNATOLWTIES
typhoid fever 15

Gaffkay sransousnidanslsals

Pteiffer and kalle 1AARAY typhoid vaccine létiiu
avousnlaeld heat killed organisms

Theodore Woodward T1eun1s4d chloramphenical
Snw typhoid fever 1ata

\arialsh ( organism)

o &
Typhoid fever ¥da@WWAINLTE Salmonella typhi %’mﬂ‘u

motile gram-negative rod bacillus ag‘lumzqa Enterobacteriaceae

A7 Bacteria 9i flagellar (H) antigen, cell wall (0) lipopolysaccharide

: . . , . o i i
antigen Uaz polysaccharide virulence (Vi) antigen 'ﬁaagﬁ' cell capsule
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Polysaccharide side chain 183 O antigen Baem1l¥ilis
serologic specific Aaifa uasiianudAgysisanaupuuseasdelums
invade lymphoid tissue naluald

IHUAINen ( epidemiology )

& Y
\te Saimonella typhi 73W8W  Salmonella paratyphi 3zaglé
1 q & - z % - « ' |{
nslupuiniy Aty @adauninnAuass Inedulvgunside
¥ 4 - = ﬁ da %’ &
maay wisamsnludlasuganszannauniitalsaiaglaaans
o 3 d
lumumiiiu chronic carrier
e S. typhi ihaldlunnang e ma uaznds Samadsls
wing Auludszinmadindinamn daulngeniisludniaiFou uas
young adult gmegiang uazwdilemaidiu  chronic carrier 16
& o & L P
wntulaeiitaaglugang
Tutilan dada  HIV wunillamandiu typhoid fever letuan
nhilidada HIV & 25 uh

nalANYIARlIA ( Pathogenesis)
o oy " . J 9
naanngihe a3y da S. typhi Waundnazgarimnela
o L 8 ‘ [ » ] [}
ATAlUNIANEIMIT nasnuulatuthly aaludildidnazeinu

wWlvlu Peyer's patch lamrinunia  cell ﬁﬂnﬂquagimﬁa peyer's
patch M3t M. cell Fuflu cell Aifl intraepithelial cell pocket 71
muluil macrophage Was lymphocyte, short apical region 3Iu@9lN#
brush border Favinl¥idarinuE Uy cell 189 mononuclear cell Az
undithgnszudidenlaine Ui @efivnlwidsalsasinannndn 10°
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ﬁqu‘lmudm-m ilnfn Uz 8-28 Tuusiiineny Gaifige 3 T
mu'l'u'nﬂn 60 ']ul‘ﬂi]*i"LL'U\‘m'JElEn.u mononuclear phagocyte wazdn
dnsau.ataaniﬂn au an uazlunszgn ﬂotﬂaavuuammamﬂlu
macrophage ta9ndEEnal n’ﬂ.‘nmn inflammation 'uu

gNMS abdominal pain, Waude, \dassanvinanld Wisald
nzaifiavInil hyperplasia 189 Peyer's patches uardiuNaRATY
1M IUAZEINTUER®

ludusniuin usasAd bacteremia JUaesslianms gy
wuaulanadvinasuadntas ameiwageranuirinadula
wharemag lunSeuTna reslassiurnm FaduuTiues
terminal ileum TudUsmnassananuidionmaiaadelauszann 1/3
w0y il ‘luuﬂ'mnuu'm'mwu rose spots lAuitaaulng, win,
an, Yoy 1fluflu erythematous macules 1U1& 1-5 mms Javzmn
Tuaghamadainmelu 2-3 U isn  mononuclear cell vasculits Y9
skin unnmnﬁuq:wu'jﬂzjﬂqﬂﬁﬁ'u'[m il Sdihaldlasumsinem
Tudus¥iiain anafinnazunindeuls laud @essanluninsu
gy, mmsauasald Janulsusana 5% aazunsndaudug 7
grunale laus myocarditis, acute cholecystitis Wae acute meningitis

UszanaudUsnf 4 gilaessdhgsses resolution Feezlidilan
unmilinanediy camier uazBnswaunilimail relapse 18
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Mty

mawzdaninden sswuldaussana 50-70% 0 bone-
manow fnzwm%a‘lﬂ" 90% intestinal secretion, \f0m uaz bone
marrow Taufusswudaldanndn 90% uensmivlutlaanzuasiiy
rose spots A Tziawulsiduiy?

Widal test \{lum3mT79m1 antibody 68 O uaz H antigen @
O agglutinin tite>1:80 %38 fourfold xising axtaeddadt & H-
agglutination Laifiat specific ageiumnmsdndaluaiin wiannda
bacteria #linfule

m373 CBC drulngiduinidafianmiszuninisanas us
a & ar
Wafldusted band forms wWIRNEU INAMIADANPARMIBNANLATIS
& L] - ar 1 AI ;
DIC 1A A19MTI9AITMIINERIAY  NUNUIIN  ATSIA N uvel
p . . [ - aa v
aminotransferase W@z bilirubin 16 asrvgansludihensianmains
\He wuinliliadastn

Aarrii g
. e & a » R s d e
AsINWNAARY ABMSIIA  antibiotic alaun
1. chloramphenical @iy drug of choice lumssnw
&, 2 o
typhoid fever ¥MAILAL 1948 WUMEIWINAROATIAILIN 20% U
nadiilisnemaadanndin 1% uasszaziam@ldan 14-28 U infa
-~ ¥ o ) ol o o
3-5 u* uansnuudiinmgn uslitaidenil relapse rate oz
- & &
10-25% LazSEEsRAIlMsARENNATIY




2. Trimetroprim-Sulfametroxazole WUl relapre rateUntn

3. Third-generation cephalosprorin \#u ceftriaxone uae
cefoperazone WUIANaA rinAu chloramphenical WasdTIENIUT
malWiAes 5-7 4 Alduad wilifidayanisnduliudgy wdsmslim
SeHd®

4. Quinotone antibiotic iuenfignsad cell macrophage
¥adszauggalumadniiuasaild Sninessdusmalumsinm
typhoid  &afiuualnesdy drug of choid Tuilaqiiu mmj'uiﬁﬁufi
Ciprofloxacin 500 mg Juusemuiuar 2 A3) 10-14 3u, ofloxacin
200-400 mg W@z 2 ATY 10- 14 4u #2 norfloxacin Waz fleroxacin
AflTenuinleuna

: , &
lunsdl  chronic fecal carrier (iwizifatulugasnsznie
dadzuuannndn 1 1)

mysnwlaiun

1. Amoxicilin  ¥38 trimethoprim suifamethoxazole 1Wuu 6
fusviaansonsadialy camer Idannadn 80%°

2. Quinolone antibiotic AElA ciprofloxacin 500 mg Juag 2
A3 W38 norfloxacin 400 mgiuar 2 %9 1Tuaen 4 Juend wuhld
HaRLuAY’

3. Tunsdiffl gall stone warhimaususisianTsnm Ay
NI Cholecystectory
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Pancytopenia 1u typhoid fever®

q . ] ol
A7z Pancytopenia 1u typhoid fever 1iluntasnwulaluves
A TEa I muld  Mark M. Udden uwazwan laseaugilae 5
o . o ! .

e typhoid udzuNIIE  pancytopenia NUININNTTATIVLY
ASLANIEWUGNE  histiocytic hyperplasia- uazdl  hemophagocytic
[ ° v a t 4
activity snedaunarilfiin Pancytopenia usnaANuATIATIALY
AT:AN §WTAWU granuloma Waz bone marrow necrosis AITUE

d e v, &
aTgniusun alguny

Tl 1994  Shin® Témenu dibemnimnd 16 Mg Fawe
\#831n bone marow Fwiflu S. typhi uaadulngidaieg
thrombocytopenia WA MNNNIATIY 'l'unizqﬂ 16 578 wuidl
paARUNASI

Chronic granuloma 8 718l
Hemophagocytic 4 el
Reactive marrow 2 98l

Non-specific marrow 2 718

damuinananiawu  granuoma  1Ailudaulng waznalu
granuloma ENaWUiNdl inflammation WAz neutrophil debries 14 LU
- ~ W al o
WenusnuEue
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LIVER IN CARDIAC DISORDER

wey.§Axa RIIimuna

AT

Hepatic abnormalities occur as a secondary effects of various
cardiovascular diseases such as acute circulatory failure ("shock
liver*) and chronic heart failure. They are clinically , biochemically,

and histologically different from each other.

1. CHRONIC HEART FAILURE :

The pathogenesis factors thought to be resposible for the hepatic

changes in congestive heart failure include'

1. decresed hepatic blocod flow with resultant decrease in
hepatic O2 supply

2. increased hepatic venous pressure with subsequent
pressure atrophy of liver cells and edema of perisinusoidal area, both
leading to cellular hypoxia.

3. decreased arterial oxygen saturation with subsequent

hepatocellular hypoxia.
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Gross apperence : The liver appears as an enlarged purplish organ

with rounded or blunted edges. On sectioning , the cut surface has a
*nutmeg” apperance and the veins are distended. The “nutmeg®
apperance resulted from the contrasting combination of reddish

hemorrhagic area in zone 3 and yellowish porta! area.

Microscopic changes : In mild hepatic congestion modestly elevated

hepatic venous pressure, hepatic morphology may appear normal or
near normal. With moderate degree, more marked hepatocellular
compression and atrophy are seen in terminal vein areas, and cells
located progressively farther away from the terminal veins begin to
show changes of atrophy. Depending upon the degree of
concomitant cellular hypoxia, hepatocellular necrosis may be
encountered. Occasionally, these brownish granular pigments can be
seen in the zone 3 areas, this pigments stain green with methylene
blue, but iron stain are negative: this pigment is therefore probably a
product of bilirubin degradation. It is now accepted that the severity,
duration, and recurrence of congestive failure are associated with the
degree of hepatic damage. In more recently, autopsy study, showe a
relationship between passive congestion and the severity of right
sided congestive heart failure , but not the severity of left sided

failure.®

50



Clinical aspects : Symtoms: Most patient with heart failure have no

symptoms due to hepatic congestion. However, right upper quadrant
pain may occur with acute right sided failure.

Nausea and vomiting can also result from severe heart failure, but it
not known whether are due to hepatic or intestinal congestion'. Heart
failure is a rare, but reported cases of hepatic encephalopathy and
coma*. Hepatic congestion may resulte in severe hypoglycemia which

can induce stupor.

Signs: hepatomegaly occurs in 95 - 93 % of patient with moderate
to severe right sided heart failure®. The liver is palpable in many
patients (often more than 5 cm below right costal margin) and is
usually tender, firm and smooth. Palpable splenomegaly was
reported in about 20% of patient with heart failure without cardiac
cirrhosis, and in about 80% of those with cardiac cirrhosis, Ascites
occures in approximately 25%°, in about 1/3 of these the ascites fluid
protein content is over 30 g/l. Peripheral edema is more common,
occuring in 75% of patients, and pleural effusion is present in 20 to
25%, but these are usually the direct result of heart failure rather
than hepatic congestion. Overt jaundice is found in less than 20%
of patients, and appeares to depend on the severity of the heart

failure as evidenced by right atrial pressure, pulmonary wedge
pressure and cardiac index®®.
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2. ACUTE CIRCULATORY FAILURE ( SHOCK LIVER)

Shock liver or ischemic hepatitis is a severe hepatic

derangement, results from hypotension and is frequenty associated
with dysfunction of other organ. Patient with acute left ventricular
failure with or without chronic passive congestion of liver may
experience the abrupt onset of centrilobular necrosis of the liver. It
has been reported in association with hemorrhage, coronary
thombosis, sepsis, postoperative hypotension and pulmonary
embolism.

The main mechanism proposed for the developmant of
centrilobular necrosis is severe decreased in cardiac output, the
resulting hepatice hypoxia causing damaged to hepatocytes. It seem
that hypoperfusion has to persist for at least 24 hr to produce
significant hepatic hypoxic damage. In severe, acute or chronic right
sided heart failure with accompanying passive congestion in liver
causes stagnation of sinusoidal flow, and limits the diffusion of
oxygen. Therefore, in this setting, mild to moderate episodes of

hypotension might be enough to produce zone 3 necrosis.

Pathologic findings ; There were marked congestion of central veins

with sinusoidal dilatation , and necrosis was invariably centrilobular.
But in the study in 1984 Midzonal hepatic necrosis can occur in 39
% of patients after shock without evidence of centrilobular necrosis’.

Local Hemorrhage , with extravasation of red cells and rupture of
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sinusoids, was common. Eosinophillic stainig of involved area
contrasted sharply with basophillic satining of normal® liver cells.
Polymorphonuclear leucocytic infiltration was often present, to varying

degree, but in some cases there was no inflammatory infiltration.

Clinical aspect : it varies from an isolated finding of very high

aminotransferase levels after an episode of hypotension, to fulminat
hepatic failure after acute circulatory failure, often in the setting of
established chronic liver failure™. It is important to emphasize that
systemic hypotension is not a feature in 50 - 70% of cases
reported in literature®'"'®. Jaundice , marked elevated of hepatic
enzymes and hepatic enchephalopathy can all occure. The duration
of shock is important. Shock less than 24 hr duration rarely causes
central liver necrosis’®, although brief periods of hypotension may
causea marked increase in aminotransferases. The dlinical outcome

dependes entirely on the underlying disease.
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BIOCHEMICAL AND RADIQLOGICAL ABNORMALITIES

Liver tests in congestive heart failure and ischemic hepatitis

Test

Congestive heart failure

Ischemic hepatitis

Serum bilirubin

Transaminase

Alkaline phosphatas

Prothrombin time

Albumin

Gamma-Glutamyl

Increased in 15-50% of
patient with severity of
CHF (<80 mmolA)
Increased in 5-30% (<2.5
times upper limit of normal

Increased in 5-15% of patients
(rarely up to 50%) < 2 times
upper limit of normal

Increased in 70-85%

of patients

Decreased in 30-75%

of patients values

25-3.5 g/

Increased in 70-100%
of patients (<80 mmol/l)

Increased in 100% of
patients up to 100 times
upper limit to normal
decreses within 5-6 day
Generally normal

increased in 84% of
patients

Normal

traspeptidases Increased in 33% of

mild *CHF in 46% of

mod# CHF in 64% of

severe@ CHF
NB. * mild CHF: cardiac index > 2.0 L/min/m2
# moderate CHF: > 1.5 and < 2.0 L/min/m2
@severe CHF : < 1.5 Umin/m2®
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Serum bilirubin: About 50-60% of total bilirubin is unconjugated and
thus the elevation is thought to be due to a combination of mild
hemolysis, reduced uptake and conjugation by hepatocytes. There is
very weak correlation between bilirubin elevation and the increased
central venous and pulmonary wedge pressure, and the decreased in
cardiac index', but it seem to correlatewith histological evidence of
extensive hepatic necrosis, which encroached on periportal zones'®.
Jaundice is usually mild, although this can be occaionally be highly
elevated, especiallyin association with acute right heart failure or
pulmonary infart. Biliary disease, sepsis, hemolysis or drug should
also be considered. Very high bilirubin level are usually
accompanied by abnormalities of other liver function tests'. Serum
bilirubin levels may fall rapidly after improvement of the congestion
resulting in normal levels bt 3 to 7 days. However, in patients with
prolong failure, it may not become normal for months or years after

relief of the congestion'.

Serum transminase: In patients with chronic stable congestive heart

failure (i.e. without any episode of acute decompensation or
hypotension in the 3 months preceding the biochemical evaluate)
Serum transminase are elevated only 5-30% of cases, with value
between 2 to 4 times the upper limit of normal. Serum ALT generally
follows the pattern of serum AST. There were also significant, albeit

weak, correlations between the transminases and the height of right
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atrial pressure and the cardiac index. With improvement in the
congestive failure , elevation transminases return to or normal in 3
to 7 days.

In ischemic hepatitis serum transminase rises upto 100 times
normal, occuring within 24-48 hrs of acute circulatory failure with a

rapid return to normal in 3-11 days'.

Serum alkaline phophatase: There were no or weakly correlations

between this value and the hemodynamic indices.

Prothrombin time: In congestive heart failure 70-85 % of patient

have prolong these values. When increased, it usually ranges from
50% to 85% of normal, but as low as 20 to 30%have been reported.
The prothrombin time is not influence by parenteral vitamin K
administration, indicating decreased hepatic synthetic function.
Return to normal after sucessful treatment of CHF usually take 2-3
weeks.

In ischemic hepatitis, the prothrombin time is mildly prolong in
adult, genarally only 1-2 seconds, whereas in children significant
elevations in the prothrombin time occur in  about 20 % of cases.
Misscellaneous tests: The causes of low level of albumin in CHF
are multifactorial and not related only to the liver congestion.
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Gammaglutamyl transferase is not specific and might have
been induced by one of the drugs used in the cardiac patients such
as anticoagulants.

In ischemic hepatitis, Lactic dehydrogenase rise and fall
paralleled that of the transminase, It was usually elevated to level not

seen in actue viral hepatitis'".

Radiographic changes: The abnormal pattern seen in contrast

enhanced computer tomography, include a lobulated, patchy, and
nonhomogeneous pattern in all 25/25 patients,an irregular
perivascular enhancement in 14/24, and global delay in parenchymal
enhancement in 9/24. Also noted were distension of inferior vena
cava in 24/24, hepatomegaly in 23/24, early reflux oc contrast media
in to inferior vena cava in 21/24, and hepatic vien in 16/24, and
hepatic vascular lymphadema in 6/24 patients'.

There was no report of this change in ischemic hepatitis.

THERPEUTIC CONSIDERATIONS AND QUTCOME
Treatment in congestive heart failure should be directed only at the

primary problem, the failing heart. As noted previously, liver function
tests improved with relief of the congestion. The prognosis depends
entirely upon the underlying heart disese. In chronic congestive heart
disese, if the congestion is resolved , the outcome will be positive.
Conversely, in ischemic hepatitis, the prognosis is often poor, due to
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accompanying acute circulatory failure. The hepatic illness has little
or no influence on eventual morbidity and mortality.

CARDIAC CIRRHOSIS: may be defined as the distortion of normal
hepatic lobular architecture by fibrous septae bridging between

central vein areas (reversed lobulation).If cardiac cirrhosis is present,
marcroscopically the liver may show the fibrotic change and the
organ may be normal in size or rarely, even small. Even in advanced
cardiac cirrhosis , however, the liver is not nodular as in other types
of cirrhosis.

The incidence of cardiac cirhhosis is reported as 0.7-4.4%
in differet large series of autopsy specimens performed 40 years
before®. The incidence of cardiac cirhhosis rised with prolonged and
especially with recurrent failure whose failure is due to rheumatic
heart disese or constrictive pericarditis. Indeed, it currently seem
much lower.

There are perhaps 4 major diagnostic or clinical situations in
which the presence of cardiac cirrhosis should be strongly
considered':

1. presence of rheumatic heart disease or constrictive
pericarditis.

2. presence of prolong or especially recurrent heart failure.
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3. presence of small liver in the face of ascites and
splenomegly in a patient with heart failure and no other known liver
disease.

4. absence of hepatic pulsation in the presence of tricuspid
insufficiency.

It is generally agree there no current biochemical means of
distinguishing a congested nonfibrotic liver from a congested cirrhosis
one'. Cardiac cirrhosis alone (without congestion) may give no
detectable biochemical abnormalities.

In more recently autopsy study, showed a relationship
between passive congestion and the severity of right sided
congestive heart failure, but not the severity of left sided failure.There
are the report that the patient in whom, in the presence of cardiac
cirrhosis with centrilobular congestion and cellular necrosis, definite
impairment of liver function was obseved which reverted to almost
normal either improvement in cardiac status even though the cirrhotic
changed remained'. Treatment of this condition improved liver
function test and hepatic morphology, although the rate of
improvement is less rapid the more marked of the degree of chronic

liver damage.
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Barrett's Esophagus:

un.AaWIA  HIaNgAN
AT
30 Yriau Adenocarcinoma raIvaamaITiiu tumor Aiwy
lajuaswulnandt 10% wesfiae Esophageal carcinoma Wuszine
anagalsnm’
mousitl 1970 ({luuwn Incidence T83 Adenocarcinoma %89
viaamaIlae Gastric Cardia Lﬁ.mjamﬂﬁ’u
1ull 1987 Adenocarcinomas tninaanaIw1s wuls 34% a9
Esophageal Cancers ufiefinrmemawinu

- d L] & A -
Barrett's Esophagus 1Tl iasadeandrAgngalumefinlsa

UszIm?

-~ 19086, Tileston Tenueile Peptic Ulcer 184 Esophagus
wuri @ayunadidnwnsifaniu Gastic Ulcer

- Barrett {34 Esophagus usitflu Tubular Segment 783
Stomach ‘imgﬂuimaﬂ (189310 Congenital Short Squamous
Esophagus

- 1953, Allison and Johnstone nN&1291 Columnar-lined
Intrathoracic Structure 71 Barrett iy Stomach %33 quaady
Esophagus WUazi3anunalu Columnar-lined Esophagus 1 Barrett's
Ulcers
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-1959 Moersch et al. ARi1 Columnar Line unaztdunasn
Reflux Esophagitis 1sil¥n12z Congenital

1976 wui TuiilaRnsaanumn Esophagus {79 1 ¥lls uaz
3 wimA3INMAULEY Junctional-Type, Gastric-fundic-Type WA
Specialised Columnar Epitheliam

~Late1980, Wui1 Specialized Intestinal Metaplasia 11y
Epithelium ¥Rsfideazifa Cancer mnﬁqﬁ

MANBANN
; = o
Barrett's Esophagus nAENINTIEN  Columnar mucosa

extends apove lower esophageal sphincter luagly distal esophagus®

Controversy LAa91A
i ﬂfy'm‘lum‘s identify esophagoegastric junction 190:ls

~Anatomical landmark a1/ peritoneal reflection, character of
muscle bandles in esophageal wall

- Radiologic landmark . vestibule

- Physiologic landmark 7 distal border of lower esophageal
sphincter 37N manometric study

- Edoscopic landmark (commonly used)L‘i'ﬂ'i' point ﬁ tubular
esophagus flare aanLllu sac-like stomach Waz proximal margin 184
gastric folds

- Wui1 manometric Waz endoscopic localization 189 LES
uanFINUBEnAEIEURINAS



2. Hemilumsinsrazneningafl biopsy WWedredaiagind
Barreit's esophagus B U9 study 1§ sr8i2M1937n incissors, WIRM
970 Endocscopic idetified EG. Junction, ®W389IA3N manometric
identified LES ‘

» &+ 1 d - L
3. Ugymrinadldssazirinlinnn LES wWadiiedy Barrett's esophagus
iu G1ldlnd EG Junction 1N 1z sensitive g9 usld specific usidnly
JetiE > 3 cms 3T specific NMNUA sensitivity ARG
- WU complications 484 Barrett's esophagus daunnnfinly
long segment of Barrett's mucosa N1Nfri1 short segment
. A o g
- Risk B4 false positive NAmuadlasuuliu Barrett's
. = ¥ - ] . al . > o o . .
metaplasia B1INUTAUNNIT risk NI miss Qﬂ')ﬂmﬁumm Limited
Barrett's mucosa
- \&an 1 criteria Gy gastric type mucosa > 2 cm 1 EG
junction or LES \lu Barrett's esophagus4
- ©WU specialized columnar epitheliam Tu esophagus i
atinlsifiadlu Metaplastic mucosa

- Proposed classification and clinical implications
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Classification Association | Assoication Endoscopic Surviliance
with GERD | with Adeno CA Recommended

~Columnar-lined esophagus| variable yes yas
with specialized intestinal
metaplasia
-Culumnar-lined esophagus| variable unlikely probably not
without specialized intestinal
metaplasia
~Specialized intestinal unclear probable unclear
metaplasia at the
EG.junction

ANAA LasweNsmennIlia

1. Acquired condition result of chronic gastroesophageal
reflux documented by esophageal pH Monitoring®

2. Bile Reflux® m3finwwuinlugilae Barrett's esophagus #
esophageal bilirubin exposure ¥ ARIINGN GERD Ltazﬂéuﬂnﬁ%\uﬂu
control Atz supine WAL interdigestive period Tnald Ambulatory
spectrophotometric device (bilitec 2000) [NaATIY bililubin Fedatii
marker 189 duodenal juice 14 esophagus dudAtytu duodenal juice
AD bile salts a7wluaMAYEY Barett's esophagus IWT1z bile salt
§ role in carcinogenesis 1u colon , stomach uwae biliary tract

3. Lye ingestion

4. Chemotherapy

5. Genetic predisposition — report famiily with high prevalence

- rare among black
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auURMIal
1. Prevalence Wiuamungy

- e 9 WitinFumsnae endoscpe 1%- 2%

- diheiiaImIres GE reflux JUURNTUMIATIA endoscope

8% - 12%

- tj’ﬂ’mﬁmwwumn endoscopic exam 771U severe
esophagitis WU 7.5 - 12%

- Wglumu 10% Tugdthaiianms reflux

2. Prevalence rate %8Y esophageal adenocarcinoma 1uc§'ﬂ'1ﬂ
Barrett's esophagus A 0- 46.5% average 10%

3. Incidence of esophageal cancer(case/person-years)fin 1/99-1/4417
- increased risk N1ANT general population 30-40 vin

MasfineMudestas Barret's esophagus

- severe idiopathic gerd

- scleroderma (pss, crest)

anwENIAATA
- Incidence peak 0-15 yrs uaz 40-80 yrs.
- Male predominated
- Average age at time diagnosis : 55 yrs.
- 81M3 dNWUEAY reflux esophagitis
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- WU heartburn ( pyrosis ) Wa regurgitation Wa#ni GERD
WAinU dysphagia , esophageal stricture 31nni1’
- Manometric Findings
- wuil lower LES pressure \iawfisuiu GERD uas
Extensive Barrett's mucosa il LES pressure us#nii limited
disease
unmnmf’u - WU decreasd amplitude of contraction of body of
esophagus
- WU increased nocturnal acid exposure
- Radiographic Finding
- WU Hiatal hernia, esophageal ulcer, GE-reflux or
esophageal stricture Falnwumse mid-esophagus 17t screening e

investigate AiB

- Endoscopic Findings
velvety, salmon colored mucosa
early - tongues or islands of metaplastic mucosa
more severe- circumferential pattern up to proximal

esophagus

Endoscopic biopsy Protocol

4-guadrant-biopsy specimens at 2 cm interval from EG
junction throughout the columnar - lined esophagus nInuda
o oal o [N f
suninasdalraly jumbo biopsy forceps
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Pathologic Predictors

1. Histologic analysis (degree of nuclear pleomorphism,
hyperchromatin)

- High grade pysplasia WUTSENWUENY carcinoma 3NATN

- Low grade dysplasia

2. Specific histologic type WU specialized columnar type SNNUS
o =
AU carcinoma N1ANGH

Uil Inflamed esophagus azanlumsuensEning
dysplasia Waz inflammatory injury

3. Biomarker By 9

- flow cytometre ~aneuploidy

mucus abnormalities - acid -sulfated mucins

chromosomal abnormalities - trisomy 7, 17 p deletions

oncogene ( c-ha-ras , ¢ -erb-B)

tumor suppressor genes ( p53 )

ornithine decarboxylase
4. Edoscopic Ultrasonography®

m3AnmwulaiEansauen benige was malignant cause
U89 esophageal thickening 16
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Management :
Goal : - healing of assosiated esophagitis lng relife of symptoms

and improvement in the endoscopic or radiographic signs

- early detect or prevention of esophageal adenocarcinoma

1. Modification life style \u elevation of the head of the bed
by 15 cm, weight reduction in overweight patients, elimination
bedtime snacks and smoking, avoidance of foods and medication

that decreases lower esophageal sphincter pressure

2. Medication treatment lng!
proton pump inhibitor ~ (%4 omeprazole 20 mg two
times / day WU 8 weeks
high dose Hz blocker - cimetidine 1-2 g per day
- ranitidine 150 mg three

times/ day to 300 mg four times / day

3. Surgical treatment lusnafila response 68 YN medical
treatment l.ﬁ'i] control gastroesophageal reflux
- Beisey esophagogastroplasty
- Nissen fundoplication

- Hill posterior gastropexy
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fnyanilagwurin medication treatment Laiifia regression ¥@9

Barrett's epithelium a2y surgical treatment fayatiiauSIuDY

4. Laser ablation of Barrett's Epithelium f351891u1128 short
segment barrett Snwnlan Nd : YAG Laser

Irradiation® Endoscopic and Histologic Evaluation 6 wk siaan

- WU columnar epithelium walul wazunuflag squamous
mucosa BNT1ENIUNUINIA argon laser irradiation Tugitlag barrett's
epithelium 10 718'® fuaemnaalaiu omeprazole AaaAMTAN
WUTLAA squamous mucosa Lmuﬁ photoablated columnar epithelium
Tu 38 91N 40 AumiafisnwBrindusasl® multiple endoscopic laser
treatment WAz intensive acid suppression \WatlaanuA1INALUNNTAY
columnar epithelium

1990 Barrett's esophagus working party of the world

congresses of gastroenterogy''
1. Regular Endoscopic surveillance for dysplasia and early
carcinoma lugtag Barrett's esophagus \iuidadndlinu (31n

biopsy, brush cytology speciments ) TAMULTUT

2. WU dysplasia B8d confirmed lael pathologist GE1UGY
- . LY L ar o g
anNag ULy 1 AU ANEIGENN
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> =l 3 . , g
3. {Uendl multiple foci 189 high grade dysplasia figan
surgery resection

4. Q’ﬂ?ﬂﬁﬁ low grade dysplasia 1% intensive medical
antireflux therapy (Omeprazole) 41U 8 to 12 weeks Lﬁa repeat
endoscopic exam Y biopsy fwuin

- Histological improverment W intensive surveillance
(N 6 LABY) Y negative 2 ATIRANY

- Histologicai presistent low grade dysplasia 1%
endoscope 1N 6 1Ay

References:

1. Stuart Jon Spechler: Barret's esophagus: A Change for The
Worse?, Difficult Decisions in Digestive disease, ED 2, 1994,
Mosby

2. Sturat Jon Spechler et al: The Columnar Lined Esophagus,

intestinal Metaplasia, and Normal Barret's review,
Gastroenterology 110(2): 614, 1996

3. Stuart Jon Spechler Etal:Barrett's Esophagus, N Engl J Med
315:362, 1986
4, David A. Katzka:Colomnar-Lined (barrett's) Esophagus,

Bockus Gastroenterology vol1, ED 5, 1995, W.B. Saunders
5. Richter:Typical and Atypical Presentations of Gerd
Gastroenterology Clinic of North America:85, 1996 March

72




10.

11.

Caldwell MTP Etal:Bile ReFlux in Barrett's Esophagus:

The Chicken of the EGG? AM J. Gastroenterology:91(1)
172, 1996 Jan

Warren A. Wiliamson Etal:Barrett's Esophagus: Prevalence
and incidence of Adenocarcinoma, Arch intern Med
151:2212,1991

Frank G. Gress:domment on Endosonography ANA Barrett's
Esophagus, AM J Gastroenterology, 91(2):409, 1996 Feb
Brandt LJ Etal:Laser induced Regression of barrett's
Epithelium, Gastrointest Endose 38:619, 1992

Berenson MM Etal:Restoration of Squamous Mucosa After
Ablation of Barreit's Esophageal Epithelium, Gastroenterology
104:1686, 1993

Dent J Etal:Working Party Report to The World Congresses
of Gastronterology, Sydney 1990, Barrett's Esophagus, J
Gastroenterol Hepatol 6:1, 1991

73



andnriwladwitey wieliliiugaanamamn
g dei
thusydnsmaumdsumisdusiuialismalng
suiliarsuumaduaming
Anuseu w4 1 Trevrminadiom
PUUNTIUUN YNNBMIDY
NANNT 10700

Tns a10-7280-3 Imsans an-6ma

74




Hepatorenal syndrome(HRS)

UN. (9ANZWY UNAITIATIN

sW.ewaInTal

A1W8Bd Functional renal failure,oliguric renal failure of
cirrhosis,spontaneous impairment of renal function,hemodynamic

failure of the kidney '?

- * W& . . . . . A
A19INAAIIN ABNIT progressive oliguric functional renal failure M
- > 4 . . ‘- a4 U

\finlugilan advanced hepatic failure Tnglaifiaadurannglula
wazunnlmurafunald uanaindl marked abnormalities in arterial

circutation Was endogenous vasoactive substances "%

apanfiuan amdansludiaelaladunidnduanni 100 ¥ u
ARTITER 19 Frerichs 1ommdh oliguria Tugihalsadunfiilutasiag
uTln.A.1863 Austin Flint wuitlunmzihifianuudauuamn
nedanmendlanidAny nnsATIeFml A.A.1932 Heyd lAldFi
hepatorenal syndrome Tumazlanendariamssinaaviaind, ud
A.A.1956 Hecker Luas Sherlock 1@'\'1J‘i‘$ﬂ’1tlﬁ'nutu='umn’l']=ﬁaiha
azifue uaswuinlud proteinuria WA urinary sodium excretion
aun 111lAA.1960-1970 3nnnsLE *xenon clearance technique
Usz13iu renal function WU renal vasoconstriction ﬁnﬂilﬁu%uﬂaa
cardiac output War plasma volume FauRMIANWINUALENINTN
198INaYeY  vasoactive factors siaszuulnaliauifan  Schroeder
LAZAMEWUINTN1TNuA NI UL renin angiotensin system
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AMEEY Ring-Larsen WAz Arroyo Anwwudninasremuiaiuees
sympathetic nervous system LBulAsnfu Beyers UATAMENUIN
NSAIDS Hrarly glomerular filtration rate(GFR) aﬂm‘lu@"l]’mﬂéuﬁ
SafimsAnuumumens prostaglandin funindy wualiulutlaiu
yIANWNANAY vasoactive substances #2819 U endothelins

Humydss

ANBUEIUNIE L{'Ium'z:‘lmwﬂﬁtﬁm%u'luéﬂ'mﬁﬁdecompensated liver
disease ua:u"ﬂﬁn'nzux'l'luiaaﬁ’maqn'au daulnaid  portal
hypertension $3s8l ﬁ'ﬂﬂﬁﬁad’n‘lﬁﬂuéﬂ'm'[sﬂﬁ’uﬁ%'u'lfi'luhwmma
grafianaifaduduaiuunetn iy mezdinnaiiananaiaing
fullaanne, vaude, donaananssuunaAueImMIT naINTIENEn
Tuﬁ'ﬂaﬂ%ammqﬁm‘dumﬂﬁ‘%’u NSAID, aminoglycoside, cyclosporin
winlidihdgdaudSntanudld 227 anaudsduaalaiiu 2 nguka

o al
ngun 1 Acute hepatorenal syndrome NMTAAMIYEY GFR
1 - A. ; ] 4 - el
atiTIANT 3 creatinine N TwTuL 2 wih waznnnnda 2.5 Tadniu
« ¢ N o - | A
AT IUANTANNITAABIYDY creatinine clearance N1NNIN 50% WA
o a ~ . & ) 0 a
WIBUAY creatinine clearance u 24 #alaawIn, uAIninTeAu 20 T4
' - ' @ 'Y ) 1 .
pounfl luanioendt 2 duav wuluguaefidly fuminant hepatic
failure, acute alcoholic hepatitis %38 hepatic trauma uaziiase
« v a Jv L =) = - 1 .
rlifian1azidaay dninnazadinun duauengusnn  peripheral
. . b [V I ) - = N
vasodilatation suaislauazWala bruit asaniifaalrallsutity
. & .
hepatic artery 319U Inganany “pseudo-parallel channel" sign 371
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doppler ultrasonography uaza1adl instability vasoconstriction 37

renal scan 1un§'l']'l£|‘l.l'ld‘i'm1'ﬁ

. el .
nguf 2 Chronic hepatorenal syndrome fimadouara
manuasleedei gmelussesnaniudlamitisanabay ain
v oy o« @ P 7l v i 1Y v
wiluiheauudanngn wisnnaunadudls lagbididedanszdu
ar ol - . «  w o a & P [y
AALIY & serum bilirubin FIanUas Jlananluifasn enaiuszdn
o ] - i '3 L ] el g -
manuralaudairdildtulldazniandainmsaizunlurias
wazil refractory ascites guaplnimMiInauduaitaATIREMIIA
volume expansion ¥i3arin peritoneovenous shunt TaemM3luudIwui
wasted extremities,serum bilirubin ¥atAd1 4 Fadnivadiaus
. = =4 d =l ar
prothrombin time prolonged ¥1NNI1 2 JUILNBINEUNU control,
serum creatinine gatRsinaelugausn  uaswudAuituiaEn
T N , _ wo s X
lugilangaiimudi hepatic arterial flow Tailatiain 52

ATINENNTNILSA  Hepatorenal syndrome NOMIINY 90%  alala

Sumsdnusy manennsailspiuagfunvinutasuIendy
Aunlandela Tnaliduduaunauaslsasiunda Child Pugh score
@'ﬂ’:ﬁlﬁtﬂu chronic hepatorenal syndrome 813il  survivallutinsusn
NINATI LLoifgmqumta"ahioinr'fuﬁ'u@ﬂmﬁn‘fl'u acte hepatorenal
syndrome S@NUWANTIAELARIIN  liver failure,brain edema,infection
Taglatipainmazlanelauass 359

fat hepatorenal syndrome lag7auwudiniimsanaitas GFR
pHNN HANTAITBINEBLALUNDEITULT Usi renal tubular function
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Un# i effective blood volume amay systemic vascuiar resistance
amad us renal vascular resistance gatu  cardiac output Waty
mquﬁufaﬁmagi'lmnfucﬁﬁiauiqwi"ﬁ HUqeinlad uremic symptom
nlanausisnenudng pericardial rub 16 WIR creatinine 1WED
3 fadnsuadioud 1u HRS mim3aalaeid 133 xenon clearance
technique %38 selective arteriography wuddl vasoconstriction wae
tortuosity, beading %89 proximal arcuate UQe interlobar arteries Tu
Jewini#3m wsin post mortem examinationwudmanataannadln
ndugmanlnduachiinenganmlulauaninn glomerulotubular refiux
Folilsuunngmsafsumulsaduswuldludialaalaan

4
aungay 7910

ar o o A k g
1alun1az hepatorenal azndunmudvunAdialasums
e - o A o e ad ° > =|~1-y o W we
WALNAY NIDWAAUNINUATY UazdraTenInumiauUns a1lAsu

- ' oy a
mswdgudhaluliithalsalagu °

NWENEINBILAUUIMNINWINTIE  hepatorenal syndrome

smawisdidilinnunida wsiwuitAnuiuMUTBIMang
LRBATEULNNILAUAINTS (splanchnic vascular resistance) BRAY LAY
A ununasadasaedladui Herafsnnnalamauiuan
wasdume wisdluanufinunftaslaes °
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msdanrassuiinalinsdaanziar s ganas 8% an
anuanrsolunTrdna sAe i arteriovenous shunt wunmAlne &
portal hypertension 32M4 albumin luidasanas SualWmaas
a—globulin renin substrate daAAY AR arteriolar tone 4 endotoxin
lunssuaiieantiy nszdu nitic oxide TnaemBasunusa dims
AIBY vasodilator substances LW substant P, VIP, glucagon,
calcitonin gene related peptide (CGRP) LAZLA NITA LT
cathecholamine lunszudidan MlWidsauaaguassuuindasey
Aaraanu'! wanRnanusulutamaniliinsfiiitanions
IRszaunssitavasly uazsunudasiinnasdla venaniudiiuali
\fim  false neurotransmitter YENHIAULADA TINMINTTATINAY
sinusoid lusugeiuanenszfusuulssamiatlaliifanudesle
WpaavdnAat(hepatorenal reflex) °

NasBITUUaanaaALaziIla (effect to cardiovascular system)

JEUULABARN (venous system)

= & a a ol
NATEINIINRADALADALA EITUUNNLAUB M TUENERY Uasd
MIAIANTaIAaRmATzauNIzdIaN ividasa it ladiuSunn
a & & & o o . v o
UNA MIBLWNYY NIZAU volume receptor Y atrium U7 1¥mas heart

. v " ;
natriuretic peptide aanNwINYY 10
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HaRENILa
d ¥ > = -~ o -~
Wwasaganua umMulunaendonsnas wilesuilusos
& ") .
guiiaslutFanuanntu williesannaiz potassium,phosphate uag
. I e & o & o o
magnesium lunsziaidanagluszauan wasndrudaialefinisann
- i . ° § o . Y a & :
WMan(alcoholic cardiomyopathy) YW cardiac output UWNILIANIUNLH
-] a - & ) =3 \d 112
Wene aAnyaulafndignandnton’

SPULLHERALE (arterial system)

navnn1si ndruidawalarnuldtesas Sasananaen
\demnntu #  arteriovenous shunt MnNANG Uas  arteriolar tone
amay M1A arterial central blood volume amay dINaRa arterial
baroreceptor LNBANIZAUANNAULADR

NagR splanchnic circulation

AMz endotoxin luidartadflasAunaiand porto-
systemic shunt M919MU”AY  reticuloendothelial system amay,
a o val o a & o w a .
vAsTlumldlhuuRntuuasruumina s AanaMN endotoxin
o & °  ar 'Y ) ol &
RN LAZUUIUNITANIAEITAMADNANIN, endotoxin NFITUwL

v % re \ P & . a
ATSAUMITHIATINA nitric oxide Tadlgnivenanasaianuuniting
SANINATINTZUL sympathetic YNlW splanchnic vascular resistance

a & J ° o a X 0 - =l & @

anay nudaalUG s lduazauinnty ludrsusnBasPundisuniu
. P 4 > o . R ,

hepatic artery azfintiu enafalAdeelusu (hepatic bruit) siawn

n o A [ o 8 - q .

TnnaularmusulaRania LamHduNY  hepatic artery azanas

o 8 v - o a &

mlvaunadasluidesnnnistu
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W& non-splanchnic circulation

] v ] . . .
Wasnnamusumulianad wazil hyperdynamic circulation
l¥Rs1awy  bounding pulse UAXUWIUMEU MENAY arterial central
J » A’ .y as
blood volume AAAININ LAEANNAEINANTBRAZRIKUIARAILTY

iy

nasaln

A - 9 v A ;

11189910 arterial central blood volume asaaMililaaadele
amad AaNIzAY renin angiotensin system, s¥uULTzE™  sympathetic

a 4 ' & o
uaz aldosterone WWaLiuuatazindalilustime uanannledians
L4 » J = 1 1 Qr o
mividanaaslausianl cortex aRad wavialadiu medulla HINHY
My o < ° - = a o v

agla WiasnnlenasasriniinansadastenadNaainrnuaunatl
Ade o & y A . =l
naAUAR prostaglandin E2 ,12 970 medulla LNa vasoconstrictor 3

. , a -
uamnnndvasodilator 391Aim hepatorenal syndrome lunan'-2°891215

o o ' ar
UessndinasamItensnumvanadanluseuy  splanchnic

Hepatic encephalopathy

‘lun:'ﬂqﬂﬁﬁ'mﬂfsﬂﬁﬂﬁuaumﬁquwﬁﬂ (frontal lobe) WIalRas
aaﬂ‘lﬁlﬁ'ﬂﬁuaum (subarachnoid hemorrhage) UNTIEWUTIINAEA
Nnafrnameandanamlanasaituliieaiu  hepatorenal syndrome
Faluaaunsaudleladmemslianin (volume replacement) guaalsn
GRS hepatic encephalopathy 34013Lfim hepatorenal syndrome 161
faanalnfilainsuwida 12
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i MvassdastenasnaUnR
Endotoxin lunstuaidan

NIEAUNIAIN nitric oxide MilivaaadEATEE) HTenu
F1mslA nitric oxide synthase inhibitor(N-6-monomethyl-L-arginine)
-~ & Y - | »
HINTOHULRIMSASN nitric oxide 18 257

False Neurotransmitter

M358 aromatic amine RNTWEBIREUAY branchchained
aminoacid enanTlinaaAiamIzuL splanchnic nenas 589

Kallikrein-kinin system vinldviaamifias splanchnic wenuma
wAghuanB e aprotinin 257

Calcitonin Gene Related Peptide

o . 0 o -
WUBHUILI perivascular nerve fiber YIMU,mesenteric blood
vessel uasla vilfifim peripheral vasodilatation usmanIzAUMT
o 2, w & » ~ LY
waaThiuiile uazdudilildidudoalulanasiatusandy 18

o o . | N
wanANIEIN vasodilator AIAULEY substance P, ANP,
prostaglandin (ugu
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UssamsnenasrtnInapadnslule

Eicosanocids

dsnvenanaanidanlulada prostaglandin E2,12 1EnY
afferent arteriole  waztuindeaanniile(natriuresis) UG
thromboxane A2leukotriene N A Iduianlulanans wazd

mesangial contraction 1257891415

Tun12z  hepatorenal syndrome WUIINITAILATIZH
prostaglandin E2 amas laawuindl prostaglandin H synthase 1u
medulla anay Fautluldlaamsl®  prostaglandin E1 (misoprostol)
400 mggid 373U albumin @7uMsIR thromboxane synthase inhibitor
(dazoxiben) d1¥NIAAAMSIEHINY  thromboxane A2 1a wilailatiani

clinic &7

Endothelins #351931nAY, 1o, \duifian lu hepatorenal syndrome #
MIANTBY T:HU  endothelin 1 wazr 3 Wadiaanainlags,
endothelin 1 asyAT afferent arteriole ARIBENTULTY wazdl
mesangial contraction MnlWdNUs=ANEn1InTaItasla(uirafittrations
coefficient) aAAY @Uendothelin :fl'f]'lfl‘ﬁr vasoconstriction A1A3ILA
'ﬁwniwfu‘lﬁwéfa niic oxide aanuIwIndY wudnd  neutral

: d = . . o &
endopeptidase Tula@ilu endothelin metabolizing enzyme (Axtu'’

& & o v [y o .
finotad endothelins felassesuunaidan {calcium

. 12 [ v Lo o ] -] 12l L7 aa
antagonist)'? usimnliaNuAulafssmasdeliinslimenalia
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WUINNISAWIANIE hepatorenal syndrome 237

1. fiudumazlanaduiluann hepatorenal syndrome
o a | 4
2. uilnladedudiumsiin HRS 11U N1TtmETTUn, LBaR
= - J
paNlUTEULUNIAYEIMS, MIzRmila
3. ShwuszAudszRas
- Tnvunsld ammnslusaudasndn 20 asusadu, I3wan
utlannni 200 nsuFa °
= -l = = -y 1
- vanaeeNIadTiluRwasle
. w - ¥ o s = - 13
- fnanda wazun Qunsdssauladsnluibansn)
L » . [l g’ AA -
4. InmMazunIndey 1y ausad indaus wasumdaung 4
5. InWTzAUTINOIAEA (volume management) MILUNY
a v . > [ a .
e colloid (M3 fresh frozen plasma a1atein  arteriolar
ar v |d
tone ﬁ"m) Inasnmn pulmonary capillary wedge pressure 'lﬂag_‘m
a PP, 1 - s ¥
TtAU 12 FadwAsUTen  waslezu lunBImINENAIT d2UnITUIUN
Turasnduiihmaduidaniinzunsndauann Sludaly |
6. LAN tone MENViABALAAA (pressure management) HENEl
g v . v , ¥ o~ o
vansdaadeilalasli  dopamine 1-2 lulasniusauningn 1
S - - 2 a o ¥ 1,28,1214
AlanJusaunfl uaz misoprostol 400 Jadniw az 4 A7 2812
¥ P o v a L
anmsnastaddudosisla Tneendunnaidon (@l
- o
TigaNI)
aRNITEENYAItaManALARa splanchnic el clonidine 0.1
=y = a Lo 8
Nadnin Was 1-2 AR
INuMInARtBInanAldan  splanchnic 1aald  ornithine
vasopressin(omipressin) 0.2-0.8 gﬂﬂﬂiﬂ'ﬁ'ﬂm
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7. SmmwAasnITy

[ o«
Peritoneovenous shunt{Leveen shunt) analanatiag 2718
TIPS (transjugular intraluminal portosystemic shunt) '

8. Dialysis"® Ine & hemo/peritoneal dialysis-bicarbonatebase,

continuous arteriovenous ultrafiltration ,AUiay  (temporary

mechanical replacement of liver function) *

AfasnantsuiuiisimsuszAudszraInNI M uIBIAU

& R
waslamaATarnuy

4w o . -
9. mIasuaasu(orthotropic liver transplantation) ? gailu

o e d o o - g v
INERIELMEIMTNENINTTIE hepatorenal syndrome lowa Luﬂ'ﬂquu

References

1.

John Carl Hoels.Hepatorenal syndrome.
Bockus,Gastroenterology,5th edition 1995;vol. 3:2023-2033
Leon Schiff ,Eugene R.Schiff.Diseases of the liver,7th edition
1993; vol.2:1027-1035

WilliamS.Haubrich,Fenton Schaffner,J.Edward Berk. The
hepatorena syndrome.Bockus,Gastoenterology,

5th edition1995;vol.4:3437-3439

Robert Cade et al.Hepatorenal syndrome:studies of the effect
of vascular volume and intraperitoneal pressure on renal and
hepatic function.Am J Med1987:82:427-438

85



10.

11.

12,

13.

86

David J.C.Shearman,Niall D.C.Finleyson.Renal dysfunction in
chronic liver disease,Disease of the gastrointestinal tract and
liver , 2 nd edition. 1989: 879-888

Vicente Arroyo et al . Definition and diagnostic criteria of
refractory ascites and hepatorenal syndrome in cirrhosis.
Hepatology 1996; 23(1) : 164-176

David Zekin,Thomas D.Boyer. The hepatorenalsyndrome,
Hepatology,A textbook of liver disease,2nd
edition.1990;vol.1: 504-512

W.J.C.Amend,Jr.Pathogenesis of hepatorenalsyndrome;
Transplantation proceedings 1993;25(2):1730-1733.

Jacob Korula, Hepatorenal syndrome, Liver and biliary
diseases1992:542-551

Mortimer Lewy (as principal discussant), Nephrology
forum:Hepatorenal syndrome, Kidney International
1993;43:737-753

Charles L.Witte,Michael R.Tripp,Marlys H.Witte,Functional
renal failure and liver diseases, J Clin Gastroenterol
1986;8(4):401-403

Mortimer Levy.Pathophysiology of the hepatorenal syndrome
and the potential for therapy,Am J Cardiol 1987;60:66|-72|
Robert W.Schier et al.Peripheral arterial vasodilation
hypothesis:A proposal for the initiation of renal sodium and

water retention in cirrhosis,Hepatology1988:8(5):11561-11567



14.

15.

16.

17.

18.

19.

Sheila Sherlock,James Dooley.Functional renal failure
(hepatorenal syndrome),Diseases of the liver and biliary
system 9th edition1993;126-129

Sugantha Gavindarajan et al.Immunohistochemical distribution
of renal prostaglandin endoperoxide synthase and
prostacyclin synthase:Diminished endoperoxide synthase in
the hepatorenal syndrome,Hepatology1987;7(4):654-659
Sanjeev Gupta et al.Calcitonin gene-related peptide in
hepatorenal syndrome,J Clin Gastroenterol 1992;14(2):122-6
Kevin Moore et al. Plasma endothelin immunoreactivity in
liver disease and the hepatorenal syndrome,N Eng J Med
1992;327:1774-1778

Stuart L.Linas et al. Peritoneovenous shunt in the
management of the hepatorenal syndrome,Kidney
international1986;30:736-740

Thomas M.Sturgis.Hepatorenal syndrome:Resolution after
tranjugular intrahepatic portosystemic shunt,J Clin
Gastroenterol 1995;20(3):241-243

87



- ) » J 1 oo
sndnrimlatiwiey nialildfugasiianian
o
njumei
thusmin A smissuumaAuamsustlizinalng
1wl IATSUUN AR IS
a i ) -
Antzay 9y 1 Trawuiediie
AUUNTUUD UNHNBNTIEY
NJuNNT 10700

ns a19-7280-3 Tniss an-sms

88




GEMGEN N}
7|
(Paun 2)
e ot -
Auw3fe Iryiah
TH.ASTY
- w e o
unpuEmE AN TlMnadumisdagaTuns
a \ v d o
durnuuwndszuunIAuaMIURIYTzmAlng atun 14 U0 5
i - k d 8 » d
Uszaudpunngian 2539 Tuudsuy iufarnunidisusinanuns
9 Ld a* hoadl & ! £ ]
FuazmIlaAMusINUSIUn N ANA AR UEEBLLEAN Tudn 36
o Lpdow  am o o . . .
WAchuwn nilimsprsialaznM sl ENNUEIBINY I ULAREAEIYY
v v R B o - P . ¥ Y4 v
twidraninldunaclunisdagass wiansanidugealy nilwald
1 vy w a a » & W ol
wangiundslamuiunansaluesn farnulufiuduivizsam
. ¥ Y .
AINBBANIANLAZATIBENMR REIAVIEMAMIN SWANELEN LN
o & 7 < [y a
waztanifien lusauilanduviFaadmdumsidunnllszguanian
o & i P - Y
wadszmAg uuaza@aiuasiusn Tlumadunwluaingalale
Y o P va o a ]
FunmTEduayuInuTEnen gissnisansuluusTenglusazns
w & a & o >
nnauluanstuszAmsanAdunias winaclinuresijounadls
ddipamslinueaiigurassang

A . L - - s A L L
1. iWummusssneimauniauinninmsiiiuaa=Nain
] ) 4 aAa - v
viinUsznalng uazassaaniluFamawunialaiuanuaulanaaumis

& Vv ” > Ll [ 4 L4
anmiszdpaduGaluniurgeyiniuedlvussensls

v o e o o o - o
2. fimWiafuanudunusluadiudnauriassdmilasudi

89



] o - v -
uaziianauAnslutsgaus VADIYEUTIENTUNITU TN
» -l v o «r v & v & o v al -
Wansidinauasigunansu swunenuetiudl fvdudeudad
2504 uasiidualuisuiinauasSgLNanTINEAY

v . vy e < .
wiauAul e lAsuBaein Dr. Shinichi Kawashima
o . . .
Uszsudinantantszmagilu TusaumsyUsstuniasniaunay “Asian
R & a
Gastroenterology Society* (¥nuaizilu) o nplaiies Ussmedilu
v - o - ' 4
TANTRIUN 30 AN -5 LWIEY W.A.2504 mITEazBeAsaly



X
ﬂunumsdsmuamnu’lmmuﬂunnﬁumiuduuﬂ FANULALEY
IHINIUA 28 TWIAN - 15 WL WA 2504

hmalaueyiannansiguuasiidugunuusnalngsou
nurmanad gan Tuwenquaz Tlsausalupusnansna
Lamaduamswisdsmalnafuam 16 Yy IdSueanEuni
nnlszmalnelassanstiy #io.ie. Jeduil 28 Tuwan 2504
wInsufauatumus: lupaudriudety NNMIUNNSTNAY
Tﬁﬁmamummwmﬂsvmﬂmﬂu 'lmwmmmau'suuaﬂi‘.lmhwuu
lusau 16.30 u. weaiuft 30 furAw 2504 Naﬂmmm?ﬂuumu

Fuh 30 Fuiew w.e.2504 Guwinlzdaassiugunuann
UTHNARNN G wazASTNNITUSMITIRIEN ANUAN EMaB eI TEag
UsemAdiyu fdununinussnAsingg  numaRuedeuasRunza
Y 10 Useind Aa du dunufe wiauwngmadian uangune
Gamaduamarasdssnadiuies, visumdfadud  sndeen,
FaaTNIideaeds  uasnsunndaluls sinUssmARSUDLd
AATsdtenid (Chuttan)) nUssnAdudy, wsuwndiainass
MNBAAWSIAY, AdAIITEENdaIYIINAIRaIN, AERTINTHaAN
Tuwengune uastanisn Vndsundlng, maasesdlufa yaen
danAulan gunuananiganim uasmanansd Buils vinudssne
el s2amanue 10 Yszne fgfswdanamsia wnawwmenqed
nngualinefide, swim wasnTimsuinsuasdunuaninengs,

o1



AauR, dEmsasaeuaniiaaguy, mansersduns
urAnnAtuNnemansing g waadudnannune
uanmnmInuLlAassiuluAfLsnYBIGUNUUSHN AR |

fvrdaseguiuud  Idinauusisadunemstesdunurniusias
Ussmaiiiiansaulszgamiang fu fudssniuaimassausull
wadnmsTulsemuems  Idimalsspniumimaduasiunly
Aiudendy  anajmanglumstsgaluiuusndife madsguia
msunAulsAAuEIIMARUEdE  uasRunaa wazINOTINYGY
wpsdnnpn Mlsznaldnandiduiandurt meandimalfidaeiuthome
auprs  inassanianiulagli@adn Asiatic and Oceanic
Gastroenterological Association watl@lWaTTNuQIRTILARNENTY
luRnsanmaiilaeandos

[ | P [ i -~
N 31 JurAn wA2504  uiiuiuusnteemsussg
o & o a =
UszdntlAsan 47 ansdniAslsAnuAua v TianissnmAdy dunAn

finstuanlasaraasanstlonm  adausnidle 47 Yuuds uaziims
Uszgudssaidasiuamnt! Dusunmuwmdilngifigaludszmeady
waziluaunuurndlaamiaduermmingfigetulan  Tnedautdn
Tutfhgtiutszana 2,800 AU AMTUTEY0EN 08.00 U. 3U 17.30 u.
nniu UszmutainsuszauAe  mansenTdananse (Prof.S.
Matsukura) Saludaaunneastaidaannuasdjuuasufagunnd
puusnildifivuszsumsussgurasauanlsamiafvemis ag
Uruussensldlamanenunatainmsdnmausiluseulinuda
TneiTamanaiiespuas 5 iy mavsssnadunwndulag

92



moas Sawdmivdunuununma wadasesfusstnmiuduan
maustnefiulilrensduabiilomalddnoagussne asn
insfpuazIsfivzuTItennanmanii

Lﬁ'mumﬂ.l‘s:'quumamﬂuﬁnnwtﬁumﬁ'ﬁnﬂului’uLL-sﬂﬁY
ud? tunan 18.30 u. FnmAmseasimsnadsunmaulsaniaiy
amrmaadguasiunziamannasiingndudinm wls
suduluMmsanuGeuson

Fuit 1 Wy lmeedwyuiud 2 e
amﬂuf'mmuﬁummﬂmcﬁ@ lummirgnan 13.00 u. flums
urstnelasunnsddunudnusanaildfudalvviseeg  masmansd
luAs venuasdmnAsuwndmaAuamsalan  Idussenade

Polyposis tasalding, manmastiduils snndsemaeasstd g
- - o &
usieneEaTsaudulnilulsrmessugay  warlulamaiimansianse
1 L A -
gau Ilwengaz wisdsznAlng  IfusteneSassaddussuumiody
awnmtszinAlng  msustenaldvildiiunadSentvawtnuas
-l ' ’s . P . e v o = a
dunaulauduwndrsalssmaduegngs  Tuluissduiussma
le-lv o & | o o & w I
Inslafidussenaisansodul alslumaudrnasiud Bunuunnd
-' J - g = o
ninunTalaluiEsuumineandelofien waz 3.0, 109am3nenas
o al oy = -l - - - 2 el ar
aunﬁu'[sowmmanﬁ'nmﬂﬁamqmmmﬂu HimIaslaAsadldnTiy
- - a* Au ar
ANtuazaNyTal m‘mtﬂuumqnmaﬂnsjmaqmwuuazl.ﬁwaﬁﬁ
» - [ L Jd d L '3 ) L7 1
129 'lm-uunmmmnmnsaﬂnmﬂuaanmmﬁaguuTﬂu‘lwﬂuawmm
[V 0 o ] Y 2 -
AT IEmeainmmd, dnamwauaslanud R3aaiiegUnsally
' <l [ 3 0 ¥ o
nsumgdnnnsuazauysel  Iilenmaunuwndldrinisfnwuas
- o . =
TtptnANN

93



il 2 wweu wA2504  Simmlsraessunndliamg
wuamsrasduduieg lussuduiinmssudssmuamisany
waunndlalu ( Dr. Kasai Kono),Uszsnutndnumsusnig laiseu
uwngilanu (Nihon Medical School) uazFaATIANTEAMENTE fanNY
ludmn

“ o - o
JUN 3 LNBNEY W.A.2504 NUSSTNANSITUSTINUYQUN

= J ke .
gurAnlIANIAYEIMITIBIM AN UIBIEHUATRUNZE  (Asiatic and
o d A g a4 a [ ¥
Oceanic Gastroenterological Association) TIWINIUN wazuAluaIauan
va | O <
uazldRsansafim TR M dRzimadssgnugusieniiy
g » v = o
Winmlaluszazaasaniitonidnd immzanavtaududnuin
o a o S d aa a a
LazNaNTTALINEY 35 AULMINY BnUsznmsnienma UssinALAIDaNTn
a’ <l a > 1 L J
sdnAunAanuads UszmaRdulud wualdidaAningun
anpstlar 300 Isyawdsu fwidlsndnAndiu wazeslided
o o S & [ i e
thpmasuugninianlsmaiy 9 lngddamanigionuas 1
mIugandiudaaundn 1 AU YRR UssnAlnedaadssilaz 35
- s o W L
wStgawEnY NUssgAuMERNiDIduD

- o 5 - =l L aa
JmguszmAaulvnivmauANlsAMIBNETMISIaE s WasWUzIaNAR. -

- = » = = o v
. Weuanwdgurnud, Amadaifiueasunndnaguiinuna
ol A’ % L -~
gnluaslandanuuazniy
d L » -» - = .
2. wamiuayumsAuad 39e, lsamsduamslumjunnd,
P Py
uningmaaimaniattadlan
J - 1 bt -
3. WaRssanuasANwnglsAmaAua i Teadlan

94



niiilaemaraiinsumdnnannldisigiomihuannung
Tuszazliuani Tsrsne g lussuumaduaimsimssnidiuraalsn,
duve,  ssneinguandniullusiasssmevIadrundadaulages
Tan mInammnANTwialsnd, sTiama sziflugmAudnamy
I RNBUNATING, 39 wasuanAguAARRUTaIfuLas AU lA
WigAmthagiaee muimsnmswmdeslaiasydamia gay
milulunn g dauraslan

AUN 4 IWENHY N.F.2504 'Jumﬂmuqamwmmi

Uszguunndlsamaduaimismasdlu 1181 13.00 . §a135u
Uszmuamwisiuny lasfifihmsurmanlofien as.ongai (O R,
Azuma) [Wudrmn
lumauiirdnmsussgurasgayaninAuaiidsalirdu (Liver
Fesearch Group) Uszﬁqﬂﬂaacﬁquﬁum%nmﬁ'ﬂmﬁ'm A3
usstnevaswwmddly 27 Geededy  Tasanusseay 5 wnil
fvnladudgléussans Sad measeanssnmuassululsaiiansu
nnmsAnunludlae 274 meludsamdln®  (Liver function test in
hepatic amebiasis, based on 274 clinical cases in Thailand) lnald
vm 20 i msussenglaiunadFauaclfauladiudunin saan
duwngunnd gedunuuvianmd ldussmedas ausnay #lsly
MIATIAUTINNINYEIAY (Compound S as a liver function test)
Lﬂmmn:jus*mnmnmﬁuﬁnfs‘au‘ludjﬂu Weussenafiumwndilu

95



Fufl 5 wweu wA2504  umIusstaeasayanin
AuphAde Tsadudssaniniufudmusuarsuwmdlsamaiiuams
wasdiulsibudmwidigdunuisanesg g WileaninlAe Tnasais
Hunswudsediassrataiuies wiayg dumugldssmesudiens
waovszmadiulilud

d 3. v g C R ¥ O [
afimapaatzaInTUszgu 1aiIAuuTEnenlavinenlna 9
A A ] v d a o v o
paasauAInNaLAIalERenulsAn B U M IIuEAY T in
w  a a A y o ¢ o oa
Faunafluatiifide usTeniATadiasn g Wy IATaudndsd, Aiaa
= o L > d
ufia, ETmaTandlasmelnia rSessmanelunssinizainis
4
(Gastroscope) wwImsaTaameluvasnamis (Eosophagoscope) il
o, e . d A & o 4 d .
fndamainaTasiiasng quadiidamsnarmlulssmadiulasaudgu
é ) J A - = Lot
muazTIMAmMneIaaNndsnUssmeAaLE My ialea il
a ﬁl’ a oo = a 14 Y
maasaumeiimnliafiianudsuiundanannissnadyunagu
LY A’ 8 > L d = . d L g
mamail JaritinsAnmsunmaunmduazrinenmaniuaagiuin
VR BT ) ad a d & a < °
wihlbiunealszna (rTaaiiafiunmdnilsamasvamasiudiium
v = ' : v a.
mnuu‘lwazmﬂmfnmmmnﬁﬂﬂiwmsﬂsquﬁﬁa ndasnenegUly
w o [T
AsUNIZENSLA (Gasto camera) Tazldnanativsaly

mstussululsawenuiauniimenaalaien

draulilanalugnulusmiinandalafion uwunays
mansaminmatlafenduminmaasssy Salgusmaiuaigs
Tuussauminedesng waadily Taslamslsimennatasum
Inmdefulsnemnaifiaiasdelunemsumdaduasuaiuuas

96



riuaimnlEms daenulalugnuluwnengmaniiunaulaifa
winelaaniala (Cardio pulmonary unit) Zafluminefifiriasiaasng
ATuATuNn, WitblsAnaAsas uwnddulfuamsnistnegly
niztmza'm'ﬁfﬁunimn"ﬁﬂﬂmrmﬁﬂu (Gastrophotography e
Gastro camera) guamladanatinganalumsnssvineilailiiu
waunndgyueny 28 ¥ ﬁwnqsdwgﬂﬂﬁmﬁm‘ln@'ﬂqarn"l 4,000
TEua? wesAnIoszduitadalinnngunmAA draudanianas
Juanslaldrimunuduan uananaguszinlukasdragudnaes
nmdsiienatingann  ndainlitheguusznaudsmesnafaund
dRAEIUTENM 1.35 WwieT Saudiumenamann wadindasniion
16 Bnagduan minseri madhevileie uarazanninfalass
Trann Wigthathulndasenm 2-3 unil udardundesadludnazy
dsin g vansenizlszana 32 U TeeldiBdsAuannnalnfise

v @ ! Y - ) s o 4
2] ‘Uﬂﬁaﬂﬂqﬂjﬂ AIEUNARIUFATINITONN Hjtﬂ‘lﬂ'ﬂiaﬁﬁ 'mlﬁ’]m.l"lﬂmi

v w ' g =l o w a

paaamalaIalaUsnuasluiy vaustiuwn gy uriasianugiilaly
- a & ¥y v .

inmiatulagunnang witaifuvaindasfifadiy bind photography

deneliliiunmwienrasmuias erAbgUiangugmnenBann

e
A

] a4 o v & 4 e ' e w
esimn antszmaniaigemnuiduidibimunzaneaing
Y ¢ =l =
nliludszmalnanlutigiuiffe Nadfdaduiadd Souiaies
[} a o > A +*¥ L s
4 wu. iswnsodrimsaeiingnmey 9 dasdaludn, oa sensly
- o N a  a
UszinAgifu FalumsBuilfasduuesnaniuadieb

97



ks

a =l ] 4 aa ¥ ]
taturaulafnadrandefiAa lumiiesnag wasununanys
¢ a o & < L ° o [ aa . =
fans Diataadndisduszardmiutislumiitdedalsawiaiuglin
fag nu maAnunawieliawiamifuad Jeiildheuasssain
maIguuEnegln (Shukai)

Ysmnadiuluilagivaunsanieeinmnlialinaunnuiin
TnelignsnAunansotsamaies Tulsonenuauasaiiiadneg
ladlonauazlug Livsngind srnadsematiyusaunsandnm
UFTauz, aaedununnriialdies il 7 ey drsnulsd
Tamaluglsnusdaenidngla dagvnnnnglnflessoauns
Uszanes 1 1alwenss TsnuiiuSuanivesinglewnn uaznbnen
lAununatit damufirnuazaauanainsladndldviuada
unatfssnATEBgus mauwﬂmmﬂwaaﬂﬁnﬁ VR
'luruﬂmm'[mﬂﬂumwmmﬂu ldmgn  uazliAudidaQuasising
Uszindlaalding uanmnuzrﬂ.um1Jumaoda‘lﬂmmmﬂm'ﬂam‘n‘lu
AAMIALEIEE (NT1zMsnTINgIMaEEIneuasmanm A Yilk
gaamnssuasdduiomiiluadumm lunabiftmadens
ATMANTBIETENNY

sinmitsemlupsat vsiladdissnniigaidaan
araiRrasunngdily lumsdalszanuauszninmioesie g 1eams
Uszgw AT UL SEAIRTIANUGUNUUTEINARAN 9 Aunuuunmalany
me'nmmamm‘lq, Aauduusala uas mwmumﬁummaamnmn
Suurnuasdanmilsamaduamrrasdiuiriwitaslifine
ANUNNIE

98



Uszminasffe  mrwaulsludwdnms  wnddyund
anlatpaviaunnnng Aunidssguiuwiug nny wUNTMIvBs
Usgailpmuianeyssgugnansanminandaguanlundala nnau
REINNMIUTRLazuER P MNEUTRR

Usznaiany uwngddgusudiusamiinsduaidnm e
dain msfuaiuliuveasiufuigalunmaiivansrsdlusminmay
MyinRuIMEaInINTg, AmaasnTdialdnmIsnendlag wis
mIfey  wimsAuahmuseeialatirnanduayanamiiuens
158 maenleldlumsguaguanitasslindamalunsfne wasd
vénlumnin@inmsaauldd damsdilludrimsfuniiasuai
wasnmaRuATwuTstnalumsaauuiinGey madouty, Auqd
wfendnlunmsfuriuliuGasdhgiae

) - v a
TumsnussinAeaaesiudinmwlunsussgaununeiiy
° . a o v ./ o o
maunndlaluauipe slluadrdndrvasdsenaazdaiiiFes
v v e w | . a o s .
usaeng, AuRTlAuInnaatsiaszliidunduatsunuansadsame
argawinulsennutunndielilsRadaianflndiRadunlsifu
Y o

audlugu

. o o »¥ as
malszruszninnd (dulamamasnedailanadiassa
Uinwmndalutlynisineg aaamsunndusiazumiadan uazaasazle’
- -~ . » ] = L .| . A’ » B
Fumsaduayuaniglvann wuiiduaglulaiuniaunninid usi

< ad o
uwnuradlszimArad T lumstssanarssziGadluussene  aniudu
Walswasmauszgy,  uassedianuaulazasunndsinalsanald

99



ATHUNTNAENMTUAZATANEIN T AREAIUAI TEALMTANWtRIUNNE
> » > 8 a“v o
10T dTunurnidssimAuuiane ANdwIn wastianng
o 4
usTenalARlunl szl 9

hefgagnenuianuidnin meluussluamidfuause
lemiifuunuszms usawilalusinmsldiuanuilnadiusauds
doufumansuninmaiarensamalnelunngunsiasmuasing
Uszind Teuuamnaia msufidnurssunnddiuluuid waranld
Tudisan  lanudassAamnaniuuwndiingrasduuazuszne
fuq L-h"au‘flumaﬁnm'afhni'unﬁﬁnm'umu.wna"lnﬂ'g'uwa”a=3 AREAIY
linalassmsidamnlsamadummisludneazasimsinmnsznin
UTNTA ( International research ) éﬂﬁdua.'l"i'nzﬁl']m'umn'l'iﬂ‘izqu
Aruriudfmusnouslsnilasuiremiiuanuiemsumbues

inetiiluauimm

100



JAPAN GASTROENTEROLOGY SOCIETY

December 16 th, 1960.

Dr. Vikit Viranuvatti, M.D.
Siriraj Hospital,

University of Medical Sciences,
Bangkok, Thailand.

Dear Dr. Viranuvatti,

The "Japan Gastroenterology Society" is presently engaging
in the organization of the "Asian Gastroenterology Society". It is felt
that this society, specializing in the study of Asiatic problems and
matters of interest, will be an important contribution to the
International Gastroenterology Society” of "Organisation Mondiale de
Gastro-Enterologie”.

Dr. Henry L. Bockus, President of the "International Society
of Gastroenterology" during his visit in Tokyo last February,
suggested the formation of such a society, with the mentioned aim in
mind, and also that it would be a part of the "O.M.G.E.

We believe that you will be equally interested in our
proposed organization. Thus we request your support at a
preliminary meeting for the establishment of the "Asian

Gastroenterclogy Society", which will be held on the occasion of the

101



Japan Gastroenterology. Society meeting scheduled in Tokyo from
next March 30 to April 5, 1960. Two delegates from each country
are cordially invited to this meeting, so please take this matter to an
appropriate meeting.

The "Japan Gastroenterology Society" will assure you of a
warm welcome and comfortable stay here. Please accept our
apologies for taking the initiative of establishing the “Asian

Gastroenterology Society”.

other invited countries are;

Afganistan, the United Arab Republic, Australia, Burma,
Ceylon, Cambodia, Hong kong, India, Indonesia, Iran Isael, Korea,
Laos, Lebanon, Federal States of Malaya, Pakistan, The Philippines,
Taiwan, Turkey, New Zealand, and Viet-Num.

We hope you will make our meeting a success by your
attendance and cooperation.

Please do not hesitate to give your views or opinions on this

matter. You prompt reply will be greatly appreciated.
Very sincerely yours,
Shinichi Kawashima, M.D.

president of the Japan
Gastroenterology Society
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JAPAN GASTROENTEROLOGY SOCITY

Dear Dr. Viranuvatti,

The preliminary meeting for the establishment of the Asian
Gastroenterology Society is only a few months away; consequently,
we are writing this letter as a reminder for your reply.

In addition, we would greatly appreciate y your providing us
with the followin data, which will aid in shaping our discussion at the
conference.

Carcinoma :

(1) Distribution of the various gastro-intestinal carcinoma in
your country (site, type, etc.).

(2) The incidence of sex, age, and economical status in
gastro-intestinal carcinoma.

(3) The mortality rate of gastro-intestinal carcinoma.

Ulcer :

(1) The distribution of pain, and the incidence of age, sex,
and the economical status of the ulcer patient.

Though we realize your time is limited, we hope it will not
inconvenience you to prepare the above in formation; your co-
operation would be greatly appreciated.

Sincerely yours,
Shinichi Kawashima, M.D.

President of Japan, Gastroenterology Society
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ifnudizswimmyiniraule

The Gastroenterological Association of Thailand
28-31 January 1997
Siam Intercontinental
Bangkok, Thailand

Faculty

Dr. James Christensen Ohio Uni, USA

Dr. M S Losowsky Leeds, USA

Dr. Nicholas Talley Sydney Uni, Australia
Dr. Paumgartner Uni of Munich, Germany
Dr. ABR Thomsecn Edmonton, Canada

Dr. Yamada President of AGA, USA

Scientific Programme

- Neuro-endocrine Control of Gastric Acid Secretion

- GI Peptides-Basic Sciences to Clinical Practice

- Pancreatic Malabsorption Nutrition and Liver Disease
- Small Bowe! Malabsorption

- Cholestatic Liver Disease

- Consensus Conference on Non-Ulcer Dyspepsia

- Pathogenesis of H pylori associated PUD

- Vaccine Development for H pylori
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Congress Secretariat

Udom Kachintomn,M.D.
Secretary General

The Gastroenterological Association of Thailand
PA-OB Building, Siriraj Hospital

Bangkok 10700

Tel 419-7280-3

Fax 411-5013

Faculty
Anthony TR AXON

Martin J BLASER
SC Sydney CHUNG
David Y GRAHAM
Ken MIMURA
Loren LAINE

John LAMBERT
Adrian LEE
San-ren LIN

106

Intemational Workshop on
HELICOBACTER PYLORI
1st-2nd December 1996

Hong Kong

The General Infirmary, Leeds, UK

Vanderbilt Uni. of H K, USA

Prince of Wales Hospital, HK

Baylor College of Medicine, USA

Jichi Medical School, Japan

Uni. of Southern Califormia Med Center, USA
Momington Peninsula Hosp.,Australia

Uni. of New South Wales, Australia

Beijing Medical Uni., China




Bamy J MARSHALL  Helicobacter and Intestinal Imm., USA
Enders KW NG Prince of Wales Hospital, HK

Calm A O'MORAIN  The Meath/Adelaide Hosp., HK

Roy E POUNDER Royal Free Hosp and School of Med, UK
Joseph JY SUNG Prince of Wales Hosp. 1K

Guido NJ TYTGAT  University of Amsterdam, The Netherlands

Registration
US$ 300 (before 31.08.1996)
US$ 400 (after 01.09.1996)

Congress Secretariat
Dr. Joseph JY SUNG
Endoscopy Centre

Prince of Wales Hospital
Shatin, N.T
Hong Kong
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International Workshop on

THERAPEUTIC ENDOSCOPY

Faculty
SC Sydney CHUNG

Gregory B HABER
Robert H HAWES
Loren LAINE

Rene LAMBERT
Joseph W LEUNG
Alberto MONTORI
Hidekazu MUKAI
Hiromitsu SAISHO
Guido NJ TYTGAT
Zhong-lin YU

Registration

Hong Kong

3rd-5th December 1996

Prince of Wales Hosp, HK

Rosedale Medical Centre, Canada

Medical Uni of South Carolina, USA

Uni of Southem California Med Center, USA
Place d'Arsonval, France

Uni of California, USA

Uni Degli Studi Di Roma *La Sapienza® Italy
Haruobi-cho, Japan

inohana, Japan

Uni of Amsterdam, The Netherlands

Xuan Wu District, China

US$ 650 (before 31.8.1996)
US$ 800 (after 01.09.1996)

Congress Secretariat

Prof. SC Sydney CHUNG
Endoscopy Centre, Prince of Wales Hospital

Shatin, N.,
Hong Kong
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