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Hct 30%, WBC 7,020/cumm. (N 60%, E 9%, L25%, Mono 6%), Platelets
106,000/cumm.
Stool exam : Enterobious vermicularis egg, no WBC, no RBC

Thyroid function test: norrnal



Albumin 2.2 g/dL, AST 45 U/L, ALT 60 U/L
Anti-HIV negative
AFunsinwfat albendazole, metronidazole Furszniusssaiuihuaan
. : L % 2
2 e enNrdnumsaaAsy AR 34 AFIEETU UIwinfNAu 2 nn.
grlasansnsnndulivitusstn@ idlezann 1 Wau sesnduiiainas
ol et o o ;e
ugiavdn unneaededanninmsenlsaneuaAing
Uszidanm :  wiwsdnmaesliianlsauaulsmennaninien
dsziRgdausn : Jyss 2 Auudoused afludisusd
- =y
guadu 23 wnwdu un 45 1
TiAugs Ufas VDU
lusAmnauazdeInisaiaiuangloaniagasnss
12 TUAT
Uszinien : WA eszuoviennla Wullszan, Tduien
ipeaannAn 23 1 vgadaun 2 Tdkifilszameumn

Physical examination

VIS : T368 °C, PR 80/min, BP 90/60 mmHg, RR 16/min

GA : Good consciousness thai women, hyposthenic build, mildly pale, no
jaundice, no dyspnea, no sign of chronic liver disease, no edema,
norrmal nail & hair

5kin : no petechiae, no rash, no PPE

HEENT : mouth: no oral thrush, no OHL, no glossitis

thyroid gland : not enlarged

LN : no superficial lymphadencpathy

CVS & HS : unremarkable

Abdomen : soft, not tender, liver and spleen not palpable, liver span 10 cm,

no shifting dullness
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NS : E4V5M6
CN: glossly intact
motor power: all gr V/Vz
sensory—intact no impairment of pinprick, fine touch, proprioceptive
sensation

PR : normal sphincter tone, no rectal shelf, yellowish stool

Investigation

e Hb 10.9 g%, Hct 36.5%, MCV 99.2, WBC 7, 010/cumm.
N 57.9%, L 29.7%, M 9%, Eo 3.1%, B 0.3%) platelets 106,000/cumm.

s BUN 18 mg/dL, Cr 0.4 mg/dL,

« Na 140 meg/L, K 3.4 meg/L, Cl 107 meg/L, HCO3 29 meq/L

« TB 0.2 mg/dL, SGOT 24 U/L, SGPT 23 U/L, ALP 113 U/L, GGT 51,
Alb 3.2 gfdL, Glob 3 g/dL

« U/A : pH6.0, spgr 1.020, alb-neg, sugar-neg, WBC 0-1/cumm., RBC
0-1/cumm.

* Stool : whe 0, rbec 0, no parasite

« Stool fat : negative x 3 days

asudrumwuos

- Chronic diarrhea with significant weight loss 2 years

- History of anemia, leg edema, hypoalbuminemia,

- Dccasional eosinophilia

Discussion
¥ . ———
filatg1ad u1Aae chronic diarrhea FaNA U evidence of

malabsorption AWLLALA edema, anemia, hypoalbuminemia Favieqtiu
small bowel disease Tatszazinaifurruu 2 T leafiRataldun

titeshcionnl Confornnce IS




1. Chronic infection Alitlusimuny 2 1 TaelifitlseSal45andng 1y
parasite ‘71'L‘1°_]u partially treated

2. Bacterial overgrowth ﬂ’m’l‘i‘ﬁ‘ﬁflﬂﬂium,}u 1o un flatulence,
bloating "-i’mﬂ’l‘j“?llﬁ carbohydrate malabsorption 1#FUNNFF N UAIRINNTA
Fufupiansn

3. IPSID @W90v %A chronic diarrhea TAuUMaTeT] Tmﬂﬁmﬁ
14 Liflieasinmnadlnld

4. Celiac disease  daflul/lFarnenisarsrsoasunt diarrhea
Fauri malabsorption 'lucdﬂmmqu@ﬂ‘lm WAt uncommon Tt

Fratiu investigation sialUfimasvinAe G follow through Aavan
FIUMUIUAZLIAN nature 184 disease G uilw focal #§a diffuse Fetaauan
amATuansinariuls

HANSALAURNEFN 111 G follow through WU contrast media BiNu
fistula @a1n 2™ part of duodenum 10 hepatic flexure suggested
duodenocolic fistula (n’lw?; 1)

n’mﬁ 1 Antegrade filling of contrast media from 2™ part of duodenum into

hepatic flexure suggested duodenocolic fistula

PN odnsAUAUMNESLUMOGUOISIHDUSINAING, BLIALAULEY 2551



Q’ﬂ%ﬂiﬁi"umﬁﬁ’l upper endoscopy Wa confirm fistla (N1WHA 2) uay
tissue diagnosis 1aelei s fistula WP ileum (Wi 3)

< _ . .
NN 2 multiple ulcers, polypoid mass and fistula at ducdenum



< ) _ . . .
NIWW 3 Histopathoiogy A1N ileal ulcer WU flatten villi, crypt distortion,

branching

4 :; 1 A ar =S as Ll . i .
sadugiauseiaslifunisifiadeduty duodenoileocolic fistula
A R . '

HANNTNA fistula m'Luuﬂrymmm bacterial overgrowth syndrome 793
A2E AIUANMAUUAINNTIANY fleal ulcer FaNAae Tehaulnan1anens
azluny granuloma WANISH N multiple ulceration ludldansaniu
intervening normal mucosa wazn3A Y fistula WHATUEY WARARUNIRZH
chronic ulcertation Tud"I&1ANNUIY Tegauwmmunazidly Crohns disease
HANTIA

18 DAAISAL IAUIMNESUUNIIOLE IS SUSITIAIN, DLRu-ILs ey 2551




wiy. vimit ATussys
srrrivlsasruumaRuang lrewenmadsey

Duodenal fistula @2luedinifinann malignant process Fanunjen
figm fRe colon cancer 1A hepatic flexure avmauiiulidauan
Tumnaaf 1" §ouBuaes colon MLAA duodenccolic fistula ‘WdLien A
proximal transverse colon” @M% fistula Tudauw84 first part duodenum 3N
&WWUSTU peptic ulcer, cholelithiasis Tuanuzdl fistula ludauaed second
part duodenum INAUWUSAU inflammatory bowel disease v{'\lﬂ’wud'}
duodenacolic fistula V{LﬂuﬂﬁLnaﬁﬁn Crohn’s disease &uwﬂﬁﬁﬂﬂmn
(LLuu,qﬁ?i 1)

=} o - - q 0
#1919 1 Tsadua v vinlithia duodenocolic fistula

Cancer of hepatic flexure

' Peptic ulcer

' Cholecystitis

Duodenal diverticulum

Appendicitis

Crohn’s disease

Duegenacedic Fiahdy =aans




UHUN 1 AMUAN9NA fistula 'Lm_jﬂ'lﬂ Crohn’s disease

Other

Recto-vaginal

Perianal
54%

Entero-enteric

Pathophysiology

Crohn's disease Lﬂuti‘ﬂ‘ﬁlﬁﬂﬁﬁ chronic inflammation 1898714
%'qu"nLﬂuﬂaﬂmmmuuwmﬁﬂé’ {transmural inflammation) Lﬁlm’m’m"]u
Turu v lden T daudunninsiatusiou inflammation ﬁL%"aum'ﬂlﬂiu
m‘lﬁmuwml.m"ﬂuuu YW fistula formation anJu 'NL']JEJJ?“"WJ’N
disease-affected segment U bowel wﬂqlnatﬂm wu'liaedni stenosis ‘Vl
distal AaLFRUATINISIAL w.flumaﬁumulumm fistlula Tédnegn

} Clinical presentation

B1N17923 duodenccolic flstula u“lmmnmmmmnmanu FaLLg o]

T g

wamsannsiaeluauiiafl profound symptoms mqﬁuﬁ’wﬁqqmmmwm
bypassed toop LLﬂxﬁT’leﬂdﬁLﬁﬂ fistula 'ﬂ’]ﬂ’]i‘ﬁwuﬂ@ﬂ i diarrhea,
weight loss, fecal vomiting, malabscrption ’ﬂﬁﬂﬂ’l?’ﬁlfl reflux 984 feces AN
colon Wllu duodenum w1 jejunitis WAL small bowel bacterial

overgrowth

QAISALIAUINTESLILMDILO WNSIHOUSINAINE, GLAAU-IUUEL 2551




e . . g
ATNTIUNATUNNLENYINATN active Crohn” disease (849 LWNA1 fecal

.. el' L] I 4 ol d' . .
vomiting duainsfisnmng wanulFifeauilaluanues gastrocolic fistula

uwazkatar 2 i duodenocolic fistula

lugftlne Crohn's disease Wnwu enteroenteric fistula Uaufgm

Aadnidu fistula RN ATENTNA small intestine Aaariuiay g5y
duodenocolonic fistula Tugilael Crohn's disease Awulusaamil Hwuidlu

report case AALAAYIUANTIN 2

e
AY919N 2 Duodenocolonic fistula el‘lal,r;]".l]'sf;l Crohn’s disease

Author

Number

Year of case Gender Age

Treatment

Grayson and O’Connelt*
Coghill®

Leichtling and Garlock®
Nelson’

Holzbach and Jones®
Thompson et af.”

Smith and Goldin™
Wilk et al."

Korelitz"

Fitzgibbons et af."
Goldwasser et al."
Broe et al.”
Mosca ot al'®
Murray”’
Jacobson et af."®

Glass et af ™

Klein et ai.™
Lee and Schraut®

|. Ei-Haij et al®

1960
1961
1962
1969
1969
1975
1977
1977
1977
1980
1881
1982
1984
1984
1985
1985
1987
1989
2005

1 F 33

1 F 18

2 M/F 25/29

1 M 22

1 F 28

1 F 38

2 M 26/22

3 M 19/ NS
4 IM/3F 3411771971
2 F 44/22

1 M 55

1 NS NS

1 M 38

3 M NS

2 MIF 32/31

5 NS NS

7 NS NS

11 9M/ZF  Meand2
1 £ 23

resection & fistula repair
resection & fistula repair
Two stage procedure
surgery not specified
resection & fistula repair
surgery not specified
resection & fistula repair
resection & fistula repair
Diversion

resection & fistula repar
resection & fistula repair
NS

resaction & fistula repair
resection & fistula repair
resection & fistula repair
NS

NS

resection & fistula repair
resection & fistula repair
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| MSs30ode
Contrast radiography
N . e = =
N1TN1 barium enema Ilunzasafl Auariaanlannign
otz 85957

Endoscopic procedure
iU definitive diagnosis uazdIaUseifiu extent & severity 289 Gl
o . g el ) ool [ = 4’ ] [ = 1
inflammation 1ﬂﬂ u,ﬂ:mmmqqmmq:umnmummmumumwm"lu
1 . 13 - L] . .
il stricture, cancer WUAY WananiiaaINasn i tissue sampling
hlasredilasemranenslddag

| msshwn

ngsnuIAILIE

gulae Crohn’s disease 7Tl fistula sTnazwusantuRalsaf trafly
active disease 8¢ Frars mﬁ’nmﬁw‘qLﬁuﬁmimuquiﬁﬂlﬁmu (subcide)
riou Taeldendelus lun

1. 5:A5A 1Hlunsciees mild disease Iﬂﬂﬂ’l‘iﬁluﬁm mesalamine
W8 slow release of 5-ASA (Salofalk, Pentasa, Asacol)” ?'Q:JrTummqmuu‘%‘
Fearavinlilsnaeuadld duiy 5-AsA AldusAiuunaiisldidnie
pentasa IWT1zsaE W microgranules Aumnsasausly jejunum lunsilaeq
mild disease 7 limauauassiansli 5-ASA naslweyUJaausngu
ciprofloxacin W&z metronidazole flanadaelilsaauaals®

2. Steroids; 'Luriﬂ')ﬂﬁlLﬂu moderate disease A1N1TOAIY
prechisolone TatiFnluanne 4060 mo/u Seuaz 60-80 1efilasliuad
ety 1014 337 wdsan 24 dlev AeRany anaedlanias 5 mg
auldennm 20 mg Aedu uazudRIniuianaiiay 2.5 mg Aadla

3. Azathioprine/6-MP lunsmif 1y severe disease nFaiilu

IR 255 1SaLNAUMWNESUUNIDIAUO W ISIRDUSINAINE, JunAU-uLeu 2551
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refractory case Aalianunsaan steroids aald Avelvien azathioprine W78 6-

MP wWenagiidniusaliliay uazuAnidemadnadees steroids WA

Wasanauwaiieangnadn ndradlduasiufidedeanmillbe s

P | do v oa v
dlaiiluatiades endsaveengms Wil

4. Infiximab tfu biological agent Ay climeric monoclonal antibody

againt TNF- Q@ T¥luse¥iflu refractory disease wiaLilu fistula disease

AMNEAIDINTTANEN I ACCENTIIstudy®® Wudn s Infiximab luauna
5 mg/Kg M1 weeks 0, 2, 6 uaryn 8 duawi \uszaziaan 1 1 amaen

maintain response MHNANNIINEH placebo atineTiladAty

Surgical treatment

Aansan lusnefiflu

1 Refractory ulcer type
2. Fistuia LIMALAWBIAS medication treatment
3. Abscess formation

4. Developed cancer
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IMRBTTIA Non-Hedgkin, Hodgkin’s disease, leukemia, malignant histiocytosis
fifluarvgrasniaziunne@aunaulfiguiu uaswudn Taanzdesiania
WmAERTA Non-Hodgkin s .mrjﬁw:--1i'f..-ﬁﬁ.-',.w”.'.ar;'jﬂ.]uL'h;r:f{:rTi q93
oAy lunsfwmdarilady Wi aude nunisinenduaenasil
STUSNFIN r._-wln,.*i.' AU HBUUNRLINA M EU [aesannae
s dinnnguilaclidnsinulnsnaindnn sy g uss

R UG dasnguEy

| lsAusSodoudhingiooistia Non-Hodgkin lymphoma (NHL)

laausifasiantmias uiad 2 aiialugy Aa Non-Hodgkin
lymphoma {NHL) u&z Hodgkin's disease (HD) mmu'aummmwm NHL
HD #finsAne S luAuene dezun 41 g miuauinegUAnisnizeg
NHL : HD fivnasAnmsBtssinc 6:1 B 1141 uazdanuinludszmalne
uqumm?mmmiﬁ‘ﬂumwmﬂummﬂﬂqqu%umfaﬂj mmum%ﬂaﬂﬁ’u
wudteylugas 1081 1 Tauilqi@inasnl geqalutaeeay 5170 O 34
AuaRiiT s udalsemn dwiuteadudueivinlaiFnasal
ﬁcﬁhumn’* Lﬁ:n-wnrmiﬁ:?--"'fﬂ i Epstein Barr virus;, human immung-
deficiency virus, m?d’mamamnﬂuLmemuum Wax qﬂfmﬂmvuu
pRdufuden

MsuiineeslsansdiRent e e Non-Hodgkin #1184 WHO-
REAL classification ua2 Histologic subtype ﬁm’mmﬁl 1 4AT 2 AINAIAL

quAn17af1a9 NHL wiazafiafimauuansiaiunis histologic
subtype LAY FuFaTA damiuludszmalnanudn low grade NHL i
fauazr 12-14 Lta:'nﬁﬂ'?fwumnﬁqﬁﬁa diffuse large cell immunoblast
lymphoma wulsdesaear 31.3-43.3 m"mﬁu‘luau?gmu?nn’n'qwu%’aﬂﬂ:
33.7 WAL 19.7 ANAAL d@9U T cell lymphoma lulssimalnawuiesas
16.1-25 ﬁalnaﬁﬁmﬁuluw?gmu‘ém MIuWINTzaTET8s NHL sl 3
nNAe TnamMIuninzzaalanns BunURuL I Ee LAZNINTZUA
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L.ow grade

A191N 1 T0A2E9 Non-Hodgkin lymphoma (WHO-REAL classification)

Small lymphocytic lymphoma

Lymphoplasmacytoid lymphoma (nodular and diffuse)

Iaarginal zone lymphoma included monocytoid and

malt lymphoma

Follicular center cell lymphoma grade I-1| (small,.

mixed small and large)

Intermediate grade

Follicular center cell lymphoma grade |lI (large)

Mantle cell lymphoma (MCL)

Primary mediastinal {thymic} large B cell Iympho?na

.Diffuse Iarge.c-:e.ll I;mpﬁoma {including immunoblast

and anaplastic large cell lymphoma)

High grade

Precursor B cell lymphoma
Burkitt and non-Burkitt lymphoma (small non-cleaved

lymphomal

Smoldering and chrenic adult T cell lymphoma/

leukemia {HTLV+}

Primary cutaneous large T cell lymphoma

Intermediate grade

Peripheral T cell lymphoma unspecified
Angioimmuncblastic small lymphocytic lymphoma

Anaplastic large cell lymphoma primary systemic

Angiocentric lymphoma

Primary NK cell-nasal type

I osrunnasunodiuesrsimsinaing, duau-ugeu 2551




|— m intestinal T cell ymphoma

| Subcutaneous panniculitis like T cell lymphorma
. Hepatosplenic T cell lymphoma
‘ High grade | Precursor T lymphoma

| Adult T cell lymphoma/leukemia (HTLV+)

\@an -‘Elammwéni'zmwwni:mLﬁaﬂ'ﬁﬁudflLﬂuﬁﬂumno’i'\ﬁ'w:'lﬂwu
TulANT SN AT HD dume Wlsaus s FasominmaaTin
NHL #nnsunsnse mmnmu’lm?omL?Qmum.,ﬂ"wumuwnu'] AuNITUNng
NIzl ILMLAmaes uazpmanulzalussazgnaiuninndnsses
mmummlummuaau‘[m LLavw']'Luwuw'fmﬁamwmmmmvu'anm@u
V11M@89 (extranodal) wnndimsaanululsauzeraunimaasila HD

nIsiIvos:g:wovlsau:iSodoudindoosda HD aiu Ann
Arbor staging

o I "y
B sTuil 1/Stage | lsARATURAI LML IVINT9UT TR R I-
o 1] 1 - J 1 ’;
wies () viaswnimilaen Fuuiaguanssuutnmiies (£
a o & o - | % a2 |-
® szush 2/Stage Il : Ii‘mnmuwummmaummﬂﬂqmﬂmmm
wind 2 mtmmlumummnumamﬂununi"mau ) vierFandiag
uanivuummaﬂam'wqvama'aq'lumummnuLwamﬂununs*mau (1)
&
W srnsi 3/Stage Il TraAsuRL e wAed T 2 Fn
Ala o X
Lumﬁ‘ﬂunun?vuaau (I use mfwounuTﬁ‘ﬂmnmummuwaquani:'uu
uqmamquvw (IE vialsaiinduriionsdn (11S) wheifmsaniiu
Fravum (IIES)
1 - 13 - .- j 1 1
B szuzit 4fStage IV : Tsaifialiunszangiuestnsvtaiielded
1 ‘; 1] ] a 1 J -, = -
afuanszInmARINRd milaruie sudalsafiifiaudusunas
=l =l | dl 1 l; =4 1 ar
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B fla1n17289 B symptom 16w

1. Wmang il Inedaldgumgiinannds 38°C ludng 1 Flau
INUNN

=0

=l = P - \ N
wRasanundatnAnewnansA Tudna 1 VADUNHIUHN

ufs

2.
3. Wudnaaunnndifesas 10 1adwiinAqlugianan 6 tAeun
NN

nmennsallsa lulsansisianinmvasssiin NHL arAutladamna
ARTIN 5 15zn"7 (International Prognostic index-IPl) l#wn

1. a9gunndvTewin 60 1

2. ¢ LDH Tudesiiniu

3. Performance status NINNGMTBWINGL 2 mN3 ECOG viTatiaandn
viFawTy 70 AN Karnofsky

4. syareealsm 3 W3R 4 MU Ann Arbor staging

5. sAinTufiRdtazaINNgn 1 wi"mLmuwmu‘i’mmﬁﬂﬂuﬂmzuu
‘lﬁﬂ WMAa4 (extranodal sites)

Tnumudrdulanfifiladunntuasfinnmainsafzaatsaiihis
u'anmnﬁﬁqwudﬁnq?nﬁ*:mwﬂqu:ﬁwiﬂm’fﬁmﬁm'lunq'u large cell
(follicular, diffuse), immunoblastic ua% diffuse mixed cell Tl Waldeyer
fing WAZTTULNIAUR MNSIANNAETinB dvuALUazuTumLd]
Tamafuzeraaninmites NHL anansounsnszanelldmnaiialusnm
TndAeniu
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1. sammdeals daulvgiwunousiee wszqnaaluudion
aun

2. dwle doulwoidlugiloaluszesd 3 dudhld

3. dnwuluszazgnany enadaenatvgueslsa NHL viaidn

- J =1
NN sRaEe s A
- ‘; ] 41' 2 =l = ’; ] & b=

4. mafmnluteudiavudeaviafisinlutewies deainniene
ALNNAULIURRY wiafaenuziFra U R o uR AT U7
- Aﬂl ] 4 dl 1 1
uTlanuteytelaavTeitioydesias

5. NENAYILAWIRRAAN Superior Vena Cava

6. aMaINMazunIndeusi1eg 1y nmnalunsegn tsanfinase

- o .

sruudszam nsinlie narlanaBauwdusin wmor lysis
syndrome |{lugu

7. 5ula nMazAdu uazntarduMaE sundussasng1alng

=l 1

azBunroly

| snduninodululsnusSomolafadnen o

mmﬁmﬂnﬁﬁﬁuﬁtﬁm?'qu'lu‘ifﬂum'*mw'[aﬁﬂ?mm \inldann
UANBANNR (ANTIST 3) 1 mnfinlravsanzionnalafinineduis,
HATBINIIINIIFazeuATiTR Wi nsanuid, nisdadeunsnday
i"mV’l':\m’]i‘ﬁﬂl‘%ﬂﬁ’uLﬁﬂdn’]’ﬂﬂnﬁﬂﬁ?ﬂNﬁﬂﬁm’iﬁlﬂdlﬁﬂﬂﬂ?ﬂﬂ’]?ﬁﬁéﬂ
ﬂ"ur,ﬂ'mmmnmﬂﬂf?{ﬂuﬂffm:u%miﬂqnﬁwhm:qn NYNBINIS
paraneoplastic syndrome L4 granuloma formation LAY intrahepatic
cholestasis lulsA Hodgkin disease, N1s@¥aNTRIATS Amyloid lulsa
multiple myeloma uﬂﬂmnﬂ{l’amﬂwumq:’ﬁ;uq ﬁLﬂuﬁnwm:mﬁfﬁmﬂ:
1 steatosis, fibrosis, hemosiderosis, nonspecific portal lymphocytic
infiitrates $anaing 14
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P - o J ' 3 e
ANsaN 3 rrnzifanelaisinandalsaaulusy®

i

MHL 52 Portal lymphocytic infiltrate
{20-25%), steatosis {7%)

Hodgkin's 814 66 Portal lymphocytic infiltrate

disease (32%), granulomas {9-25%),
steatosis (11%), hemosiderosis
{9%), cholestasis (<5%)

Hepatosplenic BO 100 Predominately sinusoidal

T cell infiltrates

lymphoma

Multiple 3040 A40-50 Amyloidosis {10%]}, light chain

myeloma deposition, extramedullary
hematopoiesis

Leukemia

ALL >85

AML - >75

CLL - 98

HCL 100 100 Angiomatous lesions (64%]}

LGLL 75-100

A A Tuaaliiuga NHL Snasifalsafsiusannda HD 1ile
) - 1] [T L4 x -~ id
UsziiuananIM AR ENFINALNMIATIRTULBAINAL LAZNITATISTY

s - ) 5 = - 1 -
HONTNEIENLATIYIN HD uar NHL INANENSANTWWULAt UL portal

RAZANNITONUAN LY Noncaseating granuloma lALeelu Hodgkin's

disease u.ﬂ:wnhlﬁ'fﬁﬂﬂ'lu NHL
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T3A NHL anursafiatinmusamimdesfiagiidion pora hepatis

r.t' o oA :', - ‘; ol o | =l = = -
o IiAenegaRuaFung viadoutipaiininia NHL 1lailgugid
(primary hepatic lymphoma-PHL) fIRWNSAN WANATULE MNAAERUNA
{primary bile duct lymphoma) Aun AN B UL AR U AUNZITNIRININAY
1A (cholangiocarcinoma) JIWLANTY 2 mmmﬂuﬁutw&lﬁﬂﬁé’ﬂfmﬁ
=, 2 N aa p= a X A o .
arnisagldtanndnaweiiaainnisiizaniaauluiiadimg (hepatic

infiltrationy”™

ITsA NHL tuoenumsiisavoonueolspRiRadundu
1. NHL 171"Lﬁmfluﬂguqﬁﬁ'ﬁmﬁ'maﬂwLﬁm {Primary Hepatic
Lymphomal
2. NHL #\ARd Ul fusaniuntsuanseanyaslsalueduazduy

{Secondary Hepatic involvement)

| Primary Hepatic lymphoma (PHL)

PHL 1lu NHL TRsduRuuasRansisuduuan Taelinud
afenzay liwuAsminmasnnndaulnsauay (stage 1) WABIANL
FaatMaaIL TSy thepatic hilum) Tnle wazlunuanwmzreusss
wzfaddadantdlunszuaiden’

afAntsainaie PHL wutiasninlagFuuisugiEnasainig
Fn NHL T3 innuendentimies wumoadesas 12 uazwy PHL
eddenas 0.05 WadeuugiRnainisfia NHL yavaa® dauluany
ludananean engiede 53 1 587 1) lnedalunamiauszneludndou
2:1%"

PHL wialmidu 2 a5lamnatineeiaas u B cell uaz T cell
(397 4) Wiasutiemnagneuznisnszaneie lusuidu nodular infiltration
WAL diffuse infiltration AINANINITANHINLANEOUL nodular infiltration ‘L6t
wnnd Taemula muttinodular type WAL solitary nodute™™®
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15199 4 9HAT89 NHL Anuly PHL

B cell lineage | Teell tineage

Indolent

Lymphoplasmacytic

Follicular center
Marginal zone, MALT type ‘

Aggressive ‘
Diffuse large B cell Anaplastic large T cell lymphoma

T cell rich B cell lymphoma peripheral T cell, NOS

Mantle cell

Highly aggressive
Burkitt lymphoma Hepatosplenic T cell lymphoma

Precursor T lymphablastic

= & - 4 =i A A -l

wengnuiinresdsa wuinanadnalnduiivanwilaannalnnis
- -J‘i = - .l’ o 1
Wnlealu NHL Adwenganwiiisiuluvaing adeny gy nalamessuy
niAuiuTansdnianluinniufasnuiisenuniaiia PHL Tudos
primary biliary cirrhosis, chronic viral hepatitis, SLE (s

funelafasiugniand (Hov) fiia NHL wudndu PHL wannda
Faeaz 10° Tawudraiiones NHL azusnsinaiu Taadilen HCV uay PHL
zfim NHL 1ils diffuse Large B cell lymphoma (DLBCL) liveufiga Tu

| 1 J - H . O -
wouengiloe HCY Mifin NHL fieguensdiuazwy NHL a¥ln low grade B cell
Ifnnfige® uazwudn PHL 4fim nodular infiltration 1Fuaiia high grade B
cell lymphoma ALiatVign dauaile diffuse infiltration Wuléviandin B cel
Wi T cel

21117 fuaaiinaziiainisiibisnwizealsn iy fAndndnly
auedias daanFlonldmalasedn daulugasdld wiminas (e

: a el e al ) Ly .

a3 daumde Jiesfasay 10 Aenalduandeanis wudigiloelungs
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diffuse infiltration $81N17 B symptom NANNF AU UNgH nodular
infiltration InewUFeHaL 90 UaY 41 MNE AL dounilazasfilen PHL
A1R8rNAILENIEUIBRNRINANREALINE (NN 5)

AN 5 AINITUATEINTUAR AL PHL

rmn'_rr famar |
1eniaa 42-56
viuiinas 3340
14 2226
Nzt 1219

‘ ilaawns 815
pauld/enduu 10-12
piasanNRALNFAELNANSAY 810

Tifiang 9-10
AsI95 N1 wusulnlifenay 62-62 uasaranLdNiA1azAT Y
TAluszusinralzalnawuitdaulngiifinarnnnsnadsaneufaes

q % " = - Vo =l v & v
ARMNUNVARILTINNIGAL porta hepatis “?ﬂwuqﬂlHﬂQﬂNTﬂ'ﬂmULLﬂ\]?QNﬂQﬁ

nisAasIanvalfuants wodiszdudadentainilng ua
ananudnilidadannnadlfainntnzdimia uazil hypersplenism yienas
ifimlsalulanszgn Feaznuluszazrpeeslsn nammanIineuTes
susinwudnfiadnAfe fAtuanndnediaias 2-3 winrassidniatierian
1 A1 {(AST-aspartate aminotransferase, ALT-alanine aminotransferase, ALP-
alkaline phosphatase, GGT-gamma glutamyl transpeptidase, bilirubin) #%Fan
sz 7585 wilidumzianzaselse uanainiifanudasn LDH qﬁu’l,u
@aanulduinninfenay 852 aranuinnzuraidenludangauns
monocional para-proteinemia 18 dauszauraa alpha-fetoprotein (AFP) Laz
carcinoembryonic antigen (CEA) ﬂ:ﬂq"lummﬁﬂnﬁ
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AARIESARTT U eNTITT AeuRame T lunsdiiiuy systemic
hepatic involvement :unfa:wua’numzmuimmﬂunﬂuwmu Ltﬂ:umﬂuu’l
1 x [] - 1 1]
waasludasaslnusandalauianiyuiion parssortic wanddtinasd
WENFANTNIDIA LB UL 84N1AIN lymphoma &7 primary bile duct
- . . .
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nsladeenAuUssifiannns nisesassaniedangladesi nag
mqamwﬂaﬂgummsua.,mwnwquﬁmfmuuwuum'lu'mm"u"
CRELE muumLﬂummuuﬂumﬁ‘mmqmﬂmi‘mqwmuﬂmqwmmwm
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tnuniawninyiag (laparoscopy) Wian i FRIllATe e (laparotomy)
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tﬂﬂmemﬂmim mumqmvlu\:“

nsmzastuile (il 1) W iEn s RN nucleus/cytoplasm
ratio, oval nucleus, irregular nuclear membrane, prominent nucleoli, basophilic

cytoplasm (H&E)"
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mass, hepatomegaly hepatomegaly
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low-attenuation masses | parenchymal density,
with thin enhancing rim | architectural distortion,
after contrast hepatomegaly
administration,
hepatomegaly
Lﬁﬂﬂl?ﬂﬂau Hypecintense mass on Heterogeneous
waimanininn T1-weighted image signal density, high
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hypointesnse after
contrast administration),
hyperintense on T1-

weighted image,
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signal intensity at
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{CALLA) uﬂvm’luwumimﬂgn:‘mmﬂm?mmqmw cytokeratin WA

5L uﬂnmnummqmn'wmm@ﬂuﬂumLmulmmﬂ flow

specific enolase
cytometry, gene rearrangement, cyto-genetic study €91N1594A9t secondary
hepatic involvernent of NHL ANAHINIATIATULE BN N TEINENANFRL
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Auaugilae PHL fvdssuarfiannuuansaiulusfissaiiafiaqayinli
laifinsAnsmnBaufaunngunnne dnunisieanruinisinenastiu
ﬂfjﬁ’u-ﬂﬁmmlﬁﬂLﬁau.ﬂ:?:ﬂwm‘iim‘wﬁ’umi‘ﬂimﬁuﬂmwéwmwaa
gileuazlsasa

Tunsaimilu PHL fewden Suilutlin low grade wuztinnasinmwn
Tnunnseinsaiesatinuies lunsalfidy intermediate grade %39 high

at ] - ] - L o o - dd’d

grade AI3FNEIAENITHARRAFINALNT ITENANLNTA d9ulunsilng

" - , TR o =l oo
umanawm’lummmmmm‘lm waslunsoundu systemic involvernent
nsldeaiivdaidunisfnevdn Tawudngasan CHOP (C-Cyclopho-
sphamide, H-Adriamycin or Doxorubicin, O-Vincristrine, P-Prednisolone) 1Huen

= dl ydd‘ di | 7] - oy oy

wilgran b liAnge Waswanldde ifwanen wazninfinniazunsn-
Y " . 4 Y o P
fauansiuscarlddraden Waftuiuegasiwinataiangus) s
WA 1 Methotrexate, Etoposide, Bleomycin Yiaiinsliiungms CHOP a1a
fauun1s¥en anti CD 20 monoclonal antibody (rituximab) Tunseld NHL
4ii B cell lineage Ta1iilugms CHOP-R'

nsAnmnsdeninmguas PHL Tuguduziia M.D. Anderson
Uszmaguigawing laudadlugfWinnsinmsuengms CHOP Tugilae
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nodular infiltration 1aeU41 Tenansidiregsanasy 1 uas 3 T dwiy
nqu diffuse infiltration WinfiuFasay 38 uaz 18 MINAYAL duFungu
nodular infiltration Wnufatay 70 uar 57 ananau” dadalunng
wmmni’imﬂ’qmﬁuﬂfg’ﬁu*ﬂﬁmmmufmﬁ'ﬂ Wae International Prognostic
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PHL fin1snennsallsafiands secondary hepatic involvement

| moduoaidauwauonisau:So
N9ERUIMEBUUNAL (fulminant hepatic failure-FHF) Usenaudae
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mi‘ﬁnmu:ﬁq'ﬁLﬂummmﬂqmq:ﬁmw Flaanertna King's
College® wugitlefiduusFadugmaiiies 18 1o Faraz 044) g
thtmazduaiavng 4,020 $e 'luﬁwmuﬁﬂuéﬂwﬁﬁmmmﬂn NHL
9 7%, HD 3 9181, carcinoma 4 $18 WAL Hemophagocytic syndrome 2 §18
nzFai iuannnaesninsfuaei iy solid tumor ldun
adenocarcinoma (CA breast, CA colon, CA stomach, CA pancreas), SCLC-
small cell lung cancer, Melanoma, Anaplastic tumor ‘ﬁmmn vascular tumor
muu:ﬁ‘qmq'ﬂaﬁm’inmﬁwuLﬂummmmmfa:ﬁ’mw 1eun NHL, HD,

leukemnia, malignant histiocytosis?®

| mo:duonedeuwaioin NHL

wudr NHL dlummeiinaldlesiian Tunaudioedinnzione
inlzanzde? efalunasiouinndawaudy 2 win uszengiade
486 1"

daulnnjiiialungu Secondary hepatic involvement NNN3NGH
PHL wazansnsonyluduaeiiagIAFumsdtasudndu NHL A1EFunas
Fnsnauneudauszialzanduaubmilaofinsuassenidu PHL vie
Secondary hepatic involvement 1 16\ dqulumiiﬂ@mﬁﬂ'lunf{u diffuse
infiltration WYNN91 nodular infiltration uazilusiia B cell lineage ¥NNNAN T

cell lineage™ ™17 1220

| nalnmsina FHF 910 NHL
FHF 410 NHL 819Ldunasua nuanta g n19mean1anens-
Antnrasduiesuazmy infilration gwanaguuuilganu@giunis
(i FHF T
1. Infiltration luvievha&nyilMAANIENILTaMathE, nsane
10yt
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2 Infiltration Tusruuluaiaulaiineedsiv nrsgasuasadunen
ATIUALEN {hepatic venule) FANALANTUNTNTNIRITAANITIBL NN
151964 hepatic sinusoid M I IARFLINAADALRLLIAANNIALUBUTAS
FU™ uaze1any portal vein thrombosis SIANWUETLNE hypercoa-
gulability 470 NHL yilifisnsastfannaasaitnadingsiu wlasldvinls
AaNEAuedaunay udazna WA porto-systemic shunt LAANIGE
hepatic encephalopathy W& portal hypertension WazIANIZUNTNTaUAD
Wwemnaanluniaufiuasisaauun 157

3. MARTYIAUTADE TIALFATRY lymphoma MR anag

X . o - . o -
nawnuileduedingm iianndeniminausedagauuaziia FHF
10T Vi i

e . v . -

UANANUGINLTY NHL @ 1190859 cytokines UFumunn q
Y IWAAANNSYINa"E interlobular bile duct, portal fibrosis MnIiiRdN®MLEH
(F2n91 vanishing bile duct syndrome®® NEBNENETRY cytokines BIAN-
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§19N78 WU interleukin-2 {IL-2) F1aF1991N lymphoma cells M lshAANAg
NTEAU Kupffer cells fanfiunsnseiudadantnalunsouaifenuaziaad
sinusoidal endothelial cells Neludy ML ANITINTEAUTENT 19wl
= L3 - . . - L]
WBATN, INAALABA WA sinusoidal endothelium gpAtARNranUFN
sinusoidal microcirculation WazyIMiARN 1TIIRBEATRITAAFL WLTuEn
nalnéAtudmiunisdin FHF®

) 2 dld - = L]

2115 wudglaeffinnqzAuaneyniie axfiannsun (prodomal
symptom)® @9analaianwiy anseaudilan 18 se (NHL 9 318, HD 3
318, carcinoma 4 $18 WA Hemophagocytic syndrome 2 §78) BANITAWU
Toun 14 (Feray 33), soumdn (Fasar 50), Uinldanaiasean Fauas

} 2] -l o = g [
39 LATWU B symptom léitiat dauntnsidruinasiiniuniuuds a1nas
vsinaziinnneulaenlszunnd 28 4u 5-60 Fuw) dauszaznarfawaiinT:



Agmauinizauaadawlugjegludas 7 4 thyperacute liver failure) ua
douriaziag lutag 28 U (acute liver failure)

n1sAsaagentey fanaz 50 raafuanilld duaslungn NHL
Ussnnmueiavitsazamanusinaniwdesinaudag wazifiauynaafis
1n (Faeaz 95-100) usdulmnulfianizlungu NHL uaz HD”

uan1sATIaNNYaNjian1s daauuwnnsnaiu eaR 7"
annsAndilasfiinnaziinieain NHL 23 10 uRsuifauesdilas
luwsaznisdnmn nrsasenuANEanAMWianlfiianag msdtisde
LAZHAMITNNFIANTNT 87

d = A 1
ATIN 7 wanamsaan e fiRnaslungugon NHL”

| Tugilae (wion)
Hyperbilirubinemia 100 Total Bilirubin 1.2-16.6 {mg/dl)
Elevated LDH 100 LDH 495-197,995 (IU/L)
L;tin_acEsiﬁ 100 Lactate 3.5—27.5 {mmol/L}
Prolonged prathrombin 100 PT 1440 (sec.)

time _—

Elevated AST 95 AST 24-3,040 {IU/L)
Thrombocytopenia Bo Platelet 29-576 (10°)
Elevated ALP B5 ALP 42-990 {[U/L}
Elevated ALT B1 ALT 15-5,655 (IU/L)
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[ - - - - J - ., L i =
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nodular infiltration
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Colby et al.®, Salo et al.”’, Gosh et al.”, Zafrani et al.*® Braude et al.”,
Shwartz et al.”’, Hino et al.*’, Thompson et al.", Das et al., Chamber et al.*,

Woolf et al
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I8ansiu nsl3Ennsdeandaatinuntaeiantviaa (laparoscopy) azi
2 X 4 . v x
Tannammanuirauaslduafuiliaioninisasmaldandinsaraetu
¥ oo . o e A da .
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Acetaminophen toxicity 4766
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] Patient v Posttramplan
Brport  agefier  Sigasiymptoms  biopsy dingnosis Trasspant  Surviml Dieath
Biakolmer  2¥M  Fever,joundice,  Necross T-ellmpboma  Orthotopicliver  No  Postoperative day 21

Bl tramsplantation (from lymphonta
recerence in graft)
Thompsen  4MF  Fever.wpparright Necoss Angomopiclarge  Orthotopichiver  No  Postoperative day3)
quadrant pain, B-cell rmphomz transplantation {from sepsis)
ancephalopathy and
chemotherapy
Cameron  s57M  Fatigneand Hepatitis T-cellrich,large ~ Ortholopiclver Yoy Alive and disease free at
jundice B-celllymphoma  transplantation postopertive day 200
and
chemotherapy

Blakolmer et al.”, Thompson et al.”*, Cameron et al.”’
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Oral presentation

1. Improving the Quality of Colonoscopy in Term of
Visibility By Adding Simethicone to Sodium Phosphate for Bowel
Preparation
Tongprasert Sasinee, Sobhonslidsuk Abhasnee, Thong-Uthaisri Panida,
Achalanan Narin, Pramoolsinsap Chutima, Kositchaiwat Chomsri, Rattanasiri
Sasivimol

Division of Gastroenterology and Tropical Medicine, Ramathibodi
Hospital, Mahidol University, Bangkok, Thailand.

Background: Sodium phosphate is one of the bowel preparation
regimens for colonoscopy. However, intraluminal gas can impair visibility
during the examination. Simethicone is medication that works by reducing the
surface tension of air bubbles. We aimed to evaluate the effect of
simethicone in enhancing visibility and efficacy during colonoscopy.

Methods: A prospective, randomized, double-blinded, placebo-
controlled study was conducted. One hundred and twenty-four patients were
allocated to receive 2 dosages of either 45 ml of sodium phosphate plus 240
mg of simethicone tablets or 45 ml of sodium phosphate plus placebe in the
evening before and in the morning of the procedure day. The colonoscopic

examination was recorded. Visibility was blindly assessed for the amount of



air bubbles and the degree of haziness by a single investigator. Five areas of
the colon were graded for the amount of air bubbles, from 0 to 3; grade O
and 1 were defined as the diminishing of air bubbles. The haziness was
graded into 5 levels from excellent to unacceptable. Excellent, good and
adequate were defined as the diminishing of haziness. The total duration of
colonoscopy, the side effect of medication and the endoscopist and patient
satisfaction were compared between 2 groups. Endoscopist satisfaction was
evalugted by questionnaires. Visual analog scale (0-10) was used for rating
patient satisfaction and the side effect of medication. Data analysis was
performed by Student’s t test or Chi-square test as appropriate

Results: The demographic data of the 2 groups were comparable.
58% and 41.8% underwent colonoscopy due to the presence of symptoms
and screening purpose, respectively. Colonoscopic findings revealed polyps in
48.4%, cancer 3.3% and normal 27.1%. Colonoscopy was not completed in 2
patients {1 from each group). Scdium phosphate plus simethicone, comparing
to sodium phosphate plus placebo, improved visibility by diminishing the air
bubbles {1.6% vs. 57.6%, P<0.0001) but simethicone failed to demonstrate
the diminishing of haziness (9.8% vs. 18.6%, P=0.15}). Endoscopist and
patient satisfaction was increased in the simethicone group (95.1% vs.
42.4%, P < 0.0001) and 8.7+1.8 vs. 7.5+1.9 (P = 0.0004), respectively.
However, there was no difference in the total duration of colonoscopy (25.0
+13.1 vs. 27.5+13.0 minutest and the side effect of medication {1.37+2.3 vs
1.79+2.2).

Conclusions: The addition of simethicone to sodium phosphate is
showed to be benefit for colonoscopic bowel preparation. Simethicone
diminishes air bubbles resulting in enhancing visibility and improving the
quality of colonoscopy. Endoscopist and patient satisfaction is also heightened

by simethicone.
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Poster presentation:

1. The safety of propofol infusion compare to midazolam/
meperidine for patients undergoing double balloon enteroscopy;
A prospective study.

Treeprasertsuk, Sombat'; Angsuwatcharakon, Phonthep’; Ponuthai,
Yuwadee'; Rerknimitr, Rungsun'; Mahachai, Varocha'; Kullavanijaya, Pinit’

1. Medicine, Division of Gastroenterology, Faculty of Medicine, Rama 4
road, Patumwan, Bangkok, Thailand.

Background: Double balloon enteroscopy (DBE) procedure takes
langer duration than general endoscopy and need adequate conscious
sedation. The superiority of propofol over midazolam/meperidine has been
demonstrated in many gastroenterological procedures except DBE.

Methods: We conducted a prospective, randomized study with thirty
two patients who were undergone 34 DBE procedures during a 15-month
period at the King Chulalongkorn Memorial Hospital. Fourteen patients
received intravenous midazolam/meperidine and 20 patients received propofol
infusion for sedation randomized with 2 : 3 ratio. Propofol started with initial
dose at 0.25-0.5 mgfkg and continuously dripped with the rate of 0.25 mg/kg
to titrate in 10-to 20-mg bolus for the moderate to deep level of sedation.
The initial dosage of midazolam/meperidine were 2.5 mg/256 mg. Vital signs
(heart rate, blood pressure, oxygen saturation) were continuously monitored.
Intravenous sedation was given by an endoscopic team including a non
endoscopist physician, an endoscopic nurse and a nurse assistant

Results: Patients receiving propofol or midazolam/meperidine had no
any difference in the aspect of demographic and clinical data. The results
were shown in table 1. In propofol group 9.5% developed hypotension (SBP
<90 mmHg) and 28.6% developed desaturation {oxygen saturation <90%)

compared to 23.1% and 30.8% respectively in midazolam/meperidine group
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without significant difference. Desaturation and hypotension events were
normalized within few minutes by strmulating the patients, hydration and
giving nasal canula oxygen. All patients general condition showed fully
recovered. Patient satisfaction was 85.7% in midazolam/meperidine group and
80.0% in propofol group which showed no statistically significant difference.
There was no any serious complication occurred.

Conclusions: The safety profile of propofal infusion in DBE is as

safe as conventional sedation by intravenous midazolam/meperidine.

Table 1. Demographic and clinical data of 34 DBE procedures

Variables Propofol (N=20) | Midazolam/ Mependine (N=14) p
Mean {(£SD)
Age* 47.86 (£24.15) 5569 (1£14.91) 0.302
{years) | |
Male 47 62 38.46 0.601
(%) _
Procedural time (minl | 56.94 {(£23.26) | 4791 (£17.41) 0285
Length of insertion {cm) | 294.38 {£194.11) 34083 (£13139) 0.482
Dosage of sedation img) | 338.71 {£218.57) 632263/
_ _ | 65 £2821 |
| SBP <90 mmHg (%} 952 | 23.08 0278
Desaturaion (%) 28,67 30.78 | 0891

Note* Age >/= 70 years = 26 4%
2. Relationship between Adipokine Hormone Levels, Liver

Fibrosis, and Inflammatory Activity in Lean and Overweight Asian

Patients with Nonalcoholic Fatty Liver Disease
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Ridtitid Wiriyaporn, M.D.,' Treeprasertsuk Sombat, M.D.," Pornthisarn
Bubpha, M.D.,? Tangtrongijitr Rungsan,® and Mahachai Varocha, M.D.'
1. Division of Gastroenterology, Faculty of Medicine, Chulalongkorn University
2. Gastrointestinal Unit, Thammasat University

3. Department of Tropical Nutriion and Food Sciences, Faculty of Tropical
Medicine, Mahido! University

Background: High prevalence of insulin resistance and metabolic
syndrome {MS) in patients with non-alcoholic fatty Tiver disease (NAFLD) were
reported. Due to risk of complications of liver biopsy for diagnosis and
severity assessment of NAFLD, adipokine hormone {AH) has been proposed
as non invasive marker. But there is few data in lean NAFLD patients

Objectives: To use AH levels for assessment severity of NAFLD in
{ean and overweight Asian patients.

Methods: NAFLD patients with age = 16 years old were
enrolled prospectively for clinical data and liver biopsy Serum AST, ALT,
Lipid profile, HOMA, leptin, adiponectin, and resistin level were done. MS
was defined according to NCEP-ATP Il, with modification for Asian people.
Two groups of NAFLD patients including lean and overweight patients were
defined as body mass index (BMlj< 23 and = 23 kg/m’, respectively. Signifi-
cant liver fibrosis was defined as F2-F4, according to Brunt, et al.

Results: Sixty-four Asian NAFLD patients {256 M and 3% F) were
enrolled BMI was significantly different between lean and overweight NAFLD
patients (22.2%1.2 and 27.7£1.7 kg/m’; p<0.05). Baseline characteristics
including age, gender, MS, FBS, AST, ALT, lipid profile were not significantly
different between groups. HOMA, resistin and adiponectinfleptin (A/L) ratio
were significantly different between groups as shown in table 1. MS = 3
criteria and AH levels were significantly different between NASH and

steatosis groups, and degrees of fibrosis groups as shown in table 2.



Conclusions: Number of MS criteria and AH levels are very useful to

assess degree of liver inflammatory activity and fibrosis in Asian NAFLD

pattents. Moreover, resistin and adiponectinfleptin {A/L) ratio were significantly

associated with BMI.

Table 1 Liver fibrosis, inflammatory activity, and adipokine hormones level in

both groups of Asian patients with NAFLD

Variable Lean NAFLD Overweight NAFLD P value
{(mean £SD) 1 {N = 30) {N = 34) 4
Significant fibrosis (N, %) 13 (43%) 18 (52%) NS
NASH/Fatty liver rat_io 1:1 1351 L
 Adiponectin {ug/mi) 65150 57%39 NS
Leptin (ng/mi) 134%132 = 15.0+16.1 NS
Adiponectinfleptin ratio 11114 06%o5 < 0.08
{ Resistin {ng/ml) 537L563 85.7165.1 | < 0.05_i

Table 2 Liver histopathological findings, MS, and adipokine hormones level

in Asian patients with NAFLD

Variable Inflammatory activity P Severity of Fibrosis P

mean £8D) [\ asH | stoatosis | Y™ | ror1 | rore | VO
{(N=34) | (N=30) (N = 33) (N =31 |
MS 2 3 criteria | 24 {70%) | 5{16%) | <0.05 8 (24%) 21{67%) | <0.05
Adiponectin {ug/mi) 50%32 | 73%x53 | <005 7.0%t52 51%33 | Ns | |

Leptin (ng/ml) 173%120 '__10 8t11.3 | <005 105%11.0 | 1831120 | <005

| AL ratio 04107 | 12¥13 | <005 | <0.0512%13 | 0406 | <0.05
Resistin (ng/ml) | 83.4%716 | 56.3t48.1 | NS 6161535 | 804%L709 | NS
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3. Bismuth-Based Quadruple Therapy is Effective in High
Metronidazeole Resistance Area.
Mahachai Varocha', Treeprasertsuk Sombat', Vilaichone Ratha-korn?
1. Division of Gastroenterology, Faculty of Medicine, Chulalongkorn University
2. Gastrointestinal Unit, Thammasat University

Abstract body: Metronidazole {(MTZ) resistance is high in many
geographical location and is not widely used in the H. pylori {Hp) triple
regimen as a first line therapy. Resistance to commonly used clarithromycin
{C), is increasing and has marked impact on eradication rate. C is not
recommended in the area with resistance rate more than 15-20%. Thailand
has high Hp infection rate more than 60% and is the area that MTZ-
resistance is about 50% and C-resistance is about 20%. C-based triple
regimen is a standard therapy commonly used for Hp infection. Qverall
eradication worldwide is approximately 75-80% due to antimicrobial
resistance

In order to find the effective regmmen in the area with high MTZ and C
resistance, we conducted prospective study to determine eradication rate of
bismuth-based quadruple therapy as a first line treatment for Hp infection. A
total of 120 patients with active Hp infection identified by CLO-test®
consisting of 114 NUD, 3 DU and 3 GU (mean age 43 yrs.} received 7 days
of quadruple regimen (pantoprazole 40 mg bid, bismuth subsalicylate 1, 048
mg bid, amoxicillin 1 gm bid and MTZ 400 mg tid). 13C-UBT® was used to
assess eradication after therapy. Gastric biopsy from each patient was ‘
obtained from antrum for C/S and E-test to assess antibictic susceptibility.
Minor adverse reactions such as nausea, metallic taste were found in 10%
and none of the patients dropped out because of side effects. MTZ-resistance

in these patients was 51.2%. Overall eradication rate was 83%. Eradication
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rate was comparable between those patients with MTZ-resistance and MTZ-
sensitive strains (85.7% vs 86.4%).

Bismuth-based quadruple regimen containing MTZ is highly effective in
Hp eradication, can overcome MTZ-resistance, well tolerated and canbe
considered as & primary therapy for Hp infection in an are with high

metronidazole and clarithromycin resistance.

4. Validity Scores of Different Reagent Strips and
Automated Cell Count for the Diagnosis of SBP.
Limmathurotsakul, Danai'; Bhokaisawan, Narudee?’; Thaimai, Panarat':
Rerknimitr, Rungsun'; Treeprasertsuk, Sombat'; Mahachai, Varocha';
Kullavanijaya, Pinit'

1. Internal Medicine, Chulalongkorn University, Bangkok, Thailand.

2. Clinical Pathology, Chulalongkorn University, Bangkok, Thailand.

Aims: The standard criteria for diagnosis of spontaneous bacterial
peritonitis (SBP) are an ascitic fluid polymerphoneuclear {PMN) cell count of
= 250/mm’ and/or a positive ascitic fluid bacterial culture. However, the results
from these criteria are not promptly available in the emergency situation
Automated cell count and reagent strip test have been used for a more rapid
diagnosis of other infections including UTI and meningitis We, therefore,
evaluated their usefulness by testing the validity scores of automated cell
count and reagents strip tests for SBP diagnosis in ascites from patients with
cirrhosis.

Methods: 150 consecutive paracentesis in cirrhotic patients were
performed. All ascitic fluid samples were sent for analysis with automated
cell count and three reagent strips: 1) Aution sticks, A Menarini Diagnostic,

Firenze, ltaly 2) Combur 10 Test M, Roche, Mannheim, Germany 3) Muitistix




108G, Bayer Corporation, Elkhart, USA. Manual cell count result for PMN of
= 250/mm® was referred as a gold standard. The sensitivity, specificity,
positive predictive values (PPV), negative predictive values {NPV), and
accuracy for diagnosis of SBP by different technigques were compared.

Results: SBP was diagnosed by manual celt counts in 16 specimens.
The sensitivity, specificity, PPV, NPV and accuracy of 1+ cut off scale by
Aution sticks test, Multistix test, Combur test and automated cell count result
are shown as table.

Summary: With similar percentage of sensitivity when compared to
Aution stick and Combur test, automated cell count provides better results in
other validity scores. Among the three strips, all validity scores are
comparable except multistix that contains the lowest sensitivity.

Conclusion: Automated cell count is as sensitive as many reagent
strips for a rapid diagnosis of SBP. However, it provides better specificity,
PPV, NPV and accuracy.

Validity scores for SBP diagnosis by automated cell count and different reagent strips

| Tests and scores | Aution | Multistix | Combur Automated cell count |
Sensitivity (%} | 875 | 688 | 875 | 87.5
Specificity (%} | 888 | 896 | 888 | - 963

| PPV {%) | 483 | 44 . 483 737 |

. NPV (%) | 983 | 96 | 983 | 98.5
Accuracy (%) _ 887 87.3 88.7 | 95.3

5. Efficacy of intelligent chromo endoscopy for detection of
minimal mucosal breaks in patients with typical symptoms of

gastroesophageal reflux disease
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Chaiteerakij, Roongruedee'; Geratikornsupuk, Nopavut'; Tangmankong-
worakoon, Nathaya'; Gonlachanvit, Sutep'; Treeprasertsuk, Sombat':
Rerknimitr, Rungsun'; Kullavanijaya, Pinit’

1. Internal Medicine, Chulalongkorn University, Bangkok, Thailand.

Background: Typical GERD is now referred as “esophageal
syndromes” which can be diagnosed either by symptomatic syndromes or an
evidence of esophageal injury. Endoscopy is the major tool for assessing
esophageal injury. However, there are significant limitations of detection by
standard white light endoscopy.

The Fujinon intelligent chromo endoscopy (FICE) 1s the technigue that
used high-resolution endoscope adjustable wavelength of the light to improve
the detection of abnormal lesions in gastrointestinal tract. To date, there is
only a handful of FICE study on GERD.

Aim: To evaluate the efficacy of FICE for minimal mucosal breaks
detection in patients with GERD.

Methods: Nine control subjects and 21 patients with typical reflux
symptoms were participated in this study. Endoscopy was performed with
intelligent chromo endoscope {Fujinon EG-590ZW) under white light and FICE
system (station 0 and 4) Still images were collected as electronic files.
'mages were randomly displayed to 5 experienced endoscopists, who
independently access the presence of “triangular lesion™ defined as an
triangular indentation into the squamous mucosa extended from the villiform
columnar mucosa at the squamaocolumnar junction (Picture 1). Positive lesion
was referred to at least 4 in 5 of the agreement

Results: As shown in table

Interobserver variability was evaluated between 5 endoscopists and
expressed as mean Kappa value; 0.27, 0.28, 0.11 for white light, FICE station

0 and 4 respectively.
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Conclusions: FICE system station 0 and station 4 are useful to
detect minimal esophageal mucosal breaks in GERD patients with higher
sensitivity, NPV, and accuracy when compared to standard white light
technique.

Interobserver agreement needs to be improved by using easier criteria

and may require a learning curve.

Picture 1: Triangular lesion {arrow)

Figure 1
A White light B: FICE station 0 C: FICE station 4

Table 1 : Validity scores of the agreement

Sensitivity | Specificity PPV | NPV Accuracy
— T 1
White light 57.14% 88.89% 9231% 47.06% 66.67%
Station 0 77.78% 83.33% 93.33% 55.56% 79.17%
RGB 540, [
415,415 nm |
Station 4 64.71% 87.50% 91.67% 53.85% 72.00%
RGB 560,
500,475 nm | il | |

Atwioc: (R




6. Validity of magnify NBI for gastric intestinal metaplasia
targeted biopsy.
Imraporn, Boonlert'; Jutaghokiat, Sukprasert'; Wisedopas, Naruemon®
Rerknimitr, Rungsun'; Treeprasertsuk, Sombat'; Mahachai, Varocha':
Kullavanijaya, Pinit'

1. Internal Medicine, Chulalongkorn University, Bangkok, Thailand

2. Pathology, Chulalongkorn University, Bangkok, Thailand.

Background: Gastric intestinal metaplasia (GIM) is a premalignant
condition for gastric cancer. The goid standard for GIM diagnosis is histology.
GIM are scattered and focally located. Random biopsy is quite cumbersome
and takes hours, thus targeted biopsy by endoscopic guidance is
recommended. However, diagnostic accuracy of targeted biopsy by white
tight endoscopy is low due to sampling error. Narrow band imaging with
magnification endoscopy (NBI-ME) can be applied for more accurate targsted
biopsy. However there is little data about the diagnostic accuracy of this
technique.

Aim: To define the diagnostic accuracy of GIM detection by NBI-ME

Methods: 20 patients with previously diagnosed as GIM by random
biopsy were enrolled. NBI-ME {Qlympus GIF Q160Z} with targeted biopsy for
both positive and negative lesions (4 and 2 from antrum and incisura
respectively) was done according to endoscopic criteria including light blue
crests {LBC), villous pattern (VP} and large long crests (LLC). The specimens
were read based on the updated Sydney classification.

Results: There were 46/120 specimens with proven positive for GIM.
The results are shown in the table.

Conclusion: NBI-ME possesses a high accuracy for GIM detection.
LBC has the highest sensitivity over VP and LLC. However, if all three criteria

are used, the sensitivity and NPV are better.
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Table 1. Validity scores of endoscopic findings

Findings ‘ Sensitivity | Specifiity =~ PPV | NPV | Accuracy |
| e e % (%)
Y 784 | 703 | 878 | 80 ‘
W | w2 93.2 75 69 70
|' | | il L e L 0 |

e | 239 932 | es8 | 63 | 667 |

| LBCsVP | 48 797 7 C T R

LBC-LLC 86.9 77 02 | %05 | 808

Al criteria | 913 | 73 67.7 93.1 80

LBC detected by NBI-ME ‘
7. Association between bronchial hyperresponsiveness
(BHR) and esophageal dysmotility (ED) in patients who were |
suspected of gastroesophageal reflux disease (GERD)
Chaiteerakij R, Somkiat W, Gonlacharwvit S. |
Internal Medicine, Chulalongkorn University, Bangkok, Thailand.
Abstract: Asthma has been reported to be associated with irritable |
bowel syndrome. The association between gut dysmotility and BHR has not

been explored,

Alsimct:



Aim: To study the relationship between BHR and ED in patients with
GERD symptoms.

Methods: 89 patients with no history of asthma who were suspected
of GERD, age 451+12 yr (mean £SD), underwent standard esophageal
manometry and 24 hour esophageal pH studies. 42, 3, and 44 of the
patients had typical GERD symptom, non-cardiac chest pain, and chronic
ENT symptoms as their main symptoms, respectively. Each patient
underwent a lung function study with challenge tests by 0.25, 1, 4 and
16 mg/ml of methacholine. ED was evaluated by 10 swallows of 5 ml water.
Nutcracker esophagus (NE), diffuse esophageal spasm (DES), ineffective
esophageal motility (IEM), hypo-and. hypertensive LES were defined as
previously described by Spechler 5J, et al.

Results: The % FEV1 changes from baseline in response to 16 mg/
ml methacholine challenges (MC) in patients were compared with 40 healthy
controls (C) (16F, age 35+12 yr). GERD was defined as % change after
16 mg/ml MC in C was -5.0 £ 1.3, similar to patients with normal
esophageal motility (p>0.05). (data in table and showed as mean + SEM). In
contrast, patients with ED had significant increase of airway resistance
(increase % FEV1 change) compared to C {p<0.05 VS c). Where as, there
was a trend of increase airway resistance in GERD with ED (p<0.1vs C).

Conclusions: In patients who were suspected of GERD, esophageal
dysmotility was associated with BHR, especially in non-GERD patients.
Esophageal dysmotilities that have been reported to be associated with
increase esophageal smooth muscle thickness, including DES, IEM,
hypertensive LES, and NE, seem to associate with BHR. This study suggests
that BHR and ED may share a common pathophysiology.
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Association of FEV1 change and esophageal dysmotility

All patients {N=89) | Non-GERD (N=46) | GERD (N=43)
N (F:M) HFEVT N (F:M) %FEVI N (M) | %FEVI
_ B | | change _ change | | change |
All Eso gas6:33) | 83+10 | 4603195 | 83t14 | 4302518) | 83E14

Manometry Results |

Normal Eso motility | 48(24:24) | 69F1.1 | 2801117 | 6413 | 20037 |-75%2.1

Eso Dysmotility 4126:15) | qo0t1.6 | 18014:4) | 412408 | 23012:17) | 90t
I - | . . ! |20
Hvperles | 5i4n) | 98%66 | awo) [ 12527 | 1) 13 |
NE | 4(2:2) -7.7%35 | 3z ___igztcgi_uom | -7.04 |
-DES 64:2) | 437445 | 48N |ageter | 21 |-77%as
(HypolES | 2t | 1813 | 21 | <9413 | [

-IEM 24(15:9) l 102422 | st) | -1sEs7 | 19118 |-97F24

*=p<0.05, #p<0.1

8. Relationship between Adipokine Hormone Levels, Liver
Fibrosis, and Inflammatory Activity in Lean and Overweight Asian
Patients with Nonalcoholic Fatty Liver Disease
Ridtitid Wiriyaporn, M.D.," Treeprasertsuk Sombat, M.D.," Pomthisarn Bubpha,
M.D.,? Tangtrongjitr Rungsan,® and Mahachai Varocha, M.D.’

1. Diwvision of Gastroenterclogy, Faculty of Medicine, Chulalongkorn University
2. Gastrointestinal Unit, Thammasat University
3. Department of Tropical Nutrition and Food Sciences, Faculty of Tropical

Medicine, Mahidol University.



| Abstract

Background: High prevalence of insulin resistance and metabolic
syndrome {MS} in patients with non-alcoholic fatty liver disease (NAFLD) were
reported. Due to risk of complications of liver biopsy for diagnosis and
severity assessment of NAFLD, adipokine hormone {(AH} has been proposed
as non invasive marker. But there is few data in lean NAFLD patients.

Objectives: To use AH levels for assessment severity of NAFLD in
lean and overweight Asian patients.

Methods: NAFLD patients with age = 16 years old were enrolled
prospectively for clinical data and liver biopsy. Serum AST, ALT, Lipid profile,
HOMA, leptin, adiponectin, and resistin level were done. MS was defined
according to NCEP-ATP IIf, with modification for Asian people. Two groups of
NAFLD patients including lean and overweight patients were defined as body
mass index {(BMl)< 23 and = 23 kg/m’, respectively. Significant liver fibrosis
was defined as F2-F4, according to Brunt, et al.

Results: Sixty-four Asian NAFLD patients {256 M and 39 F) were
enrolled. BMI was significantly different between lean and overweight NAFLD
patients (22.2+1.2 and 27.7£1.7 kg/m? p<0.05). Baseline characteristics
including age, gender, MS, FBS, AST, ALT, lipid profile were not significantly
different between groups. HOMA, resistin and adiponectin/leptin {A/L) ratio
were significantly different between groups as shown in table 1. MS = 3
criteria and AH levels were significantly different between NASH and
steatosrs groups, and degrees of fibrosis groups as shown in table 2.

Conclusions: Number of MS criteria and AH levels are very useful to
assess degree of liver inflammatory activity and fibrosis in Asian NAFLD
patients. Moreover, resistin and adiponectin/leptin (A/L) ratio were significantly

associated with BMI.
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Inflammatory bowsl disease commenly refers to ulcerative colitis (UC) and

Crohn disease {CD}. which are chronic inflammatory diseases of the GI tract of
unknown etiology

Distinguishing Features of UC Versus CD

A | S
Features Wlcarative Colitis Crohn Diseasa
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