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autoimmune hemolytic anemia (AIHA) HaAIMNAN W.A. 2550 Uity

b

N135NEAE prednisolone AUNA 5 NaANTNARTU

2 TUneu lAFunisailadadndu hepatosplenic abscess 13fen
SN UL melioidosis liver abscess 4 liagaein splenectomy m@%ulﬂ@
WUR splenic abscess fiaNAwnTd acid-fast bacill (AFB), modified-AFB LAy
wright stain VLMWUL%@I@W Al N5 uuy mycobacterium avium
complex fneien levofloxacin 2118 500 NaANSNARTULAY clarythromycin
9179 1,000 Faansused Wusrazinatuy 1 3 ernnsaan Widld 14
P393 CT abdomen lin liver abscess Aamgaenusigian Guilaanistlan

Viaeneung gl 1 1hau
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S20S10ME

V/S : T 37.0° C BP 100/ 60 mmHg PR 70/ min RR 16 / min
GA: A middle age Thai woman, good consciousness, no signs of chronic liver
disease

HEENT : no pale conjunctivae, anicteric sclarae
Superficial lymph node; not palpalde
Heart & Lung : normal

Abdomen: scaphoid abdomen, surgical scar at LUQ, normal bowel
sound, mild tender at epigastrium and RUQ, no guarding, no rebound
tenderness, liver 3 FB below RCM, rubbery smooth surface, blunt edge with
mild tender, liver span 13 ¢cm, no splenic dullness , no ascites

Extremities : no pitting edema, no abnormal skin lesion

Inferhospital Conference |7




MsasovNvKoLUNUANMSHU

CBC : Hb 11.3 g/dL Hct 34% MCV 75 WBC 25500/mm3
Plt 323,000 /mm® PMN 54 % Lymph 43% Eos 2 % Baso 1%
BUN 11 mg/dL Cr 1.3 mg/dL
LFT: AST 168 IU/L ALT 213 IU/L ALP 156 IU/L TP 8.1 g/dL Alb 3.8 g/dL
Glob 4.3 g/dL TB 0.8 mg/dL DB 0.4 mg/dL
HBsAg (-) , antiHBs (), antiHBc (-) , antiHCV ()

msonusy

Jlaanigelnag a1g 36 U Heansdanqnuiduieadlus uies)
11 1 U fihailsnnensidadidauas AIHA waziuLlsznau prednisolone
Tuay 5 Haaniu u@ﬂmnf:c;ﬂquﬁuﬂ?xmum@uﬁmﬁmmmu 91
Tagrauniing 2 T 1d5untsnadadndu hepato splenic abscess wazls
FunsHnse waasaRlinuid e il uanive AcldTun1snE Ly
mycobacterium avium complex taglaFulseniusn levofloxacin 211A
500 NaANTNARIY WA clarythromycin 211A 1,000 HaanFumAadu uman
1 ¥ @1msAtuuaznIra CT abdomen ainusealsAisy Asaasnentany
gulanaduidnies uanismssanteiestfuiRnsainudngadniies §
Wnaen19gandnlnd dnnsdudniay uazuanismmalaiasudniauil
wazdlinaduay annimunaudszdfawaznaniamieaueesdunan
il fouamslumed |
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A919 1 nuvaulsedRangiloa HFuLaTNan1IIN U096

A.A50 | 5.A50 | AA51 | We5l | WAB2 | NWE2 | W.eb2

AST 15 46 616 229 131 168 133
ALT 9 27 954 307 304 213 236
ALP 172 268 200 205 116 156 108

Alb/Gb | 26/3.4 |3.7/37 |3.7/30 |3.6b0 |38737 |3843 |37/52

TB/OB | 0.9/0.4 |0.4/03 |1.5/0.6 |1.3/0.6 |0.8/03 |0.803 |0.7/03

aqifyunaasdilagseil T
1. Chronic RUQ and epigastric pain for 1 year
. Hx. hepatosplenic abscess s/p splenectomy 1 year ago
. Hepatomegaly with chronic hepatitis

2
3
4. Leukocytosis
5. Underlying of thalassemia and AINA
6

. Chronic use of antibiotics and oral contraceptive pills

asauanisalasasalalil

1. Drug induced hepatitis Lﬁ'm@msliﬂfmﬁﬂa‘ﬁmé’?umwmﬂ
Fasnnau lAun prednisolone wazenlfjTaus Ae levofloxacin uaz
clarythromycin 10181114 WAAAD9TaE Lﬁmmﬂmmm levofloxacin,
clarithromycin &7 naldendelaATy dou prednisolone IANNUNULAILAL
BuantBunniaaudarieufiasifindusniay

2. Autoimmune hepatitis 18991717 A3 wlug297 an1L AL

prednisolone

Inferhospital Conference |9




3. Chronic Budd-Chairi syndrome Lﬁmmnﬁjﬂwﬁﬂiziﬁﬁumqm
millauazdainistaafiassiuls nady

4. Recurrent liver abscess ﬁmmLﬂﬂﬂiﬁﬁﬂﬁlLﬂm'ﬂ’méﬂfaﬂiﬂﬁﬁ'

5. Fatty liver

6. Chronic Leukeria (iinsanndiaeiidulauasiidadanannly
lAanga uilsie3une Besiusnian e

lugtlaemeifldvinisdinmaifiadia Ae Aadiu ANA uas
ASMA %ﬂﬁmmmmzmimm esophagogastroduodenoscopy TdnuAs
AnuUng v droppler ultrasound W& hepatic vein Laz IVC flow 1N

nN19m39a CT upper abdomen ﬁummﬂugﬂiﬁiwwﬁﬂgmmm liver
abscess visasanlsnlusiy

10 DAESALIAUIMNES:UUNMDIAUOINSIKDUSINAINE, WOumAU-0nNUeu 2553




wazldEnemisalafindnen vinnsnsalanszgn Iduadai
increase cellularity 3+, erythroid normal, myeloid increase, myeloblast < 5%,
increase megakaryocyte pinnsAnadeto gty myeloproliferative disease
Vi3 leukemoid reaction l@4m394 flow cytometry iisANLASlagN1A9D
afuneaymaesdagld Adlvinnrnmetuidesy Wewanduaed
ﬂmmﬁuﬁmauéa% chronic hepatitis ﬁﬁﬂﬂmmmmm NANITATIAN
WenBIMeAuanalugy
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Tnaifliansoue dilated hepatic sinusoids Wazd blood-filled cyst-ike
spaces Faflugneusinglu peliois hepatis t;:iﬂqmwﬁiiwmﬁmmﬂms
Sutlszniugnauniila e prednisolone LLﬁiLf‘immnéﬂfmiﬁmquu
Afandungn 9 T 1den prednisolone lutae 2 TiguNn Hannns
ipites dulanady waziinnazAudniauludae 1 T AAANeIn 8N
prednisolone UNaziIluaNMEIBY peliois hepatis mn*ﬂlz‘;m FouRauzi
Ig1laeivigmei prednisolone wudﬁmmaﬂqmﬁfawmQﬂwﬁ%um:m
ARALARINNINNNUIRRUNAUNNLNRN1e 1WA 2 1AeusaNn wanain
‘ﬁﬁﬂﬁuutﬁﬂﬁéﬂqwqm”uﬂa‘xmum@uﬁmﬁm’qué’w

Peliosis hepatis 114 benign vascular disorder AWyl luiviae Hail

AN®OUE multiple, small, dilated blood-filled cavities melwileduuay
gansnranuludiuauaes reticuloendothelial system laAwn s saNn-
A 1 £ 4 % d” % 1
wiaaslutesies uazlansygn Wusu nertinuldnnnauazyngdosany
wigauwlwawulug v wensndadsliney widadndnisiiaiaang
sinusoidal endothelial cells Lﬁmm?ﬂqmﬁmjm blood flow 11 sinusoidal level

o v a .
waz liie hepatocellular necrosis

Anunu:weNsuoD peliosis hepatis  1UOIOU 2 1T

1. Parenchymal type W19 blood-filled cavities ‘i_qlﬁ?hﬂ hepatocytes,
hemorrhagic parenchymal necrosis wazH hepatic congestion FIHNANE
2. Phlebectatic type Wl blood-filled cavities ‘qu@hﬂ endothelial

cells TIFNAUSI aneurysmal dilatation U84 central vein

12 DAASALIAUIVNES:UUMDIAUOIMSIKDUSINAINE, WNGMAU-0NUEU 2553




TsnNduUWUSAU peliosis hepatis

1. nnedade dun HIV, Aeiadatoulan uaz Staphylococcus
aureus LI1UFTL

2. ‘Lméﬁmq iiu nazlannaitass nazyninguInIsTie
Kwashiorkor

3. N$L§Qmﬁﬂm'ﬂﬂﬂ 1714 Monoclonal gammopathies (multiple
myeloma and Waldenstrom macroglobulinemia), Hodgkin disease, malignant
histiocytosis, seminoma, hepatocellular adenoma WAY hepatocellular
carcinoma

4. flapRlFFunnaeulanunnsiflifeuas 20 Tedniusivg
N135U135n1eN azathioprine %38 cyclosporine Faflutladendaasanisiia
rejection

5. ?.I’]“Ijﬁﬂ[?f’l\i"] 1sun anabolic steroids, oral contraceptives,
tamoxifen, danazol, vitamin A, glucocorticoids, 6-thioguanine, azathioprine

LATNITANNARNT urethane, vinyl chloride LAY thorium dioxide 11146714

oxNsiia-onMmsiiaqao

gilrsdaulunlddents vraaiansauainismaes Auln na
f1 Uwmgenafinnasiuneviedessennngluibesuld viieundae
AZUNINTO UL portal hypertension TmﬂﬁlﬁmmaﬂmLL@MI’]’]?VT’N’]‘L&‘UN
FuRnng udenanuRsziudfuueayusdntes

MSJUD3aE

n19mI2a CT scan wuseslsmaurmanidudaniunsuazinuin
YUA 4 LTURLNAST ?qwuﬁﬂwmmﬂu hypodense lesion Tu early arterial
phase LL@:?@HI?ﬂﬁmL@u%uiu late venous phase %ﬂlﬁﬂ@’lﬂ blood-filled
cavities L%@Nﬁi@ﬁ‘l_l sinusoids WANTT¥N CT scan %198 ultrasound a@:ne0
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WENNNIE pelisois hepatis @BNAN multiple liver abcesses, haemangio-
matosis #3@ neoplasm & wi91n1sATIATwesua N1sadaeling
Aadeld wsldinldresfianiiosainaramfifianiazunsndeuguuseda
aa v 1 A 1 2% . . .
T9m lFun weaneenlutedriaeann peliosis hepatis
nnsfnauiuausaeslsavzang aaniuainnaesniayil
| e ° N P LA A v a A
nsufaazin lunsiinseslsalaunalunjviredilymunsndewinnen
aanne ludearias

. | . . S g . .
NN CT scan lesion ﬂJerQ‘ﬂfJ?;l peliosis hepatis HaNEE enhancing lesion

14 DaANSAIAUIVNES:UUMDIAUOIMSIKDUSINAINE, WOUMAU-ONUEU 2553




NN MRI 209g1latl peliosis hepatis  MAIAINUEALNANNLLA 3 LhaU
LAPNANHOIZIUAUD9DLTIATILANAY

AINNWNENTANE128 peliosis hepatis WU sinusoidal ectasia

Interhospital Conference (15




a” d’lj % Yy . . . 4J A o .
mmmmwmu@mmmgﬂqm peliosis hepatis TINANBEUL blood-filled

dilated space WaZ dilated sinusoids
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0S20S10ME

V/S: T36°C, HR 86/min, RR 20/min, BP 90/70 mmHg

GA : good consciousness, not pale, mild jaundice, hypersthenic built, no
sign of chronic liver disease

Heart : normal S1 S2, no murmur

Chest : normal breath sound, no adventitious sound

Abdomen : moderate distension, no superficial vein dilatation, normoactive
bowel sound, soft, not tender, shifting dullness positive, liver 3 FB below Rt
costal margin, liver span 14 cm, smooth surface, blunt edge, mild tender,
spleen can’t be palpated

Extremites : pitting edema 2+

Lymph node : no palpable lymph node
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CBC: Hb 14.4 g/dL, Hct 42.2%, WBC 11,800/uL (N 72%, L 18%), Platelet
388,000/l

BUN 16.1 mg/dL, Cr 1.2 mg/dL

Electrolyte: Na 128 mEq/L, K 4.41 mEg/L, Cl 90.3 mEg/L, CO2 28.6 mEg/L
LFT: TP/Alb 5.4/2 g/dL, TB/DB 2.8/2.8 mg/dL, AST/ALT 96/40 U/L, alkaline
phosphatase (ALP) 1,523 U/L

Coagulogram: APTT 34.2 sec (33) ratio1.19, PT 15.2 sec (13) INR 1.3
Amylase 27 U/L, lipase 21 U/L
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UA: dark yellow, turbid, specific gravity 1.015, pH 5.0, protein 3+,
glucose negative, ketone negative, bilirulin 2+, urobilinogen negative,
WBC 1-2 /HPF  RBC 1-2 HPF (normal RBC), hyaline casts 1-2/LPF

24-hour urine : total volume 2,900 mL, protein 528.2 mg/dL,

24-hour urine protein 15.3 g

Stool exam : WBC 3-5/HPF, RBC 3-5/HPF, no parasite

asudrymuoowdog
1. New onset ascites, hepatomegaly with cholestasis
2. Nephrotic syndrome
3. Chronic diarrhea

4. Bleeding tendency
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Edema 26
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Splenomegaly 10
spider angiomata 7
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syndrome 38 cardiac failure WaAnalnuANTaAINIANN portal hypertension®
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intraabdominal lymphadenopathy 3dlgvnsianzamatn lutesias wudnd
anwuzinaesla RBC 374/uL, WBC 28/uL (PMN 21%, monocytes 79%)
LAz TP 2.78 g/dL, Alb 0.2 g/dL (2.0), SAAG 1.8 g/dL tilpsannnismsaatinlu
TeITBINL high SAAG Lmzﬁazﬁuiﬂiﬁuhﬁﬂ@q algtinnaduduiinfiy
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) 71 doppler ultrasound

LIVER LT HERETIC ¥

ol doppler ultrasound WU thrombosis of right portal vein, left portal
vein and right hepatic vein; partial thrombosis of splenic vein; patent middle
hepatic vein, left hepatic vein and inferior vena cava unnsaglagansaani
TapivinliiAn hypercoagulable WL antithrombin 11l ¥a81a% 65 FapndnAn
Un#Auazm9Ia urine Bence-Jones protein WLALIAN ﬁai’fwgﬂwﬁmmﬂu
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concentric LVH, normal LV systolic function without regional wall motion
abnormallity, abnormal LV relaxation &Tmzu;j’ﬂfamwﬁm%ﬁ cardiac
involvement aanwldunniadasas 50 1 AL amyloidosis” wAnLiaendn
faeaz 5 T AA amyloidosis'®
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1) Gastrointestinal bleeding 189210 vascular friability 138 mucosal
lesions L4 ulcers, nodularity 99 polypoid lesions, shallow ulcers, erosions,
submucosal hematomas Wae mucosal hemorrhages™

2) Chronic intestinal dysmotility ﬁﬂ%ﬂﬁﬂﬁ@’mﬂﬂlm stasis
syndromes |11 dysphagia, gastroparesis, constipation %138 chronic intestinal
pseudo-obstruction” WAy dysmotility AAAANN rapid intestinal transit 814
° ‘19’ o 30
N URAANTLUAT

3) Malabsorption \le9a1nA mucosal infiltration %38 bacterial

1 v
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v 1
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42 Audserienay 32 hypotension 138 orthostatic changes fpaay 53 @4
v ' | o R o A [ 31
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4) Protein-losing gastroenteropathy @1aWwUsNAY proteinuria 7
v lilsrAuEiuueayiuanmas aurnlifanisuananedenssine”

14 1
UBNAINT 9N T894 UNTNY obstructing masses 71LAAAIN amyloid

deposition® @uﬁﬂﬁﬁmﬁﬂﬁ’qmﬁuﬁ?mﬁm encapsulating peritonitis**
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.n'l‘wﬁ 1 Macroscopic findings of the resected small bowel. From the
proximal jejunum at the upper right side to the distal part at the lower right
side, the annular mucosal lesions had a striped or clustered appearance due
to alternating areas of viable and abnormal reddish green mucosa. These
lesions gradually lessened distally. ‘17‘1Im: Matsuda T, Okada VY, Inagi E, et al.
Enteritis necroticans ‘pigbel’ in a Japanese diabetic adult. Pathol Int.

2007,57(9):622-6.
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AWF 2 Abdominal Radiograph
Showing Dilated Loops of Small
Bowel. There is gas in the bowel
wall (white arrow) and in the
intrahepatic branches of the portal
vein (black arrow) ‘17‘1INW: PetrilloTM,
Beck-Sague CM, Songer JG, et al.
Enteritis necroticans (pigbel) in a
diabetic child. N Engl J Med.
2000;342:1250-53.
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~ A o o X A = L .
el cpa LAY cpb Wunnstududn@annuma Clostridium perfringens type C

waza1u1nlduenann Clostridium perfringens type A TIRTNL AT cpa

£%

W72 (N 4)

rnwﬁ 3 Microscopic findings of the
affected small bowel. (a) Mucosal
epithelium underwent total necrosis
with submucosal hemorrhage and
pneumatosis. The surface of the
necrotic mucosa was covered with
numerous basophilic organisms
(arrows). (b) Higher magnification of
the necrotic mucosal surface disclosed
numerous ‘box-car’-shaped Gram-

positive rods. (c) Immunohistochemical

studies using C. perfringens type C

B-toxin showed that the rods were

specifically labeled with the antibodies N1 Matsuda T, Okada Y, Inagi E, et
al. Enteritis necroticans ‘pigbel’ in a Japanese diabetic adult. Pathol Int.

2007;57(9):622-6.
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mwﬁ 4 Electrophoresis of DNA fragments produced by polymerase chain
reaction using primers for cpa and cpb genes. MW is the DNA standards
(from the top, 2176, 1766, 1230, 1033, 653, 517, 453, 394, 298, 234/220, and
154 bp); Lanes 1 and 2 show the amplification of cpa in positive-control
strain (ATCC 51880) and jejunum of the patient, respectively; Lane 3 shows
no amplification in small bowel of a patient who died of unrelated disease;
Lane 4 has no template; Lanes 5 and 6 show the amplification of cpb in
positive-control strain (ATCC 51880) and jejunum of the patient, respectively;
Lane 7 shows no amplification in the small bowel of a patient who died of
unrelated disease; Lane 8 has no template. The bands at the bottom of each
lane are unused primers. ‘17'{3\1’1: Gui L, Subramony C, Fratkin J, et al. Fatal

enteritis necroticans (pigbel) in a diabetic adult. Mod Pathol. 2002;15(1):66-70.
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| Adenoma Defectfion Rate and Interval Colorectal Cancer

The U.S. Multisociety Task Force, American College of
Gastroenterology LAY American Society of Gastrointestinal Endoscopy
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Kaminski MF, et al. Quality indications for colonoscopy and the risk of
interval cancer. N Engl J Med 2010 May 13; 362:1795.

Recurrent Clostridium difficile Infection and Proton-Pump
Inhibitors
guifin190u03N 9 AEe Clostridium difficile WNgTWlWT

'
X A e o

1 v 3 v 1 %4
UAUNAITTHNNIUNT FIUNIBRIINTIRALTATI NG T FRA

a

UNNgNAvanyRFIuINITIdangu proton-pump inhibitor (PPI) 814

Research Highlights (45




46

LﬁmmmL'ﬁﬂM@ﬂﬁ@ﬁﬂL%@ﬁﬁﬁ@&hﬂ 39avis Clostridium difficile 4
PhufieTiavAnmnAenuduiisaanantil Linsky uazmade t@nanis
Anszideyadlani ddeyanisinmnlu New England Veterans
Healthcare System 351974T) A.A. 2003-2008 91U 1,166 318l Faihiy
fnedenay 97 engade 74 1 ﬁﬁmﬁ”ﬂﬁmmmmaﬁméﬂ Clostridium
difficile Tagin1smsaanunandulugaanszuazlafunisinusae
metronidazole i3e vancomycin AefLlatanuau 527 1 sitelanaz
45.2 Sudseniugnngs PPl Tudaainan 14 Ju fivnsinensiin
e Clostridium difficile LL@”ﬁﬂQEIﬂ@M‘ﬁ%ﬁ@‘“ 82.4 Futlszmiuen
ngu PPl lunanunu 15-90 41 Tutaeianw ’Lumm‘"wmﬂqmmqu
639 8 visedaras 54.8 TlEFuLszmuENNgy PP FausBainm
Wi eeFasay 6.4 Lmuuwimuﬂi:mumﬂqu PPI Tuseuang
AneN Haraen sAnEInUdgiloganuan 261 918 visaienay 215
m@fmwum”ﬂgmsluq@ma‘:u’q?fyma‘ﬂ@”u dugreanisinide
Clostridium difficile Imﬂwm"]ﬁﬂf;ﬂﬁﬁ*ﬂﬂﬁzmumﬂ@u PRI Fausidag
fAFunnainm Clostridium difficile fipansiAnsfiazinnisinide
Clostridium difficile Anannninngugtaelllésunlszmuenga PP
Wneay (Fesay 252 whauieudasay 18.5; hazard ratio, 1.42; P=
0.006) u@ﬂmﬂ‘ﬁmaﬁmmzﬁmmﬁﬁim&ﬁﬁﬁqﬁqﬁ@ﬁﬁ"ﬂimﬁuﬁm
191198 nefnmsdalulsanaiung nsldendaauzsannedads
pigepAgenudansidaangs PPl dponuduiusinensesianisnay
fludnaes Clostridium difficie
mmmnma‘mﬂmumm‘mmummﬂﬁnmmu PPl 814
{nAsAessiansiaide Clostidium difficlle 51 etnalsfimunis
ﬁﬂmuﬂ“@m@f-{ﬁwmmﬂwLummﬂgﬂqamqmﬂLmﬂuma‘ﬁmlﬂm
Clostridium difficile Thanriaw wazdlfilasiiasianaz 40 windud
pIvanudiinandulugaansy fladufidnfnyfsanailuasianismsaa

DAGISALNAUIWNEIS:UUMDIAUOIMSIKDUSINAINE, WumAU-ONuieU 2553




WuANANRUSIEudan T BNg N PPl uazn1sinLma Clostridium
difficile TnAaN1sANEILLLNLNIUdayalRNtliaINTaRsIaaLId
Y dl M Yo 1 o v dy o 1
guaenlalldFuengy PP anunnddgualddinisgaanfanganonn
[ A 1 dy =2 dy Yy ! 1
Fudsgnueaaeld wanainiinisdnunillddeyadaulunjuiain
grlaamarneluitgeany ﬂwLﬂum?mnmvuw@mmﬂmqiﬂhﬂu
Uszgnslaesialuandudesinisdns i i af uduaau
Auriugiusendnanisldaangu PPl fianaad nelunnsiaide
Clostridium difficile i1 luaARsia

Linsky A, et al. Proton pump inhibitors and risk for recurrent Clostridium

difficile infection. Arch Intern Med 2010; 170:772.

Proton-Pump Inhibitors and Osteoporotic Fractures
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Gray SL, et al. Proton pump inhibitor use, hip fracture and change in
bone mineral density in postmenopausal women: Results from the

Women’s Health Initiative. Arch Intern Med 2010; 170:765.

High-Dose vs. Low-Dose Proton-Pump inhibitors
o/ 1 o 2 o 6 ¥ 1

wuanaaneineasinge Tudaqiuld uusih lildangu
Proton-Pump Inhibitors (PPI) Tuaunngainadasanauidassanis
a A % v A = A a oo
WataeneentilugUssnddyuiaensenainunatldfinn &
ANMOIZUBY endoscopic stigmata LNTAINIAENGIAONI9AAALA
Bg 1 =3 ¥ =2 ¥ Y & ! ¥
aand) atlafinndeyaainuienisdnuliuanlfiiiudinisld
angu PPl TuanasAainsndaaanAnuidessianisiinlaenann
flughenguasnan gty ethlafinndildesdednem
pasarlduingn PP luawinganndnawiasvize i efiazAnmnia
fleymsanans Wang uazanie 1Hsausndayaanniuddananiiv
nsuuuaenguineinguFauineuN1inIgaRs LY meta-
analysis Wolsziiuivlsz@nsnazaanisldanngy PPl Tuauin

DAGISALNAUIWNEIS:UUMDIAUOIMSIKDUSINAINE, WumAU-ONuieU 2553




a9 Tne@ndnasnidansluauin 80 Haaniu waqlisieiiacly
e > 8 Raaniwdalnaduszazinan 72 dalue wWreumauiunng
Idaangu PPl luawiasndsdinisldauiaiunnsteinluisazau
AjuUIAENNLANANAUArINant19lsFad R N1TR AN A
2ANTY WaTAINATUNALFAadlATUNTHNFAA F9uDeamIme L
794 30 TUNIENAIANNNITINEAILNTEDINADIATIANIALBINNT
Tuguasnddgymiassssnarnunailisiia annissausandeyalu
NISANEIANTIANLLN 7,243 IBMUNLNHNENIWIEY 7 978901
A A O R da
WNNzaNAaNNIIAETATIl aldoaianun 1,167 918 Taed
Filn8ANUIN 474 4AY 211 978 H1AIN 2 $IENIY NATBINITILATIEY
wudanisldaangs PP luauingeditlss@nsnanliunnsngann
nsldenngy PPl luauiasn Tunisdasanniazidanaandn (odds
ratio,1.30; 95% confidence interval, 0.88-1.91) N19:{NGA (odds ratio,
1.49:95% Cl, 0.66-3.37) Mdﬁ“ﬂé/ﬁ'lﬂﬁﬂf_l (odds ratio, 0.89: 95% Cl, 0.37-
2.13) uananin1IATLilag i A TeNedn LT B endoscopic
stigmata fi kL AHuWANATUENATUNY9F N NgN PP uuLan
WMARALAAAAIYTENITTULIENU LATTIVIALNTILANANGTL
nsAneilduansisiuinnisldaangy PP luawiasn Ty
1 v ada o = al A o 1 =
11azA28A 85U ENBUFRAANIINABALARAAIUNAZIN e Na TN g
] o v 3 U dld A a dd?
doavinlinasesnisinegussn didensenainunatlifnna
a9 lsAMN91AR T IAVNN13IATITTANNNN AN 7 T8N
Wil 9aziiuddeyananiid eereuadws sineiuarian
confidence intervals AiRaudnandng Wasannisanelnadaulugd
L2 ¥ | a o = o £ U ] 1
uaednsaneddainesauiules uavgielnedoulvailunng
AATIZIASTILUNIRINNITANHIVANNLS 2 789U WANAINTR N
- LY 4. o o m o U
NM9ANET 3 Peeuiniu ivinnisiaenguiasigilaauazgadey
neudntasuenluaunawinle wWazan1ANET 4 918971 NNINNT

Research Highlights (49




50

£ 1
o o

AATIZAUUL per-protocol ANITY

o

dl v a 6 Z‘;
w”l,mmﬂmm LATISVATIUEN

[ iD_(:

]
o A 9 o = A a =& ' y
qqLﬂuﬂ@:mﬂﬂmqﬂqiﬂﬂﬂqLWNLm&lﬂ\‘iﬂQqNLLmﬂmqﬂmﬂﬂﬂ’]{L‘HﬂqVN 2

aunasa llluauam

Wang C-H, et al. High dose vs. non-high dose proton pump inhibitors
after endoscopic treatment in patients with bleeding peptic ulcer: A
systematic review and meta-analysis of randomized controlled trials.

Arch Intern Med 2010; 170:751.

Self-Expanding Metal Stents for Patients with
Obstructive Colorectal cancer
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Fernandez-Esparrach G, et al. Severe complications limit long-term
clinical success of self-expanding metal stents in patients with

obstructive colorectal cancer. Am J Gastroenterol 2010; 105:1087.

One-or Two-Stage Procedures for Common Bile duct
Stone Disease?
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Roger SJ, et al. Prospective randomized trial of LC+LCBDE vs. ERCP/S+
LC for common bile duct stone disease. Arch Surg 2010; 145:28.

Treating Acute Hepatitis C Virus Infection in HIV-
Coinfected Patients
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Vogel M, et al. Treatment of acute HCV infection in HIV-positive patients:
Experience from a multicentre European cohort.

Antivir Ther 2010; 15:267.

Genetics and Failure of Hepatitis C Therapy
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Rauch A, et al. Genetic variation in IL28B is associated with chronic

hepatitis C and treatment failure: A genome-wide association study.

Gastroenterology 2010; 138:1338.
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Treatment for Levator Ani Syndrome
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Chiarioni G, et al. Biofeedback is superior to electrogalvanic stimulation

and massage for treatment of levator ani syndrome.

Gastroenterology 2010; 138:1321.
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Endoscopic Corner
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sgical Corner

Wey.ANNNA Usewghsssa
way.Tan1 weAwsnsnwe
NIAITINRINEGT ADUSUNNLAFATASTITNEILIR

1se9m: éﬂf;ﬂﬁt@ﬂmﬂ 21¢) 67 g mwmmmﬂﬁmmﬂﬁfmm{ﬁwu
Foulustas Tdanes Furlszmiuemns1dlnd wvinan s
Alansunalu 1 1 ﬁﬁﬁ‘i’ﬁj ARUNANNAL

M999519N8: Multiple cervical lymphadenopathy at both sides 0.5-1.0
cm. WAL right axillary lymph node 5 cm. Abdomen: soft, not tender,
liver span 8 cm., firm mass at mid abdomen about 10 cm.

CT whole abdomen: ﬁqg‘ﬂﬁ 1 WAy 2
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gﬂﬁ 1: Axial CT whole abdomen post contrast mﬂﬂﬁﬂ'sﬂ

5183 (A-D 1F89INUUARIAS ATNEIFL) W large
submucosal mass, circumferentially involved gastric body
and antrum (St lunw B uaz C), wusinlauazd
inhomogeneous density (Spl NI A), SaNALNLIADLLN
wiaesluteiasaIuaunn (gnasalunin A, B, C),
wENANTEMNY ileocolonic intussusception ﬁﬁﬂmﬂqj
AU (Mg eI lunIn B, C) WAz partial thrombosis
283 common femoral veins edesdnadag (Wagneisaa
Tunan D)

gﬂﬁ 2: Coronal 2-D Multiplanar Reformation (MPR) images

284 CT whole abdomen post contrast ﬂl@ﬂﬁiﬂ'zﬂ‘ﬂﬂ
= L al v o o o

LAgINU (A-D Liﬂﬂ‘ﬂﬂﬂﬂuﬂﬂﬂﬂx‘i ATNAIAL) WL large
submucosal mass (M lWATN A Waz B) involved gastric
body and antrum (St TunW A uaz B), wushalm (Spl Tu
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v
NN D) WAZABNUIUABIANUIUNINLTLINL para-aortic
(gnAsAlunIw C) dawiulddaaundaniuainnin axial
24 1
images, UBNAINHAETINY ileocolonic intussusception 7

anl&lunyduann (Fagnasanalunn D)

Ms3Uodelsn: Mantle cell lymphoma
Gastrointestinal Tract Lymphoma

qaLilu extranodal lymphoma & sgaunnnaned 14 Funs
Slady dnnunisunsnszanelifsedansaunds 1wy fu Uen
nsegn euvszaImMAIuNAg doutfesananuiflufissuuniaiiy
AT et lusrLINIaAYe I sINLIL e LA AL L& A
naznzamng anldian anldlneg) dounaananmanulsivasgn
Gastric lymphoma

Gastric lymphoma W1 extranodal lymphoma ﬁwuﬂﬂﬂﬁlqm
Ussannidanay 25 Tadiavnn wasnyUlERedesas 50 404 Gl tract
lymphoma e agelsfinuAniulenas 35 vesuziiansznng
awnsRaNe SfuEUFL 2 789210 adenocarcinoma Taewaifly
secondary involvement Tuéﬂqaﬁﬁimmmmﬁq[?Tfamnﬂfjﬂ primary
involvement wazd@aulugjuinnanfasay 90 Liluatia non-Hodgkin's
lymphoma'?
Mantle cell lymphoma

il subtype of B-cell lymphoma %qwuié’ﬁ?@ﬂm 7 mmrzjﬂw
B-cell lymphoma Fann %aﬂumﬁmﬁqmm dnnulugilagenguin
WA lszanns 60 1 Wu‘imﬁiuij’mﬂmnﬂdﬂémjﬂuﬁmmfm
Uszanns 41 Snnsnszanenedlsnluilanszgn sestumdes wte

v ¥
fn wziferaNtwaasInaln llAesAaLAURIFAaN19 TN
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oMsiia:onMsiiaaonivAaudn

E_{ﬂfmﬁﬂﬁ@’mwmwzuumaLﬁumma‘fi@ﬂﬂd’]mﬂ’m‘%iﬂ
i (Tlee1uns dhviinas sewmde dn uaznudneannisldiananylsl
tiagwinfungSeieninmaeslussIUaY 119A%eNaNnFaanns
U aeAd18iulsALNANIZINIZAIUNT LAZNITTNEILLLLNA
nsznira u1si I linisidadea Nt uLA aai Y gastric
adenocarcinoma filaesinldfunisitaduiilansiauluedld vie
deBuilennisunsndauainisa 1w NNNZARU ANABA WANNTY
uazlianunsauanaiinaes gastric lymphoma l@ana1nN1suazannis
meﬁ'ﬂmﬂg

MSASODMOSLAINEN

Gl barium study: Hiataulun1sdsiRumumiauazsasisnly
nngau Inaananuldvatadneoe laun ®

e Polypoid tumors: multiple

e Central ulceration (Bull’s eye)

e Giant cavitating lesions

e Extensive infiltration: pronounced thickening of the gastric folds

e Submucosal infiltration: preserved distensibility of stomach

CT abdomen: Huszlaaiunn daalunisdszifunisunsg
mmwiﬂﬁm’@uﬁﬂmﬁm‘lwﬁmﬁmLmzuﬂﬂﬁimﬁ@a muﬁ\md"mz
%luj &g Tneldnwousiinyly lymphoma ‘&

e Bulky tumor producing pronounced thickening of the gastric

wall (>4 cm) with homogeneous mild tumoral enhancement
e Preservation of perigastric fat
e Significant growth outside the stomach

e Transpyloric spreading
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« Multicentric lesions
» Widespread nodal disease

¢ Splenic enlargement

Ms3UpdslenisA
Gastric adenocarcinoma éﬂﬁﬂﬂﬂﬁmm?“ﬂm gastric

outlet obstruction L8N lymphoma wananinLAniingg
zgﬂmmﬂ@ﬂmuﬂﬂ%u serosa k@AY obliterate adjacent fat plane
Fausinifly focal lesion 1AAN97 lymphoma @9aginandesind
Fnmausdli diffuse involvement Wana NTuAaNLNMAD Y
gastric adenocarcinoma #NAardaWIALENNGT wazdnagmudu
MAUTIMARY uazsn iy parazortic node MUILAUTRAANG
renal hilum®

Gastrointestinal stromal tumor (GIST) fniuday
Aaflvagouitdnll lunssmnzamauasiiuaanuannssnie
A79119 (exoenteric mass) ANANWLANHUEUD aneurysmal
dilatation %38 cavity lesion dnbnuNTUNInsTaslddasan
vmaes uAsnSnnsunsnszanelfiguise peritoneum NANNGN

Nuclear imaging: a1ald Gallium scan vi3a PET/CT
i aldlunnsasaa s umsaeq lymphoma UszliuNanIe
Fnena9annlinnsinen warsaNDIN1IATIANINITNALN
\Tudin®
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way. a1 NYINg
NIAITINENBINET ANSUNNEANRASASTITWEILIA

gilhaareang 14 T Henisnauanuin Fanmdeauienins
Aamananay wazllseddldsuanannsainenlsansa wadaunau
WAL 1 8%1N13AIAE 89N A BIN1 A LA THAUE UL
esophagus U3Latudaunaauisusaulndyganseinizainned
FNEOLE rings UAY furrows UWNNEAYMNNIRATUIHaNaEAETMNS
LTUAINANNEIATIAN NS

anuou:Nowens
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WUANEUETILST Eosinophilic esophagitis (EE) Aasia il
1. Marked basal cell hyperplasia WURNNIANANUIULBUTAR
udu basal layer a1uUNN TABNAMNUUNURILTIRIUNNN1T8NLAY
NUNANATINTINTBIATNNUNTBNIER A0 ABT1MNT TelaetnG basal
cell layer HANMUNTRITARINEN 2-3 FU Aauandlugiln 1 uaz 2
2. Elongation of vascular papillae An198u812849 vascular
. Y :; A =3 a a dl a
papillae 1f11U1udu mucosa awnaufsuFiniatay Tneng
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vascular papillae {Augaien 1 lu 3 YDIANLMUNTBITI mucosa
fouandlugLlil 1 uaz 2

3. Marked eosinophilic infiltrates with eosinophilic microabscess
wuil eosinophils ANUIUNIN Lmiﬂmmwrﬂﬂ‘lu%m?f@u sguamous
eplthellum anﬂmﬂﬂﬂ[ﬂ esophageal mucosa Anlany eosinophil WaANAN
u eosinophilic abscess VIWUIMU?LQMLH@UQQ{NN@ﬂ‘i:fm“"ﬂ@ﬂL‘W’W“’[ﬂ@
EE faudnslugLi 3

4. Spongiosis WLTNTLAAT 89U mucosa ¥ lRiuTeadn
ey intercellular bridges 2211979 squamous cells WAAITAR LATALAL
Fanansluglil 3

5. Lamina propria fibrosis WUH fibrosis WL31964 lamina propria

pananslugiy 2

ms3Uodaienlsn

1. Reflux esophagitis ﬁLﬁM’m gastroesophageal reflux disease
(GERD) aznuR &Nz Adnanfary EE Arafiufieqdn esoinophilic
infiltrates 14 GERD Nanuautiesndn wazluAeanwuil spongiosis 478
lamina propria fibrosis u@ﬂmn‘ﬁﬁi’%mmﬁwm@ﬂm anagqe N3

Alasuuanisnld Tne GERD fnwuseslsalusiziioy distal esophagus

d1115u EE nusealsnldmaemmINNeniaee esophagus LA Tunsdiifi
wuseslsaluusion proximal %38 mid part of esophagus Azl
avuayunsIlade EE

2. Esophagitis @Wﬂ@’]m&ﬁlu“] U nsiade nnsfuslssnang
anuneain Taeialil esophagitis 1138 esophageal ulcer filAARINNNT
fond asinny neutrophilic infiltrates tHudaulug usatawud
eosinophils Tuuausenanqsandagle nnsailasauanlsnasanasies
andannInanL el uardayasunisansasisnsonsiae
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Eﬂﬁ 1 Esophageal mucosa shows marked basal hyperplasia,
elongation of vascular papillag, prominent eosinophilic infiltrates and

eosinophilic microabscess

gﬂ‘ﬁ 2 Biopsy shows similar findings as described in figure 1 with

lamina propria fibrosis

Pathological comer




g‘ﬂﬁ 3 High power view reveals spongiosis and eosinophilic

microabscess.

]
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Gastroenterological Association of

Thailand Annual Meeting
Challenges in Clinical Practices
in Gastroenterology and Hepatology
18 — 20 November 2010

The Royal Cliff Beach Hotel, Pattaya

First Announcement

Challenges in Clinical Practices in

Gastroenterology and Hepatology
Vikit Viranuvatti Lecture
Topics’ Highlight
o Autoimmune Pancreatitis = Expert’s View
o Nutritional Management of IBD

o Management of Short Bowel Syndrome / Intestinal Failure

» Novel Hp Eradication Regimen Replacing Standard Triple Therapy

Annual Meeting 73



e Approach and Management of Early Hepatoma
e Envisioning the Future of Endoscopy

- Future direction in diagnostic/ therapeutic colonoscopy

- Improving Detection and Management of Early Colon Cancer
e Genetic Testing in Familial Colon Cancer — How should we screen?
e GERD / NERD Management Dilemma
e |.V. PPl in UGI Bleeding

e Obscure Gl Bleeding

Invited International Speakers

Assoc. Prof. Leon Adams (Australia)
Prof. Alan L Buchman (USA)
Assoc. Prof. Takahisa Furuta (Japan)
Prof. Kazuichi Okazaki, (Japan)
Prof. Yasushi Sano (Japan)
Prof. Joseph JY Sung (Hong Kong)
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